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Preface

Keeping up with the many exciting new developments in 
the rapidly growing fi eld of abnormal child psychology 
is a challenging yet rewarding task, one that has brought 
us to our fourth edition in ten years! We are extremely 
gratifi ed by the positive reception to the previous edi-
tions of our book since they were released. We recognize 
that we are fortunate in receiving helpful feedback from 
professors and students throughout this time, which has 
shaped Abnormal Child Psychology into a comprehensive 
yet student-friendly textbook. Th e fourth edition main-
tains its focus on the child, not just the disorders, while 
continuing to keep the text on the cutting edge of schol-
arly and practical advancements in the fi eld.

We have completely updated this edition to include 
important new developments such as recent fi ndings on 
diagnosis, prevalence, causes, subtypes, comorbidity, de-
velopmental pathways, risk and protective factors, gender, 
ethnicity, evidence-based treatments, and early interven-
tion and prevention. At the same time, the text retains the 
hallmark features that make it one of the most success-
ful texts in courses on child psychopathology, abnormal 
child and adolescent psychology, developmental psycho-
pathology, atypical development, and behavior disorders 
of childhood and adolescence. Among these features are 
engaging fi rst-person accounts and case histories de-
signed to create powerful links between key topics and 
the experiences of individual children and their families. 
Th e following features are also foundational to the text.

Attention to Advances in 
Abnormal Child and Adolescent 
Psychology
Th e past decade has produced extraordinary advances 
in understanding the special issues pertaining to abnor-
mal child and adolescent psychology. Today, we have a 
much better ability to distinguish among diff erent disor-
ders of children and adolescents, which has given rise to 
increased recognition of poorly understood or underde-
tected problems such as childhood depression and bipo-
lar disorder, teen suicide and substance abuse, eating dis-
orders, disruptive behavior disorders, autism, learning 
disorders, and problems stemming from chronic health 
problems, abuse, and neglect. Similarly, the fi eld is now 
more aware of the ways children’s and adolescents’ psy-

chological disorders are distinguishable from those of 
adults, and how important it is to maintain a strong de-
velopmental perspective.

In a relatively short time, the study of abnormal child 
psychology has moved well beyond the individual child 
and family to consider the roles of community, social, 
and cultural infl uences in an integrative and develop-
mentally sensitive manner. Similarly, those of us working 
in this fi eld are more attuned to the many struggles faced 
by children and adolescents with psychological disorders 
and their families, as well as the demands and costs such 
problems place on the mental health, education, medical, 
and juvenile justice systems.

A Focus on the Child, Not Just 
the Disorders
We believe that one of the best ways to introduce stu-
dents to a particular problem of childhood or adoles-
cence is to describe a real child. Clinical descriptions, 
written in an accessible, engaging fashion, help students 
understand a child’s problem in context, and provide a 
framework from which to explore the complete nature of 
the disorder. In each chapter, we introduce case examples 
of children and adolescents with disorders from our own 
clinical fi les and from those of colleagues. We then refer 
to these children when describing the course of the dis-
order, which provides the student with a well-rounded 
picture of the child or adolescent in the context of his or 
her family, peers, community, and culture.

In addition to clinical case material, we use extracts, 
quotes, and photos throughout each chapter to help the 
student remain focused on the real challenges faced by 
children with disorders and their families. First-person 
accounts and case descriptions enrich the reader’s un-
derstanding of the daily lives of children and adolescents 
with problems, and allow for a more realistic portrayal of 
individual strengths and limitations.

A Comprehensive and 
Integrative Approach
To refl ect the expansion of this fi eld, causes and ef-
fects of various childhood disorders are explained from 
an integrative perspective that recognizes biological, 
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 psychological, social, and emotional infl uences and 
their interdependence. Th is strategy was further guided 
by a consideration of developmental processes that 
shape and are shaped by the expression of each disor-
der. Th e broader contexts of family, peers, school, com-
munity, culture, and society that aff ect development are 
also important considerations for understanding child 
and adolescent disorders, and are a critical feature of 
this text.

We use both categorical and dimensional approaches 
in describing disorders, because each method off ers 
unique and important defi nitions and viewpoints. Each 
topic area is defi ned using DSM-IV-TR criteria, accom-
panied by clinical descriptions, examples, and empiri-
cally derived dimensions. Th e clinical features of each 
disorder are described in a manner that allows students 
to gain a fi rm grasp of the basic dimensions and expres-
sion of the disorder across its life span. Since children 
and adolescents referred for psychological services typi-
cally show symptoms that overlap into more than one 
diagnostic category, each chapter discusses common co-
morbidities and developmental norms that help inform 
diagnostic decisions.

Attention to Both 
Developmental Pathways and 
Adult Outcomes
To provide balance, we approach each disorder from 
the perspective of the whole child. Diagnostic criteria, 
therefore, are accompanied by added emphasis on the 
strengths of the individual and on the environmental 
circumstances that infl uence the developmental course. 
Moreover, the developmental course of each disorder is 
followed from its early beginnings in infancy and child-
hood through adolescence and into early adulthood, 
highlighting the special issues pertaining to younger and 
older age groups and the risk and protective factors af-
fecting developmental pathways. In this regard, we exam-
ine developmental continuities and discontinuities and 
attempt to understand why some children with problems 
continue to experience diffi  culties as adolescents and 
adults, whereas others do not.

Emphasis on Diversity
Th e importance of recognizing diversity in understand-
ing and helping children with problems and their fami-
lies is emphasized throughout. New research continues 
to inform and increase our understanding of the crucial 

role that factors such socioeconomic status (SES), gen-
der, sexual orientation, race, ethnicity, and culture play 
in the identifi cation, expression, prevalence, causes, 
treatments, and outcomes for child and adolescent prob-
lems. To sharpen our emphasis on these factors, we were 
fortunate to receive input from Sumru Erkut, Ph.D. of 
Wellesley College, an expert in diversity and abnormal 
child development. As a result of Dr. Erkut’s input, we 
examine diff erences related to SES, gender, race, ethnic-
ity, and culture for each childhood problem under dis-
cussion. In addition, we also recognize the importance 
of studying distinct groups in their own right as a way 
of understanding the processes associated with specifi c 
problems for each gender, ethnic, or cultural group. 
While emphasizing new knowledge about diversity is-
sues and childhood disorders, we also caution through-
out this text that relatively few studies have examined 
the attitudes, behaviors, and biological and psychologi-
cal processes of children and adolescents with mental 
disorders and problems across diff erent cultures, and 
we indicate places where this situation is beginning 
to change.

Coverage of Child Maltreatment 
and Relationship-Based 
Disorders
A distinguishing feature of this textbook is its expansion 
and emphasis on several of the more recent and impor-
tant areas of developmental psychopathology that do not 
easily fi t into a defi cits model or a categorical approach. 
Th ese problems are sometimes referred to as relationship-
based disorders, because they illustrate the transactional 
nature of children’s behavior in the context of signifi cant 
relationships. Along with recognition of the importance 
of biological dispositions in guiding development and 
behavior, we discuss the strong connection between chil-
dren’s behavior patterns and the availability of a suitable 
child-rearing environment. Students are made aware of 
how children’s overt symptoms can sometimes be adap-
tive in particular settings or with care-giving relation-
ships that are atypical or abusive, and how traditional 
diagnostic labels may not be helpful.

Integration of Treatment and 
Prevention
Treatment and prevention approaches are integral parts 
of understanding a particular disorder. Applying knowl-
edge of the clinical features and developmental courses 
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of childhood disorders to benefi t children with these 
problems and their families always intrigues students 
and helps them make greater sense of the material. 
Th erefore, we emphasize current approaches to treat-
ment and prevention in each chapter, where such infor-
mation can be tailored to the particular childhood prob-
lem. Consistent with current health system demands for 
accountability, we discuss best practice guidelines and 
emphasize interventions for which there is empirical 
support.

A Flexible, Even More 
User-Friendly Text
Th e book is organized into a logical fi ve-part framework 
to facilitate understanding of the individual disorders 
and mastery of the material overall. Following the intro-
ductory chapters that comprise Part I, the contents can 
be readily assigned to students in any order that suits the 
goals and preferences of the instructor. An overview of 
the book’s fi ve parts follows:

I.  Understanding Abnormal Child Psychology (defi ni-
tions, theories, clinical description, research, assess-
ment, and treatment issues);

II. Behavioral Disorders (attention-defi cit/hyperactivity 
disorders and conduct problems);

III. Emotional Disorders (anxiety and mood disorders);
IV. Developmental and Learning Disorders (mental re-

tardation, autism spectrum disorders, childhood-
onset schizophrenia, and communication and learn-
ing disorders);

V. Problems Related to Physical and Mental Health 
(health-related and substance use disorders, eating 
disorders, and child maltreatment and non-accidental 
trauma).

Th e overall length of the text is completely student-
centered and manageable without sacrifi cing academic 
standards of content and coverage. Th e fourth edition 
has an entirely new interior design, as well as new guides 
at the front of the text provided to help teachers and stu-
dents navigate the book as easily as possible. Cases are 
presented there in two listings, one “By Chapter” and the 
other “By Clinical Aspect.”.

Additionally, chapters are consistently organized to 
help instructors avoid assigning sections of each chap-
ter (e.g., biological causes) that may not appeal to the 
level of their students, or that address particular sub-

topics that fall outside the parameters of a given course 
(e.g., childhood-onset schizophrenia or pediatric bipolar 
disorder). For instructors wanting a more detailed presen-
tation of research fi ndings, supplementary readings can 
be drawn from the many up-to-date citations of original 
research.

Related, but less critical, information that enhances 
each topic appears in “A Closer Look” boxes, so that stu-
dents can easily recognize that the material is presented 
to add further interest or examples to the major content 
areas of the chapter.

Finally, chapters provide many useful pedagogical fea-
tures to help make students’ encounters with and learn-
ing of the material an agreeable experience: key terms are 
highlighted and defi ned where they appear in the text, 
listed at the chapter’s end, and defi ned in a separate glos-
sary at the back of the book to help students grasp im-
portant terminology; DSM-IV-TR tables are provided 
in addition to general tables to summarize diagnos-
tic criteria; bullet points guide students to key concepts 
throughout chapters; and interim “Section Summaries” 
help students consolidate each chapter’s key concepts. In 
addition to the lists of key terms, students will fi nd a list-
ing of “Section Summaries” at the end of each chapter for 
easy reference while studying.

Summary of Key Features
• “A Closer Look” boxes, previously mentioned, are 

found throughout the book to draw students into 
the material and enrich each topic with engaging in-
formation. Some examples include: “What Are the 
Long-Term Criminal Consequences of Child Mal-
treatment?” “Common Fears in Infancy, Childhood, 
and Adolescence,” and “Did Darwin Have a Panic 
Disorder?”

• Visual learning aids such as cartoons, tables, eye-
catching chapter- and section-opening quotes, as 
well as numerous photos and fi gures, illustrate key 
concepts throughout the text to complement student 
understanding.

• Th e authors’ in-depth coverage of the role of the nor-
mal developmental process in understanding each 
disorder, as well as their close attention to important 
sex diff erences in the expression, determinants, and 
outcomes of child and adolescent disorders, promote 
greater understanding.

• Current fi ndings regarding the reliability and validity 
of DSM diagnostic criteria for specifi c disorders, with 
inclusion of a website address where students can 
track the development of DSM-V, which is scheduled 
to appear in 2012.
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Notable Content Changes and 
Updates in the Fourth Edition
Highlights of the content changes and updates to this 
edition include the following:

• Th e most current information concerning prevalence, 
age of onset, and gender distribution for each disor-
der, including a discussion of issues surrounding the 
reported increase in prevalence of autistic spectrum 
disorders.

• Enriched coverage of gender and culture appears in 
each chapter and includes exciting new fi ndings re-
lated to the expression, development, and adolescent 
outcomes for girls with ADHD, conduct problems, 
and anxiety and mood disorders and for children 
from diff erent ethnic and cultural groups.

• Th e most recent theories about developmental path-
ways for diff erent disorders, including the childhood 
precursors of eating disorders.

• Integrative developmental frameworks for ADHD, 
conduct problems, anxiety disorders, depression, au-
tism, and child maltreatment.

• Exciting new fi ndings on the interplay between early 
experience and brain development, including how 
early stressors, such as abuse, alter the brain systems 
associated with regulating stress and place the child 
at risk for developing later problems, such as anxiety 
or mood disorders.

• Recent genetic discoveries regarding autism, ADHD, 
and learning and communication disorders.

• Findings from neuroimaging studies that illuminate 
neurobiological causes.

• New information on family factors in externalizing 
and internalizing disorders, and in developmental 
disabilities.

• New fi ndings on subtypes for disorders such as 
ADHD and conduct disorders.

• Recent fi ndings on the development of precursors of 
psychopathy.

• Recent fi ndings on patterns of use and misuse of medi-
cations for treating ADHD and childhood depression.

• Th e most recent follow-up fi ndings from ground-
breaking early intervention and prevention programs 
such as early interventions for children with autism, 
Fast Track for conduct disorders, and the Multimodal 
Treatment Study for Children with ADHD.

• An enhanced focus on evidence-based treatments 
including:

• Behavior therapy, psychopharmacological, and 
combined treatments for ADHD (Chapter 5)

• Parent management training, problem-solving 
skills training, and multi-systemic therapy for 
oppositional and conduct disorders (Chapter 6)

• Cognitive behavior therapy, exposure, and 
modeling for anxiety disorders (Chapter 7)

• Cognitive behavior therapy and interpersonal 
therapy for depression (Chapter 8)

• New treatments for autism spectrum disorders 
(Chapter 10)

• Treatment for child and adolescence substance 
abuse problems (Chapter 12)

• Treatment outcome studies with anorexia and 
bulimia (Chapter 13)

• Added coverage on important, contemporary topics 
including:

• Subtypes of disorders such as the predominantly 
inattentive subtype of ADHD (Chapter 5)

• Temperament and personality disorders (Chap-
ters 2 and 4)

• Parenting styles (Chapters 2, 6, 7, 8, and 14)
• Th e stigma of mental illness (Chapters 1 and 4)

• Coverage of many signifi cant reports from the Sur-
geon General, the President’s Freedom Commis-
sion, and others that will shape the future of research 
and practice in children’s mental health. (Chapters 1 
and 2)

• Support organizations for parents and children are 
now listed in the instructor’s manual. Detailed infor-
mation about the text’s instructor and student supple-
ments is provided in the next section of this preface.

• Greatly expanded selection of multimedia and interac-
tive learning resources, foremost among these numer-
ous new video clips—selected by the authors—within 
PowerLecture. Unique in this market, these current, 
high-interest videos focus on topics such as ADHD, 
autism, bullying, life skills, and Down syndrome.

A Comprehensive Teaching 
and Learning Package
Abnormal Child Psychology, Fourth Edition, is accom-
panied by an array of supplements developed to facilitate 
both instructors’ and students’ best experience, inside 
as well as outside the classroom. All of the supplements 
continuing from the third edition have been thoroughly 
revised and updated; other supplements are new to this 
edition. Cengage Learning invites you to take full advan-
tage of the teaching and learning tools available to you 
and has prepared the following descriptions of each.
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Instructor’s Manual with Test Bank
Th e Instructor’s Manual, prepared by Hani Baumgarten, 
closely matches the text and consists of lecture outlines 
and notes, learning objectives, myriad activities and 
handouts, video and website recommendations, “Warn-
ing Signs” transparency masters, and new listings of sup-
port organizations for parents and children. In addition 
to a comprehensive test bank, this resource includes a set 
of extras called “Five Minutes More,” which comprises ad-
ditional lecture ideas, transparency/digital slide masters, 
and activities on selected topics such as the brain, day 
care, and bilingualism. Finally, the Instructor’s Manual 
includes ideas for activities to help students fully utilize 
InfoTrac® College Edition (see CengageNOW descrip-
tion) and is available in print and in electronic format on 
the book’s companion website (password-protected).

PowerLecture
Th is CD-ROM contains customizable Microsoft  Pow-
erPoint slides with lecture outlines, art, and video clips 
focusing on topics such as attention-defi cit/hyperactiv-
ity disorder, autism, preventing bullying, life skills, and 
Down syndrome. For increased fl exibility and conve-
nience, PowerLecture also includes a Microsoft  Word fi le 
containing all of the text’s test bank questions.

Companion Website
www.cengage.com/psychology/mash
Th e book’s companion website, accessible through the 
author’s web page at the above URL, provides a wide ar-
ray of teaching and learning resources not available any-
where else: chapter outlines, tutorial quizzes, web links, 
activities, fl ash cards, and more.

ABC Video for Abnormal Psychology, Volumes 
I and II
Th ese ABC videos, available on DVD, feature short, 
high-interest clips about current studies and research in 
psychology. Including titles such as Autism Diagnosis in 
Children and Selective Mutism, these videos are perfect 
for discussion starters or to enrich lectures.

Wadsworth Psychology Resource Center
Th is online repository houses a rich collection of origi-
nal and classic video clips as well as interactive learning 
modules, simulations, and animations that help bring 
psychology to life. Organized by topic, the Resource 
Center is easy to navigate by both individual students 
and teachers looking for multimedia learning resources 
for use inside and outside the classroom.

 includes an eBook and is available 
on WebCT and Blackboard. It is an easy-to-use online 
resource that helps students study in less time to get the 
best grade possible. If students take the optional diag-

nostic pre-test provided for each chapter, the system uses 
those test results to create personalized study plans. Th e 
Personalized Study Plans

• help students save study time by identifying areas 
on which they should concentrate and giving them 
one-click access to corresponding pages of the text’s 
eBook;

• provide interactive exercises and study tools to help 
students fully understand chapter concepts; and

• include a post-test for students to take to confi rm that 
they are ready to move on to the next chapter.

 Access to InfoTrac College Edition is included with 
CengageNOW. Using InfoTrac College Edition, students 
are able to access full-text articles from key journals in 
the fi eld, including the Journal of Abnormal Child Psy-
chology, the Journal of the American Academy of Child 
and Adolescent Psychiatry, Brown University Child and 
Adolescent Behavior, and the Journal of Child and Ado-
lescent Psychiatric Nursing. Th e Instructor’s Manual con-
tains ideas for activities that help students fully utilize 
this vast, 24/7 online library.

Th ese resources are available to qualifi ed adopters, 
and ordering options for student supplements are fl ex-
ible. Please consult your local Cengage Learning sales 
representative or visit us at www.cengage.com for more 
information, including ISBNs; for examination cop-
ies of any of these instructor or student resources; or 
for product demonstrations. Additional information 
is also accessible from the book’s companion website: 
www.cengage.com/psychology/mash.
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AFTER CENTURIES OF SILENCE, misunderstanding, and outright 
 abuse, children’s mental health problems and needs now receive 

greater attention, which corresponds to society’s recent concern about 
children’s well-being. Fortunately, today more people like you want to 
understand and address the needs of children and adolescents. Per-
haps you have begun to recognize that children’s mental health problems dif-
fer in many ways from those of adults, so you have chosen to take a closer 
look. Maybe you are planning a career in teaching, counseling, medicine, law, 

C H A P T E R  P R E V I E W

1 Introduction to Normal 

and Abnormal Behavior 

in Children and Adolescents

Mankind owes to the child the best it has to give.
—UN Convention on the Rights of the Child (1989)
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rehabilitation, or psychology—all of which rely some-
what on knowledge of children’s special needs to shape 
their focus and practice. Whatever your reason is for 
reading this book, we are pleased to welcome you to an 
exciting and active fi eld of study, which we believe will 
expose you to concepts and issues that will have a pro-
found and lasting infl uence. Children’s mental health is-
sues are becoming relevant to many of us in our current 
and future roles as professionals, community members, 
and parents, and the needs for trained personnel are in-
creasing (McLearn, Knitzer, & Carter, 2007).

Let’s begin by considering Georgina’s problems, 
which raise several fundamental questions that guide 
our current understanding of children’s psychological 
disorders. Ask yourself: Does Georgina’s behavior seem 

abnormal, or are aspects of her behavior normal under 
certain circumstances?

How would you describe Georgina’s problem? Is it 
an emotional problem? A learning problem? A develop-
mental disability? Could something in her environment 
cause these strange rituals, or is she more likely respond-
ing to internal cues we do not know about? Would 
Georgina’s behavior be viewed diff erently if it occurred in 
a boy or in a child from an African American or Hispanic 
background? Will she continue to display these behav-
iors and, if so, what can we do to help?

When seeking assistance or advice, parents oft en ask 
questions similar to these about their child’s behavior, and 
understandably need to know the probable course and 
outcome. Th ese questions also exemplify the following 
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Georgina’s strange counting ritual was a symptom of 
her obsessive–compulsive disorder.

G E O R G I N A

Counting for Safety

walk through doorways over and over, and she 

seemed to need to check and arrange things 

her way before she could leave a room.” Geor-

gina’s mother had spoken to their family doctor 

about it back then and was told, “It’s probably 

a phase she’s going through, like stepping on 

cracks will break your mother’s back. Ignore it 

and it’ll stop.”

But it didn’t stop. Georgina developed more 

elaborate rituals for counting words and ob-

jects, primarily in groups of four. She told her 

mom, “I need to count things out and group 

them a certain way—only I know the rules how 

to do it.” When she came to my offi  ce, Georgina 

told me, “When someone says something to me 

or I read something, I have to count the words in 

groups of four and then organize these groups 

into larger and larger groups of four.” She 

looked at the pile of magazines in my offi  ce and the books on my shelf 

and explained, matter-of-factly, that she was counting and grouping 

these things while we talked! Georgina was constantly terrifi ed of for-

getting a passage or objects or being interrupted. She believed 

that if she could not complete her counting, some horrible tragedy 

would befall her parents or herself. Nighttime was the worst, she 

explained, because “I can’t go to sleep until my counting is complete, 

and this can take a long time.” (In fact, it took up to several hours, her 

mother confi rmed.) Understandably, her daytime counting rituals 

had led to decline in her schoolwork and friendships. Her mother 

showed me her report cards: Georgina’s grades had gone from above 

average to near failing in several subjects. (Based on Piacentini & 

Graae, 1997)

At age 10, Georgina’s strange symptoms had reached the point where 

her mother needed answers—and fast. Her behavior fi rst became 

a concern about 2 years ago, when she started talking about harm 

befalling herself or her family. Her mother recalled how Georgina 

would come home from the third grade and complain that “I need to 

fi nish stuff  but I can’t seem to,” and “I know I’m gonna forget some-

thing so I have to keep thinking about it.” Her mother expressed her 

own frustration and worry: “As early as age 5, I remember Georgina 

would touch and arrange things a certain way, such as brushing her 

teeth in a certain sequence. Sometimes I’d notice that she would 
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issues that research studies in abnormal child psychol-
ogy seek to address:

• Defi ning what constitutes normal and abnormal be-
havior for children of diff erent ages, sexes, and eth-
nic and cultural backgrounds

• Identifying the causes and correlates of abnormal 
child behavior

• Making predictions about long-term outcomes
• Developing and evaluating methods for treatment 

and/or prevention

How you choose to describe the  problems children 
show, and what harm or impairments such problems 
may lead to, is oft en the fi rst step toward understand-
ing the nature of their problems. As we discuss in Chap-
ter 7, Georgina’s symptoms fi t the diagnostic criteria for 
obsessive–compulsive disorder. Th is diagnostic label, al-
though far from perfect, tells a great deal about the na-
ture of her disorder, the course it may follow, and the 
possible treatments.

Georgina’s problems also illustrate important features 
that distinguish most child and adolescent disorders:

• When adults seek services for children, it oft en is not 
clear whose “problem” it is. Children usually en-
ter the mental health system as a result of concerns 
raised by adults—parents, pediatricians, teachers, or 
school counselors—and the children themselves may 
have little choice in the matter. Children do not re-
fer themselves for treatment. Th is has important im-
plications for how we detect children’s problems and 
how we respond to them.

• Many child and adolescent problems involve failure to 
show expected developmental progress. Th e problem 
may be transitory, like most types of bedwetting, or 
it may be an initial indication of more severe prob-
lems ahead, as we see in Georgina’s case. Determin-
ing the problem requires familiarity with normal, as 
well as abnormal, development.

• Many problem behaviors shown by children and 
youths are not entirely abnormal. To some ex-
tent, certain problem behaviors are shown by most 
children and youths. For instance, worrying from 
time to time about forgetting things or losing track 
of thoughts is common; Georgina’s behavior, how-
ever, seems to involve more than these normal con-
cerns. Th us, decisions about what to do also require 
familiarity with known psychological disorders and 
troublesome problem behaviors.

• Interventions for children and adolescents oft en are 
intended to promote further development, rather than 
merely to restore a previous level of functioning. Un-

like interventions for most adult disorders, the goal 
for many children is to boost their abilities and skills, 
not only to eliminate distress.

Before we look at today’s defi nitions of abnormal be-
havior in children and adolescents, it is valuable to dis-
cover how society’s interests and approaches to these 
problems during previous generations have improved the 
quality of life and mental health of children and youths. 
Many children, especially those with special needs, fared 
poorly in the past because they were forced to work as 
coal miners, fi eld hands, or beggars. Concern for chil-
dren’s needs, rights, and care requires a prominent and 
consistent social sensitivity and awareness that simply 
did not exist prior to the 20th century (Aries, 1962). As 
you read the following historical synopsis, note how the 
relatively short history of abnormal child psychology has 
been strongly infl uenced by philosophical and societal 
changes in how adults view and treat children in general 
(Borstelmann, 1983; V. French, 1977).

Historical Views and 
Breakthroughs

These were feverish, melancholy times; I cannot 
remember to have raised my head or seen the moon 
or any of the heavenly bodies; my eyes were turned 
downward to the broad lamplit streets and to where 
the trees of the garden rustled together all night in 
undecipherable blackness; . . . 

—Robert Louis Stevenson, describing memories of childhood 
illness and depression (quoted in Calder, 1980)

Th e ability of a society to help children develop normal 
lives and competencies requires not only medical, educa-
tional, and psychological resources but also a social phi-
losophy that recognizes children as persons with a value 
independent of any other purpose. Although this view 
of children should seem self-evident to us today, valuing 
children as persons in their own right has not been a pri-
ority of previous societies. Early writings suggest that chil-
dren were considered servants of the state in the city-states 
of early Greece. Ancient Greek and Roman societies be-
lieved any person—young or old—with a physical or men-
tal handicap, disability, or deformity was an economic 
burden and a social embarrassment, and thus was to be 
scorned, abandoned, or put to death (V. French, 1977).

Prior to the 18th century, children’s mental health 
problems, unlike adult disorders, were seldom men-
tioned in professional or other forms of communi cation. 
Some of the earliest historical interest in abnormal child 
 behavior surfaced near the end of the 18th century. Th e 
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Church used its strong infl uence to attribute children’s 
unusual or disturbing behaviors to their inherently un-
civilized and provocative nature (Kanner, 1962). In fact, 
during this period nonreligious explanations for dis-
ordered behavior in children were rarely given serious 
consideration because possession by the devil and simi-
lar forces of evil was the only explanation anyone needed 
(Rie, 1971). No one was eager to challenge this view, given 
that they too could be seen as possessed and dealt with 
accordingly.

Sadly, during the 17th and 18th centuries, as many as 
two-thirds of children died before their fi ft h birth-
day, oft en because there were no antibiotics or similar 
medications to treat deadly diseases (Zelizer, 1994). 
Many children were subjected to harsh treatment or in-
diff erence by their parents. Cruel acts ranging from ex-
treme parental indiff erence and neglect to physical and 
sexual abuse of children went unnoticed or were con-
sidered an adult’s right for educating or disciplining a 
child (Radbill, 1968). For many generations, the implied 
view of society that children are the exclusive property 
and responsibility of their parents was unchallenged by 
any countermovement to seek more humane treatment 
for children. A parent’s prerogative to enforce child obe-
dience, for example, was formalized by Massachusetts’ 
Stubborn Child Act of 1654, which permitted parents to 
put “stubborn” children to death for misbehaving. (For-
tunately, no one met this ultimate fate.) Into the mid-
1800s, the law allowed children with severe developmen-
tal disabilities to be kept in cages and cellars (Donohue, 
Hersen, & Ammerman, 2000).

The Emergence of Social Conscience

If the children and youth of a nation are aff orded the 
opportunity to develop their capacities to the fullest, 
if they are given the knowledge to understand the 
world and the wisdom to change it, then the prospects for 
the future are bright. In contrast, a society which neglects 
its children, however well it may function in other 
respects, risks eventual disorganization and demise.

—Urie Bronfenbrenner (1977)

Fortunately, the situation gradually improved for chil-
dren and youths throughout the 19th century and pro-
gressed signifi cantly during the latter part of the 20th 
century. However, until very recent changes in laws and 
attitudes, children (along with women, members of mi-
nority groups, and persons with special needs) were of-
ten the last to benefi t from society’s prosperity and were 
the primary victims of its shortcomings. With the acuity 
of hindsight, we know that before any real change occurs, 
it requires a philosophy of humane understanding in how 

society recognizes and addresses the special needs of 
some of its members. In addition to humane beliefs, each 
society must develop ways and means to recognize and 
protect the rights of individuals, especially children, in 
the broadest sense (UN Convention on the Rights of the 
Child, 1989). An overview of some of these major develop-
ments provides important background for understanding 
today’s approaches to children’s mental health issues.

In Western society, an inkling of the prerequisites for 
a social conscience fi rst occurred during the 17th cen-
tury, when both a philosophy of humane care and insti-
tutions of social protection began to take root. One indi-
vidual at the forefront of these changes was John Locke 
(1632–1704), a noted English philosopher and physician 
who infl uenced the beginnings of present-day attitudes 
and practices of childbirth and child rearing. Locke be-
lieved in individual rights, and he expressed the novel 
opinion that children should be raised with thought and 
care instead of indiff erence and harsh treatment. Rather 
than seeing children as uncivilized tyrants, he saw them 
as emotionally sensitive beings who should be treated 
with kindness and understanding, and given proper ed-
ucational opportunities (Illick, 1974). In his words, “the 
only fence [archaic use, meaning ‘defense’] against the 
world is a thorough knowledge of it.”

Th en, at the turn of the 19th century, one of the fi rst 
documented eff orts to work with a special child was 
undertaken by Jean Marc Itard (1774–1838). Box 1.1 ex-
plains how Itard treated Victor (discovered living in the 
woods outside Paris) for his severe developmental delays 
rather than sending him to an asylum. Symbolically, this 
undertaking launched a new era of a helping orientation 
toward special children, which initially focused on the 
care, treatment, and training of what were then termed 
“mental defectives.”

As the infl uence of Locke and others fostered the ex-
pansion of universal education throughout Europe and 
North America during the latter half of the 19th century, 
children unable to handle the demands of school became 
a visible and troubling group. Psychologists such as Leta 
Hollingworth (1886–1939) argued that many mentally 
defective children were actually suff ering from emo-
tional and behavioral problems primarily due to inept 
treatment by adults and lack of appropriate intellectual 
challenge (Benjamin & Shields, 1990). Th is view led to an 
important and basic distinction between persons with 
mental retardation (“imbeciles”) and those with psychi-
atric or mental disorders (“lunatics”), although this dis-
tinction was far from clear at the time. Essentially, local 
governments needed to know who was responsible for 
helping children whose cognitive development appeared 
normal but who showed serious emotional or behavioral 
problems. Th e only guidance they had previously had in 
distinguishing children with intellectual defi cits from 
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children with behavioral and emotional problems was 
derived from religious views of immoral behavior: Chil-
dren who had normal cognitive abilities but who were 
disturbed were thought to suff er from moral insanity, 
which implied a disturbance in personality or charac-
ter (Pritchard, 1837). Benjamin Rush (1745–1813), a pio-
neer in psychiatry, argued that children were incapable 
of true adult-like insanity, because the immaturity of 
their developing brains prevented them from retaining 
the mental events that caused insanity (Rie, 1971). Con-
sequently, the term moral insanity grew in acceptance as 
a means of accounting for nonintellectual forms of ab-
normal child behavior.

Th e implications of this basic distinction created a 
brief yet signifi cant burst of optimism among profession-

als. Concern for the plight and welfare of children with 
mental and behavioral disturbances began to rise in con-
junction with two important infl uences. First, with ad-
vances in general medicine, physiology, and neurology, 
the moral insanity view of psychological disorders was 
replaced by the organic disease model, which emphasized 
more humane forms of treatment. Th is advancement was 
furthered by advocates such as Dorothea Dix (1802–1887), 
who in the mid-19th century established 32 humane 
mental hospitals for the treatment of troubled youths 
previously relegated to cellars and cages (Achenbach, 
1982). Second, the growing infl uence of the philosophies 
of Locke and others led to the view that children needed 
moral guidance and support. With these changing 
views came an increased concern for moral education, 

A  C L O S E R  L O O K

B O X  1 . 1  Victor of Aveyron

Victor, often referred to as the “wild boy of Aveyron,” was dis-
covered in France by hunters when he was about 11 or 12 years 
old, having lived alone in the woods presumably all of his life. 
Jean Marc Itard, a young physician at the time, believed the boy 
was “mentally arrested” because of social and educational 
neglect, and set about demonstrating whether such retarda-
tion could be reversed. Victor—who initially was mute, walked 
on all fours, drank water while lying fl at on the ground, and 
bit and scratched—became the object of popular attention 
as rumors spread that he had been raised by animals. He was 
dirty, nonverbal, incapable of attention, and insensitive to ba-
sic sensations of hot and cold. Despite the child’s appearance 
and behavior, Itard believed that environmental stimulation 
could humanize him. Itard’s account of his eff orts poignantly 
reveals the optimism, frustration, anger, hope, and despair 
that he experienced in working with this special child.

Itard used a variety of methods to bring Victor to an aware-
ness of his sensory experiences: hot baths, massages, tickling, 
emotional excitement, even electric shocks. After 5 years of 
training by Dr. Itard, Victor had learned to identify objects, 
identify letters of the alphabet, comprehend many words, 
and apply names to objects and parts of objects. Victor also 
showed a preference for social life over the isolation of the wild. 
Despite his achievements, Itard felt his eff orts had failed, be-
cause his goals of socializing the boy to make him normal were 
never reached. Nevertheless, the case of Victor was a landmark 
in the eff ort to assist children with special needs. For the fi rst 
time an adult had tried to really understand—feel and know—
the mind and emotions of a special child, and had proved that 
a child with severe impairments could improve through ap-
propriate training. This deep investment on the part of an in-
dividual in the needs and feelings of another person’s child re-
mains a key aspect of the helping orientation to this day.

Source: From A History of the Care and Study of the Mentally Retarded, by 
L. Kanner, 1964, p. 15. Courtesy of Charles C. Thomas, Publisher, Springfi eld, 
Illinois.
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compulsory education, and improved health practices. 
Th ese early eff orts to assist children provided the foun-
dation for evolving views of abnormal child behavior as 
the result of combinations of biological, environmental, 
psychological, and cultural infl uences.

Early Biological Attributions

Th e successful treatment of infectious diseases dur-
ing the latter part of the 19th century strengthened the 
emerging belief that illness and disease, including men-
tal illness, were biological problems. However, early at-
tempts at biological explanations for deviant or abnor-
mal behavior were highly biased in favor of locating the 
cause within the individual child or adult. Th e public 
generally distrusted and scorned anyone who appeared 
“mad” or “possessed by the devil” or similar evil forces. 
Box 1.2 describes masturbatory insanity, a good illustra-
tion of how such thinking can lead to an explanation of 
abnormal behavior without consideration of objective 
scientifi c fi ndings and the base rate of masturbation in 
the general population. Th e notion of masturbatory in-
sanity also illustrates how the prevailing political and 
social climates infl uence defi nitions of child psychopa-
thology, which is as true today as in the past. Views on 
masturbation evolved from the moral judgment that it 
was a sin of the fl esh, to the medical opinion that it was 
harmful to one’s physical health, to the psychiatric as-
sertion that sexual overindulgence caused insanity.

In contrast to the public’s general ignorance and 
avoidance of issues concerning persons with mental 
disorders that continued during the late 19th century, 
the mental hygiene movement provides a benchmark 
of changing attitudes toward children and adults with 
mental disorders. In 1909, Cliff ord Beers, a layperson 
who had recovered from a severe psychosis, spearheaded 
eff orts to change the plight of others also affl  icted. Be-
lieving that mental disorders were a form of disease, 
he criticized society’s ignorance and indiff erence and 
sought to prevent mental disease by raising the stan-
dards of care and disseminating reliable information 
(M. Levine & Levine, 1992). As a result, detection and 
intervention methods began to fl ourish, based on a more 
tempered, yet still quite frightened and ill-informed, 
view of affl  icted individuals.

Unfortunately, because this paradigm was based 
on a biological disease model, intervention was limited 
to persons with the most visible and prominent disor-
ders, such as psychoses or severe mental retardation. 
Although developmental explanations were a part of 
this early view of psychopathology, they were quite nar-
row. Th e development of the disease was considered pro-
gressive and irreversible, tied to the development of the 

child only in that it manifested itself diff erently as the 
child grew, but remained impervious to other infl uences 
such as treatment or learning. All one could do was to 
prevent the most extreme manifestations by strict pun-
ishment, and to protect those not aff ected.

Sadly, this early educational and humane model for 
assisting persons with mental disorders soon reverted 
to a custodial model during the early part of the 20th 
century. Once again, attitudes toward anyone with men-
tal or intellectual disabilities turned from cautious op-
timism to dire pessimism, hostility, and disdain. Par-
ticularly children, youths, and adults with mental 
retardation were blamed for crimes and social ills dur-
ing the ensuing alarmist period (Achenbach, 1982). 

A  C L O S E R  L O O K

B O X  1 . 2  Masturbatory Insanity

Today, most parents hardly balk at discovering their child 
engaging in some form of self-stimulation—it is con-
sidered a normal part of self-discovery and pleasant sen-
sation seeking. Such tolerance was not always the case. 
In fact, children’s masturbation is historically signifi cant 
because it was the fi rst “disorder” unique to children and 
adolescents (Rie, 1971). One hundred years ago, mastur-
batory insanity was a form of mental illness and, in keep-
ing with the contemporaneous view that such problems 
resided within the individual, it was believed to be a very 
worrisome problem (Rie, 1971; Szasz, 1970).

Society’s objections to masturbation originated from 
religious views, which by the 18th century were augmented 
by the growing infl uence of science (Rie, 1971; Szasz, 1970). 
Moral convictions regarding the wrongfulness of mastur-
bation led to a physiological explanation with severe med-
ical ramifi cations, based on pseudoscientifi c papers such 
as Onania, or the Heinous Sin of Self-Pollution (circa 1710) 
(Szasz, 1970). The medical view of masturbation focused 
initially on adverse eff ects on physical health, but by the 
mid-19th century the dominant thought shifted to a focus 
on the presumed negative eff ects on mental health and 
nervous system functioning. With amazing speed, mastur-
bation became the most frequently mentioned “cause” of 
psychopathology in children.

Interest in masturbatory insanity gradually waned to-
ward the end of the 19th century, but the argument still 
remained tenable as psychoanalytic theory gained ac-
ceptance. Eventually, the notion of masturbatory insanity 
gave way to the concept of neurosis. Not until much later 
in the 20th century was the misguided and illusory belief 
in a relationship between masturbation and mental illness 
dispelled. Let this example remind us of the importance 
of scientifi c skepticism in confi rming or disconfi rming new 
theories and explanations for abnormal behavior.
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Rather than viewing knowledge as a form of protection, 
as Locke had argued, society returned to the view that 
mental illness and retardation were diseases that could 
spread if left  unchecked. For the next two decades, many 
communities chose to prevent the procreation of the in-
sane through eugenics (sterilization) and segregation 
(institutionalization). We will return to these important 
developments in our discussion of the history of mental 
retardation in Chapter 9.

Early Psychological Attributions

Today, many of us take for granted the idea that biologi-
cal infl uences must be balanced with important devel-
opmental and cultural factors, including the family, peer 
group, and school, in the attempt to conceptualize and 
understand abnormal child psychology. Of course, this 
perception was not always the case. Th e long-stand-
ing, medically based view that abnormal behavior is a 
disorder or disease residing within the person unfor-
tunately led to neglect of the essential role of a person’s 
surroundings, context, and relations, and of the interac-
tions among these variables.

Th e recognition of psychological infl uences emerged 
early in the 20th century, when attention was drawn to 
the importance of major psychological disorders and 
formulating a taxonomy of illnesses. Such recognition 
allowed researchers to organize and categorize ways of 
diff erentiating among various psychological problems, 
resulting in some semblance of understanding and con-
trol. At the same time, there was concern that attempts 
to recognize the wide range of mental health needs of 
children and adults could easily backfi re and lead to the 
neglect of persons with more severe disorders. Th is shift  
in perspective and increase in knowledge also prompted 
the development of diagnostic categories and new crimi-
nal off enses, the expansion of descriptions of deviant be-
havior, and the addition of more comprehensive moni-
toring procedures for identifi ed individuals (Costello & 
Angold, 2006). Two major theoretical paradigms helped 
shape these emerging psychological and environmen-
tal infl uences—psychoanalytic theory and behaviorism. 
We’ll limit our discussion here to their historical impor-
tance, but additional content concerning their contem-
porary infl uences appears in the Chapter 2 discussion of 
theories and causes.

Psychoanalytic Theory
In Sigmund Freud’s day, near the beginning of the 20th 
century, many child psychiatrists and psychologists had 
grown pessimistic about their ability to treat children’s 
mental disorders in a fashion other than custodial or pal-
liative. Freud was one of the fi rst to reject such pessimism 

and raise new possibilities for treatment, as the roots of 
these disorders were traced to early childhood (Fonagy, 
Target, & Gergely, 2006). Although he believed that in-
dividuals have inborn drives and predispositions that 
strongly aff ect their development, he also believed that 
experiences play a necessary role in psychopathology. 
For perhaps the fi rst time, the course of mental disorders 
was not viewed as inevitable; children and adults could 
be helped if provided with the proper environment, ther-
apy, or both.

Psychoanalytic theory signifi cantly infl uenced ad-
vances in our ways of thinking about causes and treat-
ment of mental disorders. Perhaps most important 
from the perspective of abnormal child psychology was 
that Freud was the fi rst to give meaning to the con-
cept of mental disorder by linking it to childhood ex-
periences (Rilling, 2000). His radical theory incorpo-
rated developmental concepts into an understanding 
of psychopathology at a time when early childhood de-
velopment was virtually ignored by mainstream child 
psychiatry and psychology. Rather than focusing on sin-
gular, specifi c causes (a hallmark of the disease model 
in vogue at the time), psychoanalytic theory emphasized 
that personality and mental health outcomes had mul-
tiple roots. Outcomes depended to a large degree on the 
interaction of developmental and situational processes 
that change over time in unique ways (Fonagy et al., 
2006). In eff ect, Freud’s writings shift ed the view from 
one of children as innocent or insignifi cant to one of 
human beings in turmoil, struggling to achieve control 
over biological needs and to make themselves acceptable 
to society through the microcosm of the family (Freud, 
1909/1953).

Contributions based on Freud’s theory continued to 
expand throughout the early part of the 20th century, 
as clinicians and theorists broke from some of his ear-
lier teachings and brought new insights to the fi eld. His 
daughter, Anna Freud (1895–1982), was instrumental in 
expanding his ideas to children, in particular by not-
ing how children’s symptoms were related more to de-
velopmental stages than those of adults. Anna Freud’s 
contemporary, Melanie Klein (1882–1960), also took 
an interest in the meaning of children’s play, arguing 
that all actions could be interpreted in terms of uncon-
scious fantasy. Th e work of both women made possible 
the analysis of younger children and the recognition 
of nonverbal communication for patients of all ages 
(Mason, 2003).

In recent years, psychoanalytic theory’s approach 
to abnormal child psychology has had less infl uence 
on clinical practice and teaching, largely because of the 
popularity of the phenomenological (descriptive) ap-
proach to psychopathology (Costello & Angold, 2006). 
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Nevertheless, it is important to remember that current 
nosologies (the eff orts to classify psychiatric disorders 
into descriptive categories) are essentially nondevelop-
mental in their approaches. Rather than attempting, as 
the Freudian approach does, to describe the develop-
ment of the disease in the context of the development of 
the individual, nosologies such as those in the Diagnos-
tic and Statistical Manual (DSM-IV-TR [Text Revision]; 
American Psychiatric Association, 2000) attempt to fi nd 
common denominators that describe the manifestations 
of a disorder at every age (Achenbach & Rescorla, 2006). 
Despite valid criticism and a lack of empirical validation 
of the content of psychoanalytic theory and its many de-
rivatives, the idea of emphasizing the interconnection 
between children’s normal and abnormal development 
retains considerable attraction as a model for abnormal 
child psychology.

Behaviorism
Th e development of evidence-based treatments for chil-
dren, youths, and families can be traced to the rise of be-
haviorism in the early 1900s, as refl ected in Pavlov’s ex-
perimental research that established the foundations for 
classical conditioning, and the classic studies on the con-
ditioning and elimination of children’s fears (Jones, 1924; 
J. B. Watson & Rayner, 1920). Initially, John  Watson 
(1878–1958), the “Father of Behaviorism,” intended to 
explain Freud’s concepts in more scientifi c terms, based 
on the new learning theory of classical conditioning.

Ironically, Watson was perhaps more psychoanalyti-
cally inspired by Freud’s theories than he intended. As 
he attempted to explain terms such as unconscious and 
transference using the language of conditioned emo-
tional responses (and thereby discredit Freud’s theory 
of emotions), he in fact pioneered the scientifi c investi-
gation of some of Freud’s ideas (Rilling, 2000). Box 1.3 
highlights some of Watson’s scientifi c ambitions and his 
famous study with Little Albert, as well as some of the 
controversy surrounding his career.

Watson is known for his theory of emotions, which 
he extrapolated from normal to abnormal behavior. 
His infamous words exemplify the faith some early re-
searchers—and the public—placed in laboratory-based 
research on learning and behavior: “Give me a dozen 
healthy infants . . . and I’ll guarantee to take any one at 
random and train him to become any type of specialist I 
might select—doctor, lawyer, artist, merchant-chief and, 
yes, even beggar-man and thief, regardless of his talents, 
penchants, tendencies, abilities, vocations, and race of 
his ancestors.” (J. B. Watson, 1925, p. 82)

Beyond the work in their lab, the Watson household 
must have been an interesting place. Consider the fol-
lowing contrasting views and advice on raising children 
from one of America’s fi rst “child experts” and his wife:

John Watson (1925): Never hug and kiss them, never let 
them sit in your lap. If you must, kiss them once on the 
forehead when they say goodnight. Shake hands with 
them in the morning.

Rosalie Rayner Watson (1930): I cannot restrain my 
aff ection for the children completely. . . .  I like being 
merry and gay and having the giggles. Th e behaviorists 
think giggling is a sign of maladjustment, so when the 
children want to giggle I have to keep a straight face or 
rush them off  to their rooms.

Th is example and the study of Little Albert illustrate the 
importance of keeping in perspective any new advances 
and insights that at fi rst may seem like panaceas for age-
old problems. As any soiled veteran of parenting would 
attest, no child-rearing shortcuts or uniform solutions 
guide us in dealing with children’s problems—raising 
children is part skill, part wisdom, and part luck. None-
theless, families, communities, and societal and cultural 
values play a strong role in determining how success-
ful current child-rearing philosophies are at benefi ting 
children.

Evolving Forms of Treatment

Compared with the times that followed, the period from 
1930 to 1950 was a quiet time for research and treatment 
in abnormal child psychology. A few reports in the 1930s 
described the behavioral treatment of isolated problems 
such as bed-wetting (O. H. Mowrer & Mowrer, 1938), 
stuttering (Dunlap, 1932), and fears (F. B. Holmes, 1936). 
Other than these reports, psychodynamic approaches 
were the dominant form of treatment during this period. 
As a carryover from the 1800s, most children with intel-
lectual or mental disorders were still institutionalized. 
Th is practice had come under mounting criticism by 
the late 1940s, when studies by René Spitz raised serious 
questions about the harmful impact of institutional life 
on children’s growth and development (R. Spitz, 1945). 
He discovered that infants raised in institutions without 
adult physical contact and stimulation developed severe 
physical and emotional problems. Eff orts were under-
taken to close institutions and place dependent and dif-
fi cult children in foster family homes or group homes. 
Within a 20-year period, from 1945 to 1965, there was a 
rapid decline in the number of children in institutions, 
while the number of children in foster family homes and 
group homes increased.

During the 1950s and early 1960s, behavior therapy 
emerged as a systematic approach to the treatment of 
child and family disorders. Th e therapy was originally 
based on operant and classical conditioning principles 
established through laboratory work with animals. In 
their early form, these laboratory-based techniques to 
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modify undesirable behaviors and shape adaptive abili-
ties stood in stark contrast to the dominant psychoan-
alytic approaches, which stressed resolution of internal 
confl icts and unconscious motives. Behavior therapy fo-
cused initially on children with mental retardation or 
severe disturbances. Psychoanalytic practices for these 
children were perceived as ineff ective or inappropri-
ate. Much of this early work took place in institutions 
or classroom settings that were thought to provide the 
kind of environmental control needed to change be-
havior eff ectively. Since that time, behavior therapy has 
continued to expand in scope, and has emerged as a 
prominent form of therapy for a wide range of children’s 

disorders  (Ollendick, King, & Chorpita, 2006; Weisz, 
 Jensen-Doss, & Hawley, 2006).

Progressive Legislation

Just how far some countries have advanced in the humane 
and egalitarian treatment of children and youths is exem-
plifi ed by the various laws enacted in the past few decades 
to protect the rights of those with special needs. For ex-
ample, in the United States the Individuals with Disabili-
ties Education Act (IDEA; Public Law 101-476) mandates 
free and appropriate public education for any child with 
special needs in the least restrictive environment for that 

A  C L O S E R  L O O K

B O X  1 . 3  Little Albert, Big Fears, and Sex in Advertising

Most of us are familiar with the story of Little Albert and 
his fear of white rats and other white furry objects, 
thanks to the work of John Watson and his graduate as-
sistant (soon to become wife) Rosalie Rayner. However, 
understanding the times and background of John Wat-
son helps put these pioneering eff orts into a broader 
historical perspective, and highlights the limited con-
cern for ethics in research that existed in his day.

Watson’s fascination with and life dedication to the 
study of fears may have stemmed from his own acknowl-
edged fear of the dark, which affl  icted him throughout 
his adult life. His career break arrived when he was given 
an opportunity to create a research laboratory at Johns 
Hopkins University for the study of child development. 
Instead of conditioning rats, he could now use humans 
to test his emerging theories of fear conditioning. How-
ever, at that time the only source of human subjects was 
persons whose rights were considered insignifi cant or 
who had less than adequate power to protect them-
selves, such as orphans, mental patients, and prisoners. 
Just as he had studied rats in their cages, Watson now 
studied babies in their cribs.

Clearly, his method of obtaining research subjects and ex-
perimenting with them would be considered highly unethi-
cal today. To demonstrate how fear might be conditioned in 
a baby, Watson and Rayner set out to condition fear in an 11-
month-old orphan baby they named Albert B., who was given 
a small white rat to touch, toward which he showed no fear. 
After this warm-up, every time the infant reached to touch the 
rat, Watson would strike a steel bar with a hammer. After re-
peated attempts to touch the rat brought on the same shock-
ing sounds, “the infant jumped violently, fell forward and be-
gan to whimper.” The process was repeated intermittently, 
enough times that eventually Albert B. would break down 
and cry, desperately trying to crawl away, whenever he saw 
the rat. Watson and Rayner had successfully conditioned the 
child to fear rats. They then conditioned him to fear rabbits, 
dogs, fur coats and—believe it or not—Santa Claus masks.

It is disconcerting that Albert B. was adopted and moved 
away before any deconditioning was attempted, destined to 
go through life with a strange set of fears he would never un-
derstand. It is ironic, moreover, that Watson went on to de-
velop a career in advertising after he was ousted from the 
university (presumably as a result of concerns over his ex-
tramarital relationship with his graduate student; Benjamin, 
Whitaker, Ramsey, & Zeve, 2007). His brand of behaviorism, 
with its emphasis on the prediction and control of human be-
havior, met with unqualifi ed success on Madison Avenue. As 
he explained, “No matter what it is, like the good naturalist 
you are, you must never lose sight of your experimental an-
imal—the consumer.” We can thank John B. Watson for ad-
vertising’s dramatic shift in the 1930s toward creating images 
around any given product that exploited whenever possible 
the sexual desires of both men and women.

Source: Based on Karier, 1986.
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child. Each child, regardless of age, must be assessed with 
culturally appropriate tests. Each child must have an in-
dividualized education program (IEP) tailored to his or 
her needs, and must be re-assessed. Similar legislation 
for protecting the rights of children with disabilities (and 
ensuring their access to appropriate resources) exists in 
Canada, the United Kingdom, and many other nations.

In 2007, the United Nations General Assembly 
adopted a new convention to protect the rights of per-
sons with disabilities around the world. Th is convention 
represents an important shift  from addressing the “spe-
cial needs” of children to realizing their rights and re-
moving the physical, linguistic, social, and cultural bar-
riers that remain. Countries that ratify the convention 
agree to enact laws and other measures to improve dis-
ability rights, and also to abolish legislation, customs, 
and practices that discriminate against persons with 
disabilities. Th ese eff orts signify a paradigm shift  in at-
titudes toward and treatment of people with disabili-
ties—from seeing persons with disabilities as objects of 
charity to considering them as individuals with human 
rights. Specifi c principles addressing the needs of chil-
dren with disabilities are shown in Box 1.4.

section summary
Historical Views and Breakthroughs
• Early biological explanations for abnormal child behavior 

favored locating the cause of the problem within the in-
dividual, which sometimes led to simplistic or inaccurate 
beliefs about causes of the behavior.

• Early psychological approaches attempted to integrate 
basic knowledge of inborn processes with environ-
mental conditions that shape behavior, emotions, and 
cognitions.

• Greater attention to the problems of children and youths 
in recent years has improved their quality of life and men-
tal health. This improvement resulted from greater soci-
etal recognition of and sensitivity to children’s special sta-
tus and needs since the turn of the 20th century.

What Is Abnormal Behavior 
in Children and Adolescents?

L E E

Early Troubles

I felt sorry for him. I asked him why he didn’t go to school: “Oh,” 

he said, “school is just a waste of time. I’m not learning anything 

there. I got other things to do. Besides, the kids all make fun of 

me. I wear jeans and they laugh at me. I talk with a Southern 

drawl and they laugh at me. They don’t like me. I don’t like them.” 

Although he had hobbies, “most of all, I like to be by myself and 

do things by myself.” And that’s what he did a good part of those 

18 months in New York. He’d get up at 9 B/N/, watch television 

till 2 or 3 in the afternoon. There was no one else at home. His 

mother was out working. I asked him what he thought about his 

mother. He answered: “Well, I’ve got to live with her, so I guess I 

love her.” But he showed no real relationship to her nor did she to 

him. (Sites, 1967)

Th ese comments were made by a probation offi  cer refl ect-
ing on his involvement with a 13-year-old boy named Lee 
Harvey Oswald, who was under probation for chronic 
truancy. Note that the presenting complaint—truancy—
was linked to dislike of school, embarrassment by peers, 
social isolation and alienation, and even his lack of emo-
tional closeness to his mother. Th is example reveals how 
a relatively discrete problem can be diffi  cult to classify 
into its causes, expression, and contributing factors. It 
also raises several key questions: First, how do we judge 
what is normal? A lot of kids skip school during adoles-
cence. Second, when does an issue become a problem? 
In this instance, did anyone sense that Oswald’s truancy 
might lead to or be due to potentially serious social prob-
lems? Finally, why are some children’s abnormal patterns 
of behavior relatively continuous from early childhood 
through adolescence and into adulthood, whereas other 
children show more variable (discontinuous) patterns of 
development and adap tation? Was there anything about 

A  C L O S E R  L O O K

B O X  1 . 4   UN Convention on the Rights of 
Persons with Disabilities (2007)

[Article 7, pertaining to children’s rights]:

1. States Parties shall take all necessary measures to en-
sure the full enjoyment by children with disabilities 
of all human rights and fundamental freedoms on an 
equal basis with other children.

2. In all actions concerning children with disabilities, 
the best interests of the child shall be a primary 
consideration.

3. States Parties shall ensure that children with disabilities 
have the right to express their views freely on all matters 
aff ecting them, their views being given due weight in 
accordance with their age and maturity, on an equal ba-
sis with other children, and to be provided with disabil-
ity and age-appropriate assistance to realize that right.

Source: Offi  ce of the United Nations High Commissioner for Human 
Rights: http://www2.ohchr.org/english/law/disabilities-convention.htm.

http://www2.ohchr.org/english/law/disabilities-convention.htm
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Oswald’s behavior in childhood that indicated that he 
would assassinate President John F. Kennedy years later?

Although these questions are central to defi ning and 
understanding abnormal child behavior and warrant 
thoughtful consideration, no simple, straightforward 
answers exist. (Th is should be familiar ground to those 
of you who are psychology majors.) More oft en than not, 
childhood disorders are accompanied by various layers 
of abnormal behavior or development, ranging from the 
more visible and alarming (such as truancy or physical 
assault), to the more subtle yet critical (such as teasing 
and peer rejection), to the more hidden and systemic 
(such as depression or parental rejection).

Moreover, mental health professionals, while at-
tempting to understand children’s weaknesses, too oft en 
unintentionally overlook their strengths. Yet, many chil-
dren cope eff ectively in other areas of their lives, despite 
the limitations posed by specifi c psychological disorders. 
An understanding of children’s individual strengths and 
abilities can lead to ways to assist them in healthy ad-
aptation. Also, some children may show less extreme 
forms of diffi  culty or only the early signs of an emerging 
problem rather than a full-blown disorder. Th erefore, to 
judge what is abnormal, we need to be sensitive to each 
child’s stage of development and consider each child’s 
unique methods of coping and ways of compensating for 
diffi  culties (Achenbach & Rescorla, 2007).

Childhood disorders, like adult disorders, have com-
monly been viewed in terms of deviancies from normal, 
yet disagreement remains as to what constitutes nor-
mal and abnormal. While reading the following discus-
sion, keep in mind that attempting to establish bound-
aries between abnormal and normal functioning is an 
arbitrary process at best, and current guidelines are con-
stantly being reviewed for their accuracy, completeness, 
and usefulness.

Defi ning Psychological Disorders

Th e study of abnormal behavior oft en makes us more 
sensitive to and wary of the ways used to describe the 
behavior of others. Whose standard of “normal” do we 
adopt, and who decides whether this arbitrary standard 
has been breached? Does abnormal behavior or perfor-
mance in one area, such as mood, have implications for 
the whole person?

Although there are no easy answers to these ques-
tions, Georgina’s real-life problems require an agree-
ment on how to defi ne a psychological (or mental) dis-
order. A psychological disorder traditionally has been 
defi ned as a pattern of behavioral, cognitive, emotional, 
or physical symptoms shown by an individual. Such a 
pattern is associated with one or more of the following 
three prominent features:

• Th e person shows some degree of distress, such as 
fear or sadness.

• His or her behavior indicates some degree of disabil-
ity, such as impairment that substantially interferes 
with or limits activity in one or more important ar-
eas of functioning, including physical, emotional, 
cognitive, and behavioral areas.

• Such distress and disability increase the risk of fur-
ther suff ering or harm, such as death, pain, disabil-
ity, or an important loss of freedom (American Psy-
chiatric Association [APA], 2000).

To account for the fact that we sometimes show 
transitory signs of distress, disability, or risk under un-
usual circumstances (such as the loss of a loved one), 
this defi nition of a psychological disorder excludes cir-
cumstances where such reactions are expected and ap-
propriate as defi ned by one’s cultural background. Fur-
thermore, these three primary features of psychological 
disorders only describe what a person does or does not 
do in certain circumstances. Th e features do not attempt 
to attribute causes or reasons for abnormal behavior to 
the individual alone. To the contrary, the understand-
ing of particular impairments should be balanced with 
recognition of individual and situational circumstances. 
For example, a child’s behavior, thinking, and physical 
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Were there any clues in Lee Harvey Oswald’s childhood 
that might suggest his violent behavior later on?
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status are all important considerations in determining 
the degree of success or failure in adapting to the de-
mands of the environment.

Labels Describe Behavior, Not People
It is important to keep in mind that terms used to describe 
abnormal behavior do not describe people; they only de-
scribe patterns of behavior that may or may not occur in 
certain circumstances. We must be careful to avoid the 
common mistake of identifying the person with the disor-
der, as refl ected in expressions such as “retarded child” or 
“autistic child.” Th e fi eld of child and adult mental health 
is oft en challenged by stigma, which refers to a cluster of 
negative attitudes and beliefs that motivates fear, rejec-
tion, avoidance, and discrimination with respect to peo-
ple with mental illnesses (Hinshaw, 2006). Stigma leads 
to prejudice and discrimination against others on the ba-
sis of race, ethnicity, disabilities, sexual orientation, body 
size, biological sex, language, and religious beliefs. Due 
to stigma, persons with mental disorders may also suf-
fer from low self-esteem, isolation, and hopelessness, and 
may become so embarrassed or ashamed that they con-
ceal symptoms and fail to seek treatment (Puhl & Latner, 
2007). Accordingly, throughout this text we separate the 
child from the disorder by using language such as “Ra-
mon is a child with mental retardation,” rather than “Ra-
mon is mentally retarded.” Children like Ramon have 
many other attributes that should not be overshadowed 
by global descriptives or negative labels.

In addition, the problems shown by some children 
may be the result of their attempts to adapt to abnor-
mal or unusual circumstances. Children with chronic 
health problems must adapt to their medical regimens 
and to negative reactions from peers; children raised in 
abusive or neglectful environments must learn how to 

relate to others adaptively and to regulate emotions that 
may, at times, be overwhelming. Th erefore, the primary 
purpose of using terms such as disorder and abnormal 
behavior for describing the psychological status of chil-
dren and adolescents is to aid clinicians and researchers 
in describing, organizing, and expressing the complex 
features oft en associated with various patterns of behav-
ior. By no means do the terms imply a common cause, 
since the causes of abnormal behavior are almost always 
multifaceted and interactive.

Th is approach to defi ning abnormal behavior is sim-
ilar to the one most oft en used to classify and diagnose 
mental disorders, according to the guidelines in the 
DSM-IV-TR (APA, 2000). We use the approach in guid-
ing the thinking and structure of this book because of its 
clinical and descriptive utility. Yet, despite advances in 
defi ning abnormality and vast improvements in the di-
agnostic and classifi cation systems, ambiguity remains, 
especially in defi ning a particular child’s maladaptive 
dysfunction (Zachar & Kendler, 2007). Boundaries be-
tween what constitute normal and abnormal conditions 
or distinctions among diff erent abnormal conditions are 
not easily drawn. At present, the DSM-IV-TR approach 
has achieved some consensus supporting its value in fa-
cilitating greater communication and increased stan-
dardization of research and clinical knowledge con-
cerning abnormal child psychology. We consider the 
DSM-IV-TR and current alternatives to classifi cation of 
childhood disorders in Chapter 4.

Competence

Defi nitions of abnormal child behavior must take into 
account the child’s competence—that is, the ability to 
successfully adapt in the environment. Developmental 
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competence is refl ected in the child’s ability to use inter-
nal and external resources to achieve a successful adapta-
tion (Masten, Burt, & Coatsworth, 2006). Of course, this 
begs the question of what is successful? Successful adap-
tation varies across culture and ethnicity, so it is impor-
tant that the traditions, beliefs, languages, and value sys-
tems of a particular culture be taken into account when 
defi ning a child’s competence. Similarly, some children 
face greater obstacles than others in their eff orts to adapt 
to their environment. Minority children and families, 
in particular, must cope with multiple forms of racism, 
prejudice, discrimination, oppression, and segregation, 
all of which signifi cantly infl uence a child’s adaptation 
and development (Coll & Szalacha, 2004).

Judgments of deviancy also require knowledge of a 
child’s performance relative to that of same-age peers, as 
well as of the child’s course of development and cultural 
context. In eff ect, the study of abnormal child psychol-
ogy considers not only the degree of maladaptive be-
havior children show but also the extent to which they 
achieve normal developmental milestones. As with de-
viancy, the criteria for defi ning competence can be very 
specifi c and narrow in focus, or as plentiful and broad as 
we wish (Masten et al., 2006).

How do we know whether a particular child is do-
ing well, and how do we, as parents, teachers, or profes-
sionals, guide our expectations? Developmental tasks, 
which include broad domains of competence such as 
conduct and academic achievement, tell how children 
typically progress within each domain as they grow. 
Knowledge of the developmental tasks provides an im-
portant backdrop for considering a child or adolescent’s 
developmental progress and impairments. Examples 
of several important developmental tasks are shown in 
Table 1.1.

Conduct is one of the fundamental domains in 
Table 1.1; it indicates how well a person follows the rules 
of a particular society. From a young age, children are 
expected to begin controlling their behavior and to com-
ply with their parents’ requests. (Th is doesn’t mean they 
always do so. . . .) By the time children enter school, they 
are expected to follow the rules for classroom conduct 
and to refrain from harming others. Th en, by adoles-
cence, they are expected to follow the rules set by school, 
home, and society without direct supervision. Similar 
developmental progression occurs in the self domain, 
where children initially learn to diff erentiate themselves 
from the environment, and to gradually develop self-
identity and autonomy. In the discussion of disorders 
in the chapters to follow, we attempt whenever possible 
to balance the information on abnormal behavior with 
the growing awareness of children’s competencies and 
strengths.

Developmental Pathways

Why don’t children with similar early experiences have 
similar problems later in life? Conversely, why do chil-
dren and adolescents with the same disorder sometimes 
have very diff erent early experiences or family character-
istics? Another aspect of judging deviancy involves de-
ciding when a concern or issue about a child’s behavior 
starts to become a more recognizable pattern, especially 
since behavior fl uctuates and changes considerably as 
a child develops. Th erefore, in addition to distinguish-
ing between normal and abnormal adaptation, we must 
consider the temporal relationship between emerging 
concerns in early childhood and the likelihood that they 
will lead to problems later on.

A developmental pathway refers to the sequence 
and timing of particular behaviors and possible rela-
tionships between behaviors over time. Th e concept al-
lows us to visualize development as an active, dynamic 
process that can account for very diff erent beginnings 
and outcomes (Pickles & Hill, 2006). It helps us to un-
derstand the course and nature of normal and abnormal 

T A B L E  1 . 1  Examples of Developmental Tasks

Age Period Task

Infancy to preschool Attachment to caregiver(s)
 Language
 Diff erentiation of self from 
  environment
 Self-control and compliance

Middle childhood School adjustment (attendance, 
  appropriate conduct)
 Academic achievement (e.g., learning 
  to read, do arithmetic)
 Getting along with peers 
  (acceptance, making friends)
 Rule-governed conduct (following 
  rules of society for moral behavior 
  and prosocial conduct)

Adolescence Successful transition to secondary 
  schooling
 Academic achievement (learning 
  skills needed for higher education 
  or work)
 Involvement in extracurricular 
  activities (e.g., athletics, clubs)
 Forming close friendships within 
  and across gender
 Forming a cohesive sense of 
  self-identity

Source: From “The Development of Competence in Favorable and Unfavorable 
 Environments: Lessons from Research on Successful Children,” by A. S. Masten and 
J. D.  Coats worth, 1998, American Psychologist, 53, 205–220. Copyright © 1998 by the 
 American Psychological Association. Reprinted by permission of the author and the 
publisher.
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development. Two examples of developmental pathways 
are shown in Figure 1.1. Th e child at the top of the fi gure 
has experienced maltreatment at a young age. Maltreat-
ment can signifi cantly alter the child’s initial course of 
development, resulting in diverse and oft en unpredict-
able outcomes, such as eating, mood, or conduct disor-
ders. Th is example illustrates multifi nality, the concept 

that various outcomes may stem from similar begin-
nings (in this case, child maltreatment).

In contrast, other children might set out on their de-
velopmental journeys with very diff erent strengths and 
weaknesses, but later have a similar disorder. As illustrated 
in the bottom example of Figure 1.1, genetic patterns, fa-
milial characteristics, and features of each child’s envi-
ronment represent diff erent pathways leading to a simi-
lar outcome (conduct disorder). Th is example illustrates 
equifi nality, the concept that similar outcomes stem from 
diff erent early experiences and developmental pathways. 
As we will learn in Chapter 6, children with conduct prob-
lems may have very diverse early experiences and risk fac-
tors, but later show similar patterns of behavior. By look-
ing at possible developmental pathways, we gain a better 
understanding of the ways in which children’s problems 
may change or remain the same over time.

In summary, diversity in how children acquire psy-
chological strengths and weaknesses is a hallmark of 
abnormal child psychology. Because no clear cause-
and-eff ect relationship exists for each child and adoles-
cent disorder, the following assumptions need to be kept 
fi rmly in mind (Mash & Dozois, 2003):

• Th ere are many contributors to disordered outcomes 
in each individual.

• Contributors vary among individuals who have the 
disorder.

• Individuals with the same specifi c disorder express 
the features of their disturbance in diff erent ways 
(e.g., some children with a conduct disorder are ag-
gressive, whereas others may be destructive to prop-
erty or engage in theft  or deceit).

• Th e pathways leading to any particular disorder are 
numerous and interactive, as opposed to unidimen-
sional and static.

section summary
What Is Abnormal Behavior in 
Children and Adolescents?
• Defi ning a psychological disorder involves agreement on 

particular patterns of behavioral, cognitive, and physical 
symptoms shown by an individual.

• Terms used to describe abnormal behavior are meant 
to defi ne behavior, not to be used as labels to describe 
individuals.

• Defi ning abnormal behavior requires judgment concern-
ing the degree to which a person’s behavior is maladap-
tive or harmful as well as dysfunctional or impaired.

• Diversity in how children acquire psychological strengths 
and weaknesses is a hallmark of abnormal child psy-
chology. The many contributors to abnormal behavior 

Early childhood maltreatment

Possible outcomes

Mood
disorder

Eating
disorder

Normal
adjustment

Conduct
disorder

Conduct disorder 

Possible beginnings

Familial
characteristics

Genetic
pattern

Environmental
features

F I G U R E  1 . 1  (a) Multifi nality: Similar early 
experiences lead to diff erent outcomes; (b) Equifi nality: 
Diff erent factors lead to a similar outcome.
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may vary within and between individuals with similar 
disorders.

• The study of psychological disorders involves attempts to 
describe the presenting problems and abilities, to under-
stand contributing causes, and to treat or prevent them.

• Developmental pathways help to describe the course and 
nature of normal and abnormal development; multifi nal-
ity means that various outcomes may stem from similar 
beginnings, whereas equifi nality means that similar out-
comes stem from diff erent early experiences.

Risk and Resilience

I am convinced that, except in a few extraordinary cases, 
one form or another of an unhappy childhood is essential 
to the formation of exceptional gifts.

—Thornton Wilder (1897–1975)

R A O U L  A N D  J E S S E

Why the Diff erences?

Raoul and Jesse were childhood friends who grew up in the same 

rundown housing project, in a neighborhood plagued by drugs 

and crime. By the time they were 10 years old they were both 

familiar with domestic and community violence, and each lived 

with his mother and an older sibling after his parents divorced. 

The boys rarely saw their fathers, and when they did it usually 

wasn’t a pleasant experience. By the time they reached grade 6 

they were falling behind at school, and started to get into trouble 

with the police for staying out too late, hassling kids at school, 

and breaking into cars. Despite these problems and a struggle to 

keep up, Raoul fi nished high school and received 2 years of train-

ing in a local trade school. He is now 30 years old, works at a local 

factory, and lives with his wife and two children. Raoul sums up 

his life thus far as “dodging bullets to reach where I want to go,” 

but he’s happy to be living in a safe neighborhood and to have the 

hope of sending his children to college.

His friend Jesse never graduated from high school. He 

dropped out after being expelled for bringing a weapon to school, 

and has been in and out of prison several times. At age 30, Jesse 

drinks too much and has a poor record of fi nding and keeping 

a job. He has had several short-term relationships and fathered 

two children, but he rarely visits them and never married either 

mother. Jesse has lived in several locations over the years, mostly 

in his old, unchanged neighborhood. (Based on Zimmerman & 

Arunkumar, 1994)

Th ese brief life histories illustrate two very diff erent 
developmental paths that started out at the same place. 

Jesse’s troubles might have been predicted based on pres-
ent knowledge of abnormal development, but it is more 
diffi  cult to explain how some children, like Raoul, seem 
to escape harm despite stress and adversity. Perhaps you 
are familiar with someone—from a novel, movie, or per-
sonal friendship—who seems to come out on top despite 
adversity and limited resources. How do you suppose 
individuals such as Oprah Winfrey (see Box 1.5) escape 
the odds and achieve their life goals?

Th e answer to this complicated question is coming 
into focus, thanks to studies that look at risk as well as 
protective factors aff ecting children’s courses of develop-
ment. A risk factor is a variable that precedes a negative 
outcome of interest and increases the chances that the 
outcome will occur. In contrast, a protective factor is a 
personal or situational variable that reduces the chances 
for a child to develop a disorder. As you might suspect, 
children like Raoul and Jesse, who face many known risk 
factors, such as community violence and parental di-
vorce, are vulnerable to abnormal development. Acute, 
stressful situations as well as chronic adversity put chil-
dren’s successful development at risk. Chronic poverty, 
serious caregiving defi cits, parental mental illness, death 
of a parent, community disasters, homelessness, fam-
ily breakup, and pregnancy and birth complications are 
known risk factors that increase children’s vulnerability 
to psychopathology—especially in the absence of com-
pensatory strengths and resources (Kim-Cohen, 2007).

Yet, like Raoul, some vulnerable children do not de-
velop later problems. Instead, they seem resilient despite 
their stress-fi lled environments, managing to achieve 
positive outcomes despite being at signifi cant risk for 
psychopathology. Children who survive risky envi-
ronments by using their strong self-confi dence, coping 
skills, and abilities to avoid risk situations may be con-
sidered resilient—they seem able to fi ght off  or recover 
from their misfortune (Luthar, 2006). Th ese children are 
also most likely to show sustained competence while un-
der stress, or to rebound to a previously healthy level of 
competence following traumatic or stressful experiences 
(Kim-Cohen, 2007). Resilience is not a universal, cate-
gorical, or fi xed attribute of the child. It varies according 
to the type of stress, its context, and similar factors. In-
dividual children may be resilient with respect to some 
specifi c stressors but not others, and resilience may vary 
over time and across situations. Resilience is seen in 
children across cultures (Cameron, Ungar, & Lieben-
berg, 2007; Lee, Shek, & Kwong, 2007), despite the ex-
traordinary circumstances that some may face.

Th e concept of resilience reminds us that a direct 
causal pathway rarely leads to a particular outcome. 
Ongoing interactions exist between protective and risk 
factors within the child, between the child and his or 
her surroundings, and among risk factors themselves. 
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children’s vulnerability and resilience in relation to par-
ticular circumstances and disorders.

Figure 1.2 illustrates some of the better-known char-
acteristics of children and adolescents who display re-
silience, which are sometimes overlooked in attempts 
to explain abnormal development. Th ese characteris-
tics constitute a protective triad of resources and health-
promoting events: strengths of the individual, the family, 
and the school and community (Luthar, 2006). Protec-
tive factors vary tremendously in magnitude and scope, 
and not all three resources are necessary. For some chil-
dren, merely the availability of a supportive grandparent 
or teacher can eff ectively change the course and direc-
tion of their development. Other children may need ad-

Protective factors are personal or situational variables 
that reduce the chances for a child to develop a disorder. 
Risk factors do the exact opposite—they increase the 
child’s likelihood of developing a problem. Risk factors 
and protective factors should be thought of as processes 
rather than absolutes, since the same event or condition 
can function as either type of factor, depending on the 
overall context in which it occurs (Rutter, 2007). For ex-
ample, placing young children with another family may 
serve to protect them if they were being severely mis-
treated. However, for some children out-of-home place-
ment could increase their vulnerability if it creates more 
stress due to being removed from their mother or father. 
Th roughout each chapter, we off er similar examples of 

A  C L O S E R  L O O K

B O X  1 . 5  Finding One’s Strength

Sometimes we can learn a lot from the personal stories of 
individuals who are famous or well known for their talent 
or achievements. In some cases, like that of Oprah Win-
frey, the popular talk show host, publisher, actor, and en-
tertainer, the stories reveal early experiences of adversity 
or loss that these individuals remember as being instru-
mental in setting them on a life course.

Her grandparents raised Oprah for the fi rst 6 years of 
her life. Despite living in poverty and being subjected to 
harsh physical discipline, she was grateful for her grand-
mother’s infl uence: “I am what I am because of my grand-
mother. My strength. My sense of reasoning. Everything. 
All that was set by the time I was six.” While moving 
back and forth between her two parents’ homes in her 
later childhood and adolescent years, Oprah was sexu-
ally abused by several people, and as a result gave birth 
to a stillborn baby at 14 years old. This traumatic experi-
ence renewed her resolve to make something of herself. 
Oprah credits her father and various teachers for help-
ing her navigate those troubled years and giving her the 
confi dence to succeed: “Since my childhood, [my father] 
has set excellent standards that helped me succeed. For 
every one of us that succeeds, it’s because there’s some-
body there to show you the way out. The light doesn’t 
necessarily have to be in your family; for me it was teach-
ers and school.” Throughout her career, Oprah has chan-
neled these hardships into a driving ambition to succeed, 
and is currently one of the most successful and infl uential 
women in entertainment and popular culture. Oprah’s 
life showcases her resilient adaptation to unfavorable life 
circumstances, and is a source of her attitude toward life: 
“I believe that you tend to create your own blessings. You 
have to prepare yourself so that when opportunity comes, 
you’re ready.”

Source: Lowe, 1998.
Oprah Winfrey’s life exemplifi es strength in the face of 
adversity.
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The Signifi cance of Mental 
Health Problems Among 
Children and Youths

It’s up to each of us to help create a better world for our 
children.

—Dr. Benjamin Spock

Until very recently, children’s mental health problems 
were the domain of folklore and unsubstantiated theo-
ries in both the popular and scientifi c literatures. Only 
a few generations ago, in the mid-19th century, over-
stimulation in schools was seen as a cause of insanity 
(Makari, 1993), and only one generation ago, in the mid-
20th century, autism was believed to be caused by inad-
equate, uncaring parents (Bettelheim, 1967). We now 
recognize that mental health problems of children and 
adolescents are a frequently occurring and signifi cant 
societal concern worldwide (World Health Organization 
[WHO], 2007). Perhaps most telling of all is the mount-
ing evidence that “many, if not most, lifetime psychiat-
ric dis orders will fi rst appear in childhood or adolescence” 
(Costello, Egger, & Angold, 2005, p. 972, italics added).

Surveys conducted in North America and elsewhere 
fi nd that about one child in eight has a mental health 
problem that signifi cantly impairs functioning (Costello 
et al., 2005), a fi nding that extends even to infants and 
toddlers (Skovgaard et al., 2007). Many other children 
have emerging problems that place them at risk for later 
development of a psychological disorder. Some children 

Good intellectual functioning

Appealing, sociable, easygoing
disposition

Self-efficacy, self-confidence, high
self-esteem

Talents

Faith

Close relationship to caring parent
figure

Authoritative parenting, warmth,
structure, high expectations

Socioeconomic advantages

Connections to extended supportive
family networks

Adults outside the family who take
an interest in promoting the child’s
welfare

Connections to social organizations

Attendance at effective schools

Source

School and
community

Family

Individual

Characteristics

F I G U R E  1 . 2  Characteristics of children and ado-
lescents who display resilience in the face of adversity. 
(Based on Masten & Coatsworth, 1998.)

ditional or diff erent protective factors, such as a better 
learning environment, community safety, or suffi  cient 
family resources.

section summary
Risk and Resilience
• Children’s normal development may be put in jeopardy 

because of risk factors, which can include acute, stressful 
situations and chronic adversity.

• Some children seem to be more resilient in the face of 
risk factors. Resiliency is related to strong self-confi dence, 
coping skills, and ability to avoid risk situations, as well as 
ability to fi ght off  or recover from misfortune.

• Children’s resilience is connected to a protective triad of 
resources and health-promoting events that include in-
dividual opportunities, close family ties, and opportuni-
ties for individual and family support from community 
resources.

W4871.indb   17W4871.indb   17 9/19/08   11:10:30 AM9/19/08   11:10:30 AM

Image not available due to copyright restrictions

Image not available due to copyright restrictions



18 PART 1 Understanding Abnormal Child Psychology

have diffi  culties adapting to school or to family circum-
stances, so they behave in ways that are developmen-
tally or situationally inappropriate. Others show more 
pronounced patterns of poor development and mal-
adjustment that suggest one or more specifi c disorders 
of childhood or adolescence. Th e process of deciding 
which problems merit professional attention and which 
ones might be outgrown involves a good understanding 
of both normal and abnormal child development and 
behavior.

Despite the magnitude of children’s mental health 
needs today, the youngest one-fourth of the population 
(those under age 18) receives only one-ninth of the treat-
ment dollars (Harwood et al., 2003). Sadly, the majority 
of children and youths needing mental health services 
do not receive them, due largely to poor understand-
ing of mental disorders and limited access to interven-
tion (Kirby & Keon, 2006; McEwan, Waddell, & Barker, 
2007). By 2020, the demand for children’s mental health 
services is expected to double because the number of 
child and adolescent mental health professionals is not 
expected to increase at the required rate (American Psy-
chological Association, 2007). A career in children’s 
mental health, anyone?

Th e chapters that follow explain that a signifi cant 
proportion of children do not grow out of their child-
hood diffi  culties, although the ways in which children 
express diffi  culties are likely to change in both form and 
severity over time. Children’s developmental impair-
ments may have a lasting negative impact on later family 
life, occupations, and social adjustment, even when they 
no longer have the disorder.

The Changing Picture of 
Children’s Mental Health

If all children and adolescents with known psychological 
disorders could be captured in a photograph, the current 
picture would be much clearer than that of only a gen-
eration ago. Th e improved focus and detail are the re-
sult of eff orts to increase recognition and assessment of 
children’s psychological disorders. In the past, children 
with various mental health and educational needs were 
too oft en described in global terms such as maladjusted, 
because assessment devices were not sensitive to dif-
ferent syndromes and diagnostic clusters of symptoms 
(Achenbach & Rescorla, 2007). Today, we have a better 
ability to distinguish among the var ious disorders. Th is 
has given rise to increased and earlier recognition of 
previously poorly understood or undetected problems—
learning disorders, depression, teen suicide, eating dis-
orders, conduct disorders, and problems stemming from 
chronic health conditions and from abuse and neglect.

Another diff erence in today’s portrait would be the 
group’s composition. Younger children (Skovgaard 
et al., 2007) and teens (Wolfe & Mash, 2006) would ap-
pear more oft en in the photo, refl ecting greater aware-
ness of their unique mental health issues. Specifi c com-
munication and learning disorders, for example, have 
only recently been recognized as signifi cant concerns 
among preschoolers and young school-age children. 
Similarly, emotional problems, such as anxiety and de-
pression, which increase dramatically during adoles-
cence (Rudolph, Hammen, & Daley, 2006), were previ-
ously overlooked because the symptoms are oft en less 
visible or disturbing to others than are the symptoms of 
behavior or learning problems.

What would not have changed in our photo is the 
proportion of children who are receiving proper ser-
vices. Today fewer than 10% of children with mental 

Surveys estimate that about 1 child in 8 has a mental 
health problem that interferes with his or her develop-
ment, and 1 in 10 has a specifi c psychological disorder.
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health problems receive proper services to address im-
pairments related to personal, family, or situational fac-
tors. Th is fi gure has remained unchanged for more than 
30 years (Costello et al., 2005). Limited and fragmented 
resources mean that children do not receive appropri-
ate mental health services at the appropriate time. For-
tunately, this situation is beginning to change, with 
greater attention paid to evidence-based prevention and 
treatment programs for many childhood disorders and 
calls for more integrated services for children within 
the school system (Kirby & Keon, 2006; Weisz, Sandler, 
Durlak, & Anton, 2005).

Th e children and teens in the picture would not refl ect 
a random cross section of all children, because mental 
health problems are unevenly distributed. Th ose dispro-
portionately affl  icted with mental health problems are:

• Children from disadvantaged families and neighbor-
hoods (Tolani & Brooks-Gunn, 2006)

• Children from abusive or neglectful families (Wek-
erle, Miller, Wolfe, & Spindel, 2006)

• Children receiving inadequate child care (Love, 
 Chazan-Cohen, & Raikes, 2007)

• Children born with very low birth weight due to ma-
ternal smoking, diet, or abuse of alcohol and drugs 
(Bailey & Byrom, 2007)

• Children born to parents with mental illness or sub-
stance abuse problems (Diareme et al., 2007; Libby 
et al., 2007)

Also, the children in the picture could not easily be 
grouped according to these categories, because children 
oft en face combinations of environmental stressors and 
psychosocial deprivations. Such children are especially 
at risk of having their healthy development compro-
mised to the degree that they are said to show abnormal 
behavior or to suff er from a mental disorder.

What Aff ects Rates and 
Expression of Mental Disorders? 
A Look at Some Key Factors

Diverse voices make sweet music; as diverse conditions in 
our life render sweet harmony.

—Dante, Paradiso IV: 124–126

New pressures and social changes may place children 
at increasing risk for the development of disorders at 
younger ages (Koenen, Moffi  tt, Poulton, Martin, & 
Caspi, 2007). Many stressors today are quite diff er-
ent from those faced by our parents and grandparents. 

Some have been around for generations: chronic pov-
erty, inequality, family breakup, single parenting, and so 
on. Others are now more recent or more visible: home-
lessness, adjustment problems of children in immigrant 
families, inadequate child care for working parents, and 
conditions associated with the impact of prematurity, 
parental HIV, and cocaine or alcohol abuse on children’s 
growth and development (Chapman, Dube, & Anda, 
2007). Even welcome medical advances can have a neg-
ative eff ect. Higher rates of fetal survival have contrib-
uted to a greater number of children with behavior and 
learning diffi  culties who require specialized services at a 
younger age.

It is important to remember that the manner in 
which one’s circumstances aff ect the course (e.g., pro-
gression) of a disorder should be distinguished from how 
they may initially contribute to the problem. Th at is, en-
vironmental stressors, such as poverty, child abuse, or 
lack of safety, may act as nonspecifi c stressors that bring 
about poor adaptation or even the onset of a disorder in 
some vulnerable children. In contrast, these same envi-
ronmental infl uences may aff ect the course of the disor-
der in other children by aff ecting the extent to which the 
child’s problems are attenuated or exacerbated (Stein-
berg & Avenevoli, 2000). Examples of major factors in 
the development and expression of child psychopathol-
ogy are noted next, and resurface throughout our subse-
quent discussions of each disorder.

Poverty and Socioeconomic Disadvantage

If you looked beyond the faces of the children in our hy-
pothetical photo, you would note that in many cases, the 
background and circumstances of children and youths 
with mental health problems provide obvious clues 
to their origins. Some of the most telling clues are the 
experiences of poverty, disadvantage, and violence faced 
by many, which can have a cumulative eff ect on their 
mental health (Luthar, 2006).

Childhood poverty is a daily reality for about 1 in 6 
children in both the United States (U.S. Bureau of the 
Census, 2007) and Canada (Statistics Canada, 2007), 
and is especially pronounced among Native American/
First Nations and African American children (Spicer & 
Sarche, 2006). Growing up with poverty has a substan-
tial eff ect on the well-being of children and adolescents, 
especially in terms of impairments in learning ability 
and school achievement. Moreover, low income is tied to 
many other forms of disadvantage: less education, low-
paying jobs, inadequate health care, single-parent status, 
limited resources, poor nutrition, and greater exposure 
to violence. Any one disadvantage can impair children’s 
developmental progress signifi cantly (Tolani & Brooks-
Gunn, 2006).
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Th e impact of childhood poverty is telling. Children 
from poor and disadvantaged families suff er more con-
duct disorders, chronic illness, school problems, emo-
tional disorders, and cognitive/learning problems than 
children who are not poor (McMahon & Luthar, 2007; 
Farah et al., 2006). Economic deprivation alone is not re-
sponsible for these higher rates, because many children 
do succeed under harsh circumstances. Nevertheless, 
the greater the degree of inequality, powerlessness, and 
lack of control over their lives, the more children’s physi-
cal and mental health are undermined (Aber, Jones, & 
Raver, 2007).

Poverty has a signifi cant, yet indirect, eff ect on chil-
dren’s adjustment, most likely because of its associa-
tion with negative infl uences—particularly harsh, in-
consistent parenting and elevated exposure to acute and 
chronic stressors—that defi ne the day-to-day experi-
ences of children in poverty. For example, youths who 
live in inner-city areas and witness community violence 
are most likely to develop post-traumatic stress disorder 
(Kiser, 2007) as well as cognitive delays and impairments 
that aff ect both learning and mental health (Farah et al., 
2006; O’Brien & O’Campo, 2006).

Sex Diff erences

We have known for some time that boys and girls ex-
press their problems in diff erent ways (Zahn-Waxler, 
Crick, Shirtcliff , & Woods, 2006). For example, hyper-
activity, autism, childhood disruptive behavior disor-
ders, and learning and communication disorders are 
more common in boys than in girls; the opposite is true 
for most anxiety disorders, adolescent depression, and 
eating disorders. What we don’t understand is whether 
these diff erences are caused by defi nitions, reporting bi-
ases (the more “disturbing” problems are most likely to 
come to the attention of mental health agencies), or dif-
ferences in the expression of the disorder. For example, 
aggressive behavior may be expressed more directly by 
boys (fi ghting) and more indirectly by girls (spreading 
rumors). Although mental health problems for girls have 
been understudied, this situation is changing (Bell, Fos-
ter, & Mash, 2005), and therefore we consider the expres-
sion of problems for boys and girls in each chapter.

Sex diff erences in problem behaviors are negligi-
ble in children under the age of 3, but increase with age 
(Achenbach & Rescorla, 2006). Boys show higher rates of 
early onset disorders that involve some form of neuro-
developmental impairment, and girls show more emo-
tional disorders, with a peak age of onset in adolescence. 
For example, boys generally have higher rates of reading 
disorders, autism spectrum disorders, attention defi cit 
disorder, and early onset persistent conduct problems, 

Eighty-eight percent of homeless families in the United 
States are headed by women.
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whereas girls have higher rates of depression and eating 
disorders (Rutter et al., 2004).

Figure 1.3 depicts the normal developmental tra-
jectories for girls and boys across the two major di-
mensions of internalizing and externalizing behaviors. 
Internalizing problems include anxiety, depression, 
somatic complaints, and withdrawn behavior; exter-
nalizing problems encompass more acting-out behav-
iors such as aggression and delinquent behavior. You’ll 
notice from Figure 1.3 (top) that externalizing prob-
lems for boys start out higher than for girls in preschool 
and early elementary years, and that these problems de-
crease gradually for both boys and girls until the rates 
almost converge by age 18. Th e opposite pattern emerges 
for internalizing problems. Parents report similar 
rates of internalizing problems for boys and girls in 
early childhood, but girls outpace boys in these prob-
lems over time (Bongers, Koot, van der Ende, & Ver-
hulst, 2003). Th ese developmental trajectories of problem 
behaviors provide a useful basis against which devia-
tions from the normal course can be identifi ed, although 
these overall trends need to be considered in relation to 
a number of additional factors that we discuss through-
out the text.

Finally, it is interesting to note that the types of child-
rearing environments predicting resilience in the face 
of adversity also diff er for boys and girls. Resilience in 
boys is associated with households in which there is a 
male role model (such as a father, grandfather, older 
brother), structure, rules, and some encouragement of 
emotional expressiveness. In contrast, girls who dis-
play resilience come from households that combine risk 
taking and independence with support from a female 
caregiver (such as a mother, grandmother, older sister) 
(Werner, 2005).
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Race and Ethnicity

Physical variations in the human species have no 
meaning except the social ones that humans put on 
them.

—The American Anthropological Association, 1998

Racial and ethnic minority persons comprise a substan-
tial and vibrant segment of many countries, enriching 
each society with many unique strengths, cultural tradi-
tions, and important contributions. In the United States 
the number of minority persons is growing rapidly, with 
current population projections showing that by 2025 mi-
norities will account for more than 40% of all Americans 
(President’s New Freedom Commission, 2003).

As refl ected in the quote above, the majority of cul-
tural anthropologists today believe that race is a socially 
constructed concept, not a biological one (Sternberg, 
Grigorenko, & Kidd, 2005). Th is helps explain why very 
few emotional and behavioral disorders of childhood oc-
cur at diff erent rates for diff erent racial groups. Minority 
children in the United States are overrepresented in rates 
of some disorders, such as substance abuse, delinquency, 
and teen suicide (Nguyen, Huang, Arganza, & Liao, 
2007). However, once the eff ects of socioeconomic status 
(SES), sex, age, and referral status are controlled for (i.e., 
the unique contributions of these factors are removed or 
accounted for), few diff erences in the rate of children’s 
psychological disorders emerge in relation to race or eth-
nicity (Roberts, Roberts, & Xing, 2006). Some minority 
groups, in fact, show less psychopathology aft er control-
ling for SES (Nguyen et al., 2007; Roberts et al., 2006).

Even though rates of problems are similar, signifi cant 
barriers remain in access to, and quality and outcomes of, 
care for minority children (Pumariega, Rogers, & Rothe, 
2005). As a result, American Indians, Alaska Natives, Af-
rican Americans, Asian Americans, Pacifi c Islanders, 
and Hispanic Americans bear a disproportionately high 
burden of disability from mental disorders (U.S. Depart-
ment of Health and Human Services, 2007). Specifi cally, 
the majority culture has neglected to incorporate respect 
for or understanding of the histories, traditions, beliefs, 
languages, and value systems of culturally diverse groups. 
Misunderstanding and misinterpreting behaviors have 
led to tragic consequences, including inappropriately 
placing minorities in the criminal and juvenile justice 
systems (President’s New Freedom Commission, 2003).

Minority children and youths face multiple disadvan-
tages, such as poverty and exclusion from society’s ben-
efi ts. Th is exclusion is oft en referred to as marginaliza-
tion, and can result in a sense of alienation, loss of social 
cohesion, and rejection of the norms of the larger society. 
Resisting the combined eff ects of poverty and marginal-
ization takes unusual personal strength and family sup-
port. Since there is an overrepresentation of minority-
status children in low-SES groups, we must interpret 
with caution the relationships among SES, ethnicity, and 
behavior problems that oft en emerge while discussing 
childhood disorders. We also have to keep in mind that, 
despite the growing ethnic diversity of the North Ameri-
can population, ethnic representation in research stud-
ies and the study of ethnicity-related issues receive rela-
tively little attention in studies of child psychopathology 
and treatment (Coll, Akerman, & Cicchetti, 2000).

As was the case for SES and sex diff erences, global com-
parisons of the prevalence of diff erent types of problems 
for diff erent ethnic groups are not likely to be very reveal-
ing. On the other hand, investigations into the processes 

F I G U R E  1 . 3  Normative developmental trajectories 
of externalizing problems (top graph) and internalizing 
problems (bottom graph) from the Child Behavior 
Checklist. Ages are shown on the x axis. The y axis 
represents the raw scores (higher score means more 
problems).
Source: Bongers, Koot, van der Ende, & Verhulst, 2003.
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aff ecting the form, associated factors, and outcomes of 
diff erent disorders for various ethnic groups hold prom-
ise for increasing our understanding of the relationship 
between ethnicity and abnormal child behavior (Bradley, 
Corwyn, McAdoo, & Coll, 2001).

Culture

Th e values, beliefs, and practices that characterize a par-
ticular ethnocultural group contribute to the develop-
ment and expression of children’s disorders, and aff ect 
how people and institutions react to a child’s problem 
(Achenbach & Rescorla, 2007). Because the meaning of 
children’s social behavior is infl uenced by cultural beliefs 
and values, it is not surprising that children express their 
problems diff erently across cultures. For example, shy-
ness and oversensitivity in children have been found to 
be associated with peer rejection and social maladjust-
ment in Western cultures, but to be associated with lead-
ership, school competence, and academic achievement in 
Chinese children in Shanghai (Chen, Rubin, & Li, 1995).

Because of cultural infl uences, it is important that re-
search on abnormal child behavior not be generalized 
from one culture to another unless there is support for 
doing so. Some underlying processes, such as regulating 
emotion and its relationship to social competence, may be 
similar across diverse cultures (Eisenberg, Pidada, & Liew, 
2001). Similarly, some disorders, particularly those with a 
strong neurobiological basis (e.g., ADHD, autistic disor-
der), may be less susceptible to cultural infl uences. None-
theless, social and cultural beliefs and values are likely to 
infl uence the meaning given to these behaviors, the ways 
in which they are responded to, their forms of expression, 
and their outcomes. We caution throughout this text that 
few studies have compared the attitudes, behaviors, and 
biological and psychological processes of children with 
mental disorders across diff erent cultures, and we indi-
cate places where this situation is beginning to change.

Child Maltreatment and 
Non-Accidental Trauma

Children and adolescents are being neglected and abused 
at an alarming rate worldwide (WHO, 2007). Each year 
nearly 1 million verifi ed cases of child abuse and neglect 
occur in the United States (U.S. Department of Health 
and Human Services, 2006), and more than 60,000 in 
Canada (Trocmé et al., 2005). U.S. phone surveys of chil-
dren and youths between 10 and 16 years old estimate 
that more than one-third (6 million) experience physi-
cal and/or sexual assaults during these ages, not only 
by family members but also by persons they may know 
from their communities and schools (Boney-McCoy & 
Finkelhor, 1995).

Th ese related forms of non-accidental trauma—being 
the victim of violence at school or being exposed to vio-
lent acts in their homes or neighborhoods—lead to sig-
nifi cant mental health problems in children and youths.

In a telephone survey of more than 4000 youths be-
tween 12 and 17 years of age, 16% of boys and 19% of 
girls met the criteria for either post-traumatic stress dis-
order, major depressive episode, or substance abuse/de-
pendence in relation to acts of violence (Kilpatrick et al., 
2003). Tragically, these acts of abuse and trauma are es-
timated to cost $94 billion per year in the United States 
as a result of direct and indirect harm to the lives of these 
children (Fromm, 2001). Due to the increasing signifi -
cance of these acts, more attention is being given to de-
veloping ways to prevent, and help youngsters exposed 
to, maltreatment and trauma. We acknowledge this con-
cern by devoting Chapter 14 to this issue.

Special Issues Concerning Adolescents 
and Sexual Minority Youths

Early to mid-adolescence is a particularly important 
transitional period for healthy versus problematic ad-
justment (Cicchetti & Rogosch, 2002; D. A. Wolfe & 
Mash, 2006). Substance use, risky sexual behavior, vio-
lence, accidental injuries, and mental health problems 
are only a few of the major issues that make adolescence 
a particularly vulnerable period. Disturbingly, mortality 
rates more than double between early adolescence (ages 
10 to 14) and later adolescence (ages 15 to 19), primarily 
as the result of risk-taking behaviors (Irwin & Duncan, 
2002).

Late childhood and early adolescence is also a time 
in which sexual minority youths face multiple chal-
lenges that can aff ect their health and well-being. Grow-
ing up in a society that is predominately heterosexual, 
and largely biased against other sexual identities, makes 
adolescence a particularly diffi  cult time for lesbian, gay, 
or bisexual (LGB) youths. For example, based on survey 
data from 542 LGB youths, they are more likely to be 
victimized by their peers as well as by family members 
(D’Augelli, 2006): 81% report experiencing verbal abuse 
related to being LGB, 38% have been threatened with 
physical attacks, 22% have had objects thrown at them, 
15% have been physically assaulted, and 16% have been 
sexually assaulted. Given the stigma and prejudice that 
exist in many parts of society, it is not surprising that 
LGB youths have higher rates of mental health problems, 
including depression and suicidal behavior, substance 
abuse, and risky sexual behavior compared to their het-
erosexual counterparts (Russell & McGuire, 2006).

In response to mounting concerns, special needs 
and problems of adolescents are receiving greater at-
tention, especially because serious consequences are 



 CHAPTER 1 Introduction to Normal and Abnormal Behavior in Children and Adolescents 23

preventable. Health promotion eff orts to reduce harm 
from normal risk taking and experimentation in adoles-
cence, for example, are being implemented in primary 
health care settings, schools, and community programs 
(Irwin & Duncan, 2002). Because the problems of ad-
olescents have been neglected relative to those of chil-
dren, throughout this text we will look at the expression 
of each disorder in both childhood and adolescence as 
much as possible.

Lifespan Implications

Over the long term, the impact of children’s mental 
health problems is most severe when the problems con-
tinue untreated for months or years. Th e developmental 
tasks of childhood are challenging enough without the 
added burden of emotional or behavioral disturbances 
that interfere with the progress and course of develop-
ment. About 20% of the children with the most chronic 
and serious disorders face sizable diffi  culties throughout 
their lives (Costello & Angold, 2006). Th ey are least likely 
to fi nish school and most likely to have social problems 
or psychiatric disorders that aff ect many aspects of their 
lives throughout adulthood.

Th e lifelong consequences associated with child psy-
chopathology are exceedingly costly in terms of eco-
nomic impact and human suff ering. Th e costs are enor-
mous with respect to demands on community resources 
such as health, education, mental health, and criminal 
justice systems; loss in productivity; the need for re-
peated and long-term interventions; and the human 
suff ering of both the affl  icted children and the family 
and community members they encounter. Fortunately, 
children and youths can overcome major impediments 
when circumstances and opportunities promote healthy 
adaptation and competence.

Th e growing recognition of the concerns presented 
in this chapter has led to a number of major initiatives 
to achieve the goals of prevention and help. Th ese initia-
tives are summarized in a number of government reports 
that include recommendations as to how these goals can 
be achieved. Many of these important reports are avail-
able on the Internet (see Box 1.6) and we recommend 
that you familiarize yourself with these developments.

section summary
What Aff ects the Rates and Expression of 
Mental Disorders? A Look at Some Key Factors
• A clear understanding of both normal and abnormal child 

development and behavior is needed to decide which 
problems are likely to continue and which might be 
outgrown.

• About one child in eight has a mental health problem that 
signifi cantly impairs functioning.

• A signifi cant proportion of children do not grow out of 
their childhood diffi  culties, although the ways in which 
these diffi  culties are expressed are likely to change in 
both form and severity over time.

• Mental health problems are unevenly distributed. Chil-
dren who experience more social and economic disadvan-
tage or inequality and children exposed to more violent, 
inadequate, or toxic environments are disproportionately 
affl  icted with mental health problems.

• A child’s biological sex, ethnic background, and cultural 
surroundings are all important contributors to the man-
ner in which his or her behavioral and emotional prob-
lems are expressed to and recognized by others.

• Many childhood problems can have lifelong conse-
quences for the child and for society.

Looking Ahead
Th e signifi cance of children’s mental health problems 
emerges over and over again throughout this text, as we 
consider the many diff erent individual, family, social, 
and cultural infl uences that defi ne abnormal child psy-
chology. Because children cannot advocate on their own 
behalf, and their mental health needs and developmental 
issues diff er markedly from those of adults, it is impor-
tant that we keep these concerns in mind. Moreover, chil-
dren’s problems don’t come in neat packages. Many disor-
ders discussed in the text overlap with other disorders in 
terms of symptoms, characteristics, and treatment needs. 
Once again, the importance of viewing the whole child in 
relation to his or her diffi  culties emerges as the best strat-
egy in understanding abnormal child and adolescent psy-
chology, using diagnostic criteria as guideposts rather 
than as fi rm rules.

Th e next three chapters discuss theories, causes, re-
search, and clinical issues. Chapter 2 looks at current 
ways of viewing child and adolescent disorders. It in-
cludes the exciting advances made possible by new dis-
coveries about the brain, and notes how these discoveries 
have become more integrated with knowledge of the bi-
ological and psychological processes aff ecting children’s 
development and disorders. Chapter 3 reviews research 
methods with children, youths, and families that help 
us understand features, causes, course, and treatment 
methods. Chapter 4 discusses clinical issues pertaining 
to children’s mental health, especially current approaches 
to assessment, diagnosis, and treatment. Because psy-
chological interventions vary considerably in relation to 
each disorder, we will describe the most recent and ef-
fective treatments for specifi c disorders in the context of 
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the disorders to which they apply. Th is allows informa-
tion on treatments and their eff ectiveness to be woven 
into our knowledge about the description and causes of 
the disorder.

Chapters 5 through 13 examine specifi c disorders 
and conditions aff ecting children and adolescents. We 
examine four general types of disorders, and the impact 
of child abuse and neglect:

• Behavioral disorders. Chapters 5 and 6 deal with at-
tention-defi cit/hyperactivity disorder and opposi-
tional and conduct problems, which are sometimes 
referred to as externalizing problems because they 
involve confl icts with the environment.

• Emotional disorders. Chapters 7 and 8 discuss anx-
iety and mood disorders, which are sometimes re-
ferred to as internalizing problems because they in-

A  C L O S E R  L O O K

B O X  1 . 6  Current Reports on Mental Health Issues Pertaining to Children and Youths

Beginning with the U.S. Surgeon General’s Report on Mental 
Health in 1999, there have been many important national and 
international initiatives and reports about understanding and 
helping children and adolescents with mental health prob-
lems. The wonders of the information age provide free ac-
cess to this wealth of information (as if reading your textbook 
were not enough!). Below is a list of some (by no means all) 
of the more important documents that are shaping the fi eld. 
This book’s companion website provides live links to most of 
these documents.

Mental Health

United States Public Health Service Offi  ce of the Surgeon 
General. (1999). Mental health: A report of the Surgeon General. 
Rockville, MD: Department of Health and Human Services, 
U.S. Public Health Service.

Development and Psychopathology

Institute of Medicine. (2000). From neurons to neighborhoods: 
The science of early childhood development. Washington, DC: 
National Academies Press.

Children’s Rights

UNICEF Innocenti Research Centre. (2005). Laying the founda-
tions for children’s rights: An independent study of some key 
legal and institutional aspects of the impact of the Conven-
tion on the Rights of the Child.

Culture, Race, and Ethnicity

United States Public Health Service Offi  ce of the Surgeon 
General. (2001). Mental health: Culture, race, and ethnicity: A 
supplement to Mental health: A report of the Surgeon General. 
Rockville, MD: Department of Health and Human Services, 
U.S. Public Health Service.

Children’s Mental Health

United States Public Health Service Offi  ce of the Surgeon 
General. (2001). Report of the Surgeon General’s conference on 
Children’s Mental Health: A National Action Agenda. Rockville, 
MD: Department of Health and Human Services, U.S. Public 
Health Service.

Research on Children’s Mental Health

National Advisory Mental Health Council (NAMHC) Work-
group on Child and Adolescent Mental Health Intervention 
Development and Deployment. (2001). A blueprint for change: 

Research on child and adolescent mental health. Washington, 
DC: U.S. Government Printing Offi  ce.

Mental Health: International Perspective

World Health Organization. (2007). The world health report 
2007. Geneva: World Health Organization.

Transforming Mental Health Care

The President’s New Freedom Commission on Mental Health. 
(2003). Achieving the promise: Transforming mental health care 
in America. Rockville, MD: Substance Abuse and Mental Health 
Services Administration (SAMHSA).

Substance Abuse

Substance Abuse and Mental Health Services Administration. 
(2006). Results from the 2005 National Survey on Drug Use and 
Health: National Findings (Offi  ce of Applied Studies, NSDUH Se-
ries H-30, DHHS Publication No. SMA 06–4194). Rockville, MD.

Suicide Prevention

U.S. Department of Health and Human Services. (2001). Na-
tional strategy for suicide prevention: Goals and objectives for 
action. Rockville, MD: Department of Health and Human Ser-
vices, U.S. Public Health Service.

Youth Violence

United States Public Health Service Offi  ce of the Surgeon 
General (2001). Youth violence: A report of the Surgeon General. 
Rockville, MD: Department of Health and Human Services, 
U.S. Public Health Service.

Reducing Suicide

Institute of Medicine (2002). Reducing suicide: A national im-
perative. Washington, DC: National Academies Press.

Reducing Health Risks

World Health Organization (2002). The world health report 
2002—Reducing risks, promoting healthy life. Geneva: World 
Health Organization.

Violence and Health

World Health Organization (2002). World report on violence 
and health. Geneva: World Health Organization.

Sexual Minority Youths

Centre for Addiction and Mental Health (2007). Asking the 
Right Questions 2: Talking with clients about sexual orientation 
and gender identity.



volve confl icts within the child, which are less visible 
to others.

• Developmental and learning disorders. Chapters 9 
through 11 examine a broad range of disorders af-
fecting children’s ability to learn or perform nor-
mally, including mental retardation, pervasive devel-
opmental disorders such as autistic disorder, specifi c 
problems related to reading and mathematics, and 
communication diffi  culties. Many of these disorders 
constitute chronic conditions that aff ect children’s 
ongoing development.

• Problems related to physical and mental health. Chap-
ters 12 and 13 discuss child and adolescent disorders 
stemming from medical or physical conditions that 
may aff ect children’s overall psychological function-
ing, and vice versa, such as chronic illness, substance 
abuse, and eating disorders and related conditions.

• Child maltreatment and non-accidental trauma. 
Chapter 14 is unique because it considers conditions 
that may be a focus of clinical attention during child-
hood but are not mental disorders. Th is chapter, with 
its particular focus on children at risk, deals with the 
signifi cance of child abuse and other forms of non-
accidental trauma on children’s developmental prog-
ress and course.

Far greater attention has been devoted to the de-
scription and classifi cation of abnormality in children 
than to healthy child functioning and how children 
adapt to the challenges of growing up. In light of this 

imbalance, throughout this text we introduce each dis-
order with a discussion of normal developmental pro-
cesses, such as children’s normal intellectual develop-
ment (in relation to mental retardation) and the normal 
range of misbehavior and acting out (in reference to con-
duct problems). We also consider children’s strengths 
and adaptive abilities, regardless of the presence of a 
particular disorder, and factors that are believed to en-
courage healthy adaptation regardless of other impair-
ments. We then present the core features of each dis-
order (such as hyperactivity–impulsivity, sad mood, 
or antisocial behavior), followed by signifi cant associ-
ated features (such as problems in self-esteem, peer rela-
tions, or substance abuse).

As you begin your journey into the fi eld of abnor-
mal child psychology, keep in mind that the threats 
facing children today—child poverty, chronic illness, 
maltreatment, and indiff erence—are no less signifi cant 
than those of the past, although they sometimes fail to 
arouse the indignation of society to the extent that ma-
jor changes are implemented and maintained. Even 
countries that have outlawed child labor, child abuse, 
and many other forms of actual and potential harm have 
only recently begun to recognize the profound impor-
tance of the quality of the early childhood environment 
for children’s health, well-being, and competence. For-
tunately, it is unlikely that children and youths will ever 
again be seen as insignifi cant, costly burdens on society. 
As each chapter in this text indicates, eff orts aimed at 
change in policies and programs directed toward chil-
dren and youths are gaining momentum.
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B O O K  C O M P A N I O N  W E B S I T E

www.cengage.com/psychology/mash
Supplement your review of this chapter by going to the 
book’s companion website, where you can take tutorial 
quizzes, use fl ash cards to master key terms, follow live links 
to useful websites, and explore the other study resources 
you’ll fi nd there.

CengageNOW is an easy-to-use resource that helps you 
study in less time to get the grade you want. An online study 
system, CengageNOW* gives you the option of taking a 
diagnostic pre-test for each chapter. The system uses the re-

sults of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 
corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.

Study Resources (continued)

www.cengage.com/psychology/mash
www.cengage.com/login to register or login
www.cengage.com/login to register or login
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AT THE RISK OF sounding vague, we must acknowledge that nearly 
all child and family disturbances result from multiple, interacting 

risk factors and processes. Contextual events in the family or school envi-
ronment exert considerable infl uence over an individual’s course of devel-
opment (see the Chapter 1 discussion of risk and resilience). Th erefore, a 
given child’s problems must be considered in relation to multiple levels of infl u-
ence—individual, family, community, and culture—rather than be attributed to 
any one factor (Kinderman, 2005). Since the causes of psychological disorders 
are signifi cant, we devote this chapter to a description of the primary contri-
butions derived from biological and psychological infl uences.

In this chapter, we consider theories and fi ndings regarding infl uences that 
shape the child’s ongoing development in many diff erent ways. Some infl uences 

C H A P T E R  P R E V I E W

2 Theories and Causes

Theory attracts practice as the magnet attracts iron.
—Karl Friedrich Gauss (1777–1855)
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(such as biological and environmental factors) are con-
tained within the child, whereas many others (such as 
family patterns and cultural norms) lie at various dis-
tances from the child’s immediate surroundings. We 
will see how these various causal infl uences contribute 
to a better understanding of abnormal child develop-
ment and how they are conceptually related to one an-
other. Let’s begin by considering Jorge’s situation and 
his parents’ complaints, which raise important issues. 
Could Jorge have mild mental retardation that impairs 
his learning? Is Jorge’s mother right about his having a 
learning disability? Does Jorge have a specifi c commu-
nication or learning problem unrelated to mental retar-
dation that aff ects his schoolwork? Perhaps his school 
and family environments have contributed to his learn-
ing diffi  culties and fear of school. Have his parents and 
teachers expected him to fail? Has he been given much 
assistance? Has he been abused or neglected at home?

What Is Causing 
Jorge’s Problems?
Suppose you were asked to interview Jorge, his teachers, 
and his parents to fi nd out why schoolwork is diffi  cult 
for him. How would you go about this task? What infor-
mation do you feel would be essential to know, and what 
plan might you follow to organize and explore the many 
possible reasons for his problem? Most likely, you would 
form a working theory in your mind that would assist 
you in determining what to ask and why. At fi rst, your 
theory might be very basic and unrefi ned. Jorge’s prob-
lem in school might be connected to the negative com-
ments and pressure he is getting from his parents and 
teacher. As you proceed, your theory about Jorge’s prob-
lem would likely expand and become more detailed, al-
lowing you to probe with more precise questions.

Let’s briefl y consider possible causes of Jorge’s 
behavior:

1. Biological infl uences. Because we know little about 
Jorge’s early development, we might ask his mother 
about her prenatal history, including major illnesses, in-
juries, or perhaps marital problems or undue stress that 
might have aff ected her pregnancy. Jorge’s problems also 
refl ect a tendency toward behavioral inhibition; he may 
approach new or challenging situations with greater ap-
prehension and fear than other children (Moehler et al., 
2006).

Children with fears and anxiety, which are aff ected 
by levels of stress hormones circulating in the body, 
are more likely to have parents who had similar prob-
lems during childhood (Biederman et al., 1993a). Jorge 
may have inherited a tendency to respond to his envi-
ronment with heightened arousal or sensitivity. Alter-
natively, his early neurological development and the 
patterns of connections established within his brain 
may have been infl uenced by the child-rearing styles 
his parents used when he was an infant. Th ese early 
patterns, in turn, can infl uence how Jorge approaches 

J O R G E

Not Keeping Up

Jorge was almost 14 years old when he was referred to me be-

cause of his academic problems. Since grade 4 he had been per-

forming well below average in his classes, had diffi  culty concen-

trating, and was considered to be “too quiet and nervous.” For 

the last four summers he had taken extra classes to improve his 

reading, but was currently reading at the third-grade level. As 

a result, his parents received a letter from the school saying he 

likely would not be promoted to the next grade if his work didn’t 

improve. Everyone seemed angry at Jorge for not keeping up.

When I met with Jorge, his version of his school problems was 

short and to the point: “It’s the teachers,” he said, as he looked at 

the fl oor and squirmed in his seat. “How am I expected to learn 

anything when they yell at you? When I told my English teacher 

that I hadn’t fi nished reading my book for class, he said I take 

too long ’cuz my mind wanders too much. How am I expected to 

learn when they think I’m dumb?” After further discussion, Jorge 

summed up his view of the problem in a quiet, sullen voice: “I 

know I’ll never get anywhere with the brain I’ve got. I can’t fi gure 

stuff  out very fast, and the teachers aren’t much help. Just think-

ing about school makes me jittery. I’m afraid I’ll say something 

stupid in class and everyone will laugh at me.”

Jorge’s mother and father met with me separately and were 

quick to add their own opinions about why their son didn’t do 

well in school. They had moved from their Spanish-speaking 

neighborhood when Jorge was in grade 2, and he struggled to 

learn English in school because his parents did not speak it at 

home. His mother admitted that she becomes aggravated and 

starts to yell when Jorge says he doesn’t want to go to school or 

can’t do his schoolwork, but she didn’t think this was an issue. 

She quickly added, “I’ve read about learning disabilities and I 

think he’s got one. He can’t control his mind enough to center on 

anything. He’s scared to go to school, and avoids homework as if 

his life depended on it.” By the end of the interview it was evident 

that Jorge’s parents were angry at him. They felt Jorge blamed his 

teachers for his own lack of eff ort, and that he should be in a spe-

cial classroom and maybe given medications to calm him down so 

he wouldn’t worry so much about school. (Based on authors’ case 

material.)
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new tasks, reacts to criticism, or relates to others. An-
other possibility is that Jorge may have inherited one 
or more genes that infl uence his phonological aware-
ness. He may not be able to recognize and process all 
the phonemes (individual sounds) of his native language 
and thus suff er from a reading disorder.

2. Emotional infl uences. Children like Jorge not 
only think and behave in ways that provide clues to 
their distress, but also show various emotional signals 
that at fi rst are not obvious. Emotional expression of-
fers another unique window for viewing Jorge’s inner 
world, especially his emotional reactions to challenges 
such as reading. Consider this possibility: As Jorge ap-
proaches his reading assignment or thinks about return-
ing to school the next morning, he is overwhelmed by 
fear, bordering on panic. His heart races, his breathing 
quickens, and his thoughts turn to ways to escape from 
this dreaded situation as quickly as possible. As he is 
preoccupied by such feelings and worry, his concentra-
tion further declines.

Jorge’s inability to regulate feelings of arousal, dis-
tress, or agitation that may surface without warning is a 
key element in describing his problem, but we still have 
not determined how it might have originated. Emo-
tional reactivity and expression are the ways infants 
and young children fi rst communicate with the world 
around them, and their ability to regulate these emo-
tions as they adapt is a critical aspect of their early re-
lationships with caregivers (Everhart & Emde, 2006). 

Emotions can be powerful events, demanding that 
the child fi nd ways to reduce or regulate their force. 
Th e most adaptive way is to seek comfort from a care-
giver, which gradually helps the child learn ways of self-
regulation. By extension, Jorge’s school refusal or pho-
bia could have emerged at a younger age from anxiety 
about his mother’s availability, which grew to a more 
pronounced and generalized insecurity (Bowlby, 1973).

3. Behavioral and cognitive infl uences. Jorge has been 
performing below average in reading for some time. Us-
ing our knowledge of learning principles, we might in-
vestigate Jorge’s current situation from the perspective 
of events that elicit fear or avoidance, and events that 
maintain such avoidance by reducing unpleasant reac-
tions. Jorge’s lack of progress may be a function of puni-
tive events when he is criticized by his parents or singled 
out by his teacher.

A behavioral approach to Jorge’s problem might be 
to try to change aspects of his environment, such as the 
attention he receives from his teacher or parents for his 
gradual, slow eff orts to do his schoolwork, to see what 
eff ect this approach has on his school performance and 
avoidance. We might also consider the teasing or rejec-
tion by peers in his school environment that may make 
him fearful. By observing Jorge at school and narrow-
ing the list of possible events that may contribute to his 
fears, we can begin to develop hypotheses about Jorge’s 
learning history and, most importantly, possible ways 
to remedy the problem. One possibility might be to in-
crease the likelihood of reinforcement that is contingent 
on Jorge’s eff orts to complete his schoolwork.

Cognitive infl uences, such as a person’s interpre-
tation of events, are also important to consider. How 
does Jorge view the situation, and does his view accu-
rately refl ect the situation? Children with fears and wor-
ries sometimes develop a belief system that can be self-
defeating, leading them to believe that they will fail at 
anything they try (Beidel & Turner, 2007). Jorge has ex-
perienced failure in reading and other events at school, 
and it is plausible that he anticipates further struggles 
with schoolwork and other children. His own words 
are quite clear in this respect: “How am I expected to 
learn when they think I’m dumb?” “I know I’ll never get 
anywhere with the brain I’ve got.” “Just thinking about 
school makes me jittery.” Such thoughts only tend to 
make him more anxious and more likely to avoid school 
as much as possible. In short, his expectations about his 
performance at school could be heavily laden with fear 
of failure or ridicule, issues that certainly warrant atten-
tion. Children’s self-expressions and other cognitions of-
fer a window on their inner world, which may provide 
clues that we miss when observing their actions.

4. Family, cultural, and ethnic infl uences. An un-
derstanding of the possible causes of Jorge’s diffi  culties Everyone seemed to be angry with Jorge.
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would be incomplete without consideration of his fam-
ily and peer relationships, his social setting, and his 
larger cultural and ethnic identity (Marks, Szalacha, La-
marre, Boyd, & Coll, 2007). His early relationship with 
his parents may have contributed to a lessened ability to 
regulate his emotions adaptively; his current relation-
ships with his teachers, peers, and family members off er 
further clues. At the family level, how sensitive are his 
parents to recognizing his special limitations, and how 
willing are they to teach him alternative strategies? His 
mother has high hopes and expectations for her child, as 
well as a life and problems of her own (including a job). 
Even though she wants only what’s best for Jorge, and 
her behavior is understandable, it may still be a problem. 
Her pointed statement, “I’ve read about learning disabil-
ities and I think he’s got one,” suggests that she dismisses 
the problem by labeling it as “his” problem. Neither par-
ent appears to be open to considering other possible ex-
planations. Furthermore, his mother admits to becom-
ing exasperated and yelling at Jorge. What eff ect might 
this have on his tenuous self-concept and his attempts to 
regulate his fear and arousal?

All children, not only those with problems, require 
a parenting style that is sensitive to their unique needs 
and abilities and that places appropriate limits on them 
to help them develop self-control (Morris, Silk, Stein-
berg, Myers, & Robinson, 2007). Signifi cant adults both 
within Jorge’s family and at school have not been re-
sponding to him with sensitivity, so it’s not surprising 
that Jorge’s behavior has grown worse over time. Finally, 
for proper development, children require a basic qual-
ity of life that includes a safe community, good schools, 
proper health and nutrition, access to friends their own 
age, and opportunities to develop close relationships 
with extended family and members of their commu-
nity. Th ese opportunities and necessities are in the back-
ground of every child’s developmental profi le and can 
emerge as very signifi cant issues for children undergo-
ing parental divorce or living in poverty (Fabricius & 
Luecken, 2007; Rutter, 2003).

Several important factors that need to be considered 
in addressing Jorge’s problems are shown in Figure 2.1. 
Th ere are many “strikes against Jorge” that need to be 
considered; clinicians and researchers oft en attempt to 
visualize the multiple causes to allow assessment and in-
tervention to address them properly.

section summary
What Is Causing Jorge’s Problems?
• Jorge’s case exemplifi es many interconnected factors 

that cause or contribute to psychological problems in 
children.

• The study of causes of abnormal child behavior involves 
theory and fi ndings on biological, psychological, social, 
and cultural/ethnic factors.

• Biological factors include genetic and neurobiological 
contributors, among others.

• Psychological infl uences include the role of behavioral 
and cognitive processes, as well as emotional and rela-
tionship infl uences.

• Major social contributors to child problems involve family 
patterns, peer relations, community factors, and cultural 
norms.

• Factors in each one of these areas impact and interact 
with the other areas.

Theoretical Foundations
Defi ning what is abnormal within the context of chil-
dren’s ongoing adaptation and development, and sort-
ing out the most probable causes of identifi ed prob-
lems, is a complicated process. Very few simple or direct 
cause-and-eff ect relationships exist. Th e study of abnor-
mal child behavior requires an appreciation of develop-
mental processes as well as individual and situational 
events that can have a major bearing on the course and 
direction of a particular child’s life. Studying normal 
development informs our theories of abnormal develop-
ment, and vice versa.

Most clinical and research activity begins with a the-
oretical formulation for guidance and information. Th e-
ory is essentially a language of science that allows us to 
assemble and communicate existing knowledge more 
comprehensively. A theory permits us to make educated 
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F I G U R E  2 . 1  Jorge’s concerns: Where do we 
intervene?
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guesses and predictions about behavior based on sam-
ples of knowledge, moving us forward to explore possi-
ble explanations. Like a treasure map that provides clues 
and signposts, a theory off ers guidance for our pursuit 
of causal explanations. Knowledge, skill, and evidence 
must be added to bring these theoretical clues to life.

Th e study of the causes of childhood disorders is 
known as etiology, which considers how biological, psy-
chological, and environmental processes interact to pro-
duce the outcomes that are observed over time. Research 
into biological determinants has focused on possible 
causes such as structural brain damage or dysfunction, 
neurotransmitter imbalances, and genetic infl uences. 
Psychological and environmental models emphasize the 
role of environmental toxins, early experiences, learning 
opportunities, disciplinary practices, family systems, 
and sociocultural contexts. Although these factors are 
oft en described as possible “causes,” they are in fact pri-
marily risk factors and correlates associated with certain 
disorders—their causal role is not always clear.

Numerous theoretical models have been proposed to 
explain and suggest treatment for children’s psycholog-
ical disorders, although many of the theories have not 
been substantiated or even tested (Kazdin, 2000). Un-
til recently, most models focused on single explanations 
that failed to consider other infl uences and their interac-
tions. One-dimensional models do not capture the com-
plexities of abnormal child behavior that are increas-
ingly evident from research (Kazdin & Whitley, 2006). 
Th e alternative to single-factor explanations is much 
more complex and informative. It involves consideration 
of multiple causes that can interact in various ways over 
time to aff ect normal and abnormal development. Keep-
ing in mind this central theme of multiple, interactive 
causes will help you grasp the complexity of each disor-
der discussed within this text.

Underlying Assumptions

Th e value of theory lies not only in providing answers 
but also in raising new questions and looking at famil-
iar problems in diff erent ways. Th eory, research, and 
practice in abnormal child psychology all require an 
understanding of the assumptions underlying work in 
this area. Let’s look at three prominent assumptions and 
how they have shaped our approach to abnormal child 
psychology.

Abnormal Development Is Multiply Determined
Our fi rst underlying assumption is that abnormal child 
behavior is multiply determined. Th us, we have to look be-
yond the child’s current symptoms and consider develop-
mental pathways and interacting events that, over time, 
contribute to the expression of a particular disorder.

Let’s return to Jorge’s problems to illustrate this as-
sumption. One way to look at Jorge’s problems is to say 
that he lacks motivation. Although it is a reasonable ex-
planation, this one-dimensional causal model, which at-
tempts to trace the origins of Jorge’s reading diffi  culty 
to a single underlying cause, is probably too simplistic. 
Scientifi c method emphasizes the need to simplify vari-
ables to those of most importance, but focusing on one 
primary explanation rather than identifying and allow-
ing for several possible explanations (for example, ge-
netic factors, reinforcement history, and peer problems) 
fails to consider the concept of developmental pathways 
(discussed in Chapter 1). A particular problem or disor-
der may stem from a variety of causes, and similar risk 
factors may lead to very diff erent outcomes.

Another way to view Jorge’s diffi  culties—the way 
we emphasize here—takes into account multiple infl u-
ences, including his developmental profi le and abilities, 
his home and school environment, and the ongoing, 
dynamic interactions among these factors. To address 
Jorge’s reading problem from a multidimensional per-
spective, we would fi rst assess his current abilities by 
using multiple sources of data on his ability to function 
in diff erent settings. Even if we were interested only in 
his reading ability, we would consider a wide range of 
characteristics besides those we initially believed to be 
signs of reading problems. Otherwise, our assumptions 
about the nature of reading problems might prevent us 
from considering other explanations. Could criticism 
and yelling from Jorge’s mother aff ect his concentration 

Children’s comfort with the environment is shown by 
their actions.

A
u

th
o

r’s
 c

o
lle

ct
io

n

W4871.indb   31W4871.indb   31 9/19/08   11:10:36 AM9/19/08   11:10:36 AM



32 PART 1 Understanding Abnormal Child Psychology

or self-esteem? Is Jorge diff erent from other children in 
terms of his ability to recognize language sounds from 
written words? Th ese are some of the questions we would 
want to answer through careful observation and assess-
ment, using a theoretically guided decision-making 
strategy.

Child and Environment Are Interdependent
Our second assumption extends the infl uence of multi-
ple causes by stressing how the child and environment 
are interdependent—how they infl uence each other. 
Th is concept departs from the tradition of viewing the 
environment as acting on the child to cause changes in 
development, and instead argues that children also in-
fl uence their own environment. In simple terms, the 
concept of interdependence appreciates how nature and 
nurture work together and are, in fact, interconnected 
(Rutter, 2002). Th us, children elicit diff erent reactions 
from the same environment; diff erent environments, 
such as home or school, elicit diff erent reactions from 
the same child.

Th e dynamic interaction of child and environment 
is referred to as a transaction (Sameroff  & MacKen-
zie, 2003). Th e child and the environment both contrib-
ute to the expression of a disorder, and one cannot be 
separated from the other. A transactional view regards 
both children and the environment as active contribu-
tors to adaptive and maladaptive behavior. Most per-
sons who know children best—parents, teachers, child 
care workers, and others—would probably agree this 
view makes the most sense: Children act on their envi-
ronment, and their environment acts on them, as in the 
example of Jorge. According to this transactional per-
spective, children’s psychological disorders do not reside 
within the child, nor are they due solely to environmen-
tal causes. Th ey most oft en emerge from a combination 

of factors, which interact in ways that follow general laws 
of organized development. Box 2.1 shows an example of 
this transactional process.

Although a transactional view considers general 
principles of development that apply to all children, it 
is also sensitive to individual circumstances—in the 
child’s family or biological makeup—that infl uence or 
alter typical outcomes. Learning about such deviations 
from the norm is what this textbook is all about.

Abnormal Development Involves Continuities 
and Discontinuities
Th ink for a moment about how Jorge’s various prob-
lems might have begun and how they might change or 
even disappear over time. Might his current problems 
of avoiding school and homework be connected to his 
earlier diffi  culties in reading? Are these qualitatively dif-
ferent problems or diff erent manifestations of the same 
one? Are his current problems qualitatively diff erent 
from those he had at a younger age, since today his prob-
lems include avoiding school and homework?

Few psychological disorders or impairments sud-
denly emerge without at least some warning signs or 
connections to earlier developmental issues. Th is con-
nection is apparent, for example, in early onset and 
persistent conduct disorders, where parents and other 
adults oft en see troublesome behaviors at a young age 
that continue in some form into adolescence and adult-
hood (Bird et al., 2007). However, it is critical to note that 
some forms of abnormal child development may be con-
tinuous or discontinuous across childhood, adolescence, 
and adulthood, in either a consistent or transformed 
manner (Schulenberg, Sameroff , & Cicchetti, 2006).

Continuity implies that developmental changes 
are gradual and quantitative, and that future behavior 
patterns can be predicted from earlier patterns. 
Discontinuity, in contrast, implies that developmental 
changes are abrupt and qualitative, and that future be-
havior is poorly predicted by earlier patterns. As an ex-
ample, consider a preschool child who uses physical ag-
gression with peers. What would you expect that child 
to be like 10 years later? According to the notion of con-
tinuity, he or she would be more likely to engage in an-
tisocial and delinquent behavior as an adolescent and 
adult. Th at is, the pattern of problem behavior (in this 
case, physical aggression) is continuous across develop-
mental periods, although it gradually changes in form 
and intensity. Pushing a peer may turn into striking 
someone with a fi st or object. Importantly, continuity 
refers to patterns of behavior, rather than specifi c symp-
toms, that remain over time. Continuity is well sup-
ported for early onset and persistent conduct disorders, 
which have a signifi cant likelihood of later evolving into © The New Yorker Collection 2003 Michael Shaw from Cartoonbank.com. All Rights Reserved.
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serious antisocial acts (Lynam, Caspi, Moffi  tt, Loeber, & 
Stouthamer-Loeber, 2007; Schulenberg & Zarrett, 2006).

Other problem behaviors, such as eating disorders, 
seem to follow a more discontinuous pattern; they oc-
cur more suddenly and without much prior warning. 
In these cases, there are few good behavioral predic-
tors from early childhood as to why a particular child 
begins to restrict eating or purge food during early ad-
olescence (see Chapter 13). Sometimes discontinuity 
can refer to an unexpected or atypical outcome, like 
a child who shows normal development until about 
18 months of age and then displays loss of language and 
reduced social engagement (characteristics of autism). In 
such circumstances, the connection between early and 
later patterns seems abrupt and discontinuous, which is 
very baffl  ing to parents.

As we will see throughout our discussion of each dis-
order, positive factors such as individual competence or 
social intervention, as well as negative factors such as 
poverty or discrimination, can infl uence the continuity 
or discontinuity of development over time (Rutter, Kim-

Cohen, & Maughan, 2006). Returning to Jorge, can you 
think which of his behavior patterns (if any) were con-
tinuous and which seemed to be more discontinuous? 
Like many problems in abnormal child psychology, 
Jorge’s current behavior pattern involves both conti-
nuities and discontinuities. Some of his troubles, like 
school and homework avoidance, seem qualitatively dif-
ferent (discontinuity) from his reading disorder. His 
other behaviors, like slow reading and comprehension, 
seem to follow (continuity) from his earlier academic 
problems.

Remember that the concepts of continuity and dis-
continuity apply to the understanding of abnormal and 
normal development. However, even with wide fl uctua-
tions in the way problems are expressed over time, chil-
dren show some degree of consistency in organizing 
their experiences and interacting with their environ-
ment, whether that consistency is adaptive or maladap-
tive (Sroufe, 2005). Th e degree of continuity or disconti-
nuity will vary as a function of changing environmental 
circumstances and transactions between the child and 

A  C L O S E R  L O O K

B O X  2 . 1  Explaining Causation: It’s Not That Simple

Consider how a child’s language delay may result from 
the interplay of child and environment over time, as 
shown in the fi gure here. Complicated childbirth may 
have caused an otherwise calm mother to worry about 
her new role and her child’s health. The mother’s anxiety 
during the child’s fi rst few months of life may cause her 
to be less sensitive and nurturing toward her infant. In re-
sponse to inconsistent or insensitive child care, the infant 
may develop some irregularities in sleeping and feeding 
patterns that give the appearance of a diffi  cult tempera-
ment. This apparently diffi  cult temperament decreases 
the mother’s pleasure in and enjoyment of her infant, so 
she tends to spend less time with her child. If caregivers 
do not actively interact with their child, and especially if 
they don’t speak clearly and appropriately, the young-
ster falls behind in language development, resulting in a 
diagnosis of language delay.

What caused the child’s language delay? A compli-
cated childbirth, the mother’s anxiety, the child’s diffi  -
cult temperament, or the mother’s avoidance of social 
interaction? Too often we select the cause that is closer 
in time to when the disorder was discovered (in this case, 
the mother’s avoidance of her child), but this clearly 
oversimplifi es a complex developmental sequence. From a 
prevention and early intervention standpoint, eff orts to assist 
this mother and child can be applied at any point along this 
sequence, although greater benefi t is seen with interventions 
that begin as early as possible.

Source: From “General System Theories and Developmental Psycho-
pathology,” by A. J. Sameroff , 1995. In D. Cicchetti and D. J.  Cohen (Eds.), 
Developmental Psychopathology, Volume 1: Theory and  Methods, pp. 659–695. 
 Copyright © 1995 by John Wiley & Sons. Reprinted by  permission of John 
Wiley & Sons, Inc.
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APPROXIMATE
AGE

0–2

2–5

6–11

12–20

NORMAL
ACHIEVEMENTS

Eating, sleeping,
attachment

Language, toileting,
self-care skills,
self-control, peer
relationships

Academic skills and
rules, rule-governed
games, simple 
responsibilities

Relations with opposite
sex, personal identity,
separation from family,
increased responsibilities

COMMON
BEHAVIOR PROBLEMS

Stubbornness, temper,
toileting difficulties

Arguing, demanding
attention, disobedience,
fears, overactivity,
resisting bedtime

Arguing, inability
to concentrate,
self-consciousness,
showing off

Arguing, bragging

CLINICAL DISORDERS

Mental retardation, feeding
disorders, autistic disorder

Speech and language disorders,
problems stemming from child
abuse and neglect, some anxiety
disorders, such as phobias

ADHD, learning disorders,
school refusal behavior,
conduct problems

Anorexia, bulimia, delinquency,
suicide attempts, drug and
alcohol abuse, schizophrenia,
depression

F I G U R E  2 . 2  A developmental overview. (Based on Achenbach, 1982; Tully & Goodman, 2007.)

the environment. Th ese continual changes, in turn, will 
aff ect the child’s developmental course and direction.

In sum, a central theme of our basic assumptions is 
that the study of abnormal child psychology must con-
sider abnormality in relation to multiple, interdependent 
causes and major developmental changes that typically 
occur across the life cycle. Until recently, developmen-
tal aspects of abnormal child behavior were oft en over-
looked in relation to children’s behavioral and emotional 
problems (Cicchetti, 2006). To redress this imbalance, 
throughout this text we discuss developmental issues 
pertaining to the nature, symptoms, and course of each 
disorder.

Changes, Typical and Atypical
Figure 2.2 presents an overview of developmental pe-
riods by age. It gives examples of normal achievements 
for each period, as well as behavior problems most of-
ten reported in general population samples and the 
clinical disorders that typically become evident at each 
period. Guidelines for the typical sequence of develop-
ment across several important dimensions are helpful, 
but we must keep in mind that age in years is an arbi-
trary way to segment continuous sequences of develop-
ment. You may fi nd yourself turning back to this table 
to reorient yourself to children’s normal and abnormal 
development.

An Integrative Approach

How do we attempt to make sense of the many envi-
ronmental and individual factors that infl uence child 
behavior? Since no single theoretical orientation can 
explain various behaviors or disorders, we must be fa-
miliar with many theories and conceptual models—
each contributes important insights into normal and ab-
normal development.

Even models that consider more than one primary 
cause can be limited by the boundaries of their disci-
pline or orientation. Biological explanations, for in-
stance, emphasize genetic mutations, neuroanatomy, 
and neurobiological mechanisms as factors contribut-
ing to psychopathology. Similarly, psychological expla-
nations emphasize causal factors such as excessive, in-
adequate, or maladaptive reinforcement and/or learning 
histories. Biological and psychological models are both 
multicausal and distinctive in terms of the relative im-
portance each attaches to certain events and processes. 
Each model is restricted in its ability to explain abnor-
mal behavior to the extent that it fails to incorporate im-
portant components of other models. Fortunately, such 
disciplinary boundaries are gradually diminishing as 
diff erent perspectives take into account important vari-
ables derived from other models. For example, biological 
infl uences are oft en taken into account when explaining 
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how psychological factors, such as behavior or cogni-
tion, interact over time and result in a psychological dis-
order (Cicchetti & Curtis, 2006).

Over time, major theories of abnormal child psychol-
ogy have become compatible with one another. Rather 
than off ering contradictory views, each theory contrib-
utes one or more pieces of the puzzle of atypical devel-
opment. As all the available pieces are assembled, the 
picture of a particular child or adolescent disorder be-
comes more and more distinct. Psychological theories 
are merely tools to study human behavior; the more you 
learn what these tools can and cannot do and which tool 
to use for which purpose, the more knowledgeable and 
skilled you will become. Remember that no single in-
tegrative theory fully captures the diversity of perspec-
tives and fi ndings represented by current research in ab-
normal child psychology.

section summary
Theoretical Foundations
• A theory allows us to make educated guesses and predic-

tions about behavior based on existing knowledge, and 
to explore these possible explanations empirically.

• A central theme of the text is the importance of consider-
ing multiple, interactive causes for abnormal behavior, in 
conjunction with major developmental changes that typ-
ically occur.

• Three underlying assumptions about abnormal devel-
opment are stressed: It is multiply determined, the child 
and the environment are interdependent, and it involves 
continuities and discontinuities of behavior patterns over 
time.

• The complexity of abnormal child behavior requires con-
sideration of the full range of biological, psychologi-
cal, and sociocultural factors that infl uence children’s 
development.

Developmental Considerations
Even though children’s psychological disorders have 
very diff erent symptoms and causes, they share common 
ground: Th ey are an indication of adaptational failure 
in one or more areas of development (Rutter & Sroufe, 
2000). Adaptational failure is the failure to master or 
progress in accomplishing developmental milestones. In 
other words, at the broadest level, children with psycho-
logical disorders diff er from children their own age on 
some aspect of normal development. Again, such failure 
or deviation is rarely due to a single cause, but typically 
results from an ongoing interaction between individual 
development and environmental conditions.

Th e causes and outcomes of abnormal child behav-
ior operate in dynamic and interactive ways over time, 
making them a challenge to disentangle. Designating a 
specifi c factor, like Jorge’s reading problem, either as a 
cause or as an outcome of a particular disorder usually 
refl ects the point at which we take note of the problem. 
His reading problem, for example, may be viewed as a 
disorder in its own right (such as a learning disorder in 
reading), the cause of his other diffi  culties (such as poor 
study habits and oppositional behavior), or the outcome 
of some other condition or disorder (such as a commu-
nication disorder).

Organization of Development

Change and reorganization are fundamental aspects of 
biological and behavioral systems (Sroufe, 2005). An or-
ganizational viewpoint looks closely at the psychologi-
cal processes that may explain how these systems infl u-
ence each other. In an attempt to understand abnormal 

Children’s development follows an organized pattern 
that is nurtured through positive experiences with their 
caregivers.
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development, we may choose to focus on any or all as-
pects of this organizational process. In the organization 
of development perspective, early patterns of adaptation, 
such as infant eye contact and speech sounds, evolve 
over time with structure and transform into higher-
order functions, like speech and language. Prior patterns 
of adaptation are incorporated into successive reorga-
nizations at subsequent periods of development, much 
as toddlers learn to make certain speech sounds before 
they develop the ability to use language.

An organizational view of development implies an 
active, dynamic process of continual change and trans-
formation. As the child’s biological abilities unfold dur-
ing each new stage of development, they interact with 
environmental factors to direct and redirect the course 
of development. Because development is organized, sen-
sitive periods play a meaningful role in any discussion 
of normal and abnormal behavior. Sensitive periods 
are windows of time during which environmental infl u-
ences on development, both good and bad, are enhanced 
(Knudsen, 2004). Infants, for example, are highly sensi-
tive to emotional cues and proximity to their caregivers, 
which assists them in developing secure attachments 
(R. A. Th ompson & Meyer, 2007). Toddlers are sensi-
tive to the basic sounds of language, which helps them 
distinguish sounds and combine them to form words 
(Shafer & Garrido-Nag, 2007). Sensitive periods can 
be enhanced opportunities for learning but are not 
the only opportunities; change can take place at other 
times. For example, children adopted from orphanages 
show a number of negative developmental outcomes 
as a result of their early institutional deprivation. 
However, their outcome is also aff ected by later expe-
riences in the post-institutional environment (Zeanah, 
Smyke, & Settles, 2006). Human development is a pro-
cess of increasing diff erentiation and integration, more 
like a network of interconnecting pathways than one 
straight line.

Th e attempt to understand the seemingly endless 
list of possible causes that infl uence children’s normal 
and abnormal development is made easier by the fact 
that development generally proceeds in an organized, 
hierarchical manner (Sameroff , 2000). Simply stated, a 
child’s current abilities or limitations are infl uenced by 
prior accomplishments, just as your progress through 
trigonometry or calculus depends on the command of 
arithmetic you acquired in elementary school. As chil-
dren develop greater abilities or show signs of adapta-
tional failure, these changes infl uence their further de-
velopmental success or failure. Studying abnormal child 
behavior within a developmental psychopathology per-
spective, as described next, fosters an understanding of 
the interactive, progressive nature of children’s abilities 
and diffi  culties.

Developmental Psychopathology 
Perspective

Developmental psychopathology is an approach to 
describing and studying disorders of childhood, ado-
lescence, and beyond in a manner that emphasizes the 
importance of developmental processes and tasks. Th is 
approach uses abnormal development to inform nor-
mal development and vice versa (Cicchetti, 2006). It also 
provides a useful framework for organizing the study 
of abnormal child psychology around milestones and 
sequences in physical, cognitive, social-emotional, and 
educational development. Simply stated, developmental 
psychopathology emphasizes the role of developmental 
processes, the importance of context, and the infl uence 
of multiple and interacting events in shaping adaptive 
and maladaptive development. We adopt this perspec-
tive as an organizing framework to describe this dy-
namic, multidimensional process leading to abnormal 
outcomes in development (Mash & Dozois, 2003).

A central belief of developmental psychopathology is 
that to understand maladaptive behavior adequately, one 
must view it in relation to what is normative for a given 
period of development (Cicchetti, 2006). Th e main focus 
is on highlighting developmental processes, such as lan-
guage and peer relations and how they function, by look-
ing at extremes and variations in developmental outcome. 
In so doing, this perspective emphasizes the importance 
and complexity of biological, familial, and sociocultural 
factors in predicting and understanding developmental 
changes. It draws on knowledge from several disciplines, 
including psychology, psychiatry, sociology, and neuro-
science, and integrates this knowledge within a develop-
mental framework (Ozonoff , Pennington, & Solomon, 
2006). Th roughout this book, the developmental psycho-
pathology perspective adds developmental relevance and 
richness to categorically based DSM-IV-TR disorders.

section summary
Developmental Considerations
• Children’s development is organized, which means that 

early patterns of adaptation evolve over time and trans-
form into higher-order functions in a structured, predict-
able manner.

• Developmental psychopathology provides a useful frame-
work for organizing the study of abnormal child psychol-
ogy around milestones and sequences in physical, cogni-
tive, social-emotional, and educational development.

We turn now to three major perspectives on abnormal 
child development: (1) biological perspectives, which in-
clude both genetic and neurobiological factors that are often 
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 established (but by no means fi xed) at birth or soon thereaf-
ter; (2) psychological perspectives, such as emotions, relation-
ships, and thought processes; and (3) familial, social, and cul-
tural infl uences, which set additional parameters on normal 
and abnormal development.

Biological Perspectives
Broadly speaking, a neurobiological perspective consid-
ers brain and nervous system functions as underlying 
causes of psychological disorders in children and adults. 
Biological infl uences on the very young child’s brain de-
velopment include genetic and constitutional factors, 
neuroanatomy, and rates of maturation. Regions of the 
brain are highly infl uenced by the availability of various 
biochemicals and neurohormones, which interact dif-
ferently to aff ect an individual’s psychological experi-
ences (Cicchetti & Cannon, 1999). Th is process depends 
on environmental factors that serve to direct or reroute 
ongoing brain processes. Remember that a neurobiolog-
ical perspective acknowledges and recognizes the need 
to incorporate environmental infl uences in accounting 
for disorders.

Th e developing brain has long been a mystery, but its 
secrets are gradually being revealed. Th e examination of 
biological infl uences begins with the amazing process 
of neuronal growth and diff erentiation. During preg-
nancy, the fetal brain develops from a few all-purpose 
cells into a complex organ made up of billions of spe-
cialized, interconnected neurons (Johnson & de Haan, 
2006). Th e speed and distance these emerging neurons 
travel is astonishing, as they multiply to form various 
brain structures and functions. Th e brain stem com-
mands heartbeat and breathing, the cerebellum controls 
and coordinates sensorimotor integration, and the cor-
tex is where thought and perception originate.

Embryonic development generates an initial over-
abundance of neurons (Innocenti, 1982). At fi rst these 
cells are largely undiff erentiated, but as they reach their 
destinations, they become neurons with axons that carry 
electrical signals to other parts of the brain. Th ese ax-
onal connections, or synapses, form the brain’s circuits 
and lay the foundation for further growth and diff er-
entiation. Notably, genes determine the main highways 
along which axons travel to make their connection, but 
to reach particular target cells, axons follow chemical 
cues strewn along their path that tell them the direction 
to various destinations.

By the fi ft h month of prenatal development, most 
axons have reached their general destination, although 
there are far more axons than the target cells can ac-
commodate. Th us, during early childhood, synapses 
multiply, then selective pruning reduces the number 

of connections in a way that gradually shapes and dif-
ferentiates important brain functions (Johnson & de 
Haan, 2006). Th e nervous system seems to prepare itself 
for new growth and demands by sending in reinforce-
ments and then cutting back once the environment has 
signaled it has everything it needs. Th roughout life we 
undergo cycles that narrow the gap between structure 
and function. At the level of the nervous system, the mi-
croanatomy of the brain is constantly redefi ned to meet 
the demands and requirements of an adult world. Like 
the pruning of a tree, this process fosters healthy growth 
of diff erent areas of the brain according to individual 
needs and environmental demands, and eliminates con-
nections that serve to restrict healthy growth.

How permanent are the early connections formed as 
brain development proceeds in an organized, predictable 
fashion? Th is question has provoked diff erent theories 
and agonized many parents concerned about the signif-
icance of children’s early development. For instance, if 
early brain functions are unlikely to change, this implies 
that early experiences set the course for lifetime devel-
opment. Freud’s similar contention implied that an in-
dividual’s core personality is formed from an early age, 
which sets the pace and boundaries for further person-
ality formation. To the contrary, scientists now believe 
that brain functions undergo continual changes as they 
adapt to environmental demands.

Neural Plasticity and the Role of Experience

It now appears that virtually any manipulation that 
produces an enduring change in behavior leaves an 
anatomical footprint in the brain.

—Kolb, Gibb, and Robinson (2003)

Many early neural connections are not stable; some are 
strengthened and become more established through 
use, while many others regress or disappear. Th us, the 
answer to the question about the permanence of early 
connections is that the brain shows neural plasticity 
throughout the course of development (Cicchetti & Cur-
tis, 2006). Neural plasticity, or malleability, means the 
brain’s anatomical diff erentiation is use-dependent: Na-
ture provides the basic processes, whereas nurture pro-
vides the experiences needed to select the most adaptive 
network of connections, based on the use and function 
of each. It is truly fascinating how nature and nurture 
work together to create such highly specifi c, extremely 
adaptive central nervous system functions.

Th ink of the developing brain as a work in progress, 
one in which the environment plays an essential role 
as supervisor of this dynamic rewiring project. In fact, 
environmental experience is now recognized to be criti-
cal to the diff erentiation of brain tissue itself. Although 
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nature has a plan for creating the human brain and cen-
tral nervous system, environmental opportunities and 
limitations signifi cantly infl uence this plan from the be-
ginning. Th us, a transactional model is needed to ex-
plain normal and abnormal development. Because the 
structure of a child’s brain remains surprisingly mal-
leable for months and even years aft er birth, transac-
tion occurs between ongoing brain development and 
environmental experiences; neither nature nor nurture 
is suffi  cient to explain the complexity of the developing 
brain (Massaro, Rothbaum, & Aly, 2006).

Experience, of course, comes in all shapes and sizes. 
Th e prenatal environment as well as childhood illness 
and diet count as experience, as do maltreatment and 
inadequate stimulation. Children’s early caregiving ex-
periences play an especially important role in designing 
the parts of the brain involved in emotion, personality, 
and behavior (O’Connor, 2006). Attachment with their 
caregivers, for instance, may increase children’s abil-
ity to learn and cope with stress (Vaughn et al., 2007). 
Abuse and neglect can prime the brain for a lifetime of 
struggle with handling stress or forming healthy rela-
tionships (Scott, Wolfe, & Wekerle, 2003).

Th e maturation of the brain is an organized, hierar-
chical process that builds on earlier function, with brain 
structures restructuring and growing throughout the life 
span (Massaro et al., 2006). Primitive areas of the brain 
mature fi rst, during the fi rst 3 years of life; these brain re-
gions, which govern basic sensory and motor skills, un-
dergo the most dramatic restructuring early in life. More-
over, these perceptual centers, along with instinctive 
centers such as the limbic system, are strongly aff ected by 
early childhood experiences and set the foundation for 
further development (Cicchetti & Curtis, 2006). Th e fron-
tal cortex, which governs planning and decision making, 
and the cerebellum, a center for motor skills, are not re-
wired until a person is 5 to 7 years old. Major restructur-
ing of the brain occurs between ages 9 and 11 in relation 
to pubertal development, and then throughout adoles-
cence the brain once again prunes unnecessary synap-
tic connections. Th us, the brain certainly does not stop 
changing aft er 3 years. For some functions, the windows 
of infl uence are only beginning to close at that age, while 
for others they are only beginning to open (C. A. Nelson, 
1999). Our brain functions undergo lifelong renovation, 
with restructuring being a natural by-product of growth.

Because the brain is intrinsically shaped by the ef-
fects of early experience, the consequences of inadequate 
or traumatic experience may be enduring and extremely 
diffi  cult to change (Boyce, 2006). During this evolution 
of brain growth and diff erentiation many things can go 
wrong, thereby altering how neurons form or intercon-
nect. Problems or disruptions occurring at a younger age 
are typically associated with more severe organic disor-

ders and central nervous system complications. Safe-
guards such as proper prenatal care, proper nutrition, 
and avoidance of tobacco or alcohol during pregnancy 
can go a long way in reducing the risk of such complica-
tions and lifelong disabilities.

Genetic Contributions

Genetics explains why you look like your father, and if you 
don’t, why you should.

—Tammy, age 8

To address the important role of genetic infl uences, we 
fi rst must understand the nature of genes, bearing in 
mind that virtually any trait a child possesses results 
from the interaction of environmental and genetic fac-
tors (Rutter, 2007). A review of genetics terminology and 
function may assist our understanding of some causes of 
abnormal child behavior.

Each person’s unique genome is established at con-
ception and consists of approximately 30,000 genes. 
Genes contain genetic information from each parent, 
and they are distributed on 22 matched pairs of chromo-
somes and a single pair of sex chromosomes. In males, 
the sex chromosome pair consists of an X and a Y chro-
mosome (XY), and in females, the sex chromosome pair 
consists of two X chromosomes (XX).

Genetic factors are implicated in all of the childhood 
disorders discussed in this text. Some genetic infl uences 
are expressed early in development, such as behavioral 
inhibition or shyness (Nigg, 2006), whereas others show 
up years later, such as a depressive cognitive style (Gar-
ber & Flynn, 2001). Moreover, the expression of genetic 
infl uences is malleable and responsive to the social en-
vironment (Ehringer, Rhee, Young, Corley, & Hewitt, 
2006). Positive environmental circumstances can help a 
child “beat the odds” of developing a signifi cant disor-
der, despite genetic predisposition.

Many genes have been implicated in childhood disor-
ders, but very rarely is one gene the single cause of a dis-
order (Moffi  tt, 2005). Th erefore, rather than ask whether 
a specifi c disorder is due to genetic makeup or environ-
mental infl uences, we should be concerned with this 
question: To what extent are given behaviors due to varia-
tions in genetic endowment and the environment, and the 
interaction between these two factors? An understanding 
of the nature of genes sheds light on this question.

The Nature of Genes
A gene is basically a stretch of DNA and, by itself, it does 
not produce a behavior, an emotion, or even a passing 
thought. Rather, it produces a protein. Although these 
proteins are vital for the brain to function, very rarely do 
they cause a behavior to happen. Instead, they produce 
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tendencies to respond to the environment in certain ways 
(Sapolsky, 1997). Each of us may have genetic vulnerabil-
ities, tendencies, and predispositions, but rarely are the 
outcomes inevitable. Th e lesson in all of this is simple, yet 
important. Th e false notion that genes determine behav-
ior should be replaced with the more accurate statement: 
Genes infl uence how we respond to the environment.

Behavioral Genetics
Sorting out the interactive infl uences of nature and nur-
ture is the not-so-easy task of behavioral genetics, a 
branch of genetics that investigates possible connections 
between a genetic predisposition and observed behavior, 
taking into account environmental and genetic infl u-
ences. Behavioral genetics researchers oft en begin their 
investigations by conducting familial aggregation stud-
ies. Th ey look for a nonrandom clustering of disorders or 
characteristics within a given family and compare these 
results with the random distribution of the disorders 
or characteristics in the general population (Rende & 
Waldman, 2006). For example, parents of children with 
childhood-onset schizophrenia tend to have higher rates 
of schizophrenia spectrum disorders relative to norma-
tive prevalence rates.

Family aggregation studies cannot control for envi-
ronmental variables that may also contribute to a par-
ticular outcome. For example, a child may be anxious 
because of his parents’ child-rearing methods rather 
than their genetic contributions. To increase scientifi c 
rigor following suggestive familial aggregation studies, 
researchers may conduct twin studies to control for the 
contribution of genetic factors (Ehringer et al., 2006). 
Twin studies may compare identical—or monozygotic 
(MZ)—twins, who have the same set of genes, to frater-
nal—or dizygotic (DZ)—twins, who share about half of 
each other’s genes (the same as all fi rst-degree relatives). 

Th e crucial scientifi c question is whether identical twins 
share the same trait—say, reading diffi  culties—more 
than fraternal twins do. Studies on twins provide a pow-
erful research strategy for examining the role of genetic 
infl uences in both psychiatric and nonpsychiatric dis-
orders. However, the common or shared environment 
presents a potential confound in any twin study unless 
the twins are reared apart (Ehringer et al., 2006).

Molecular Genetics
Behind every crooked thought there is a crooked 
molecule.

—Anonymous

In contrast to the methods of behavioral genetics, meth-
ods of molecular genetics off er more direct support for 
genetic infl uences on child psychopathology.  Molecular 
genetics methods directly assess the association between 
variations in DNA sequences and variations in a partic-
ular trait or traits. More than an association, variations 
in genetic sequences are thought to cause the variations 
in the trait(s) (Pennington, 2002). As we will discuss 
throughout this book, molecular genetics methods have 
been used to identify specifi c genes for many childhood 
disorders, including autism, attention-defi cit/hyperac-
tivity disorder, and learning disability. However, dis-
covering that mutations in one gene or another causally 
infl uence a particular form of child psychopathology is 
only the beginning. Th e longer-term goal is to determine 
how genetic mutations alter how the genes function in 
the development of the brain and behavior for diff erent 
psychopathologies (Rende & Waldman, 2006).

Th e identifi cation of specifi c genes has the poten-
tial to greatly enhance our understanding of a disorder 
and its specifi c components. However, identifying a spe-
cifi c gene for any disorder addresses only a small part of 

Calvin and Hobbes. © 1991 Watterson. Reprinted with permission of Universal Press Syndicate. All rights reserved.
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of major structures mentioned later in the context of 
specifi c disorders. Once you are familiar with the vari-
ous areas and functions of the brain, you will have the 
basic vocabulary needed to understand the remarkable 
discoveries being made.
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F I G U R E  2 . 4  Structures of the limbic system
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Wadsworth/Thomson Learning.

genetic risk. Similar and multiple interactive genes are 
a far more likely cause than a single gene. Moreover, ge-
netic infl uences are probabilistic rather than determin-
istic; environmental and genetic factors generally have 
equal importance (Rutter & Silberg, 2002). Most forms 
of abnormal child behavior are polygenic, involving a 
number of susceptibility genes that interact with one an-
other and with environmental infl uences, to result in ob-
served levels of impairment (Rende & Waldman, 2006).

In summary, it is fair to say that many genes infl u-
ence much of our development and most of our behavior, 
personality, and even intelligence. However, individual 
genes cannot account for the major psychological disor-
ders presented in this text. Specifi c genes are sometimes 
associated with certain psychological disorders, such as 
some forms of mental retardation. Genetic contributions 
to psychological disorders come from many genes, and 
each makes a relatively small contribution.

Neurobiological Contributions

Th e study of abnormal child psychology requires a work-
ing familiarity with brain structures, as shown in Fig-
ures 2.3, 2.4, and 2.5. Th is section provides an overview 
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Brain Structure and Function
Th e brain is oft en divided into the brain stem and the 
forebrain (telencephalon) because of their separate func-
tions. Th e brain stem, located at the base of the brain, 
handles most of the autonomic functions necessary to 
stay alive. Th e lowest part of the brain stem, called the 
hindbrain, contains the medulla, the pons, and the cer-
ebellum. Th e hindbrain provides essential regulation of 
autonomic activities such as breathing, heartbeat, and 
digestion, and the cerebellum controls motor coordina-
tion. Th e brain stem also contains the midbrain, which 
coordinates movement with sensory input. Th e midbrain 
houses the reticular activating system (RAS), which con-
tributes to processes of arousal and tension.

At the very top of the brain stem is the diencephalon, 
located just below the forebrain. Th e diencephalon con-
tains the thalamus and hypothalamus, which are both 
essential to the regulation of behavior and emotion. Th e 
diencephalon functions primarily as a relay between the 
forebrain and the lower areas of the brain stem.

Next is the forebrain, which has evolved in humans 
into highly specialized functions. At the base of the fore-
brain is an area known as the limbic, or border, system. 
It contains a number of structures that are suspected 
causes of psychopathology, such as the hippocampus, 
cingulate gyrus, septum, and amygdala. Th ese important 
structures regulate emotional experiences and expres-
sions and play a signifi cant role in learning and impulse 

control. Th e limbic system also regulates the basic drives 
of sex, aggression, hunger, and thirst.

Also at the base of the forebrain lies the basal gan-
glia, which includes the caudate nucleus. Researchers are 
discovering that this area regulates, organizes, and fi l-
ters information related to cognition, emotions, mood, 
and motor function, and it has been implicated in atten-
tion-defi cit/hyperactivity disorder (ADHD; discussed 
in Chapter 5), disorders aff ecting motor behavior, such 
as tics and tremors, and obsessive–compulsive disorder 
(OCD; discussed in Chapter 7).

Th e cerebral cortex, the largest part of the forebrain, 
gives us our distinctly human qualities and allows us 
to look to the future and plan, to reason, and to cre-
ate. Th e cerebral cortex is divided into two hemispheres 
that look very much alike, but have diff erent specialties, 
or functions. Th e left  hemisphere (dominant in right-
handed persons) plays a chief role in verbal and other 
cognitive processes. Th e right hemisphere (dominant in 
left -handed persons) is better at social perception and 
creativity. (Th is is why we left -handed persons are con-
sidered the only ones in our right minds.) Researchers 
believe that each hemisphere plays a diff erent role in cer-
tain psychological disorders, such as communication 
and learning disorders.

Around puberty, the brain develops new brain cells 
and neural connections, and then once again begins 
to reorganize and consolidate (Benes, 2006). Th is new 
growth and restructuring results in further maturation 
of the lobes of the brain. Figure 2.6 shows the temporal, 

Thalamus
Pineal gland

Tectum

Pons

Medulla

Tegmentum

Superior
colliculus

Inferior
colliculus

Midbrain

F I G U R E  2 . 5  The brain stem (cerebellum removed 
to reveal other structures)
Source: Adapted from Brain and Behavior, by B. Garrett, 2003. Copyright © 2003 by 
Wadsworth/Thomson Learning.

Frontal lobes:
Self-control, judgment,
emotional regulation;
restructured in teen years

Corpus callosum:
Intelligence, consciousness,
and self-awareness; reaches
full maturity in 20s

Temporal lobes:
Emotional maturity;
still developing
after age 16

Parietal lobes:
Integrate auditory,
visual, and tactile
signals; immature
until age 16

F I G U R E  2 . 6  The lobes of the brain and their 
functions.



42 PART 1 Understanding Abnormal Child Psychology

parietal, and frontal lobes of the brain and their impor-
tant functions. Th e frontal lobes show up most oft en in 
subsequent chapters on disorders and are worth special 
attention. Th e frontal lobes contain the functions un-
derlying most of our thinking and reasoning abilities, 
including memory. Th ese functions enable us to make 
sense of social relationships and customs and to relate 
to the world and the people around us, which is why 
they have considerable relevance in the study of abnor-
mal child psychology. Fortunately, all of these functions 
continue to mature well into late adolescence and early 
adulthood. By implication, the brain you have when you 
reach adolescence is not the one you have now.

Remarkably, these critical brain areas perform their 
functions in an integrated, harmonious fashion, aided 
by important regulatory systems and neurotransmitters, 
which permits the whole to be much larger than the sum 
of its parts. However, for many disorders defi ned in this 
text, one or more of these brain areas are not perform-
ing their functions as they should, either as a result of 
other problems or as a primary cause of the disorder.

The Endocrine System
Th e endocrine system is an important regulatory sys-
tem that has been linked to specifi c psychological disor-
ders, such as anxiety and mood disorders, in both chil-
dren and adults. Th ere are several endocrine glands, and 
each produces a particular hormone that it releases into 

the bloodstream. Th e adrenal glands (located on top of 
the kidneys) are most familiar because they produce 
epinephrine (also known as adrenaline) in response to 
stress. Epinephrine energizes us and prepares our bod-
ies for possible threat or challenge. Th e thyroid gland 
produces the hormone thyroxine, which is needed for 
proper energy metabolism and growth and is impli-
cated in certain eating disorders of children and youths 
(discussed in Chapter 13). Finally, the pituitary gland, 
located deep within the brain, orchestrates the body’s 
functions by regulating a variety of hormones, including 
estrogen and testosterone. Because the endocrine system 
is closely related to the immune system, which protects 
us from disease and many other biological threats, it is 
not surprising that it is implicated in a variety of dis-
orders, particularly health- and stress-related disorders 
(discussed in Chapter 12).

One brain connection that is implicated in some psy-
chological disorders involves the hypothalamus and the 
endocrine system. Th e hypothalamus carries out the 
commands it receives from the adjacent pituitary gland 
and other hormones, such as those regulating hunger 
and thirst. Th e pituitary gland in turn stimulates the 
adrenal glands to produce epinephrine and the stress 
hormone known as cortisol. Th e hypothalamus control 
center, coupled with the pituitary and adrenal glands, 
make up a regulatory system in the brain known as the 
hypothalamic– pituitary–adrenal (HPA) axis. Box 2.2 

A  C L O S E R  L O O K

B O X  2 . 2 .  The HPA Axis and Stress Regulation

The HPA axis is a central component of the brain’s neu-
roendocrine response to stress. The hypothalamus, 
when stimulated, secretes the corticotropin-releasing 
hormone (CRH), which stimulates the pituitary gland 
to secrete the andrenocorticotropic hormone (ACTH) 
into the bloodstream. ACTH then causes the adrenal 
glands to release cortisol, the familiar stress hormone 
that arouses the body to meet a challenging situation. 
This system, like many others, works on a feedback loop: 
Cortisol modulates the stress response by acting on the 
hypothalamus to inhibit the continued release of CRH 
(Sternberg & Gold, 1997). Researchers are discovering 
that this important feedback loop, which regulates our 
level of arousal and apprehension, can be seriously dis-
rupted or damaged by various traumatic and uncontrol-
lable events. These events can cause a child or adoles-
cent to maintain a state of fear or alertness that becomes 
toxic over prolonged periods of time (Bremner, 2007).

Pituitary
Gland

Adrenal
Gland

To Immune
System

Brain stem

Hypothalamus

ACTH

CORTISOL



CHAPTER 2 Theories and Causes 43

T A B L E  2 . 1  Major Neurotransmitters and Their Implicated Roles in Psychopathology

  Implicated Role in 
Neurotransmitter Normal Functions Psychopathology

Benzodiazepine-GABA Reduces arousal and moderates  Anxiety disorder
  emotional responses, such as 
  anger, hostility, and aggression
 Is linked to feelings of anxiety 
  and discomfort

Dopamine May act as a switch that turns on  Schizophrenia
  various brain circuits, allowing  Mood disorders

other neurotransmitters to inhibit  Attention-defi cit/hyperactivity
  or facilitate emotions or behavior  disorder (ADHD)
 Is involved in exploratory, extroverted,
  and pleasure-seeking activity

Norepinephrine Facilitates or controls emergency  Not directly involved in
  reactions and alarm responses  specifi c disorders (acts
 Plays a role in emotional and   generally to regulate or
  behavioral regulation  modulate behavioral tendencies)

Serotonin Plays a role in information  Regulatory problems, such
  and motor coordination  as eating and sleep disorders
 Inhibits children’s tendency to  Obsessive–compulsive
  explore their surroundings  disorder
 Moderates and regulates a number Schizophrenia and mood
  of critical behaviors, such as eating,  disorders
  sleeping, and expressing anger 

explains how this axis has been implicated in several 
psychological disorders, especially those connected to a 
person’s response to stress and ability to regulate emo-
tions, such as anxiety and mood disorders.

Neurotransmitters
Neurotransmitters are similar to biochemical currents in 
the brain. Th ese currents develop in an organized fash-
ion to make meaningful connections that serve larger 
functions such as thinking and feeling. Neurons that 
are more sensitive to one type of neurotransmitter, such 
as serotonin, tend to cluster together and form brain 
 circuits, which are paths from one part of the brain to 
another (R. R. Dean, Kelsey, Heller, & Ciaranello, 1993). 
Tens of thousands of these circuits operate in our brains. 
Th eir connective pathways and function have been re-
vealed in recent years in ways that were inconceivable 
only a decade ago.

Brain circuits and neurotransmitters have been tied 
to particular psychological disorders, but they also of-
fer possible avenues for treatment. Psychoactive drugs 
work by either increasing or decreasing the fl ow of var-
ious neurotransmitters—for example, increasing do-
pamine in the case of stimulant medications for ADHD 

(Vitiello, 2007). However, like the infl uence of genetics, 
changes in neurotransmitter activity may make people 
more likely or less likely to exhibit certain kinds of be-
havior in certain situations, but they do not cause the 
behavior directly. Table 2.1 summarizes the four neu-
rotransmitter systems most oft en mentioned in connec-
tion with psychological disorders, and is a useful guide 
to discussions of etiology in later chapters.

section summary
Biological Perspectives
• Brain functions undergo continual changes, described 

as neural plasticity, as they adapt to environmental 
demands.

• Genetic infl uences depend on the environment. Genetic 
endowment infl uences behavior, emotions, and thoughts; 
environmental events are necessary for this infl uence to 
be expressed.

• Neurobiological contributions to abnormal child behav-
ior include knowledge of brain structures, the endocrine 
system, and neurotransmitters, which perform their func-
tions in an integrated, harmonious fashion.
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Psychological Perspectives
Each major psychological perspective described in this 
section has value in explaining the development of psy-
chopathology. At the same time, each perspective has 
certain limitations and may be more or less applicable 
to any particular disorder or situation. Again, bear in 
mind that abnormal behavior results from transactions 
between environmental and individual infl uences. Chil-
dren’s inherited characteristics coupled with the experi-
ences and infl uences in their environment make them 
the way they are today. Also, some seemingly maladap-
tive behaviors, like excessive fearfulness or watchful-
ness, may in fact be understandable when considered in 
the context of the child’s environment if it involves pa-
rental abuse or school violence.

Our interest in psychological bases for abnormal be-
havior begins with a focus on the role of emotions in 
establishing an infant’s ability to adapt to her new sur-
roundings. To an infant who has limited means of ex-
pression and interpretation, emotions provide the ini-
tial fi lter for organizing so much new information and 
avoiding potential harm. Similarly, early relationships 
with one or more caregivers provide structure and reg-
ulation to these emotional responses. As the child de-
velops, cognitive processes like self-effi  cacy play a larger 
role in assisting the young child to make sense of her 
world and to reorganize earlier functions that may be 
unnecessary or even maladaptive as she faces new chal-
lenges involving language development, peer interac-
tions, and similar skills. As with brain development, 
things can go wrong at any point along this continuum 
of emotional and cognitive development as a function of 
the child’s interaction with her environment.

Emotional Infl uences

Emotions and aff ective expression are core elements of 
human psychological experience. From birth, they are a 
central feature of infant activity and regulation (Sroufe, 
2005). Th roughout our lives, emotional reactions assist 
us in our fi ght-or-fl ight response—to alert us to dan-
ger and to ensure our safety. From an evolutionary per-
spective, emotions give special value to events and make 
particular actions most likely to occur. In eff ect, emo-
tions tell us what to pay attention to and what to ig-
nore, what to approach and what to avoid. Given their 
important job, backed up by powerful stress-regulating 
hormones like cortisol, emotions are critical to healthy 
adaptation.

 Interest in emotional processes and their relation 
to abnormal child behavior has grown considerably in 

recent years (Lemerise, Fredstrom, Kelley, Bowersox, & 
Waford, 2006). Children’s emotional experiences, ex-
pressions, and regulation aff ect the quality of their social 
interactions and relationships, and thus are at the foun-
dation of early personality development. Researchers 
are discovering a wealth of information demonstrat-
ing the infl uential role of emotion in children’s lives. 
Emotions not only serve as important internal monitor-
ing and guidance systems designed to appraise events 
as being benefi cial or dangerous, but also provide mo-
tivation for action (Hastings, Zahn-Waxler, & Usher, 
2007).

Children have a natural tendency to attend to emo-
tional cues from others, which helps them learn to inter-
pret and regulate their own emotions. Th ey learn, from 
a very young age, through the emotional expressions of 
others (Bretherton, 1995). Within their fi rst year of life, 
they learn the importance of emotions for communica-
tion and regulation; by their second year, they have some 
ability to attribute cause to emotional expression. Of 
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The ability to infer another’s emotional state by reading 
facial, gestural, postural, and vocal cues has an important 
adaptive function, especially for infants and toddlers.
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particular interest to abnormal child psychology is the 
fi nding that children look to the emotional expression 
and cues of their caregivers to provide them with the in-
formation needed to formulate a basic understanding of 
what’s going on. To young children, emotions are a pri-
mary form of communication that permits them to ex-
plore their world with increasing independence (LaFre-
niere, 1999).

Emotion Reactivity and Regulation
We can divide emotional processes into two dimensions: 
emotion reactivity and emotion regulation. Emotion 
reactivity refers to individual diff erences in the thresh-
old and intensity of emotional experience, which pro-
vide clues to an individual’s level of distress and sensi-
tivity to the environment. Emotion regulation, on the 
other hand, involves enhancing, maintaining, or inhib-
iting emotional arousal, which is usually done for a spe-
cifi c purpose or goal (Southam-Gerow & Kendall, 2002). 
Jorge, for example, was emotionally reactive to certain 
academic tasks; he became upset and couldn’t concen-
trate. Th is emotional reaction could lead to poor regu-
lation, resulting in Jorge becoming distraught and dif-
fi cult to manage at times. Once again, a transactional 
process is at work, whereby emotional reactions prompt 
the need for regulation, which infl uences further emo-
tional expression.

A further distinction can be made between problems 
in regulation and problems in dysregulation. Regula-
tion problems involve weak or absent control structures, 
such as Jorge’s trouble concentrating in class; dysregula-
tion means that existing control structures operate mal-
adaptively (Izard, Youngstrom, Fine, Mostow, & Trenta-
costa, 2006). For example, a child may be fearful even 
when there is no reason in the environment to be fearful 
or anxious.

Children’s emotion regulation abilities, as oft en 
shown by their emotion reactivity and expression, are 
important signals of normal and abnormal development. 
Emotions also help young children learn more about 
themselves and their surroundings, as part of the process 
of learning to identify and monitor their feelings and be-
havior. Th e child–caregiver relationship plays a critical 
role in this process because it provides the basic setting 
for children to express emotions and to experience caring 
guidance and have limits placed on them. Authoritative 
parents establish limits for the child that are both sensi-
tive to the child’s individual development and needs and 
demanding of the child to foster self-control and healthy 
regulation (Maccoby & Martin, 1983). Because of its vital 
role in emotional development, the child–caregiver re-
lationship will surface again and again when we discuss 
childhood disorders.

Some forms of emotion dysregulation may be adap-
tive in one environment or at one time but maladaptive 
in other situations. Children who have been emotion-
ally and sexually abused may show shallow emotions, 
known as numbing, which is a symptom of a post-trau-
matic stress reaction that serves to protect the child from 
overwhelming pain and trauma (described in Chapter 
14). If numbing becomes a characteristic way of coping 
with stressors later in life, however, it may interfere with 
adaptive functioning and long-term goals.

Temperament and Early Personality Styles
You hear it all the time: “She was an easy baby, right from 
the fi rst day I brought her home from the hospital,” or 
“Sleep? What’s that? Since little Freddy was born, we are 
up all hours of the night, feeding, changing, and trying 
to soothe him.” Unmistakably, some infants are more 
placid than others, some are more active, and some are 
more high-strung, and these diff erences are oft en recog-
nizable in the fi rst few days or weeks of life (Th omas & 
Chess, 1977). What relevance does this have to abnor-
mal development?

Th e development of emotion regulation or dysregu-
lation is thought to derive from both socialization and 
innate predispositions, or temperament. Temperament 
refers to the child’s organized style of behavior that ap-
pears early in development, such as fussiness or fearful-
ness, which shapes the child’s approach to his or her en-
vironment and vice versa (Henderson & Wachs, 2007). 
Temperament is a subset of the broader domain of per-
sonality, so it is oft en considered an early building block 
of personality (Stright, Gallagher, & Kelley, 2008). Such 
constitutional predispositions do not imply a certain 
destiny leading to a psychological disorder; rather, a par-
ticular outcome appears to be based on a series of recip-
rocal interactions between innate predispositions (debil-
itative or protective) and situational circumstances, such 
as a supportive or stressful environment.

Th ree primary dimensions of temperament have rele-
vance to risk of abnormal child development (Rothbart & 
Posner, 2006):

1. Positive aff ect and approach. Th is dimension de-
scribes the “easy child,” who is generally approach-
able and adaptive to his or her environment and pos-
sesses the ability to regulate basic functions of eating, 
sleeping, and elimination relatively smoothly.

2. Fearful or inhibited. Th is dimension describes the 
“slow-to-warm-up child,” who is cautious in his or 
her approach to novel or challenging situations. Such 
children are more variable in self-regulation and 
adaptability, and may show distress or negativity to-
ward some situations.
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which relies more broadly on cognitive processes and 
explanations.

Most behavioral explanations assume that the child 
is best understood and described by behavior in a par-
ticular situation rather than in terms of stable traits. 
Although a child’s particular learning history is of 
interest, behavioral methods focus on the most prag-
matic, parsimonious explanation for a particular prob-
lem behavior. By the same reasoning, this approach rec-

3. Negative aff ect or irritability. Th is dimension describes 
the “diffi  cult child,” who is predominantly negative 
or intense in mood, not very adaptable, and arrhyth-
mic. Some children with this temperament show 
distress when faced with novel or challenging situa-
tions, and others are prone to general distress or ir-
ritability, including when limitations are placed on 
them.

Th ese temperament dimensions, or early self-regula-
tory styles, may be linked to the development of psycho-
pathology or risk conditions in several ways. In some in-
stances, a temperamental style may be highly related to 
a particular disorder. In other instances, the condition 
may develop from the features closely related to tem-
perament, but the condition itself may appear unrelated 
(Rothbart & Posner, 2006). For example, an infant’s ex-
treme sensitivity to emotional stimuli may contribute to 
a tendency to withdraw from others as a toddler or pre-
schooler; over time, this tendency may transform into an 
interpersonal style characterized by a self-reported lack 
of feeling toward others and, consequently, peer rejec-
tion or other risk conditions. Also, infant negative aff ect 
can contribute to maternal withdrawal or indiff erence, 
leading to insecure attachment and its associated risk 
conditions. Th ere is growing empirical evidence linking 
early behavioral styles to adult personality characteris-
tics, as described in Box 2.3.

To recap, emotion reactivity and regulation processes 
begin at birth and form recognizable patterns of infant 
temperament and later personality. Emotion regulation 
involves a variety of increasingly complex developmen-
tal tasks aided by the formation of healthy relationships 
and other environmental resources. Th e degree of inter-
ference with these tasks depends on the fi t between the 
child, her or his environment, and the interaction be-
tween the child and the environment. Emotion dysregu-
lation is believed to be the result of interference in the 
associated developmental processes.

Behavioral and Cognitive Infl uences

Behavioral and cognitive explanations for abnormal 
child behavior emphasize principles of learning and 
cognition, which shape children’s behavior and their 
interpretation of things around them. Behavioral and 
cognitive approaches diff er essentially in the extent to 
which they apply cognitive concepts and procedures to 
the understanding of behavior. Applied behavior analy-
sis, at one end of this continuum, focuses primarily on 
observable behavior and rejects the notion that cogni-
tive mediation is a necessary consideration for explain-
ing behavior. At the other end is social learning theory, 

A  C L O S E R  L O O K

B O X  2 . 3  Similarities in Children’s Early 
Behavioral Styles and Adult Personality

Caspi et al. (2003) conducted a landmark study of the con-
nection between early temperament style in children and 
their later personality traits as adults. These researchers 
observed 1000 children at age 3 and evaluated their tem-
perament along fi ve dimensions: Undercontrolled, Inhib-
ited, Confi dent, Reserved, and Well-adjusted. Twenty-three 
years later they conducted an assessment of these same 
individuals as adults, and found some interesting consis-
tencies in “personality style” over this length of time.

When observed at age 3, children classifi ed as Under-
controlled (10% of the sample) were rated as irritable, im-
pulsive, and restless. At age 26, these same individuals 
scored high on personality traits linked to “negative emo-
tionality.” They were easily upset and most likely to overre-
act to minor events, and they reported feeling mistreated, 
deceived, and betrayed by others. Children classifi ed as 
Inhibited (8% of the sample) were considered a bit fear-
ful and easily upset, and by age 26 they were described as 
unassertive and took little pleasure in life. The researchers 
found that the remaining three temperament groups did 
not display such dramatic personality profi les as adults, 
but a considerable amount of continuity in style did oc-
cur over time. Confi dent children (28% of the sample) were 
seen as friendly and eager to explore, and they were the 
least conventional and most extroverted as adults. Re-
served children (15% of the sample) were described as 
timid and somewhat uncomfortable, and by adulthood 
they described themselves as unassertive and were seen 
by others as being introverted. Finally, the Well-adjusted 
children (40% of the sample), who behaved in an age- and 
situation-appropriate manner at age 3, showed adult per-
sonality traits that closely resembled the average, well-
adjusted adult.

These fi ndings provide the longest and strongest evi-
dence to date that children’s early behavioral styles can 
forecast how they will typically behave, think, and feel as 
adults, supporting the assumption that the foundations of 
the human personality are laid in the early years of life.

Source: Caspi et al., 2003.
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ognizes that success in changing a problem behavior 
does not imply knowledge about its origin, but rather 
emphasizes contemporaneous causes, referred to as con-
trolling variables. Cognitive theorists, on the other hand, 
are interested in how certain thought patterns develop 
over time and how they relate to particular behavioral 
strategies, such as problem solving. Following is a re-
fresher on some of the major behavioral and cognitive 
theories.

Applied Behavior Analysis (ABA)
Based on B. F. Skinner’s classic studies, ABA examines 
the relationships between behavior and its antecedents 
and consequences, which is known as a functional ap-
proach to behavior. No implicit assumptions are made 
about underlying needs or motives that contribute to 
abnormal behavior; ABA describes and tests functional 
relationships between stimuli, responses, and conse-
quences. ABA is based on four primary operant learning 
principles, which explain how behaviors are acquired or 
changed as a result of particular consequences. Th ese 
four principles are probably familiar to you: Positive and 
negative reinforcement are any actions that increase the 
target response; extinction and punishment have the ef-
fect of decreasing a response. Children are quite ac-
complished at learning the contingencies between their 
behavior and its consequences, and have an uncanny 
ability to apply some of their own! Th ese principles of 
operant conditioning remain infl uential across a variety 
of applied areas—from basic experimental research to 
clinical treatment (DeGrandpre, 2000).

Classical Conditioning
Based on the extension of Pavlov’s famous learning tri-
als and Watson’s experiments with Little Albert (see 
Chapter 1), classical conditioning explains the acquisi-
tion of deviant behavior on the basis of paired associa-
tions between previously neutral stimuli (such as math 
problems) and unconditioned stimuli (such as food or 
criticism). Any neutral event can become a conditioned 
stimulus if it is paired enough times with an event that 
already elicits a certain response. Paired associations 
can help explain many adjustment problems in chil-
dren and adolescents, although we do not typically 
know what the original association may have been. In 
addition, more than one learning paradigm may occur 
at the same time. For this reason, dual learning expla-
nations for undesirable behavior are common (that is, 
combinations of features of both operant and classical 
conditioning).

Returning to Jorge’s problem, imagine that he as-
sociates reading (a neutral event) with humiliation or 

anxiety (unconditioned stimuli), which prompts him 
to escape or avoid the activity. His avoidance, in turn, 
is negatively reinforced by its consequences: His anxi-
ety decreases and he avoids feelings of humiliation. Th is 
analysis considers both instrumental (operant) and re-
spondent (classical) conditioning as part of his learn-
ing history. Can you think of possible environmental 
changes or contingencies that might modify Jorge’s be-
havior in a desirable fashion?

Social Learning and Cognition
Social learning explanations consider not only overt be-
haviors like Jorge’s school problems, but also the role of 
possible cognitive mediators that may infl uence the be-
haviors directly or indirectly. According to Albert Ban-
dura’s (1977, 1986) social learning explanation, behavior 
may be learned not only by operant and classical condi-
tioning, but also indirectly through observational (vicar-
ious) learning. Children can learn a new behavior merely 
by watching another person model the behavior, without 
apparent reinforcement or practice.

Social learning also incorporates the role of social 
cognition in acquiring desirable and undesirable be-

Children’s increasing cognitive abilities play a role in 
both normal and abnormal development.
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48 PART 1 Understanding Abnormal Child Psychology

havior. Social cognition relates to how children think 
about themselves and others, resulting in the formation 
of mental representations of themselves, their relation-
ships, and their social world. Th ese representations 
are not fi xed, but are continually updated on the basis 
of maturation and social interaction (Herrmann, Call, 
Hernández-Lloreda, Hare, & Tomasello, 2007). Chil-
dren’s ongoing cognitive development in reasoning, 
problem solving, and making attributions helps them 
make sense of who they are and how they relate to their 
surroundings. Moreover, social learning and social-cog-
nitive viewpoints also consider the role of aff ect and the 
importance of contextual variables, such as family and 
peers, in both the origins and maintenance of problem 
behaviors (Lemerise et al., 2006).

Like individual diff erences in temperament and 
emotion regulation, crucial diff erences exist in how chil-
dren process information and make sense of their so-
cial worlds. Like adults, children have a natural desire 
to evaluate their behavior in various circumstances, es-
pecially those involving some element of possible fail-
ure, harm, or personal risk. For some children, teens, 
and adults, these self-appraisals of performance may be 
based on faulty beliefs or distortions; for others, an at-
tributional bias about their ability or the intentions of 
others leads them to reinterpret the event in a way that 
fi ts their preexisting belief about themselves or others 
(“I got a good grade in math because the exam was too 
easy”; “He’s a jerk, so who cares if I tease him?”) (Dodge 
et al., 2003).

Since the fi rst description of observational learning 
in the early 1960s, cognitive models have grown in both 
richness and complexity, and their constructs appear 
quite oft en throughout this text. Cognitive distortions, 
insuffi  cient cognitive mediation, and attributional styles 
and expectations are important determinants in the de-
velopment and treatment of behavioral and emotional 
problems in children and adolescents (Crick & Dodge, 
1994; Kendall, 2000).

section summary
Psychological Perspectives
• Emotion reactivity and regulation are critical aspects of 

early and subsequent development, aff ecting the quality 
of children’s social interactions and relationships through-
out their life span.

• Three major approaches to abnormal behavior, based on 
principles of learning, are applied behavior analysis, prin-
ciples of classical conditioning, and social learning and 
social cognition theories. Social learning and social cog-
nition theories place more signifi cance on cognitive pro-
cesses and overt behavior.

Family, Social, and 
Cultural Perspectives
In addition to biological and psychological infl uences, 
children’s normal and abnormal development depends 
on social and environmental contexts. Understand-
ing context requires a consideration of both proximal 
(close-by) and distal (further-removed) events, as well as 
those that impinge directly on the child in a particular 
situation at a particular time. We consider these wide-
ranging environmental conditions and learning experi-
ences in relation to the family and peer context and the 
social and cultural context.

What exactly do we mean when we refer to a child’s 
environment? Family? Peer groups? Clean air? To ap-
preciate the complex network that constitutes a child’s 
world and contributes to maladjustment, we need to go 
beyond the traditional view of the environment as be-
ing unidimensional or narrowly defi ned. A child’s envi-
ronment is constantly changing in relation to its many 
components, much as a lake or stream is aff ected by a 
proximal event, such as a rainstorm, as well as more dis-
tal events, such as the seasons.

Environmental infl uences are then further subdivided 
into shared and nonshared types. Shared environment 
refers to those environmental factors that produce simi-
larities in developmental outcomes among siblings in the 
same family. For example, if siblings are more similar 
than expected from only their shared genetics, this im-
plies an eff ect of the environment they share, such as be-
ing exposed to marital confl ict or poverty, or being par-
ented in a similar manner. In the example of identical 
twins, shared environmental infl uence is estimated in-
directly from correlations between twins by subtracting 
the heritability estimate from the MZ twin correlation. 
Nonshared environment, which refers to environmen-
tal factors that produce behavioral diff erences among 
siblings, can then be calculated by subtracting the MZ 
twin correlation from 1.0 (Pike & Plomin, 1996).

Interestingly, it is nonshared environmental factors 
that create diff erences among siblings that seem to con-
tribute to a large portion of the variation. Environmen-
tal factors that have been postulated as nonshared in-
clude diff erential treatment by parents, peer infl uences, 
and school environment (Eley & Lau, 2005).

Figure 2.7 depicts Bronfenbrenner’s (1977) ecologi-
cal model, which shows the richness and depth of the 
various layers of a child’s environment by portraying it 
as a series of nested and interconnected structures. Note 
that the child is at the center of this sphere of infl uence, 
which contains various levels interconnected in mean-
ingful ways. Th e child’s immediate environment be-
gins with family members and home surroundings, but 
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it quickly grows more complex as the child enters pre-
school, visits neighborhood parks, and makes friends.

Social settings also aff ect the child, even when the 
child does not directly experience these infl uences. Par-
ents’ friends and jobs, the availability of family support 
services such as health and welfare programs, and simi-
lar community resources and activities that are positive 
and negative make up the child’s larger social framework 
(Sameroff , 2006). Finally, though far removed from the 
child’s day-to-day activities, cultural ideology or iden-
tity governs how children should be treated (the sanc-
tioning of corporal punishment), what they should be 

taught, and what goals are important to achieve (Achen-
bach & Rescorla, 2007). Th ese levels of environmental 
infl uences and their reciprocal connections (they aff ect 
the child, and the child aff ects them) are key elements 
in understanding the nature of child abuse and neglect, 
eating disorders, and many other disorders.

Infant–Caregiver Attachment

Th e study of abnormal development has profi ted from 
extensive work on child–caregiver relationships; this 
has painted a dramatic picture of the importance of 

F I G U R E  2 . 7  An ecological model of environmental infl uences.
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50 PART 1 Understanding Abnormal Child Psychology

early caregiver attachment to a child’s emotional health 
(Sweeney, 2007). Bowlby (1973, 1988) integrated aspects 
of evolutionary biology with existing psychodynamic 
conceptions of early experiences to derive his theory of 
attachment. Attachment refers to the process of estab-
lishing and maintaining an emotional bond with par-
ents or other signifi cant individuals. Th is process is on-
going, typically beginning between 6 and 12 months 
of age, and provides infants with a secure, consistent 
base from which to explore and learn about their world 
(Sroufe, 2005).

In attachment theory, instinctive behaviors are not 
rigidly predetermined but rather become organized into 
fl exible, goal-oriented systems through learning and 
goal-corrected feedback. Bowlby reasoned that infants 
are “preadapted” to engage in relationship-enhancing 
behaviors such as orienting, smiling, crying, clinging, 
signaling, and, as they learn to move about, proximity 
seeking. In order to survive, however, infants must be-
come attached to a specifi c person (or persons) who is 
available and responsive to their needs. Adults are simi-
larly equipped with attachment-promoting behaviors to 
respond to an infant’s needs, which are complementary 
to the needs of the infant—smiling, touching, holding, 
and rocking.

Th e evolving infant–caregiver relationship helps 
the infant regulate her or his behavior and emotions, 
especially under conditions of threat or stress. Accord-
ingly, attachment serves an important stress-reduction 
function. Th e infant is motivated to maintain a balance 
between the desire to preserve the familiar and the de-
sire to seek and explore new information. Self-reliance 
develops when the attachment fi gure provides a secure 
base for exploration (Bretherton, 1995). Moreover, a 
child’s internal working model of relationships—what 
he or she expects from others and how he or she re-
lates to others—emerges from this fi rst crucial relation-
ship and is carried forward into later relationships. Th e 
three major organized patterns of attachment (and one 
disorganized pattern) are summarized in Table 2.2, 
along with their theoretical and empirical links to vari-
ous forms of psychopathology. Keep in mind, however, 
that attachment features constitute only one aspect of 
human relationships. Insecure attachments have been 
implicated in a number of childhood disorders, but 
no one-to-one correspondence exists between specifi c 
patterns of attachment and particular disorders (Sroufe, 
2005).

The Family and Peer Context

Child psychopathology research has increasingly fo-
cused on the role of the family system, the complex re-
lationships within families, and the reciprocal infl u-

ences among various family subsystems. Th ere is a need 
to consider the processes occurring within disturbed 
families, and the common and unique ways these pro-
cesses aff ect both individual family members and sub-
systems. Within the family, the roles of the mother–
child (O’Connor, 2002) and marital (Schermerhorn, 
Cummings, DeCarlo, & Davies, 2007) subsystems have 
received the most research attention, with less attention 
being given to the role of siblings (Linares, 2006) or fa-
thers (Cassano, Adrian, Veits, & Zeman, 2006).

Family systems theorists argue that it is diffi  cult to 
understand or predict the behavior of a particular fam-
ily member, such as a child, in isolation from other fam-
ily members (P. A. Cowan & C. P. Cowan, 2006). Th is 
view is in line with our earlier discussion of underly-
ing assumptions about children’s abnormal develop-
ment—relationships, not individual children or teens, 
are oft en the crucial focus. Th is view, however, is oft en 
at odds with mainstream psychological and psychiatric 
approaches to psychopathology, yet it is compatible with 
developmental processes.

More and more, the study of individual factors and 
the study of the child’s context are being seen as mutu-
ally compatible and benefi cial to both theory and inter-
vention. Furthermore, the manner in which the family, 
as a unit, deals with typical and atypical stresses plays 
an instrumental role in children’s adjustment and adap-
tation. Stress brings about change, growth, and reorga-
nization of families (P. A. Cowan & C. P. Cowan, 2006). 
Th e outcome of stressful events depends in part on the 
nature and severity of the stress, the level of family func-
tioning prior to the stress, and the family’s coping skills 
and resources. Some of the more infl uential family-
related issues raised in discussions of childhood disor-
ders are parental depression, child abuse, parental alco-
holism, parental divorce, marital violence, and parental 
criminality.

Although quite distinct, these major family and in-
dividual issues share a common thread in terms of their 
impact on child development: Th ey disrupt, disturb, or 
interfere with consistent and predictable child care and 
basic necessities. Such disruption or impairment, in 
turn, aff ects the child’s ability to form satisfactory rela-
tionships with peers, teachers, and other adults (Samer-
off , 2006).

section summary
Family, Social, and Cultural Perspectives
• Attachment approaches to abnormal child behavior em-

phasize the evolving infant–caregiver relationship, which 
helps the infant regulate behavior and emotions, espe-
cially under conditions of threat or stress.
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• Children’s normal and abnormal development depends 
on a variety of social and environmental settings, includ-
ing the child’s family and peer system and the larger so-
cial and cultural context.

Looking Ahead
Society’s understanding of children’s healthy, nor-
mal development has been gradually evolving toward a 
more holistic, health-promoting orientation, which is 
impacting the defi nitions and services related to chil-
dren’s mental health (McClure, 2000). Th is emerging 
dynamic, interactive view of health recognizes the im-
portance of both individual and environmental factors 
in achieving positive development. Th e neuroscience 

and ecological perspectives on human health and 
behavior add momentum to this growing view because 
they consider human adaptation within its normal 
context.

Children’s health and successful adaptation are to-
day seen as worthy and appropriate aspects of the study 
of abnormal child psychology. Along with an increased 
emphasis on health promotion, today’s research and 
thinking accept the notion that various childhood disor-
ders share many clinical features and causes. Health pro-
motion encourages changes, opportunities, and com-
petence to achieve one’s health potential (R. M. Kaplan, 
2000). When applied to children, this view recognizes 
the multicausal and interactive nature of many child and 
adolescent psychological disorders and the importance 
of contextual factors. It also speaks to the importance of 

T A B L E  2 . 2  Types of Attachment and Their Relation to Disordered Outcomes

 Description During  Possible Infl uence Possible Disordered
Type of Attachment Strange Situation1 on Relationships Outcomes

Secure Infant readily separates from Individuals with secure Although individuals with
 caregiver and likes to explore. attachment histories secure attachments may
 When wary of a stranger or tend to seek out and suff er psychological
 distressed by separation, make eff ective use of distress, their relationship
 the infant seeks contact and supportive relationships. strategy serves a protective
 proximity with caregiver; the  function against disordered
 infant then returns to exploration  outcomes.
 and play after contact. 

Insecure  Infant engages in exploration, As children and adults, Conduct disorders;
Anxious,  but with little aff ective individuals with an insecure, aggressive behavior;
avoidant type interaction with caregiver. avoidant pattern of early depressive symptoms
 Infant shows little wariness attachment tend to mask (usually as a result of
 of strangers, and generally emotional expression. They failure of self-reliant 
 is upset only if left alone. often believe they are image).
 As stress increases, invulnerable to hurt, and 
 avoidance increases. others are not to be trusted. 

Insecure  Infant shows disinterest in or As children and adults, Phobias; anxiety; psycho-
Anxious,  resistance to exploration and individuals with an insecure,  somatic symptoms; 
resistant type play, and is wary of novel resistant pattern of early depression.
 situations or strangers. attachment have diffi  culties
 Infant has diffi  culty managing anxiety. They tend
 settling when reunited to exaggerate emotions and
 with caregiver, and may maintain negative beliefs
 mix active contact-seeking about the self.
 with crying and fussiness.

Disorganized,  Infant lacks a coherent  Individuals with disorganized, No consensus, but
disoriented type strategy of attachment.  disoriented style show an generally a wide range
(not an organized Appears disorganized  inability to form close of personality disorders
strategy) when faced with a novel  attachments to others;  (van Ijzendoorn, Schuengel, &
 situation and has no  may show an indiscriminate Bakermans-Kranenburg, 
 consistent pattern of  friendliness (little selective 1999).
 regulating emotions. attachment).

1The Strange Situation is a method of assessing infant–caregiver attachment. It involves a series of increasingly stressful separations and reunions that resemble typical daily occur-
rences, such as meeting strangers and being left alone (Ainsworth, Blehar, Waters, & Wall, 1978).

Note: The relationships between attachment styles and abnormal development are based on both theoretical and empirical fi ndings, summarized in E. A. Carlson and Sroufe (1995).
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balancing the abilities of individuals with the challenges 
and risks of their environments (Masten & Curtis, 2000). 
Th roughout the text we return to the many ways abnor-
mal child psychology can be studied in a developmen-
tally sensitive, systems-oriented manner.

Th ese conceptual shift s are gradually changing the 
face of mental health and educational services for chil-
dren and youths, with important implications for pe-
diatrics, psychology, psychiatry, social work, nursing, 
education, and child development. How individuals 
think about health, how daily life is organized and ex-

perienced, how social policy is developed, how social 
resources are allocated, and how people are trained to 
implement these policies have reached their greatest po-
tential in history for achieving major improvements in 
services to assist younger populations who cannot speak 
for themselves (President’s New Freedom Report, 2003). 
Although this tremendous impact on the fi eld of men-
tal health, and on children and youths in particular, has 
not yet become reality (Cicchetti et al., 2000), we are en-
couraged by how society has progressed in addressing 
the needs of children.
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IN THIS CHAPTER, we look at the process of research and the many 
challenges faced by those who study children with problems and their 

families. Although people diff er on the specifi cs, research is generally 
viewed as a systematic way of fi nding answers to questions—a method 
of inquiry that follows certain rules.

A Scientifi c Approach
In this chapter you will learn ways in which scientifi c research strategies can be 
used to understand children with problems and how they can be helped. A sci-
entifi c approach investigates claims in organized ways that improve on common 

C H A P T E R  P R E V I E W

3 Research

If we knew what it was we were doing, it would not be called research, would it?
—Albert Einstein (1879–1955)
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dren more aggressive, day care has a harmful eff ect 
on children’s emotional adjustment) oft en depends on 
which “expert” we ask.

Second, research studies that appear in mainstream 
media are frequently oversimplifi ed, and the way in 
which fi ndings are presented can make them more or 
less believable. For example, people are more likely to 
agree with the fi ndings of a study when the fi ndings are 
presented with a photo of a brain image, compared to 
the same fi ndings presented without a brain image or 
by using a bar graph (McCabe & Castel, 2008). In the 
absence of information about the limitations of brain 
imaging procedures, fi ndings can be misrepresented or 
misunderstood.

Th ird, research fi ndings in abnormal child psychol-
ogy are oft en in confl ict with one another. For example, 
most studies fi nd that elementary-school-age girls are 
more prone to depression than boys, but some report 
higher rates of depression in boys, and other studies re-
port no diff erences. How do we make sense out of in-
consistent and sometimes contradictory fi ndings? As we 
will discuss in this chapter, confl icting fi ndings are of-
ten the result of how diff erent studies are conducted—
for example, the way depression is defi ned or how chil-
dren for the study are selected (e.g., from clinics versus 
the general population).

A fourth reason for skepticism is that research has 
led to diff erent recommendations regarding how chil-
dren with problems should be helped. In some cases the 
same treatment (e.g., antidepressant medication) has 
been shown to be helpful, to have no eff ects, or to be 
harmful. As one practitioner put it aft er hearing about 
an eff ective new treatment method at a conference, “I’d 
better hurry home and use it quickly before a study is 

sense and casual observations. Science requires that a 
claim be based on theories backed up by data from well-
designed studies, and that observations be checked and 
repeated before conclusions are drawn. A scientifi c ap-
proach is especially important in abnormal child psy-
chology. Although relationships between variables of in-
terest may seem obvious when observed casually—a child 
consumes too much sugar and becomes hyperactive—
these relationships are oft en not as straightforward as 
they seem. What we initially may think is a simple con-
nection between cause and eff ect may be obscured by 
complex interactions and a combination of variables. 
Parents and professionals who work with children have 
a tendency to interpret and relate information according 
to their own belief systems and experience. Th ese rela-
tionships can sometimes become fi rmly established, in-
dependent of whether they are supported by facts. Even 
when new information comes along, such as studies in-
dicating a lack of correlation between sugar and hyper-
activity, one’s previous views or understanding can be 
diffi  cult to change.

Considerable folklore and numerous home remedies 
and fad treatments ranging from chicken soup to swim-
ming with dolphins characterize the fi eld of abnormal 
child psychology. Simple explanations, such as “sugar 
causes hyperactivity,” or simple solutions, such as “spare 
the rod and spoil the child,” may appeal to parents or 
teachers because they promise an easy answer or quick 
remedy for a complex problem. Folklore and fad treat-
ments, unintentionally or otherwise, play to the vulnera-
bilities of parents of children with problems, parents who 
desperately want the best for their children. More oft en 
than not, easy answers or quick remedies don’t work, and 
sometimes they bring unfortunate consequences and 
costs for children with problems and their families.

People have always shown some skepticism about 
scientifi c research leading to new knowledge. Consider 
the following comments:

Aft er a few more fl ashes in the pan, we shall hear very 
little more of Edison and his electric lamp. Every claim he 
makes has been tested and proved impracticable. 
(New York Times, January 16, 1880)

Louis Pasteur’s theory of germs is ridiculous fi ction. 
(Pachet, professor of physiology [Toulouse, 1872])

Fortunately, the lightbulb, pasteurization, and many 
other ideas once viewed with skepticism have clearly 
caught on. Nevertheless, good reasons exist for skepti-
cism toward research in abnormal child psychology. 
First, experts on childhood problems frequently dis-
agree. Newspapers, magazines, websites, and TV talk 
shows provide a steady diet of confl icting opinions. Th e 
answer we get (e.g., violence on television makes chil-

Recent research in abnormal child psychology has led to 
important new discoveries.
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cate. Using this method, a facilitator provides manual 
assistance by lightly holding a child’s hand, wrist, or 
arm (see photo), while the child supposedly communi-
cates by typing on a keyboard or by pointing to letters 
on an alphabet board. Th e alleged purpose of the man-
ual assistance by the facilitator is to help the child press 
the keys that she or he wants to press—not to infl uence 
key selection. However, because the assistance is contin-
ued indefi nitely, the possibility of direct infl uence by the 
facilitator exists.

Facilitated communication received widespread ex-
posure in the media when it was reported that children 
who received it showed feats of literacy and intellec-
tual competence far exceeding their presumed abilities 
(Biklen, 1990). Th e results were considered remarkable 
because the typical youngster using facilitated commu-
nication had a lifelong history of autism, profound men-
tal retardation, or both and had never talked (Jacobson, 
Mulick, & Schwartz, 1995). Proponents claim that, with 
this method, children with autism can generate phrases 
and sentences describing complex memories and feel-
ings and demonstrate other advanced language skills 
(Biklen & Cardinal, 1997).

However, critics of facilitated communication view 
the method as quackery—no diff erent than a Ouija 
board. Are the extraordinary outcomes attributed to fa-
cilitated communication fact, or are they fi ction? Scien-
tifi c research would indicate fi ction. Controlled studies 
have consistently found that the child’s supposed com-
munication is being controlled by the facilitator (Mos-
tert, 2001). For example, in one revealing study diff erent 
questions were delivered through headphones to facilita-
tors and clients (the facilitators and clients were unaware 
that the questions were diff erent). Th e resulting answers 

published to show that it doesn’t work!” Many conclu-
sions from research with children are qualifi ed—rarely 
are there clear-cut answers. A moderate amount of dis-
cipline is good; too little or too much discipline is bad. 
Certain treatments may work for some children but not 
for others, for older but not for younger children, or for 
children with certain cultural backgrounds but not for 
others.

Finally, even when scientifi c evidence is relatively 
clear and produces a consensus, many parents and pro-
fessionals may dismiss the fi ndings because they have 
encountered an exception, usually one drawn from per-
sonal experience. For example, despite the large amount 
of research showing that the habitual use of harsh physi-
cal punishment by parents can have extremely negative 
eff ects on children, a parent may still say, “My father 
used his belt on me when I was a kid and it sure taught 
me how to behave properly!”

Because no single study is perfect, it is important to 
be an informed consumer and to keep in mind that it is 
the accumulation of fi ndings—not one study—that ad-
vances the fi eld. Research using a scientifi c approach in 
abnormal child psychology has led to exciting new ad-
vances in understanding children with problems and 
how they can best be helped. For example, in Chapter 10, 
we discuss recent studies that have identifi ed brain ab-
normalities in children with autism that may tell us why 
these children have diffi  culty making social connections 
with people. Other research using home videotapes 
of 12-month-old infants who are later diagnosed with 
autism at 2 to 3 years of age has identifi ed early social 
markers for autism such as the infant “not responding to 
her name when called” or “rarely making eye contact.” 
Discovery of these markers makes it possible to identify 
children with autism at a younger age than ever before. 
Th is is critical because the earlier a child with autism re-
ceives help, the better the outcome. In studies of autism 
and other disorders, fi ndings from study to study do not 
always agree. Nevertheless, the accumulation of fi ndings 
from scientifi c research into the neurobiology, early so-
cial development, and intervention for children with au-
tism has greatly advanced our understanding of this dis-
order and continues to suggest new ways to help these 
children.

When Science Is Ignored
Th e example of facilitated communication illustrates 
some of the lessons to be learned when scientifi c meth-
ods and evidence are ignored or dismissed. Facilitated 
communication is a seemingly well-meant but highly 
controversial and misused procedure for teaching chil-
dren with autism and other impairments to communi-

Hand placement, with facilitator (participant) below and 
communicator (confederate) above.
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56 PART 1 Understanding Abnormal Child Psychology

research designs used to study problems in children. In 
the last section, we discuss important ethical and prag-
matic issues.

section summary
A Scientifi c Approach
• A scientifi c approach to abnormal child psychology is a 

way of thinking about how best to understand and an-
swer questions of interest, not just an accumulation of 
specifi c methods, practices, or procedures.

• Science requires that theories be backed up by evidence 
from controlled studies and that observations be checked 
and repeated before conclusions are drawn.

• Facilitated communication meets many of the criteria of 
pseudoscience because demonstrations of benefi t are 
based on anecdotes or testimonials, the child’s baseline 
abilities and the possibility of spontaneous improve-
ment are ignored, and typical scientifi c procedures are 
disavowed.

• What distinguishes science from pseudoscience is that 
scientists play by the rules of science, are prepared to ad-
mit when they are wrong, and are open to change.

The Research Process

Science is not a collection of facts, any more than opera 
is a collection of notes. It’s a process, a way of thinking, 
based on a single insight—that the degree to which an 
idea seems true has nothing to do with whether it is true, 
and that the way to distinguish factual ideas from false 
ones is to test them.

—Ferris (1998)

Research in abnormal child psychology is best charac-
terized as a multistage process involving key decisions at 
various points. Th e process typically begins with the re-
searcher developing a hypothesis (research question) on 
the basis of observation, theory, and previous fi ndings, 
and deciding on a general approach to research. Th e 
next stage involves identifying the sample to be studied, 
selecting measurement methods, and developing a re-
search design and procedures. Th e research design and 
procedures must balance practical considerations with 
the adequacy of the research to address the hypotheses 
under investigation. Th e fi nal stage consists of gathering 
and analyzing the data and interpreting the results in re-
lation to theory and previous fi ndings in an attempt to 
resolve the problem that initially led to the research. In 
this ongoing process, fi ndings and interpretations from 

by the client were found to match the questions given to 
the facilitator, not the client, indicating that it was the 
facilitator who was doing the communicating (Wheeler, 
Jacobson, Paglieri, & Schwartz, 1993).

Unfortunately, facilitated communication continues 
to be used each day with thousands of youngsters with 
disabilities throughout the world, which illustrates the 
potentially damaging eff ects of using practices not based 
on scientifi c evidence (Lilienfeld, 2007). As refl ected in 
the following comments by the father of a young boy 
with autism, parents who want the best for their chil-
dren are particularly vulnerable to the false promise of 
questionable interventions:

Professionals are very quick to dismiss the abilities of 
autistics. . . . So when facilitated communication propo-
nents say they have found a way around the wall, parents 
are quick to believe. . . . But . . . the workshops can cost 
$250. Th e equipment $800 more. And what do we get for 
our money? Parents themselves “can’t facilitate,” they tell 
us. Our children will require facilitated communication 
for life, they say, and will never communicate on their 
own. . . . In short, the price we are asked to pay in an ef-
fort to communicate with our children is to allow strang-
ers into our families to mediate our relationships with 
our own kids and to accept everything the stranger tells 
us on blind faith. (Mark S. Painter, Sr. [Dillon, 1993])

Facilitated communication is of special interest to 
our discussion of a scientifi c approach to research be-
cause it meets many of the criteria of pseudoscience: 
demonstrations of benefi t are based on anecdotes or tes-
timonials, the child’s baseline abilities and the possibil-
ity of spontaneous improvement are ignored, and related 
scientifi c procedures are disavowed.

Th e diff erences between scientifi c and pseudoscien-
tifi c claims are not simply whether they are based on 
evidence or not (Finn, Bothe, & Bramlett, 2005). As we 
discuss later in this chapter, it is the quality of the evi-
dence, how it was obtained, and how it is presented that 
are crucial in evaluating whether claims are scientifi cally 
believable. Scientists are certainly capable of making in-
correct claims. What distinguishes them from pseudo-
scientists is that they play by the rules of science, are pre-
pared to admit when they are wrong, and are open to 
change (Lilienfeld, Lynn, & Lohr, 2003). Because a scien-
tifi c approach to research is diverse and complex, many 
criteria, methods, and practices are necessary to depict 
how this approach is applied in abnormal child psychol-
ogy. Th is will be our focus in the sections that follow, 
where we consider the research process in abnormal 
child psychology, from the ideas and questions that re-
searchers who study childhood disorders typically seek 
to address, to the research process, to the methods and 
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W H I T N E Y

Always Sad

I don’t understand why Whitney is so sad all the time. She’s 

continually arguing with her brother, hates school, and has no 

friends. She’s always been a moody child, but became much 

worse after my husband and I divorced. Is her sadness due to her 

moody personality, the divorce, or is something at home or at 

school making her feel this way?

T I T O

Constantly Fighting

Tito is constantly fi ghting with other kids at school. He never does 

what we ask him to do. When things don’t go his way, he has a 

full-blown tantrum and throws and breaks things. My husband 

thinks Tito’s just a tough kid, and that all he needs is fi rm disci-

pline. He uses his belt a lot with Tito, but it doesn’t seem to make 

a diff erence. I’m really worried. Will Tito outgrow his behavior? Is 

my husband being too strict? What can I do about it?

Th ese are typical questions that parents ask about their 
children’s problem behavior and development. Th ey are 
also questions that spawn research into abnormal child 
behavior: for example, research on the impact of divorce 

the study can then be used to generate future research 
questions and stimulate further research.

Th e main stages of the research process are summa-
rized in Figure 3.1. Keep in mind that ethical consider-
ations in conducting research with children and fami-
lies must be considered at every stage of this process. We 
discuss these ethical considerations in the fi nal section 
of this chapter, “Ethical and Pragmatic Issues.”

Since there is no one “correct” approach to research, 
most problems in abnormal child psychology are best 
studied by using multiple methods and strategies. Re-
search is much like any decision-making process. Th is 
process requires an understanding of the conceptual, 
methodological, and practical considerations that per-
mit the researcher to make informed decisions about 
when certain research methods and strategies are ap-
propriate and when they are not. To study abnormal 
child psychology, researchers must include research de-
signs and methods of data analysis that can identify di-
rect and indirect eff ects and diff erent causal pathways 
for various disorders (Cicchetti & Hinshaw, 2003). We 
discuss common research questions and topics in ab-
normal child psychology in the sections that follow, ad-
dressing specifi c issues encountered at diff erent stages of 
the research process.

Common Research Questions and Topics

Parents typically ask similar questions about their chil-
dren, and the cases of Whitney (age 14) and Tito (age 7) 
provide examples. Such questions raise several initial is-
sues for researchers, pointing to areas of inquiry.

Theory/Previous Research
Hypotheses/Predictions

General Approach to Research

Data Collection
Data Analysis

Interpretation of Findings

Identifying the Sample
Selecting Measures

Research Design and Procedures

F I G U R E  3 . 1  The research process in abnormal child psychology.
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58 PART 1 Understanding Abnormal Child Psychology

As we noted in Chapter 1, about 10% to 20% of chil-
dren worldwide have a clinically diagnosable disorder, 
and many more exhibit specifi c symptoms or subclinical 
problems (Belfer, 2008). However, overall rates obscure 
the enormous variability in reported rates from study to 
study. It can be very confusing when one study reports a 
prevalence rate of 1% and another reports a rate of 20% 
for the same disorder and at roughly the same point in 
time. Similarly, rates of reported problems in children 
have been found to vary from 6% to 20% when reported 
by teachers and from 10% to 40% when reported by par-
ents (Costello & Angold, 2006). Some studies would 
lead you to conclude that almost every child you en-
counter has a problem; for others, the problem is so rare 
you wonder whether it even exists. Which conclusion is 
accurate?

To answer this question we must know something 
about epidemiological research and how estimates of the 
number of cases (e.g., children with a problem or disor-
der) are made. Cases may be defi ned in terms of single 
symptoms, multiple symptoms, or patterns of symptoms 
with likely causes and associated characteristics. Esti-
mates of prevalence vary widely depending on which 
defi nition we use, with estimates based on single symp-
toms being much higher than those based on patterns of 
symptoms. Case defi nition in abnormal child psychol-
ogy is complex because children don’t refer themselves 
for treatment. Th erefore, equating illness with seek-
ing treatment can be misleading. Th e factors that lead 
to referral sometimes have more to do with the child’s 
parents, teachers, or doctor than with the child’s behav-
ior. Th erefore, it is important that we study problems in 
children who are not referred to clinics for treatment as 
well as those who are. Th roughout this book you will 
see many examples of striking diff erences in prevalence 
rates and other research fi ndings depending on whether 
children from clinics or from community samples are 
the focus of study.

Prevalence rates also vary depending on whether 
cases are defi ned in terms of patterns of symptoms, im-
pairment in functioning (e.g., diffi  culties at home or at 
school), or both. Fewer cases are identifi ed when both 
symptoms and impairment in functioning are used than 
when defi nitions are based on either one or the other.

Th e rate and expression of childhood symptoms and 
disorders oft en vary in relation to demographic and 
situational factors, such as socioeconomic status (SES) 
(e.g., the social, economic, and physical environment 
in which the child lives as refl ected in measures such as 
family income, education, or occupation), parents’ mari-
tal status, and the child’s age, gender, and cultural back-
ground, to name but a few. Consequently, these variables 
must be assessed and controlled for in most studies. 
For example, children from one ethnic group may dis-

on children’s mood and behavior in Whitney’s case, or 
whether fi ghting and destructive behavior are likely to 
decrease with age in the case of Tito. As we have noted, 
research typically begins with a hypothesis based on a 
theory, which predicts certain outcomes or behavior. 
Research hypotheses guide the researcher’s choice of 
methods and the research designs most appropriate for 
answering certain questions. Research questions and 
topics are oft en based on the theories of atypical devel-
opment and behavior (discussed in Chapter 2). Some 
research studies test predictions drawn from a single 
theory, whereas other studies test predictions based on 
diff erent theories. When little or no theoretical knowl-
edge is available, investigators may also develop a re-
search question without an explicit prediction. For ex-
ample, are more children depressed these days than a 
generation ago? Is child abuse more prevalent in our so-
ciety than in other parts of the world?

Nature and Distribution 
of Childhood Disorders
Th is topic concerns how disorders are defi ned, diag-
nosed, and expressed at diff erent ages and in diff erent 
settings. Related questions are directed at patterns of 
symptoms, base rates for various problems and compe-
tencies, and natural progressions of problems and com-
petencies over time. Such questions are frequently ad-
dressed through epidemiological research, which is the 
study of the incidence, prevalence, and co-occurrence of 
childhood disorders and competencies in clinic-referred 
and community samples (Costello, Egger, & Angold, 
2005). Incidence rates refl ect the extent to which new 
cases of a disorder appear over a specifi ed period, for ex-
ample, the number of youths who develop a depressive 
disorder during the school year. Prevalence rates refer 
to all cases, whether new or previously existing, observed 
during a specifi ed period of time, for example, the num-
ber of teens with conduct disorder in the general popu-
lation during 2007 and 2008. Estimates of incidence and 
prevalence can be obtained over a short period, such as 
6 months, or over a much longer period. For example, 
lifetime prevalence indicates whether children in the 
sample have had the disorder at any time.

Knowledge about the risk for, and expression of, an 
individual disorder over the life course helps us under-
stand the nature of the disorder and use this under-
standing as the basis for prevention and treatment (Cos-
tello & Angold, 2006). For example, studies of teens over 
time have found depression to be a recurrent disorder 
with poor long-term outcomes for many youngsters. 
Th is knowledge about the course of the disorder has re-
sulted in promising new approaches to preventing and 
treating depression in young people, which we present 
in Chapter 8 on mood disorders.
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that a risk factor increases the chances for a certain out-
come. It does not mean that it will occur; this will de-
pend on other factors. Obviously, most children of par-
ents who divorce do not become depressed. Divorce is 
not necessarily a cause of a youngster’s depression and 
low self-esteem, but it can be a risk factor (Hethering-
ton, Bridges, & Insabella, 1998). A protective factor is a 
positive variable that precedes an outcome of interest 
and decreases the chances that a negative outcome will 
occur. Th e close relationship enjoyed by Whitney and 
her mother may serve as a protective factor against fu-
ture episodes of depression.

Research into risk and protective factors oft en re-
quires that large samples of children be studied and that 
multiple domains of child functioning—physical, in-
tellectual, psychosocial—be assessed over long periods 
of time. Th is is necessary because (1) only a small pro-
portion of children at risk for a problem will actually 
develop the disorder; (2) the areas of child function-
ing that will be aff ected, and how they will be aff ected, 
are not known in advance; and (3) the ages at which a 
disorder may occur or reoccur are also not known in ad-
vance. Sometimes the eff ects of exposure to a risk fac-
tor during infancy or early childhood may not be vis-
ible until adolescence or adulthood. Th e possibility that 
delayed, or sleeper, eff ects will occur complicates the 
study of risk and protective factors, since children must 
be studied for many years if delayed eff ects are to be 
detected.

Finally, other variables are causes. Th ey infl uence, ei-
ther directly or indirectly through other variables, the 

play higher rates of learning problems than those from 
 another ethnic group and may also have a lower SES. If 
we don’t take SES into account we might conclude that 
diff erences in learning are related to ethnicity when in-
stead they are a function of factors associated with lower 
SES such as poor nutrition or fewer learning opportuni-
ties. Similarly, although conduct problems are reported 
to be more frequent in African American than in Cauca-
sian youngsters (McLaughlin, Hilt, & Nolen-Hoeksema, 
2007), this fi nding is likely an artifact related to SES. 
Th at is, conduct problems are more prevalent in low-
SES families, and since African American children are 
overrepresented in such families in North America, it 
is likely that the link between race and conduct prob-
lems is accounted for by stressful conditions associated 
with growing up in a poor family (Bird et al., 2001). In 
support of this, few diff erences in conduct problems in 
African American versus Caucasian youth are reported 
for primarily middle-class samples (Sameroff , Peck, & 
Eccles, 2004). Th e importance of cultural diff erences is 
highlighted in Box 3.1, which shows an example of ep-
idemiological research into the types of child behavior 
problems reported by parents in seven cultures.

Correlates, Risks, and Causes
Whitney, described at the beginning of this section, dis-
plays persistent sadness that seems to be related to sev-
eral variables: her history of being a moody child, her 
parents’ divorce, her problems at school, and her lack 
of friends. Do any of these variables, alone or in com-
bination, account for her sadness? If so, in what ways? 
Th ree variables of interest in abnormal child psychol-
ogy are correlates, risk or protective factors, and causes 
of other variables. Most research in abnormal child psy-
chology is designed to answer questions about the rela-
tion between the three general variables and childhood 
disorders. Because virtually all childhood disorders are 
the result of multiple variables interacting with one an-
other over time, answers to these questions are rarely 
straightforward.

Correlates refer to variables that are associated at 
a particular point in time with no clear proof that one 
precedes the other. For example, Whitney’s having no 
friends is associated with her sadness. Is she sad because 
she has no friends, or has her sadness prevented her from 
making friends? Since we don’t know which variable 
came fi rst, her lack of friends and sadness are correlated 
variables.

A risk factor is a variable that precedes an outcome 
of interest and increases the chances of a negative out-
come (see Chapter 1). For example, Whitney’s mood 
got worse following her parents’ divorce. Do you think 
parental divorce is a risk factor for the development of 
depression or other problems in children? Remember 

Children’s cultural diff erences play an important role in a 
proper understanding of their behavior and customs.
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60 PART 1 Understanding Abnormal Child Psychology

fi cient cause” (Rutter, 2007, p. 378). However, scientifi c re-
search can help strengthen or weaken certain inferences 
about the causal role of some variables versus others.

Moderating and Mediating Variables
Th e key diff erence between moderating and mediating 
variables is that moderators have an independent ef-
fect on the existing relationship between two variables, 
whereas mediators account for some or all of the appar-
ent relationship between two variables. Moderator vari-
ables infl uence the direction or strength of the relation-
ship of variables of interest. Th e association between two 
variables depends on or diff ers as a function of moderat-
ing variables, such as the child’s age, sex, SES, or cultural 

occurrence of a behavior or disorder of interest. Tito’s fa-
ther uses severe punishment when his son misbehaves. Is 
this punishment a cause of Tito’s aggressive behavior? Is 
Tito learning how to be aggressive from his father? Ques-
tions about causes are complicated because what qualifi es 
as a cause will vary according to the variables of interest 
and how far back in time a causal chain can be traced. 
Because childhood disorders are the result of multiple 
factors acting in concert, a challenge for researchers is to 
identify the relative contributions of each factor and de-
termine how they combine and interact over time to pro-
duce specifi c outcomes (Dodge &  Pettit, 2003). When it 
comes to childhood disorders, “with very few exceptions, 
there is no such thing as a single basic necessary and suf-

A  C L O S E R  L O O K

B O X  3 . 1   Cross-Cultural Epidemiological Research: Behavior Problems Reported by 
Parents of Children in Seven Cultures

Widespread movements of refugees and immigrants are 
placing millions of children into new and unfamiliar environ-
ments. Evaluating the mental health of these children can be 
diffi  cult because of cultural variations in what constitutes ab-
normal behavior, how to identify such behavior, and what to 
do about it. Crijnen, Achenbach, and Verhulst (1997) examined 
the 6-month prevalence rates of child problems as reported 
by parents or parent surrogates in studies carried out in seven 
cultures, using the same measurement instrument—the Child 
Behavior Checklist (CBCL) (Achenbach, 1991). As shown in the 
fi gure, the total problem scores of children in Puerto Rico 
and China were above the overall mean. In contrast, the total 
problem scores of children in Israel, Germany, and Australia 
were below the overall mean. This epidemiological study in-
dicates that parents in diff erent cultures report diff erent rates 
of problem behavior in their children. However, the fi ndings 
do not indicate why these diff erences occur. Other kinds of 
studies are needed to answer that question—for example, re-
search into cultural variations in child-rearing practices or ex-
pectations for child behavior (Achenbach & Rescorla, 2007).

Overall mean Child Behavior Checklist (CBCL) problem 
scores for each culture at ages 6 through 11 and ages 12 
through 17. Mean CBCL problem scores across cultures for 
each age grouping are indicated by horizontal lines. (Note: 
China did not provide enough 12- through 17-year-olds for 
analysis.)

Source: Adapted from “Comparisons of Problems Reported by Parents of Chil-
dren in 12 Cultures: Total Problems, Externalizing, and Internalizing,” by 
A. A. M. Crijnen, T. M. Achenbach and F. C. Verhulst, 1997, Journal of the 
American Academy of Child and Adolescent Psychiatry, 36, 1269–1277. Adapted 
by permission.

Total problem scores for children in seven diff erent 
cultures. Overall mean Child Behavior Checklist 
(CBCL) problem scores and mean CBCL problem 
scores for each culture at ages 6 through 11, and 12 
through 17. Overall mean scores at diff erent ages 
are indicated by solid lines. China did not provide 
enough 12- through 17-year-olds. Key to cultures: 1. 
Australia; 2. China; 3. Germany; 4. Israel; 5. Jamaica; 6. 
Puerto Rico; 7. United States.
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expected. Similarly, will other problems emerge, such 
as the child developing a low opinion of himself or 
herself due to trouble with, say, wetting the bed or wor-
rying too much about school? Returning to Tito’s op-
positional and aggressive behaviors, will we expect his 
problems to decrease or go away as he gets older, or do 
they forecast continued confl ict with peers, future school 
problems, and later diffi  culties in social adjustment? Th e 
study of outcomes in abnormal child psychology is per-
haps one of the most important research topics in the 
fi eld today.

Interventions
How eff ective are our methods for treating or preventing 
childhood problems? Are some types of treatment more 
eff ective than others? Questions about treatment and pre-
vention are concerned with evaluating the short- and 
long-term eff ects of psychological, environmental, and 
biological treatments; comparing the relative eff ective-
ness of diff ering forms and combinations of treatment; 
and identifying the reasons that a particular treatment 
works. Th e questions also concern identifying factors 
that infl uence the referral and treatment process; under-
standing how processes such as the child–therapist rela-
tionship contribute to treatment outcomes; and assess-
ing the acceptability of equivalent forms of treatment to 
children, parents, and teachers.

Many treatments for children and adolescents have 
not been evaluated, although this situation is steadily 
improving (Silverman & Hinshaw, 2008). Th ese days, 
numerous studies evaluate treatment outcomes using 
randomized controlled trials (RCTs), in which children 
with a particular problem are randomly assigned to dif-
ferent treatment and control conditions. We discuss the 
importance of random assignment later in this chapter. 

background. For example, as illustrated in Figure 3.2, in 
a study examining the relation between adolescents’ self-
reported history of physical abuse and their self-reports 
of internalizing problems such as anxiety and depres-
sion, McGee, Wolfe, and Wilson (1997) found that the 
correlation between the severity of abuse history and in-
ternalizing problems was greater for females than males. 
Th e child’s sex was a moderator variable; that is, the rela-
tionship between two of the variables (in this case, abuse 
and internalizing problems) diff ered, depending on the 
third (if the adolescent was a boy or a girl).

Mediator variables refer to the process, mechanism, 
or means through which a variable produces a partic-
ular outcome. Mediators describe what happens at the 
psychological or neurobiological level to explain how 
one variable results from another. In one study, Snyder 
(1991) found that on days when mothers of 4- to 5-year-
old children experienced negative moods and frequent 
hassles, they were most likely to respond negatively to 
their children’s misbehavior and to reinforce their chil-
dren’s coercive tactics during mother–child confl icts. 
In turn, the use of this maternal discipline was related 
to an increase in same-day child behavior problems. As 
shown in Figure 3.3, these fi ndings indicate that the re-
lationship between maternal distress and child conduct 
problems is partly mediated by the disciplinary strate-
gies mothers use on days they feel distressed. Mothers’ 
disciplinary strategies help explain the relationship be-
tween maternal distress and child conduct problems.

Outcomes
What are the long-term outcomes for children who ex-
perience problems? Many childhood problems decrease 
or go away as children mature, but we need to know 
at approximately what age such improvements may be 

Impacts
relationship
between
physical
abuse and
internalizing
problems

Internalizing
problems

Severity of
physical
abuse

Sex of child

F I G U R E  3 . 2  Example of a moderator variable: Sex 
of the child moderates the relationship between abuse 
and internalizing problems.

Child's
behavior
problems

Relationship

Child's
behavior
problems

Mother's use of discipline helps to
account for this relationship

Mother's
negative mood
and frequent

hassles

Mother's
use of

discipline

Mother's
negative mood
and frequent

hassles

A

B

F I G U R E  3 . 3  Mediating variables: The type of 
discipline used by mothers on days they are feeling 
distressed mediates the relationship between maternal 
distress and child behavior problems.
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62 PART 1 Understanding Abnormal Child Psychology

sult, no single measurement can provide a complete pic-
ture of a child’s problems, and multiple measures and 
sources of information are needed.

Standardization, Reliability, and Validity

Th e methods and measures that we use to study child 
and family behavior must undergo careful study to de-
termine how well they measure constructs such as de-
pression, anxiety, or intellectual disability. Th e use of 
well- standardized, reliable, and valid measures and pro-
cedures is essential to scientifi c research, as depicted in 
Figure 3.4.

Standardization is a process that specifi es a set of 
standards or norms for a method of measurement to be 
used consistently across diff erent assessments of the con-
struct of interest. Th ese standards and norms relate to 
the procedures that must be followed during administra-
tion, scoring, and evaluation of fi ndings—for example, 
as specifi ed in a manual for an intelligence test. Without 
standardization, it is nearly impossible to replicate the 
information obtained using a method of measurement. 
In addition, results are likely to be unique to the situa-
tion in which they are obtained and won’t apply to other 
situations. In some cases, the measure may be applied 
to many children who vary in age, gender, race, SES, or 
diagnosis. Th e scores are then used for comparison pur-
poses. For example, the test scores of an 8-year-old boy 
from a low-SES background should be compared with 
the scores of other children like him, not with the scores 
of a 16-year-old girl from an upper-SES background.

Reliability refers to the consistency, or repeatabil-
ity, of results obtained using a specifi c method of mea-
surement. One type of reliability, internal consistency, 
refers to whether all parts of a method of measurement 
contribute in a meaningful way to the information ob-
tained. To be reliable, information must also not depend 

Findings from controlled research studies indicate that 
children who receive treatment are generally better off  
than children who do not.

However, an important distinction needs to be made 
between treatment effi  cacy and treatment eff ectiveness. 
Treatment effi  cacy refers to whether the treatment can 
produce changes under well-controlled conditions. In 
effi  cacy research, careful control is exercised over the se-
lection of cases, therapists, and delivery and monitoring 
of treatment. In contrast, treatment eff ectiveness refers 
to whether the treatment can be shown to work in clini-
cal practice, not just in well-controlled research settings. 
In research on eff ectiveness, treatment is evaluated in 
clinical settings, clients are usually referred rather than 
selected, and therapists provide services without many 
of the rigorous controls used in research. Th e benefi ts 
of treatment for children with problems have generally 
been found to be greater in controlled research settings 
(effi  cacy trials) than in clinical practice (eff ectiveness tri-
als) (Weiss, Catron, & Harris, 2000).

section summary
The Research Process
• Research is a multistage process that involves generating 

hypotheses, devising an overall plan, selecting measures, 
developing a research design and procedures, gathering 
and analyzing the data, and interpreting the results.

• One’s theory of abnormal child behavior determines the 
variables studied, the choice of research methods, and 
the interpretation of research fi ndings.

• Questions about the nature and distribution of child-
hood problems are addressed through epidemiological 
research into the incidence and prevalence of childhood 
disorders and competencies in clinic-referred and com-
munity samples.

• Other common research topics in abnormal child psy-
chology focus on correlates, risk and protective factors, 
causes, moderating and mediating variables, outcomes, 
and interventions for childhood disorders.

Methods of Studying Behavior
Th e study of behavioral and emotional problems of chil-
dren requires that the methods we use to measure these 
problems generate scores that are reliable and valid. Th is 
is no easy task. Children’s problems must be evaluated 
based on samples of their behavior in diff erent situa-
tions (e.g., home, school) that oft en refl ect diff ering per-
spectives of adults. Th ese evaluations are likely aff ected 
by the child’s age, sex, and cultural background and by 
the assessors’ personal expectations and values. As a re-

Standardization Application of certain
standards or norms to a
technique to ensure 
consistency in the way
it is used by different assessors
and across measurement
occasions

Validity

The degree to which a
measurement obtained 
using the same technique
is consistent, for example, 
over time or across assessors

Reliability

The degree to which a
technique measures what
it is designed to measure

F I G U R E  3 . 4  Concepts that determine the value of 
our methods of measurement and assessment.
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Measurement Methods

A variety of measurement method options are available 
to assess important dimensions of children’s behavioral, 
cognitive, and emotional functioning. Th ese methods 
are explicit plans to observe and assess children and 
their surroundings in ways that will reveal relatively 
clear relations among variables of interest.

Among the measurement options in abnormal child 
psychology are interviews, questionnaires, checklists 
and rating scales, psychophysiological recordings, per-
formance measures, and direct observations of behav-
ior (Mash & Barkley, 2007). A variety of intellectual, 
academic, and neuropsychological tests are also used 
 (Sattler, 2008). In this chapter we focus primarily on 
how these methods are used in research. We talk more 
about their use in clinical practice and about tests and 
testing in Chapter 4.

As presented in Table 3.1, a comparison of three of 
the most commonly used methods of gathering data—
interviews, questionnaires, and observations—shows 
how they diff er on important dimensions. Because the 
information we obtain from children and families of-
ten varies as a function of the methods used, researchers 
frequently rely on several methods to defi ne and assess 
the constructs of interest.

Reporting

Reporting methods assess the perceptions, thoughts, be-
haviors, feelings, and past experiences of the child, par-
ents, and teachers. Th ese instruments include relatively 
unstructured clinical interviews, highly structured di-
agnostic interviews, and questionnaires. An important 
question regarding reporting methods relates to who 
is reporting on behavior. For example, with a self-re-
port measure, a child or parent will provide information 
about his or her own behavior, feelings, and thoughts. 
Alternatively, using an informant-report measure, a per-
son who is well acquainted with the child, usually a par-
ent or a teacher, will provide information about a child’s 
behaviors, feelings, or thoughts based on his or her ob-
servations of the child.

A concern with both self- and informant-report 
methods is how accurately children, parents, or teach-
ers report their own or others’ thoughts, feelings, and 
behaviors. Inaccuracies may occur because of a failure 
to recall important events, selective recall or bias, and, 
in some cases, intentional distortions. Some individu-
als may try to make themselves or others look better or 
worse than they are. Reporting methods also require a 
certain level of verbal ability and may not accurately as-
sess individuals who have diffi  culty expressing them-
selves. Obviously, young children would fall into this 

on a single observer or clinician; various people must 
agree on what they see. Th is is known as interrater re-
liability. Imagine how you might react if you took your 
child to see three diff erent psychologists and received 
three diff erent diagnoses and three diff erent treatment 
recommendations. How would you know which one was 
correct? In this case, the diagnoses would not be reliable 
because two or more of the psychologists did not agree. 
Similarly, tests or interviews repeated within a short 
time interval should yield similar results on both occa-
sions. In other words, the results need to be stable over 
time, which is referred to as test–retest reliability.

Reliability alone isn’t enough to determine whether 
a method refl ects the investigator’s goals—validity must 
also be demonstrated. Th e validity of a method refers to 
the extent to which it actually measures the dimension 
or construct that the researcher sets out to measure. Va-
lidity is not all or none but a matter of degree, and can be 
assessed in many ways. First, the measure can be exam-
ined for its face validity, or the extent to which it appears 
to assess the construct of interest. A questionnaire that 
asks if you get nervous before writing an exam would 
be a face valid measure of test anxiety, whereas one that 
asks if you think you are a parrot would not. Construct 
validity refers to whether scores on a measure behave 
as predicted by theory or past research. For example, a 
test of intelligence has construct validity if children who 
obtain high scores on the test also have better grades in 
school, understanding of concepts, verbal reasoning, 
recall, and parent ratings of intelligence than children 
who obtain low scores on the test. Two components of 
construct validity are convergent validity and discrimi-
nant validity. Convergent validity refl ects the correlation 
between measures that are expected to be related—for 
example, a teen’s report of her depression in a screening 
interview and her scores on a depression questionnaire. 
It is an indication of the extent to which the two mea-
sures assess similar or related constructs, in this case 
depression. Th is is in contrast to discriminant validity, 
which refers to the degree of correlation between mea-
sures that are not expected to be related to one another. 
For example, scores on a measure designed to assess 
depression and another designed to assess intelligence 
should not correlate.

Finally, criterion-related validity refers to how well a 
measure predicts behavior in settings where we would 
expect it to do so—at the same time (concurrent valid-
ity), or in the future (predictive validity). For example, a 
child’s high scores on a measure of social anxiety should 
predict that the child will display anxiety or avoidance 
in current social situations, and perhaps have diffi  culties 
making friends in the future. Criterion-related validity 
tells whether scores on a measure can be used for their 
intended purpose.
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64 PART 1 Understanding Abnormal Child Psychology

sistent from one study to the next, and researchers may 
have to infer how the child may have processed a par-
ticular event or stimulus. Also, a child’s physiological 
response can be infl uenced easily by other factors, such 
as the child’s reaction to the recording equipment or to 
hunger, fatigue, or boredom. Th ese extraneous infl u-
ences must be minimized if conclusions are to be based 
on psychophysiological measures.

Many studies have used an electrophysiological mea-
sure of brain functioning, the electroencephalogram
(EEG), to link the brain’s measurable electrical activity 
with ongoing thinking, emotion, or states of arousal. Th e 
EEG records electrical brain activity using electrodes at-
tached to the surface of the child’s scalp. Because dif-
ferent EEG waves are related to states of arousal, dif-
ferential patterns of EEG activation may suggest sleep 
disturbances or various emotional states. For example, 
a greater amount of electrical activity in the right fron-
tal lobe of the brain relative to the left  frontal lobe is as-
sociated with anxiety and depression (McManis, Kagan, 
Snidman, & Woodward, 2002).

Neuroimaging

Neuroimaging methods are used to examine the 
structure and/or function of the living brain (Wong, 
Grunder, & Brasic, 2007). Th ese methods provide new 

category—children under the age of 7 or 8 are usually 
not reliable reporters of their own behavior. Individu-
als from a cultural background diff erent from the one in 
which a reporting method was developed may have dif-
fi culty understanding and responding to certain ques-
tions. For this reason it is essential that the reporting 
method used be sensitive to the language and cultural 
background of the person being evaluated.

Psychophysiological

Psychophysiological methods assess the relationship be-
tween physiological processes and behavior to identify 
which nervous system structures and processes con-
tribute to children’s atypical development and behavior. 
Among the most common measures are autonomic ner-
vous system activity, such as heart rate, blood pressure, 
breathing, pupil dilation, and electrical conductance of 
the skin. Changes in heart rate, for example, may be re-
lated to emotional responses. In addition, specifi c pat-
terns of autonomic arousal may be associated with dif-
ferences in children’s temperament—their degree of 
shyness with people or responses to novel events (dis-
cussed in Chapter 7).

Th ere are many limitations associated with psy-
chophysiological measures, especially with young chil-
dren. Sometimes fi ndings for these measures are incon-

T A B L E  3 . 1  Interview, Questionnaire, and Observation

 Interview Questionnaire Observation

Structure Semistructured or structured. Highly structured. Structured or unstructured.
of situation

Structure of Can probe, expand, Highly structured; no oppor- Can vary from very
responses  and clarify.  tunity for probes or  inclusive observation
   clarifi cation.  of all behaviors to highly 
    selective coding of very 
    specifi c behaviors (e.g., 
    number of “smiles.”)

Resource Considerable time needed  Little experimenter time Extensive time needed for
requirements  for interviewing and coding  needed for administration.  observing and for coding
  responses and scoring.   and summarizing 
    observations.

Sources of bias Relies on participants’ perceptions  Relies on participants’ per- Does not rely on participants’
  and willingness to report.   ceptions and willingness  providing specifi c informa-
 Responses may be infl uenced   to report.  tion, but what is observed
  by interviewer characteristics    may be infl uenced by the
  and mannerisms.   presence of the observer.

Data reduction Requires analysis or recoding  Little data reduction needed. Highly infl uenced by the
  of narrative responses.   complexity of the 
    observation system.
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Neuroimaging studies tell us that children with a 
particular disorder have structural diff erences or less 
activity in certain areas of the brain, but they do not tell 
us why. Although remarkable advances have been made 
in the use of brain-imaging procedures with children 
during the past two decades, their promise for advanc-
ing our understanding of developmental disorders is just 
beginning (Peterson, 2003).

Observation

You can observe a lot just by watching.

—Yogi Berra

Using systematic observational methods, a researcher 
can directly observe the behavior of the child and others 
under conditions that range from unstructured observa-
tions in the child’s natural environment, referred to as 
naturalistic observation, to highly structured situations 
involving specifi c tasks or instructions usually carried 
out in the clinic or laboratory, referred to as structured 
observation. When using naturalistic observation, the 
researcher goes into the child’s home, classroom, or day 
care center to observe and record the behaviors of inter-
est of the child and oft en of parents, teachers, siblings, 
and peers with whom the child interacts. Alternatively, 
the researcher may make a video recording of behav-
ior in the natural environment, which can be coded at a 
later time.

A researcher who uses structured observations in the 
laboratory or clinic sets up a situation or provides in-
structions to elicit behaviors of particular interest (Rob-
erts & Hope, 2001). For example, numerous  studies of 
child–caregiver attachment have assessed young chil-
dren’s reactions to increasingly stressful episodes of 
separation from and reunion with their caregivers in 
the laboratory using the Strange Situation (Ainsworth, 
Blehar, Waters, & Wall, 1978). By structuring the situa-
tion to elicit specifi c attachment behaviors (e.g., seeking 
to be close to the mother), the Strange Situation permits 
researchers to assess the security or insecurity of chil-
dren’s attachment by noting how eff ectively they can use 
their caregivers as a source of comfort during times of 
distress.

Structured laboratory- or clinic-based observations 
are cost-eff ective and off er the advantage of focusing ob-
servations on the phenomena of interest. Th e method is 
especially useful for studying child behaviors that oc-
cur infrequently in everyday life. Structured observa-
tions give the researcher greater control over the situ-
ation than do naturalistic observations, and permit the 
use of other assessment procedures. For example, when 
a problem-solving discussion is video-recorded, replays 
of the interaction can be used to ask family members 

ways of testing neurobiological theories for many child-
hood disorders—for example, by identifying abnormal-
ities in specifi c brain regions that are associated with 
problems that children with autism have in recognizing 
people’s facial expressions. Structural brain imaging pro-
cedures include magnetic resonance imaging (MRI) and 
coaxial tomographic (CT) scan. MRI uses radio signals 
generated in a strong magnetic fi eld and passed through 
brain tissue to produce fi ne-grained analyses of brain 
structures. CT scans also reveal the various structures 
of the brain. As we will see, fi ndings from CT and MRI 
studies have led to the hypothesis of abnormal neural 
maturation in children with ADHD (see Chapter 5).

Structural brain imaging procedures such as MRI 
and CT study the anatomy of the brain. Brain imaging 
techniques have also been developed to study how the 
brain functions. Two types of functional imaging proce-
dures are functional magnetic resonance imaging (fMRI) 
and positron emission tomography (PET). fMRI is a form 
of MRI that registers neural activity in functioning ar-
eas of the brain. By doing so it can show which brain 
areas are active during particular mental operations 
such as solving a specifi c type of problem or reacting to 
a fear-inducing stimulus. PET scans assess cerebral glu-
cose metabolism. Glucose is the brain’s main source of 
energy, so measuring how much is used is a good way 
to determine the brain’s activity level. Changes in blood 
fl ow within brain tissue in response to specifi c stimu-
lus events are shown in extremely clear computerized 
pictures of activated brain areas. Functional imaging 
procedures provide three-dimensional images of brain 
activity and supply the most precise information regard-
ing which regions of the brain are specialized for certain 
functions or are functioning abnormally in cases of cer-
tain disorders.

A 10-year-old child about to be tested using functional 
magnetic resonance imaging (fMRI).
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66 PART 1 Understanding Abnormal Child Psychology

• Observational methods are used to directly observe the 
behavior of the child and others in unstructured settings 
such as the home, classroom, or playground, and in struc-
tured task situations in the laboratory or clinic.

Research Strategies
Th e research strategies used to study children with prob-
lems ultimately contribute to the overall accuracy of re-
search fi ndings and conclusions. If a researcher uses bias 
in selecting participants or chooses a research task that 
does not represent the problem of interest, then the va-
lidity of the results may be on shaky ground—the study 
may not be a fair test of the research question.

Research studies may be examined with respect to 
their internal and external validity. Internal validity 
refl ects how much a particular variable, rather than ex-
traneous infl uences, accounts for the results, changes, 
or group diff erences. Extraneous infl uences that could 
explain the results are called threats to internal validity. 
Th ey include maturation, the eff ects of testing, subject 
selection biases, and others. For example, let’s suppose 
you found that providing relaxation training over several 
months to a group of 5-year-old children decreased their 
nighttime fears. It’s possible that the observed decrease 
may be due to the extraneous infl uences of maturation 
or the eff ects of testing—the children’s fears decrease be-
cause they are getting older or are being assessed repeat-
edly, rather than as a result of the relaxation training.

Th e reduction in fears could also be due to subject 
selection biases, which are factors that operate in select-
ing subjects or in the selective loss or retention of sub-
jects during the study. For example, if children with only 
mild fears are selected for our study, a high likelihood 
exists that their fears will decrease over time, even in 
the absence of treatment, relative to children with more 
severe fears. Also, if children with more severe fears or 
who do not benefi t from relaxation training dropped out 
of the study prematurely, the observed decrease in fears 
may be the result of this selective loss of subjects rather 
than treatment.

External validity refers to the degree to which fi nd-
ings can be generalized, or extended to people, settings, 
times, measures, and characteristics other than the ones 
in a particular study. Th reats to external validity may 
include characteristics of the participants that apply to 
some people but not others, the reactivity of subjects to 
participating in the research, the setting in which the re-
search is carried out, or the time when measurements 
are made. For example, many research studies in abnor-
mal child psychology underrepresent cultural minorities 
and children from low-SES backgrounds, oft en because 

what they were thinking during the discussion (Sand-
ers & Dadds, 1992). One negative aspect is that questions 
may arise as to whether observations in the laboratory or 
clinic provide a representative sample of the behaviors of 
interest (Mash & Foster, 2001). Being observed through a 
one-way mirror is a bit like being in a fi shbowl; children 
and parents may not behave in the laboratory as they do 
in real-life settings. In general, samples of behavior ob-
tained using observational methods—in the laboratory 
or in real-world settings—can be very informative. How-
ever, they should be regarded as “behavior in the pres-
ence of an observer,” as the observer’s presence is likely 
to infl uence the behavior of the children and parents who 
are being observed.

section summary
Methods of Studying Behavior
• The measures and methods used to study child and fam-

ily behavior must be standardized, reliable, and valid.

• Self-report and informant-report methods include un-
structured clinical interviews, structured diagnostic inter-
views, and questionnaires.

• Psychophysiological methods are used to assess the re-
lationship between physiological processes and behav-
ior, and include measures of heart rate, blood pressure, 
breathing, pupil dilation, and electrical conductance of 
the skin.

• Electrophysiological measurements, such as the EEG, link 
electrical brain activity with ongoing thinking, emotion, 
or states of arousal.

• Neuroimaging methods are used to examine the struc-
ture and/or function of the brain.

The behavior of a young boy with social diffi  culties is 
observed in a natural setting as other children play 
around him.
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Th ird, we must be sensitive to the setting and source 
of referral of children for research. Random selection 
is when subjects are drawn from a population in a way 
that gives each individual in that population an equal 
chance of being selected for the study. Th is is rare in 
studies of child psychopathology. At the other end of the 
spectrum are studies that use samples of convenience, in 
which  subjects are selected for a study merely because 
of their availability, regardless of whether they provide 
a suitable test of the questions or conditions of interest. 
 Research samples in abnormal child psychology have 
been  selected from numerous settings, including out-
patient  psychology and psychiatry clinics, schools, hos-
pitals, day care centers, and the community. Eff ects re-
lated to  diff erent settings are oft en confounded with 
eff ects  related to diff erent referral sources (e.g., physi-
cians, teachers, parents), since referral sources also diff er 
across settings.

General Research Strategies

Th ere are several diff erent, yet complementary, ap-
proaches to research design that off er various advantages 
and disadvantages. Th e choice of approach frequently 
depends on the research questions being addressed, the 

of diffi  culties in recruiting and retaining participants. 
Because of this, it is diffi  cult to generalize the fi ndings 
from these studies to these other groups. As another 
example, children or parents may not behave naturally 
in an unfamiliar laboratory setting. If fi ndings from a 
study in the laboratory are quite diff erent from what is 
found in real-life settings, our study would also have low 
external validity.

As much as possible, potential threats to internal and 
external validity need to be addressed when designing a 
research study. As we discuss in the sections to follow, 
careful attention to how the sample is identifi ed, how 
variables of interest are defi ned and measured, how par-
ticipants are assigned to conditions or groups, and the 
types of control groups used are just a few of the many 
research design considerations needed to increase our 
confi dence that our fi ndings are best accounted for by 
the variable(s) of interest and are not due to extraneous 
infl uences.

Identifying the Sample

Th e validity of any research study in abnormal child 
psychology depends on the classifi cation systems used 
to identify the samples of children who participate in 
the research. First, a careful defi nition of the sample is 
critical for comparability of fi ndings across studies and 
clear communication among researchers. Without such 
uniform standards, wide diff erences may result in esti-
mated base rates for various childhood disorders and for 
many other fi ndings.

In addition to our sample defi nition, a second issue 
is the need to consider possible comorbidities within 
our sample. Comorbidity is the simultaneous occur-
rence of two or more childhood disorders, which is far 
more common than would be predicted from the gen-
eral population base rates of the individual disorders. It 
has direct implications for the selection of research par-
ticipants and for the interpretation of results. Research 
samples drawn from clinical populations will have a dis-
proportionately high rate of comorbidity because refer-
ral for treatment is most likely based on the combined 
symptoms of all disorders.

A failure to consider comorbidity may result in an in-
terpretation of fi ndings in relation to one disorder, when 
these fi ndings are more validly attributed to a second 
disorder or to a combination of disorders. To deal with 
comorbidity in research samples, some researchers may 
select only participants with single, or pure, disorders. 
Th is strategy may yield small, atypical samples whose 
fi ndings do not generalize to other populations. Re-
search strategies that compare children showing single 
disorders with children showing comorbid disorders are 
needed to help disentangle the eff ects of comorbidity.

Comorbidity: Seven-year-old boy with multiple handicaps 
of autism, epilepsy, ADHD, and mental retardation.
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68 PART 1 Understanding Abnormal Child Psychology

dren who show many symptoms of anxiety are also 
likely to display symptoms of depression. Alternatively, 
children who show few symptoms of anxiety are likely 
to display few symptoms of depression. However, a nega-
tive correlation of −.70 between symptoms of depression 
and social skills, for example, indicates that children 
who show many symptoms of depression have fewer so-
cial skills.

Th e primary limitation of correlational studies is that 
interpretations of causality cannot be made. A correla-
tion between two variables does not entail that one vari-
able causes the other. If we fi nd a relationship between 
depression in children and their parents, it could mean 
that being around a child who is depressed may lead to 
depression in parents, or that parental depression may 
lead to depression in the child, or that depression in the 
child and parent may both be due to another, more fun-
damental variable, such as a shared genetic disposition 
to depression.

nature of the childhood disorder under investigation, 
and the availability of resources.

Nonexperimental and Experimental Research
One goal of scientifi c research is to simplify and isolate 
variables in order to study them more closely. Th is goal is 
met by varying or manipulating values of the variable(s) 
of interest while trying to control or hold constant other 
factors that could infl uence the results. Doing this makes 
it possible to study the association between the particu-
lar variables of interest. Th e basic distinction between 
nonexperimental versus experimental research refl ects 
the degree to which the investigator can manipulate the 
experimental variable or, alternatively, must rely on ex-
amining the natural covariation of several variables of 
interest. Th e independent variable is manipulated by the 
researcher. Based on a research hypothesis, the indepen-
dent variable is anticipated to cause a change in another 
variable. Th e variable expected to be infl uenced by the 
independent variable is called the dependent variable. 
Th e greater the degree of control that the researcher has 
over the independent variable(s), the more the study ap-
proximates a true experiment.

In a true experiment the researcher has maximum 
control over the independent variable or conditions of 
interest and can use random assignment of subjects to 
groups, include needed control conditions, and control 
possible sources of bias. Conversely, the less control the 
researcher has in determining which participants will 
and will not be exposed to the independent variable(s), 
the more nonexperimental the research will be. Most 
variables of interest in child psychopathology cannot be 
manipulated directly, including the nature or severity of 
the child’s disorder, parenting practices, or genetic infl u-
ences. As a result, much of the research conducted on 
children with problems and their families relies on non-
experimental, correlational approaches.

In correlational studies, researchers oft en examine 
relationships among variables by using a correlation 
coeffi  cient, a number that describes the degree of asso-
ciation between two variables. A correlation coeffi  cient 
can range from −1.00 to +1.00. Th e size of the correla-
tion indicates the strength of the association between 
two variables. A zero correlation indicates no relation-
ship; the closer the value gets to −1.00 or +1.00, the 
stronger is the relationship. Th e sign of the correlation 
coeffi  cient (plus or minus) indicates the direction of the 
relationship. A positive sign (+) indicates that as one 
variable increases in value, so does the other, whereas a 
negative sign (−) indicates that as one variable increases, 
the other decreases.

For example, a positive correlation of +.70 between 
symptoms of anxiety and depression indicates that chil-

Children’s symptoms of anxiety and depression are often 
positively correlated.
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Although data are immediately available in ret-
rospective studies, they are also highly susceptible to 
bias and distortion in recall. Parents of teenagers diag-
nosed with schizophrenia may reinterpret their views 
of the teen’s childhood, distorting their recollection of 
the teen’s prior behavior or friendships. Moreover, ret-
rospective designs fail to identify the individuals who 
were exposed to certain earlier experiences but did not 
develop the problem. Young adult females with an eat-
ing disorder may report more childhood experiences of 
sexual abuse. However, this fi nding could not serve as 
the basis for a conclusion that childhood sexual abuse is 
a specifi c precursor of eating disorders in young adult-
hood. Th e retrospective study fails to identify those chil-
dren who experienced childhood sexual abuse but did 
not develop an eating disorder as young adults.

In real-time prospective designs, the research sam-
ple is identifi ed and then followed over time, with data 
collected at specifi ed time intervals. Th e same young-
sters are followed or assessed over time in order to un-
derstand the course of change or diff erences that may 
develop over time or during important developmen-
tal transitions such as middle-school entry or adoles-
cence. For example, infants who are fearful in response 
to novel events may be followed over time to determine 
if they later develop anxiety disorders or other problems 
to a greater extent than infants who are not fearful.

Prospective designs correct for several of the prob-
lems associated with retrospective research. By follow-
ing a sample over time we can identify children who 
develop a disorder as well as those who do not. Since in-
formation is collected in real time, problems relating to 
bias and distortion in recall are minimized. Disadvan-
tages of prospective designs include loss of participants 
over time and the extended length of time needed to col-
lect data.

Analogue Research
Analogue research evaluates a specifi c variable of inter-
est under conditions that only resemble or approximate 
the situation for which one wishes to generalize. Ana-
logue studies focus on a circumscribed research ques-
tion under well-controlled conditions. Oft en, the pur-
pose of the research is to illuminate a specifi c process 
that would otherwise be diffi  cult to study.

For example, Lang, Pelham, Johnston, and Gelern-
ter (1989) were interested in whether the higher-than-
normal rates of alcohol consumption observed in fathers 
of boys with attention-defi cit/hyperactivity disorder 
(ADHD)/conduct disorder (CD) might be partly due to 
the distress associated with interacting with their diffi  -
cult children (these researchers must have been parents, 
too!). Male and female single college students who were 

In experimental investigations, researchers must 
take steps to control for characteristics of participants 
that could decrease the accuracy of the fi ndings. For ex-
ample, if two groups of children diff er with respect to 
education, intelligence, SES, or the presence of related 
disorders, it would be impossible to determine whether 
the independent variable or the other characteristics 
led to the results. Random assignment of participants 
to treatment conditions protects against this problem, 
because the probability of a subject’s appearing in any 
of the groups is the same. By assigning participants to 
groups on the basis of the fl ip of a coin, numbers drawn 
from a hat, or a table of random numbers, the chance 
is increased that characteristics other than the indepen-
dent variable will be equally distributed across treat-
ment groups.

As we have noted, many hypotheses in abnormal 
child psychology cannot be tested by randomly assigning 
participants to conditions or manipulating conditions in 
the real world. A compromise involves the use of natu-
ral experiments, also called quasi-experimental designs 
or known-group comparisons. In natural experiments, 
comparisons are made between conditions or treatments 
that already exist. Th e experiments may involve children 
with diff erent disorders, parents with diff erent problems, 
or diff erent family environments (for example, children 
who have suff ered from neglect versus children who 
have not). Th ese studies are essentially correlational, but 
the subjects are selected to ensure that their characteris-
tics are as comparable as possible with the exception of 
the independent variable. Despite the extreme care ex-
ercised by researchers to equate existing groups, natural 
experiments cannot achieve the same level of precision 
and rigor as true experimental research. Nevertheless, 
for many important questions in abnormal child psy-
chology, natural experiments using known-group com-
parisons are the only option (Rutter, 2007).

Prospective and Retrospective Research
Research designs that address questions about the 
causes and long-term outcomes of childhood disorders 
may diff er with respect to the time the sample is identi-
fi ed and the time data are collected. In a retrospective 
design, a sample of people is identifi ed at the current 
time and asked for information relating to an earlier 
time. Individuals are identifi ed who already show the 
outcome of interest, and they are compared with con-
trols who do not show the outcome. Assessments focus 
on characteristics in the past, and inferences are made 
about past characteristics and the current outcome. For 
example, a sample of young adults with a substance use 
disorder might be asked to provide retrospective ratings 
and descriptions of their early family experiences.
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Case studies yield narratives that are rich in de-
tail and provide valuable insights into factors associ-
ated with a child’s disorder. Nevertheless, they also have 
drawbacks. Th ey are typically viewed as unscientifi c and 
fl awed because they are characterized by uncontrolled 
methods and selective biases, inherent diffi  culties asso-
ciated with integrating diverse observations and draw-
ing valid inferences among the variables of interest, 
and generalizing from the particular child of interest 
to other children. Hence, case studies have been viewed 
primarily as rich sources of descriptive information 
that provide a basis for subsequent testing of hypothe-
ses in research using larger samples and more controlled 
methods. Th ey also provide a source for developing and 
trying out new treatment techniques.

Despite their unscientifi c nature, systematically con-
ducted case studies are likely to continue to play a use-
ful role in research on childhood disorders. First, some 
childhood disorders such as childhood-onset schizo-
phrenia are rare, making it diffi  cult to generate large 
samples of children for research. Second, the analyses of 
individual cases may contribute to the understanding of 
many striking symptoms of childhood disorders that ei-
ther occur infrequently or are hidden and therefore dif-
fi cult to observe directly. Th ird, signifi cant childhood 
disturbances such as post-traumatic stress disorder (see 
Chapter 7) oft en develop as the result of natural disas-
ter, severe trauma, or abuse. Th ese extreme events and 
circumstances are not easily studied using controlled 
methods.

Single-Case Experimental Designs
Single-case experimental designs have most frequently 
been used to evaluate the impact of a clinical treatment, 
such as reinforcement or stimulant medication, on a 
child’s problem. Th e central features of single-case ex-
perimental designs that distinguish these from uncon-
trolled case studies include systematic repeated assess-
ment of behavior over time, the replication of treatment 
eff ects within the same subject over time, and the par-
ticipant’s serving as his or her own control by experienc-
ing all treatment conditions (Barlow, Nock, & Hersen, 
2009). Many single-subject designs exist, the most com-
mon being the A-B-A-B (reversal) design and the multi-
ple-baseline design carried out across behaviors, situa-
tions, or individuals.

In an A-B-A-B reversal design, a baseline of behav-
ior is fi rst taken (A), followed by an intervention phase 
(B), then a return-to-baseline phase where the interven-
tion is removed (A), and a fi nal phase in which the inter-
vention is reintroduced (B). When changes in behavior 
occur only during the intervention phases, this provides 
evidence that changes in behavior are due to the inter-
vention. Findings from a study using a reversal design 

social drinkers were randomly assigned to interact with 
boys who were trained to perform behaviors character-
istic of either typical children (friendly and cooperative) 
or children with ADHD/CD (overactive and disruptive). 
Participants also rated their own mood before and af-
ter interactions with the child. Following the interac-
tion, participants were given a 20-minute break while 
they anticipated another interaction with the same 
child. During the break, beer was freely available for 
their consumption. Both male and female participants 
reported comparable levels of elevated distressed mood 
aft er interacting with children enacting the ADHD/CD 
role. However, only the men who had interacted with 
these children drank enough to increase blood alcohol 
levels.

Th e fi ndings suggest that interacting with a child 
with ADHD/CD may increase alcohol consumption 
in fathers. However, an analogue study only resembles 
the conditions of interest—the study participants were 
single college students, not parents of children with 
ADHD/CD; the children did not really have ADHD/CD; 
drinking was confi ned to an artifi cial laboratory setting; 
and only beer was available. Th erefore, it is diffi  cult to 
know if similar eff ects would occur in real-life circum-
stances (despite anecdotal reports by some parents that 
their kids drive them to drink!). Th ese conditions raise 
the question of external validity, or the generalizability 
of research fi ndings.

Research Designs

Research designs are the strategies used to examine 
question(s) of interest. Th ey refer to the ways in which a 
researcher arranges conditions to draw valid inferences 
about the variables of interest.

Case Study
Th e case study, which involves an intensive, usually an-
ecdotal, observation and analysis of an individual child, 
has a long tradition in the study of abnormal develop-
ment and behavior. Itard’s description of Victor, the 
Wild Boy of Aveyron; Freud’s treatment of a phobia in 
Little Hans; John Watson’s conditioning of a phobic re-
action in Albert B.; and many other similar case stud-
ies have played an infl uential role in shaping the way 
we think about children’s problems. Th e case study, es-
pecially as used in the clinical context, brings together 
a wide range of information about an individual child 
from various sources, including interviews, observa-
tions, and test results. Th e goal is to get as complete a 
picture as possible of the child’s psychological function-
ing, current environment, and developmental history. 
Sometimes the goal is to describe the eff ects of treatment 
on the child.
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are presented in Figure 3.5. In this example, a behavioral 
intervention was used to reduce self-injurious behavior 
(SIB) in Ann, a 5-year-old girl with profound mental re-
tardation and multiple handicaps. Ann’s SIB consisted of 
biting her hand and wrists during grooming activities, 
such as brushing her teeth. Th ese behaviors were getting 
progressively worse and causing open wounds. During 
the initial baseline phase, the percentage of intervals in 
which Ann engaged in SIB during three brief sessions of 
tooth brushing ranged from 20% to 60%.

Intervention consisted of a negative reinforcement 
procedure in which Ann was permitted to escape from 
the grooming activity when she performed an appropri-
ate competing behavior. She was also physically guided 
by a trainer to brush her teeth whenever she engaged in 
SIB. When these procedures were implemented during 
the intervention phase, an immediate reduction of SIB to 
10% resulted, with no SIB occurring in the next two ses-
sions. During the reversal, or return-to-baseline, phase, 
treatment was withdrawn and Ann’s SIB increased to 
previous baseline levels. When treatment was reinsti-
tuted, SIB decreased again, with no biting observed dur-
ing the fi nal two sessions. Th e fi nding that Ann’s levels of 
SIB decreased only during the intervention phases, and 
not during the baseline or return-to-baseline phases, 

suggests that the reductions in Ann’s SIB resulted from 
the intervention procedures.

Although the reversal design is applicable for use 
with a wide range of behaviors, there are limitations. 
One limitation is that if a treatment really works, the 
behavior may not reverse during the return-to-baseline 
phase. Do you see any other limitations of this design? 
Once Ann stopped engaging in SIB following inter-
vention, do you think there was suffi  cient justifi cation 
for reinstituting her harmful behavior for experimen-
tal purposes? We intentionally selected this example 
to illustrate a major limitation of the A-B-A-B design, 
which is the  ethical concerns surrounding the return-
to-baseline  condition following eff ective treatment for 
dangerous or even  undesirable behaviors. Th e multiple-
baseline design that we describe next gets around this 
concern, because no reversal is needed once interven-
tion is introduced.

In a multiple-baseline design across behaviors, dif-
ferent responses of the same individual are identifi ed 
and measured over time to provide a baseline against 
which changes may be evaluated. Each behavior is then 
successively modifi ed in turn. If each behavior changes 
only when it is specifi cally treated, the inference of a 
cause-and-eff ect relationship between the treatment and 
the behavior change is made. Other common varieties of 
multiple-baseline designs involve successive introduc-
tions of treatment for the same behavior in the same in-
dividual across diff erent situations, or for the same be-
havior across several individuals in the same situation. 
Th e critical feature of the multiple-baseline approach 
is that change must occur only when treatment is insti-
tuted, and only for the behavior, situation, or individual 
that is the target of treatment. Simultaneous changes 
must not occur for untreated behaviors, situations, or 
individuals until the time that each is, in turn, targeted 
for treatment.

Findings from a study using a multiple-baseline de-
sign across situations are presented in Figure 3.6. In this 
example, the same intervention procedures used with 
Ann were used to reduce self-injurious behavior (SIB) 
in Dennis, a 6-year-old boy, also with profound men-
tal retardation and multiple handicaps. Dennis’s SIB 
consisted of biting his hands, wrists, or arms during 
grooming activities such as tooth brushing, face wash-
ing, and hair brushing. His SIB was getting worse and 
causing open wounds. During the initial baseline phase, 
the percentage of intervals in which Dennis engaged in 
SIB averaged 50% or more during tooth brushing, face 
washing, and hair brushing. When intervention was 
implemented during tooth brushing, an immediate de-
crease in Dennis’s SIB resulted, with consistently low 
rates of SIB maintained throughout treatment. More-
over, no changes in Dennis’s SIB were observed during 
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72 PART 1 Understanding Abnormal Child Psychology

cases, and the subjectivity involved when visual inspec-
tion rather than statistical analysis is used to evaluate 
the data. Th e fi ndings for Ann and Dennis were fairly 
clear-cut. Diffi  culties in interpretation arise when base-
line data or observed changes are highly variable.

Between-Group Comparison Designs
Many research designs are based on comparisons be-
tween one group of children assigned to one or more 
conditions and other groups of children assigned to one 
or more diff erent conditions. When participants are ran-
domly assigned to groups, and groups are presumed to be 
equivalent in all other respects, one group typically serves 
as the experimental group and the other serves as the con-
trol group. Any diff erences observed between groups are 
then attributed to the experimental condition.

Th e choice of an appropriate control or compari-
son group oft en depends on what we know prior to the 
study and the questions we wish to answer. For exam-
ple, if an established and eff ective treatment for adoles-
cent depression exists, testing a new approach against a 
no-treatment control group will likely answer the wrong 

face washing or hair brushing until the intervention was 
introduced during those situations.

Because changes in Dennis’s SIB occurred only when 
intervention was introduced during each of the spe-
cifi c situations, there is support for the hypothesis that 
 intervention led to those changes. A multiple-baseline 
design avoids the problem associated with the rever-
sal design of having to return to baseline when treating 
dangerous or unwanted behaviors.

Several advantages and limitations are associated 
with the use of single-case experimental designs. Th ese 
designs preserve the personal quality of the case study 
and off er some degree of control for potential alternative 
explanations of the fi ndings, such as the eff ects of matu-
ration and reactivity to observation. Single-case designs 
also provide an objective evaluation of treatment for in-
dividual cases, permit the study of rare disorders, and 
facilitate the development and evaluation of alternative 
and combined forms of treatment. Th e negative aspects 
of the design are the possibilities that specifi c treatments 
will interact with unique characteristics of a particu-
lar child, the limited generalization of fi ndings to other 
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study can tell that certain fears may decrease with age 
for all children, but that some children may have an anx-
ious disposition and show less of a reduction in specifi c 
fears with age. Because data are collected on the same 
individuals at time 1 and time 2, causal inferences be-
tween earlier events and later events and behavior based 
on temporal ordering can be made. Such inferences of 
causality cannot be made in cross-sectional designs, 
where diff erent individuals are assessed at the two time 
points. Longitudinal designs also allow for identifi ca-
tion of individual developmental trends that would be 
masked by averaging data over individuals. Th e prepu-
bertal growth spurt exemplifi es this, where rapid accel-
erations in growth occurring at diff erent ages across the 
population are not refl ected in growth measures aver-
aged across adolescents. An example of a longitudinal 
study is presented in Box 3.2.

Despite their advantages, longitudinal designs have 
many practical and design diffi  culties. Practical concerns 
include obtaining and maintaining research funding and 
resources over many years and the long wait for mean-
ingful data. Design diffi  culties relate to aging eff ects and 
cohort eff ects. Aging eff ects are general changes that oc-
cur because as participants age there are increases in 
physical prowess, impulse control, or social opportunity. 
Cohort eff ects are infl uences related to being a member of 
a specifi c cohort, which is a group of individuals who are 
followed during the same time and experience the same 
cultural or historical events. For example, the cohort of 
teens who lived in war-torn Yugoslavia in the early 1990s 
diff er in many respects from North American teenagers 
living through the technological boom of the early 1990s.

Th e experience of being repeatedly studied, observed, 
interviewed, and tested may also threaten the validity of 
a longitudinal study. Children and adults may become 
more sensitized to the thoughts, feelings, and behaviors 
under investigation, thus thinking about them and revis-
ing them in ways that have nothing to do with age-related 
change. Furthermore, with repeated testing, participants 
may improve as the result of practice eff ects, including 
greater familiarity with test items and better test-taking 
skills. Finally, changes within the fi eld of abnormal child 
psychology may create problems for longitudinal studies 
that cover an extended period. Th eories and methods are 
constantly changing, and those that fi rst led to the longi-
tudinal study may become outdated.

Qualitative Research

Qualitative research focuses on narrative accounts, 
description, interpretation, context, and meaning 
 (Denzin & Lincoln, 2008; Fiese & Bickham, 1998). Th e 
purpose of qualitative research is to describe, interpret, 

question, not to mention raising ethical concerns about 
withholding a proven eff ective treatment. We don’t want 
to know if the new approach is better than nothing; we 
want to know if it is better than the best available alter-
native treatment.

In many cases, assignment of participants to groups 
may not be possible, particularly when one wishes to 
make comparisons between known or intact groups, 
such as children who have been referred to clinics for 
depression versus those with depression who have not 
been referred. In these types of known-group compari-
sons there is not assignment but rather the selection cri-
teria for including or excluding participants from groups 
must be carefully specifi ed.

Cross-Sectional and Longitudinal Studies
Researchers interested in developmental psychopathol-
ogy need information about the ways in which children 
and adolescents change over time. To obtain this infor-
mation, researchers extend correlational and experimen-
tal approaches to include measurements taken at diff er-
ent ages. Both cross-sectional and longitudinal designs 
are research strategies in which a comparison of chil-
dren of diff erent ages serves as the basis for research.

In cross-sectional research, diff erent youngsters 
at diff erent ages or periods of development are stud-
ied at the same point in time, whereas in longitudinal 
research, the same children are studied at diff erent ages 
or periods of development. In cross-sectional studies, re-
searchers don’t have to worry about the many problems 
associated with studying the same group of children 
over a long period. When participants are measured only 
once, researchers need not be concerned about selective 
loss of participants, practice eff ects, or general changes 
in the fi eld that would make the fi ndings obsolete by the 
time the study is complete. Although cross-sectional ap-
proaches are effi  cient, they are limited in the informa-
tion they generate regarding developmental changes. Ev-
idence about individual change is not available. Rather, 
comparisons are limited to age-group averages.

Longitudinal designs are conducted prospectively. 
Data collection occurs at specifi ed points in time from 
the same individuals initially selected because of their 
membership in one or more populations of interest. In 
studies of child psychopathology, the populations of in-
terest oft en consist of children at risk for developmental 
problems due to exposure to any one of a number of fac-
tors—for example, having a mother with depression or 
growing up in an abusive family situation.

Th e prospective longitudinal design allows the re-
searcher to identify patterns that are common to all 
youngsters and to track diff erences in developmental 
paths that children follow. For example, a longitudinal 
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74 PART 1 Understanding Abnormal Child Psychology

Proponents of qualitative research believe that it 
provides an intensive and intimate understanding of 
a situation that is rarely achieved in quantitative re-
search (Denzin & Lincoln, 2008). Qualitative methods, 
such as the use of examples or stories, may be particu-
larly engaging to children and enable the discussion of 
sensitive topics, while allowing the children a sense of 
control over the research situation (Barter & Renold, 
2000). On the other hand, qualitative methods may be 
biased by the researcher’s values and preferences, and 
the fi ndings cannot easily be generalized to individu-
als and  situations other than the ones studied. Nonethe-
less, quantitative and qualitative research methods can 
be used in complementary ways (Lyons & Coyle, 2007). 
Qualitative methods can be used to identify important 
dimensions and theories that can then be tested quan-
titatively. Alternatively, qualitative case studies may be 
used to illuminate the meaning of quantitatively derived 
fi ndings. Additionally, if qualitative data have been re-
duced to numbers through word counts or frequency 
counts of themes, the data can be analyzed using quan-
titative methods.

A  C L O S E R  L O O K

B O X  3 . 2  Longitudinal Research: Does Child Maltreatment Lead to More Peer Rejection Over Time?

Dodge, Pettit, and Bates (1994) assessed a representa-
tive sample of 585 boys and girls for physical maltreat-
ment in the fi rst 5 years of life and then followed them 
for 5 consecutive years, from kindergarten through the 
fourth grade. Twelve percent of the sample was identi-
fi ed as having experienced maltreatment. The children’s 
peers, teachers, and mothers independently rated the 
maltreated children as being more disliked, less popular, 
and more socially withdrawn than the nonmaltreated chil-
dren in every year of evaluation—and the magnitude of 
the diff erence increased over time. As shown in the ac-
companying fi gure, by grade 4 more than twice as many 
maltreated as nonmaltreated children were rejected by 
their peer group. The results suggest that early maltreat-
ment may disrupt relationships with adults, which in turn 
impairs a child’s ability to form eff ective relationships with 
other children.

Source: Adapted from “Eff ects of Physical Maltreatment on the Develop-
ment of Peer Relations,” by K. A. Dodge, G. S. Pettit, and J. E. Bates, 1994, 
Development and Psychopathology, 6, 43–55. Copyright © 1994 by 
Cambridge University Press. Reprinted with the permission of Cambridge 
University Press and K. A. Dodge.

and understand the phenomenon of interest in the con-
text in which it is experienced (Patton, 2002). Th is ap-
proach can be contrasted with a quantitative approach, 
which emphasizes operational defi nitions, careful con-
trol of the subject matter, the attempted isolation of 
 variables of interest, quantifi cation of dimensions of in-
terest, and statistical analysis. Rather than beginning 
with already developed observational systems or assess-
ment tools, qualitative researchers strive to understand 
the phenomenon from the participant’s perspective. 
Qualitative data are typically collected through obser-
vations or open-ended interviewing and are recorded 
narratively as case study notes, for example. Th e ob-
servations and narrative accounts obtained are exam-
ined to build general categories and patterns. Table 3.2 
describes some of the key characteristics of qualitative 
research.

To get a feel for qualitative research, consider the 
study described in Box 3.3. Th is study looks at some 
ways that parents of children with mental retardation 
and child psychology professionals may arrive at a con-
sensus during a diagnostic feedback session.

W4871.indb   74W4871.indb   74 9/19/08   11:11:15 AM9/19/08   11:11:15 AM

Text not available due to copyright restrictions



CHAPTER 3 Research 75

section summary
Research Strategies
• Careful attention must be given to the way in which sam-

ples are identifi ed for research in abnormal child psychol-
ogy, including issues such as how the disorder of interest 
is defi ned, criteria for inclusion in the study, comorbidity, 
the setting from which subjects are drawn, and sample 
size.

• We can distinguish between nonexperimental and exper-
imental research strategies on the basis of the degree to 

T A B L E  3 . 2   Key Characteristics of Qualitative Research

•  Qualitative research is conducted through an intense and/or prolonged contact with a “fi eld” or life situation, which typically 
refl ects everyday life.

•  Main data are perceptions of informants that are obtained through a process of deep attentiveness, empathic understanding, 
and suspension of preconceptions.

•  The researcher isolates themes that can be reviewed with informants but should be maintained in their original forms through-
out the study.

•  A main task is to explain how people in particular settings come to understand, take action on, and manage their day-to-day 
situations.

•  Few standardized measures are used at the outset. The researcher is the main measurement instrument.

•  Most analysis is done with words. The words can be assembled, grouped, and broken into segments. They can be analyzed 
and organized to identify patterns.

Source: From Qualitative Data Analysis: An Expanded Sourcebook, by M. B. Miles and A. M. Huberman, 1994, pp. 6–7. Copyright © 1994 by Sage Publications, Inc. Reprinted by permission.

A  C L O S E R  L O O K

B O X  3 . 3   Qualitative Research: Parents and Professionals Negotiate Bad News

In a study using qualitative research methods, Abrams and 
Goodman (1998) were interested in what takes place between 
parents of children with developmental delays and profes-
sionals during a diagnostic feedback session. In particular, 
they wanted to learn more about negotiation—a process that 
describes the socially constructed nature of encounters in 
which participants come to a mutual understanding through 
the natural use of language. Parents were told that the pur-
pose of the study was to examine how professionals commu-
nicate information to parents, and signed a release form so 
that the feedback sessions could be audiotaped. Tapes from 
10 feedback sessions with diff erent parents were then tran-
scribed in complete detail, resulting in over 700 pages of tran-
scription. Analysis of the discourse identifi ed negotiation over 
the diagnostic label in 8 of the 10 cases. As a form of negoti-
ation, some parents engaged in “bargaining,” in which they 
tried to circumscribe the label and limit its impact. Here’s an 
example of bargaining in the case of a child who received a 
diagnosis of mental retardation:

PROFESSIONAL: This degree of delay means that he’s men-
tally retarded.

FATHER: Is there anything that can be done for him?

PROFESSIONAL: There are always things that can be done. 
[Mother weeps]

MOTHER: But he’s not severely retarded?

PROFESSIONAL: No.

FATHER: More moderate.

PSYCHOLOGIST: Our best guess is that he will continue to 
be slow and probably in the mildly retarded range—which 
would mean that he would be—let’s call him “educable.”

At fi rst, the mother found the diagnosis of mental retarda-
tion emotionally diffi  cult to accept. However, after regaining 
her composure, she actively engaged in a cognitive adjust-
ment of the diagnostic label to make it less overwhelming. By 
doing this, she was able to locate her son’s label in the mildly 
retarded range and, in so doing, limit her sense of loss. In real-
ity, her son had an IQ score of 54, which placed him on the bor-
derline between moderate and mild retardation. On the basis 
of their analysis of this and many other samples of discourse, 
the researchers concluded that interpretations made during a 
diagnostic feedback session are arrived at through a process 
of negotiation and are not simply “given” by professionals.

Source: Abrams and Goodman, 1998, p. 94.

which the investigator can manipulate the experimental 
variable or, alternatively, must rely on examining the co-
variation of variables of interest.

• In prospective research, a sample is followed over time, 
with data collected at specifi ed intervals. In retrospective 
research, a sample is identifi ed at the current time and the 
sample members asked for information relating to an ear-
lier time.

• Analogue research evaluates a specifi c variable under 
conditions that only resemble the situation for which the 
researcher wishes to generalize.
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76 PART 1 Understanding Abnormal Child Psychology

ated with the research are to be realized. Children are 
more vulnerable than adults to physical and psychologi-
cal harm, and their immaturity may make it diffi  cult or 
impossible for them to evaluate exactly what research 
participation means. In view of these realities, precau-
tions must be taken to protect children’s rights during 
the course of a study.

Informed Consent and Assent

Th e individual’s fully informed consent to participate, 
obtained without coercion, serves as the single most pro-
tective regulation for research participants. Informed 
consent requires that all participants be fully informed 
of the nature of the research, as well as the risks, ben-
efi ts, expected outcomes, and alternatives, before they 
agree to participate. Informed consent also includes in-
forming participants of the option to withdraw from the 
study at any time, and of the fact that participation or 
nonparticipation in the research does not aff ect eligibil-
ity for other services.

Regarding research with children, protection is ex-
tended to obtaining both the informed consent of the 
parents or other legal guardian acting for the child and 
the assent of the child. Assent means that the child 
shows some form of agreement to participate without 
necessarily understanding the full signifi cance of the re-
search, which may be beyond younger children’s cogni-
tive capabilities. Guidelines for obtaining assent of the 
child call for doing so when the child is around the age 
of 7 or older. Researchers must provide school-age chil-
dren with a complete explanation of the research ac-
tivities in language they can understand. Factors that 
require particular attention when seeking children’s as-
sent include age, developmental maturity, psychological 
state, family factors, and the infl uence of the investigator 
seeking assent (Meaux & Bell, 2001). In addition to par-
ents and children, consent must be obtained from other 
individuals who act on behalf of children, such as insti-
tutional offi  cials when research is carried out in schools, 
day care centers, or medical settings.

Voluntary Participation

Participation in research is to be voluntary, yet some in-
dividuals may be more susceptible to subtle pressure and 
coercion than others. Protection for vulnerable popula-
tions, including children, has received considerable at-
tention. Families of high-risk infants and children are 
potentially more vulnerable, owing in part to the fam-
ilies’ distress over their children’s high-risk status. Al-
though instructed otherwise, parents recruited from 
social service agencies or medical settings may still feel 
that their treatment or quality of care will be threatened 

• The case study involves an intensive, usually anecdotal, 
observation and analysis of an individual child.

• Single-case designs involve repeated assessments of 
the same subject over time, the replication of treatment 
eff ects within the same subject, and the subject’s serving 
as his or her own control. Two common examples are the 
A-B-A-B (reversal) design and multiple-baseline design 
across behaviors, situations, or individuals.

• Between-group designs compare the behavior of groups 
of individuals assigned to diff erent conditions, such as an 
experimental group, or a comparison group and a control 
group.

• In cross-sectional research, diff erent individuals at dif-
ferent ages or stages of development are studied at the 
same point in time. In longitudinal research, the same 
individuals are studied at diff erent ages or stages of 
development.

• Qualitative research focuses on narrative accounts, de-
scription, interpretation, context, and meaning, and strives 
to understand the phenomenon from the participant’s 
perspective and in the context in which it is experienced.

Ethical and Pragmatic Issues
Th e image of overzealous scientists in white lab coats us-
ing children as guinea pigs for their experiments is a far 
cry from current research practices in abnormal child 
psychology. Researchers have become increasingly sensi-
tive to the possible ethical misuses of research procedures, 
and are correspondingly more aware of the need for stan-
dards to regulate research practices (Hoagwood, 2003).

Research in abnormal child psychology must meet 
certain standards that protect children and families 
from stressful procedures. Any study must undergo 
careful ethical review before it can be conducted. Cur-
rent ethical guidelines for research with children are 
provided through institutional review boards, federal 
funding agencies, and professional organizations such 
as the American Psychological Association and the So-
ciety for Research in Child Development. Links to these 
two and other related organizations’ websites are avail-
able on this book’s companion website, under Chapter 
Resources.

Ethical standards for research with children attempt 
to strike a balance between supporting freedom of sci-
entifi c inquiry and protecting the rights of privacy and 
the overall welfare of the research participants. Finding 
this balance is not always easy, especially with children. 
Although researchers are obligated to use nonharmful 
procedures, exposing the child to mildly stressful con-
ditions such as a brief separation from their parent or 
exposure to an anxiety-producing stimulus may be nec-
essary in some instances if therapeutic benefi ts associ-
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ticipant payment or other incentives, or possible coer-
cion. In longitudinal research, investigators must be 
particularly sensitive to the occurrence of unexpected 
crises, unforeseen consequences of research, and issues 
surrounding the continuation of the research when fi nd-
ings suggest that another course of action is required to 
ensure the child’s well-being.

Many research problems typically addressed 
through standardized instructions and procedures are 
compounded by children’s limited experience and un-
derstanding of novel research tasks, and the particu-
lar characteristics of children with problems and their 
families. Researchers working with children with men-
tal health problems and/or developmental disorders may 
face unique research challenges, such as motivating the 
children; keeping within time limitations; ensuring that 
instructions are well understood; and coping with pos-
sible boredom, distraction, and fatigue. Similarly, the 
families of children with problems oft en exhibit char-
acteristics that may compromise their research partici-
pation and involvement. Th ese characteristics include 
high levels of stress, marital discord, parental psychi-
atric disorders, substance use disorders, restricted re-
sources and/or time for research, and limited verbal 
abilities.

Th e fi nal responsibility for the ethical integrity of 
any research project lies with the investigator. Research-
ers are advised or, in the case of research funded by 
government agencies, required to seek advice from col-
leagues. Special committees exist in hospitals, universi-
ties, school systems, and other institutions to evaluate 
research studies on the basis of risks and benefi ts. Th is 
evaluation involves weighing the costs of the research 
to participants in terms of inconvenience and possi-
ble psychological or physical harm against the value of 
the study for advancing knowledge and improving the 
child’s life situation. If there are any risks to the safety 
and welfare of the child or family that the research does 
not warrant, priority is always given to the participants.

section summary
Ethical and Pragmatic Issues
• Research in abnormal child psychology must meet certain 

standards that protect children and families from stressful 
procedures, including informed consent and assent, vol-
untary participation, confi dentiality and anonymity, and 
nonharmful procedures.

• To ensure that research meets ethical standards, research-
ers seek advice from colleagues and have their research 
evaluated by institutional ethics review committees. The 
fi nal responsibility for the ethical integrity of any research 
project is with the investigator.

if they do not participate in the research. Maltreating 
parents may feel that their failure to participate in re-
search could result in the loss of their child, a jail sen-
tence, or failure to receive services.

Th e role of the researcher requires balancing suc-
cessful recruiting with not placing pressure on poten-
tial participants. Volunteerism is itself a biasing factor 
in research. Individuals who agree to participate in re-
search obviously diff er from those who are approached 
but refuse. Th e question of whether volunteerism sig-
nifi cantly biases fi ndings on the variables of interest re-
mains unanswered.

Confi dentiality and Anonymity

Information revealed by individuals through partici-
pation in research is to be safeguarded. Most institu-
tions require that individuals be informed that any 
 information they disclose will be kept confi dential, and 
that they be advised regarding any exceptions to con-
fi dentiality. Adult informants must be told about the 
limits of confi dentiality prior to their participation in 
research. In research with children, one of the most fre-
quently  encountered challenges to confi dentiality occurs 
when the child or parent reveals past abuse or informa-
tion that would suggest the possibility of future abuse 
of the child. Procedures for handling this situation vary 
across studies. Th ey depend on the circumstances of the 
disclosure (for example, by an adult within the context 
of therapy) and the reporting requirements of the state 
or province.

Nonharmful Procedures

No research procedures should be used that may harm 
the child either physically or psychologically. Whenever 
possible, the researcher is also obligated to use proce-
dures that are the least stressful to the child and fam-
ily. In some instances, psychological harm may be diffi  -
cult to defi ne, but when doubt is present, the researcher 
has the responsibility to seek consultation from oth-
ers. If harm seems inevitable, alternative methods must 
be found or the research must be abandoned. In cases 
where exposure of the child to stressful conditions may 
be necessary if therapeutic benefi ts associated with the 
research are to be realized, careful deliberation and 
analysis of the risks and benefi ts by an institutional re-
view board are needed.

Other Ethical and Pragmatic Concerns

Sensitivity to ethical concerns is especially important 
when the research involves potentially invasive proce-
dures, deception, the use of punishment, the use of par-
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Clinical Issues
Most youngsters referred for assessment and treatment have multiple problems. 
More oft en than not, the accumulation of these problems over time results in 
a referral. We have emphasized that most childhood disorders involve break-
downs in normal development. Felicia (see next page), for example, is having 
diffi  culty coping with the demands of adolescence—gaining autonomy from her 
parents, getting along with peers, performing well in school, establishing her 
self-identity, and regulating her emotions. Felicia also experienced the added 
stress of her mo ther’s hospitalization for pneumonia.

Th e clinician who sees Felicia will need to evaluate how well she can cope 
with events in her life in relation to the nature of the events; her appraisal of the 
events; her physical status, cognitive abilities, and personality; and support from 
her parents, teachers, or peers. To sort out the importance of these complex and 
interacting forces, we must devise an eff ective plan of assessment that leads to 

C H A P T E R  P R E V I E W

4 Assessment, Diagnosis, 

and Treatment

If there is anything that we wish to change in the child, we should fi rst examine it 
and see whether it is not something that could better be changed in ourselves.

—C. G. Jung
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lems on her own? Mental health clinicians have to con-
sider many important questions systematically to under-
stand a child’s basic problem(s) and to make diagnoses 
and devise treatment plans. In many ways this process 
is like good detective work. It requires sorting through 
the many factors that bring a youngster to the atten-
tion of professionals, and checking out alternative hy-
potheses and plans. Th is ongoing decision-making pro-
cess is aimed at fi nding answers to both immediate and 
long-term questions about the nature and course of 
the child’s disorder and its optimum treatment (Mash, 
2006).

Th e decision-making process typically begins with a 
clinical assessment. Clinical assessments use systematic 
problem-solving strategies to understand children with 
disturbances and their family and school environments 
(Mash & Hunsley, 2007). Strategies typically include 
an assessment of the child’s emotional, behavioral, and 
cognitive functioning, as well as the role of environmen-

diagnostic and treatment decisions. We will be revisit-
ing Felicia’s case throughout the chapter to see how we 
address these issues.

In this chapter we emphasize the clinical strategies 
and methods used to assess children with psychological 
and behavioral problems, and the various approaches to 
the classifi cation and diagnosis of childhood disorders. 
We also provide a brief introduction to treatment—a 
topic that we will discuss in detail for the individual 
disorders in the chapters that follow. We begin this im-
portant overview of clinical issues with a look at the 
 decision-making process that surrounds assessment, di-
agnosis, and treatment.

The Decision-Making Process

How do we determine whether Felicia has a psycho-
logical disorder that requires professional attention, or 
whether she will simply outgrow or overcome her prob-

F E L I C I A

Multiple Problems

Felicia, age 13, was referred because of her depression, school re-

fusal, social withdrawal at home and school, and sleep disturbance. 

Her parents fi rst noticed her recent diffi  culties about a year ago, 

just after her mother was hospitalized for pneumonia. Felicia was in 

a regular eighth-grade class and began to refuse to attend school. 

She complained of frequent stomach pains before school as a rea-

son not to attend. Her social behavior also got worse at this time. 

She wanted to be close to her mother at all times and frequently 

requested her mother’s help with homework or chores. Felicia 

became extremely quiet, appeared sad and unhappy, and with-

drew from social activities. Not long after, she began to complain of 

sleep problems and a loss of appetite. At about this time her grades 

in school dropped from mostly Bs to Cs and Ds. She reported that 

no one liked her, that she couldn’t do anything well, and that her 

life was hopeless. (Adapted from “Depression,” by D. J. Kolko, 1987. 

In M. Hersen and V. B. Van Hasselt (Eds.), Behavior Therapy with Chil-

dren and Adolescents: A Clinical Approach, p. 160. 

Copyright © 1987 by John Wiley & Sons, Inc. Reprinted by 

permission of John Wiley & Sons, Inc.)

Felicia seemed unhappy and withdrawn at home and at 
school.
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ing your training and experience to new situations is of-
ten very enjoyable!

Clinicians begin their decision making with an as-
sessment, which can range from a clinical interview with 
the child and  parents to more structured behavioral as-
sessments and psychological testing. Keep in mind that 
assessment is not something done to a child or family; it 
is a collaborative process in which the child, family, and 

teacher all play active roles. Because adults 
play a critical role in defi ning the child’s 
problem and providing information, it is 
particularly important to establish a rapport 
with them, and active family and teacher in-
volvement are particularly important.

Developmental Considerations

Diversity is the one true thing we all have in common. 
Celebrate it every day.

—Anonymous

In assessing children and families one needs to be sensi-
tive to the child’s age, gender, and cultural background 
as well as normative information about both typical and 
atypical child development. Such knowledge provides 
the clinician with a context for evaluating and under-
standing the behavior and circumstances of an individ-
ual child and family.

Age, Gender, and Culture
Th e recognition of diversity in the growing array of chil-
dren’s developmental functions and capacities at various 
ages is a crucial building block for assessment and treat-
ment. How might Felicia’s age, gender, or cultural back-
ground infl uence our approach to assessment, diagnosis, 
and treatment?

School refusal in a 13-year-old like Felicia is sig-
nifi cant because it results in missed academic and so-
cial opportunities. In contrast, a 13-year-old’s refusal 
to travel by airplane may be inconvenient or distress-
ing, but in most cases would not have the same seri-
ous consequences as missing school. A child’s age has 
implications not only for judgments about deviancy 
but also for selecting the most appropriate assessment 
and treatment methods. For example, at what age can a 
child  provide reliable information in an interview? With 
respect to treatment, how might time-out for misbe-
havior for a 3-year-old be diff erent from time-out for a 
school-age child?

Like age, the child’s gender also has implications for 
assessment and treatment. Numerous studies have re-
ported gender diff erences in the rates and expression 
of childhood disorders (Bell, Foster, & Mash, 2005). 

tal factors (Sattler & Hoge, 2006). Th ese strategies form 
the basis of a fl exible and ongoing process of hypothesis 
testing regarding the nature of the problem, its causes, 
and the likely outcomes if the problem is treated or left  
untreated.

Clinical assessment is much broader than interview-
ing or testing alone. Th e ultimate goal of assessment is to 
achieve eff ective solutions to the problems being faced by 
children and their families, and to promote and  enhance 
their well-being. Clinical assessments are meaningful to 
the extent that they result in practical and eff ective inter-
ventions. In other words, a close and continuing partner-
ship between assessment and intervention is vital; they 
should not be viewed as separate processes (Mash & 
Hunsley, 2005).

Th e focus of clinical assessment is to obtain a de-
tailed understanding of the individual child or family 
as a unique entity (e.g., Felicia and her family), referred 
to as idiographic case formulation. Th is is in contrast 
to a nomothetic formulation, which emphasizes broad 
general inferences that apply to large groups of individ-
uals (e.g., children with a depressive disorder). A clini-
cian’s nomothetic knowledge about general principles of 
psychological assessment, normal and abnormal child 
and family development, and specifi c childhood disor-
ders is likely to result in better hypotheses to test at the 
 idiographic level (Kazdin, 2000).

As you can imagine, the process of decision mak-
ing is similar to studying for several exams at the same 
time. You must be familiar with fundamental informa-
tion such as childhood depression or learning disorders, 
and then be able to integrate this knowledge in new ways 
to make it applicable to help solve a particular problem. 
Like studying for exams, this process at fi rst seems like 
you are trying to cram everything into a funnel to  distill 
what is most important. Unlike studying for exams, 
however, working with children and families and apply-

Clinical assessment is like good detective work.
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forms of expression in girls contributed to the dramatic 
increase in these ADHD diagnoses (Hinshaw & Blach-
man, 2005).

Th e study of gender diff erences has contributed enor-
mously to our understanding and assessment of child-
hood disorders (Rose & Rudolph, 2006). However, it is 
also extremely important to study both girls and boys 
as distinct groups in their own right. An exclusive fo-
cus on sex diff erences could delay careful study of the 
expression of and underlying processes associated with 
specifi c disorders in one group or the other (Hinshaw, 
2008). For example, studies into social aggression in 
girls have found that when angry, girls show aggression 
indirectly through verbal insults, gossip, ostracism, get-
ting even, or third-party retaliation—referred to as re-
lational aggression (Crick & Rose, 2000). As girls move 
into adolescence, the function of their aggressive behav-
ior increasingly centers on group acceptance and affi  lia-
tion. When adjustment problems are studied in relation 
to issues most salient for girls, it has been shown that 
girls experience signifi cant problems during childhood. 
Th ese problems include relational aggression and also 
behaviors that are self-serving, directed outward, and 
intended to harm others. Th is combination of relational 
and physical aggression is the strongest predictor of fu-
ture psychological–social adjustment problems in girls 
(Crick, Ostrov, & Werner, 2006). Interestingly, children 
who engage in forms of social aggression that are not 
typical of their sex (overtly aggressive girls and relation-
ally aggressive boys) are signifi cantly more maladjusted 
than children who engage in gender-normative forms of 
aggression (Crick, 1997).

Finally, cultural factors must be carefully considered 
during assessment and treatment of children and their 
families (Achenbach & Rescorla, 2007; Constantine & 
Sue, 2005). Cultural patterns refl ect learned behaviors 
and values that are shared among members, are trans-
mitted to group members over time, and distinguish the 
group members of one group from another. Culture can 
include ethnicity, language, religious or spiritual beliefs, 
race, gender, SES, age, sexual orientation, geographic or-
igin, group history, education and upbringing, and life 
experiences.

Ethnic minority youth may have a greater risk of being 
misdiagnosed. For example, one study found that psychi-
atrically hospitalized African American adolescents were 
more oft en diagnosed with organic/psychotic disorders 
and less oft en diagnosed with mood/anxiety disorders 
than Caucasian teens (Kilgus, Pumariega, & Cuff e, 1995). 
In addition, African American and Hispanic children are 
less likely than white children to receive treatment (Zim-
merman, 2005). Culturally competent assessment and 
treatment practices require that clinicians examine their 

As shown in Table 4.1, some childhood disorders and 
conditions are more common in males than females, 
others are more common in females than males, and still 
others are equally common (Hartung & Widiger, 1998; 
Rutter, Caspi, & Moffi  tt, 2003).

As we have emphasized, most childhood disorders 
are defi ned by adults, usually because adults fi nd the 
child’s symptoms particularly salient or troublesome. In 
general, overt displays of overactivity and aggression are 
more common in boys than girls, who tend to express 
their problems in less observable ways (Keenan & Shaw, 
1997). In fact, among the symptoms that best distin-
guish boys who are referred for treatment are “showing 
off  or clowning” (as reported by parents) and “disturb-
ing other pupils” (as reported by teachers) (Achenbach & 
Rescorla, 2001). Th us, boys may receive an excess of re-
ferrals, and girls may be overlooked because of their less 
visible forms of suff ering. Our assessments and inter-
ventions must be sensitive to possible referral biases re-
lated to gender and gender diff erences. Th e diffi  culty in 
distinguishing between true gender diff erences and dif-
ferences in reporting is illustrated by the fi nding that the 
rate of ADHD diagnoses during the early to mid-1990s 
increased approximately threefold among girls, com-
pared with twofold for boys (Robison, Skaer, Sclar, & Ga-
lin, 2002). Could the rate of ADHD in girls possibly in-
crease threefold during one decade? It is more likely that 
increasing recognition of the disorder and its various 
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 Believed to be caused by a hateful look or glance from 
a malicious person, the evil eye can cause a child to ex-
perience fi tful sleep, crying without apparent cause, di-
arrhea, vomiting, and fever. Culture-bound syndromes 
rarely fi t neatly into one Western diagnostic category. In 
addition, although the cross-cultural validity of Western 
diagnostic criteria may vary widely depending on the 
disorder, data regarding the validity of Western diagnos-
tic criteria across cultures for many childhood disorders 
is lacking (Canino & Alegria, 2008).  Th erefore it is im-
portant that clinicians assess the extent to which a child’s 
cultural background and context aff ect the expression of 
both individual symptoms and clinical disorders.

Th e way in which a child’s adjustment is defi ned is 
also embedded in culture, and identifi es certain cop-
ing styles as acceptable (e.g., not expressing emotion, 
praying, crying) or certain behaviors as problems (e.g., 
lying, aggressiveness) (Yasui & Dishion, 2007). Th us, 
what is considered abnormal may vary from one cul-
tural group to the next (Serafi ca & Vargas, 2006). For ex-
ample, a child’s shyness and oversensitivity are likely to 
lead to peer rejection and social maladjustment in West-
ern cultures, but the same qualities are associated with 
 leadership, school competence, and academic achieve-

own belief systems and the culturally based assumptions 
that guide their clinical practice.

Cultural information is necessary to establish a re-
lationship with the child and family, motivate family 
members to change, obtain valid information, arrive at 
an accurate diagnosis, and develop meaningful recom-
mendations for treatment. Th us, a clinical assessment 
should include a systematic review of the child and fam-
ily’s cultural background, the role of culture in the ex-
pression and evaluation of the child’s symptoms and 
dysfunction, and the impact that cultural values may 
have on the relationship between the child and family 
and the clinician. Ethnic identity and racial socializa-
tion are key factors to consider in the assessment of all 
children and families, including those from the domi-
nant culture (Dishion & Stormshak, 2007b).

Culture-bound syndromes refer to recurrent pat-
terns of maladaptive behaviors and/or troubling expe-
riences specifi cally associated with diff erent cultures or 
localities (American Psychological Association [APA], 
2000). For example, mal de ojo or the “evil eye” is a con-
cept that is widespread throughout Mediterranean cul-
tures and Latino communities elsewhere in the world, 
a malady to which children are especially vulnerable. 
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Normative Information
Felicia’s school refusal and sad mood began to occur fol-
lowing her mother’s hospitalization. Is Felicia showing a 
normal reaction to a stressful life event? How common 
are these symptoms in girls her age aft er a brief period 
of separation from a parent? Felicia also withdrew from 
social contact and experienced sleep disturbances. Ado-
lescence is a time of biological and social upheaval for 
many youngsters; therefore, we need to know if Felicia 
is diff erent from other girls her age with respect to these 
problems, and if so, when should we become concerned 
and take action?

Knowledge, experience, and basic information about 
norms of child development and behavior problems are 
the crucial beginning to understanding how children’s 
problems or needs come to the attention of profession-
als. As many parents discover, fi guring out what to ex-
pect of their children at various ages can be challenging. 
Parents are faced with determining what diffi  culties are 
likely to be chronic versus common and transient, de-
ciding when to seek advice from others, and determining 
what treatment is best for their child. Immigrant parents 
can have even more diffi  culty with these tasks when try-
ing to assess their second-generation child’s behavior as 
the child attempts to navigate at least two diff erent cul-
tures (Falicov, 2003).

Isolated symptoms of behavioral and emotional 
problems generally show little correspondence with chil-
dren’s overall adjustment. Usually, the age inappropri-
ateness and pattern of symptoms, rather than individ-
ual symptoms, defi ne childhood disorders. As well, the 
extent to which symptoms result in impairment in the 
child’s functioning is a key consideration. Nevertheless, 

ment in Chinese children (Chen, Rubin, Li, & Li, 1999). 
In addition, it may be diffi  cult to engage parents from 
some cultures if mental health issues are seen as partic-
ularly taboo, if intervention into personal family matters 
by strangers is viewed negatively, or if the causes of the 
illness in that culture are seen as physical or spiritual.

In negotiating treatment plans with children and 
families who may not share the clinician’s concept of 
mental illness, a clinician must recognize the diversity 
that exists across and within racial and ethnic groups in 
lifestyle and patterns of acculturation (i.e., level of adap-
tation to dominant culture versus background culture). 
Generalizations about cultural practices frequently fail 
to capture these regional, generational, SES, and lifestyle 
diff erences. For example, SES level is a major confound 
in fi ndings of diff erences in rates of psychopathology be-
tween various cultures, because ethnic minority cultures 
are frequently overrepresented in low SES populations 
(Glover & Pumariega, 1998). An individual’s accultura-
tion level can also signifi cantly impact assessment and 
subsequent interventions. Th e lower the level of one’s ac-
culturation, the higher one scores on measures of psy-
chopathology, particularly in conjunction with low SES 
and education level (Cuéllar, 2000). Having an aware-
ness of the cultural customs and values that can aff ect 
behaviors, perceptions, and reactions to assessment and 
treatment, as well as recognizing the major confound of 
SES with these factors, puts the clinician in a better po-
sition to develop a meaningful assessment and interven-
tion strategy (Cohen & Kasen, 1999).

Culturally competent children’s mental health ser-
vices may be provided in a number of ways. For exam-
ple, in therapy for Hispanic children and adolescents, 
cultural competence may be achieved by matching chil-
dren and families with clinicians of the same ethnic-
ity, by customizing the treatment to Hispanic cultural 
values, beliefs, and customs (e.g., familism, spiritual-
ism, and respecto), or by incorporating ethnic and cul-
tural narratives and role play into therapy (Malgady & 
Costantino, 2003). Similarly, understanding the cultural 
context is essential for identifying treatment goals in re-
lation to what constitutes optimal functioning for chil-
dren in particular cultural groups. For example, optimal 
functioning among children of color may refl ect cultural 
values, beliefs, and practices that moderate racial stress 
and adversity—such as collectivism, racial and ethnic 
pride, spirituality, religion, and family and community 
importance, rather than Western-bound goals of “hap-
piness,” “hope,” “subjective well-being,” and “self-deter-
mination.” In addition, for children of color, overcoming 
adversity related to racism and oppression may result in 
important skills related to optimal functioning (Con-
stantine & Sue, 2006).

Recognizing diversity across and within ethnic groups is 
an important role of the clinician.
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age. First, assessing and describing the intensity, fre-
quency, and severity of her problem would commu-
nicate a sense of how excessive or defi cient her behav-
ior is, under what circumstances it may be a problem, 
how oft en it does or does not occur, and how severe the 
 occurrences are. Second, you would need to describe the 
age of onset and duration of her diffi  culties. Some prob-
lems are transient and will spontaneously remit, while 
others persist over time. Like frequency and intensity, 
age of onset and duration of the problem behavior must 
be appraised with respect to what is considered norma-
tive for a given age. Finally, you would want to convey a 
full picture of her diff erent symptoms and their confi g-
uration. Although Felicia needed help because of par-
ticular problems at school and with her peers, you need 
to know the full range, or profi le, of her strengths and 
weaknesses to make informed choices about the likely 
course, outcome, and treatment of her disorder.

Aft er establishing an initial picture of Felicia’s pre-
senting complaints, you would next determine whether 
this description meets criteria for diagnosis of one or 
more psychological disorders. Diagnosis means analyz-
ing information and drawing conclusions about the na-
ture or cause of the problem, or assigning a formal diag-
nosis. Does Felicia meet standard diagnostic criteria for 
a depressive disorder, and if so, what might be the cause?

Diagnosis has acquired two separate meanings, 
which can be confusing. Th e fi rst meaning is taxonomic 
diagnosis, which focuses on the formal assignment of 
cases to specifi c categories drawn from a system of clas-
sifi cation such as the DSM-IV-TR (APA, 2000) or from 
empirically derived categories (discussed later in this 
chapter) (Achenbach & Rescorla, 2001). Th e second, 
much broader meaning of diagnosis, problem-solving 
analysis, is similar to clinical assessment and views di-
agnosis as a process of gathering information, used to 
understand the nature of an individual’s problem, its 
possible causes, treatment options, and outcomes.

Th us, Felicia’s assessment will involve a complete 
diagnostic (problem-solving analysis) to get the most 
comprehensive picture possible. In addition, Felicia may 
receive a formal diagnosis of major depressive disorder 
(discussed in Chapter 8), which means that she pos-
sesses characteristics that link her to similar youngsters 
presumed to have the same disorder (taxonomic diagno-
sis). A secondary diagnosis of an anxiety disorder, such 
as separation anxiety disorder or school phobia, may 
be necessary for Felicia since comorbidity of depres-
sion and anxiety is very common among girls her age. 
Comorbidity exists when certain disorders among chil-
dren and adolescents are likely to co-occur within the 
same individual, especially disorders that share many 
common symptoms (see Chapter 3). Awareness of one 

certain symptoms do occur more frequently in children 
referred for assessment and treatment.

Examples of parent- and teacher-rated symptoms 
that best distinguish referred and nonreferred children 
ages 6 to 18 are shown in Table 4.2. As you can see, these 
symptoms are relatively common behaviors that occur to 
some extent in all children—sadness, a lack of concen-
tration, and demands for attention top the list. Primar-
ily, the problems displayed by children referred for treat-
ment are similar to problems that occur in less extreme 
forms in the general population or young children.

Purposes of Assessment

Assessments of children and families are always car-
ried out in relation to one or more purposes. Th ese pur-
poses guide the assessment process, including decisions 
regarding the use of particular assessment methods. As 
described below, three common purposes of assessment 
are description and diagnosis, prognosis, and treatment 
planning (Mash & Hunsley, 2007).

Description and Diagnosis
Th e fi rst step in understanding a child’s problem is to 
provide a clinical description, which summarizes the 
unique behaviors, thoughts, and feelings that together 
make up the features of the child’s psychological dis-
order. A clinical description attempts to establish basic 
information about children’s (and usually the parents’) 
presenting complaints, especially how their behavior or 
emotions are diff erent from or similar to those of other 
children of the same age, sex, socioeconomic, and cul-
tural background.

If you conducted an evaluation of Felicia, what in-
formation would be most important to include in your 
clinical description? You would start by describing how 
her behavior diff ers from normal behavior of girls her 
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86 PART 1 Understanding Abnormal Child Psychology

tion when she doesn’t go to school? Is Felicia willing to 
discuss with a therapist why she refuses to go to school? 
Are her parents willing to set limits on her behavior 
despite a history of struggle and failure with previous 
attempts?

section summary
Clinical Issues
• Clinical assessment is directed at diff erentiating, defi n-

ing, and measuring the child’s behaviors, cognitions, and 
emotions of concern, the environmental circumstances 
that may contribute to these problems, and the child’s 
strengths and competencies.

• Assessments are meaningful to the extent that they result 
in eff ective interventions; a close and continuing partner-
ship must exist between assessment and intervention.

• Age, gender, and culture infl uence how children’s symp-
toms and behavior are expressed and recognized, and 
have implications for selecting the most appropriate 
methods of assessment and treatment.

• The age inappropriateness and pattern of symptoms, 
rather than individual symptoms, usually defi ne child-
hood disorders.

• Three purposes of assessment are (1) description and di-
agnosis that determine the nature and causes of the 
child’s problem, (2) prognosis that predicts future behav-
ior under specifi ed conditions, and (3) treatment planning 
and evaluation.

Assessing Disorders

If something exists, it exists in some amount. If it exists in 
some amount, then it is capable of being measured.

—René Descartes

Not everything important can be measured, and not 
everything that can be measured is important.

—Albert Einstein

If you were planning to assess Felicia’s problems, where 
would you begin and what might you include in your 
assessment? Should you interview both parents, Feli-
cia, and her teacher? Do you need to observe Felicia at 
home? At school? Are there psychological tests or ques-
tionnaires to help you pinpoint Felicia’s strengths and 
weaknesses, such as intelligence, emotion, concentra-
tion, social skills, and learning ability?

You’ll quickly recognize how massive the decision-
making process can seem. In view of this complexity, 
many clinical settings use a multidisciplinary team ap-
proach to assessment. Individuals with specifi c expertise 

disorder alerts us to the increased possibility of another 
disorder. Some of the more common comorbid disorders 
are conduct disorder (CD) and attention-defi cit/hyper-
activity disorder (ADHD), autistic disorder and mental 
retardation, and childhood depression and anxiety.

Prognosis and Treatment Planning
Prognosis is the formulation of predictions about future 
behavior under specifi ed conditions. If Felicia does not 
receive help for her problem, what will likely happen to 
her in the future? Will her problems diminish as she gets 
older or will they get worse?

Naturally, parents and others immediately want to 
know the possible short- and long-term outcomes for 
their child, and what events might alter such projec-
tions. Remember that many childhood concerns, such as 
fears, worries, and bed-wetting, are common at certain 
ages, so any decision to treat a child’s particular prob-
lem must be based on an informed prognosis. Clinicians 
must weigh the probability that circumstances will re-
main the same, improve, or deteriorate with or without 
treatment, as well as what course of treatment should be 
followed.

In addition, treatments for children and adolescents 
oft en focus on enhancing the child’s development rather 
than merely removing symptoms or restoring a previ-
ous level of functioning. In Felicia’s case, for example, an 
assessment might reveal that she has poor social skills, 
so intervention plans might focus on eff orts to teach her 
these skills in a concerted fashion to reduce the chances 
of continuing social relationship diffi  culties. A progno-
sis based on careful assessment can also serve to inform 
parents and others about the importance of doing some-
thing now that may reduce the likelihood of major prob-
lems later.

Treatment planning and evaluation means using 
assessment information to generate a plan to address 
the child’s problem and evaluate its eff ectiveness. Feli-
cia’s mother keeps her daughter home from school when 
Felicia complains of stomach pains. She also does Feli-
cia’s homework. Does this information suggest a possi-
ble course of action? Felicia thinks she can’t do anything 
well. Will helping her to change this and other irrational 
beliefs make a diff erence in her depression? When ac-
tion is taken, how can we evaluate whether it is having 
the desired eff ect?

Treatment planning and evaluation may involve fur-
ther specifi cation and measurement of possible contrib-
utors to the problem, determination of resources and 
motivation for change, and recommendations for the 
treatments likely to be the most feasible, acceptable, and 
eff ective for the child and family. For example, are Fe-
licia’s parents unintentionally rewarding her physical 
complaints and school refusal by giving her extra atten-
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initial assessments indicate that certain areas of func-
tioning are not a problem, then further assessments may 
not be necessary. For example, for a child performing 
poorly in school, an assessment of intellectual function-
ing and academic performance is essential. On the other 
hand, for a child experiencing diffi  culties at home but 
doing fi ne at school, assessment of intellectual and aca-
demic functioning may be unnecessary.

Clinical Interviews

Children and adolescents don’t usually refer themselves 
for treatment. Typically, they are referred because of the 
impact of their behavior on others. Th us, they oft en do 
not understand why they are seeing someone, and in fact 
they may not even experience any distress or recognize 
any cause for concern. (To be fair, some adults are like 
this too!) Th e initial clinical interview can be very impor-
tant not only in obtaining information, but also in set-
ting the stage for collaboration and cooperation among 
the child, family members, and other concerned parties.

Th e clinical interview is the assessment procedure 
most universally used with parents and children. How-
ever, interviews may vary considerably in terms of the 
kinds of information obtained and the meaning assigned 
to that information, based on interviewers’ theoretical 
orientations, styles, and purposes (Sattler & Mash, 1998). 
Interviews allow professionals to gather information in a 
fl exible manner over many sessions. Th e fi ndings can then 
be integrated with more time-consuming assessments, 
such as family observations or psychological testing.

Clinical interviews use a fl exible, conversational style 
that helps the child or parent to present the most com-
plete picture possible. Interviewees will be encouraged 
to tell their stories with minimal guidance, which per-
mits the children and parents to convey their thoughts 
and feelings in ways that approximate how they think 
in everyday life. During the clinical interview, the inter-
viewer may observe nonverbal communications by the 
child and parent, such as facial expressions, body pos-
ture, voice, mannerisms, and motor behavior. Th ese in-
formal observations can provide the clinician with ad-
ditional insights into the parent/child relationship that 
may be relevant in determining the presenting problem 
and the direction for treatment planning.

Clinical interviews can provide a large amount of in-
formation during a brief period. For example, during an 
hour-long interview with a parent, much detail about the 
child’s developmental history, likes and dislikes, behav-
ioral strengths and defi cits, response to discipline, rela-
tionships with others, and school performance can be 
obtained—far more than would be learned by observing 
the parent and child interacting for the same amount of 
time (Sattler, 1998).

in psychological test administration and interpretation 
work with others to generate the most complete picture 
of a child’s mental health needs. Multidisciplinary teams 
may include a psychologist, a physician, an educational 
specialist, a speech pathologist, and a social worker.

Some children may need to be referred for a medical 
exam as part of a comprehensive assessment to investi-
gate if a physical problem is related to their disorder. For 
example, a physiological problem may be causing a par-
ticular child’s bed-wetting or sleep disorder. A thorough 
medical assessment by a physician could evaluate Felicia’s 
stomach pains, sleep disturbances, and weight loss and 
be used to determine whether Felicia’s depression was re-
lated to drug use or a general medical condition such as 
hypothyroidism (low levels of thyroid hormones).

Ideally, the clinical assessment of children experi-
encing diffi  culties relies on a multimethod assessment 
approach, which emphasizes the importance of obtain-
ing information from diff erent informants in a variety of 
settings and using a variety of methods that include inter-
views, observations, questionnaires, and tests. Decisions 
regarding which available assessment method will be 
useful in a specifi c case are based on whether the assess-
ment is for diagnosis, treatment planning, or treatment 
evaluation; on whether the problem is observable like 
aggression, or internal like anxiety; and on the child’s 
and family’s characteristics and abilities. In addition, the 
methods used need to be reliable, valid, cost-eff ective, 
and useful for treatment (Hunsley & Mash, 2008).

Clinical assessment consists of many strategies and 
procedures designed to help understand the child’s 
thoughts, feelings, and behaviors as they occur in spe-
cifi c situations. Clinical interviews are usually con-
ducted with the parents and child separately or in a fam-
ily interview, and they help establish a good working 
relationship with the child and family. Th ey are also ex-
tremely useful in obtaining basic information about ex-
isting concerns as viewed by the child and family mem-
bers and in pinpointing directions for further inquiry. 
Behavioral assessments, checklists and rating scales, and 
psychological tests are then used in accordance with a 
decision-making approach. Information is also obtained 
from teachers and other signifi cant individuals who in-
teract with the child in various settings. Th e purpose is 
to obtain the most complete picture possible to develop 
and implement an appropriate treatment plan, within 
the limits of available resources.

A comprehensive assessment requires that some con-
sideration be given to evaluating the child’s strengths 
and weaknesses in areas ranging from basic language 
and self-care skills to coping and leadership abilities. 
If our detective work suggests that a particular area of 
functioning deserves closer scrutiny, then a more in-
depth assessment of that area is warranted. However, if 
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samples of how the child responds in a social situation 
with an adult. Children’s views of why they were brought 
to the clinic, their expectations for improvement, and 
their understanding of the assessment situation are all 
important to consider, along with the manner in which 
they interpret signifi cant events such as divorce or fam-
ily violence. Engaging unwilling children can be dif-
fi cult. Since other people typically seek help on behalf 
of the child, some children and adolescents may not feel 
they have a problem and see no need to be interviewed.

What questions would you ask Felicia’s parents? Per-
haps you want to know how long Felicia’s reluctance 
to separate from her parents has been a concern, and 
whether prior help has been sought. You might also want 
to discuss the exact nature of the problems her parents 
are concerned about and to provide them with some in-
dication of the next steps in the assessment and treat-
ment process.

Developmental and Family History
Initial assessments oft en include a developmental his-
tory or family history, in which information is obtained 
from the parents regarding potentially signifi cant devel-
opmental milestones and historical events that might 
have a bearing on the child’s current diffi  culties. Th is in-
formation can be gained using a background question-
naire or interview that typically covers the following 
areas (Sattler, 1998):

• Th e child’s birth and related events, such as preg-
nancy and birth complications or the mother’s use of 
drugs, alcohol, or cigarettes during pregnancy

• Th e child’s developmental milestones, such as age of 
walking, use of language, bladder and bowel control, 
and self-help skills

• Th e child’s medical history, including injuries, acci-
dents, operations, illnesses, and prescribed medica-
tions

• Family characteristics and family history, including 
the age, occupation, cultural background, and mari-
tal status of family members and the medical, edu-
cational, and mental health history of parents and 
siblings

• Th e child’s interpersonal skills, including relations 
with adults and other children, and play and social 
activities

• Th e child’s educational history, including schools 
attended, academic performance, attitudes toward 
school, relations with teachers and peers, and special 
services

• Th e adolescent’s occupational information and rela-
tionships, including relationships with others of the 
same sex and the opposite sex

Many clinicians develop their own style for engaging 
school-age children and adolescents in discussing their 
situation. We oft en use video games, craft s, and simi-
lar enticements to help the child feel more comfortable. 
When younger children are referred, it may be more ap-
propriate to involve one parent in a joint game or activ-
ity. Younger children are more likely to “be themselves” 
around their parents than a stranger. (For this age group, 
drawing, coloring, and similar fun activities are almost 
always successful at initiating a new relationship.) Also, 
because of their developmental level, younger children 
or children with intellectual disabilities may be capable 
of providing only general impressions of their internal 
states, behavior, and circumstances.

Depending on the child’s age, you may want to adopt 
a child-friendly approach for the interview that fi ts with 
the child’s developmental status, the nature of the prob-
lem, and the interview purpose. Th e interview typically 
will attempt to elicit information about the child’s self-
perceptions and perceptions of others, and to obtain 

Children’s initial reactions to seeing a mental health 
 professional are often ones of fear and resistance. 

©
 R

ic
h

ar
d 

H
u

tc
h

in
g

s/
Ph

ot
o

Ed
it

W4871.indb   88W4871.indb   88 9/19/08   11:11:22 AM9/19/08   11:11:22 AM



CHAPTER 4 Assessment, Diagnosis, and Treatment 89

Felicia’s mother following her pregnancies may suggest a 
family risk for depression. Th e death of Felicia’s grand-
father a year earlier may have been a triggering event, 
leading to a mood disturbance in both Felicia and her 
mother. During the early stages of assessment, these are 
hypotheses; as evidence accumulates with ongoing de-
tective work, hypotheses can be supported or rejected as 
indicated by new data.

Semistructured Interviews
Most interviews with children and parents are unstruc-
tured. Clinicians use their preferred interview style 
and format, as well as their knowledge of the disorder, 
to pursue various questions in an informal and fl exi-
ble manner. Unstructured clinical interviews provide a 
rich source of clinical hypotheses. However, their lack 
of standardization may result in low reliability and se-
lective or biased gathering of information. To address 
this problem, clinicians sometimes use semistructured 
interviews that include specifi c questions designed to 
elicit information in a relatively consistent manner re-
gardless of who is doing the interview. Th e format of 
the interview usually ensures that the most important 
 aspects of a particular disorder are covered. An appeal-
ing feature of semistructured interviews, especially for 
older children and youths, is that they can be adminis-
tered by computer, something many children fi nd enter-
taining and oft en less threatening at fi rst than a face-to-
face interview. Th e semistructured format also permits 
the clinician to follow up on issues of importance that 
may emerge during the interview.

Th e consistency and coverage of semistructured in-
terviews may be off set by a loss of spontaneity between 
the child and clinician, especially if the interview is con-
ducted too rigidly. Under such circumstances, children 
and adolescents may be reluctant to volunteer important 
information not directly relevant to the interviewer’s 
questions. With appropriate modifi cations that make 
the interview process easier to follow, however, semi-
structured interviews are reliable and very useful in as-
sessing a wide range of children’s symptoms (Edelbrock, 
Crnic, & Bohnert, 1999). Sample questions from a semi-
structured interview for youngsters like Felicia who are 
experiencing depression are presented in Table 4.3.

Behavioral Assessment

Th e clinical interviews described in this chapter are 
valuable in eliciting information from parents and 
school-age children. Th ey provide an initial look at how 
the child and family think, feel, and behave, and an ini-
tial suggestion of the factors that might be contribut-
ing to the child’s problems. However, it is oft en neces-
sary to obtain a fi rsthand look at the child’s behavior in 

• A description of the presenting problem, including a 
detailed description of the problem and surrounding 
events, and how parents have attempted to deal with 
the problem in the past

• Th e parents’ expectations for assessment and treat-
ment of their child and themselves

Here is part of the developmental and family history 
given by Felicia’s parents:

Many events presented in this developmental and 
family history may be relevant to the assessment of Fe-
licia’s current problems and must be explored as the as-
sessment proceeds. For example, the babying described 
by Felicia’s parents may refl ect a more general pattern of 
overdependency on her parents that is contributing to her 
school refusal. Th e signifi cant depression  experienced by 

F E L I C I A

History

Her parents reported that Felicia was the result of an unplanned 

pregnancy following an initial miscarriage, the adoption of a son, 

and the birth of a sister. The pregnancy and Felicia’s early life 

were described as uncomplicated and generally happy. Felicia 

reached developmental milestones late, required extra assistance 

with tasks, was quite reserved and uncommunicative, and experi-

enced speech articulation problems. Her parents said they tended 

to “baby” Felicia since she was seen as “slow.” She was similarly 

described as developmentally immature by her teachers. As a re-

sult, she had repeated the fi rst grade even though her attendance 

and academic performance were consistently good.

Felicia’s adopted brother, age 23, attended a local college and 

lived at home. Her sister, age 16, also lived at home and attended 

high school. Felicia’s mother had trained to become a registered 

nurse; her father held a Ph.D. in chemistry and managed the re-

search department of a large company. No signifi cant problems 

were reported for the other children, with the exception of some 

diffi  culty on the part of the brother in establishing independence.

Felicia’s mother described experiencing a signifi cant depres-

sion after each of her pregnancies and following her own father’s 

death the previous year, a loss that was reported to have been 

very painful for Felicia also. Felicia’s father reported no diffi  culties 

and was considered a stable and dependable person. (Adapted 

from “Depression,” by D. J. Kolko, 1987. In M. Hersen and V. B. Van 

Hasselt (Eds.), Behavior Therapy with Children and Adolescents: A 

Clinical Approach, pp. 159–160. Copyright © 1987 by John Wiley & 

Sons, Inc. Reprinted by permission of John Wiley & Sons, Inc.)
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90 PART 1 Understanding Abnormal Child Psychology

think, behave, or feel on the basis of their descriptions of 
inkblots or the pictures they draw.

Using behavioral assessment, the clinician or another 
person who sees the child regularly identifi es target 
behaviors, which are the primary problems of concern, 
with the goal of then determining what specifi c fac-
tors may be controlling or infl uencing these behaviors. 
Sometimes this is a straightforward task, as with a child 
who complains of illness every Monday morning and, as 
a result, is kept out of school for the day (sound famil-
iar?). In other cases, the child displays multiple problems 
at home or school. Felicia’s school refusal appears to be 
part of a larger pattern of diffi  culties that includes social 
withdrawal, depression, and possibly separation anxiety.

Even the seemingly simple task of identifying what 
is bothering a child can be a challenge. Remember that 
an adult usually decides the child has a problem and that 
the child should be referred for an assessment. Adults 
oft en disagree about the nature of the child’s problem, 
especially when they observe children in diff erent set-
tings (De Los Reyes & Kazdin, 2005). Ratings by vari-
ous people may be infl uenced by diff erences between 
their culture and that of the child. For example, when 
teachers rate youths from another cultural background, 
they are more likely to rate them higher on behavioral 
and emotional problems than are the teachers of a simi-
lar background, the parents, or the children themselves 
(Skiba, Knesting, & Bush, 2002). Further, a child’s pre-
senting problem can oft en be very diff erent from the one 
eventually identifi ed as the target for intervention.

A commonly used and simple framework for or-
ganizing fi ndings in behavioral assessment has been 
dubbed the “ABCs of assessment”:

A =  Antecedents, or the events that immediately pre-
cede a behavior

B = Behavior(s) of interest
C =  Consequences, or the events that follow a behavior

In Felicia’s case we might observe the following se-
quence: (A) Whenever Felicia’s mother asks her to go to 
school (antecedent), (B) Felicia complains that she has 
stomach pains and refuses to go (behaviors), and (C) 
her mother lets Felicia stay home (consequence). Th is 
antecedent–behavior–consequence sequence might sug-
gest that Felicia is being reinforced for her physical com-
plaints and school refusal by not having to go to school. 
In addition, because there are no positive consequences 
for going to school and no negative ones for staying at 
home, Felicia might act this way on future school days. 
Th e ABCs of assessment can be used to organize infor-
mation in specifi c contexts, as just described, or as an 
overall framework for assessment.

 everyday life situations at home or at school, or to ask 
someone who sees the child on a regular basis to observe 
the child’s behavior.

Behavioral assessment is a strategy for evaluating 
the child’s thoughts, feelings, and behaviors in specifi c 
settings, and then using this information to formulate 
hypotheses about the nature of the problem and what 
can be done about it (Haynes & Heiby, 2004). Behavioral 
assessment frequently involves observing the child’s 
behavior directly, rather than inferring how children 

T A B L E  4 . 3  Semistructured Interview Questions 
for an Older Child or Adolescent with Depression

Depressed Mood/Irritability

• Do you feel sad?

• Do you get moody?

Loss of Interest

• Have you lost interest in doing things, like your hobbies?

• Is there anything you look forward to doing?

Self-Deprecatory Ideation

• Do you feel that you are worthless?

• Have you thought about committing suicide?

Sleep Disturbances

• Do you have trouble sleeping lately?

• Do you need more sleep than usual lately?

Change in School Performance

• Do you have trouble concentrating in school?

• Have you ever refused to go to school?

Decreased Socialization

• Have there been any changes your relationships with 
friends?

• Do you feel a need to be alone?

Somatic Complaints

• Do you get pains in your stomach?

• Do you get muscle pains and aches?

Loss of Usual Energy

• Do you feel you have less energy to do things?

• Do you often feel tired?

Change in Appetite and/or Weight

• Do you have to force yourself to eat?

• Has there been a change in your weight?

Source: Adapted from Clinical and Forensic Interviewing of Children and Families: Guide-
lines for the Mental Health, Education, Pediatric, and Child Maltreatment Fields, by J. M. 
Sattler, pp. 985–986. Copyright © 1998 by Jerome M. Sattler, Publisher, Inc. Adapted by 
permission.
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proach to organizing assessment information for an in-
dividual child and developing hypotheses for treatment 
(Francis & Chorpita, 2004).

Checklists and Rating Scales
Reports concerning child behavior and adjustment 
can be obtained using global checklists and problem-
focused rating scales. Global behavior checklists ask 
parents, teachers, and sometimes the youngsters them-
selves to rate the presence or absence of a wide variety of 
child behaviors, or the frequency and intensity of these 
behaviors.

Unlike a clinical interview, the use of a well-developed 
checklist is strengthened by its known degree of stan-
dardization and by the opportunities to compare an in-
dividual child’s score with a known reference group of 
children of a similar age and the same gender (Fernan-
dez-Ballesteros, 2004). Checklists are also economical 
to administer and score. Th ey provide a rich source of 
information about parents’ or teachers’ perceptions of 
children’s behavior, including possible diff erences in the 
perceptions of parents in the same family, and diff er-
ences between parent and teacher perceptions. Keep in 
mind, however, that informants may diff er in their views 
of the child’s strengths and weaknesses because they in-
teract with the child in diff erent surroundings and cir-
cumstances. Th ese discrepancies are not necessarily bad, 
because they inform the clinician of the possible range 
of behavior the child engages in, possible circumstances 
that increase or decrease target behaviors, and possible 
demands or expectations placed on the child that may be 
unrealistic.

Th e Child Behavior Checklist (CBCL) developed 
by Th omas Achenbach and his colleagues is a leading 
checklist for assessing behavioral problems in children 
and adolescents (Achenbach & Rescorla, 2001). Th e reli-
ability and validity of the CBCL has been documented in 
many studies, and it is widely used in treatment settings 
and schools. Th e parent-completed form of the CBCL is 
part of a set of scales for children ages 6 to 18 that also 
includes a teacher and youth self-report, a classroom 

Behavior analysis or functional analysis of be-
havior is the more general approach to organizing and 
using assessment information in terms of antecedents, 
 behaviors, and consequences across many levels (Han-
ley, Iwata, & McCord, 2003). As shown in Figure 4.1, 
functional analysis can be used to identify a wide range 
of antecedents and consequences that might be contrib-
uting to Felicia’s school refusal and depression. Th e ante-
cedents and consequences for Felicia’s behavior include 
events in the immediate situation (a reduction in anxi-
ety), more remote occurrences (being teased at school), 
events in the external environment, and Felicia’s inner 
thoughts and feelings.

Th e goal of functional analysis is to identify as many 
factors as possible that could be contributing to a child’s 
problem behaviors, thoughts, and feelings, and to de-
velop hypotheses for the factors that are most important 
and/or most easily changed. In some cases, hypotheses 
can be confi rmed or rejected by changing the anteced-
ents and consequences to see if the behavior changes. 
For example, we might teach Felicia to relax when think-
ing about going to school in order to reduce her anxi-
ety (changing an antecedent) to see if this decreases her 
school refusal. Or she could be instructed to substitute 
more positive self-statements (“I can succeed in school”) 
for her negative ones (“I’m no good at anything”) to see 
if this decreases her depressive symptoms and raises her 
self-esteem. In these examples, you can see a close inter-
play between assessment and intervention when carry-
ing out a functional analysis.

Th e process of gathering information about the 
child’s behavior in specifi c settings takes many diff erent 
forms. Oft en it involves either asking the parent, teacher, 
or child about what goes on in specifi c situations, or ob-
serving the child. Clinicians develop their initial hy-
potheses based on information provided by the parents 
and the child during the interview. Th ey pursue the hy-
potheses further using behavioral assessments, such as 
behavior checklists and rating scales, and observations 
of behavior in real life or in role-play simulations. In 
general, behavioral assessment can be viewed as an ap-

Requested to go to school

Teased at school

“I’m no good at anything”

Feelings of anxiety about
going to school

Physical complaints

School refusal

Depressive symptoms

School refusal

Stays home

No teasing

Confirms low self-opinion

Reduction in anxiety

Antecedents ConsequencesBehaviors

F I G U R E  4 . 1  Functional analysis: antecedents, behaviors, consequences.
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92 PART 1 Understanding Abnormal Child Psychology

checklists in an engaging, child-friendly manner that 
increases the child’s interest in the material. We like to 
administer questionnaires to adolescents by computer, 
simply because they fi nd this approach more interesting. 
With younger children, we like to hand them a card show-
ing the range of responses they may have, using happy or 
sad faces and similar icons that appeal to that age group. 
Rating scales provide the clinician with a more focused 
look at specifi c problems than a global behavior check-
list provides. You will see many examples of rating scales 
used to assess specifi c problems in the chapters to follow.

Behavioral Observation and Recording
Since some children are not old enough or skilled enough 
to report on their own behavior, parents, teachers, or cli-
nicians may keep careful records of specifi c target be-
haviors. Parents or other observers typically record base-
line (prior to intervention) data on one or two problems 
that they wish to change—for example, how oft en their 
child complies with their requests or how oft en he or she 
throws a temper tantrum (Dishion & Granic, 2004).

Recordings by parents have the advantage of provid-
ing ongoing information about behaviors of interest in 
life settings that might not otherwise be accessible to ob-
servation by the clinician. Parental monitoring may also 
provide secondary benefi ts that are not directly related to 
assessment—teaching parents better observation skills, 

observation measure, and an interview. A notable fea-
ture of the CBCL is that it has been used to assess chil-
dren in 80 or more cultural groups throughout the world 
and as such provides a robust measure for evaluating 
 immigrant, refugee, and minority children from diverse 
backgrounds (Achenbach et al., 2008).

Th e scales of the CBCL can be used to form a pro-
fi le that gives the clinician an overall picture of the va-
riety and degree of the child’s behavioral problems. 
A CBCL profi le derived from a checklist completed by 
Felicia’s mother is shown in Figure 4.2. Th e profi le shows 
that her major areas of concern about her daughter are 
with respect to symptoms of anxious/depressed (e.g., 
“fears school,” “cries a lot”), withdrawn/depressed (e.g., 
“rather be alone,” “enjoys little”), and somatic complaints 
(e.g., “feels dizzy,” “aches”). Felicia’s scores on these 
 dimensions are extreme, and place her in the upper 5% 
or higher (clinical or near clinical range) when compared 
with girls of a similar age.

In addition to checklists like the CBCL that span a 
wide range of behavior problems, other rating scales fo-
cus mainly on specifi c disorders—depression, anxiety, 
autism, ADHD, or conduct problems—or on particular 
areas of functioning—social competence, adaptive be-
havior, or school performance (Mash & Barkley, 2007). 
Ratings of the child are usually provided by parents and 
teachers. Clinicians may opt to administer self-report 

I
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95
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Externalizing

III
Somatic

Complaints

IV
Social

Problems

V
Thought
Problems

CBCL Syndromes

VI
Attention
Problems

VII
Rule-breaking

Behavior

VIII
Aggressive
Behavior

F I G U R E  4 . 2  Child Behavior Checklist (CBCL) profi le for Felicia. (Based on Achenbach & Rescorla, 2001)
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to elicit both parent–child cooperation and confl ict: We 
fi rst ask parents to play with their child so that we can 
observe their teaching style, and then ask them to have 
the child put away her or his favorite toys, which oft en 
results in noncompliance and confl ict (Wolfe, 1991).

In Felicia’s case, role-play simulations were used 
to assess her social skills. Th e clinician fi rst described 
the situation to Felicia as follows: “You’re sitting in the 
school cafeteria eating lunch by yourself when Maria, a 
girl from your math class, comes over to your table and 
sits across from you.” Next, the clinician takes the role 
of Maria and says, “Hi Felicia. How’s your lunch?” Feli-
cia then responds, and the interaction continues, giving 
the clinician a chance to directly observe Felicia’s social 
skills in a situation that might come up in everyday life.

assessing parental motivation, and providing parents 
with realistic estimates of their child’s rate of respond-
ing and feedback regarding the eff ects of treatment. 
However, many practical problems may arise in asking 
parents to keep accurate records; for example, children 
oft en know when they are being watched and may react 
diff erently. Box 4.1 illustrates why observing behavior 
can be a useful part of any clinical assessment.

Th e clinician may also set up a role-play simulation in 
the clinic to see how the child and family might behave 
in daily situations encountered at home or school, or in 
a problem-solving situation like fi guring out how to play 
a game together (Roberts & Hope, 2001). When observ-
ing families who have physically abused their preschool-
age child, for example, we choose activities most likely 

A  C L O S E R  L O O K

B O X  4 . 1  Observing Behavior: Seeing the Whole Picture

Sometimes observations of a child with his or her parent can 
be extremely illuminating. Recently, the mother of Sammy, a 
4-year-old child with severe behavior problems, came to one 
of our clinics for assistance. During the interview she told the 
clinician that her son was “impossible to get dressed,” and 
“doesn’t listen to a thing I say to him.” She had been told by 
a family member that Sammy seemed “hyperactive,” and her 
family doctor had requested a psychological assessment as a 
result of her insistence on this diagnosis.

A note from his preschool teacher painted a very diff er-
ent picture of this young boy. His teacher spoke frankly of 
Sammy’s undeveloped skills at following directions or con-
centrating on a task for any length of time, but pointed out 
how he settled down much like the other children once he 
found something to do that he enjoyed. This boy seemed 
calm during our visit with him at the clinic, so we decided to 
get a clearer picture of the  situation by visiting his home and 
school.

When we visited the home, the problem stood out within 
minutes. His home was littered with his toys and games, 
which his mother let him rummage through and toss around 
the room freely. Attempts to get her to provide some struc-
ture to his play and other activities resulted in an immedi-
ate confrontation between the two—he simply turned away 
and grabbed the toys he wanted, and she became upset and 
started to chase after him, yelling at him to put his toys away. 
“See,” she said, turning to the observer, “he doesn’t do a thing 
I ask him to do.” The boy clutched his toys and quieted down 
at this point, turned on the TV, and plunked himself in front 
of it. Similar attempts on Sammy’s part to avoid doing what 
his teacher asked were observed during our school visit, al-
though his teacher was more successful at getting him back 
to the activity at hand by using praise and other positive 
rewards.

Obviously, the description this mother gave us of her son’s 
behavior lacked a few of the details that make an accurate di-
agnosis possible. Her description also failed to mention how 
upset she got when Sammy “didn’t listen,” and that the home 
environment was rather chaotic and unstructured for a child 
his age. Without this home observation visit, our assessment 
of the problem and recommendations for treatment might 
have been quite diff erent if we attributed his misbehavior 
primarily to hyperactivity, as the mother initially led us to as-
sume. We developed strategies to teach the mother how to 
structure her home in a child-friendly manner, how to spend 
time playing with her son, and how to encourage his compli-
ance by starting with simple requests and using the positive 
rewards of praise, attention, and activities he enjoyed.

Observing behavior directly assists in obtaining an 
accurate picture of the child’s behavior under certain 
circumstances.
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94 PART 1 Understanding Abnormal Child Psychology

ity tests, and neuropsychological tests to assess children’s 
disorders of development, learning, and behavior (Sat-
tler & Hoge, 2006). In fact, tests (particularly intelligence 
tests) are among the most frequently used assessment 
methods with children (Cashel, 2002). Remember that 
test scores should always be interpreted in the context 
of other assessment information. Oft en, observations of 
a child’s behavior during the test situation can tell us as 
much or more about the child as his or her test scores.

Developmental tests are used to assess infants and 
young children, and are generally carried out for the 
purposes of screening, diagnosis, and evaluation of early 
development. Screening refers to the identifi cation of 
children at risk, who are then referred for a more thor-
ough evaluation. Th e assessment of infants and young 
children at risk for developing later problems has in-
creased in frequency as new laws and policies direct 
public attention and action to the importance of early 
identifi cation for developing eff ective strategies for early 
intervention and prevention (DelCarmen-Wiggins & 
Carter, 2004). As we discuss in Chapter 10, much cur-
rent emphasis is being placed on early screening of chil-
dren for autism as a key to early intervention. Because 
screening tests are brief, a more thorough assessment of 
a young child’s development is also needed.

Intelligence Testing
Evaluating a child’s intellectual and educational func-
tioning is a key ingredient in clinical assessments for a 
wide range of childhood disorders (Sattler, 2008). For 
some children, impairments in thinking and learning 
may result from their behavioral or emotional problems. 
Th e drop in Felicia’s grades from Bs to Cs and Ds was 
likely a function of the impact of her school refusal and 
depression on her school performance. For other chil-
dren, particularly those with intellectual disabilities or 
learning and language disorders, problems in thinking 
and learning may be part of the disorder itself.

In many other cases, the nature of the relationship 
between the child’s disorder and disturbances in think-
ing and learning is less clear. For example, children with 
ADHD score lower on standard tests of intelligence and 
do more poorly in school than other children. Is this 
lowered performance related to their inattentiveness in 
the test situation or classroom, or to some other more 
basic defi cit in how they process information? Intellec-
tual and educational assessments can help answer some 
of these questions.

How would you defi ne intelligence? Most people 
think intelligence involves problem-solving ability, ver-
bal ability, and social intelligence. David Wechsler, 
whose test has come to be the one most frequently used 
to assess intelligence in children, defi ned intelligence as 
“the overall capacity of an individual to understand and 

Remember, direct observation is not foolproof. Cli-
nicians must take into account the informant, the child, 
the nature of the problem, and the family and cultural 
context because any of these issues can distort the fi nd-
ings. Despite its limitations, direct observation is a valid 
and benefi cial step in the decision-making process for 
most families who voluntarily seek assistance and un-
derstand what may be required to conduct a thorough 
assessment and treatment plan, and can be quite helpful 
to less motivated families as well.

Psychological Testing

A test is a task or set of tasks given under standard con-
ditions with the purpose of assessing some aspect of the 
child’s knowledge, skill, or personality. Most tests are 
standardized on a clearly defi ned reference group—for 
example, children of a certain age, sex, or SES, referred 
to as a norm group. An individual child’s scores can then 
be compared with the scores of a comparable group of 
children to determine the extent to which that child’s 
scores deviate from the norm. Th e prevalence and vis-
ibility of test use in our culture have led some people to 
adopt the mistaken view that testing and psychological 
assessment are one and the same. Although tests play 
an important role in a child’s assessment, they represent 
only one part of the overall decision-making process.

It is also important to keep in mind that many psycho-
logical tests, because they may have been “normed” on 
narrow and limited samples, may not be appropriate to 
use with individuals from racial, ethnic, or cultural groups 
other than those with whom the tests were normed. It has 
also been argued that many standardized tests, particu-
larly intelligence and achievement tests, are culturally 
biased, unfairly penalizing those children whose family, 
SES, and cultural background are  diff erent from those of 
Euro-American middle-class children. Th ese and other 
valid criticisms have led to improved tests. For example, 
test developers now select normative groups that are rep-
resentative of the population, and test items that are as 
free of cultural bias as possible. In addition, several pro-
fessional organizations have joined together to develop 
a Code of Fair Testing Practices, which presents guide-
lines for professionals for “fulfi lling their obligation to 
provide and use tests that are fair to all test takers regard-
less of age, gender, disability, race, ethnicity, national ori-
gin, religion, sexual orientation, linguistic background, 
or other personal characteristics” (Joint Committee on 
Testing Practices, 2004, p. 2). As a result of these eff orts, 
clinicians have become increasingly sensitive to cultural 
factors in test administration and interpretation (Sattler, 
2008).

Clinicians commonly use developmental scales, intel-
ligence and educational tests, projective tests, personal-
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might have aff ected Felicia’s performance—anxiety, per-
sonality factors, motivation, or medication—and how her 
scores compare with those of other girls of comparable 
age, grade, ethnic group, or disability. Finally, and most 
important, the clinician must consider how the test scores 
will be used in treatment and educational planning.

Projective Testing Projective tests present the child 
with ambiguous stimuli such as inkblots or pictures of 
people, and the child is then asked to describe what she 
or he sees. Th e hypothesis is that the child will “project” 
his or her own personality—unconscious fears, needs, 
and inner confl icts—on the ambiguous stimuli of other 
people and things. Without being aware, the child dis-
closes his or her unconscious thoughts and feelings to 
the clinician, thus revealing information that would not 
be shared in response to direct questioning (Leichtman, 
2004). Many “junior-sized” versions of projective tests 
have been developed for younger children, in which the 
ambiguous stimuli have been made child-friendly by in-
corporating family scenes or pictures of animals (Levitt & 
French, 1992).

Projective testing has generated more controversy 
over the past 50 years than any other clinical assessment 
method. Most clinicians have strong views about projec-
tive testing, either pro or con. You may very well have 
your own strong opinions about the Rorschach inkblot 
and similar methods. Some clinicians believe that pro-
jective tests provide a rich source of information about 
the child’s coping styles, aff ect, self-concept, interper-
sonal functioning, and ways of processing information 
(Verma, 2000). Other clinicians see them as inadequate 
with respect to meeting minimum standards for reliabil-
ity and validity (Lilienfeld, Wood, & Garb, 2006; Wood, 
Lilienfeld, Garb, & Nezworski, 2000).

Despite the controversy surrounding their use, pro-
jective tests continue to be one of the most frequently 
used clinical assessment methods (Cashel, 2002). Rep-
resentative of the many projective techniques used with 
children and adolescents are human fi gure drawings, 
the Rorschach inkblot test, and thematic picture tests 
in which children are asked to tell a story in response 
to pictures of children in everyday situations with their 
families, peers, or alone. Clinicians may also attempt to 
assess the child’s inner life through play—for example, 
through the use of puppets, storytelling, or other ma-
terial (Chethik, 2000). Although not formal projective 
tests, for some clinicians play and drawings are presumed 
to function in much the same way as projectives—as a 
window into the child’s unconscious processes.

Personality Testing
Personality is usually considered an enduring trait or 
pattern of traits that characterize the individual and de-
termine how he or she interacts with the environment 

cope with the world around him” (Wechsler, 1974, p. 5). 
Th is defi nition is consistent with theories on which com-
monly used intelligence tests are based. Although debate 
remains about how intelligence should be defi ned, clin-
ically, intelligence tests are used primarily for answer-
ing practical questions, such as identifying children who 
may have diffi  culty succeeding in a regular classroom.

Numerous tests for assessing intelligence in chil-
dren exist, each with its own strengths and weaknesses. 
Th e most popular intelligence scale used with chil-
dren today is the Wechsler Intelligence Scale for Chil-
dren (WISC-IV) (Wechsler, 2003). It is the most recent 
version of a test that was introduced over 50 years ago. 
Th e WISC-IV is made up of 10 mandatory and 5 sup-
plementary subtests that span the age range of 6 to 16 
years. According to Wechsler, these subtests assess the 
child’s global capacity in diff erent ways, but do not rep-
resent diff erent types of intelligence. Relative to earlier 
versions, the WISC-IV places greater emphasis on fl uid 
reasoning abilities, higher-order reasoning, and infor-
mation processing speed, and less emphasis on possible 
externally or culturally infl uenced factors such as arith-
metic knowledge (Prifi tera, Saklofske, & Weiss, 2005). 
Other tests assess intelligence in younger children, in-
cluding the Wechsler Preschool and Primary Scale of 
Intelligence—III (WPPSI-R) (Wechsler, 2002), Stanford-
Binet-5 (SB5) (Roid, 2003), and the Kaufman Assessment 
Battery for Children (K-ABC-II) (Kaufman & Kaufman, 
2004).

Examples of questions and items included on each 
WISC-IV subtest are shown in Box 4.2. Th e WISC-IV is 
individually administered to the child by a highly trained 
examiner who follows prescribed procedures. Th e test 
produces a Full Scale IQ, derived from four indices: Ver-
bal Comprehension Index, Perceptual Reasoning Index, 
Working Memory Index, and Processing Speed Index. 
Th e profi le of these four abilities represents key indicators 
of the cognitive strengths and weaknesses considered im-
portant to the assessment of learning disabilities, execu-
tive functions, attention disorders, traumatic brain inju-
ries, intellectual disabilities, lead poisoning, gift edness, 
and various other medical and neurological concerns 
(Prifi tera et al., 2005). True to tradition, IQ scores on the 
WISC-IV are good predictors of academic achievement.

Felicia obtained a Verbal Comprehension IQ score of 
107, a Perceptual Reasoning Index score of 105, a Work-
ing Memory Index score of 104, a Processing Speed In-
dex score of 105, and a Full Scale IQ score of 106 on the 
WISC-IV, which means that her intelligence is in the av-
erage range. With this information, the clinician must 
next consider how her test scores relate to each other, and 
if there is a pattern to the results that might clarify her 
relative strengths and weaknesses. He or she must also 
consider any circumstances in the testing situation that 
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96 PART 1 Understanding Abnormal Child Psychology

A  C L O S E R  L O O K

B O X  4 . 2   Items Similar to Those Included in WISC-IV 

I. Verbal Comprehension Index

Similarities (23 items)
In what way are a pencil and a piece of chalk alike?
In what way are tea and coff ee alike?
In what way are an inch and a mile alike?
In what way are binoculars and a microscope alike?

Vocabulary (36 items).
What is a ball?
What does running mean?
What is a poem?
What does obstreperous mean?

Comprehension (21 items).
Why do we wear shoes?
What is the thing to do if you see someone dropping 
  a package?
In what two ways is a lamp better than a candle?
In the United States, why are we tried by a jury of our 
  peers?

Information (33 items)
How many legs do you have?
What must you do to make water freeze?
Who developed the theory of relativity?
What is the capital of France?

Word Reasoning (24 items)
The task is to identify the common concept being 
  described with a series of clues.
Clue 1: This has a motor  . . .
Clue 2:  . . .  and it is used to cut grass.

II.  Peceptual Reasoning Index

Block Design (14 items)
The task is to reproduce stimulus designs using four or nine 
blocks (see below).

Picture Concepts (28 items)
The task is to choose one picture from each of two or three 
rows of pictures in such a way that all the pictures selected 
have a characteristic in common (see below).

Matrix Reasoning (35 items)
The task is to examine an incomplete matrix and select 
whichever of the five choices best completes the matrix 
(see below).

1 2 3 4 5

Picture Completion (38 items)
The task is to look at a picture—such as that of a car without 
a wheel, a scissors without a handle, or a telephone without 
numbers on the buttons—and identify the essential missing 
part (see below).
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dependable or undependable, tense or relaxed, refl ec-
tive or unrefl ective (Shiner, 2007). Th ese central dimen-
sions of personality have been dubbed the “Big 5” factors 
(Mervielde & Fruyt, 2002). Many of the methods already 
discussed, such as interviews, projective techniques, and 
behavioral measures, provide some information about 
the child’s personality. However, many objective in-
ventories focus specifi cally on personality, using either 

(Roberts & DelVecchio, 2000). For example, children 
who withdraw from social contact may be characterized 
by their parents as shy; others who are socially busy are 
characterized as outgoing. In a sense, a child’s early tem-
perament (discussed in Chapter 2) provides a foundation 
on which personality is built. Several dimensions of per-
sonality have been identifi ed, including whether a child 
or adolescent is timid or bold, agreeable or disagreeable, 

A  C L O S E R  L O O K

B O X  4 . 2   Items Similar to Those Included in WISC-IV (continued) 

III. Working Memory Index

Digit Span (16 items; 8 in Digit Span Forward, 
  8 in Digit Span Backward)
In one part, the task is to repeat in a forward direction a 
string of from 2 to 9 digits presented by the examiner (exam-
ple: 1-8). In the other part, it is to repeat in a backward direc-
tion a string of from 2 to 8 digits (example: 6-4-9).

Letter– Number Sequencing (10 items, each with 
  3 trials)
The task is to listen to a string of from 2 to 8 letters and digits 
(example: 1-b) and repeat it back with the numbers in ascend-
ing order followed by the letters in alphabetical order  (exam-
ple: e-6-d-9 would be repeated back as 6-9-d-e).

Arithmetic (34 items)
If I have one piece of candy and get another one, how many 
pieces will I have?
At 12 cents each, how much will 4 bars of soap cost?
If suits sell for 1/2 of the regular price, what is the cost of a 
$120 suit?

IV. Processing Speed Index

Coding (59 items in Coding A and 119 items in 
  Coding B)
The task is to copy symbols from a key (see below).

2 4 1 5 6 3 5 2 1 6 4 3

1
x

5

/

4

L

3
=

2
o

6
V

Symbol Search (45 items in Part A and 60 items in 
  Part B)
The task is to decide whether a stimulus figure (a symbol) ap-
pears in an array (see below).

YES NO

YES NO

YES NO�

�

�

Cancellation (2 items, one Random and one Sequenced)
The task is to scan both a random arrangement and a se-
quenced arrangement of pictures and mark target pictures 
(animals) within a specified time limit (see below).

Note. The items resemble those that appear on the WISC– IV 
but are not actually from the test.

Adapted from Sattler, J. M., and Dumont, R. Assessment 
of Children: WISC-IV and WPPSI-III Supplement, Exhibit 1-1. 
Copyright 2004 by Jerome M. Sattler, Publisher, Inc.
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98 PART 1 Understanding Abnormal Child Psychology

then touching the tip of your nose with 
your ring fi nger, fi rst with your right hand 
and then with your left . How do you think 
you would do on this task if you were sleep-
deprived? Even a simple task like this one 
depends on many psychological functions 
and an intact nervous system. For children 
with certain brain injuries or dysfunctions, 
carrying out this or other tasks may prove 
diffi  cult.

Th e premise underlying neuropsycho-
logical assessments is that behavioral mea-
sures can be used to make inferences about 
central nervous system dysfunction and, 
more important, the consequences of this 
dysfunction for the child. Neuropsycholog-
ical assessments use this information clini-

cally for determining a diagnosis, planning treatment, 
documenting the course of recovery, measuring subtle 
but signifi cant improvements, and following up on chil-
dren with neurological impairments or learning disor-
ders (Farmer & Muhlenbruck, 2000).

Neuropsychological assessments frequently consist 
of comprehensive batteries that assess a full range of 
psychological functions: verbal and nonverbal cogni-
tive functions such as language, abstract reasoning, and 
problem solving; perceptual functions including visual, 
auditory, and tactile–kinesthetic; motor functions re-
lating to strength, speed of performance, coordination, 
and dexterity; and emotional/executive control functions 

the child or a parent as informants. Two of the more 
frequently used personality inventories with children 
are the Minnesota Multiphasic Personality Inventory—
Adolescent (MMPI-A) (Butcher et al., 1992) and the Per-
sonality Inventory for Children, Second Edition (PIC-2) 
(Lachar, 1999). Examples of the content that may be in-
cluded in personality inventories are shown in Table 4.4.

Neuropsychological Testing
In the clinical context, neuropsychological assessment
attempts to link brain functioning with objective mea-
sures of behavior known to depend on an intact  central 
nervous system. For example, try closing your eyes and 
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Classifi cation and Diagnosis
Over the past two decades, major changes have occurred 
in the classifi cation of childhood disorders (Mash & 
Hunsley, 2007). By classifi cation, we mean a system 
for representing the major categories or dimensions of 
child psychopathology, and the boundaries and relations 
among them. As you may recall, one defi nition of diag-
nosis refers to the assignment of cases to categories of a 
classifi cation system.

We begin our discussion of this important topic by 
considering some of the reasons for classifi cation and di-
agnosis with children and adolescents, and go into some 
detail about current approaches. Because diagnosis is 
not without criticism, we also raise awareness of the im-
pact of labeling children. Until now, we have looked at 
Felicia’s problems on a very individual basis. We looked 
at her depression, school refusal, and social skills defi -
cits, and assessed her general intellectual functioning 
and behavior. Th is information tells us what is unique 
about Felicia and how she diff ers from others her age. 
Isn’t this enough, you might ask? Why do we need to pi-
geonhole Felicia by tagging her with a diagnostic label 
such as “major depressive disorder”? Can’t we just fi nd 
a way to help her with her problems based on what we 
have learned about her unique characteristics?

Th e limitation of this approach is that if we treated 
every child as unique, research into the causes and treat-
ment of childhood disorders would be impossible to 
conduct, and we would have little direction in how to 
proceed in treating an individual case (Waldman & Lil-
ienfeld, 1995). For this reason, we also need to consider 
what Felicia has in common with others who present 
with similar problems or symptoms, and whether there 
are general principles that apply to many children. In ef-
fect, we do this throughout this text, as we learn about 
the core symptoms of child and adolescent disorders, 
their prevalence and course, their prognosis, and their 
treatment. Without such information to use for com-
parison, making the best decisions concerning Felicia’s 
problem and course of action would be diffi  cult.

As you may recall from our earlier discussion, clini-
cal assessment and diagnosis involve two related strate-
gies for determining the best plan for a given individ-
ual. We use an idiographic strategy to highlight a child’s 
unique circumstances, personality, cultural background, 
and other features that pertain to his or her particular 
situation. Each child who comes in for an assessment 
has unique strengths and challenges that make his or 
her problem a little diff erent from the “textbook” case.

In addition, we use a nomothetic strategy as part of our 
assessment in order to benefi t from all the information 
accumulated on a given problem or disorder and to deter-
mine the general category of problems to which the pre-

such as attention, concentration, frustration tolerance, 
and emotional functioning.

Although neuropsychological assessments were 
originally used to identify an underlying brain injury 
or process, this is no longer their primary purpose. Th e 
routine use of neuroimaging procedures (Chapter 3), 
combined with mixed or inconsistent neuropsycholog-
ical fi ndings, has led the focus away from diagnosis to 
obtaining information about strengths and defi cits in 
functioning. Th is information can lead to eff ective treat-
ment and rehabilitation for children with neurological 
disorders (e.g., head injury, tumors, infectious disorders) 
and learning problems (Hoon & Melhem, 2000).

section summary
Assessing Disorders
• Clinical assessment relies on a multimethod assessment 

approach, which emphasizes obtaining information from 
diff erent informants in a variety of settings, using a vari-
ety of methods.

• The clinical interview continues to be the most universally 
used assessment procedure with parents and children.

• In unstructured interviews, interviewers use their pre-
ferred style and format to pursue various questions in an 
informal and fl exible manner. In contrast, semistructured 
interviews include specifi c questions designed to elicit in-
formation in a relatively consistent manner regardless of 
who is doing the interview.

• Behavioral assessment evaluates the child’s thoughts, 
feelings, and behaviors in specifi c settings and uses this 
information to formulate hypotheses about the nature of 
the problem and what can be done about it.

• Reports concerning child behavior and adjustment can 
be obtained using global checklists and problem-focused 
rating scales. An individual child’s scores can be com-
pared with a known reference group of children of similar 
age and the same gender.

• Tests are tasks given under standard conditions with the 
purpose of assessing some aspect of the child’s knowl-
edge, skill, or personality.

• Evaluating a child’s intellectual functioning is a key ingre-
dient in clinical assessments for a wide range of childhood 
disorders.

• Projective tests present children with ambiguous stimuli 
to assess their inner thoughts and feelings that refl ect as-
pects of their personality.

• Objective personality tests assess whether a child is timid 
or bold, agreeable or disagreeable, dependable or unde-
pendable, tense or relaxed, refl ective or unrefl ective.

• Neuropsychological assessment attempts to link brain 
functioning with objective measures of behavior that are 
known to depend on central nervous system functioning.
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100 PART 1 Understanding Abnormal Child Psychology

and that all children possess them to varying degrees. For 
example, rather than saying that Felicia’s symptoms fi t 
the category of major depressive disorder, we might say 
that she is signifi cantly above average (oft en referred to 
as being within the clinical range) on the dimensions of 
depression and anxiety. Th ese and other traits or dimen-
sions are typically derived using statistical methods from 
samples drawn from both clinically referred and nonre-
ferred child populations to establish ranges along each 
dimension (Achenbach & Rescorla, 2001).

Although dimensional approaches based on statis-
tical data are more objective and potentially more re-
liable than clinically derived categorical systems, they 
too have limitations. First and foremost, the derived di-
mensions are dependent on sampling, method, and in-
formant characteristics, as well as the age and sex of the 
child (Mash & Hunsley, 2007). Consequently, integrat-
ing information obtained from diff erent methods and 
various informants, over time or across situations, can be 
diffi  cult. Dimensional approaches may also be insensitive 
to contextual infl uences. For example, suppose you were 
a parent and were asked to describe whether your child 
“acts too young” using the scale “never, sometimes, a lot.” 
You might want to clarify the circumstances or context 
under which she sometimes acts too young (“whenever I 
take her grocery shopping” or “when she is playing with 
other children”). Dimensions provide a useful estimate 
of the degree to which a child displays certain traits and 
not others, yet they oft en have to be tailored to the child’s 
unique circumstances and developmental opportunities.

Many dimensions of child psychopathology have 
been identifi ed through research. Th ese include the exter-
nalizing behavior and internalizing behavior dimensions, 
which refl ect aggressive/rule-breaking behaviors and 
anxious/withdrawn/depressed behaviors, respectively. 
Some of the most common dimensions identifi ed in chil-
dren and adolescents are presented in Table 4.5, along 
with examples of specifi c associated problem behaviors.

Although the debate has not been resolved as to 
which approach is “best,” there is a growing consensus 
that each approach has value in classifying childhood 
disorders, and that a combined approach may be needed 
(Pickles & Angold, 2003). Some severe forms of intel-
lectual disability may be best conceptualized as quali-
tatively distinct conditions (categories), whereas most 
other childhood disorders, such as depression or anxi-
ety, may be best described as extreme points on one or 
more continuous dimensions.

Also, whether the purpose is clinical diagnosis or re-
search, one approach may be more useful than the other. 
A dimensional approach to conceptualizing psychologi-
cal factors such as behavior, aff ect, and cognitive abilities 
among children is compatible with research methods 
that determine the degree of association between two 

senting problem belongs. Th at is, we attempt to name or 
classify the problem using an existing system of diagnosis, 
such as DSM-IV-TR (APA, 2000). Classifying the prob-
lem leads to an existing body of knowledge from which 
we can draw to understand the child and family and to 
choose an intervention, preferably one shown by research 
to be eff ective for children with similar diffi  culties.

Although most of us recognize the advantages of 
classifi cation for medical and psychological problems, 
developing a classifi cation system that is simple and con-
cise enough to be of practical benefi t is not an easy task. 
In fact, despite years of eff ort, there is no single, agreed-
upon, reliable, and valid worldwide classifi cation system 
for childhood disorders. DSM-IV-TR has become the 
standard in North America, but although it has been used 
with children across a wide age range, concerns continue 
to be raised about its limited coverage of childhood dis-
orders and insensitivity to the developmental complexi-
ties (e.g., changes in symptom expression with age) that 
characterize these problems (Mash & Hunsley, 2007).

Categories and Dimensions

Th e fi rst approach to diagnosing child psychopathol-
ogy involves the use of categorical classifi cation systems. 
Categorical classifi cation systems have been based pri-
marily on informed professional consensus, an approach 
that has dominated and continues to dominate the fi eld 
of child (and adult) psychopathology (APA, 2000). A 
classical (or pure) categorical approach assumes that ev-
ery diagnosis has a clear underlying cause like an infec-
tion or a malfunction of the nervous system, and that 
each disorder is fundamentally diff erent from other dis-
orders. Th erefore, individual cases can be placed into 
distinctive categories.

We might say, for example, that Felicia meets the cri-
teria for a major depressive disorder but not for separa-
tion anxiety disorder. Th e disadvantage to this approach, 
of course, is that children’s behavior seldom falls neatly 
into established categories, so a certain degree of confu-
sion remains. Moreover, categories of behavior (as op-
posed to some medical diseases) do not typically share 
the same underlying causes; thus, the mental health fi eld 
has had to modify the classical categorical approach to 
accommodate the current state of knowledge. Children 
given the same diagnosis don’t necessarily share the 
same etiology, nor do they respond to the same treat-
ment. It is therefore crucial to understand that current 
diagnostic categories represent only our current knowl-
edge about how symptoms cluster together.

Th e second approach to describing abnormal child be-
havior involves empirically based dimensional classifi ca-
tion. Dimensional classifi cation approaches assume that 
many independent dimensions or traits of behavior exist, 
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or adolescent that may assist a clinician in planning the 
treatment of a disorder. In other words, the axes serve 
to add further context and detail to the description of 
an individual’s particular circumstances by organizing 
and communicating clinical information, capturing the 
complexity of clinical situations, and describing the di-
versity of individuals with the same diagnosis. Th e fi ve 
axes of the DSM-IV-TR are as follows:

Axis I Clinical disorders
   Other conditions that may be a focus of 

clinical attention
Axis II Personality disorders
  Mental retardation
Axis III General medical conditions
Axis IV Psychosocial and environmental problems
Axis V Global assessment of functioning
Reprinted with permission from the Diagnostic and Statistical Manual of Mental Disor-
ders, Text Revision, Fourth Edition. Copyright 2000 American Psychiatric Association.

Axis I is where the various clinical disorders or con-
ditions are reported, except for mental retardation and 
personality disorders that are reported on Axis II be-
cause they are presumed to be stable. Axis I diagnostic 
categories that apply to infants, children, and adoles-
cents are shown in Table 4.6, and will be discussed in 
detail in the chapters to follow. Th e disorders in the fi rst 
section of Table 4.6 traditionally have been thought of 
as fi rst occurring in childhood or as exclusive to child-

or more variables. Th erefore, the dimensional approach 
is oft en preferred by those conducting psychological 
research. A categorical approach, on the other hand, is 
oft en more compatible with clinical purposes, where 
the objective is to incorporate the whole pattern of the 
child’s behavior into a meaningful diagnosis and treat-
ment plan. In addition, categories are useful for commu-
nicating among clinicians (Mead, Hohenshil, & Singh, 
1997), and categorical diagnoses are oft en required to 
determine a child’s eligibility for services.

The Diagnostic and Statistical Manual (DSM)

A synopsis of the evolution of current systems is shown 
in Box 4.3, which provides a perspective on how far we 
have come in recognizing mental disorders in children 
and adolescents. Th e terminology and focus of prior sys-
tems refl ected the major theoretical views of mental ill-
ness at the time; a shift  to a more objective, informed ap-
proach had occurred by the 1980s.

DSM-IV-TR (the “TR” stands for “text revision”) 
(APA, 2000) includes the same diagnostic criteria as 
DSM-IV (APA, 1994) and updates the text informa-
tion and wording to refl ect new information and fi nd-
ings about prevalence and associated features since the 
DSM-IV was originally introduced in 1994. Th e DSM-
IV-TR is a multiaxial system consisting of fi ve axes. 
A multiaxial system is a classifi cation system consisting 
of several axes (domains) of information about the child 

T A B L E  4 . 5  Commonly Identifi ed Dimensions of Child Psychopathology 
and Examples of Items That Refl ect Each Dimension

Anxious/Depressed Withdrawn/Depressed Social Problems

Cries a lot Would rather be alone Too dependent

Worries Refuses to talk Doesn’t get along with peers

Feels worthless Secretive Gets teased

Nervous, tense Shy, timid Not liked

Somatic Complaints Thought Problems Aggressive Behavior

Feels dizzy Hears things Argues

Overtired Sees things Mean to others

Aches, pains Strange behavior Attacks people

Headaches Strange ideas Destroys others’ things

Attention Problems Rule-Breaking Behavior

Inattentive Lacks guilt

Can’t concentrate Bad companions

Can’t sit still Lies

Confused Runs away from home

Source: Achenbach, T. M., & Rescorla, L. A. (2001). Manual for the ASEBA School-Age Forms & Profi les. Burlington, VT: University of Vermont, Research Center for Children, Youth, and 
Families, 2001. Reprinted with permission.
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102 PART 1 Understanding Abnormal Child Psychology

• An enduring pattern of inner experience and behav-
ior that deviates noticeably from the expectations of 
the individual’s culture. For example, one individual 
may show very diff erent ways of thinking, feeling, and 
behaving compared to others in his or her culture.

• Th is enduring pattern of unusual thinking, feeling, 
or behaving is infl exible, and pervasive across a wide 
range of situations, and results in clinically signifi -
cant distress or impairment in functioning.

In addition to the general diagnostic criteria noted 
above, the DSM-IV-TR stipulates that additional diag-
nostic considerations should be used in describing per-
sonality disorders among children and adolescents:

• Personality Disorder categories may be applied to 
children or adolescents in those relatively unusual 
instances when the individual’s particular maladap-
tive personality traits appear to be pervasive, persis-
tent, and unlikely to be limited to a particular devel-
opmental stage or an episode of an Axis I disorder 
(APA, 2000, p. 687).

• To diagnose a personality disorder in an individual 
under age 18, the features must have been present for 
at least 1 year (APA, 2000, p. 687). Th e one excep-
tion to this is Antisocial Personality Disorder, which 
cannot be diagnosed in individuals under the age of 
18 years.

hood, so they require operational criteria that diff er 
from those used to defi ne disorders in adults.

Th e second section in Table 4.6 lists other major dis-
orders that are not listed separately for children in DSM-
IV-TR. Under the current DSM-IV-TR guidelines, di-
agnostic criteria for mood, anxiety, eating, and sleep 
disorders can apply to children as well as adults, with 
minor modifi cations. A child can (and oft en does) re-
ceive more than one Axis I diagnosis, with the principal 
diagnosis listed fi rst (e.g., attention-defi cit/hyperactivity 
disorder; anxiety disorder). You should not try to mem-
orize all of these terms right now, but simply get a feel 
for the organization and coverage to follow.

Axis II is used to report personality disorders and 
mental retardation. Th e purpose for using a separate 
axis for these two disorders is to ensure they are given 
consideration, especially when a more visible or acute 
Axis I disorder is present. Axis II is oft en used for di-
agnosing children with mental retardation. However, 
personality disorders are rarely diagnosed until late ad-
olescence, by which time it is evident that the person’s 
pattern of behavior or inner experience is enduring and 
problematic (Shiner, 2007). Personality disorders in-
clude: antisocial, borderline, histrionic, paranoid, schiz-
oid, schizotypal, narcissistic, avoidant, dependent, and 
obsessive–compulsive.

As described in the DSM-IV-TR (APA, 2000), per-
sonality disorders share a common set of criteria:

A  C L O S E R  L O O K

B O X  4 . 3  Classifi cation of Childhood Disorders: The Evolution of Current Classifi cation Systems

The slow process of formal recognition of the prevalence and 
signifi cance of mental disorders began in 1948, when the sixth 
edition of the World Health Organization’s International Classi-
fi cation of Diseases (ICD) added a section on mental disorders 
(APA, 1994). Because this early attempt by the ICD system to 
classify mental disorders was felt to be inadequate, the Ameri-
can Psychiatric Association developed its own Diagnostic and 
Statistical Manual (DSM-I) in 1952 (APA, 1952) and revised it in 
1968 (DSM-II) (APA, 1968). These fi rst attempts by the APA were 
not a huge success, but they launched a sustained eff ort to im-
prove the classifi cation of mental disorders, an eff ort that con-
tinues today. Unfortunately, children and adolescents were vir-
tually neglected in the early versions of DSM; most childhood 
disorders were relegated to the adult categories, with the ex-
ception of mental retardation, schizophrenia–childhood type, 
and transient disturbances in behavior or mood.

As a formal classifi cation system, the DSM-III (APA, 1980) 
was a signifi cant advance over the earlier editions. Clinical de-
scriptions were replaced by explicit criteria that, in turn, en-
hanced diagnostic reliability (Achenbach, 1985; APA, 1980). In 
addition, DSM-III included more child categories, adopted a 

multiaxial system, and placed a greater emphasis on empirical 
data (Achenbach, 1985). These changes refl ected the begin-
nings of a conceptual shift in both diagnostic systems and eti-
ological models away from an isolated focus on a disorder as 
existing within the child alone, toward an increased empha-
sis on also considering the surrounding context in which the 
problem occurred.

The DSM-III was revised in 1987 (DSM-III-R) to help clar-
ify the numerous inconsistencies and ambiguities that were 
noted in its use. The DSM-III-R was also developed to be a 
prototypical classifi cation system by which a child could be 
diagnosed with a certain subset of symptoms without having 
to meet all criteria. This was an important change, especially 
in view of the heterogeneity associated with most childhood 
disorders (Mash & Hunsley, 2007). On the other hand, it also 
means that individuals with the same diagnosis can and often 
do show very diff erent patterns of symptoms. To make this 
point stick, consider that there were nearly 150 million diff er-
ent ways for an individual to meet the DSM-III-R criteria for an 
antisocial personality disorder (Widiger, 1993).
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ing or management of the individual’s mental disorder. 
Because the DSM-IV-TR assumes that mental disorders 
are closely related to physical and biological factors, the 
purpose of distinguishing general medical conditions is 
to encourage thoroughness in evaluation and to enhance 
communication among health care providers.

General medical conditions can be related to mental 
disorders in a variety of ways. In some cases, the medi-
cal condition may play a direct causal role in the devel-
opment of behavioral or psychological problems, such 
as a disruption in sleep due to depression. Most com-
monly with children, however, an Axis I disorder, such 
as anxiety, may be a psychological reaction to a medical 
condition, such as being diagnosed with childhood can-
cer or diabetes. Clearly, it is important to document the 
co-occurrence and temporal order of problems to gain 
an overall understanding and to develop an appropriate 
treatment plan for an individual.

Axis IV describes any psychosocial and environ-
mental problems that may aff ect the diagnosis, treat-
ment, and prognosis of disorders listed on Axes I and 
II. Such problems include negative life events, environ-
mental disruptions or defi ciencies, family or other in-
terpersonal stress, and lack of social support or per-
sonal resources (APA, 2000). Typically, clinicians note 
only those problems that have been present over the 
past year unless prior events—for example, an auto-
mobile accident—have likely contributed to the men-
tal disorder. Contextual factors, such as child abuse 
or parental unemployment, are potentially important 
for understanding an individual’s behavior and emo-
tions. We remind you of this important consideration 
throughout our discussion of various disorders of child-
hood and adolescence because a child’s presenting prob-
lem is oft en better understood if we can see the whole 
picture.

Finally, Axis V is used to report the clinician’s rat-
ings of the individual’s overall level of functioning, pri-
marily for planning treatment and monitoring its im-
pact. A Global Assessment of Functioning (GAF) rating 
scale, ranging from 1 to 100, provides a hypothetical 
continuum of mental health and mental illness with re-
spect to psychological, social, and occupational func-
tioning. A low score indicates greater impairment in so-
cial functioning or personal care, whereas a higher score 
refl ects mild or transient symptoms or the absence of 
symptoms.

Based on our clinical assessment, Felicia was given 
the following DSM-IV-TR diagnosis and multiaxial 
evaluation:

Axis I Major depressive disorder, single episode
Axis II No diagnosis
Axis III None

Remember, some personality traits that may be re-
garded as pathological during adulthood are considered 
relatively normal during adolescence (such as mood 
swings and impulsivity)! For this reason, the diagnostic 
criteria emphasize that a personality trait must deviate 
markedly from cultural expectations to be considered 
symptomatic of a personality disorder. As well, “per-
sonality disorders may be applied to children or adoles-
cents in those relatively unusual instances in which the 
individual’s particular maladaptive personality traits 
appear to be pervasive, persistent, and unlikely to be 
limited to a particular developmental stage or an epi-
sode of an Axis I disorder” (APA, 2000, p. 687; italics 
added).

Axis III is used to report current general medi-
cal conditions that may be relevant to the understand-

T A B L E  4 . 6  Categories That Apply to Children

DSM-IV-TRI.  Disorders Usually First 
Diagnosed in Infancy, Childhood, or Adolescence

Mental Retardation (mild, moderate, severe, profound)

Learning Disorders (in reading, mathematics, and written 
expression)

Communication Disorders (expressive, mixed receptive–
expressive, phonological, and stuttering)

Pervasive Developmental Disorders (autistic disorder, 
Asperger’s disorder, Rett’s Disorder, Childhood Disin-
tegrative Disorder)

Attention Defi cit and Disruptive Behavior Disorders (atten-
tion-defi cit/hyperactivity disorder, conduct disorder, 
oppositional defi ant disorder)

Feeding and Eating Disorders of Infancy or Early Childhood 
(pica, rumination, feeding disorder of infancy or early 
childhood)

Elimination Disorders (encopresis, enuresis)

Other Disorders of Infancy, Childhood, or Adolescence (sep-
aration anxiety, selective mutism, reactive attach-
ment disorder of infancy or early childhood, stereo-
typic movement disorder)

II.  Selected Categories for Disorders of Childhood or 
Adolescence That Are Not Listed Separately for 
Children in DSM-IV-TR

Mood Disorders (depressive disorders, bipolar disorders)

Anxiety Disorders (specifi c phobia, social phobia, ob-
sessive–compulsive disorder, post-traumatic stress 
disorder, acute stress disorder, generalized anxiety 
disorder, anxiety disorder due to a general medical 
condition)

Eating Disorders (anorexia nervosa, bulimia nervosa)

Sleep Disorders (dyssomnias, parasomnias)

Source: Based on DSM-IV-TR. Copyright © 2000 by APA.
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an impediment to gaining proper services to address 
children’s needs. For example, to qualify for a spe-
cial education class, a child may be required to meet 
specifi c diagnostic criteria for a learning disorder. In 
the “typical” case such requirements are usually met. 
However, some children may not have developed prob-
lems to the degree that they meet specifi c diagnos-
tic criteria or their problems may relate to more than 
one DSM category. Th ese children may not qualify 
for services that otherwise could prove benefi cial. In 
this context, it would be diffi  cult to access programs 
to prevent future problems from developing in at-risk 
children.

As we write this book, plans are actively under-
way for DSM-V, currently scheduled for publication in 
2012. In light of the limitations we have raised regard-
ing DSM-IV, there are many issues to be addressed and 
choices that will need to be made (Watson & Clark, 
2006). Th e American Psychiatric Association has created 
a website to keep students, the public, and profession-
als informed about the plans for DSM-V and to serve as 
a vehicle for feedback and suggestions. Check out www
.dsm5.org for the most recent developments.

Pros and Cons of Diagnostic Labels 
Despite every attempt to the contrary, the history of 
classifi cation of mental disorders has been fraught with 
negative connotations that become attached to the terms 
used to describe them (Hinshaw, 2006). Th e terms “mo-
ron,” “imbecile,” and “idiot,” for instance, were origi-
nally chosen in the early 1900s as neutral terms to de-
scribe lower levels of intellectual functioning, but 
quickly became an insult when they began to be used in 
common language. As a result, they gave way to terms 
such as “mental defi ciency,” and then “mental retarda-
tion,” which is now giving way to the term “intellectual 
disabilities” for much the same reason. Much has been 
written about the positive and negative aspects of as-
signing diagnostic labels to children.

On the positive side, labels help clinicians summa-
rize and order observations. Th is can facilitate commu-
nication among professionals and sometimes aid par-
ents by providing more recognition and understanding 
of their child’s problem. Moreover, descriptive labels 
are consistent with the natural tendency to think in 
terms of categories. Th at is, we tend to talk about our-
selves, our friends, and our children as being happy, an-
gry, depressed, or fearful, rather than use a number on a 
scale that signifi es a range of emotion, even if a number 
might give a more accurate account. Finally, the use of 
descriptive terms or labels assists clinicians in locating 
a relevant body of detailed research and clinical data, 
and facilitates research on the causes, epidemiology, and 
treatment of specifi c disorders.

Axis IV  Death of a family member; disruption of 
family by separation; academic problems

Axis V  GAF 60 (this score indicates moderate 
symptoms and moderate diffi  culties in so-
cial and school functioning as the highest 
level of functioning in the past year)

A diagnosis of Major Depressive Disorder (MDD), 
which is discussed in Chapter 8, was made because 
Felicia showed symptoms of depressed mood, loss of in-
terest in almost all activities, signifi cant weight loss, in-
somnia nearly every night, and feelings of worthlessness 
that persisted for more than 2 weeks and represented a 
change from her previous functioning. Th ese symptoms 
were causing signifi cant distress and impairment in Fe-
licia’s social and school functioning. Although the loss 
of her grandfather may have been a factor in Felicia’s de-
pression, it did not seem to be the major factor account-
ing for her symptoms.

Criticisms of DSM-IV-TR
Although DSM-IV-TR includes numerous improvements 
over previous versions because of its greater empha-
sis on empirical research and more explicit  diagnostic 
criteria sets, it is not faultless. Because DSM-IV-TR fo-
cuses on superfi cial descriptions of symptoms as the ba-
sis for generating categories, it has been criticized for 
failing to capture the complex adaptations, transactions, 
and setting infl uences that we have identifi ed as crucial 
to understanding and treating psychopathology in chil-
dren (Beauchaine, 2003; Mash & Hunsley, 2007). DSM-
IV-TR also gives relatively less attention to disorders of 
infancy and childhood than adulthood, and fails to cap-
ture the interrelationships and overlap known to exist 
among many childhood disorders.

A further diffi  culty with DSM-IV-TR diagnostic cri-
teria for children is the relative lack of emphasis on the 
situational and contextual factors surrounding and con-
tributing to various disorders in making a clinical di-
agnosis (Beauchaine, 2003). Th is refl ects the fact that 
DSM-IV-TR views mental disorder as individual psy-
chopathology or risk for psychopathology, rather than 
in terms of problems in psychosocial adjustment or ad-
aptation. However, DSM-IV-TR does consider factors 
such as culture, age, and gender that are associated with 
the expression of each disorder, and it has increased its 
recognition of the importance of family problems and 
extrafamilial relational diffi  culties. In all likelihood, 
this awareness of the context for childhood disorders 
will increase in sophistication and depth with future 
revisions.

A fi nal criticism deals with how DSM-IV-TR is 
used rather than with the classifi cation system itself. In 
some cases, DSM-IV-TR categorical diagnoses can be 
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Over the last two decades, eff ective treatment ap-
proaches for children with behavioral and emotional 
problems have grown tremendously in their sophistica-
tion and their breadth (Graeff -Martins et al., 2008; Mash 
& Barkley, 2006). Interventions today are oft en planned 
by combining the most eff ective approaches to particu-
lar problems in an ongoing, developmentally sensitive 
manner (Mash, 2006). Behavioral reward programs, 
for example, may be very useful for teaching parents of 
a young, diffi  cult child ways to encourage desirable be-
havior. Once the child is a bit older he or she may profi t 
from cognitive–behavioral methods that address how 
the child thinks about social situations, such as making 
friends and avoiding confl icts.

A thorough clinical assessment and diagnosis consti-
tute a critical fi rst step in helping Felicia and other chil-
dren who have psychological problems and their families. 
However, assessment and diagnosis are only the begin-
ning of an ongoing helping process. We next must ask: 
“How can we help Felicia reduce her feelings of depres-
sion and hopelessness, eliminate her sleep disturbances 
and other somatic complaints, increase her school at-
tendance and performance, and improve her social skills 
and relationships with other children and her parents?” 
Th is is where intervention comes into play.

How do we determine the best type of intervention 
for children like Felicia and for children with other prob-
lems? We will consider this question in some detail for 
each disorder discussed in the chapters that follow; thus, 
our coverage of treatment and prevention in this section 
is intended to be a brief introduction. Our discussion of 
interventions in later chapters addressing specifi c prob-
lems follows from our general conviction that the most 
useful treatments are based on what we know about the 
nature, course, associated characteristics, and potential 
causes of a particular childhood disorder. However, this 
is not enough. We also need data to show that our in-
terventions work (Silverman & Hinshaw, 2008). Inter-
ventions that zoom in on a specifi c problem with clear 
guidelines for treatment appear to be the most eff ective. 
Th us, our chapter-by-chapter coverage of treatments will 
be selective, focusing primarily on interventions that are 
tailored to what we know about each specifi c problem 
and that have evidence for their eff ectiveness in treating 
this problem.

In this section, we provide an overview of what 
we mean by intervention, cultural considerations in 
 treatment, treatment goals, ethical and legal consider-
ations, main approaches to helping children with prob-
lems and their families, and what we know about the 
eff ectiveness of interventions for children. Th e overall 
goal is to introduce you to the important foundational 
issues associated with interventions for children and 
adolescents.

On the negative side are criticisms as to whether cur-
rent diagnostic labels are eff ective in achieving any of the 
aforementioned purposes. Th ere are also concerns about 
negative eff ects and stigmatization associated with the 
assignment of labels to children (Hinshaw, 2007). Once 
labeled, others may perceive and react to children dif-
ferently (“he’s a hyperactive boy—you’ll never get him 
to listen”). Classmates pick up on the use of labels, es-
pecially labels associated with visible treatments such as 
taking medication. A note sent by a classmate to a boy 
with ADHD refl ects this: “Jack was ill, he took his pill, 
let’s hope it makes him sit still.” Standing out and be-
ing teased by other children may worsen the problem. 
Equally disturbing is that labels can infl uence children’s 
views of themselves and their behavior. In general, the 
reactions of others to persons who seem diff erent or who 
have been diagnosed with a mental illness reveal a ten-
dency to generalize inappropriately from the labels (Cor-
rigan, 2000).

section summary
Classifi cation and Diagnosis
• Classifi cation refers to a system for representing the ma-

jor categories of child psychopathology and the relations 
among them.

• Diagnosis refers to the assignment of cases to categories 
of the classifi cation system.

• Childhood disorders have been classifi ed using categories 
and dimensions.

• Categorical classifi cation systems have been based pri-
marily on informed professional consensus.

• Dimensional classifi cation approaches assume that many 
independent dimensions or traits of behavior exist and 
that all children possess these to varying degrees.

• The DSM-IV-TR is a multiaxial system consisting of fi ve 
axes: clinical disorders, personality disorders and men-
tal retardation, general medical conditions, psychosocial 
and environmental problems, and global assessment of 
functioning.

• The DSM-IV-TR has been criticized for failing to capture 
the complexity of child psychopathology, for giving less 
attention to disorders of infancy and childhood than to 
those of adulthood, and for its relative lack of emphasis 
on situational and contextual factors.

Treatment

I have found the best way to give advice to your children is 
to fi nd out what they want and then advise them to do it.

—Harry S. Truman
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• Should Felicia’s diffi  culties be treated? If so, which 
ones? Depression? School refusal? Social skills defi -
cits? Relations with family members? All of them?

• What are the projected outcomes for Felicia in the 
absence of treatment?

• Based on the evidence, what treatments are likely 
to be most eff ective, effi  cient, and cost-eff ective for 
Felicia’s depression, school refusal, and social skills 
defi cits?

• What treatments are likely to be most acceptable to 
Felicia and to her family?

• When should treatment for Felicia begin? When 
should treatment be terminated?

• Is the intervention having the desired impact on Fe-
licia’s behavior? Are the changes meaningful for Feli-
cia and her family? Do they make a real diff erence in 
their lives?

Th e ultimate goal of addressing these questions 
should be to achieve eff ective solutions to the problems 
faced by Felicia, her family, and other children like her, 
then promote and enhance long-term adjustments.

Cultural Considerations

Most interventions for youths with problems have failed 
to incorporate the unique experiences of ethnic minor-
ity children and families into their treatments (Yasui & 
Dishion, 2007). However, as evidence-based interven-
tions have developed, so has a growing awareness of the 
cultural context of children and families receiving psy-
chological interventions (Huey & Polo, 2008; Martinez 
& Eddy, 2005). Parents from diff erent ethnic groups and 
cultures have diff erent parenting values and use diff erent 
child-rearing practices. Th ey also have diff erent beliefs 
about child problems, how mental health services are 
provided, how they describe their children’s problems 
when they seek help, and the interventions they prefer 
(Yasui & Dishion, 2007; Yeh et al., 2005). Th e cultural 
compatibility hypothesis states that treatment is likely 
to be more eff ective when compatible with the cultural 
patterns of the child and family. Th e importance of cul-
tural sensitivity in treatment is refl ected in the fi nding 
that for some problems and treatments the ethnic simi-
larity between a child’s caregiver and the therapist is as-
sociated with better treatment outcomes for the child 
(Halliday-Boykins, Schoenwald, & Letourneau, 2005).

Treatment services for children must not only attend 
to the presenting symptoms but also consider the spe-
cifi c values, norms, and expectations within many cul-
tures; the various religious beliefs and practices of each 
family; and other circumstances that might make a suc-

Intervention

Intervention is a broad concept that encompasses many 
diff erent theories and practices directed at helping the 
child and family adapt more eff ectively to their current 
and future circumstances. Th ere is no single approach 
to working with children and families—multiple prob-
lems require multiple solutions. Clinical assessment and 
diagnosis are usually followed by eff orts to select and 
implement the most promising approach to intervention 
(Mash, 2006). Since psychological disorders typically 
represent failures in adaptation on the part of the child 
and/or his or her social environment, problem-solving 
strategies are part of a spectrum of activities for treat-
ment, maintenance, and prevention.

Figure 4.3 illustrates a spectrum of interventions and 
intervention settings for children and families. As shown, 
the strengths of youths, their families, communities, and 
cultures are nourished and maintained by eff ective inter-
ventions across a variety of life settings using a coordi-
nated system of care (AACAP, 2007). Interventions in the 
upper portion of the fi gure range from the most universal 
(directed at groups not having specifi c risks, problems, or 
disorders) at the left , to those that focus specifi cally on 
youths with lasting long-term conditions (e.g., autism) 
on the right (Weisz, Sandler, Durlak, & Anton, 2005).

Note that interventions cover a wide range of actions, 
from prevention to maintenance. Prevention eff orts are 
directed at decreasing the chances that undesired fu-
ture outcomes will occur (Ialongo et al., 2006). Th ey are 
based on the premise that it is inherently better to pro-
mote health and prevent problems before they occur; 
treatment refers to corrective actions that will permit 
successful adaptation by eliminating or reducing the im-
pact of an undesired outcome that has already occurred; 
maintenance refers to eff orts to increase adherence to 
treatment over time to prevent relapse or recurrence of a 
problem. Prevention, treatment, and maintenance eff orts 
complement one another by focusing on diff erent stages 
of problem development with youths identifi ed in diff er-
ent ways and in diff erent settings, including those who 
may never seek help. By targeting both risks and exist-
ing problems and disorders, the combination of preven-
tion and treatment has enormous potential to reach a di-
verse range of youths and families across a wide range of 
settings (Weisz et al., 2005).

Interventions are best depicted as part of the ongoing 
decision-making approach that we have been emphasiz-
ing throughout this chapter. Our assessments should 
help us answer many questions that are essential for in-
tervention. In Felicia’s case, our answers to some of the 
following questions will guide us in determining which, 
if any, of the numerous available treatment options will 
be used:
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sue might be the diff erent parenting styles cross-cultur-
ally. African American families place greater emphasis 
on strict discipline, whereas Latino and Native Ameri-
can parents are generally more permissive. In helping 
families establish eff ective rules and forms of discipline 
for their children, the clinician must be aware of these 

cessful treatment for one family a failure for another 
(Schwoeri, Sholevar, & Combs, 2003). Cultural values 
and common parenting practices and beliefs for fi ve dif-
ferent cultural groups are shown in Table 4.7.

Can you think of how these cultural beliefs and 
practices might lead us to diff erent treatments? One is-

Home

School

Neighborhood
Agency

Primary
Care
Clinic

Outpatient
Mental
Health

Day
Treatment
Program

Residential
Facility

Inpatient
Unit

INTERVENTION SETTINGS

Culture

Community

Family

Youth

F I G U R E  4 . 3  The intervention spectrum and settings for childhood disorders.
Source: Adapted from “Reducing Risks for Mental Disorders: Frontiers for Preventive Intervention Research,” p. 23, by P. J. Mrazek & R. J. Haggerty (Eds.). Copyright © 1994 
National Academy of Sciences. Adapted by permission of the National Academy Press. 
From “Promoting and Protecting Youth Mental Health Through Evidence-Based Prevention and Treatment,” p. 633, by J. R. Weisz, I. N. Sandler, J. A. Durlak, and 
B. S. Anton. Copyright © 2005 American Psychological Association. Reprinted by permission of the American Psychological Association. 
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108 PART 1 Understanding Abnormal Child Psychology

T A B L E  4 . 7  Cultural Values and Parenting Practices and Beliefs

African Latino Asian Native European
 American American American American American

Cultural Communalism Family loyalty Self-control Centrality of Independence
Values Individualism Interpersonal Social courtesy  family Autonomy
 Kinship relations  connectedness Emotional Sharing Individualism
 Unity Mutual respect  maturity Harmony Initiative
 Creativity Self-respect Respect for Humility Acquisition
 Cooperation   elders   of skills
 Authenticity    Self-development
 Racial identity    Standing up for
      one’s own rights

Parenting  Authoritarian Authoritarian Authoritarian Permissive, lax Authoritative
Practices  parenting  parenting  parenting  parenting  parenting
and Beliefs No-nonsense Patriarchal Structural and Shame as More egalitarian
  parenting   family structure  managerial  discipline  family structure
 Unilateral parent High expression  parental Patriarchal and Parent as
  decision making   of parental  involvement  matriarchal  manager
 Egalitarian family   warmth Patriarchal  family structures Demanding
  structure  Communal  family structure Communal
 Strict discipline  parenting Strict discipline  parenting

Communal Freedom Parental control
  parenting  Negotiation of 
    confl ict
   Parent as teacher

Sources: Adapted from  “Cultural diversity: A wake-up call for parent training,” by R. L. Forehand and B. A. Kotchik; and from “The ethnic context of child and adolescent problem be-
havior: Implications for child and family interventions,” by M. Yasui and T. J. Dishion.

sibling relationships, reduction in stress, improve-
ment in quality of life, reduction in burden of care, 
enhanced family support

• Outcomes of Societal Importance: Improvement in 
child’s participation in school-related activities (in-
creased attendance, reduced truancy, reduction in 
school dropout rates), decreased involvement in the 
juvenile justice system, reduced need for special ser-
vices, reduction in accidental injuries or substance 
abuse, enhancement of physical and mental health

Th e interlocking network of physical, behavioral, 
social, and learning diffi  culties that characterizes most 
childhood disorders requires a multidisciplinary ap-
proach to attain these treatment and prevention goals. In 
many instances, children require medication or medical 
intervention that must be coordinated with psychosocial 
interventions, such as in connection with ADHD, au-
tism, eating disorders, depression, and chronic medical 
conditions. Th us, the use of combined interventions is 
common (Kazdin, 1996). In addition, psychological in-
terventions for children and adolescents oft en require in-
tegration with eff ective teaching strategies, as illustrated 
in later chapters on learning disorders, communication 
disorders, and intellectual disability. Finally, some chil-
dren require the integration of community and social ser-

important cultural practices and fi nd methods that each 
parent is comfortable using. As we emphasized earlier, 
generalizations about cultural practices and beliefs may 
fail to capture the diversity that exists within and across 
cultural groups, so we must be extremely careful not to 
stereotype individuals of any cultural group.

Treatment Goals

What are the typical goals of treatment? Reducing symp-
toms (problems), producing more substantial changes 
that will enhance the child’s long-term functioning—or 
both? Since both are important, treatment goals oft en fo-
cus on building children’s skills for adapting to facilitate 
long-term adjustment, rather than on merely eliminating 
problem behaviors or briefl y reducing subjective distress. 
Other treatment goals and outcomes are also of crucial 
importance to the child, family, and society (Jensen, 
Hoagwood, & Petti, 1996; Kazdin, 1997a). Th ese include:

• Outcomes Related to Child Functioning: Reduction or 
elimination of symptoms, reduced degree of impair-
ment in functioning, enhanced social competence, 
improved academic performance

• Outcomes Related to Family Functioning: Reduction 
in level of family dysfunction, improved marital and 
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in achieving its objectives; (d) protecting the confi den-
tiality of the therapeutic relationship; and (e) ensuring 
the qualifi cations and competencies of the therapist 
(American Psychological Association, 2002). Th ere is 
also an increasing emphasis on involving children, de-
pending on their developmental level, as active partners 
in decision making regarding their own psychological 
or medical treatment (McCabe, 1996).

In addition to these general ethical standards there 
is a growing recognition of the need to elaborate on the 
unique challenges and ethical dilemmas associated with 
mental health interventions with children and families. 
Ethical issues with children are complex because of on-
going changes in the legal status of children and a trend 
toward recognition of minors’ constitutional rights, in-
cluding self-determination and privacy (Melton, 2000). 
However, a more basic issue is determining when a minor 
is competent to make his or her own decisions, rather than 
only determining whether he or she has the legal right to 
do so. Some of the challenging issues faced by clinicians 

vices that aid in their protection and basic needs, which 
we discuss in Chapter 14 on child abuse and neglect.

Ethical and Legal Considerations

As we have seen, many children referred for assessment 
and treatment experience multiple disadvantages and 
arguably need special help and protection. Both ethi-
cally and legally, clinicians who work with children and 
families are required to think about the impact that their 
actions will have not only on the children they see, but 
also on the responsibilities, rights, and relationships that 
connect children and parents (Dishion & Stormshak, 
2007a; Melton, 1996; Prout & Prout, 2007).

Th e American Psychological Association’s ethical 
code provides minimum ethical standards for practice, 
including: (a) selecting treatment goals and procedures 
that are in the best interests of the client; (b) making sure 
that client participation is active and voluntary; (c) keep-
ing records that document the eff ectiveness of treatment 

Cultural background is an important consideration in understanding the child’s uniqueness and expectations.
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110 PART 1 Understanding Abnormal Child Psychology

scription of some of the general approaches to treatment 
and see how they might apply to Felicia.

Psychodynamic Treatments 
Psychodynamic approaches view child psychopathol-
ogy as determined by underlying unconscious and con-
scious confl icts (Lesser, 1972). Th erefore, the focus is on 
helping the child develop an awareness of unconscious 
factors that may be contributing to his or her prob-
lems (Galatzer-Levy, Bachrach, Skolnikoff , & Waldron, 
2000). With younger children, this awareness can oc-
cur through play therapy (Chethik, 2000); with older 
children, it occurs through verbal interactions with the 
therapist. As underlying confl icts are revealed, the ther-
apist helps the child resolve the confl icts and develop 
more adaptive ways of coping.

In Felicia’s case, a therapist would help her gain in-
sight into her problem through an intensive process of 
psychotherapy, perhaps lasting months or even years. 
Th e therapist might explore her earliest memories of her 
relationship with her parents by having her recall positive 
and negative memories and explore how she constructs 
her childhood memories and relationships. Th e assump-
tion is that once she resolves the underlying problems, 
such as insecure attachment to her mother, Felicia’s 
overt symptoms of depression, social withdrawal, school 
refusal, and physical complaints will be alleviated (Mu-
ratori, Picchi, Bruni, Patarnello, & Romagnoli, 2003).

Behavioral Treatments 
Behavioral approaches assume that many abnormal child 
behaviors are learned. Th erefore, the focus of treatment 
is on re-educating the child, using procedures derived 
from theories of learning or from research (Krasner, 
1991). Such procedures include positive reinforcement 
or time-out, modeling, and systematic desensitization 
(Morris & Kratochwill, 2007). Behavioral treatments of-
ten focus on changing the child’s environment by work-
ing with parents and teachers.

In Felicia’s case, a therapist might try to decrease her 
school refusal by instructing her parents to not let her 
stay at home when she protests, and by rewarding her for 
going to school with praise or a preferred activity. In ad-
dition, the therapist might use modeling and practice to 
help Felicia learn more eff ective social skills.

Cognitive Treatments
Cognitive approaches view abnormal child behavior 
as the result of defi cits and/or distortions in the child’s 
thinking, including perceptual biases, irrational beliefs, 
and faulty interpretations (Kendall, 2000b). For exam-
ple, for an attractive girl who gets A grades but thinks 
she is ugly and is going to fail in school, the emphasis 
in treatment is on changing these faulty cognitions. As 

working with children involve deciding when a minor 
can provide informed consent or refuse treatment and 
balancing the rights of the child to confi dentiality against 
those of the parents and the integrity of the family.

In addition to these ethical and legal concerns, much 
larger ethical questions concern the provision of services 
for children and families. Many interventions currently 
used to treat children with complex problems are known 
to be limited in scope—for example, 1 hour per week of 
therapy—and cannot realistically be expected to have a 
meaningful or lasting impact on children experiencing 
severe problems. Furthermore, many currently used in-
terventions are intrusive, expensive, and not supported 
by data (Kazdin, 2000). A more fundamental and thorny 
ethical question in some cases is whether we should pro-
vide any treatment when we know that the treatment 
may not make a diff erence or, even worse, may have 
harmful eff ects.

Clinicians who work with children and their parents 
need to be aware of federal, state, and local laws that af-
fect both the assessment and treatment of children with 
special needs. Many of these laws apply to children with 
mental and physical disabilities and handicaps, and are 
based on the recognition that disability is a natural part 
of the human experience and that all citizens (children 
included) are entitled to equal treatment and education. 
One law that has had a profound infl uence on services 
for children with disabilities is the Education for All 
Handicapped Children Act (Public Law 94-142, 1975) 
and its amendment, the Individuals with Disabilities 
Education Act (2004; Public Law 108-446). Following 
are two of the many purposes of these laws:

• To ensure that all children with disabilities have 
available to them a free, appropriate public education 
that emphasizes special education and related ser-
vices designed to meet their unique needs and pre-
pare them for employment and independent living.

• To ensure that the rights of children with disabilities 
and parents of such children are protected.

General Approaches to Treatment

Th e number and diversity of treatments for children have 
grown tremendously, to the point where more than 550 
treatments are currently in use to help children (Kazdin, 
2000)! While we will (thankfully) not attempt to cover 
them all, in the remainder of this chapter we provide an 
overview of several of the major approaches. More than 
70% of practicing clinicians who work with children and 
families identify their approach as eclectic, which means 
that they use diff erent approaches for children with dif-
ferent problems and circumstances, and they see most of 
these approaches as having value. Let’s now turn to a de-
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therapist’s serving as a major adviser or coach—the ther-
apist respects the child’s self- directing abilities.

In Felicia’s case, being babied by her parents, who 
viewed her as slow, may have led to interference in her 
adaptive functioning and to low self-esteem. In treat-
ment, a therapist would comment on what Felicia is say-
ing and feeling to help her understand her feelings, and 
to increase the congruence between her feelings and be-
havior. In therapy, Felicia would lead the way as the cli-
nician follows.

Family Treatments
Family models challenge the view of psychopathology as 
residing only within the individual child and, instead, 
view child psychopathology as determined by vari-
ables operating in the larger family system. Like other 
approaches, the many varieties of family therapy diff er 
widely in their underlying assumptions and approach 
to treatment (Szapocznik & Williams, 2000). However, 
all of the approaches view individual child disorders as 
manifestations of disturbances in family relations.

Treatment involves a therapist and sometimes a co-
therapist who interact with the entire family or a select 
subset of family members, such as the parents and child 
or the husband and wife. Th erapy typically focuses on 
the family issues underlying problem behaviors. De-
pending on the approach, the therapist may focus on 
family interaction, communication, dynamics, contin-
gencies, boundaries, or alliances. It is also essential to 
adapt family interventions to the cultural context of the 
family (Kumpfer, Alvarado, Smith, & Bellamy, 2002).

In Felicia’s case, her overall helplessness and physi-
cal symptoms may be serving to maintain her role as the 
baby in the family, or may be serving as the parents’ way 
of avoiding their own marital diffi  culties by focusing the 
problem on Felicia. A therapist would assist Felicia and 
her family in identifying and changing this and other 
dysfunctional ways in which family members relate to 
one another.

Biological Treatments
Medical models view child psychopathology as  resulting 
from biological impairment or  dysfunction, and rely 
primarily on pharmacological and other  biological 
 approaches to treatment. Examples include the use of 
stimulant medications for the treatment of ADHD, anti-
 psychotic medications for the treatment of  schizophrenia 
or serious aggressive and destructive  behavior, and 
 selective serotonin reuptake inhibitors (SSRIs) such as fl u-
oxetine (Prozac) for the treatment of  depression and other 
disorders. Table 4.8 provides a convenient  summary of 
medications and their typical uses with  children and ado-
lescents, which you may fi nd helpful when  reviewing treat-
ment for specifi c disorders  discussed in other chapters.

cognitions change, the child’s behaviors and feelings are 
also expected to change.

In Felicia’s case, she may be convinced that she can’t 
do well in school, or that if she goes to school then harm 
will befall her mother, or that children at school will 
think she’s stupid. Changing these negative views by 
challenging them, and by helping Felicia develop more 
rational and more adaptive forms of thinking, should 
lead to changes in her behavior.

Cognitive–Behavioral Treatments
Cognitive–behavioral approaches view psychological 
disturbances as partly the result of faulty thought pat-
terns, and partly the result of faulty learning and envi-
ronmental experiences. Th ese approaches begin with the 
basic premise that the way children and parents think 
about their environment determines how they will re-
act to it (Meichenbaum, 1977). Combining elements of 
both the behavioral and cognitive models, the cognitive–
behavioral approach grew rapidly as behavior therapists 
began to focus on the important role of cognition in 
treat ment for both the child and family (Kendall, 2000a).

Faulty thought patterns that are the targets of change 
include distortions in both cognitive content (e.g., er-
roneous beliefs) and cognitive process (e.g., irrational 
thinking and faulty problem solving). As you will learn, 
cognitive distortions and biases have been identifi ed in 
children with a variety of problems, including depres-
sion, conduct disorder, and anxiety disorders.

Th e major goals of cognitive–behavioral treatment 
are to identify maladaptive cognitions and replace them 
with more adaptive ones, to teach the child to use both 
cognitive and behavioral coping strategies in specifi c 
situations, and to help the child learn to regulate his or 
her own behavior. Treatment may also involve how oth-
ers respond to the child’s maladaptive behavior. Using 
a cognitive–behavioral approach, a therapist would help 
Felicia learn to think more positively and use more ef-
fective social skills and coping strategies.

Client-Centered Treatments
Client-centered approaches view child psychopathology 
as the result of social or environmental circumstances 
that are imposed on the child and interfere with his or 
her basic capacity for personal growth and adaptive func-
tioning. Th e interference causes the child to experience 
a loss or impairment in self-esteem and emotional well-
being, resulting in even further problems. Th e therapist 
relates to the child in an empathic way, providing uncon-
ditional, nonjudgmental, and genuine acceptance of the 
child as an individual, oft en through the use of play ac-
tivities with younger children and verbal interaction with 
older youngsters (Axline, 1947). Th e therapist respects 
the child’s capacity to achieve his or her goals without the 
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conceptual approaches—using cognitive–behavioral and 
pharmacological treatments for children with ADHD, or 
using cognitive–behavioral treatment and family ther-
apy in combination. In other instances, combined treat-
ments may be derived from the same overall conceptual 

Other, much more controversial forms of biological 
intervention include electroconvulsive therapy (ECT) 
for severe depression, the administration of large doses 
of vitamins or minerals to children with autism, and the 
scrupulous elimination of food additives and preserva-
tives from the diets of children with ADHD. In Felicia’s 
case, a psychiatrist might consider using SSRIs or other 
medications to treat her depressive symptoms. As shown 
in Figure 4.4, the use of medications for children’s men-
tal health problems increased signifi cantly from the late 
1980s to the mid 1990s, which is attributed to increas-
ing public acceptance of these medications as part of 
the treatment of mental health problems among chil-
dren and youths (Olfson, Marcus, Weissman, & Jensen, 
2002). However, along with increased use, concerns 
have also been expressed about the frequent use of medi-
cations with children, particularly with very young chil-
dren (Gleason et al., 2007).

Combined Treatments
Combined treatments refer to the use of two or more 
interventions, each of which can stand on its own as a 
treatment strategy (Kazdin, 1996). In some instances, 
combinations of stand-alone interventions may cross 

T A B L E  4 . 8  Description of Common Medications for Children and Youthsa

Type of Medication Treatment Uses Examples

Stimulant ADHD Dextroamphetamine (Dexedrine, Adderall), Methyl-
medications  phenidate (Ritalin)

Antidepressant Depression, school phobias, panic attacks, Selective serotonin reuptake inhibitors (SSRIs): Fluoxetine
medications and other anxiety disorders, bed-wetting, (Prozac), Sertraline (Zoloft), Paroxetine (Paxil), Fluvoxamine
 eating disorders, obsessive–compulsive (Luvox), Venlafaxine (Eff exor), and Citalopram (Celexa).
 disorder, personality disorders, post- Tricyclic antidepressants: Amitriptyline (Elavil), Clomipra-
 traumatic stress disorder, and ADHD. mine (Anafranil), Imipramine (Tofranil).
  Monoamine oxidase inhibitors (MAOIs): Phenelzine (Nardil)
  and Tranylcypromine (Parnate).

Antipsychotic Controlling psychotic symptoms Chlorpromazine (Thorazine), Thioridazine (Mellaril),
medications (delusions, hallucinations) or Fluphenazine (Prolixin), Trifl uoperazine (Stelazine),
 disorganized thinking. They Thiothixene (Navane), and Haloperidol (Haldol).
 are occasionally used to treat Newer antipsychotic medications (also known as
 severe anxiety and may help atypical or novel) include: Clozapine (Clozaril), 
 in reducing very aggressive Risperidone (Risperdal), Quetiapine (Seroquel), 
 behavior. Olanzapine (Zyprexa), and Ziprasidone (Zeldox).

Mood stabilizers  Manic–depressive episodes, excessive Mood stabilizer: Lithium (lithium carbonate, Eskalith).
and anticonvulsant  mood swings, aggressive behavior, Some anticonvulsant medications can also help control
medications impulse control disorders and severe severe mood changes. Examples include: Valproic acid
 mood symptoms in schizoaff ective (Depakote, Depakene), Carbamazepine (Tegretol),
 disorder and schizophrenia. Gabapentin (Neurontin), and Lamotrigine (Lamictil).

Anti-anxiety Severe anxiety. Benzodiazepines: Alprazolam (Xanax), Lorazepam 
medications  (Ativan), Diazepam (Valium), and Clonazepam (Klonopin).

a These medications are often used in association with other forms of intervention such as psychotherapy, parent training, etc.

Source: American Academy of Child and Adolescent Psychiatry (2004). Psychiatric medication for children and adolescents. II: Types of medications. Available:  http://www.aacap.org/
publications/factsfam/29.htm.
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F I G U R E  4 . 4  Psychiatric medication usage by 
children in the United States since 1987.
Source: Olfson, M., Marcus, S. C., Weissman, M. M., & Jensen, P. S. (2002). National 
trends in the use of psychotropic medications by children. Journal of the American 
Academy of Child and Adolescent Psychiatry, 41, 514–521. Adapted from p. 516.
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their families. Box 4.4 describes an innovative school-
based program that pays particular attention to the cul-
tural diversity of families in their community.

In Felicia’s case, we used a combined treatment ap-
proach that included cognitive–behavioral treatment for 
depression, behavioral treatment for school refusal, and 
social skills training:

approach—using social skills training and cognitive re-
structuring in a group treatment program for adoles-
cents with a social phobia, or using individual behavior 
management and family behavior therapy in the treat-
ment of children with oppositional disorders.

More communities are now implementing compre-
hensive mental health programs for children, oft en de-
livered through schools to reach the most children and 

F E L I C I A

Multiple Solutions

Our clinical assessment of Felicia suggested a combined treatment ap-

proach to treat three signifi cant problems: school refusal, depression, 

and social diffi  culties.

To treat Felicia’s school refusal, a behavioral program was imple-

mented that required her to attend class daily. Felicia earned points 

for her attendance, class participation, and completion of class assign-

ments, which could later be traded in for the opportunity to engage in 

preferred activities such as a movie, or for money that could be used 

to purchase CDs and other things that Felicia had previously selected. 

When Felicia refused to go to school, she lost points and was given a 

brief period of time-out from positive reinforcement. She had to sit 

in the kitchen by herself and was not permitted to read or watch TV. 

This behavioral program resulted in consistent school attendance and 

much-improved academic performance.

To treat Felicia’s depressive symptoms, we used a cognitive–

behavioral approach. Felicia learned that depression can occur for 

many reasons—the loss of her grandfather, thinking lots of negative 

thoughts, and not having any friends. We next taught Felicia how to 

relax to give her some immediate relief and provide her with a suc-

cessful experience. Felicia then learned to monitor and rate her mood 

daily, and to identify thoughts and events that accompanied both her 

positive and negative moods. Felicia increased her positive thinking by 

learning to identify, challenge, and change her negative cognitions. Af-

ter several weeks of treatment, Felicia began to feel less depressed, as 

refl ected in her positive daily mood ratings and reports by her parents.

Both Felicia’s teacher and parents felt that her feelings of depres-

sion might be the result of her social interaction diffi  culties at home 

and school, and that she might become less depressed if these prob-

lems could be decreased. Therefore, a social–cognitive skills training 

program was also implemented to simultaneously address her depres-

sive symptoms and interpersonal diffi  culties. This program consisted of 

three parts. First, Felicia was given behavioral social skills training that 

consisted of instruction, modeling of appropriate and inappropriate 

social behaviors, role playing and rehearsal, coaching, feedback, and a 

fi nal role play. This training focused on those social skills, such as mak-

ing eye contact and speaking clearly, that our initial assessment iden-

tifi ed as lacking. Training was conducted in the situations that Felicia 

and her therapist identifi ed as being problematic—for example, the 

role-play simulation we described earlier in which another youngster 

sits at Felicia’s table in the school cafeteria.

The second part of the treatment focused on cognitive skills, 

including general problem-solving skills, self-evaluation, and self-

reinforcement. Felicia was taught to use certain cues that would prompt 

the correct use of her individual social skills in diff erent situations—

“What do I want to accomplish?” or “How do I do this now?” She also 

learned to evaluate the adequacy of her social behavior and whether she 

had improved on each social skill. To support Felicia’s use of these strate-

gies, a third behavioral component was included whereby Felicia could 

earn points for the accuracy of her judgments and the eff ectiveness of 

her social skills during the role plays. The results of the behavioral role-

playing intervention for Felicia are shown in Figure 4.5.

Following treatment, Felicia began to show increased emotional 

expressiveness and social responsiveness at home. She smiled more 

and argued less with her parents. She also began to assert herself 

more appropriately. Attempts by her teacher to have her speak up 

in class were met with considerable success. Gradually, she began to 

engage in more interactions with other youngsters and to participate 

in activities. Her mood also began to brighten as she made eff orts to 

initiate conversations and engage in more reciprocal interactions with 

other children, her teacher, and her parents. At the end of the treat-

ment program Felicia was more interactive and assertive and had 

learned to be more socially appropriate during interactions. She was 

less depressed and more animated.

One year following her treatment, Felicia reported no symptoms of 

depression and few feelings of hopelessness. She was attending school 

regularly, showed improved academic performance, and was partici-

pating in activities and interacting more with other children. In this ex-

ample, a combined approach of cognitive–behavioral therapy, behav-

ioral social skills training, and cognitive problem-solving training was 

successful in helping Felicia and her family. (Adapted from “Depres-

sion,” by D. J. Kolko, 1987. In M. Hersen and V. B. Van Hasselt (Eds.), 

Behavior Therapy with Children and Adolescents: A Clinical Approach, 

pp. 163–164. Copyright © 1987 by John Wiley & Sons, Inc. Reprinted 

by permission of John Wiley & Sons, Inc.)
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F I G U R E  4 . 5  Results of behavioral role-play 
intervention (Kolko, 1987).
Source: Adapted from “Depression,” by D. J. Kolko, 1987. In M. Hersen and V. B. Van 
Hasselt (Eds.), Behavior Therapy with Children and Adolescents: A Clinical Approach, 
pp. 163–164. Copyright © 1987 by John Wiley & Sons, Inc. Reprinted by permission 
of John Wiley & Sons, Inc.

Treatment Eff ectiveness

A growing emphasis on improving outcomes and reduc-
ing costs of health care generally has led to the devel-
opment of best practice guidelines for treating children 
and families with psychological problems. Best practice 
guidelines are systematically developed statements to 
assist practitioners and patients with decisions regarding 
appropriate treatment(s) for specifi c clinical conditions. 
Th ese guidelines are intended to off er recommenda-
tions on the most eff ective and cost-eff ective treatments 

for children with particular problems and their families 
(March et al., 2007).

Two main approaches have been used to develop 
best practice guidelines. Th e scientifi c approach derives 
guidelines from a comprehensive review of current re-
search fi ndings. Th e expert-consensus approach uses the 
opinions of experts to fi ll in the gaps in the scientifi c 
literature—for example, when research is inconclusive or 
when there is a lack of information about multicultural 
issues. Th us, evidence-based practice is not the blind ap-
plication of research fi ndings, but rather involves the use 
of the best available scientifi c evidence combined with 
good individual clinical expertise (Sackett et al., 2000). 
A number of professional organizations whose members 
provide services to children and families have developed 
excellent best practice guidelines. We will be discuss-
ing many of the interventions that are recommended for 
children with particular problems in the chapters that 
follow.

Consistent with the growing emphasis on improving 
outcomes, eff orts to evaluate treatments for  childhood 
disorders have intensifi ed (Kazdin & Weisz, 2003; Weisz, 
Donenberg, et al., 1995). Th ese eff orts allow us to take a 
closer look at the overall eff ectiveness of  commonly used 
treatment methods.

Let’s begin with the good news:

• Changes achieved by children receiving psychother-
apy are consistently greater than changes for chil-
dren not receiving therapy.

• Th e average child who is treated is better off  at the 
end of therapy than at least 75% of those children 
who did not receive treatment.

• Treatments have been shown to be equally eff ective 
for children with internalizing and externalizing 
disorders.

• Treatment eff ects tend to be lasting, with the eff ects 
at follow-up (usually around 6 months aft er treat-
ment) similar to those found immediately following 
treatment.

• Eff ects are about twice as large for problems that 
are specifi cally targeted in treatment as they are for 
changes in nonspecifi c areas of functioning. Th is 
 result suggests that treatments are producing focused 
changes in targeted areas such as anxiety rather 
than producing nonspecifi c or global eff ects such as 
changes in how the child feels (Weisz, 1998).

• Th e more outpatient therapy sessions children re-
ceive, the more improvement is seen in their symp-
toms (Angold et al., 2000).

So what’s the bad news? Although research fi ndings 
present a generally positive picture of psychotherapy 
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with children and of behavioral and cognitive–behav-
ioral approaches in particular, there are a number of im-
portant limitations.

First, we must be aware of the diff erence between re-
search therapy that is carried out in laboratory-based 
outcome studies and therapy that is carried out in com-
munity-based clinics (Wagner, Swenson, & Henggeler, 
2000). Most of the treatment outcome studies for specifi c 
disorders that we will discuss in this text fall into the 
category of research therapy. However, compared with 
research therapy, clinic therapy is typically conducted 
with more severe cases, directed at a diverse set of prob-
lems and children, and carried out in clinic or hospital 
settings by professional career therapists with large case-
loads (Weisz & Weiss, 1993). In general, clinic therapy is 
less structured and more fl exible than research therapy, 
and uses relatively more nonbehavioral methods, such 
as psychodynamic and eclectic approaches. In contrast 
to the fi ndings for research therapy, similar analyses for 
studies of clinic therapy have resulted in minimal or no 
eff ects (Andrade, Lambert, & Bickman, 2000; Weisz, 
Donenberg, et al., 1995).

Th ese fi ndings suggest that conventional services for 
children may have limited eff ectiveness. However, few 
studies exist of child therapy outcomes in settings where 
it is typically conducted. Th us, it is premature to draw 
any conclusions from the fi ndings from clinic and com-
munity studies until more empirical data about therapy 
in practice are available (Weisz, Jensen-Doss, & Hawley, 
2006).

In conclusion, although the effi  cacy of treatments 
for many child and adolescent mental health problems 
is substantial, testing of the eff ectiveness and cost-eff ec-
tiveness of these treatments in real-world settings and 
dissemination of this information and its use in public 
settings are key issues that require further attention.

section summary
Treatment
• Interventions for childhood disorders cover a wide range 

of strategies and settings related to prevention, treat-
ment, and maintenance.

A  C L O S E R  L O O K

B O X  4 . 4   Model Comprehensive Mental Health Program: A Culturally Competent School-Based 
Mental Health Program

Program Dallas School-Based Youth and Family Centers

Goal To establish the fi rst comprehensive, culturally competent, school-based program in mental 
health care in the 12th-largest school system in the nation. The program overcomes stigma and 
inadequate access to care for underserved minority populations.

Features Annually serves the physical and mental health care needs of 3000 low-income children and 
their families. The mental health component features partnerships with parents and families, 
treatment (typically six sessions), and follow-up with teachers. The well-qualifi ed staff , who re-
fl ect the racial and ethnic composition of the population they serve (more than 70% Latino and 
African American), train school nurses, counselors, and principals to identify problems and cre-
ate solutions tailored to meet each child’s needs.

Outcomes Improvements in attendance, discipline referrals, and teacher evaluation of child performance. 
Preliminary fi ndings reveal improvement in children’s standardized test scores in relation to na-
tional and local norms.

Biggest challenge To sustain fi nancial and organizational support of collaborative partners despite resistance to 
change or jurisdictional barriers. Program’s $3.5 million funding comes from the school district 
and an additional $1.5 million from Parkland Hospital.

How other organizations 
can adopt

Recognize the importance of mental health for the school success of all children, regardless of 
race or ethnicity. Rethink how school systems can more effi  ciently partner with and use State 
and Federal funds to deliver culturally competent school-based mental health services.

Sites Dallas and Fort Worth, Texas

Source: President’s New Freedom Commission on Mental Health (2003). Achieving the promise: Transforming mental health care in America. Available: 
http://www.mentalhealthcommission.gov. Accessed February 16, 2004.
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www.cengage.com/psychology/mash
Supplement your review of this chapter by going to the 
book’s companion website, where you can take tutorial 
quizzes, use fl ash cards to master key terms, follow live links 
to useful websites, and explore the other study resources 
you’ll fi nd there.

Study Resources

• Treatment goals now include outcomes related to 
child and family functioning as well as those of societal 
importance.

• Both ethically and legally, clinicians who work with chil-
dren are required to think not only about the impact that 
their actions will have on the children they see, but also 
on the responsibilities, rights, and relationships that con-
nect children to their parents.

• A tremendous number and diversity of treatments for 
children and families now exist, including psychody-
namic, behavioral, cognitive, cognitive–behavioral, client-
centered, family, biological, and combined approaches.

• Best practice guidelines are systematically developed 
statements derived from research fi ndings and clinical 
consensus that assist clinicians and families with decisions 
regarding appropriate treatment(s) for specifi c childhood 
problems.

• Reviews of controlled treatment outcome studies have 
found that the changes achieved by children receiving 
therapy are consistently greater than changes for children 
not receiving therapy. However, these diff erences are 
not consistently found in studies of treatment outcomes 
based on clinic samples.
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study in less time to get the grade you want. An online study 
system, CengageNOW* gives you the option of taking a di-
agnostic pre-test for each chapter. The system uses the re-
sults of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 

corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.
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5 Attention-Deficit/

Hyperactivity 

Disorder (ADHD)

ADHD is not a problem with knowing what to do; it is a problem with doing 
what you know.

—Russell A. Barkley (2006a)
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Description and History
We begin our discussion of attention-defi cit/hyperactiv-
ity disorder with a description of the primary symptoms 
and behaviors of children with this disorder. We then con-
sider the diff erent views of attention-defi cit/hyperactivity 
disorder that have been presented since the disorder was 
fi rst described more than 100 years ago.

J O H N

Inattentive, Hyperactive, Impulsive

John is a 7-year-old whose mother is desperate for help. “He 

walked at 10 months and has kept me running ever since. As a 

child he was always bouncing around the house and crashing 

into things. He’s in constant motion, impulsive, and never listens. 

When I ask him to put his shirt in the hamper, I fi nd him play-

ing, his shirt still on the fl oor. John has no routines and seldom 

sleeps. Discipline doesn’t work, nor do the techniques that work 

for my other boys. He’s oblivious to his behavior. He never fi nishes 

anything, and except for sitting down to play a video game, rarely 

watches TV except on the run.”

John’s teacher says his main problems in school are staying 

on task and keeping track of what’s happening. “He blurts things 

out in class and is constantly fi dgeting or out of his chair,” she 

says. Although John can complete his assignments, he forgets 

to bring home the book he needs to do his homework. When he 

does complete his homework, he forgets to put it in his backpack 

or to hand it in. John has great diffi  culty waiting his turn or fol-

lowing rules with other children. Other kids think he’s weird and 

don’t want to play with him. John’s parents are demoralized and 

don’t know what to do. (Copyright © 1993 by Patricia Kennedy, 

Leif Terdal, and Lydia Fusetti. From The Hyperactive Child Book, by 

Patricia Kennedy, Leif Terdal, and Lydia Fusetti, pp. 8–9. Reprinted 

by permission of St. Martin’s Press, Inc.)

And jiggles,” and “Swings backwards and forwards, / 
And tilts up his chair.” When his chair falls, Philip 
screams and grabs the tablecloth, and “Down upon the 
ground they fall, / Glasses, plates, knives, forks, and all” 
(Hoff mann, 1845).

More recently, a compelling article about ADHD 
titled “Life in Overdrive” described the behavior of 
Dusty N.:

Dusty awoke at 5:00 one recent morning in his Chicago 
home. Every muscle in his 50-pound body fl ew in furious 
motion as he headed downstairs for breakfast. Aft er pull-
ing a box of cereal from the cupboard, Dusty started grab-
bing cereal with his hands and kicking the box, scattering 
the cereal across the room. Next he began peeling the dec-
orative paper covering off  the TV table. Th en he started 
stomping the spilled cereal to bits. Aft er dismantling the 
plastic dustpan he had gotten to clean up the cereal, he 
moved on to his next project: grabbing three rolls of toilet 
paper from the bathroom and unraveling them around 
the house. (Adapted from Time, July 18, 1994, p. 43)

Fidgety Phil, 1845, and Dusty N., 1994: Mealtimes are an 
especially trying time for children with ADHD and their 
parents.
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Description

Attention-defi cit/hyperactivity disorder, or ADHD, 
describes children who, like John, display persistent age-
inappropriate symptoms of inattention, hyperactivity, 
and impulsivity that are suffi  cient to cause impairment 
in major life activities (APA, 2000).

Th e term ADHD may be new, but children who dis-
play overactive and unrestrained behaviors have been 
around for some time. In 1845, Heinrich Hoff mann, a 
German neurologist, wrote in a child’s storybook one of 
the fi rst known accounts of hyperactivity. His humor-
ous poem described the mealtime antics of a child aptly 
named “Fidgety Phil,” who “won’t sit still; / He wriggles, / 
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Although the accounts of Phil and Dusty are separated 
by almost 150 years, the mealtime behaviors of both 
boys typify the primary symptoms of ADHD. Th e boys 
are inattentive, not focusing on mealtime demands and 
behaving carelessly; hyperactive, constantly in motion; 
and impulsive, acting without thinking.

ADHD has no distinct physical symptoms that can 
be seen in an X-ray or a lab test. It can only be identifi ed 
by characteristic behaviors that vary considerably from 
child to child. As we shall discuss, ADHD has become a 
blanket term used to describe several diff erent patterns 
of behavior that likely have diff erent causes.

Th e behavior of youngsters with ADHD is puzzling 
and full of contradictions. Rash and disorganized behav-
iors are a constant source of stress for the child and for 
parents, siblings, teachers, and classmates. Why can’t he 
sit still? Why can’t she ever get anything done? Why does 
he make so many careless mistakes? However, at certain 
times or in some situations, the child with ADHD seems 
fi ne. Such inconsistencies may cause others to think the 
child could do better if only she tried harder or if her 
parents or teachers would set fi rmer limits. However, in-
creased eff ort and stricter rules usually don’t help, be-
cause most children with ADHD are already trying 
hard. Th ey want to do well but are constantly thwarted 
by their limited self-control. As a result, they experience 
the hurt, confusion, and sadness of being blamed for not 
paying attention or being called names like “space ca-
det.” Th ey may be scolded, put down, or even spanked 
for failing to complete homework or chores. Unfortu-
nately, they may not know why things went wrong or 
how they might have done things diff erently.

Feelings of frustration, being diff erent, not fi tting in, 
and hopelessness may overwhelm a child with ADHD 
(Young, Bramham, Gray, & Rose, 2008). For example, 
David says: “I got no friends cause I don’t play good and 
when they call me Dope Freak and David Dopey I cry, 
I just can’t help it” (Ross & Ross, 1982). Such comments 
leave little doubt that ADHD can severely disrupt a child’s 
life, consume vast amounts of energy, produce emotional 
pain, damage self-esteem, and seriously disrupt relation-
ships. In addition to the child’s personal suff ering, the 
societal costs of ADHD are also high, with an estimated 
average cost of about $32 billion a year in the U.S. (about 
$11,000 per child in 2005 dollars) (Pelham, Foster, & 
Robb, 2007).

History

Over the past 100 years, there have been numerous expla-
nations for the troublesome behaviors of ADHD (Eisen-
berg, 2007). In the early 1900s, compulsory education 
demanded self-controlled behavior in a group setting, 

which focused attention on children with the symptoms 
of ADHD. Symptoms of overactivity and inattention 
were fi rst described as a disorder in 1902 by the English 
physician George Still (what a coincidence!), who be-
lieved the symptoms arose out of poor “inhibitory voli-
tion” and “defective moral control” (see Figure 5.1).

Another view of ADHD arose from the worldwide 
infl uenza epidemic from 1917 to 1926. A number of chil-
dren who had developed encephalitis (brain infl amma-
tion) and survived experienced multiple behavior prob-
lems, including irritability, impaired attention, and 
hyperactivity. Th ese children and others who had suf-
fered birth trauma, head injury, or exposure to toxins 
displayed behavior problems that were labeled brain in-

F I G U R E  5 . 1  The symptoms of ADHD were fi rst 
described by the English physician George Still. (Lancet, 
April 19, 1902)
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jured child syndrome, which was associated with mental 
retardation. In the 1940s and 1950s, this label was then 
erroneously applied to children displaying similar be-
haviors, but with no evidence of brain damage or men-
tal retardation, and led to the terms minimal brain dam-
age and minimal brain dysfunction (MBD) (Strauss & 
Lehtinen, 1947). Th ese terms provided a convenient way 
to attribute behavior problems to a physical cause. Al-
though certain head injuries can explain some cases of 
ADHD, the brain damage theory was eventually rejected 
because it could explain only a few cases (Rie, 1980).

In the late 1950s, ADHD was referred to as hyperki-
nesis, which was attributed to the poor fi ltering of stim-
uli entering the brain (Laufer, Denhoff , & Solomons, 
1957). Th is view led to the defi nition of the hyperactive 
child syndrome, in which motor overactivity was consid-
ered the main feature of ADHD (Chess, 1960). However, 
it was soon realized that hyperactivity was not the only 
problem; there was also the child’s failure to regulate 
motor activity in relation to situational demands.

In the 1970s, it was argued that in addition to hyper-
activity, defi cits in attention and impulse control were 
also primary symptoms of ADHD (Douglas, 1972). Th is 
theory was widely accepted and has had a lasting impact 
on the DSM criteria for defi ning ADHD. In the 1980s, 
interest in children with ADHD increased dramatically, 
and the sharp rise in the use of stimulants generated con-
troversy which continues to this day. More recently, the 
symptoms of poor self-regulation, diffi  culty in inhibiting 
behavior, and motivational defi cits have been empha-
sized as central impairments of the disorder (Nigg, Hin-
shaw, & Huang-Pollack, 2006). Although there is growing 
agreement about the nature of ADHD, views continue to 
evolve as a result of new fi ndings and discoveries.

section summary
Description and History
• Attention-defi cit/hyperactivity disorder (ADHD) describes 

children who display persistent age-inappropriate symp-
toms of inattention, hyperactivity, and impulsivity that 
cause impairment in major life activities.

• ADHD can only be identifi ed by characteristic patterns of 
behavior, which vary quite a bit from child to child.

• The behavior of children with ADHD is a constant source 
of stress and frustration for the child and for parents, sib-
lings, teachers, and classmates, and also has high costs to 
society.

• Over the past 100 years, numerous explanations have been 
used to explain the troublesome behaviors of ADHD.

• The disorder that we now call ADHD has had many dif-
ferent names, primary symptoms, and presumed causes, 
and views of the disorder are still evolving.

Core Characteristics
Experts developed the DSM-IV-TR criteria for ADHD 
aft er reviewing research and conducting fi eld trials 
with children throughout North America (APA, 2000). 
Table 5.1 shows two lists of key symptoms that were 
identifi ed for defi ning ADHD and distinguishing it 
from related problems. Th e fi rst list includes symptoms 
of inattention; the second list includes symptoms of 
hyperactivity-impulsivity. Th ese two dimensions have 
now been well documented in research across vari-
ous ethnic and cultural groups in North America and 
throughout the world (Burns et al., 2001). However, to 
defi ne the two dimensions of ADHD as inattention and 
hyperactivity-impulsivity oversimplifi es the disorder. 
First, each dimension includes many distinct processes 
that have been defi ned and measured in various ways. 
Second, although we discuss attention and impulse con-
trol separately, the two are closely connected develop-
mentally—attention helps the child regulate his behav-
ior, emotions, and impulses (Nigg et al., 2006).

Inattention (IA)

L I S A

Just Can’t Focus

At age 17, Lisa struggles to pay attention and act appropriately. 

But this has always been hard for her. She still gets embarrassed 

thinking about the time that her parents took her to a 

restaurant to celebrate her 10th birthday. She was so distracted 

by the waitress’s bright red hair that her father had to call 

her name three times before she remembered to order. Then, 

before she could stop herself, she blurted, “Your hair dye looks 

awful!”

In school, Lisa was quiet and cooperative but often seemed to 

be daydreaming. She was smart, yet couldn’t improve her grades 

no matter how hard she tried. Several times she failed exams. 

She knew the answers, but couldn’t keep her mind on the test. 

Her parents responded to her low grades by taking away privi-

leges and scolding her, “You’re just lazy, Lisa. You could get better 

grades if you only tried.”

Lisa found it agonizing to do homework. Often, she forgot to 

plan ahead by writing down the assignment or bringing home 

the right books. And when trying to work, every few minutes she 

found her mind drifting to something else. As a result, she rarely 

fi nished and her work was full of errors. One day, after Lisa had 

failed yet another exam, her teacher found her sobbing, “What’s 

wrong with me?” (Adapted from National Institute of Mental 

Health [NIMH], 1994).
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Children who are inattentive fi nd it diffi  cult, during 
work or play, to focus on one task or follow through on 
requests or instructions. While playing soccer, as the 
rest of the team heads downfi eld with the ball, the child 
with ADHD may get sidetracked by playing in a mud 
puddle. Th e child may attend automatically to enjoyable 
things, but have great diffi  culty focusing on new or less 
enjoyable tasks. Common complaints about inattention 
(IA) are that the child doesn’t or won’t listen, follow in-
structions, or fi nish chores or assignments. It is not suf-
fi cient to say that a child has an attention defi cit when 
there are so many diff erent types of attention. Th e child 
could have a defi cit in only one type or more than one 
type (Barkley, 2006a).

Attentional capacity is the amount of information 
we can remember and attend to for a short time. When 
someone gives you directions or a phone number, how 
much information can you attend to and remember 
briefl y? Children with ADHD do not have a defi cit in 

their attentional capacity. Th ey can remember the same 
amount of information for a short time as other children 
(Taylor, 1995).

Selective attention is the ability to concentrate on 
relevant stimuli and not be distracted by noise in the 
environment. When you’re studying for a test (relevant 
stimuli), how easily are you distracted by voices in an-
other room? Distractibility is a common term for a def-
icit in selective attention. Distractions can be disruptive 
to all children, including those with ADHD. However, 
children with ADHD are much more likely than others 
to be distracted by stimuli that are highly salient and ap-
pealing (Milich & Lorch, 1994).

Sustained attention or vigilance is the ability to 
maintain a persistent focus over time or when fatigued. 
When you’re tired and have to study for a test, can you 
still pay attention until you’ve reviewed all the required 
material? A primary attention defi cit in ADHD seems to 
be sustained attention. When children with ADHD are 

T A B L E  5 . 1  Main Features of DSM-IV Diagnostic Criteria for Attention-Defi cit/Hyperactivity Disorder

DSM-IV-TREither (1) or (2):

(1) Six (or more) of the following symptoms of inattention have persisted for at least 6 months to a degree that is maladaptive 
and inconsistent with developmental level:

Inattention

(a) Often fails to give close attention to details or makes careless mistakes in schoolwork, work, or other activities

(b) Often has diffi  culty sustaining attention in tasks or play activities

(c) Often does not seem to listen when spoken to directly

(d) Often does not follow through on instructions and fails to fi nish schoolwork, chores, or duties in the workplace (not due to 
oppositional behavior or failure to understand instructions)

(e) Often has diffi  culty organizing tasks and activities

(f) Often avoids, dislikes, or is reluctant to engage in tasks that require sustained mental eff ort (e.g., schoolwork or homework)

(g) Often loses things necessary for tasks or activities (e.g., toys, school assignments, pencils, books, or tools)

(h) Is often easily distracted by extraneous stimuli

(i) Is often forgetful in daily activities

(2) Six (or more) of the following symptoms of hyperactivity–impulsivity have persisted for at least 6 months to a degree that is 
maladaptive and inconsistent with developmental level:

Hyperactivity

(a) Often fi dgets with hands or feet or squirms in seat

(b) Often leaves seat in classroom or in other situations in which remaining seated is expected

(c) Often runs about or climbs excessively in situations in which it is inappropriate (in adolescents or adults, may be limited to 
subjective feelings of restlessness)

(d) Often has diffi  culty playing or engaging in leisure activities quietly

(e) Is often “on the go” or often acts as if “driven by a motor”

(f) Often talks excessively

Impulsivity

(g) Often blurts out answers before questions have been completed

(h) Often has diffi  culty awaiting turn

(i) Often interrupts or intrudes on others (e.g., butts into conversations or games)

Source: Reprinted with permission from the Diagnostic and Statistical Manual of Mental Disorders, Text Revision, Fourth Edition. Copyright 2000, American Psychiatric Association.
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assigned an uninteresting or repetitive task, their perfor-
mance is poorer compared to other children. Although 
no one likes to work on uninteresting tasks, most of us 
will when we have to. Children with ADHD may not be 
able to persist at a task even when they want to. Th ey 
work best on self-paced tasks they have chosen— playing 
a computer game or building a model airplane—and 
on tasks they fi nd especially interesting that do not re-
quire them to sustain their attention. Most situations, 
though, require sustained attention for successful per-
formance, and many situations are not particularly 
interesting.

Defi cits in sustained attention are one of the core 
features of ADHD. However, children with ADHD may 
show performance defi cits from the very beginning of 
a task or response, not just a decrement over time. Th is 
suggests that their attentional problems may be in alert-
ing and preparing for the task from the outset and not 
only in sustaining attention that has already occurred. 
Alerting refers to an initial reaction to a stimulus, and 
involves the ability to prepare for what is about to hap-
pen. A child with an alerting defi cit (such as the lack of 
alertness you may experience when you are very tired) 
may respond too quickly in situations requiring a slow 
and careful approach and too slowly in situations re-
quiring a quick response. Th is pattern of responding is 
oft en seen in children with ADHD. Th us, their defi cits 
in sustaining attention may be partly related to their dif-
fi culty in alerting (Nigg et al., 2006).

Hyperactivity-Impulsivity (HI)

Although the symptoms of hyperactivity and impul-
sivity are distinct in DSM, when children display one 

symptom they usually display the other as well. Th ese 
symptoms are best viewed as a single dimension of be-
havior called hyperactivity–impulsivity (HI) (Barkley, 
1997a). Th e strong link between hyperactivity and im-
pulsivity suggests that both are part of a fundamental 
defi cit in regulating behavior. Th ere are diff erent reasons 
for hyperactivity–impulsivity. For example, a child may 
be constantly out of his seat in the classroom because 
he can’t control his motor behavior, because he wants 
to look outdoors, or because he is anxious about com-
pleting an assigned task. Th e main problem in ADHD 
seems to be one of controlling motor behavior (Barkley, 
2006a).

Hyperactivity
Th e image of a motor-driven ball of speed is the stereo-
type of a child with ADHD. Sitting still through a class 
lesson can be impossible for children with ADHD. Th ey 
may fi dget, squirm, climb, run about the room aimlessly, 
touch everything in sight, or noisily tap a pencil. Parents 
and teachers describe them as “always on the go” and 
“talking incessantly.” Th e activity is excessively ener-
getic, intense, inappropriate, and not goal-directed. Th e 
children are extremely active, but unlike other children 
with a high energy level, they accomplish very little. Re-
cordings of body movements indicate that even when 
they sleep, children with ADHD display more motor ac-
tivity than other children (Teicher, Ito, Glod, & Barber, 
1996). However, the largest diff erences are found in situ-
ations requiring the child to inhibit motor activity—to 
slow down or sit still in response to the structured task 
demands of the classroom.

© The New Yorker Collection 2006 William Haefeli from cartoonbank.com. All Rights 
Reserved

M A R K

Junior Wild Man

Mark, age 14, has more energy than most boys his age. But then, 

he’s always been overactive. At age 3 he was a human tornado, 

dashing around and disrupting everything in his path. At home, 

he darted from one activity to the next, leaving a trail of toys be-

hind him. At meals, he upset dishes and talked non-stop. He was 

reckless and impulsive, running into the street despite oncoming 

cars, no matter how often his mother explained the danger or 

scolded him. At the playground, his tendency to overreact—like 

socking playmates simply for bumping into him—had already 

gotten him into trouble several times. His parents didn’t know 

what to do. Mark’s doting grandparents reassured them, “Boys 

will be boys. Don’t worry, he’ll grow out of it.” But he didn’t. 

(Adapted from NIMH, 1994)

W4871.indb   123W4871.indb   123 9/19/08   11:11:45 AM9/19/08   11:11:45 AM



124 PART 2 Behavioral Disorders

In summary, the core features of ADHD—inatten-
tion (IA) and hyperactivity-impulsivity (HI)—are made 
up of many processes. Children with ADHD display a 
unique constellation and severity of symptoms but may 
not diff er from comparison children on all types and 
measures of IA and HI. Th e primary attention defi cit in 
ADHD is an inability to engage and sustain attention 
and to follow through on directions or rules while resist-
ing salient distractions. Th e primary impairment in HI 
is an inability to voluntarily inhibit dominant or ongo-
ing behavior.

Subtypes

Since children with ADHD diff er in many ways, inves-
tigators have become increasingly interested in iden-
tifying subtypes (Milich, Balentine, & Lynam, 2001). 
A subtype is a group of individuals with something in 
common—symptoms, etiology, problem severity, or 
likely outcome—something that makes them distinct 
from other groupings. DSM specifi es three subtypes of 
ADHD based on primary symptoms.

• Predominantly inattentive type (ADHD-PI) de-
scribes children who primarily have symptoms of 
inattention.

• Predominantly hyperactive–impulsive type 
(ADHD-HI) describes children who have primarily 
symptoms of hyperactivity-impulsivity.

• Combined type (ADHD-C) describes children who 
have symptoms of both inattention and hyperactivity-
impulsivity.

Children with ADHD-PI (“pure” attention defi cit) 
are described as inattentive and drowsy, daydreamy, 
spacey, in a fog, or easily confused. (Interestingly, the 
same 1845 storybook that described the hyperactive be-
havior of “Fidgety Phil” also described an inattentive 
youngster named “Hans Look-in-the-Air.”) Th ey may 
have a learning disability, process information slowly, 
fi nd it hard to remember things, and display low aca-
demic achievement (Massetti et al., 2007). Th ey are oft en 
rated as anxious and apprehensive, socially withdrawn, 
and may display mood disorders (Maedgen & Carlson, 
2000).

In contrast to children with ADHD-PI, those in the 
ADHD-HI and ADHD-C subtypes are more likely to 
display problems in inhibiting behavior and in behav-
ioral persistence (Solanto et al., 2007). Th ey are also most 
likely to be aggressive, defi ant, rejected by peers, and 
suspended from school or placed in special education 
classes (Short, Fairchild, Findling, & Manos, 2007). Chil-
dren with ADHD-C are the ones most oft en referred for 
treatment.

Impulsivity
Children who are impulsive seem unable to bridle their 
immediate reactions or think before they act. Th ey may 
take apart an expensive clock with little thought about 
how to put it back together. It’s very hard for them to 
stop an ongoing behavior or to regulate their behavior in 
accordance with demands of the situation or the wishes 
of others. As a result, they may blurt out inappropriate 
comments or give quick, incorrect answers to questions 
that are not yet completed. Because it is diffi  cult to wait 
or take turns, they interrupt conversations, intrude on 
others’ activities, and lash out in frustration when up-
set. Th ey also experience diffi  culty resisting immediate 
temptations and delaying gratifi cation (Sonuga-Barke 
et al., 2008). Minor mishaps are common, such as spill-
ing drinks or knocking things over, but more serious ac-
cidents and injuries can result from reckless behavior, 
such as running into the street without looking.

Impulsivity may take diff erent forms (Winstanley, 
Eagle, & Robbins, 2006). Cognitive impulsivity is refl ected 
in disorganization, hurried thinking, and the need for 
supervision. Remember John not handing in his home-
work even though it was done? Behavioral impulsivity 
includes calling out in class or acting without consider-
ing the consequences. Children who are behaviorally im-
pulsive have diffi  culty inhibiting their response when the 
situation requires it. A child may touch a stove to see if it 
is hot even when she is old enough to know better. Cogni-
tive and behavioral impulsivity (and inattention) predict 
problems with academic achievement, particularly in 
reading (Rabiner, Coie, & Th e Conduct Problem Preven-
tion Research Group, 2000). However, only behavioral 
impulsivity predicts rule-breaking behavior and thus 
may be a specifi c sign of increased risk for conduct prob-
lems (Willoughby, Curran, Costello, & Angold, 2000).
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Sitting through a class lesson is hard for a child with ADHD.
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Th e ADHD-HI subtype is the rarest group. Th is sub-
type primarily includes preschoolers and may have lim-
ited validity for older children. Since this group is usu-
ally younger than children with ADHD-C, it is not yet 
known whether they are actually two distinct subtypes, 
or the same children at diff erent ages (Barkley, 2006a).

Our knowledge of the diff erent ADHD subtypes is 
still “under construction.” Most previous research has 
studied mixed groups of children with ADHD, not bro-
ken out by subtype. It is important to keep this in mind, 
since inconsistencies in the literature may refl ect sam-
ples that mix together fi ndings from children with dif-
ferent subtypes.

Additional DSM Criteria

Not every youngster who displays inattention and/or 
hyperactive–impulsive behavior has ADHD. Most chil-
dren blurt out things they didn’t mean to say, jump from 
one activity to another, make careless mistakes, or be-
come forgetful and disorganized at times. Th is doesn’t 
mean they will have a lifelong disorder. To diagnose 
ADHD using DSM the behaviors must also:

• appear before age 7;
• occur more oft en and with greater severity than in 

other children of the same age and sex;
• continue for more than 6 months;
• occur across several settings (e.g., home and school); 

and
• produce signifi cant impairments in the child’s social 

or academic performance.

Illnesses, accidents, middle ear infections, mild sei-
zures, chronic abuse, or stressful life events such as a 
major move can mimic the symptoms of ADHD. A nor-
mally agreeable 9-year-old boy who becomes inattentive 
or argumentative immediately aft er the separation of 
his parents is likely having an adjustment reaction, not 
experiencing ADHD. Th e disruptive behaviors of chil-
dren with mild intellectual disabilities, learning disor-
ders, or conduct problems may be mistaken for ADHD, 
as can the inattentive or restless behaviors of children 
with anxiety disorders. Th erefore, it is important to in-
vestigate other possible reasons for the child’s symptoms 
(American Academy of Child and Adolescent Psychia-
try [AACAP], 2007; Smith, Barkley, & Shapiro, 2007).

Before a diagnosis of ADHD is made, it is essential 
to carry out a thorough assessment that includes a de-
velopmental history, parent and teacher reports, normed 
assessment instruments, and behavioral observations 
(Johnston & Mah, 2008; Pelham, Fabiano, & Massetti, 
2005). Importantly, since there is only a modest relation-
ship between symptoms and impairment, a child can 

display ADHD symptoms without necessarily display-
ing signifi cant impairment. Conversely, a child may dis-
play subclinical levels of ADHD symptoms but still suf-
fer signifi cant maladjustment. Th erefore, in evaluating a 
child for ADHD, it is important to assess both symptoms 
and impairment in functioning (Gordon et al., 2006).

What DSM Criteria Don’t Tell Us

Th e DSM criteria for ADHD have a number of limita-
tions (Barkley, 2003; Rohde, 2008):

• Developmentally insensitive. Although DSM states 
that clinical judgment may be used to assess whether 
symptoms are “inconsistent with developmental 
level,” it applies the same symptoms to individuals 
of all ages, even though some symptoms, particu-
larly for hyperactive–impulsive behaviors (running 
and climbing), apply more to young children (Stein-
hausen et al., 2003). Similarly, the number of symp-
toms needed to make a diagnosis is not adjusted for 
age or level of maturity, even though many children 
with hyperactive–impulsive symptoms show a gen-
eral decline in these symptoms with age.

• Categorical view of ADHD. According to DSM, 
ADHD is a disorder that a child either has or doesn’t 
have. However, because the number and severity of 
symptoms are also calculated on a scale, children 
who fall just below the cutoff  for ADHD are not nec-
essarily diff erent from children just above the cutoff . 
In fact, over time, some children may move in and 
out of the DSM category as a result of fl uctuations 
in their behavior. Research supports the idea that 
ADHD is a dimensional rather than a categorical 
disorder, representing an extreme or delay in normal 
traits that all children possess to a degree (Levy & 
Hay, 2001). However, it may still be useful to talk 
about categories even when a disorder is of a con-
tinuous or changing nature. For example, there is no 
magic cutoff  for high blood pressure, but most of us 
would agree that people with high blood pressure are 
at greater risk for certain negative outcomes.

• Requirement of an onset before age 7 is unsupported. 
Some studies fi nd little diff erence between children 
with an onset of ADHD before or aft er age 7 (Bar-
kley & Biederman, 1997), and about one-half of the 
children with ADHD-PI do not manifest the disor-
der until aft er age 7 (Applegate et al., 1997).

• Requirement of persistence for 6 months may be too 
brief for young children. Many preschoolers display 
symptoms for 6 months that then go away.

• Requirement that symptoms must be demonstrated 
across at least two environments confounds settings 
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(home, school) with informants (parent, teacher). It 
may unfairly limit diagnosis for some children as the 
result of diff erences of opinion between informants. 
Diff erences between parents and teachers oft en refl ect 
true diff erences in behaviors at school versus home. 
However, they may also refl ect bias on the part of the 
parent or teacher. Generally, teachers are more accu-
rate raters of ADHD symptoms than parents (Hart-
man, Rhee, Willcutt, & Pennington, 2007). Th e best, 
most accurate identifi cation of children with ADHD 
is achieved by using multiple sources of information 
and blending parent and teacher reports, rather than 
requiring agreement (DuPaul, 2003).

section summary
Core Characteristics
• DSM-IV-TR uses two lists of symptoms to defi ne ADHD. 

The fi rst list includes symptoms of inattention, poor con-
centration, and disorganization. The second list includes 
symptoms of hyperactivity-impulsivity.

• Children who are inattentive fi nd it diffi  cult to sustain 
mental eff ort during work or play, and to resist salient dis-
tractions while doing so.

• Children with ADHD are extremely active, but unlike other 
children with a high energy level, they accomplish very 
little.

• Children with ADHD are impulsive, which means they 
seem unable to bridle their immediate reactions or they 
may fail to think before they act.

• DSM specifi es three subtypes of ADHD based on primary 
symptoms of inattention, hyperactivity-impulsivity, or a 
combination of both.

• A diagnosis of ADHD requires the appearance of symp-
toms before age 7, a greater frequency and severity of 
symptoms than in other children of the same age and 
gender, persistence of symptoms, occurrence of symp-
toms in several settings, and impairments in functioning.

• Although useful, the DSM criteria have several limitations; 
an important one is developmental insensitivity.

Associated Characteristics
In addition to their primary diffi  culties, children with 
ADHD oft en display other problems. For example, Lisa 
was failing in school and Mark was getting into fi ghts. 
In the sections that follow, we consider the character-
istics and problems commonly associated with ADHD, 
including cognitive defi cits, speech and language im-
pairments, medical and physical concerns, and social 
problems.

Cognitive Defi cits

Children and adolescents with ADHD display a va-
riety of cognitive defi cits, including defi cits in execu-
tive functions, intellectual defi cits, impairments in ac-
ademic functioning, learning disorders, and distorted 
self-perceptions. Th ese are discussed in the sections that 
follow.

Executive functions
Th e cognitive processes in the brain that activate, inte-
grate, and manage other brain functions are called ex-
ecutive functions (Pennington & Ozonoff , 1996). Th ey 
underlie the child’s capacity for self-regulation, such 
as self-awareness, planning, self-monitoring, and self-
 evaluation. Like a symphony conductor whose artistic 
direction enables an orchestra to produce complex mu-
sic, executive functions allow the brain to perform both 
routine and complex tasks (Brown, 2000). Executive 
functions are varied and include:

• Cognitive processes, such as working memory (hold-
ing facts in mind while manipulating information), 
mental computation, planning and anticipation, 
fl exibility of thinking, and the use of organizational 
strategies.

• Language processes, such as verbal fl uency, commu-
nication, and the use of self-directed speech.

• Motor processes, such as allocation of eff ort, follow-
ing prohibitive instructions, response inhibition, and 
motor coordination and sequencing.

• Emotional processes, such as self-regulation of arousal 
level, tolerating frustration, and mature moral 
reasoning.

For most children, these diff erent processes work in 
concert, enabling them to exercise deliberate control of 
their attention and impulses and to maintain problem-
solving behaviors in order to attain a future goal. Many 
executive functions refl ect abilities that emerge and de-
velop rapidly in preschool children, continue to mature 
in older children and adolescents, and peak in young 
adults. However, children and adolescents with ADHD 
consistently show defi cits in one or more executive func-
tions, especially response inhibition, vigilance, working 
memory, and planning (Martel, Nikolas, & Nigg, 2007; 
Willcutt et al., 2005). In fact, as shown in Table 5.2, many 
symptoms of inattention and hyperactivity–impulsivity 
refl ect impairments in executive functions.

In light of their close connection with symptoms 
of ADHD, impairments in executive functioning have 
come to be viewed as a key defi cit in ADHD. However, 
executive functioning defi cits are not uniquely associated 
with ADHD but also occur in children with other disor-
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ders such as autism and conduct disorder  (Banaschewski 
et al., 2005). In addition, executive functioning defi cits 
do not occur in all children with ADHD, suggesting 
they are one important component of ADHD but that 
other defi cits will also need to be examined.

Intellectual Defi cits
Most children with ADHD are of at least normal over-
all intelligence, and many are quite bright. Th eir diffi  -
culty is not in a lack of intelligence, but rather in apply-
ing their intelligence to everyday life situations (Barkley, 
2006a). As a result, the children never quite live up to 
their potential. Th ey do score about 5 to 9 points lower 
on IQ tests than both control children and their own sib-
lings (remember, most still have total IQ scores within 
the average or above-average range). Since IQ tests like 
the WISC-IV include subtests related to specifi c defi cits 
of children with ADHD (e.g., working memory) their 
lower test scores are not surprising (Frazier, Demaree, & 
Youngstrom, 2004). In addition, lower IQ scores can be 
the direct result of ADHD symptoms on test-taking be-
havior. For example, a child who scores lower on an IQ 
test because he or she is not paying attention to instruc-
tions is not necessarily less intelligent.

Impaired Academic Functioning
Most children with ADHD experience severe diffi  cul-
ties in school. Th ey frequently have lower productiv-
ity, grades, and scores on achievement tests. Th ey may 
also fail to advance in grade or may be placed more fre-

quently in special education classes. Finally, they may be 
expelled or fail to fi nish high school (Loe & Feldman, 
2007). Particularly disturbing are fi ndings that the aca-
demic skills of children with ADHD are impaired before 
they enter the fi rst grade (Barkley, Shelton et al., 2002).

Learning Disorders
Many children with ADHD have a specifi c learning dis-
order (see Chapter 11); that is, they have trouble with 
language or certain academic skills, typically reading, 
spelling, and math (Willcutt et al., 2007). When learn-
ing disorders are broadly defi ned as performance be-
low expected grade level, nearly 80% of children with 
ADHD qualify for a learning disorder by late child-
hood. However, when defi ned more narrowly as a sig-
nifi cant delay in reading, arithmetic, or spelling that is 
relative to the child’s general intellectual functioning, 
or defi ned as extremely low achievement in a specifi c 
academic subject(s), the number drops to around 25% 
(Barkley, 2006a).

Diff erent pathways may underlie the association be-
tween ADHD and learning disorders. For example, the 
child’s cognitive and intellectual defi cits may directly 
lead to learning problems. ADHD may also predispose 
the child to conduct problems in school that may in turn 
result in poor academic performance. Th e association 
could also be due to a common genetic link, although 
fi ndings suggest that the two disorders are transmitted 
independently within families (Del’Homme, Kim, Loo, 
Yang, & Smalley, 2007).

T A B L E  5 . 2  Impaired Executive Functions in ADHD and Examples of Resulting Impairments

Impaired executive function Resulting impairment

1. Organize, prioritize and activate Trouble getting started
 Diffi  culty organizing work
 Misunderstand directions

2. Focus, shift and sustain attention Lose focus when trying to listen
 Forget what has been read and need to re-read
 Easily distracted

3. Regulate alertness, eff ort and processing speed Excessive daytime drowsiness
 Diffi  culty completing a task on time
 Slow processing speed

4. Manage frustration and modulate emotion Very easily irritated
 Feelings hurt easily
 Overly sensitive to criticism

5. Working memory and accessing recall Forget to do a planned task
 Diffi  culty following sequential directions
 Quickly lose thoughts that were put on hold

6. Monitor and regulate action Find it hard to sit still or be quiet
 Rush things, slap-dash
 Often interrupt, blurt things out

Source: Based on Brown (2000).
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Distorted Self-Perceptions
Th e many failures experienced by children with ADHD 
have led to the common belief that these children must 
suff er from low self-esteem—and there is some support 
for this (Treuting & Hinshaw, 2001). However, many 
children with ADHD report a higher self-esteem than 
is warranted by their behavior (Owens et al., 2007). For 
example, they may perceive their relationships with their 
parents no diff erently than do control children, even 
though their parents see things in a more negative light 
(Gerdes, Hoza, & Pelham, 2003). Th is exaggeration of 
one’s competence is referred to as a positive illusory bias. 
Recent fi ndings suggest that self-esteem in children with 
ADHD may vary with the subtype of ADHD, the accom-
panying disorders, and the area of performance being as-
sessed (e.g., conduct, scholastic achievement). Children 
with ADHD who display inattentive and depressive/
anxious symptoms tend to report lower self- esteem, 
whereas children with symptoms of hyperactivity-
impulsivity and conduct problems appear to exaggerate 
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The structured demands of the classroom can be painful 
for a child with ADHD.

their self-worth (Owens et al., 2007). Th e bias in the lat-
ter group is most dramatic in the areas of performance in 
which the child is most severely impaired.

Several explanations for the positive illusory bias 
in children with hyperactivity-impulsivity have been 
 proposed—it serves a self-protective function that al-
lows the child to cope every day despite frequent fail-
ures; it refl ects a diminished self-awareness as a result 
of impairments in executive functions; or it is a result of 
not knowing what constitutes successful or unsuccessful 
performance (Ohan & Johnston, 2002). One or more ex-
planations likely play a role.

Speech and Language Impairments

About 30% to 60% of children with ADHD also have 
impairments in their speech and language (Cohen et al., 
2000; Tannock, 2000). In addition to showing a higher 
prevalence of formal speech and language disorders (see 
Chapter 11), they may have diffi  culties comprehending 
others’ speech and using appropriate language in every-
day situations (McInnes, Humphries, Hogg-Johnson, & 
Tannock, 2003). Excessive and loud talking, frequent 
shift s and interruptions in conversation, inability to lis-
ten, and inappropriate conversation are a few common 
examples of impairments.

Children with ADHD not only ramble on, but their 
conversation is characterized by speech production er-
rors, fewer pronouns and conjunctions, tangential and 
unrelated comments, abandoned utterances, and un-
clear links (Mathers, 2006; McGrath et al., 2008). Th is 
makes it diffi  cult for the listener to understand who and 
what the child is talking about. Can you understand the 
following statement by a boy with ADHD?

And all of a sudden the soldiers—and all of a sudden he 
gets faint and you know when he says “Good doctors, 
I want to talk with you” and all of a sudden he goes in 
the door and inside they come off  it from the thing. 
So he puts—I think this something on the doorknob. 
(Tannock, Fine, Heintz, & Schachar, 1995)

When speech is unclear, as in this example, the lis-
tener must either make an inference about what the 
child means, or be left  with an inadequate understand-
ing. Unfortunately, miscommunication is all too com-
mon in children with ADHD.

Medical and Physical Concerns

In addition to the diffi  culties we have discussed, chil-
dren and adolescents with ADHD also experience a 
number of medical and physical concerns, including 
health-related problems, accident proneness, and risk 
taking behaviors.
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Health Related Problems
Th e association between ADHD and general health is 
not clear at this time (Barkley, 2006a). In terms of spe-
cifi c problems, some studies have reported higher rates 
of asthma (Leibson et al., 2001) and bed-wetting (Duel, 
Steinberg-Epstein, Hill, & Lerner, 2003), although fi nd-
ings are not consistent. Sleep disturbances are common 
in children with ADHD (Gruber, Sadeh, & Raviv, 2000). 
Resistance to going to bed, diffi  culty in falling asleep, 
fewer total hours asleep, and involuntary sleep move-
ments such as teeth grinding or restless sleep may be 
the most signifi cant disturbances (Corkum, Tannock, & 
Moldofsky, 1998). Some of the sleep problems in chil-
dren with ADHD may be related to their use of stimu-
lant medications, and/or co-occurring conduct or anx-
iety disorders, rather than to only their ADHD (Mick, 
Biederman, Jetton, & Faraone, 2000).

Children with ADHD oft en display motor coordina-
tion diffi  culties, such as clumsiness, poor performance 
in sports, or poor handwriting, especially when they at-
tempt to execute complex motor sequences (Gillberg, 
2003a). An overlap exists between ADHD and devel-
opmental coordination disorder (DCD), a condition 
characterized by marked motor incoordination (e.g., 
clumsiness and delays in achieving motor milestones) 
(Gillberg, 2003b). About 20% of children with ADHD 
also have tic disorders—sudden, repetitive, nonrhyth-
mic motor movements or sounds such as eye blinking, 
facial grimacing, throat clearing, and grunting (Bana-
schewski, Neale, Rothenberger, & Roessner, 2007). When 
present, tic disorders decline to low rates by adolescence 
and do not signifi cantly aff ect psychosocial functioning 
(Peterson, Pine, Cohen, & Brook, 2001).

Accident-Proneness and Risk Taking
Given their problems with impulsivity, motor inhibition, 
and lack of planning and forethought, it is not surpris-
ing that over 50% of children with ADHD are described 
by their parents as accident-prone. Th ese children are 
about three times more likely to experience serious acci-
dental injuries, such as broken bones, lacerations, severe 
bruises, burns, poisonings, or head injuries (Barkley, 
2006a; Brehaut, Miller, Raina, & McGrail, 2003). Young 
adult drivers with ADHD are at higher risk than others 
for traffi  c accidents (Jerome, Habinski, & Segal, 2006).

ADHD is a signifi cant risk factor for the early initia-
tion of cigarette smoking (Burke, Loeber, & Lahey, 2001), 
substance abuse (Biederman et al., 2008), and risky sex-
ual behaviors such as multiple partners and unprotected 
sex (Barkley, Fischer, & Fletcher, 1997). Th ese fi ndings 
suggest a progression of hyperactive–impulsive behav-
iors during childhood to a pattern of irresponsible and 
risky adult behavior. Some of these excesses may be due 
to co-occurring conduct problems (August et al., 2006).

One longitudinal study spanning over a half century 
found that impulsive behavior was the most signifi cant 
childhood characteristic that predicted reduced life ex-
pectancy (an average of 8 years less) (Friedman et al., 
1995). A lifelong pattern of accident-proneness, auto ac-
cidents, and risk taking, combined with a reduced con-
cern for health-promoting behaviors, such as exercise, 
proper diet, safe sex, and moderate use of tobacco, alco-
hol, and caff eine, may very well predict a reduced life ex-
pectancy for individuals with ADHD (Barkley, 2006a).

Th e need for further research into health-related 
problems in youngsters with ADHD is accentuated 
by recent fi ndings that show they have signifi cantly 
higher rates of inpatient and outpatient hospitalizations 
and emergency room visits. Average medical costs for 
youngsters with ADHD are more than double the costs 
for youngsters without ADHD (Leibson et al., 2001) and 
at least comparable to the costs for children with asthma 
(Chan, Zhan, & Homer, 2002).

Social Problems

Social problems in family life and at school are common 
in children with ADHD. Th ose who experience the most 
severe social disability are at greatest risk for poor ado-
lescent outcomes and other disorders such as depression 
and conduct disorder (Greene et al., 1996). Children 
with ADHD don’t listen and are oft en hostile, argumen-
tative, unpredictable, and explosive. As a result, they are 
in frequent confl ict with adults and other children. It is 
common for a child with ADHD to be removed from 
swimming lessons because of disruptive behavior, or to 
be kicked out of gymnastics. For one child taking dance 
lessons, the teachers off ered to buy back her shoes if only 
her parents would take her out!

D E N N I S

Nothing Sticks

With my other children, I could tell them one time, “Don’t do 

that,” and they would stop. But Dennis, my child with ADHD, I 

could tell him a hundred times, “Dennis, don’t carve soap with 

my potato peeler,” “Don’t paint the house with used motor oil,” 

or “Don’t walk on Grandma’s white sofa in your muddy shoes,” 

but he still does it. It’s like every day is a brand new day and yes-

terday’s rules are long forgotten. . . .   I just cannot stay one step 

ahead of him. He does things my other kids never thought of. 

(Copyright © 1993 by Patricia Kennedy, Leif Terdal, and Lydia 

Fusetti. From The Hyperactive Child Book, by Patricia Kennedy, 

Leif Terdal, and Lydia Fusetti, pp. 8–9. Reprinted by permission of 

St. Martin’s Press, Inc.)
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To get along with others, you must follow social 
rules and respect conventions. Children with ADHD do 
not play by the same rules as others and don’t seem to 
learn from past mistakes, despite their awareness of ex-
pected social behaviors and a desire to conform to them. 
Many social blunders by children with ADHD appear 
more thoughtless than intentional. Even with good in-
tentions, their behaviors have an annoying quality and 
are a source of great distress for their parents, siblings, 
teachers, and classmates. In the words of one mother: 
“Our grade one parent interview was highly traumatic; 
her teacher cried!”

Family Problems
Families of children with ADHD experience many dif-
fi culties, including interactions characterized by nega-
tivity, child noncompliance, excessive parental control, 
and sibling confl ict (Mash & Johnston, 2005; Mikami & 
Pfi ff ner, 2008). Parents may experience high levels of dis-
tress and related problems, which are most commonly 
depression in mothers and antisocial behavior, such as 
substance abuse, in fathers. Further stress on family life 
stems from the fact that parents of children with ADHD 
may themselves have ADHD and other associated con-
ditions (Chen & Johnston, 2007). Th is can also be a bar-
rier to eff ective treatment for the child (Sonuga-Barke, 
Daley, & Th ompson, 2002).

Confl ict between these children and their mothers 
is severe during the preschool years and continues into 
childhood and adolescence (DuPaul, McGoey, Eckert, & 
VanBrakle, 2001). Confl ict with fathers is less frequent, 
but still greater than between other children and fathers 
(Edwards, Barkley, Laneri, Fletcher, & Metevia, 2001). 
Interestingly, mothers tend to display similar interaction 
diffi  culties with their children without ADHD as they 
do with their child with ADHD (Tarver-Behring, Bark-
ley, & Karlsson, 1985). Th ese fi ndings suggest that prob-
lems in the family are not restricted to situations that di-
rectly involve the child with ADHD, but may spill over 
into other family interactions. When interviewed, sib-
lings of children with ADHD report that they feel vic-
timized by their ADHD sibling, and that this experience 
is oft en minimized or overlooked by the family (Ken-
dall, 1999).

Families of children with ADHD also report more 
maternal mental health problems, greater parenting 
stress and less parenting competence, fewer contacts 
with extended family members, greater caregiver strain, 
less instrumental support, and slightly higher rates of 
marital confl ict, separation, and divorce (Bussing et al., 
2003; Johnston & Mash, 2001). Parents of these children 
also show increased alcohol consumption that in some 
instances could be a direct result of stressful interactions 
with their children (Pelham & Lang, 1999).

It is important to note that high levels of family con-
fl ict and the links between ADHD and parental psycho-
pathology and marital discord in many cases are due to 
the child’s co-occurring conduct problems rather than to 
ADHD alone (Johnston & Mash, 2001; see Chapter 6).

Th ings I’ve learned from my ADHD Child (honest and 
no kidding):

If you hook a dog leash over a ceiling fan, the motor 
is not strong enough to rotate a 42 pound boy 
wearing Batman underwear and a Superman cape.

It is strong enough, however, if tied to a paint can, 
to spread paint on all four walls of a 20 × 20 foot 
room. (An anonymous mother in Austin, Texas)

Peer Problems
Peer problems in both boys and girls with ADHD are ap-
parent at an early age and are quickly evident when the 
child enters a new social situation. Th ese children dis-
play little of the give-and-take that characterizes other 
children (Hoza, 2007). Although there is much variation 
in how diffi  culties with peers are expressed, we also fi nd 
some common features (Whalen & Henker, 1992). Chil-
dren with ADHD can be bothersome, stubborn, socially 
awkward, and socially insensitive. Others describe them 
as socially conspicuous, loud, intense, and quick to react. 
Th ey are socially active but usually “off  the mark” with 
respect to the style, content, or timing of their behav-
ior, which oft en has an annoying quality that brings out 
the worst in other children. Children with ADHD seem 
to get into trouble even when trying to be helpful, and 
although their behavior seems thoughtless, it is oft en 
unintentional. Th ey oft en see their own behavior more 
favorably than it is perceived by others, and may be puz-
zled by others’ negative reactions (Nijmeijer et al., 2008).

In light of their social diffi  culties, it is not surprising 
that children with ADHD are disliked and uniformly 
rejected by peers, have few friends, and report receiv-
ing low social support from peers (Hoza, Mrug, Gerdes 
et al., 2005). Th eir lack of skill in correctly recognizing 
emotions in others, in regulating their own emotions 
and behavior (Kats-Gold, Besser, & Priel, 2007; Mel-
nick & Hinshaw, 2000), and the aggressiveness that fre-
quently accompanies ADHD oft en lead to social confl ict 
and a negative reputation (Erhardt & Hinshaw, 1994). 
Social problems in children with ADHD may increase 
their risk of later disorders other than ADHD (Nijmeijer 
et al., 2008). Once labeled “ADHD” by peers, a negative 
process begins whereby the child suff ers more negative 
treatment and rejection by peers.

Children with ADHD are not defi cient in social rea-
soning or understanding (Whalen & Henker, 1992). 
Th ey simply don’t apply their knowledge during social 
exchanges, and continue to be dominant or asser-
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tive even aft er the situation changes and requires ac-
commodation, negotiation, or submission (Landau & 
Milich, 1988). Th eir social agenda may also diff er from 
the agenda of their peers, especially when ADHD is ac-
companied by aggression. Th ey may actually value and 
prefer troublemaking, sensation seeking, and fun at the 
expense of following rules and getting along with others 
(Melnick & Hinshaw, 1996).

section summary
Associated Characteristics
• Besides their primary diffi  culties, children with ADHD dis-

play other problems such as cognitive defi cits, speech 
and language impairments, medical and physical con-
cerns, and social problems.

• Children with ADHD display defi cits in executive func-
tions, the higher-order mental processes that underlie the 
child’s capacity for planning and self-regulation.

• Children with ADHD score slightly lower on IQ tests, but 
most are of normal intelligence. Their diffi  culty is in apply-
ing their intelligence to certain everyday life situations.

• Children with ADHD experience school performance dif-
fi culties, including lower grades, a failure to advance in 
grade, and more frequent placements in special educa-
tion classes.

• Many children with ADHD have a specifi c learning disor-
der, typically in reading, spelling, or math.

• Some children with ADHD report a higher self-esteem 
than is warranted by their behavior, referred to as a posi-
tive illusory bias.

• They often have speech and language impair-
ments, and have diffi  culty using language in ev-
eryday situations.

• They may experience health-related problems, 
especially sleep disturbances, and are accident-
prone.

• They experience numerous social problems with 
family members, teachers, and peers.

Accompanying 
Psychological Disorders 
and Symptoms
Children with ADHD typically present a 
mixed bag of symptoms and impairments, with 
ADHD being only one, albeit a signifi cant one. 
One reason that ADHD is so challenging is that 
as many as 80% of children with ADHD have 
a co-occurring psychological disorder, such as 

S H A W N

Bad Boy

Shawn, now an energetic and talkative young adult, recalls 

his childhood with ADHD as a total disaster: “I did really bad in 

school. My parents and teachers were always on my back. They 

bugged me about being too loud, too defi ant, too explosive, and 

too aggressive. Then I began to use drugs: marijuana, and later, 

cocaine. I barely managed to squeak through high school. 

I couldn’t concentrate at all. I’d study for hours and then forget 

everything I’d read. I had to cheat my way through high school.”

oppositional and conduct disorders, anxiety, and mood 
disorders (Pliszka, 2000). As we noted previously, learn-
ing disorders and motor coordination problems are also 
quite common.

Oppositional Defi ant Disorder 
and Conduct Disorder

About one-half of all children with ADHD—mostly 
boys, like Shawn—meet criteria for oppositional defi ant 
disorder (ODD) by age 7 or later (Kutcher et al., 2004). 
Children with ODD overreact by lashing out at adults 
and other kids. Th ey are stubborn, short-tempered, ar-
gumentative, and defi ant. About 30% to 50% of chil-
dren with ADHD eventually develop conduct disor-
der (CD) (Waschbusch, 2002), a condition that is more 
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severe than ODD. Children with CD violate societal 
rules and are at high risk for getting into serious trouble 
at school or with the police. Th ey may fi ght, cheat, steal, 
set fi res, or destroy property. CD is also associated with 
the use of illegal drugs, which may explain why chil-
dren with ADHD have a higher risk for developing sub-
stance abuse problems in adolescence (Szobot & Buk-
stein, 2008). Early occurring ADHD, particularly when 
severe symptoms of hyperactivity-impulsivity are pres-
ent, is one of the most reliable predictors of ODD and 
CD. Longitudinal studies have found that ADHD leads 
to ODD and CD rather than vice versa (Th apar et al., 
2006). Interestingly, persistent and severe ODD and CD 
outcomes among children with ADHD are related to the 
presence of a specifi c gene (COMT gene) known to be as-
sociated with the regulation of neurotransmitters in the 
areas of the brain implicated in ADHD. Th ese fi ndings 
suggest that there may be an antisocial clinical subtype 
of ADHD (Caspi et al., 2008).

ADHD, ODD, and CD run in families, which sug-
gests a common predisposing cause. In support of this, 
there is a substantial common genetic contribution for 
the three disorders, especially between ADHD and ODD 
(Coolidge, Th ede, & Young, 2000). Th ere is also evidence 
for a contribution from a shared environment, perhaps 
related to family adversity and defi cits in parenting (Burt, 
Krueger, McGue, & Iacono, 2001). We discuss both ODD 
and conduct disorder in greater detail in Chapter 6.

Anxiety Disorders

About 25% of children with ADHD experience exces-
sive anxiety (Manassis, 2007). Th ese children worry 
about being separated from their parents, trying some-
thing new, taking tests, making social contacts, or visit-
ing the doctor. Th ey may feel tense or uneasy and con-
stantly seek reassurance that they are safe and protected. 
Because these anxieties are unrealistic, more frequent, 
and more intense than normal, they have a negative 
impact on the child’s thinking and behavior. Children 

with co-occurring ADHD and anxiety oft en display so-
cial and academic impairments and experience greater 
long-term impairment and mental health problems than 
those with either condition alone (Manassis, Tannock, 
Young, & Francis, 2007).

Interestingly, the overall relationship between 
ADHD and anxiety disorders is reduced or eliminated 
during adolescence. It is possible that the presence of an 
anxiety disorder may inhibit the adolescent with ADHD 
from engaging in the impulsive behaviors that charac-
terize other youngsters with ADHD (Schatz & Rostain, 
2006).

Mood Disorders

As many as 20% to 30% of youngsters with ADHD expe-
rience depression (Spencer et al., 2000). Even more will 
develop depression or another mood disorder by early 
adulthood (Fischer, Barkley, Smallish, & Fletcher, 2002). 
Th ese youngsters feel so sad, hopeless, and overwhelmed 
that they are unable to cope with everyday life. Depres-
sion lowers self-esteem, reduces interest or pleasure in fa-
vorite activities, increases irritability, and disrupts sleep, 
appetite, and the ability to think (Mick, Santangelo, 
Wypij, & Biederman, 2000). Th e association between 
ADHD and depression may be a function of family risk 
for one disorder increasing risk for the other. Th is sug-
gests that depression in a child with ADHD is not due 
solely to the child’s demoralization as a result of their 
ADHD symptoms (Biederman, Mick, & Faraone, 1998).

Controversy abounds regarding the association be-
tween ADHD and bipolar (manic–depressive) mood 
disorder (BP). In part, this is due to the diffi  culty in dis-
tinguishing between symptoms of ADHD and the un-
regulated high energy level, poor judgment, and over-
talkativeness of children with BP (Youngstrom, 2007). 
Although fi ndings are mixed, the relationship between 
the two disorders seems to go mainly in one direction—a 
diagnosis of childhood BP sharply increases the child’s 
risk for previous or co-occurring ADHD, but a diagno-
sis of ADHD does not appear to increase the child’s risk 
for BP (Galanter & Liebenluft , 2008).

section summary
Accompanying Psychological Disorders 
and Symptoms
• A factor that makes ADHD so challenging is that children 

with the disorder have much higher than expected rates 
of other psychiatric disorders, particularly conduct prob-
lems, anxiety, and mood disorders.

• As many as 50% of children with ADHD also meet criteria 
for oppositional defi ant disorder or conduct disorder.

T .  J .

Overactive and Anxious

T. J. was fi rst referred for help at age 6. He had been very active 

and impulsive since he was a toddler. His parents reported that he 

had trouble sleeping and would wake up several times each night. 

They also said that he showed great anxiety during even brief sep-

arations from them and seemed to be worrying about something 

the whole time. T. J. confi rmed that he had “terrible bad dreams” 

and felt that no one liked him. (Adapted from Tannock, 2000)
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• About 25% of children with ADHD experience excessive 
anxiety. The presence of anxiety may inhibit impulsive 
behaviors that characterize other youngsters with ADHD.

• As many as 20% to 30% children with ADHD experience 
depression or another mood disorder. Although depres-
sion may be partly related to their demoralization as a re-
sult of their symptoms, it also can result from an elevated 
risk for depressive disorders in families of children with 
ADHD.

• The relation between ADHD and bipolar disorder is con-
troversial. A diagnosis of childhood bipolar disorder ap-
pears to sharply increase the child’s risk for previous or 
co-occurring ADHD, but a diagnosis of ADHD does not 
appear to elevate the child’s risk for bipolar disorder.

Prevalence and Course
ADHD aff ects millions of children throughout the world 
and across all socioeconomic levels. Although rates vary 
widely with sampling methods, the best estimate is 
that about 4% to 8% of all school-age children in North 
America have ADHD (AACAP, 2007; Polanczyk & 
Rohde, 2007). As many as one-half of all children re-
ferred to clinics display ADHD symptoms either alone 
or in combination with other disorders, making ADHD 
one of the most common referral problems in North 
America and elsewhere (Barkley, 2006a).

Reports of parents, teachers, and doctors are all used 
to identify children with ADHD. However, these people 
don’t always agree, because the child’s behavior may dif-
fer from setting to setting. Also, diff erent adults may em-
phasize diff erent symptoms when making a judgment. 
Teachers, for example, are most likely to rate a child as 
inattentive when oppositional symptoms are also present 
(Abikoff , Courtney, Pelham, & Koplewicz, 1993). Preva-
lence rates and patterns of comorbidity also diff er when 
teacher’s reports are compared with parent’s reports (Ga-
dow & Nolan, 2002). Since adults may disagree, preva-
lence estimates of ADHD are much higher when based on 
one person’s opinion rather than based on a consensus.

Gender

ADHD occurs more frequently in boys than in girls, 
with estimates ranging from 2% to 4% for girls and 6% to 
9% for boys age 6 to 12 years (Polanczyk & Jensen, 2008). 
In adolescence, overall rates of ADHD decrease for both 
sexes, but boys still outnumber girls by the same ratio 
of about 2.5:1. Th is ratio is even higher in clinic sam-
ples, where boys outnumber girls by 6:1 or more (La-
hey, Miller, Gordon, & Riley, 1999). Boys with ADHD 
are likely referred more oft en than girls because of their 
overt defi ance and aggression. Interestingly, when girls 
with ADHD also display defi ance and aggression, they 

are referred at a younger age than boys, a fi nding that 
implies lower tolerance by adults or a greater concern for 
these behaviors when they occur in girls (Silverthorn, 
Frick, Kuper, & Ott, 1996).

It is possible that ADHD in girls may go unrecog-
nized and unreported because teachers may fail to recog-
nize and report inattentive behavior unless it is accom-
panied by the disruptive symptoms normally associated 
with boys. In addition, the symptoms used to diagnose 
ADHD may also contribute to the sex diff erence in prev-
alence. DSM criteria were developed and tested mostly 
with boys with ADHD, and many of the symptoms, such 
as excessive running around, climbing, and blurting out 
answers in class, are generally more common in boys 
than girls. Th us, the specifi ed cutoff s and symptoms may 
be more appropriate to boys than girls, because girls with 
ADHD may have to display not only extreme behavior 
but also uncharacteristic behavior from their same-sex 
peers before they will be referred (Hinshaw & Blachman, 
2005). Girls with ADHD may be more likely than boys to 
display inattentive/disorganized symptoms characteris-
tic of a sluggish cognitive tempo including: forgetfulness, 
sluggishness, drowsiness, tendency to daydream (Mc-
Burnett et al., 2001), anxiety, depression (Rucklidge & 
Tannock, 2001), and hyperverbal rather than hyperac-
tive motor behavior (Nadeau, Littman, & Quinn, 1999). 
Th us, current DSM criteria may be insensitive to the 
problems that are especially relevant to girls. Although 
it may be premature to expand the current symptom 
lists for ADHD to include additional items appropriate 
to girls, it is clear that sampling, referral, and defi nition 
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Girls with ADHD may be described by their teachers as 
“spacey” or “in a fog.” Without hyperactivity and disrup-
tive behavior, ADHD in girls may go unrecognized or be 
ignored.
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biases may all contribute to reports of the prevalence of 
ADHD as higher in boys than girls.

Girls who meet criteria for ADHD in community 
samples tend to be less impaired than boys with ADHD 
with respect to their core symptoms and accompanying 
academic and social diffi  culties (Gershon, 2002). Girls 
are also less likely to receive treatment with stimulant 
medication (Angold, Erkanli, Egger, & Costello, 2000), 
perhaps due to sociocultural attitudes that during child-
hood medications are a less appropriate treatment for 
girls than boys (Hinshaw & Blachman, 2005).

However, among clinic-referred school-age chil-
dren with ADHD, boys and girls have been found to be 
quite similar with respect to their expression and se-
verity of symptoms, brain abnormalities, defi cits in re-
sponse inhibition and executive functions, level of im-
pairment, family correlates, and response to treatment 
(Gershon, 2002; Hill et al., 2003; Rucklidge & Tannock, 
2002; Seidman, 2006). When sex diff erences are found 
in clinic samples, boys show more hyperactivity, aggres-
sion, and antisocial behavior, whereas girls show more 
symptoms of inattention, anxiety, depression, stress, 
poorer verbal abilities, and lower IQ scores (Hartung 
et al., 2002; Rucklidge & Tannock, 2001).

Follow-up studies of girls with ADHD indicate clear 
evidence of major problems in adolescence, including 
signifi cant peer rejection and conduct problems, large 
defi cits in academic achievement, continuing defi cits 
in attentional skills, executive functions, and language 
abilities, and high rates of service utilization (Hinshaw 
et al., 2007; Hinshaw, Owens, Sami, & Fargeon, 2006; 
Monuteaux, Faraone, Gross, & Biederman, 2007). Note-
worthy is that girls with ADHD who display impulsive–
hyperactive behaviors are more likely to develop eat-
ing disorder symptoms (bingeing–purging behaviors, 
body dissatisfaction) than girls with ADHD who dis-
play only symptoms of inattention or non-ADHD girls 
(Mikami, Hinshaw, Patterson, & Lee, 2008). Th is fi nd-
ing supports the need to consider outcomes for girls 
with ADHD that refl ect female-relevant domains of 
impairment.

In summary, ADHD in girls is a signifi cant disor-
der with many of the same features seen in boys with 
ADHD, including poor outcomes such as oppositional 
defi ant disorder and major depression (Biederman et al., 
2006).

SES and Culture

ADHD aff ects children from all social classes, although 
there are slightly more children with ADHD in lower 
than higher SES groups (Peterson et al., 2001). Such dif-
ferences are best accounted for by co-occurring con-
duct problems in children with ADHD, since conduct 

problems are related to conditions that accompany low 
SES such as family adversity and stress (Szatmari, Of-
ford, & Boyle, 1989). Findings regarding the relation-
ships among ADHD, race, and ethnicity have been 
inconsistent, although higher rates of teacher-rated 
ADHD and observed classroom behavior have been 
found for African American versus Caucasian children 
(Epstein et al. 2005), and slightly lower rates of ADHD 
have been reported for Hispanic, Asian, American In-
dian, and Pacifi c Islander children (Cuff e, Moore, & 
McKeown, 2005). Access to treatment and knowledge 
about ADHD seem to be greater among Caucasian, non-
Hispanic, and higher-educated families (McLeod et al., 
2007).

ADHD has been identifi ed in every country around 
the world where it has been studied, with an estimated 
worldwide prevalence rate of 5.2% (Polanczyk, de Lima, 
Horta, Biederman, & Rohde, 2007). Estimates vary across 
countries and cultures, with the highest rates found in 
South America and Africa (8–12%) and the lowest rates 
in Japan and China (2–5%). European and North Amer-
ican rates are in-between (4–6%). Th ese variations are 
mainly the result of diff erences in sample size, source of 
information (e.g., parents, teachers), and the way ADHD 
is diagnosed across studies done in diff erent parts of the 
world. When a uniform diagnostic method is used, rates 
of ADHD are highly similar worldwide (Buitelaar et al., 
2006).

Diff erences across cultures may also refl ect vary-
ing cultural norms and tolerance for the symptoms of 
ADHD (Weisz, Weiss, Suwanlert, & Chaiyasit, 2006). 
In cultures that value reserved and inhibited patterns of 
child behavior, such as Th ailand, symptoms of ADHD 
are less common than in the United States. Moreover, 
when ADHD symptoms do occur, teachers in Th ailand 
view them as more problematic—likely due to their cul-
ture-linked values and expectations (Weisz et al., 1995). 
Th us, becoming an identifi ed child with ADHD is partly 
a function of the discrepancy between a child’s behavior 
and cultural expectations about how children ought to 
behave (Moffi  tt & Melchior, 2007).

In summary, ADHD is a universal phenomenon that 
is diagnosed more oft en in boys than girls in all cultures 
and whose expression, associated features, impairments, 
and outcomes are quite similar wherever it occurs (Fara-
one, Sergeant, Gillberg, & Biederman, 2003).

Course and Outcome

In the sections that follow, we describe how symptoms of 
ADHD change with development (Campbell, 2000; Wil-
loughby, 2003). Th ese changes over the life span are il-
lustrated with Alan, now age 35, diagnosed with ADHD 
in grade 1.
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Infancy

It is likely that signs of ADHD are present at birth (one 
mother reported her child was so overactive in the womb 
that the kicking nearly knocked her over!). However, we 
don’t know the precise form it takes during infancy be-
cause there are no reliable and valid methods to identify 
ADHD prior to age 3. When parents of an older child 
with ADHD describe what their child was like as a baby, 
they oft en say their baby had a diffi  cult temperament—
extremely active, unpredictable, over- or undersensitive 
to stimulation, and irritable with erratic sleep patterns 
or feeding diffi  culties. Although these reports suggest 
the early presence of ADHD, there are two problems 
with the interpretation. First, parents’ recollections may 
be colored by their child’s later diffi  culties. Second, most 
infants with a diffi  cult temperament do not develop 
ADHD. Although a diffi  cult temperament in infancy 
may indicate something amiss in development, and in 
some cases may be a risk factor for later ADHD, it can-
not by itself be taken as an early sign of ADHD. For ex-
ample, one study reported an association between per-
sistent crying during infancy and a ten-fold higher risk 
for hyperactivity at 8 to 10 years of age (Wolke, Rizzo, 
& Woods, 2002). However, most infants who cry persis-
tently do not go on to develop ADHD.

Preschool

With the appearance of hyperactive–impulsive symp-
toms at 3 to 4 years of age, ADHD becomes an increas-
ingly visible and signifi cant problem (Greenhill, Posner, 
Vaughan, & Kratochvil, 2008). Preschoolers with ADHD 
act suddenly and without thinking, dashing from activity 
to activity, grabbing at immediate rewards; they are easily 
bored and react strongly and negatively to routine events 
(Campbell, 2002). Parents fi nd it very diffi  cult to manage 
the hyperactivity and noncompliance of their child, who 
may also be defi ant and aggressive. Pre-schoolers with 
ADHD oft en roam about the classroom, talking exces-
sively and disrupting other children’s activities. Th ose 
who display a persistent pattern of hyperactive– impulsive 
and oppositional behavior for at least 1 year are likely to 
continue on to diffi  culties into middle childhood and ad-
olescence (Olson, Bates, Sandy, & Lanthier, 2000). At this 
age the combination of severe ADHD-related symptoms 
and disruptions in the parent–child relationship are es-
pecially predictive of continuing ADHD behavior pat-
terns (Campbell, Shaw, & Gilliom, 2000).

Elementary School

Symptoms of inattention become especially evident 
when the child starts school. Classroom demands for 
sustained attention and goal-directed persistence are 
formidable challenges for these children (Kofl er, Rap-
port, & Alderson, 2008). Not surprisingly, this is when 
they are usually identifi ed as having ADHD and re-
ferred for special assistance. Symptoms of inattention 
continue through grade school, resulting in low aca-
demic productivity, distractibility, poor organization, 
trouble meeting deadlines, and an inability to follow 
through on social promises or commitments to peers. 
Th e  hyperactive–impulsive behaviors that were present 
in preschool continue, with some decline, from 6 to 12 
years of age (Barkley, 2006a).

A L A N

Off  and Running

Our baby-sitter swears I was sitting up watching TV by 4 months. 

Then from a crawling position I ran, and we were off  . . . I was all 

over the house, into everything, and Mom soon realized I could 

not be left alone. Darting here, there, and anywhere, I didn’t like 

playing with my toys, preferring to explore on my own. (From 

a chapter by R. A. Barkley and L. J. Pfi ff ner in Taking Charge 

of ADHD: The Complete, Authorized Guide for Parents, by 

R. A. Barkley, 1995, p. 208. Copyright © 1995 by Guilford 

Publications)

A L A N

Preschool Outcast

I often wondered why I wasn’t in group time in preschool. 

The teacher sent me in the corner to play with a toy by myself. 

Because of being singled out I didn’t have many friends. I was 

diff erent, but I didn’t know why or what it was. (Barkley & 

Pfi ff ner, 1995, p. 208)

A L A N

I Couldn’t Do Anything Right

Toward the middle half of fi rst grade, the teacher called my Mom 

in for a conference. She was telling my Mom, “I’m always having 

to call on Alan. ‘Alan, be still. Please. Yes, you can sharpen your 

pencil for the third time. You have to go to the bathroom again?’ ” 

By the time I got to third grade things were getting off  track. I 

felt like nothing I did was right. I would try to do good work. My 

teacher would write on my papers, “Needs to concentrate more 

on answers,” “Needs to turn in all work,” “Needs to follow direc-

tions.” I really didn’t think my teacher liked me. She was very 

stern, never seemed to smile, and was always watching me. 

(Barkley & Pfi ff ner, 2005, p. 208)
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During elementary school, oppositional defi ant be-
haviors may increase or develop. By 8 to 12 years of 
age, defi ance and hostility may take the form of serious 
problems, such as lying or aggression. During the school 
years, ADHD increasingly takes its toll as children ex-
perience problems with self-care, personal responsibil-
ity, chores, trustworthiness, independence, social rela-
tionships, and academic performance (Stein, Szumoski, 
Blondis, & Roizen, 1995).

Adolescence

Many children with ADHD do not outgrow their prob-
lems when they reach adolescence, and sometimes their 
problems can get much worse. Although hyperactive–
impulsive behaviors decline signifi cantly by adolescence, 
they still occur at a level higher than in 95% of same-age 
peers who don’t have ADHD. Th e disorder continues 
into adolescence for at least 50% or more of clinic-
referred elementary school children (Spencer, Bieder-
man, & Mick, 2007). In addition, most teens continue 
to display signifi cant impairments in their emotional, 
behavioral, and social functioning (Barkley, 2006b; Lee, 
Lahey, Owens, & Hinshaw, 2008). Childhood symptoms 
of hyperactivity–impulsivity (more so than those of in-
attention) are generally related to poor adolescent out-
comes (Barkley, 2006b).

Adulthood

A L A N

Adult Challenges

Alan is now 35 years old. He frequently feels restless, cannot sit at 

a desk for more than a few minutes, cannot get organized, does 

not follow through on plans because he forgets them, loses his 

A L A N

A Parent’s Viewpoint

It wasn’t until Alan was 13 that I understood that ADHD was a 

lifelong condition. His inability to block out the high level of activ-

ity in junior high caused him to become a frequent visitor to the 

principal’s offi  ce. And he began to do poorly in math, the subject 

he had always done well at, because he couldn’t concentrate on 

all the steps involved. I had him thoroughly evaluated for ADHD 

again and discovered he wasn’t outgrowing it. In fact, it was caus-

ing him more trouble, not less. It was then that I realized how 

ADHD shapes personality, torments the victims, and fragments 

relationships. (Adapted from L. Weiss, 1992)

Although diffi  cult to confi rm, many well-known and 
highly successful adults, from Th omas Edison to Robin 
Williams, have been suspected of having ADHD as chil-
dren. Some youngsters with ADHD either outgrow their 
disorder or learn to cope with it, particularly those with 
mild ADHD. Better outcomes are more likely for those 
youngsters whose symptoms are less severe and who re-
ceive good care, supervision, and support from their par-
ents and teachers, and who have access to economic and 
community resources, including educational, health, 
and mental health services (Kessler et al., 2005).

Unfortunately, like Alan, most children with ADHD 
will continue to experience problems, leading to a life-
long pattern of suff ering and disappointment (Barkley, 
Murphy, & Fischer, 2008). Adults with ADHD are rest-
less and easily bored, constantly seeking novelty and 
excitement; they may experience work diffi  culties, im-
paired social relations, and suff er from depression, low 
self-concept, substance abuse, and personality disorder 
(Biederman et al., 2006). Although the situation may be 
changing, many adults with ADHD have never been di-
agnosed, particularly those without accompanying be-
havior problems. As a result they may feel that some-
thing is wrong with them, but they don’t know what it is. 
Since many adults with ADHD are bright and creative 
individuals, they oft en feel frustrated about not living up 
to potential. Alan has had to contend with a number of 
signifi cant problems as he continues to adapt to adult re-
sponsibilities of marriage, fi nances, and work. Th e help 
he has received for his ADHD helps him cope, but it is 
an ongoing challenge.

A few words of caution are in order regarding the de-
velopmental course and outcomes for ADHD. First, age 
of onset, course, and outcomes may diff er depending 
on the samples, measures used, accompanying disor-
ders, and the subtype of ADHD (Faraone, Biederman, & 
Mick, 2006). For example, negative outcomes are much 
greater in clinic versus community samples and for 
those children with accompanying conduct problems. 
Little information is currently available regarding out-
comes for children with the inattentive subtype. Inter-
estingly, ADHD symptoms and impairments in adult-
hood are more severe when reported by other adults than 
by the person with ADHD (Barkley, Fischer, Smallish, & 
Fletcher, 2002). Th us, the developmental course and out-

keys and wallet, and fails to achieve up to his potential at work. 

During conversations, his mind wanders and he interrupts oth-

ers, blurting out whatever comes to mind without considering the 

consequences. He often gets into arguments. His mood swings 

and periodic outbursts make life diffi  cult for those around him. 

Now his marriage is in trouble. He feels helpless and frustrated.
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comes we have presented describe an overall pattern, but 
additional follow-up studies are needed to fi ll in impor-
tant details.

section summary
Prevalence and Course
• The best estimate is that ADHD aff ects about 4% to 8% of 

all school-age children.

• The diagnosis of ADHD is about 2 to 3 times more com-
mon in boys than girls.

• Girls with ADHD have a signifi cant disorder; girls with 
ADHD in community samples appear to be less impaired 
than boys with ADHD; clinic-referred girls with ADHD dis-
play many of the same features and outcomes as boys 
with ADHD.

• ADHD occurs across all socioeconomic levels and has been 
identifi ed in every country where it has been studied.

• Symptoms of ADHD change with development. A diffi  cult 
infant temperament may be followed by hyperactive–
impulsive symptoms at 3 to 4 years of age, which are fol-
lowed, in turn, by the emergence of symptoms of inatten-
tion around the time that the child begins school.

• Although some symptoms of ADHD may decline in preva-
lence and intensity as children grow older, for many indi-
viduals ADHD is a lifelong and painful disorder.

Theories and Causes

The word cause is an altar to an unknown god.

—William James (1842–1910)

Many explanations for ADHD have been advanced, and 
some are highly controversial. For example, it has been 
argued (without much support) that ADHD is a trait left  
over from our evolutionary past as hunters (Hartmann, 
1993). Others contend that ADHD is a myth, a disorder 
that has been fabricated because as a society we need it 
(Baughman, 2006; Breggin, 2001).

Despite much attention to the nature and causes of 
ADHD, clear answers have been elusive because diag-
nostic practices are not standardized and research is 
challenging. Nevertheless, research into the basic na-
ture of ADHD leads to fascinating theories about pos-
sible mechanisms and causes (Coghill et al., 2005). As 
summarized in Box 5.1, interrelated theories emphasize 
defi cits in motivation, arousal level, self-regulation, and 
response inhibition. No single theory can explain the 
many attentional and self-control problems associated 
with ADHD. Separating the infl uences of the processes 
emphasized by each theory will help increase our under-
standing of ADHD (Nigg et al., 2006).

Numerous causes for ADHD have been proposed. 
However, many have not been adequately tested, or have 
fallen by the wayside in the face of weak, inconsistent, 
or nonexistent support. Among these are that ADHD is 
caused by too much sugar intake, food allergies, yeast, 
fl uorescent lighting, motion sickness, bad parenting, 
poor school environment, urban living, or too much TV.

While many factors may lead to ADHD, current re-
search strongly suggests that ADHD is a disorder for 
which genetic and neurobiological factors play a central 
role (Kieling, Gonclaves, Tannock, & Castellanos, 2008; 
Mick & Faraone, 2008). Biological and environmen-
tal risk factors together shape the expression of ADHD 
symptoms over time following several diff erent pathways 
(Sonuga-Barke et al., 2005). Since ADHD is a complex 
and chronic disorder involving genetic, neural, cognitive, 

A  C L O S E R  L O O K

B O X  5 . 1  Interrelated Theories of ADHD

Motivation Defi cits

Children with ADHD display an abnormal sensitivity to 
rewards and usually a heightened sensitivity or an aver-
sion to delay (Sonuga-Barke et al., 2008). As a result, they 
have diffi  culties in motivating themselves and perform-
ing well when rewards are unavailable or delayed. (Aase & 
Sagvolden, 2006)

Arousal Level Defi cits

Children with ADHD have an abnormal level of arousal, ei-
ther too high or, more commonly, too low. Hyperactivity–
impulsivity refl ects an underaroused child’s eff ort to 
maintain an optimal level of arousal by excessive self-
 stimulation (Zentall, 1985). Although this theory has re-
ceived some support (Antrop, Roeyers, Van Oost, & Buysse, 
2000), it has not yet been presented as a comprehensive 
model to account for the full range of problems found in 
children with ADHD.

Self-Regulation Defi cits

Children with ADHD have a higher-order defi cit in their 
ability to self-regulate—to using thought and language 
to direct behavior. Defi cient self-regulation leads to impul-
sivity, poor maintenance of eff ort, defi cient modulation of 
arousal level, and attraction to immediate rewards. (Doug-
las, 1988, 1999)

Response Inhibition Defi cits

Children with ADHD (excluding those who are predomi-
nantly inattentive) have response inhibition defi cits, a fun-
damental inability to delay their initial reactions to events, 
or to stop their behavior once it gets going. This core def-
icit in behavioral inhibition leads to many cognitive, lan-
guage, and motor diffi  culties. (Barkley, 2006a)
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and behavioral mechanisms, any explanation that fo-
cuses on just one cause is likely to be inadequate (Coghill 
et al., 2005). Although data do not yet permit a compre-
hensive causal model, Figure 5.2 shows a possible de-
velopmental pathway for ADHD that highlights several 
known causal infl uences and outcomes. We discuss each 
of these causal infl uences in the sections that follow.

Genetic Infl uences

Several lines of evidence point to genetic infl uences as 
key causal factors in ADHD (Faraone et al., 2005; Wald-
man & Gizer, 2006).

• ADHD runs in families. About one-third of the bi-
ological relatives of children with ADHD also have 
the disorder (Smalley et al., 2000). Remarkably, if a 

Cognitive deficits in working
memory, self-directed speech,

self regulation

Failure to adequately suppress
inappropriate responses

Abnormalities in the frontal
lobes and basal ganglia

Disturbances in dopamine
transmission

Behavioral symptoms of
inattention, hyperactivity, impulsivity

Impairments in social and
academic development

Disruptions in parenting

Oppositional and conduct
disorder symptoms

Genetic risk

Prenatal alcohol or tobacco
exposure, pregnancy complications

F I G U R E  5 . 2  A possible developmental pathway 
for ADHD

parent has ADHD, the risk to their child is nearly 
60% (Biederman et al., 1995).

• Adoption studies. Rates of ADHD are nearly three 
times higher in biological versus adoptive parents of 
children with ADHD (Sprich, Biederman, Crawford, 
Mundy, & Faraone, 2000).

• Twin studies. Twin studies report extraordinarily 
high heritability estimates for ADHD, averaging 
about 80% for both hyperactive–impulsive and inat-
tentive behaviors (McLoughlin, Ronald, Kuntsi, Ash-
eron, & Plomin, 2007). Further, ADHD concordance 
rates for identical twins average 65%, about twice 
that of fraternal twins (Levy & Hay, 2001).

• Specifi c gene studies. Molecular genetic analysis sug-
gests that specifi c genes may account for the ex-
pression of ADHD in some children (Mick & Fara-
one, 2008). Th e focus has been on genes involved 
in  dopamine regulation, for three primary reasons. 
First, dopamine is a neurotransmitter used by the 
brain with a central role in psychomotor activity and 
reward-seeking. Second, brain structures implicated 
in ADHD are rich with dopamine innervation, and 
neuroimaging studies have found evidence for dop-
amine dysregulation in these brain structures (Spen-
cer et al., 2007). Th ird, primary medications that re-
duce ADHD symptoms act primarily by blocking 
the dopamine transporter (DAT1), a receptor on the 
presynaptic neuron involved in the reuptake of do-
pamine, thereby increasing the availability of do-
pamine in the synapse. Since receptors are coded 
for by genes, a gene for the dopamine transporter 
or other dopamine receptors are logical candidates. 
Findings for the association between the dopamine 
transporter gene (DAT1) and ADHD have been 
mixed (Li, Sham, Owen, & He, 2006). Th is may be 
related to a gene–environment interaction. For ex-
ample, children with this genetic risk who are also 
exposed to environmental risks such as psychosocial 
adversity or maternal smoking during pregnancy 
may develop a greater number of ADHD symptoms 
than those who are not exposed to the environmen-
tal risk (Laucht, Skowronek, Becker et al., 2007).

Stronger support has been found for the association 
between ADHD and a variant of one of the dopamine 
receptor genes, DRD4 (seven-repeat form). Interestingly, 
this gene has previously been linked to the personality 
trait of sensation seeking (high levels of thrill-seeking, 
impulsive, exploratory, and excitable behavior) (Benja-
min et al., 1996; Ebstein et al., 1996), it aff ects respon-
siveness to medication, and it impacts parts of the brain 
associated with executive functions and attention. In ad-
dition to the association between ADHD and the DRD4 
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dopamine receptor gene, support for several other genes 
related to the regulation of dopamine as well as sero-
tonin and noradrenaline have recently been identifi ed 
(Mick & Faraone, 2008).

Findings that implicate specifi c genes within the do-
pamine system in ADHD are intriguing, and are consis-
tent with a model suggesting that reduced dopaminer-
gic activity may be related to the behavioral symptoms 
of ADHD. Keep in mind, however, that in the vast ma-
jority of cases the heritable components of ADHD are 
likely to be the result of multiple genes interacting on 
several diff erent chromosomes—it is highly unlikely 
that ADHD is caused by only one gene. As Kates (2007) 
noted, “Finding a gene mutation that transmits risk for 
ADHD is like looking for a needle in a haystack of the 3 
billion base pairs of DNA that constitute the human ge-
nome.” (p. 547). Nevertheless, taken together, the fi nd-
ings from family, adoption, twin, and specifi c gene stud-
ies strongly indicate that the risk for ADHD is inherited, 
although the precise mechanisms are not yet known 
(Mick &  Faraone, 2008).

Pregnancy, Birth, and Early Development

Many factors that can compromise the development of 
the nervous system before and aft er birth may be re-
lated to ADHD symptoms, including: pregnancy and 
birth complications, low birth weight, malnutrition, 
early neurological insult or trauma, and diseases of in-
fancy (Linnet et al., 2003; Martel, Lucia, Nigg, & Bre-
slau, 2007; Mick, Biederman, Prince, Fischer, & Faraone, 
2002). Although these early factors predict later symp-
toms of ADHD, they may not be specifi c to ADHD; they 
may elevate the risk of developing many later problems, 
not only ADHD. Also, keep in mind that exposure to 
these risk factors is not randomly assigned and therefore 
could be related to ADHD in the parent or child.

A mother’s use of cigarettes, alcohol, or other drugs 
during pregnancy can have damaging eff ects on her un-
born child. Consistent support has been found for an 
association between maternal cigarette smoking dur-
ing pregnancy and ADHD (Kotimaa et al., 2003), par-
ticularly for children who carry a specifi c genetic risk 
for ADHD (Neuman et al., 2007). Exposure to alcohol 
before birth may also lead to inattention, hyperactiv-
ity, impulsivity, and associated impairments in learn-
ing and behavior (Mick, Biederman, Faraone, Sayer, & 
 Kleinman, 2002).

Evidence suggests that mothers of children with 
ADHD use more alcohol, tobacco, and drugs than do 
control parents, even when they are not pregnant (Mick, 
Biederman, Faraone, et al., 2002). Since parental sub-
stance use is oft en associated with a chaotic home en-
vironment both before and aft er birth, it is diffi  cult to 

disentangle the infl uence of substance abuse and other 
factors that occur prior to birth from the cumulative im-
pact of a negative family environment that occurs dur-
ing later development. Other substances used during 
pregnancy, such as cocaine and crack, can adversely af-
fect the normal development of the brain and lead to 
higher than normal rates of ADHD and other psychi-
atric disorders (Weissman et al., 1999). To summarize, 
although pregnancy and birth complications are not the 
cause of most cases of ADHD, they may be important 
contributing factors for some children.

Neurobiological Factors

ADHD is far from well understood, but there is substan-
tial support for neurobiological causal factors (Krain & 
Castellanos, 2006). Evidence comes from research 
showing diff erences between children with and without 
ADHD on measures of brain function (Barkley, 2006a; 
Kieling et al., 2008), including:

• Diff erences on psychophysiological measures (e.g., 
EEG, galvanic skin response, and heart rate deceler-
ation), suggesting diminished arousal or arousability 
(Beauchaine, Katkin, Strassberg, & Snarr, 2001; Mo-
nastra, Lubar, & Linden, 2001).

• Diff erences on measures of brain activity during 
vigilance tests, suggesting under-responsiveness to 
stimuli and defi cits in response inhibition (Pliszka, 
Liotti, & Woldorff , 2000).

• Diff erences in blood fl ow to the prefrontal regions of 
the brain and the pathways connecting these regions 
to the limbic system, suggesting decreased blood 
fl ow to these regions (Hendren, De Backer, & Pan-
dina, 2000).

Brain Abnormalities
Brain imaging studies make it possible to test hypoth-
eses about the location of brain dysfunction in ADHD 
and provide assessments of brain structure and function 
(Kelly, Margulies, & Castellanos, 2007; Seidman, Valera, 
& Makris, 2005). Findings from these studies suggest 
abnormalities primarily in the frontostriatal circuitry 
of the brain. Th is region consists of the prefrontal cor-
tex and interconnected areas of gray matter located 
deep below the cerebral cortex, collectively known as 
the basal ganglia (basement structures). Th ese areas of 
the brain are associated with attention, executive func-
tions, delayed responding, and response organization. 
Lesions in this region result in symptoms similar to 
those of ADHD. Children with ADHD have a smaller 
right prefrontal cortex than children without ADHD 
 (Filipek et al., 1997) and show structural abnormalities 
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in  several regions of the basal ganglia (Semrud-Clikeman 
et al., 2000). Interestingly, in identical twins who are 
discordant for ADHD, it is only the twin with ADHD 
who displays abnormalities in these brain structures 
 (Castellanos et al., 2003).

Brain diff erences may not be restricted exclusively 
to the prefrontal cortex and parts of the basal ganglia. 
Recent fi ndings indicate that youngsters with ADHD 
have smaller total and right cerebral volumes (by 3–4%) 
and a smaller cerebellum. Th ese data provide support 
for the growing notion that the defi cits associated with 
ADHD may involve a cerebellar–prefrontal–striatal net-
work (Mackie et al., 2007; Valera, Faraone, Murray, & 
Seidman, 2007).

In addition to these brain abnormalities, recent re-
search has also identifi ed a delay in brain maturation in 
children with ADHD, particularly in the prefrontal re-
gions (Shaw et al., 2007). Cortical development in chil-
dren with ADHD lags 2 to 3 years behind that of typically 
developing children. However, the sequence in which 
particular regions of the brain develops is similar in typ-
ically developing children and children with ADHD. 
Th ese fi ndings suggest that ADHD may be characterized 
by delay rather than deviance in brain maturation.

In summary, neuroimaging studies indicate the 
importance of the frontostriatal region of the brain in 
ADHD and the pathways connecting this region with 
the limbic system (via the striatum) and the cerebel-
lum. However, further research is required to determine 
whether these regions are primary, and to reliably iden-
tify more localized abnormalities. Furthermore, al-
though neuroimaging studies can tell us that children 

with ADHD have a structural diff erence or less activity 
in certain regions of the brain, they don’t tell us why.

A few additional words of caution are needed when 
evaluating the neurobiological evidence for ADHD. 
First, samples have been defi ned diff erently across stud-
ies and sample sizes are small. Th is gives rise to incon-
sistent fi ndings and presents problems with interpre-
tation and generalization. Second, ADHD includes a 
complex set of symptoms, making the search for a sin-
gle neurobiological cause too simplistic. Th us, brain im-
aging research has greatly increased our understanding 
of ADHD, but much research remains to be done before 
neuroimaging procedures can be integrated into clinical 
practice (Brassett-Harknett & Butler, 2007; Bush, 2008).

Neurophysiological and Neurochemical Findings
Precise neurophysiological and neurochemical abnor-
malities underlying ADHD have been extremely diffi  cult 
to document. No consistent diff erences have been found 
between the biochemistry of urine, plasma, blood, and 
cerebrospinal fl uid of children with and without ADHD. 
At a neurochemical level, the known action of eff ec-
tive medications for ADHD suggests that the neuro-
transmitters dopamine, norepinephrine, epinephrine, 
and serotonin may be involved, with most evidence sug-
gesting a selective defi ciency in the availability of both 
dopamine and norepinephrine (Barkley, 2006a). How-
ever, we must be cautious in drawing conclusions from 
the eff ects of medications alone. Using medication for 
eff ective treatment of ADHD symptoms does not prove 
that defi cits in the chemical or its action are the cause of 
the symptoms, any more than the elimination of a head-
ache by aspirin implies that the headache was caused by 
aspirin defi ciency. Medications may operate at levels of 
neuroanatomy and neurochemistry that are far removed 
from primary causal infl uences.

Diet, Allergy, and Lead

Th e relationship of sugar to hyperactivity achieved 
epic signifi cance when “What is sugar?” was the cor-
rect response to “Th e major cause of hyperactivity in 
North America” on the popular TV show Jeopardy 
(Barkley, 1995). However, study aft er study has conclu-
sively shown that sugar is not the cause of hyperactivity 
(Milich, Wolraich, & Lindgren, 1986). So why do nearly 
one-half of the parents and teachers who are asked think 
that children are sugar sensitive? It may be the power of 
suggestion.

In one study, mothers who believed their children 
were sugar sensitive were told their children would be 
given a drink of Kool-Aid containing either sugar or, 
as a placebo, the sugar substitute aspartame. Aft er the 

© The New Yorker Collection 2006 Barbara Smaller from cartoonbank.com. All Rights 
Reserved
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children drank their Kool-Aid, they and their mothers 
spent time playing and working together. In fact, none 
of the children was given sugar—they all received Kool-
Aid with aspartame. But the mothers who thought their 
children had received sugar rated them as more hyper-
active than the mothers who believed their children had 
received aspartame. Perhaps even more telling was that 
during play and work interactions, mothers who thought 
their children had received sugar were more critical of 
them, hovered more, and talked to them more frequently 
(Hoover & Milich, 1994). Th ese fi ndings suggest that 
what parents believe about the causes of their children’s 
ADHD can aff ect their views of their children and how 
they treat them (Johnston & Leung, 2001). Such beliefs 
may be fueled by media portrayals—for example, when 
Bobby Hill, the son on the TV show “King of the Hill,” is 
diagnosed with ADHD aft er eating at least four bowls of 
“Cookie Crunch” cereal (the last with extra sugar!). His 
mother, Peggy, “a hot shot substitute teacher,” wonders 
if she should stay at home more oft en so she can give 
Bobby more attention, a notion reinforced by Bobby’s 
father Hank who comments, “well, it is called attention 
defi cit disorder” (Kennedy, 2008).

Th ere has been much controversy about the possibil-
ity that allergic reactions and diet are causes of ADHD. 
Th is connection has not received much support (McGee, 
Stanton, & Sears, 1993). A popular view in the 1970s and 
1980s was that food additives caused children to be hy-
peractive and inattentive. Parents were encouraged to 
withhold foods containing artifi cial fl avorings, preser-
vatives, and sugars. However, research does not support 
the role of food additives as a primary cause of ADHD 
(Conners, 1980; Kavale & Forness, 1983). Restricted di-
ets may help a small subgroup of children with ADHD, 
mostly the very young and those with specifi c food al-
lergies (Arnold, 1999).

Exposure to low levels of lead that are found in dust, 
soil, and fl aking paint in areas where leaded gasoline 
and paint were once used may be associated with ADHD 
symptoms in the classroom (Fergusson, Horwood, & 
Lynskey, 1993). However, most children with ADHD do 
not have signifi cantly elevated lead levels in their teeth or 
blood (Kahn, Kelly, & Walker, 1995). Th us, the relation-
ship between lead and ADHD is weak (Barkley, 2006a). 
In summary, although diet, allergy, and lead have re-
ceived much attention as possible causes of ADHD, their 
role as a primary cause is minimal to nonexistent.

Family Infl uences

Twin studies fi nd that psychosocial factors in the fam-
ily account for only a small amount of the variance in 
ADHD symptoms, and explanations of ADHD based 

exclusively on negative family infl uences have received 
little support (Barkley, 2006a). Nevertheless, family in-
fl uences are important in understanding ADHD for sev-
eral reasons (Mash & Johnston, 2005).

• Family infl uences may lead to ADHD symptoms or to 
a greater severity of symptoms. In some cases, ADHD 
symptoms may be the result of interfering and insensi-
tive early care-giving practices (Carlson, Jacobvitz, & 
Sroufe, 1995), especially in children with a specifi c 
genetic risk for ADHD (Bakermans-Kranenburg & 
van Ijzendoorn, 2006). In addition, for children at 
risk for ADHD, family confl ict may raise the sever-
ity of their hyperactive–impulsive symptoms to a 
clinical level (Barkley, 2003). Especially important is 
the goodness of fi t, or the match between the child’s 
early temperament and the parent’s style of interac-
tion (Chess & Th omas, 1984). An overactive child 
with an over-stimulating parent is a seemingly poor 
fi t. As we have seen, many parents of children with 
ADHD also have the disorder, which means that the 
parents’ ADHD symptoms may disrupt early parent–
child interactions (Murray & Johnston, 2006).

• Family problems may result from interacting with 
a child who is impulsive and diffi  cult to manage 
(Mash & Johnston, 1990). Th e clearest support for 
this child-to-parent direction of eff ect comes from 
 double-blind placebo control drug studies in which 
children’s ADHD symptoms were decreased us-
ing stimulant medications. Decreases in children’s 
ADHD symptoms produced a corresponding reduc-
tion in the negative and controlling behaviors that 
parents had previously displayed when their children 
were unmedicated (Barkley, 1988).

• Family confl ict is likely related to the presence, persis-
tence, or later emergence of associated oppositional 
and conduct disorder symptoms. Many interventions 
for ADHD try to change patterns of family interac-
tion to head off  an escalating cycle of oppositional be-
havior and confl ict. Family infl uences may play a ma-
jor role in determining the outcome of ADHD and its 
associated problems, even if the infl uences are not the 
primary cause of ADHD (Johnston & Mash, 2001).

In sum, ADHD has a strong biological basis and is 
an inherited condition for many children. Although evi-
dence is converging on specifi c brain areas, most fi nd-
ings are correlational, and we do not yet know the spe-
cifi c causes of the disorder. ADHD is likely the result of 
a complex pattern of interacting infl uences, perhaps giv-
ing rise to the disorder through a fi nal common path-
way in the nervous system. We are just beginning to 
 understand the complex ways in which biological risk 

W4871.indb   141W4871.indb   141 9/19/08   11:11:54 AM9/19/08   11:11:54 AM



142 PART 2 Behavioral Disorders

factors, family relationships, and broader system infl u-
ences interact to shape the development and outcome 
of ADHD.

section summary
Theories and Causes
• Theories about possible mechanisms and causes for 

ADHD have emphasized defi cits in motivation, arousal 
level, self-regulation, and response inhibition.

• There is strong evidence that ADHD is a neurobiological 
disorder; however, biological and environmental risk fac-
tors together shape its expression.

• Findings from family, adoption, twin, and specifi c gene 
studies suggest that ADHD is inherited, although the pre-
cise mechanisms are not yet known.

• Many factors that compromise the development of the 
nervous system before and after birth may be related to 
ADHD symptoms, such as pregnancy and birth compli-
cations, maternal smoking during pregnancy, low birth 
weight, malnutrition, maternal alcohol or drug use, early 
neurological insult or trauma, and diseases of infancy.

• ADHD appears to be related to abnormalities in the fronto-
striatal circuitry of the brain and the pathways connecting 
this region with the limbic system and the cerebellum.

• Neuroimaging studies tell us that in children with ADHD 
there is a structural diff erence or less activity in certain re-
gions of the brain, but they don’t tell us why.

• The known action of eff ective medications for ADHD sug-
gests that several neurotransmitters are involved, with 
most evidence suggesting a selective defi ciency in the 
availability of both dopamine and norepinephrine.

• Psychosocial factors in the family do not typically cause 
ADHD, although they are important in understanding the 
disorder. Family problems may lead to a greater severity 
of symptoms and relate to the emergence of associated 
conduct problems.

Treatment

M A R K

Medication and Behavior Therapy

In third grade, Mark’s teacher threw up her hands and said, 

“Enough!” In one morning, Mark had jumped out of his seat six 

times to sharpen his pencil, each time accidentally charging into 

other children’s desks and toppling books and papers. He was 

fi nally sent to the principal’s offi  ce when he began kicking a desk 

L I S A

Behavior Therapy and Counseling

Because Lisa wasn’t disruptive in class, it took a long time for 

teachers to notice her problem. Lisa was fi rst referred to the 

school evaluation team when her teacher realized that she was 

a bright girl with failing grades. The team ruled out a learning 

disability but determined that she had the inattentive subtype of 

ADHD. The school psychologist recognized that Lisa was also deal-

ing with depression.

Lisa’s teachers and the school psychologist developed a treat-

ment plan that included a program to increase her attention span 

and develop her social skills. They also recommended that Lisa 

receive counseling and cognitive behavior therapy to help her 

recognize her strengths and overcome her depression. (Adapted 

from NIMH, 1994)

More and more children are receiving help for their 
ADHD, with rates of outpatient treatment for ADHD 
more than tripling from 1987 to 1997, from 0.9 to 3.4 
per 100 children (Olfson, Gameroff , Marcus, & Jensen, 
2003). However, it is still the case that less than half of 
children with ADHD actually receive treatment and, of 
those who do, many do not continue their treatment for 
any length of time (Hechtman, 2006). Although there is 
no known cure for ADHD, a variety of treatments can be 
used to help children like Mark and Lisa cope with their 
symptoms and any secondary problems that may arise 
(Antshel & Barkley, 2008; Pelham & Fabiano, 2008). An 
overview of these treatments is presented in Table 5.3.

Th e primary approach (recommended by Consumer 
Reports and the U.S. Surgeon General) combines stimu-
lant medication, parent management training, and edu-
cational intervention (AACAP, 2007; Chronis, Jones, & 
Raggi, 2006). Interventions that use elements of all ap-
proaches have also been provided in intensive summer 

he had overturned. In sheer frustration, his teacher called a meet-

ing with his parents and the school psychologist.

But even after they developed a plan for managing his behav-

ior in class, Mark showed little improvement. Finally, after an ex-

tensive assessment, they found that he had ADHD with symptoms 

of both inattention and hyperactivity–impulsivity. He was put on 

Ritalin™, a stimulant medication, to control the hyperactivity dur-

ing school hours. With a psychologist’s help, his parents learned 

to reward desirable behaviors and to have Mark take time out 

when he became too disruptive. Soon Mark was able to sit still 

and focus on learning. (Adapted from NIMH, 1994)
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treatment programs. Additional treatments, for which 
there is less evidence, include family counseling and 
support groups, and child-focused treatments, such as 
social skills training and individual counseling (Smith, 
Barkley, & Shapiro, 2006).

Although somewhat similar treatments are used for 
children and adolescents with ADHD, research with 
teens has been extremely limited (Barkley, 2006b). Simi-
larly, there are few studies that have looked at treatment 
effi  cacy for specifi c ADHD subtypes. Th erefore, most of 
our discussion centers on treatments for school-age chil-
dren with ADHD who display symptoms of both inat-
tention and hyperactivity–impulsivity.

Medication

It makes us not “hyperphrenalicky.” (sic)

—Pete, age 6 (Henker & Whalen, 1980)

Th e use of stimulants and other medications to treat the 
symptoms of ADHD in children has been the subject of 
considerable debate. Most of you likely have opinions 
about stimulants for ADHD—perhaps that they are over-
prescribed, used as a quick fi x, do not let kids be kids, and 
lead to overdiagnosis. Let’s look at the role of stimulant 
medications and the controversy that surrounds them.

Stimulants
Since the chance discovery of their eff ectiveness in the 
1930s (see Box 5.2), stimulant medications have been 
used to treat the symptoms of ADHD. Several other 

medications have also been used, including noradren-
ergic drugs, tricyclic antidepressants, and antihyper-
tensives. We focus our discussion on stimulants because 
they are the most studied, most eff ective, and most com-
monly used treatment for the management of symptoms 
of ADHD and its associated impairments. Nevertheless, 
it is important to keep in mind that many other poten-
tially eff ective medication options are available for chil-
dren with ADHD, including the newest drug-du-jour, 
the non-stimulant drug atomoxetine [Strattera™] and a 

T A B L E  5 . 3  Treatments for Children with ADHD

Primary Treatments Focus of treatment

Stimulant medication Managing ADHD symptoms at school and home

Parent management training  Managing disruptive child behavior at home, reducing parent–child confl ict, 
and promoting prosocial and self-regulating behaviors

Educational intervention  Managing disruptive classroom behavior, improving academic performance, 
teaching prosocial and self-regulating behaviors

Intensive Treatment Focus of Treatment

Summer treatment programs  Enhancing present adjustment at home and future success at school by combining 
many of the primary and additional treatments in an intensive summer treatment 
program

Additional Treatments Focus of Treatment

Family counseling  Coping with individual and family stresses associated with ADHD, including mood 
disturbance and marital strain

Support groups  Connecting adults with other parents of children with ADHD, sharing information 
and experiences about common concerns and providing emotional support

Individual counseling  Providing a supportive relationship in which the youngster can discuss personal 
concerns and feelings
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Stimulant medications are commonly used to treat 
children with ADHD.
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patch which releases medication directly through the 
skin into the bloodstream, eliminating the need to take 
medication orally (Biederman & Spencer, 2008; Findling 
et al., 2008).

Stimulants come in several types, including both 
short- and long-acting forms. Th e two most eff ective 
stimulants in treating children with ADHD are dextro-
amphetamine (Dexedrine or Dextrostat™) and meth-
ylphenidate (Ritalin™), the most commonly used drug 
by far. Th ese medications alter activity in the frontostri-
atal region of the brain by aff ecting neurotransmitters 
(dopamine) important to this region. For about 80% of 
children with ADHD, stimulants produce dramatic in-
creases in sustained attention, impulse control, and per-
sistence of work eff ort, and decreases in task-irrelevant 
activity and noisy and disruptive behaviors. Stimulants 
may also improve the child’s academic productivity, co-
operation and social interactions with parents, teachers, 
and peers and, occasionally, physical coordination such 
as handwriting or sports ability (Barkley, 2006a; Swan-
son, McBurnett, Christian, & Wigal, 1995).

A  C L O S E R  L O O K

B O X  5 . 2   The “Accidental” Discovery 
of Math Pills

The use of stimulant medication for children with learn-
ing and behavior problems was fi rst reported in 1937 by 
Charles Bradley, the medical director of a small hospital 
for children with major diffi  culties in learning or behavior. 
Dr. Bradley described dramatic improvements in some of 
the children he treated with Benzedrine. Why did Dr. Brad-
ley decide to use stimulants to treat these problems in the 
fi rst place?

Dr. Bradley was a very conscientious physician, and all 
patients were given careful workups. These workups in-
cluded a spinal tap, which naturally led to headaches af-
terward that frequently were lasting, severe, or both, and 
were presumed to be due to the loss of spinal fl uid. Dr. 
Bradley speculated that if he could stimulate the choroid 
plexus to secrete spinal fl uid at a faster rate, the head-
aches would be relieved more quickly. He decided to pro-
ceed along these lines and chose the most potent stimu-
lant available at the time, Benzedrine. (Note: This type of 
powerful stimulant is no longer used.) The eff ect on the 
headaches was negligible, but to his astonishment, the 
teachers reported major improvements in learning and 
behavior in many children that lasted until the Benze-
drine regimen was withdrawn. The children themselves 
noted the greater ease of learning and called the medica-
tion “math pills,” presumably because mathematics was 
the hardest subject for them, and their improved ability to 
learn was most noticeable in that subject.

Source: Adapted from Gross (1995).

Stimulant medications used appropriately and with 
proper supervision are usually quite safe. Some chil-
dren may experience side eff ects such as reduced ap-
petite, weight loss, slowing of expected gains in height 
and weight, increase in heart rate and blood pressure, or 
problems falling asleep. However, the potential side ef-
fects are typically benign and can be carefully monitored 
and oft en eliminated by reducing the dose (Lerner & 
Wigal, 2008). Although stimulants can be addictive if 
misused or abused (one recreational name for Ritalin 
is Vitamin R!), they are not addictive for most children 
who take them, nor do they lead to an increased risk for 
later substance abuse (Wilens, Faraone, Biederman, & 
Gunawardene, 2003). Stimulants seldom make children 
“high,” nervous, or jumpy, or turn them into nonfeeling 
zombies.

Th e short-term benefi ts of medication are well doc-
umented (Spencer, Biederman, et al., 2000). Unfortu-
nately, follow-up studies raise questions about the long-
term benefi ts of stimulants on later adjustment (Jensen 
et al., 2007). Th e eff ects of stimulants are temporary and 
occur only while the child is taking medication. In this 
sense, the use of stimulants is similar to other important 
treatments for chronic conditions, such as insulin used 
for diabetes; however, they are not a cure. Many young 
people receiving stimulants for severe behavior prob-
lems remain impaired, despite many years of medica-
tion treatment. Th e limited long-term benefi t of stimu-
lants raises important issues about their clinical use that 
are yet to be resolved.

Controversy
There is no pharmacologic free lunch. The key question is 
always this: Is the gain to public health from proper use of 
an agent . . . greater than the danger of wide-scale misuse 
or the social cost of the regulatory machinery itself?

—Leon Eisenberg (2007)

Controversy about the potential misuse of medica-
tion is evidenced by eff orts to introduce legislation in 
the U.S. Congress with the express purpose “to pro-
tect children and their parents from being coerced into 
administering a controlled substance in order to at-
tend school, and for other purposes” (Child Medication 
Safety Act of 2007). Why the concern? Community and 
physician surveys, increased production of Ritalin, and 
pharmacy audits all indicate that stimulant consump-
tion has more than tripled since 1990 in North Amer-
ica (Scheffl  er, Hinshaw, Modrek, & Levine, 2007). It is 
estimated that about 2.2 million children, or about 3% 
of school-age children, regularly take stimulants (CDC, 
2005; Zuvekas, Vitiello, & Norquist, 2006). Across ages, 
use is estimated to be 0.6% in children under 6 years 
of age, 4.8% in 6 to 12-year-olds, and 3.2% in 13 to 19 
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year-olds. Moreover, the use of Ritalin is at least 5 times 
higher in North America than in the rest of the world, 
although use worldwide is also increasing. Th is increase 
may stem from a widening of the diagnostic criteria for 
ADHD, greater use of stimulants among girls and older 
individuals, widespread third-party medication cover-
age, and marketing eff orts by drug companies. Also, as 
changes in public policy and laws increase eligibility for 
special education and other services for individuals with 
ADHD, more individuals may receive this diagnosis 
and subsequently be placed on medication (DuPaul & 
Stoner, 2003).

Given the astronomic increase in the use of stimu-
lants to treat ADHD in North America, we need to ask 
if ADHD is overdiagnosed and if stimulants are over-
prescribed (Eisenberg, 2007). Because of the wide vari-
ability in diagnostic practices, treatment decisions, and 
rates of stimulant use in various schools, communities, 
geographic regions, and populations, it is not surprising 
that research fi ndings concerning diagnosis and medi-
cation use are inconsistent (Angold et al., 2000; Jensen 
et al., 1999). Perhaps the best overall conclusion to be 
drawn from the research is that in many cases stimu-
lants are currently being used inappropriately: under-
prescribed in some cases and overprescribed in others. 
We need a better understanding of the factors leading to 
the diagnosis of ADHD and stimulant use so that fur-
ther steps can be taken to increase appropriate use—for 
example, improved screening and diagnosis, and bet-
ter education of service providers (Jensen, 2000). Con-
sider the following comments by the parents of a child 
with ADHD:

When all is said and done, we stand in the middle on the 
issue of medication—not dramatically opposed, but not 
wildly enthusiastic either. Ideally, stimulants should be 
prescribed, monitored carefully, and there should be on-
going communication with parents and school personnel. 
However, the world being what it is, a lot of people seem 
to be falling short of the ideal a lot of the time. (McClus-
key & McCluskey, 2000, p. 11)

Despite their limitations, stimulants, when properly 
used, remain the most eff ective treatment for manag-
ing symptoms of ADHD. Nevertheless, since stimulants 
do not address all the associated problems of children 
with ADHD, other primary interventions such as par-
ent management training and educational interventions 
are needed.

Parent Management Training (PMT)

Being the parent of a child who is overactive, disorga-
nized, irritable, and does not listen or follow directions 
is diffi  cult and exhausting. Usual discipline tactics like 

reasoning, warning, or scolding oft en don’t work. Th us, 
parents may feel powerless and at a loss as to what to do. 
Out of frustration, they may spank, ridicule, or yell at 
their child, even though they know it is not eff ective. 
Th ese reactions leave everyone in the family feeling more 
upset than ever. Parent management training (PMT) 
provides parents with a variety of skills to help them:

• manage their child’s oppositional and noncompliant 
behaviors;

• cope with the emotional demands of raising a child 
with ADHD;

• contain the problem so that it does not worsen; and
• keep the problem from adversely aff ecting other fam-

ily members.

Parents are fi rst taught about ADHD so that they un-
derstand the biological basis of the disorder. Th is helps to 
remove the burden of guilt from parents who may think 
they have caused the problem. Parents are also given a 
set of guiding principles for raising a child with ADHD, 
such as using more immediate, frequent, and powerful 
consequences; striving for consistency; planning ahead; 
not personalizing the child’s problems; and practicing 
forgiveness (Barkley, 2000).

Parents are next taught behavior management prin-
ciples and techniques, such as identifying behaviors they 
wish to encourage or discourage, using rewards and 
sanctions to achieve specifi ed goals, establishing a home 
token program, noticing what their child does well, and 
praising their child’s strengths and accomplishments. 
For disruptive behavior, parents also learn to use penal-
ties such as loss of privileges or time-out as well as how 
to manage noncompliance in public places. Parents may 
also learn to use a school–home-based reward program 
where teachers evaluate the child on a daily report card. 
Th is card serves as a means for rewards or punishments 
(usually tokens) that will be administered at home for 
classroom conduct. Parents also learn how to man-
age future misconduct and are given follow-up sessions 
(Smith et al., 2006).

Parents are encouraged to spend time each day shar-
ing an enjoyable activity with their child. Th ey learn 
to structure situations in ways that will maximize the 
child’s success and minimize failures. For example, if 
the child has diffi  culty completing tasks, it may be nec-
essary to break the task into smaller steps and then 
praise the completion of each step. In PMT, parents also 
learn to reduce their own levels of arousal through relax-
ation, meditation, or exercise. Reduced arousal or anger 
allows parents to respond more calmly to their child’s 
behavior.

Numerous studies support the eff ectiveness of PMT 
in decreasing oppositional and defi ant child behaviors 
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(McMahon & Forehand, 2003); however, its relative ad-
vantages and long-term benefi ts when used on its own 
for the treatment of children with ADHD have yet to be 
documented. As we will discuss, the eff ects of stimulants 
appear to be as strong as or stronger than the eff ects of 
PMT in treating the primary symptoms of ADHD. PMT 
may produce additional therapeutic benefi ts by treating 
the associated problems, improving family functioning, 
and increasing consumer satisfaction (Chronis et al., 
2004a). To date, PMT has focused mainly on teaching 
parents to manage the overt disruptive behaviors that ac-
company their child’s ADHD, rather than changing the 
defi cits underlying the child’s ADHD. New approaches 
that combine PMT with therapy that is directed at the 
parent–child processes that mediate the development of 
attentional and self-regulatory skills may provide incre-
mental benefi ts for children with ADHD (Sonuga-Barke 
et al., 2006).

Educational Intervention

A L A N

Boxed in at School

My teacher wanted to make me concentrate better, so one day 

she put my desk in the far corner, separated from the rest of the 

class. A few days had passed. I still wasn’t fi nishing my work on 

time, but I was trying. My teacher didn’t care; it wasn’t fi nished. 

She then put a refrigerator box around my desk so I couldn’t see 

anyone. I could hear as other kids in class would make fun of me. 

It really hurt; I was ashamed of myself and mad at my teacher. 

I couldn’t tell my Mom because I might get into trouble. I hated 

school, didn’t like my teacher, and started not liking myself. . . .   

It was hard to face the next day. A week had passed, and I poked 

holes in the cardboard so I could see who was making fun of me. 

I started peeping through the holes, making the other kids laugh. 

The teacher would get so annoyed. So I became the class clown. 

I was expelled for two days. When my Mom found out what 

was going on, boy, did she get angry; she was mad that the 

teacher would do this and mad that the principal allowed it and 

no one could see what this was doing to me. (From a chapter by 

R. A. Barkley and L. J. Pfi ff ner in Taking Charge of ADHD: The 

Complete, Authorized Guide for Parents, by R. A. Barkley, 1995, 

p. 209. Copyright © 1995 by Guilford Publications. 

tivity–impulsivity make learning very diffi  cult, at times 
even painful. Although some children with ADHD are 
placed in a special education class for all or part of the 
day, most remain in the regular classroom. Whenever 
possible, it is preferable to keep children with ADHD in 
class with their peers.

Educational interventions focus on managing inat-
tentive and hyperactive–impulsive behaviors that inter-
fere with learning, and providing a classroom environ-
ment that capitalizes on the child’s strengths (DuPaul & 
Stoner, 2003). Techniques for managing classroom be-
havior are similar to those recommended to parents. 
Th e teacher and child set realistic goals and objectives, 
set up a mutually agreed upon reward system, care-
fully monitor performance, and reward the child for 
meeting goals. Disruptive or off -task classroom behav-
iors may be punished with response-cost procedures
that involve the loss of privileges, activities, points, or 
tokens following inappropriate behavior, or brief peri-
ods of time-out. Th ese procedures have proved to be ef-
fective in reducing disruptive classroom behavior and 
enhancing academic productivity (Pfi ff ner, Barkley, & 
DuPaul, 2006).

Many strategies for instructing children with ADHD 
are simply good teaching methods. Letting children 
know what is expected of them, using visual aids, pro-
viding cues for expected behavior, and giving written 
as well as oral instructions all help children focus their 
attention and remember important points. In addition, 
children with ADHD may require other accommoda-
tions to help them learn. For example, the teacher may 
seat the child near his or her own desk, provide a des-
ignated area in which the child can move about, estab-
lish a clearly posted system of rules, and give the child 
frequent cues for expected behaviors. A card or a pic-
ture on the child’s desk can provide a visual reminder 
for acceptable behavior such as raising a hand instead 
of shouting out. Repeating instructions, providing extra 
time, writing assignments on the board, and listing all of 
the books and materials needed for a task may increase 
the likelihood that children with ADHD will complete 
their work (Pfi ff ner et al., 2006).

School-based interventions for ADHD have received 
considerable support (DuPaul, 2007). An integrative re-
view found that contingency management procedures 
aimed at improving behavior and interventions directed 
at increasing academic performance both had substan-
tial positive eff ects (DuPaul & Eckert, 1997). Recent ef-
forts have focused on a variety of school-based interven-
tions for ADHD, including those for individual students 
in regular and special education classes, combined home 
and school interventions, and schoolwide interventions 
that incorporate both universal and targeted treatments 
(Waschbusch, Pelham, & Massetti, 2005).

Classroom requirements to sit still, pay attention, lis-
ten to instructions, wait your turn, complete assign-
ments, and get along with classmates are not easily met 
by children with ADHD. Th eir inattention and hyperac-
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Intensive Interventions

Th ere are no quick cures for ADHD. More intensive 
(and ongoing) treatments than previously used may be 
required to produce meaningful changes in long-term 
outcomes. As described below, the Summer Treatment 
Program and Multimodal Treatment Study for Children 
with ADHD are two examples of programs that have 
provided intensive treatment to children with ADHD 
and their families.

Summer Treatment Program
An exemplary intensive summer treatment program has 
been developed over the past 20 years by William Pel-
ham and his colleagues (Pelham & Hoza, 1996). In this 
program, treatment is provided to children with ADHD 
ages 5 to 15 in a camp-like setting where they engage in 
classroom and recreational activities with other chil-
dren. Summer treatment has two major advantages over 
other interventions: It maximizes opportunities to build 
eff ective peer relations in normal settings, and it pro-
vides continuity to academic work to ensure gains made 
during the school year are not lost. Th ese programs are 
coordinated with stimulant medication trials, PMT, so-
cial skills training, and educational interventions in an 
all-out treatment eff ort.

Th e Summer Treatment Program packs 360 hours of 
day-treatment into a period of 8 weeks, the equivalent of 
7 years of weekly therapy. Ratings by parents and coun-
selors suggest that children who participate show overall 
improvements in behavior, decreases in problem sever-
ity, and improvements in social skills and academic per-
formance. Children also rate themselves as doing better, 
and parents report higher levels of self-effi  cacy. Dropout 
rates are low and consumer satisfaction is high. Th e pro-
gram is also cost-eff ective compared to more traditional 
treatments. Preliminary fi ndings from controlled stud-
ies of outcomes are promising (Chronis et al., 2004b; 
Pelham et al., 2000); however, it’s still too early to tell 
whether this kind of intensive program will make a long-
term diff erence for these children.

The MTA Study
Th e Multimodal Treatment Study of Children with 
ADHD (MTA Study) is a landmark multisite study spon-
sored by the U.S. National Institute of Mental Health 
(NIMH) and Department of Education. It represents the 
fi rst large, randomized clinical trial for children with 
ADHD. Th e study sought to answer three questions: 
How do long-term medication and behavioral treatments 
compare with one another? Are there additional benefi ts 
when they are used together? What is the eff ectiveness of 
systematic carefully delivered treatments versus routine 
community care? (MTA Cooperative Group, 1999a).
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Children with ADHD participating in a Summer Treatment 
Program.

Carefully diagnosed children age 7 to 9 years with 
ADHD were randomly assigned to one of four treatment 
groups, followed by major assessments at periodic inter-
vals during and aft er treatment.

• Medication Management: Th is group received psycho-
stimulant medication 7 days a week;

• Behavioral treatment: Th is group received thirty-fi ve 
sessions of parent management training, up to 10 
teacher and school visits per year, and participation 
in an intensive 8-week summer treatment program, 
which taught academic and social skills and had a 
classroom aide who continued to reinforce strate-
gies learned in the summer treatment program in 
the child’s actual classroom for half a day, 5 days per 
week, for 12 weeks;
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• Combined behavioral treatment and medication: 
Th is group received both medication and behavioral 
treatment; or

• Routine community treatment: Th is group received 
treatment as it was routinely delivered in community 
care. In fact, 66% of children in this group received 
stimulant medication.

Th e major fi nding from the MTA Study aft er 14 
months of active treatment was that all groups showed 
reductions in ADHD symptoms over time, but there 
were signifi cant variations in the amount of change. 
First, stimulant medication was superior to behavioral 
treatment and to routine community care in treating 
the symptoms of ADHD. Second, combining behav-
ioral treatments with medication resulted in no addi-
tional benefi ts for the core symptoms of ADHD over 
medication alone, but did provide modest benefi ts for 
non-ADHD symptoms and other outcomes related to 
positive functioning (MTA Cooperative Group, 1999a). 
Composite outcome measures showed that the com-
bined treatment was best, followed by medication, then 
behavior therapy, and, fi nally, community treatment 
(Conners et al., 2001; Swanson et al., 2001).

Th e benefi ts of combined treatment were also found 
at a 24-month follow up (MTA Cooperative Group, 
2004a, b). However, by 36 months there were no signifi -
cant treatment group diff erences, with all groups show-
ing equal benefi ts for ADHD symptoms (Jensen et al., 
2007). Th e fi ndings from the MTA Study indicate that 
the eff ects of both medication and behavioral treatments 
either decline or cease entirely when the treatment 
stops. Th us, the effi  cacy of treatment for children with 
ADHD will require that these treatments continue to be 
provided in a comprehensive, carefully monitored, and 
ongoing fashion. Th e interventions in the MTA study 
were more intensive and monitored more closely than 
is typically the case in real world clinical practice. Fur-
ther research will be needed to determine the intensity 
of intervention and frequency of monitoring required 
to maintain treatment gains and optimal functioning in 
light of available treatment resources.

Other questions from the MTA Study that continue 
to be addressed concern which treatments work best for 
which children, for which outcomes, and why? (Hin-
shaw, 2007). For example, children with ADHD and co-
morbid anxiety and children from families on social as-
sistance may benefi t more from behavioral treatments 
than those without these diffi  culties (MTA Cooperative 
Group, 1999b), and behavioral treatments may be as-
sociated with less substance use at a later age (Molina, 
Flory, Hinshaw et al., 2007).

Th e MTA study fi ndings can be interpreted in dif-
ferent ways and are likely to be debated for some time 

to come. It seems that for children who have uncompli-
cated ADHD with no co-occurring disorders, adequate 
social functioning, and good academic performance, 
medication management may be the best treatment op-
tion. However, for those who have ADHD complicated 
by oppositional symptoms, poor social functioning, and 
ineff ective parenting, combining medication and behav-
ioral treatment may be the best option. In both cases, 
ongoing interventions will likely be needed. Whatever 
the fi nal verdict, fi ndings from the MTA study continue 
to raise numerous questions of clinical importance for 
children with ADHD and their families.

Additional Interventions

Other interventions have been used to provide support 
to children with ADHD and their families. Among these 
interventions are family counseling and support groups 
and individual counseling for the child. (A brief over-
view of these and other additional interventions can be 
found in Table 5.3.)

Family Counseling and Support Groups
Many families of children with ADHD experience frus-
tration, blame, and anger for some time. As we have dis-
cussed, siblings may feel neglected or resent the time 
their parents spend with the child with ADHD. Fam-
ily members may require special assistance not only in 
managing behavior but also in dealing with their own 
thoughts and feelings. Counseling the family helps ev-
eryone develop new skills, attitudes, and an ability to re-
late more eff ectively.

Support groups for people who are coping with 
ADHD in various ways can be very helpful to members. 
Th ere are many local and national support groups for 
parents of children with ADHD. Members share infor-
mation, emotional support, personal frustrations and 
successes, referrals to qualifi ed professionals, discov-
eries about what works, and their aspirations for their 
children and themselves. Th ere are also online bulletin 
boards and discussion groups. Sharing experiences with 
others that have similar concerns helps parents feel that 
they are not alone.

Individual Counseling
Life can be very hard for children with ADHD. Th ey 
have few successes on which to build their sense of self-
competence. Perhaps as a result, even when they suc-
ceed, they attribute their success to uncontrollable fac-
tors such as task ease or luck (Hoza et al., 2000). Being 
punished or told they are stupid or bad is oft en their 
main form of attention. Th ey have few friends and are 
constantly in trouble. Th e cumulative impact can leave 
them feeling isolated and believing that they are abnor-
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mal, stupid, or doomed to failure. Individual counseling 
attempts to address these concerns, although evidence 
for its eff ectiveness in treating children with ADHD is 
limited. Children usually come into counseling with 
many questions about ADHD and treatment that are ad-
dressed at the outset and in later sessions (see Box 5.3).

A Comment on Controversial Treatments

Understandably, parents want to explore all possible 
ways to help their children with ADHD. Over the years, 
many treatments that sound plausible have been pro-
posed. Some are enthusiastically endorsed by profession-
als, and individual patient reports claim dramatic suc-
cess; others are pure charlatanism. Treatments proposed 
for children with ADHD that have not been scientifi -
cally substantiated include: restricted diets, allergy treat-
ments, medication to correct inner ear problems, vestib-
ular stimulation, running, treatment for yeast infection, 
megavitamins, sensory integration training, chiroprac-
tic adjustment, eye training, special colored glasses, and 
metronome therapy. Fad treatments may prove to be ex-
pensive, provide false hope for a quick cure, and delay 
the use of evidence-based treatments that are known to 
be of some benefi t (Waschbusch & Hill, 2003).

Keeping Things in Perspective

A  C L O S E R  L O O K

B O X  5 . 3   Questions Asked by Children 
and Adolescents with ADHD

Children (Ages 4 to 10)

I just found out I have ADHD. How can I keep this secret 
  from my brother?
I heard ADHD means you’re weird. Is that right?
Is it true that if you have ADHD you can think faster than 
  other people?
Will the medicine make me smarter?

Adolescents (Ages 11 to 17)

How do you know the medicine isn’t dangerous?
Any advice on how to deal with the fact that I feel like a 
  reject because I have ADHD?
How long am I going to have ADHD?
How can I convince [my teacher] that ADHD exists and that 
  it aff ects my performance?

Source: Adapted from Hallowell and Ratey (1994).

ing the child’s behavior problems and referral concerns 
(Short et al., 2007).

In closing, many of our current treatments for 
ADHD developed prior to advances in our theory and 
knowledge about the possible causes of ADHD. One day, 
it may be possible to design more eff ective treatments 
that are sensitive to the diff erent types of ADHD and to 
specifi c cognitive and behavioral defi cits of individual 
children (Casey, Nigg, & Durston, 2007).

section summary
Treatment
• There is no cure for ADHD, but a variety of treatments 

can be used to help children cope with their symptoms 
and any secondary problems that may arise over the 
years.

• The primary approach to treatment combines stimulant 
medication, parent management training, and educa-
tional intervention.

• Stimulants are the most eff ective treatment for manag-
ing symptoms of ADHD; however, their limited long-term 
benefi t raises important issues about their clinical use 
that are yet to be resolved.

• Parent management training (PMT) provides parents with 
a variety of skills to help them manage their child’s oppo-
sitional and defi ant behaviors and cope with the diffi  cul-
ties of raising a child with ADHD.

• Educational interventions focus on managing inattentive 
and hyperactive–impulsive behaviors that interfere with 

M A R K

Good Support System

Through my years so far, I’ve been through a lot. My Mom says I 

have a good heart; I care about those in need. I’m not dumb. You 

can’t always measure smartness by tests. I feel I’m doing better 

now. It helps to talk to people who understand. What I’m trying 

to say is: no matter what comes my way, I can survive. I 

have those who really care, and from that I draw my strength. 

(From R. A. Barkley and L. J. Pfi ff ner in Taking Charge of ADHD: 

The Complete, Authorized Guide for Parents, by R. A. Barkley, 

1995, p. 211. Copyright © 1995 by Guilford Publications. 

Reprinted by permission.)

Young people with ADHD have problems that should 
not be minimized, especially if doing so prevents young-
sters with ADHD and their families from receiving help. 
However, as Mark’s comments illustrate, in helping 
those with ADHD and their families, it is important not 
to lose sight of the fact that each youngster is unique and 
has assets and resources that need to be recognized and 
supported. Th ese assets can serve as a buff er in reduc-
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you should concentrate and give you one-click access to 
corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.

Study Resources

learning, and on providing a classroom environment that 
capitalizes on the child’s strengths.

• Findings from the MTA Study, a landmark controlled com-
parison of intensive treatments for ADHD, suggest that for 
children with uncomplicated ADHD, medication may be 
the best treatment option; however, for those with ADHD 

and oppositional symptoms, poor social functioning and 
ineff ective parenting, combining medication and behav-
ioral treatment may be the best option.

• Additional interventions for ADHD include family coun-
seling and support groups, and individual counseling for 
the child.
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DSM-IV-TR: Defi ning Features
Oppositional Defi ant Disorder (ODD)

Conduct Disorder (CD)

Associated Characteristics
Cognitive and Verbal Defi cits

School and Learning Problems

Self-Esteem Defi cits

Peer Problems

Family Problems

Health-Related Problems

Accompanying Disorders and 
Symptoms
Attention-Defi cit/Hyperactivity Disorder 
(ADHD)

Depression and Anxiety

Prevalence, Gender, and Course
Prevalence

Gender

Developmental Course and Pathways

Adult Outcomes

Causes
Genetic Infl uences

Prenatal Factors and Birth Complications

Neurobiological Factors

Social–Cognitive Factors

Family Factors

Other Family Problems

Societal Factors

Cultural Factors

Treatment and Prevention
Parent Management Training (PMT)

Problem-Solving Skills Training (PSST)

Multisystemic Treatment (MST)

Preventive Interventions

CHILDREN’S CONDUCT PROBLEMS HAVE long been a societal 
concern and considered to be forerunners of juvenile delinquency 

and adult criminality. However, despite enormous public and profes-

C H A P T E R  P R E V I E W

6 Conduct Problems

Our youth now love luxury. They have bad manners, contempt for authority and 
disrespect for their elders. Children nowadays are tyrants.

—Socrates, 470–399 B.C.
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152 PART 2 Behavioral Disorders

sional attention, substantial numbers of youths continue 
to display antisocial, destructive, and violent behaviors, 
many of which are hidden from the public. Many types 
of adolescent conduct problems have increased substan-
tially over the past 25 years, a change that has aff ected 
males and females, all social classes, and all family types 
(Collishaw, Maughan, Goodman, & Pickles, 2004). Al-
though the most lethal forms of youth violence in the 
United States have been steadily decreasing since 1994, 
the prevalence of other forms of antisocial behavior (e.g., 
aggravated assault) remains alarmingly high, and the 
proportion of females involved in violent crimes has in-
creased (Snyder & Sickmund, 2006). A nationally repre-
sentative survey of U.S. high school students found that 
36% reported being in a physical fi ght in the past year, 
and 26% reported carrying a weapon in the last month 
(Brener, Simon, Krug, & Lowry, 1999).

Th e high prevalence of youths with conduct prob-
lems and the harm infl icted on their victims create an 
urgent need to off er them understanding and assistance. 
Tragic school shootings by youths, such as the mass 
murder-suicide at Virginia Tech in 2007 that resulted 
in 33 deaths, provide stark reminders of the societal im-

Early conduct problems may be forerunners of delin-
quency and adult criminal behavior.
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M A R V E L L E

Defi ant

“She just drives me up the wall. She’s irritable all the time and 

never does anything I ask her to do. When she doesn’t get her 

way she throws a full-blown tantrum. Her behavior is also a 

problem at school. Her teacher can’t get her to do schoolwork—

she simply refuses. She’s also defi ant, won’t stay in her seat, and 

talks constantly. She’s disrupting the entire class. I’m worried that 

she’s headed for serious problems if she doesn’t shape up soon.”

A N D Y

Young Rage

“Andy threw his booster seat in my face and hit my jaw. He thought 

it was funny. He was acting up, and I think he had already had one 

time-out for yelling and screaming and interrupting us at the table. 

And I said, “Fine, you are not having dessert.” He fl ew into a rage. 

He picked up a metal fork and threw it at me with all his force, and 

hit me—barely missed my eye. There was blood on my forehead. 

I was hysterical. I was terrifi ed to see that type of rage in a 4-year-

old.” (Adapted from Troubled Families—Problem Children: Working 

with Parents: A Collaborative Process, by C. Webster-Stratton and M. 

Herbert, 1994, pp. 44–45. Copyright © 1994 by John Wiley & Sons, 

Ltd. Reprinted by permission of John Wiley & Sons, Ltd.)

pact of youth violence. Th ese youths oft en have a back-
ground that suggests a history of social isolation and re-
jection, unusual social behavior, and a fascination with 
violent themes. As such, these incidents raise important 
questions about factors that contribute to violence and 
other antisocial behavior by young people in our society 
 (McNamura & Findling, 2008).

Unfortunately, school shootings and media portray-
als of extreme antisocial acts may also fuel popular be-
liefs that aggression is inherent in humans, that some 
children are born bad, or that youth violence is symp-
tomatic of a decaying society. In fact, although youth vio-
lence is an ongoing and extremely serious problem, much 
recent progress has been made in understanding, reduc-
ing, and preventing it as well as less harmful but still seri-
ous forms of antisocial conduct (Moffi  tt et al., 2008).

Description of Conduct 
Problems
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Although we may be shocked by their actions, chil-
dren with severe conduct problems frequently (not al-
ways) grow up in extremely unfortunate family and 
neighborhood circumstances where they experience 
physical abuse, neglect, poverty, or exposure to criminal 
activity (Lahey, Miller, Gordon, & Riley, 1999). Th ese 
circumstances do not excuse their behavior but rather 
provide an important backdrop for understanding and 
preventing these problems.

N I C K

Not Like Other Kids

Outwardly, Nick is a normal 10-year-old. He loves sports, espe-

cially football. He has a talent for drawing and an aptitude for 

math . . . but Nick isn’t like other kids. At age 2, he put a can of cat 

food on the stove, and lit the burner—it exploded. In one 5-day 

period last March, he threw a rock at a girl at the YMCA, hitting 

her in the head and drawing blood; set fi re to his room; pushed 

his sister down the stairs; whipped the family dog with a chain; 

and stole $20 from his mother’s wallet. (Adapted from Colapinto, 

1993, p. 122)

Conduct problem(s) and antisocial behavior(s) are 
terms used to describe a wide range of age-inappropriate 
actions and attitudes of a child that violate family ex-
pectations, societal norms, and the personal or prop-
erty rights of others (McMahon, Wells, & Kotler, 2006). 
Like the children in our examples, youngsters with con-
duct problems display a variety of disruptive and rule -
violating behaviors ranging from annoying but relatively 
minor behaviors such as whining, swearing, and temper 
tantrums to more serious forms of antisocial behavior 
such as vandalism, theft , and assault. Given this diver-
sity, we need to consider many types, pathways, causes, 
and outcomes of conduct problems.

S T E V E

Not Without Cause

Twelve-year-old Steve was referred because he stabbed his 

father in the leg and stole a car. He had a history of lying, 

fi ghting at school, and theft, and was in constant trouble with 

school personnel and police. He readily admitted stabbing his 

father in the leg, but his story included some interesting details 

that hadn’t come up previously. He and his two brothers were in 

their parents’ bedroom while the father was raping the mother. 

She was screaming for help and panicked. Steve went and got a 

knife from the kitchen; his brothers tried to restrain him but could 

do so only partially. He stabbed his father in the calf, deeply and 

with a long cut. After the stabbing, Steve felt he was going to get 

beaten, because his father had a long history of physically abus-

ing the boys. He fl ed to his grandfather’s house, took the car keys 

without permission, drove off , and crashed the car in a fi eld. The 

police brought Steve to us. By all accounts, he had stabbed his fa-

ther. And indeed he stole a car. (From Qualitative Data Analysis: An 

Expanded Sourcebook, by M. B. Miles and A. M. Huberman, 1994, 

pp. 17–18. Copyright © 1994 by Sage Publications, Inc. Adapted 

by permission.)

Steve’s tragic family situation may evoke sympa-
thy and concern. Children with severe conduct prob-
lems are oft en seriously disturbed and need help. At the 
same time, the callousness of their deeds may evoke out-
rage, concern for innocent victims, and a desire to se-
verely punish or confi ne them. As they grow older, these 
children walk a fi ne line between pleas from the men-
tal health and juvenile justice systems for understanding 
and rehabilitation, and demands from the general pub-
lic and the criminal justice system to punish the off end-
ers and protect the victims. Most people have opinions 
about the nature of youth violence and what can be done 
about it. To examine some of your own views, consider 
the statements in Box 6.1.

N A M E S  W I T H H E L D

Child Killers

On October 13, 1994, 5-year-old Eric Morse and his 8-year-old 

brother, Derrick, ran into two of the toughest bullies their South 

Side Chicago neighborhood had to off er. The intimidating boys 

lured the brothers to a vacant 14th-fl oor apartment. Twice, they 

dangled a terrifi ed and wailing Eric—who had refused to steal 

candy for them—out the window. When Derrick tried to pull in his 

brother, the older bully hit his hand so hard he let go. Eric plunged 

to his death. Derrick ran downstairs, thinking he might catch his 

brother in time. It was a blood-curdling crime at any age. But the 

killers, whose names have not been released by offi  cials, were all 

of 10 and 11. (From “Superpredators Arrive: Should We Cage the 

New Breed of Vicious Kids?,” by Peter Annin, 1996, Newsweek, 

January 22, p. 57. © 1996 Newsweek, Inc. All rights reserved. Used 

by permission and protected by the copyright laws of the United 

States. The printing, copying, redistribution, or retransmission of 

the material without express written permission is prohibited.)
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154 PART 2 Behavioral Disorders

steal, or drive under the infl uence of alcohol? If so, wel-
come to the club—many young people admit to these an-
tisocial acts. In fact, about 70% of high school students 
in the U.S. have consumed alcohol, 50% have smoked 
cigarettes, and 50% have smoked marijuana (Johnston, 
O’Malley, Bachman, & Schulenberg, 2008). Very few 
adolescents (about 6%) refrain from antisocial behav-
ior entirely, and those adolescents tend to be excessively 
conventional, trusting, anxious, and socially incompe-
tent—not well-adjusted (Moffi  tt et al., 1996).

Antisocial behaviors appear and then decline during 
normal development (Tremblay, 2003). Most toddlers hit, 
kick, intentionally break things, tell lies, and resist adult 
authority, but most also learn to control these behaviors 
by the time they enter school. About 50% of parents re-
port that their preschoolers steal, lie, disobey, or destroy 
property, in contrast to 10% of parents who report the 
same about young adolescents (Achenbach, 1991a). Th is 
decline partially refl ects the parents’ lack of awareness of 
the trouble their teens may be getting into. However, teens 
also report that their own antisocial behaviors decrease 
with age (Achenbach, 1991b). Common antisocial behav-
iors for clinic-referred and nonreferred boys and girls, as 
reported by their parents, are shown in Figure 6.1.

Th e graphs in Figure 6.1 illustrate several important 
features of antisocial behaviors in the context of normal 
development:

• Antisocial behaviors vary in severity, from minor 
disobedience to fi ghting.

• Some antisocial behaviors decrease with age (e.g., 
disobeying at home), whereas others increase with 

A  C L O S E R  L O O K

B O X  6 . 1   Beliefs About Youth Violence: True 
or False?

Most future off enders can be identifi ed during 
early childhood.

T F

Child abuse and neglect inevitably lead to vio-
lent behavior later in life.

T F

African American and Hispanic youths are more 
likely to become involved in violence than other 
racial or ethnic groups.

T F

Getting tough with juvenile off enders by trying 
them in adult criminal courts reduces the likeli-
hood that they will commit more crimes.

T F

Most violent youths will end up being arrested 
for a violent crime.

T F

Nothing works with respect to treating or pre-
venting violent behavior.

T F

Note: All of the above statements are false. Such false ideas 
can be harmful when they fail to recognize the true nature 
of a problem or when they lead to inappropriate policies 
or practices.

Adapted from Youth Violence: A Report of the Surgeon General (Depart-
ment of Health and Human Services, 2001).

section summary
Description of Conduct Problems
• Conduct problems or antisocial behavior(s) describe age-

inappropriate actions and attitudes of a child that violate 
family expectations, societal norms, and the personal or 
property rights of others.

• The nature, causes, and outcomes of conduct problems in 
children are wide-ranging, requiring that we consider sev-
eral diff erent types and pathways.

• Many children with severe conduct problems grow up 
in extremely unfortunate family and neighborhood 
circumstances.

Context, Costs, and Perspectives
To understand antisocial behavior in young people and 
its impact on society, we next consider its expression in 
the context of normal development, its societal costs, 
and the diff erent ways in which such behavior has been 
viewed by the juvenile justice, mental health, and public 
health systems.

Context

Most young people break the rules from time to time. 
Did you ever defy authority, lie, spread rumors, fi ght, 
skip school, run away, break curfew, destroy property, 

Policies and practices that place youth with conduct prob-
lems together can increase their antisocial and delinquent 
behavior.
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 CHAPTER 6 Conduct Problems 155

age and opportunity (e.g., hanging around kids who 
get into trouble).

• Antisocial behaviors are more common in boys than 
girls during childhood but this diff erence narrows in 
adolescence.

Even though antisocial behavior oft en decreases 
with age, children who are the most physically aggres-
sive in early childhood maintain their relative standing 
over time (Broidy et al., 2003). Longitudinal studies fi nd 
aggressive acts such as persistent physical fi ghting to be 
highly stable, with an average correlation of about 0.70 
for measures of these behaviors taken at diff erent times 
(Loeber, Green, Lahey, & Kalb, 2000). Th is makes ag-
gressive behavior about as stable as IQ scores!

Social and Economic Costs

Th e staggering costs borne by the educational, health, 
criminal justice, social service, and mental health sys-
tems that deal with youngsters with conduct problems 
make it the most costly mental health problem in North 
America (Welsh et al., 2008). Although antisocial acts 
are universal in young people, an early, persistent, and 
extreme pattern of antisocial behavior occurs in only 
about 5% of children (Hinshaw & Lee, 2003). Th ese chil-
dren cause considerable and disproportionate amounts 
of harm, accounting for over 50% of all crime in the 
United States, and about 30% to 50% of clinic referrals 
(Loeber, Burke, Lahey, Winters, & Zera, 2000).

More teenagers in the United States die from fi re-
arm injuries than from all diseases combined, and they 
are more than twice as likely as adults to be victims of 
violence, most oft en committed by other teens (Snyder 
& Sickmund, 2006). Th e costs of antisocial behavior 
can be understood not only in terms of lives but also in 
dollars. As much as 20% of all mental health expendi-
tures in the United States are attributable to crime (Na-
tional Institute of Justice, 1996). Th e additional public 
costs of conduct problems across the healthcare, juve-
nile justice, and educational systems are enormous, at 
least $10,000 or more a year per child (Foster, Jones, 
et al., 2005). Th e lifetime costs to society for one youth to 
leave high school for a life of crime and substance abuse 
has been estimated to be at least two million dollars 
(Cohen, 1998).

Perspectives

Conduct problems have been viewed from several per-
spectives, each using diff erent terms and defi nitions 
to describe similar patterns of behavior. Th ese include 
the legal, psychological, psychiatric, and public health 
perspectives.
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156 PART 2 Behavioral Disorders

Legal
Legally, conduct problems are defi ned as delinquent or 
criminal acts. Th e broad term juvenile delinquency de-
scribes children who have broken a law, anything from 
sneaking into a movie without a ticket to homicide. Le-
gal defi nitions depend on laws that change over time or 
diff er across locations. Since the labeling of an act as de-
linquent results from apprehension and court contact, 
legal defi nitions exclude the antisocial behaviors of very 
young children that usually occur at home or school. It is 
also important to distinguish offi  cial delinquency from 
self-reported delinquency. Youths who display antisocial 
behavior and are apprehended by police may diff er from 
youths who display the same patterns but are not ap-
prehended because of their intelligence or resourceful-
ness. Debate is ongoing about the age at which children 
should be held responsible for their delinquent behavior. 
Th e minimum age of responsibility is 12 in most states 
and provinces, but this has fl uctuated over the years in 
relation to society’s tolerance or intolerance of antisocial 
behavior in youth.

Given the large numbers of youths involved in crim-
inal activities, we must ask whether these behaviors are 
understandable (albeit objectionable) adaptations to a 
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Two sides of the externalizing dimension: Overt (left) and Covert (right).
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hostile environment—the most common reason that 
youngsters give for carrying a weapon is self-defense 
(Simon, Dent, & Sussman, 1997). Unfortunately, no 
clear boundaries exist between delinquent acts that are 
a reaction to environmental conditions, such as a high-
crime neighborhood, and those that result from fac-
tors within the child, such as impulsivity. Some crimi-
nal behaviors, such as arson and truancy, are arbitrarily 
included in current mental health defi nitions, whereas 
selling drugs and prostitution are not. A legal defi nition 
of delinquency may result from one or two isolated acts, 
whereas a mental health defi nition usually requires the 
child to display a persistent pattern of antisocial behav-
ior. Th us, only a subgroup of children who meet a legal 
defi nition of delinquency will also meet the defi nition 
for a mental disorder (Hinshaw & Lee, 2003).

Psychological
From a psychological perspective, conduct problems fall 
along a continuous dimension of externalizing behav-
ior, which includes a mixture of impulsive, overactive, 
aggressive, and rule-breaking acts (Burns et al., 1997). 
Children at the upper extreme, usually one or more stan-
dard deviations above the mean, are considered to have 
conduct problems. Th e externalizing dimension itself 
consists of two related but independent subdimensions 
labeled “rule-breaking behavior” and “aggressive behav-
ior” (Achenbach & Rescorla, 2001). Rule- breaking behav-
iors include running away, setting fi res, stealing, skip-
ping school, using alcohol and drugs, and committing 
acts of vandalism. Aggressive behaviors include fi ghting, 
destructiveness, disobedience, showing off , being defi -
ant, threatening others, and being disruptive at school.
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Two additional independent dimensions of anti-
social behavior have been identifi ed: overt–covert and 
destructive–nondestructive (Frick et al., 1993). Th e overt–
covert dimension ranges from overt visible acts such as 
fi ghting to covert hidden acts such as lying or stealing. 
Children who display overt antisocial behavior tend to 
be negative, irritable, and resentful in their reactions to 
hostile situations and to experience higher levels of fam-
ily confl ict (Kazdin, 1992). In contrast, those displaying 
covert antisocial behavior are less social, more anxious 
and more suspicious of others, and come from homes 
that provide little family support. Most children with 
conduct problems display both overt and covert behav-
iors. Th ese children are in frequent confl ict with author-
ity, show the most severe family dysfunction, and have 

the poorest long-term outcomes (Loeber, Lahey, & 
Th omas, 1991). Th e destructive–nondestructive dimen-
sion ranges from acts such as cruelty to animals or physi-
cal assault to nondestructive behaviors such as arguing or 
irritability.

As shown in Figure 6.2, crossing the overt–covert 
with the destructive–nondestructive dimension results 
in four categories of conduct problems: (A) covert– 
destructive, or property violations; (B) overt– destructive, 
or aggression; (C) covert–nondestructive, or status vio-
lations; and (D) overt–nondestructive, or oppositional 
behavior. Children who display overt–destructive be-
haviors, particularly persistent physical fi ghting, are at 
high risk for later psychiatric problems and impairment 
in functioning (Broidy et al., 2003).

Covert Overt

Destructive

Cruel to animals

Property Violations
A

Fire setting

Vandalism
Steals

Lies

Aggression

Assault

Spiteful

Cruel Blames others

Fights

Bullies

Annoys

Temper
Defies

Argues
Angry

Stubborn

Touchy

D
Oppositional Behavior

Nondestructive

Status Violations
C

Runaway

Truancy

Substance use

Breaks rules

Swears

B

Bus
Departure

F I G U R E  6 . 2  Four categories of conduct problems
Source: Adapted from “Oppositional Defi ant Disorder and Conduct Disorder: A Meta-Analytic Review of Factor Analyses and Cross-Validation in a Clinic Sample,” by P. J. 
Frick, B. B. Lahey, R. Loeber, L. Tannenbaum, M. A. G. Christ, and K. Hanson, Clinical Psychology Review, 13, 319–340. Copyright © 1993 Elsevier Science, Ltd. Reprinted with 
permission from Elsevier Science.
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Gordon’s frequent arguing and active defi ance of his 
mother are consistent with a diagnosis of oppositional 
defi ant disorder (ODD). Th ese children display an age-
inappropriate recurrent pattern of stubborn, hostile, and 
defi ant behaviors (see Table 6.1 for DSM diagnostic cri-
teria). ODD usually appears by age 8, and was included 
in the DSM to capture early displays of antisocial and 
aggressive behavior by pre-school and school-age chil-
dren (AACAP, 2007b). Many of these behaviors, such as 
temper tantrums or arguing, are extremely common in 
young children. However, severe and age- inappropriate 
ODD behaviors can have extremely negative eff ects 
on  parent–child interactions (Greene & Doyle, 1999). 

Oppositional Defi ant Disorder (ODD)

G O R D O N

Enjoying His Power

He just digs his heels in, “That’s it, I am not wearing these socks! 

Forget it, I’m not going!” And he is right. He’s gone to school in his 

pajamas, without lunch, in the pouring rain without a coat . . . He 

will explain to me, “Mom, we are done with this discussion.” 

. . . He doesn’t have an easy-going bone in his body. He is not ever 

going to say, “Okay, I’ll put that turtleneck on.” It’s going to be, 

“I will do something but only on my terms . . . I will do nothing 

that you want me to do and furthermore I’ll throw such a tantrum 

and throw this cereal bowl all over the wall, so you will be late, 

and mad at me when you clean it up.” . . . He enjoys that power. 

(Adapted from Troubled Families—Problem Children: Working 

with Parents: A Collaborative Process, by C. Webster-Stratton and 

M. Herbert, 1994, p. 47. Copyright © 1994 by John Wiley & Sons, 

Ltd. Reprinted by permission of John Wiley & Sons, Ltd.)

Psychiatric
From a psychiatric perspective, conduct problems are 
defi ned as distinct mental disorders based on DSM 
symptoms (APA, 2000). In DSM-IV-TR, disruptive 
behavior disorders are persistent patterns of antiso-
cial behavior, represented by the categories of oppo-
sitional defi ant disorder (ODD) and conduct disorder 
(CD). Also relevant to understanding conduct prob-
lems in children and their adult outcomes is the diag-
nosis of antisocial personality disorder. In the next sec-
tion, on features of the DSM, we defi ne each of these 
disorders.

Public Health
Th is perspective blends the legal, psychological, and psy-
chiatric perspectives with public health concepts of pre-
vention and intervention (U.S. Department of Health 
and Human Services, 2001). Th e goal is to reduce the 
number of injuries, deaths, personal suff ering, and eco-
nomic costs associated with youth violence, in the same 
way that other health concerns such as automobile ac-
cidents or tobacco use are addressed. Th e public health 
approach cuts across disciplines and brings together pol-
icy makers, scientists, professionals, communities, fami-
lies, and individuals to understand conduct problems in 
youths and determine how they can be treated and pre-
vented (Pettit & Dodge, 2003).

section summary
Context, Costs, and Perspectives
• For most children, antisocial behaviors appear and 

then decline during normal development, although 
children who are most aggressive maintain their rel-
ative standing over time.

• Costs to the educational, health, social service, criminal 
justice, and mental health systems that deal with youth 
make conduct problems the most costly mental health 
problem in North America.

• From a legal perspective, conduct problems are defi ned 
as criminal acts that result in apprehension and court con-
tact and referred to as delinquency.

• From a psychological perspective, conduct problems fall 
along a continuous dimension of externalizing behavior, 
which includes a mix of impulsive, overactive, aggressive, 
and rule-breaking acts.

• From a psychiatric perspective, conduct problems are 
viewed as distinct mental disorders based on DSM symp-
toms. These are called disruptive behavior disorders, 
and include oppositional defi ant disorder and conduct 
disorder.

• A public health perspective cuts across disciplines and 
blends the legal, psychological, and psychiatric per-
spectives with public health concepts of prevention and 
intervention.

DSM-IV-TR: Defi ning Features
In this section we discuss the defi ning features and char-
acteristics for the two DSM-IV-TR disruptive behavior 
disorders—oppositional defi ant disorder and conduct 
disorder. We also consider the relationship between dis-
ruptive behavior disorders, antisocial personality disor-
der, and callous–unemotional traits.
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Greg’s chronic and unmanageable behavior qualifi es for 
a diagnosis of conduct disorder (CD). Children with 
this disorder display a repetitive and persistent pattern 
of severe aggressive and antisocial acts that involve in-
fl icting pain on others or interfering with rights of oth-
ers through physical and verbal aggression, stealing, or 
committing acts of vandalism (see Table 6.2 for DSM di-
agnostic criteria).

Greg’s case illustrates several key features of CD (Ka-
zdin, 1995, pp. 2–3):

• Children with CD engage in severe antisocial behav-
iors. Greg set fi res and tried to suff ocate his 2-year-
old brother. He also displayed less severe problems, 
such as noncompliance and temper tantrums, but 
these weren’t the main reasons for referral.

• Th ey oft en have co-occurring problems such as 
ADHD, academic defi ciencies, and poor relations 
with peers.

• Th eir families oft en use child-rearing practices that 
contribute to the problem, such as harsh punish-
ment, and have their own problems and stresses, 
such as marital discord, psychiatric problems, 

Among  clinic-referred preschoolers from low-income 
families, 75% meet DSM criteria for ODD (Keenan & 
Wakschlag, 2000). Youngsters with ODD also have a 
substantial risk of developing secondary mood, anxiety, 
and impulse-control disorders (Nock, Kazdin, Hiripi, & 
Kessler, 2007).

Conduct Disorder (CD)

G R E G

Dangerous Distress

Greg, age 10, was referred because of his excessive fi ghting, hy-

peractivity, temper tantrums, and disruptive behavior at home 

and at school. At home, Greg argued with his mother, started 

fi ghts with his siblings, stole from his parents, and constantly 

threatened to set fi res when disciplined. On three separate oc-

casions, he actually had set fi res to rugs, bedspreads, and trash 

in his home. One fi re led to several thousand dollars in dam-

ages. Greg also lied frequently; at school his lying got others into 

trouble, precipitating frequent fi ghts with peers and denials of 

any wrongdoing.

Greg was brought to the clinic because his parents felt that he 

was becoming totally unmanageable. A few incidents were men-

tioned as unusually dangerous—for example, Greg’s attempt to 

suff ocate his 2-year-old brother by holding a pillow over his face. 

Also, Greg had recently wandered the streets at night and had 

broken windows of parked cars.

Greg’s parents occasionally resorted to severe punishment, 

using paddles and belts, or locking him in his room for 2 to 3 

days. His father has been employed only sporadically for the last 

2 years, and spent much of his time at home sleeping or watching 

TV. The loss of income led to increased stress. Greg said that he 

could not stand to be with his dad because his dad got mad all the 

time over little things. Greg’s mother worked full time and was 

not at home very much. She had a history of depression, with two 

suicide attempts in the last 3 years. She was hospitalized on each 

occasion for approximately 2 months. Greg’s behavior became 

even worse during these periods.

Although Greg’s intelligence was within the normal range, his 

academic performance was behind grade level, and he was in a 

special class because of his overactive and disruptive behavior. His 

parents were told that unless they got help, Greg could not return 

to the school the next year. His parents did not know where to 

turn. They talked about giving Greg up or putting him in a special 

boarding school where more discipline might make him “shape 

up.” (Adapted from Conduct Disorders in Childhood and Adoles-

cence, by A. E. Kazdin, pp. 2–3. Copyright © 1995 by Sage Publica-

tions. Adapted by permission.)

T A B L E  6 . 1  Main Features of Diagnostic Criteria 
for Oppositional Defi ant Disorder

DSM-IV-TRA.  A pattern of negativistic, hostile, 
and defi ant behavior lasting at 
least 6 months, during which four (or more) of the 
following are present:

 (1)  often loses temper

 (2)  often argues with adults

 (3)  often actively defi es or refuses to comply with 
adults’ requests or rules

 (4)  often deliberately annoys people

 (5)  often blames others for his or her mistakes or 
misbehavior

 (6)  is often touchy or easily annoyed by others

 (7)  is often angry and resentful

 (8)  is often spiteful or vindictive

Note: Consider a criterion met only if the behavior occurs more frequently than is typi-
cally observed in individuals of comparable age and developmental level.

ODD is not diagnosed when criteria for conduct disorder are met.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, Fourth Edition Text Revision. Copyright © 2000 by the American Psychiatric 
Association.
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160 PART 2 Behavioral Disorders

CD and Age of Onset
Should we attach any special signifi cance to the age at 
which symptoms of CD fi rst occur? DSM makes the dis-
tinction between youngsters with an early or late on-
set of CD. Th ose with childhood-onset conduct disor-
der display at least one symptom of the disorder before 
age 10, whereas those with adolescent-onset conduct 
disorder do not. Increasing evidence points to the im-
portance of age of onset in diagnosing and treating chil-
dren with CD (Lahey & Waldman, 2003). Children with 
childhood-onset CD are more likely to be boys, show 
more aggressive symptoms, account for a disproportion-
ate amount of illegal activity, and persist in their antiso-
cial behavior over time (Lahey, Goodman, et al., 1999). 
In contrast, children with adolescent-onset CD are as 
likely to be girls as boys and do not display the severity 
or psychopathology that characterizes the childhood-
onset group. Th ey are also less likely to commit violent 
off enses or to persist in their antisocial behavior as they 
get older. Age of onset does make a diff erence.

CD and ODD
Th ere is much overlap between the symptoms of CD and 
ODD (Nottelman & Jensen, 1995). Th is raises the ques-
tion of whether ODD is a separate disorder from CD; a 
milder, earlier version; or a refl ection of the same under-
lying temperament and defi cits (Lahey, 2008). Symptoms 
of ODD typically emerge 2 to 3 years before CD symp-
toms, at about age 6 years for ODD versus age 9 years for 
CD (Nock et al., 2007). Since ODD symptoms emerge 
fi rst, it is possible that they are precursors of CD. How-
ever, most children who display ODD do not progress 
to more severe CD—at least 50% maintain their ODD 
diagnosis without progressing, and another 25% cease 
to display ODD problems entirely (Hinshaw, Lahey, & 
Hart, 1993). Th us for most children, ODD is an extreme 
developmental variation, but not one that necessarily 
signals an escalation to more serious conduct problems. 
In contrast, new cases of CD are almost always preceded 
by ODD, and nearly all children with CD continue to 
display ODD symptoms (AACAP, 2007b).

CD and Antisocial Personality Disorder
Persistent aggressive behavior and CD in childhood 
may be a precursor of adult antisocial personality dis-
order (APD), a pervasive pattern of disregard for, and 
violation of, the rights of others, as well as involvement 
in multiple illegal behaviors (APA, 2000). As many as 
40% of children with CD develop antisocial personal-
ity disorder as young adults (Lahey, Loeber, Burke, & 
Applegate, 2005). In addition to their early CD, adults 
with antisocial personality disorder may also dis-
play psychopathy, which is defi ned as a pattern of cal-

and unemployment. Greg’s mother had a his-
tory of depression and his father was frequently 
unemployed.

• Th eir parents feel these children are out of control, 
and they feel helpless to do anything about it. Greg’s 
parents want to give him up or put him in a boarding 
school.

T A B L E  6 . 2  Main Features of Diagnostic Criteria 
for Conduct Disorder

DSM-IV-TRA.  A repetitive and persistent pattern 
of behavior in which the basic rights 
of others or major age-appropriate societal norms or 
rules are violated, as manifested by the presence of 
three (or more) of the following criteria in the past 
12 months, with at least one criterion present in the 
past 6 months:

 Aggression to people and animals

  (1)  Often bullies, threatens, or intimidates others

  (2)  Often initiates physical fi ghts

  (3)  Has used a weapon that can cause serious physical 
harm to others (e.g., a bat, brick, broken bottle, 
knife, gun)

  (4)  Has been physically cruel to people

  (5)  Has been physically cruel to animals

  (6)  Has stolen while confronting a victim (e.g., 
mugging, purse snatching, extortion, armed 
robbery)

  (7)  Has forced someone into sexual activity

 Destruction of property

  (8)  Has deliberately engaged in fi re setting, with the 
intention of causing serious damage

  (9)  Has deliberately destroyed others’ property (other 
than by fi re setting)

 Deceitfulness or theft

 (10)  Has broken into someone else’s house, building, 
or car

 (11)  Often lies to obtain goods or favors or to avoid 
obligations (i.e., “cons” others)

 (12)  Has stolen items of nontrivial value without con-
fronting a victim (e.g., shoplifting, but without 
breaking and entering; forgery)

 Serious violations of rules

 (13)  Often stays out at night despite parental prohibi-
tions, beginning before age 13 years

 (14)  Has run away from home overnight at least twice 
while living in parental or parental surrogate 
home (or once without returning for a lengthy 
period)

 (15)  Is often truant from school, beginning before age 
13 years

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, Fourth Edition Text Revision. Copyright © 2000 by the American Psychiatric 
Association.
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CHAPTER 6 Conduct Problems 161

CD are less likely than peers to show aff ective empathy 
or embarrassment, which suggests a failure to inhibit 
emotions and actions in accordance with social conven-
tions (Lovett & Sheffi  eld, 2007).

Th ese and other fi ndings point to a subgroup of chil-
dren with CD whose lack of concern for others may 
place them at especially high risk for extreme antisocial 
and aggressive acts. Th ey display a callous and unemo-
tional interpersonal style characterized by traits such 
as lacking in guilt, not showing empathy, not showing 
emotions, and related traits of narcissism and impul-
sivity (Frick & White, 2008). Th e behaviors and charac-
teristics making up these traits are shown in Table 6.3. 
Children who display callous–unemotional traits also 
display a lack of behavioral inhibition as refl ected in 
their preference for novel and perilous activities and a 
diminished sensitivity to cues for danger and punish-
ment when seeking rewards (Frick et al., 2003).

Children with callous–unemotional traits display a 
greater number and variety of conduct problems, and 
they have more frequent contact with police and a stron-
ger parental history of antisocial personality disorder 
than other children with conduct problems (Christian, 
Frick, Hill, Tyler, & Frazer, 1997). Research suggests 
that diff erent developmental processes may underlie 
the behavioral and emotional problems seen in children 
with CD who also display callous–unemotional traits 
(Blair et al., 2006; Frick et al., 2003). It is also possible 
that  callous–unemotional traits in childhood and early 
adolescence are related to adult forms of psychopathy 
(Lynam et al., 2007).

At this point you might want to look at Box 6.2 to 
sharpen your knowledge of DSM criteria by considering 
whether or not TV cartoon personality Bart Simpson 
qualifi es for a diagnosis of ODD or CD.

J A S O N

No Conscience

Jason, age 13, had been involved in serious crime— including 

breaking and entering, thefts, and assaults on younger 

 children—by age 6. Listening to Jason talk was frightening. 

Asked why he committed crimes, this product of a stable, pro-

fessional family replied, “I like it. My f___ parents really freak 

out when I get in trouble, but I don’t give a sh__ as long as I’m 

having a good time. Yeah, I’ve always been wild.” About other 

people, including his victims, Jason had this to say: “You want the 

truth? They’d screw me if they could, only I get my shots in fi rst.” 

He liked to rob homeless people, especially “f_gots,” “bag ladies,” 

and street kids, because, “They’re used to it. They don’t whine to 

the police . . . One guy I got into a fi ght with pulled a knife and I 

took it and rammed it in his eye. He ran around screaming like a 

baby. What a jerk!” (Adapted from Hare, 1993, p. 162)

lous, manipulative, deceitful, and remorseless behavior 
(Blair et al., 2006). Consider these chilling comments by 
Jason.

Far less is known about psychopathy in children 
than in adults. However, signs of a lack of conscience oc-
cur in some children as young as 3 to 5 years (Kochan-
ska, De Vet, Goldman, Murray, & Putnam, 1994). Other 
youngsters, like Jason, began committing brutal acts of 
violence at age 6 with little remorse. A sub-group of pre-
schoolers with behavior problems show a worrisome in-
crease in their lack of concern for others as they begin to 
enter middle childhood (Hastings, Zahn-Waxler, Robin-
son, Usher, & Bridges, 2000). Finally, adolescents with 

T A B L E  6 . 3  Callous–Unemotional Traits and Related Dimensions in Children

Callous–Unemotional Traits Narcissistic Traits Impulsivity

Is unconcerned about the feelings Thinks he or she is more important Acts without thinking of the
of others  than others consequences

Does not feel bad or guilty over Brags excessively about abilities,  Does not plan ahead or leaves things
misdeeds accomplishments, or possessions until the last minute

Is unconcerned about how well he/ Uses or “cons” others to get what he/ Engages in risky and dangerous
she does at school or work she wants activities

Is not good at keeping promises Can be charming at times, but in ways Blames others for mistakes
 that seem insincere or superfi cial

Does not show feelings or emotions Teases or makes fun of others Gets bored easily

Does not keep the same friends Becomes angry when corrected or
 punished

From “A Comprehensive and Individualized Treatment Approach for Children and Adolescents with Conduct Disorders.” By P. J. Frick, 2000, Cognitive and Behavioral Practice, 7, 
pp. 30–37. Copyright © 2000 by the Association for Advancement of Behavior Therapy. Reprinted by permission of the publisher.
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A  C L O S E R  L O O K

B O X  6 . 2   Bart Simpson: ODD or CD?

Sharpen your knowledge of DSM-IV-TR criteria for ODD 
and CD by considering whether TV cartoon personality 
Bart Simpson qualifi es for a diagnosis of one of these dis-
orders. Here is a list of antisocial acts displayed by Bart:

• Flushes a cherry bomb down the toilet

• Rearranges party snacks to say “Boy our party sucks”

• Loosens the top on Milhouse’s salt shaker

• Lights Homer’s tie on fi re

• Tricks Flanders kids into giving cookies away

• Pretends to be Timmy (trapped in a well)

• Pulls carpet up, writes “Bart” on carpet

• Plays with and later breaks grandpa Abe’s false teeth

• Flushes Homer’s wallet and keys down toilet

• Cuts all of baby Maggie’s hair off 

• Paints extra lines on parking lot

• Leaves box factory tour

• Pops heads off  Mr. Burns’ statues/fl oods his car

• Smashes Mr. Burns’ windows

• Recounts throwing mail in sewer with Milhouse

• Phones 911 to get babysitter into trouble

Comment: Based on Bart’s symptoms of aggression, destruction of 
property, deceitfulness, and serious violation of rules, he easily qualifi es 
for a DSM diagnosis of CD. Like most children with CD, Bart also displays 
behaviors of ODD, but this diagnosis is not made when criteria for CD 
are met.

section summary
DSM-IV-TR: Defi ning Features
• Children with oppositional defi ant disorder (ODD) display 

an age-inappropriate pattern of stubborn, hostile, and 
defi ant behaviors.

• Conduct disorder (CD) describes children who display 
severe aggressive and antisocial acts involving infl ict-
ing pain upon others or interfering with rights of others 
through physical and verbal aggression, stealing, or com-
mitting acts of vandalism.

• Children who display childhood-onset CD (before age 10) 
are more likely to be boys, show more aggressive symp-
toms, account for a disproportionate amount of illegal ac-
tivity, and persist in their antisocial behavior over time.

• Children with adolescent-onset CD are as likely to be girls 
as boys and do not display the severity or psychopathol-
ogy that characterizes the childhood-onset group.

• There is much overlap between CD and ODD. However, 
most children who display ODD do not progress to more 
severe CD.

• Persistent aggressive behavior and conduct problems in 
childhood may be a precursor of adult antisocial person-
ality disorder, a pervasive pattern of disregard for, and vi-
olation of, the rights of others, as well as involvement in 
multiple illegal behaviors.

• A subgroup of children with conduct problems display 
callous–unemotional traits such as lacking in guilt, not 
showing empathy, and not displaying feelings or emo-
tions. These children display a preference for novel and 
perilous activities and a diminished sensitivity to cues for 
danger and punishment when seeking rewards.

Associated Characteristics
Many child, family, peer, school, and community factors 
are associated with conduct problems in youths. Some 
factors co-occur with conduct problems, others increase 
their likelihood, and still others are the result of these 
problems. To fully understand conduct problems, we 
must examine these various factors and how they inter-
act over time.

Cognitive and Verbal Defi cits

Although most children with conduct problems have 
normal intelligence, they score nearly 8 points lower 
than their peers on IQ tests (Koenen et al., 2006). Th is IQ 
defi cit may be greater (more than 15 points) for children 
with childhood-onset CD, and cannot be accounted for 
solely by socioeconomic disadvantage, race, or detection 
by the police (Lynam, Moffi  tt, &  Stouthamer-Loeber, 
1993). Lower IQ scores in children with CD may be re-
lated to the co-occurrence of ADHD (Waschbusch, 
2002). When ADHD is also present, the association be-
tween a lower IQ and an increased risk for CD is clear. 
It is less clear how a lower IQ mediates this risk (Rutter, 
2003).

Verbal IQ is consistently lower than performance IQ 
in children with CD, suggesting a specifi c and pervasive 
defi cit in language (Zadeh, Im-Bolter, & Cohen, 2007). 
Th is defi cit may aff ect the child’s receptive listening, 
reading, problem solving, expressive speech and writing, 
and memory for verbal material (Brennan, Hall, Bor, 
Najman, & Williams, 2003; Jaff ee & D’Zurilla, 2003). 
It has been suggested that verbal and language defi cits 
may contribute to conduct problems by interfering with 
the development of self-control, emotion regulation, or 
the labeling of emotions in others, which may lead to a 
lack of empathy (Hastings et al., 2000).

Lower IQ and verbal intelligence are present early 
in a child’s development, long before the emergence of 
conduct problems. However, their presence alone does 
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not predict future aggression—family factors are also 
important. Children with both verbal impairments and 
family adversity display 4 times as much aggressive be-
havior as children with only one factor (Moffi  tt, 1990). 
Th us, verbal defi cits may increase the child’s vulnerabil-
ity to the eff ects of a hostile family environment. How 
this occurs is not known, but one possibility is that a 
child’s verbal defi cits may make it more diffi  cult for par-
ents to understand their child’s needs, which leads to 
parents’ frustration, fewer positive interactions, more 
punishment, and greater diffi  culties in teaching social 
skills (Patterson, 1996).

Children with conduct problems rarely consider 
the future implications of their behavior or its impact 
on others. Th ey fail to inhibit their impulsive behavior, 
keep social values or future rewards in mind, or adapt 
their actions to changing circumstances. Th is pattern 
suggests defi cits in executive functions similar to those 
of children with ADHD (Raine et al., 2005). Because 
ODD/CD and ADHD frequently co-occur, the observed 
defi cits in executive functions in these children could be 
due to the presence of co-occurring ADHD (Penning-
ton & Ozonoff , 1996). It is also possible that the types of 
executive functioning defi cits experienced by children 
with ODD and CD may diff er from those experienced 
by children with ADHD (Nigg et al., 2006).

School and Learning Problems

Every time you stop a school, you will have to build a jail.

—Mark Twain (November 23, 1900)

Youngsters with conduct problems display many school 
diffi  culties, including academic underachievement, 
grade retention, special education placement, dropout, 
suspension, and expulsion (Roeser & Eccles, 2000). Al-
though the frustration and demoralization associated 
with school failure can lead to antisocial behavior in 
some children (Maughan, Gray, & Rutter, 1985), there is 
little evidence that academic failure is the primary cause 
of conduct problems, particularly in early childhood. 
Since many young children display patterns of disrup-
tive behavior long before they enter school, it is more 
likely that a common factor, such as a neuropsychologi-
cal or language defi cit or socioeconomic disadvantage, 
underlies both conduct problems and school diffi  culties 
(Lahey & Waldman, 2003).

Underachievement and conduct problems are also 
likely to infl uence one another over time. Subtle early 
language defi cits may lead to reading and communica-
tion diffi  culties, which in turn may heighten conduct 
problems in elementary school. Youngsters with poor 
academic skills are increasingly likely to lose interest in 
school and to associate with delinquent peers. By adoles-

cence, the relationship between conduct problems and 
underachievement is fi rmly established.

Self-Esteem Defi cits

Although many children with conduct problems have 
low self-esteem, there is little support for the view that 
low self-esteem is the primary cause of conduct prob-
lems. Rather, these problems seem to be related to an in-
fl ated, unstable, and/or tentative view of self (Baumeister, 
Bushman, & Campbell, 2000). For example, aggressive 
children may overestimate their social competence and 
acceptance by other children (David & Kistner, 2000). 
Any perceived threat to their biased view of self (e.g., 
rejection) may lead to aggressive behavior, which pro-
vides a way to avoid a lowering of self-concept (Orobio 
de Castro et al., 2007). Consistent with this view, self-
 esteem among youth gang members seems to conform 
to a pattern in which any increment in self-esteem—
from increased status, respect, or prestige—for one 
group member takes away from what is available for 
others (Anderson, 1994). Th us, youngsters with con-
duct problems may experience high self-esteem that 
over time permits them to rationalize their antisocial 
 conduct (Menon et al., 2007).

Peer Problems

He is so aggressive around other children. We can’t really 
trust him not to walk up and wallop the smaller ones. 
He pokes them in the eyes or pushes them down . . . It’s 
almost like he seeks out other children to hurt them.

—Adapted from Webster-Stratton and Herbert (1994)

Young children with conduct problems display verbal 
and physical aggression toward other children and poor 
social skills (Miller & Olson, 2000). As they grow older, 
most are rejected by their peers, although some may 
remain quite popular (Rodkin, Farmer, Van Acker, & 
Van Acker, 2000). Social rejection by elementary school 
peers is a strong risk factor for adolescent conduct prob-
lems. For example, children rejected for a period of 2 or 
3 years by grade 2 are about 5 times more likely than 
others to display conduct problems later in adolescence 
(Laird et al., 2001). As they enter school, some of these 
children become bullies, a particularly off ensive pattern 
associated with continuing conduct problems into ado-
lescence and adulthood (see Box 6.3).

Children with conduct problems are able to make 
friends. Unfortunately, their friendships are oft en based 
on a mutual attraction of like-minded antisocial indi-
viduals (Button et al., 2007). Notably, the combination 
of early antisocial behavior and associating with devi-
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B O X  6 . 3   Bullies and Their Victims

For 2 years, Johnny, a quiet 13-year-old, was a human play-
thing for some of his classmates. The teenagers badgered 
Johnny for money, forced him to swallow weeds and drink 
milk mixed with detergent, beat him up in the restroom 
and tied a string around his neck, leading him around as a 
“pet.” (Olweus, 1995, p. 196)

Bullying among school children is a very old, famil-
iar, and particularly off ensive form of antisocial behavior. 
Bullying occurs when one or more children repeatedly 
expose another child to negative actions. Such actions 
may take the form of physical contact, off ensive words, 
making faces or dirty gestures, and intentional exclusion 
from a group. Bullying usually involves an imbalance of 
power so that the victim has diffi  culty defending herself or 
himself (Olweus, 1995). The scope of this problem is large, 
with 13% of school-age children self-identifying as bullies, 
13% as victims, and 6% as both (Nansel et al., 2001). Boys 
are much more likely than girls to bully other children, 
and are also somewhat more likely to be the victims of 
bullying.

Unfortunately, widespread access to the Internet and 
cell phones has led to new forms of bullying by youths 
who use electronics to taunt, insult, threaten, harass, or 
intimidate a peer. Electronic/Internet bullies may use text 
messaging, e-mails, defaming websites, and online “slam 
books” to aggress against peers by circulating rumors, se-
crets, insults, and threats to harass, manipulate, and harm 
their victims. Internet bullying is even more common than 
face-to-face bullying, with nearly 50% of youth reporting 
being victims and 20% reporting being bullies. There is 
also a huge overlap (about 90%) between traditional and 
electronic bullies and victims (Raskauskas & Stoltz, 2007).

A child’s status as a victim or a bully is likely to be stable 
over time, and victims and bullies display certain typical char-
acteristics. Typical victims are characterized by anxious and 
submissive patterns of behavior and, in the case of boys, by 
physical weakness. These children send a signal to others that 
if they are attacked or insulted, they won’t retaliate. Typical 
bullies are distinguished by their aggressiveness toward both 
peers and adults. They are often impulsive, need to dominate 
other people, are stronger than other boys, show little empa-
thy for their victims, and derive satisfaction and, often, mate-
rial gain from infl icting injury and suff ering on their victims. 
One study found that nearly 40% of boys who were bullies in 
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school were later convicted of three or more criminal off enses 
by the time they were 24 years old (Olweus, 1995). Thus, bully-
ing in school appears to be part of a more general pattern of 
antisocial behavior.

The high prevalence of bullying and its impact on victims 
(sadly, some may commit suicide) make it a signifi cant social 
problem. To combat this problem, school-wide interventions 
and policies that increase awareness of the problem, develop 
clear rules against bullying, and provide support and protec-
tion for victims, have been developed and successfully used 
in countries throughout the world (Olweus, 2003; Smith et al., 
1999).

ant peers is a powerful predictor of conduct problems 
during adolescence (Laird, Pettit, Dodge, & Bates, 2005). 
Involvement with antisocial peers becomes increas-
ingly stable during childhood and supports the transi-
tion to adolescent criminal acts such as stealing, tru-
ancy, or substance abuse (Patterson, 1996). In fact, about 

two-thirds of all recorded youth off enses are committed 
in the company of two to three peers (Snyder & Sick-
mund, 2006). Involvement with deviant peers is also 
one of the strongest predictors of accelerated auton-
omy and early sexual activity in adolescence (French & 
Dishion, 2003).
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Friendships between antisocial boys are abrasive, 
unstable, of short duration, and not very productive 
(Dishion & Patterson, 2006). Positive exchanges, when 
they do occur, are compromised by the bossy and coer-
cive behaviors that accompany them. Antisocial friends 
may engage in “deviant talk,” selectively rewarding 
one another for discussions of rule breaking, but hav-
ing little to say about prosocial behavior. As a result of 
this diff erential reinforcement, they may become more 
alike in their antisocial tendencies over time, lead-
ing to a further escalation in the frequency and va-
riety of their antisocial activities (Piehler & Dishion, 
2007).

Th e fact that deviant peer involvement is an espe-
cially strong predictor of substance use, delinquent be-
havior, and violence makes intervention in this area 
a high priority. Unfortunately, many well-intentioned 
programs such as group therapy, summer programs, or 
boot camps tend to create groups for youth with conduct 
problems—the very situation that may produce the most 
damage (Dishion, Bullock, & Granic, 2002).

Aggressive children also show distortions in how 
they think about social situations. Th ey underestimate 
their own aggressiveness and its negative impact, and 
they overestimate the amount of aggression directed at 
them. Subgroups of aggressive children may think about 
social situations in diff erent ways. For example, reactive–
aggressive children (those showing an angry, defensive 
response to frustration or provocation) display a hostile 
attributional bias, which means they are more likely 
to attribute negative intent to other children, especially 
when the intentions of others are unclear (e.g., when 
a child accidentally bumps into a child, they are likely 
to think the other child did it on purpose). In contrast, 
proactive–aggressive children (those who use aggressive 
behavior deliberately to obtain a desired goal) are more 
likely to view their aggressive actions as positive, and to 

value social goals of dominance and revenge rather than 
affi  liation (Crick & Dodge, 1996). Aggressive children 
display a lack of concern for others, and their solutions 
to social problems are few in number, mostly aggres-
sive, and inappropriate (Hastings et al., 2000; Dodge & 
 Pettit, 2003).

It is important to keep in mind that many children 
with conduct problems live in highly aggressive and 
threatening circumstances. In some cases, their bias to-
ward seeing threat and aggression in others may be an 
accurate refl ection of the realities of living in a hostile 
social world, and their aggressive style of responding 
may be an adaptive reaction to that world.

Family Problems

He is so violent with his sister. He split her lip a couple of 
times. And he almost knocked her out once when he hit 
her over the head with a 5-pound brass pitcher. He’s put 
plastic bags over her head.

—Adapted from Webster-Stratton and Herbert (1994)

Family problems are among the strongest and most con-
sistent correlates of conduct problems (Dishion & Pat-
terson, 2006). Two types of family disturbances are re-
lated to these problems in children. General family 
disturbances include parental mental health problems, 
a family history of antisocial behavior, marital discord, 
family instability, limited resources, and antisocial fam-
ily values. Specifi c disturbances in parenting practices 
and family functioning include excessive use of harsh 
discipline, lack of supervision, lack of emotional sup-
port and involvement, and parental disagreement about 
discipline.

Th e two types are interrelated, since general family 
disturbances such as maternal depression oft en lead to 
poor parenting practices that can lead to antisocial be-
havior and feelings of parental incompetence that may 
lead to increased maternal depression, which completes 
the circle.

High levels of confl ict are common in families of 
children with conduct problems. So too are poor par-
enting practices such as ineff ective discipline, negative 
control, inappropriate use of punishment and rewards, 
failure to follow through on commands, and a lack of in-
volvement in child rearing (Larsson, Viding, Rijsdijk, & 
Plomin, 2008; Trentacosta & Shaw, 2008). Parents may 
also exhibit social–cognitive defi cits similar to those of 
their children, which suggests that the tendency of an-
tisocial children to infer hostile intent may mirror the 
social perceptions of their parents (MacBrayer, Milich, 
& Hundley, 2003). Finally, there is oft en a lack of family 

T O M  A N D  M A T T H E W

Murderous Meeting of Minds

On February 16, 1995, in the small Minnesota town of Delano, 14-

year-old Tom and his best friend Matthew ambushed and killed 

Tom’s mother . . . These boys spent much time together. They 

admitted to planning the ambush (one saying they had planned 

it for weeks, the other, for a few hours). They were armed and 

waiting when Tom’s mother came home from work. One conclu-

sion seems relatively certain: This murder was an unlikely event 

until these antisocial friends reached consensus about doing it. 

(Adapted from Hartup, 1996, p. 1)
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166 PART 2 Behavioral Disorders

one another’s deviant behavior can be as powerful as de-
viant peer relationships in heightening the risk for later 
conduct problems (Stormshak, Comeau, & Shepard, 
2004).

In this section we have described many common 
problems in families of children with conduct prob-
lems. Later in this chapter, we consider how these fam-
ily problems might combine with other factors to cause 
problems.

Health-Related Problems

Young people with persistent conduct problems engage 
in many behaviors that place them at high risk for per-
sonal injuries, illnesses, overdoses from drug abuse, sex-
ually transmitted diseases, substance abuse, and phys-
ical problems as adults (Odgers et al., 2007a). Rates of 
premature death (before age 30) due to various causes 
(e.g., homicide, suicide, accidental poisoning, traffi  c ac-
cident, drug overdose) are 3 to 4 times higher in boys 
with conduct problems than in boys without these prob-
lems (contrary to popular belief, it’s not the good that 
die young!) (Kratzer & Hodgins, 1997). Antisocial be-
havior in childhood predicts an early onset and persis-
tence of sexual activity and sexual risk-taking by age 21 
(Ramrakha et al., 2007). Th is exposes young people to 
more years at risk for contracting sexually transmitted 
diseases through contact with multiple partners and a 
failure to use contraceptives.

Illicit drug use and adolescent antisocial behavior 
are strongly associated (White, Loeber, Stouthamer-
Loeber, & Farrington, 1999). For example, youths who 
have used or sold drugs are more likely than nonus-
ers to carry a handgun, belong to a gang, use alcohol, 
or engage in a host of other antisocial behaviors (Sny-
der & Sickmund, 2006). Adolescent substance abuse is 
related to the imminent dangers of accidents, violence, 
school dropout, family diffi  culties, and risky sexual be-
havior (Gilvarry, 2000). Early conduct problems are a 
known risk factor for adolescent substance use (Fergus-
son, Horwood, & Ridder, 2007). Th e prevalence of delin-
quent behavior varies with substance use severity, with 
about 10% of adolescent multiple drug users commit-
ting more than 50% of all felony assaults, felony theft s, 
and index off enses (Johnston et al., 2008). One distin-
guishing feature of adult criminal off enders is their use 
of tobacco, alcohol, and marijuana prior to age 15 (Far-
rington, 1991). Th us, the evidence indicates that conduct 
problems during childhood are a risk factor for adoles-
cent and adult substance abuse, and this relationship is 
mediated by drug use and delinquency during early and 
late adolescence (Fergusson et al., 2007). We talk more 
about substance use problems in Chapter 12, when we 
discuss health- related disorders.

Confl ict in families of children with conduct problems is 
common.
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cohesion, which is refl ected in emotional detachment, 
poor communication and problem solving, low sup-
port, and family disorganization (Henggeler, Melton, & 
Smith, 1992).

From Cain and Abel to TV’s Bart and Lisa Simp-
son, confl ict between siblings has generated much at-
tention (Johnston & Freeman, 1998). Confl ict is espe-
cially high between children with conduct problems 
and their siblings, and nonreferred siblings sometimes 
display as much negative behavior as their referred sib-
lings, even when their sibling with conduct problems is 
not present (Dishion & Patterson, 2006). Th is suggests 
that their diffi  culties are not simply reactions to the an-
noying behaviors of their antisocial brother or sister. 
Th ere are many possible reasons for the similarities in 
the problem behaviors of siblings, including poor par-
enting practices, the eff ects of modeling, direct infl u-
ence of the other sibling, marital discord, parent men-
tal health problems, and shared hereditary infl uences. 
Whatever the reasons, the collaboration of siblings in 
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section summary
Associated Characteristics
• Many children with conduct problems show verbal and 

language defi cits despite their normal intelligence.

• These children experience a variety of school diffi  culties, 
including academic underachievement in language and 
reading, which may result from co-occurring ADHD.

• Antisocial behavior may be related to an infl ated, unsta-
ble, and/or tentative view of self.

• Children with conduct problems have interpersonal diffi  -
culties with peers, including rejection and bullying. Their 
friendships are often with other antisocial children.

• General family disturbances, and disturbances in par-
enting practices and family functioning, are among the 
strongest and most consistent correlates of conduct 
problems.

• Youngsters with conduct problems engage in many be-
haviors that place them at high risk for health-related 
problems, including personal injuries, illnesses, sexually 
transmitted diseases, and substance abuse.

Accompanying Disorders 
and Symptoms
Most youngsters with conduct problems suff er from one 
or more additional disorders, most commonly ADHD, 
depression, and anxiety (Lahey, 2008).

Attention-Defi cit/Hyperactivity Disorder 
(ADHD)

About 50% of children with CD also have ADHD. Th ere 
are several possible reasons for this overlap (Rhee et al., 
in press):

• A common underlying factor such as impulsivity, 
poor self-regulation, or temperament may lead to 
both ADHD and CD.

• ADHD may be a catalyst for CD by contributing to 
its persistence and escalation to more severe forms.

• ADHD may lead to childhood onset of CD, which is 
a strong predictor of continuing problems.

Despite the large overlap, two lines of research sug-
gest that CD and ADHD are distinct disorders. First, a 
model that includes both CD and ADHD consistently 
provides a better fi t to the data than a model based on 
only a single disruptive behavior disorder (Waschbusch, 
2002). Second, CD is less likely than ADHD to be as-
sociated with cognitive impairments, neurodevelop-

mental abnormalities, inattentiveness in the classroom, 
and higher rates of accidental injuries (Hinshaw & Lee, 
2003).

Depression and Anxiety

About 50% of youngsters with conduct problems also 
receive a diagnosis of depression or anxiety (Wolff  & 
Ollendick, 2006). Boys with combined conduct and 
internalizing problems have poor outcomes in early 
adulthood, including having the highest risk of later psy-
chiatric disorders, criminal off enses, and self-reported 
problems (Sourander et al., 2007). Most girls with CD 
develop a depressive or anxiety disorder by early adult-
hood, and for both sexes, the increasing severity of an-
tisocial behavior is associated with the increasing se-
verity of depression and anxiety (Zoccolillo, Pickles, 
Quinton, & Rutter, 1992). Adolescent CD is also a risk 
factor for completed suicide in youngsters with a family 
history of depression (Renaud et al., 1999).

Findings regarding the relation between anxiety dis-
orders and antisocial outcomes for children with con-
duct problems are puzzling but quite interesting. In 
some studies, co-occurring anxiety has been found to 
be a protective factor that may inhibit aggressive be-
havior (Pine, Cohen, Cohen, & Brook, 2000). However, 
other studies have found that anxiety may increase 
the risk for later antisocial behavior (Rutter, Giller, & 
Hagell, 1998). In support of anxiety as a protective fac-
tor, boys with CD and anxiety disorder show a higher 
level of salivary  cortisol—associated with a greater de-
gree of behavioral inhibition (McBurnett et al., 1991). In 
boys with CD only, lower levels of salivary cortisol are 
directly associated with more aggressive and disruptive 
behaviors (McBurnett, Lahey, Rathouz, & Loeber, 2000). 
It has been hypothesized that the relation between anxi-
ety and antisocial outcomes may depend on the type of 
anxiety. In this formulation, anxiety related to shyness, 
inhibition, and fear may protect against conduct prob-
lems, whereas anxiety associated with negative emotion-
ality and social avoidance/withdrawal based on a lack 
of caring about others may increase the child’s risk for 
conduct problems (Lahey & Waldman, 2003). Consis-
tent with this view, children with callous–unemotional 
traits show less anxiety than other children with con-
duct problems (Frick et al., 1999).

section summary
Accompanying Disorders and Symptoms
• About 50% of children with CD also have ADHD. De-

spite the overlap, CD and ADHD appear to be distinct 
disorders.
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• About 50% of children with conduct problems are diag-
nosed with depression or a co-occurring anxiety disorder.

• Anxiety related to shyness, inhibition, and fear may pro-
tect against conduct problems, whereas anxiety associ-
ated with negative emotionality and social avoidance/
withdrawal based on a lack of caring about others may in-
crease the child’s risk for conduct problems.

Prevalence, Gender, and Course
In the sections that follow we consider the prevalence of 
conduct problems, the important role that gender plays 
in the expression of antisocial behavior, and the diff er-
ent ways that conduct problems emerge over the course 
of development.

Prevalence

ODD is more prevalent than CD during childhood, but 
by adolescence the prevalence is about equal. Th e life-
time prevalence rates for ODD and CD are about 10% 
(11% for males, and 9% for females) and 9% (12% for 
males and 7% for females) respectively (Nock, Kazdin, 
Hiripi, & Kessler, 2006). Th e reason overall prevalence 
rates are comparable is that ODD either declines or stays 
constant from early childhood to adolescence whereas 
CD increases over the same time period.

Gender

In all of the recorded history of the more than ten million 
animal species, including four thousand mammals 
which populate the planet, only two species have been 
documented to engage in warfare. . . . male chimpanzees 
and male humans.

—From Eme (2007)

A N N

Runaway

Until recently, Ann, age 13, lived with her mother, stepfather, and 

younger brother. For the last 6 months, she has been living in a 

youth shelter under the custody of the courts, because of repeat-

edly running away from home. Ann was described by her parents 

as defi ant and argumentative, and often lied and stole. She often 

stole clothes and jewelry from the homes of relatives and friends, 

as well as from her parents. . . . Over the past 3 years, Ann had 

run away from home on four occasions. Each time, the police had 

“I will do something but only on my terms . . . I will do nothing 

that you want me to do and furthermore I’ll throw such a tantrum 

and throw this cereal bowl all over the wall, so you will be late, 

and mad at me when you clean it up.” . . . He enjoys that power. 

(Adapted from Troubled Families—Problem Children: Working 

with Parents: A Collaborative Process, by C. Webster-Stratton and 

M. Herbert, 1994, p. 47. Copyright © 1994 by John Wiley & Sons, 

Ltd. Reprinted by permission of John Wiley & Sons, Ltd.)

to be called. Running away was precipitated by being grounded 

for stealing or smoking cigarettes. . . . One time, Ann was gone 

for 3 nights. The police found her wandering the streets late at 

night on the other side of town (about 10 miles from her home). 

Ann would not tell them who she was or where she lived . . . 

(Adapted from Conduct Disorders in Childhood and Adolescence, 

by A. E. Kazdin, pp. 3–5. Copyright © 1995 by Sage Publications. 

Adapted by permission.)

Clear gender diff erences in the frequency and sever-
ity of antisocial behavior are evident by 2 to 3 years of 
age (Dodge, Coie, & Lynam, 2006). During childhood, 
rates of conduct problems are about 2 to 4 times higher 
for boys than girls, with boys showing an earlier age of 
onset and greater persistence (Eme, 2007; Lahey et al., 
2006). Th is gender diff erence does not imply that girls 
do not display severe conduct problems, including phys-
ically aggressive behavior, just that they do so much less 
oft en than boys.

Th e gender disparity in conduct problems increases 
through middle childhood, narrows greatly in early ad-
olescence, due mainly to a rise in covert nonaggressive 
antisocial behavior in girls (McDermott, 1996), and then 
increases again in late adolescence when males are at the 
peak of their delinquent behavior (Lahey et al., 2006). 
Ann steals, lies, and runs away from home, but she is not 
physically aggressive. In contrast to boys, whose early 
symptoms of CD are aggression and theft , early symp-
toms for girls are usually sexual misbehaviors (Off ord, 
Alder, & Boyle, 1986). Antisocial girls are more likely 
than others to develop relationships with antisocial 
boys, then become pregnant at an earlier age and display 
a wide spectrum of later problems including anxiety, de-
pression, and poor parenting (Foster, 2005).

Although gender diff erences in the overall amount 
of antisocial behavior decrease in early adolescence, 

Girls will be girls.
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CHAPTER 6 Conduct Problems 169

noncompliance than girls (Achenbach, 1991a; Maccoby, 
1986). With overt antisocial behavior more common in 
boys, their symptoms are more noticeable at a younger 
age, which could account for the reported earlier age of 
onset of conduct problems in boys. Since early displays of 
antisocial behavior are less visible in girls, lower thresh-
olds or diff erent diagnostic criteria may be needed to de-
tect girls with CD at a young age (Zoccolillo, 1993).

A  C L O S E R  L O O K

B O X  6 . 4   Social Aggression in Girls: “I Hurt 
Her Through the Grapevine” 1

Over the course of a school day, Rachel Simmons (2002) 
met with eight groups of 9th grade girls and began each 
meeting with the same question:

“What are some of the diff erences between the ways 
guys and gals are mean?”

From periods one through eight she heard the same 
responses (pp. 15–16): “Girls can turn on you for anything.” 
“Girls whisper.” “They glare at you.” “They destroy you from 
the inside.” “Girls are manipulative.” “There’s an aspect of 
evil in girls that there isn’t in boys.” “Girls target you when 
they know you’re weakest.” “Girls do a lot behind each oth-
er’s backs.” “Girls plan and premeditate.”

“In bold, matter-of-fact voices, girls described them-
selves . . . as disloyal, untrustworthy, and sneaky. They 
claimed girls use intimacy to manipulate and overpower 
others. They said girls are fake, using each other to move 
up the social hierarchy. They described girls as unforgiving 
and crafty, lying in wait for a moment of revenge that will 
catch the unwitting victim off  guard, and with an almost 
savage eye-for-an-eye mentality.”
1 Crick et al. (2001, p. 15)

Girls are more likely than boys to use indirect forms 
of social aggression such as gossip and spreading 
rumors.
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boys remain more violence-prone than girls throughout 
their life span, and are more likely to engage in repeated 
acts of physical violence (Broidy et al., 2003; Odgers & 
Moretti, 2002). For conduct problems that are chronic 
from early childhood to adulthood, the male-to-female 
ratio is marked, about 10:1. In contrast, more transient 
forms of antisocial behavior in adolescence show a male-
to-female ratio of about 2:1 (Moffi  tt et al., 2001).

In addition, physical aggression by girls during child-
hood, when it does occur, does not seem to forecast con-
tinued physical violence and other forms of delinquency 
in adolescence, as it does for boys (Broidy et al., 2003). 
Th is does not mean that girls are  nonviolent—about 
45% of girls commit at least one violent act (compared 
with 65% of boys). Interestingly, the sex diff erence in an-
tisocial behavior has decreased by more than 50% over 
the past 50 years, suggesting that females may be more 
susceptible to or aff ected by contemporary risk fac-
tors, such as family discord or media infl uences (Rut-
ter, Giller, & Hagell, 1998). Unfortunately, antisocial be-
havior is increasingly becoming an equal opportunity 
affl  iction.

Explaining Gender Diff erences
Th e precise reasons for gender diff erences in antiso-
cial behavior are not known, although genetic, neuro-
biological, and environmental risk factors have all been 
implicated (Eme, 2007; Messer et al., 2006). Gender dif-
ferences may also be partly related to defi nitions of con-
duct problems that place a strong emphasis on physical 
aggression, and minimal emphasis on the less physically 
aggressive forms of antisocial behaviors that character-
ize girls (Crick, Bigbee, & Howes, 1996). When girls are 
angry they are more likely to use indirect and relational 
forms of aggression (see Box 6.4), such as verbal insults, 
gossip, tattling, ostracism, threatening to withdraw one’s 
friendship, getting even, or third-party retaliation (Cote 
et al., 2007; Crick & Nelson, 2002). (See also Chapter 4.) 
In addition, girls are more likely than boys to become 
emotionally upset by aggressive social exchanges (Crick, 
1995). As girls move into adolescence, the function of 
their aggressive behavior increasingly revolves around 
group acceptance and affi  liation, whereas for boys, ag-
gression remains confrontational (Crick & Rose, 2000).

Fewer diff erences in antisocial behaviors exist be-
tween boys and girls referred for treatment than for 
children in community samples. Although clinically re-
ferred boys and girls with conduct problems display com-
parable amounts of externalizing behavior (Dishion & 
Andrews, 1995), referred girls are more deviant than 
boys in relation to their same-age, same-sex peers (Web-
ster-Stratton, 1996; Zoccolillo, 1993). Girls’ behavior is 
considered more covert because boys typically engage 
in more rough and tumble play, bullying, fi ghting, and 
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Some girls have an early menarche, which may in-
directly heighten their conduct problems by increasing 
their involvement with deviant peers (Burt et al., 2006). 
Interestingly, early onset of menarche predicts increased 
delinquency primarily for girls who attend mixed- gender 
schools rather than all-girl schools. In mixed-gender 
schools, girls’ exposure to boys who model antisocial be-
havior and pressure girls for early sexual relations may 
interact with early physical maturation. Such exposure 
may lead to antisocial behavior in these girls, who are 
more likely to fi nd rewards and opportunities for antiso-
cial activities in the company of boys than girls (Moffi  tt, 
Caspi, Belsky, & Silva, 1992).

Developmental Course and Pathways

Longitudinal studies have greatly advanced our under-
standing of antisocial patterns by revealing both a gen-
eral developmental progression and important varia-
tions on this theme (Lahey, 2008).

General Progression
An approximate ordering of the diff erent forms of dis-
ruptive behavior and antisocial behavior from early 
childhood through adolescence is shown in Figure 6.3.

Although there are isolated reports, such as that of 
a 9-month-old infant being expelled from day care for 
punching other children, early signs of conduct problems 

are usually not so obvious (Kazdin, 1995, p. 27). Th e earli-
est indications of conduct problems may be a diffi  cult tem-
perament in the fi rst few years of life, expressed as fussi-
ness, irritability, irregular sleeping and eating patterns, 
or frustration in response to novel events. However, as we 
discussed for ADHD, a diffi  cult temperament oft en pre-
cedes later conduct problems but is not specifi c to them.

During the preschool and early school years, possible 
neurodevelopmental impairments may lead to noticeable 
hyperactivity as the child gains mobility, with a height-
ened risk for simple forms of oppositional and aggressive 
behaviors that peak during the preschool years (Tremblay, 
2000). Preschoolers with ODD display stubbornness, 
temper tantrums, irritability, and spitefulness— problems 
that remain stable from 2 to 5 years of age (Campbell, 
2002). Discipline problems and poor self-control during 
early childhood, especially when accompanied by nega-
tive parenting and high levels of stress, are strong indica-
tors that the child will continue to experience behavior 
problems (Campbell, Shaw, & Gilliom, 2000).

Most children with conduct problems show diversifi -
cation—they add new forms of antisocial behavior over 
time rather than simply replacing old behaviors. Poor 
social skills and social–cognitive defi cits oft en accom-
pany early oppositional and aggressive behaviors, pre-
disposing the child to poor peer relationships, rejection 
by peers, and social isolation and withdrawal. When the 
child enters school, impulsivity and attention problems 
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F I G U R E  6 . 3  Approximate ordering of the diff erent forms of disruptive and antisocial behavior from childhood 
through adolescence
Source: From “Development and Risk Factors of Juvenile Antisocial Behavior and Delinquency,” by R. Loeber, 1990, Clinical Psychology Review, 10, 1–41. Copyright © 1990 
Elsevier Science Ltd. Reprinted with permission of Elsevier Science.
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may result in reading diffi  culties and academic failure. 
Covert conduct problems, such as truancy or substance 
abuse, also begin to appear during the elementary school 
years and increase into early adolescence. From ages 8 to 
12, behaviors such as fi ghting, bullying, fi re setting, van-
dalism, cruelty to animals and people, and stealing be-
gin to emerge.

Across cultures, major conduct problems become 
more frequent during adolescence. Delinquent behav-
ior shows a dramatic rise in middle adolescence that 
peaks around the age of 17, followed by an equally dra-
matic drop in late adolescence and young adulthood 
(Hirschi & Gottfredson, 1983). Adolescence is char-
acterized by a growing association with deviant peers 
and by increasing rates of arrest, re-arrest, and convic-
tion as the age of criminal responsibility is met. From 
ages 12 to 14, property destruction, running away from 
home,  truancy, mugging, breaking and entering, use of a 
weapon, and forced sex occur with increasing frequency 
(Lahey & Waldman, 2003). By age 18, many children 
with conduct problems display behaviors that portend 
an antisocial future, including substance dependence, 
unsafe sex, dangerous driving habits, delinquent friends, 
and unemployment (Moffi  tt et al., 1996).

Does this developmental progression mean that every 
young child with conduct problems goes on to become a 
delinquent adolescent? Defi nitely not. Th e sequence in 
Figure 6.3 shows a maximum progression that begins 
early in life and persists through adolescence. Although 
some children display this maximum progression, oth-
ers will desist from their antisocial behavior at a young 
age. About 50% of children with early conduct problems 
do improve. Th ose who do so tend to display less extreme 
levels of early conduct problems, have higher intelligence 
and SES, fewer delinquent friends, mothers that are 
not teenagers, and parents with more social skills and 
fewer mental health problems (Lahey, Loeber, Burke, & 
Rathouz, 2002; Nagin & Tremblay, 2001). It is important 
to note, however, that even among children who desist 
from antisocial behavior at a young age, problems may 
emerge in young adulthood, suggesting that their recov-
ery is far from complete (Moffi  tt, Caspi, Harrington, & 
Milne, 2002). Other children may not display problems 
until adolescence, and not all children display the full 
range of diffi  culties described. Still others may display a 
chronic low-level of persistent antisocial behavior from 
childhood or adolescence through adulthood (Fergus-
son & Horwood, 2002). Th ese diff erences lead us to con-
sider important variations on the general progression.

Pathways
Th ere are likely as many unique pathways to the devel-
opment of antisocial behavior as there are children who 
display these problems. Although a number of diff er-

ent pathways have been identifi ed (Hoeve et al., 2008), 
evidence across cultures and nations supports two 
 common pathways—the life-course–persistent path and 
the  adolescent-limited path (Moffi  tt, 2006). As shown 
in Figure 6.4, a small number of children show a per-
sistent pattern of antisocial behavior throughout their 
lives, whereas a majority display antisocial behavior that 
occurs mainly during adolescence. At the outset, we ask 
you to keep in mind that, although the designation of 
two pathways is a useful way to think about how con-
duct problems develop in diff erent ways, it is likely that 
children display a range of levels of severity and conti-
nuity over time, and that many do not fi t neatly on one 
pathway or the other (Lahey, 2008).

Th e life-course–persistent (LCP) path describes 
children who engage in aggression and antisocial be-
havior at an early age and continue to do so into adult-
hood (Moffi  tt et al., 1996). Th ey may display “biting and 
hitting at age 4, shoplift ing and truancy at age 10, sell-
ing drugs and stealing cars at age 16, robbery and rape 
at age 22, and fraud and child abuse at age 30” (Moffi  tt, 
1993, p. 679). Th eir underlying disposition remains, but 
the way it is expressed changes with new “opportuni-
ties” at diff erent points in development. For these chil-
dren, antisocial behavior begins early because of subtle 
neuropsychological defi cits that may interfere with their 
development of language, memory, and self-control, re-
sulting in cognitive delays and a diffi  cult temperament 
by age 3 or younger. Th ese defi cits heighten the child’s 
vulnerability to antisocial elements in the social envi-
ronment, such as abuse or poor parenting, which in turn 
lead to oppositional and conduct problems (Lansford 
et al., 2002; Moffi  tt, 1993).
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About one-half of the children who display high lev-
els of childhood-onset antisocial behavior continue on 
the LCP path by engaging in less serious nonaggressive 
antisocial behaviors (e.g., stealing and truancy) during 
middle childhood, followed by more serious delinquent 
activities during adolescence (Brame, Nagin, & Trem-
blay, 2001). Th ey are the subgroup of teens most likely 
to commit violent crimes and to drop out of school. 
LCP youths display consistency in their behavior across 
 situations—for example, by lying at home, stealing from 
stores, and cheating at school. As young adults, they have 
diffi  culty forming lasting relationships and may display 
a hostile mistrust of others, aggressive dominance, im-
pulsivity, and psychopathy. Complete spontaneous re-
covery is rare aft er adolescence. Th e LCP path is associ-
ated with a family history of externalizing disorders and 
is oft en perpetuated by the progressive accumulation 
of its own consequences (Odgers et al., 2007b). For ex-
ample, poor self-control and diminished verbal intellect 
may lead to irreversible decisions, such as dropping out 
of school or abusing drugs, which further limit opportu-
nities for recovery.

Th e adolescent-limited (AL) path describes young-
sters whose antisocial behavior begins around puberty 
and continues into adolescence, but who later desist from 
these behaviors during young adulthood (Farrington, 
1986). Th is path includes most juvenile off enders whose 
antisocial behavior is limited primarily to their teen 
years (Hamalainen & Pulkkinen, 1996). Youngsters on 
the AL path display less extreme antisocial behavior 
than those on the LCP path, are less likely to drop out of 
school, and have stronger family ties. Th eir delinquent 
activity is oft en related to temporary situational factors, 
especially peer infl uences. Th e behavior of AL young-
sters is not consistent across situations; they may use 
drugs or shoplift  with their friends while continuing to 
follow rules and to do well in school.

M A R C U S

Call of the Wild

“I grew up in a real poor family. My mom was on welfare all my 

life—we never had much. As soon as I got to the age of 11, I was 

interested in other kids who were breaking the rules. I used to see 

what they used to do—and what they had.”

Marcus joined a gang when he turned 13. Two years later, 

after a number of arrests and four detentions in a juvenile facil-

ity, he became disillusioned with gang life and managed to turn 

his life around. He is now 17 and works as a youth minister for 

a church dedicated to helping other young people like himself. 

(Adapted from Goldentyer, 1994)

Th e attraction of still-forbidden adult privileges, such 
as drinking alcohol, driving a car, and having sex, may 
motivate some youths with few previous risk signs to 
engage in antisocial behavior as they enter adolescence. 
Th ese youngsters may observe their LCP peers obtain-
ing desired adult privileges via illicit means and mimic 
their delinquent activities. Eventually, when access to 
adult privileges becomes available, AL youngsters cease 
their law-breaking, relying instead on the more adaptive 
and prosocial behaviors and values they learned prior to 
adolescence (Moffi  tt, Lynam, & Silva, 1994).

Contrary to expectations, some youngsters on the 
“adolescent-limited” path continue to display antisocial 
behavior well into their twenties before they eventually 
stop. Others do not desist in their twenties at all but con-
tinue to display higher than normal levels of impulsiv-
ity, substance abuse and dependence, property crimes, 
and mental health problems (Moffi  tt et al., 2002). Per-
sistence in early adulthood is oft en the result of snares, 
or outcomes of antisocial behavior that close the door 
to getting a good job, pursuing higher education, or at-
tracting a supportive partner. Common snares include: 
unplanned parenthood, dropping out of school, addic-
tion to drugs or alcohol, disabling injuries, unemploy-
ment or erratic work history, severed family connec-
tions, imprisonment, bad reputation, and a delinquent 
self-image (Moffi  tt et al., 1994). Th us, despite their po-
tential, some individuals with no history of childhood 
antisocial behavior who initiate delinquent activity in 
adolescence continue to experience problems well into 
adulthood (Moffi  tt et al., 2002). Th erefore, referring to 
these individuals as “adolescent-limited” is somewhat 
misleading.

Th e identifi cation of the LCP and AL pathways (and 
their variations) helps us understand why adult antiso-
cial behavior is almost always preceded by antisocial be-
havior during childhood and adolescence (Brame et al., 
2001). Nevertheless, most antisocial adolescents do not 
go on to become antisocial adults. At the crossroads of 
early adulthood, LCP and most AL teens go diff erent 
ways. Antisocial behavior is stable for youngsters on the 
LCP path, who continue on the same road, but unstable 
for those on the AL path.

Adult Outcomes

By their early twenties, the number of active off enders 
decreases by about 50%, and by their late twenties, al-
most 85% of former delinquents desist from off ending. 
Th is general relationship between age and crime ap-
plies to males and females, for most types of crimes, 
and in numerous Western nations (Caspi & Moffi  tt, 
1995). Clearly, looking forward, most children with con-
duct problems do not grow up to be antisocial adults 
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(Maughan & Rutter, 2001). However, adult outcomes de-
pend not only on the type and variety of conduct prob-
lems developed during childhood and adolescence, 
but also on the number and combination of risk and 
protective factors in the child, family, and community 
(Kokko & Pulkkinen, 2000). Also, even when antisocial 
behavior decreases in adulthood, coercive interpersonal 
styles may sometimes persist, along with family, health, 
and work diffi  culties.

A signifi cant number of children with conduct prob-
lems, particularly those on the LCP path, do go on as 
adults to display criminal behavior, psychiatric prob-
lems, social maladjustment, health problems, lost pro-
ductivity, and poor parenting of their own children 
(Fergusson, Horwood, & Ridder, 2005). As adults, they 
are more likely to be downwardly socially mobile and 
to display an erratic work history, perhaps due to lower 
skill attainment and diffi  culties in getting along with co-
workers and supervisors. Th ey also have more violent 
marriages and cohabitations, higher rates of divorce, 
and are more likely than others to select partners with 
similar antisocial characteristics, providing the next 
generation with a double dose of both genetic and envi-
ronmental risk (Moffi  tt et al., 2002). One follow-up study 
of adult women who were arrested for severe conduct 
problems in adolescence found that most continued to 
display these problems. A majority had depressive and 
anxiety disorders, 6% died a violent death, many had 
dropped out of school, one-third were pregnant before 
the age of 17 years, one-half were re-arrested, and many 
had suff ered traumatic physical injuries (Zoccolillo & 
Rogers, 1991, 1992). Th us, males and females experience 
diff erent but poor adult outcomes. Males are at risk for 
criminal behavior, work problems, and substance abuse, 
whereas females are more likely to experience depres-
sion, suicidal behavior, and health problems (Moffi  tt 
et al., 2001).

section summary
Prevalence, Gender, and Course
• ODD is more prevalent than CD during childhood, but by 

adolescence the prevalence is about equal. The lifetime 
prevalence rates for ODD and CD are about 10% and 9%, 
respectively.

• During childhood, conduct problems are about 2 to 
4 times more common in boys than girls. This diff erence 
narrows greatly in early adolescence, due mainly to a rise 
in covert nonaggressive antisocial behavior in girls, and 
then increases again in late adolescence and beyond.

• Girls are more likely than boys to use indirect and rela-
tional forms of aggression—for example, verbal insults, 
gossip, or third-party retaliation.

© The New Yorker Collection 2006 Sidney Harris from cartoonbank.com. All Rights Reserved

• There is a general progression of antisocial behavior from 
diffi  cult early temperament and hyperactivity, to oppo-
sitional and aggressive behavior, to social diffi  culties, to 
school problems, to delinquent behavior in adolescence, 
to criminal behavior in adulthood.

• The life-course–persistent (LCP) path describes children 
who display antisocial behavior at an early age and who 
continue to do so into adulthood.

• The adolescent-limited (AL) path describes youngsters 
whose antisocial behavior begins around puberty and 
continues into adolescence, and who later desist from 
these behaviors in young adulthood.

• A signifi cant number of children with conduct problems 
continue to experience diffi  culties as adults, including 
criminal behavior, psychiatric problems, social maladjust-
ment, health and employment problems, and poor par-
enting of their own children.

Causes
When it comes to conduct problems, there are no simple 
or single causes. Consider two brothers—one, John Ed-
gar, is an award-winning author (Brothers and Keepers), 
while his brother Robbie is in prison for murder. How do 
we account for such striking diff erences between broth-
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ers raised in the same family? Are they due to diff er-
ences in genetic makeup, neurobiological functioning, 
birth complications, temperament, intelligence, fam-
ily experiences, peer infl uences, diffi  culties in school, or 
some combination of these factors?

Historically, conduct problems were viewed as either 
the result of an inborn characteristic or learned through 
poor socialization practices. Early theories focused 
mainly on the child’s aggression and invoked one pri-
mary cause, such as an aggressive drive, frustration, poor 
role models, or reinforcement. However, most of these 
“smoking gun” explanations can be challenged on one 
point or another. For example, not all children behave ag-
gressively as would be predicted by the aggressive-drive 
theory, and frustration sometimes leads to cooperation 
rather than aggression. Although each single-cause the-
ory highlights a potentially important determinant, no 
single theory can explain all forms of antisocial behavior.

In the next section, we consider several proposed 
causes of conduct problems. Although we examine them 
separately, conduct problems are best accounted for by 
the interplay among predisposing child, family, commu-
nity, and cultural factors that operate in a transactional 
fashion over time (Hinshaw & Lee, 2003; Granic & Pat-
terson, 2006). Th ese factors are summarized in Table 6.4.

Genetic Infl uences

Heredity is something a man believes in until his own son 
begins behaving like a delinquent

—Author unknown

Th e universality of aggressive behavior and antisocial 
behavior in humans, and the fact that such behaviors 
run in families within and across generations, highlight 
the importance of genetic infl uences. Adoption and twin 
studies indicate that 50% or more of the variance in an-
tisocial behavior is attributable to heredity (Baker et al., 
2007). Th e strength of the genetic contribution is higher 
for children who display the LCP versus AL pattern and 
also higher for those with callous–unemotional traits 
(Viding et al., 2008). Overall, adoption and twin studies 
suggest that genetic and environmental factors contrib-
ute to antisocial behavior across development. Th e stud-
ies do not, however, specify the mechanisms by which 
the factors operate.

It is likely that genetic risks for antisocial behavior 
operate via several pathways (Rutter, 2003). First, genetic 
factors may be related to diffi  cult temperament, impul-
sivity, a tendency to seek rewards, or an insensitivity to 
punishment that combine to create an antisocial “pro-
pensity” or “personality” (Lahey & Waldman, 2003). 
Second, genetic factors may increase the likelihood that 
a child will be exposed to environmental risk factors, 

T A B L E  6 . 4  Summary of Causal Infl uences 
for Antisocial Behavior

Child

Genetic risk, prenatal and birth complications, exposure 
to lead, low arousal and reactivity, functional and struc-
tural defi cits in prefrontal cortex, diffi  cult temperament, 
 attention-defi cit/hyperactivity (ADHD), insecure attach-
ments, childhood-onset of aggression, social avoidance and 
withdrawal, social-cognitive defi cits, lowered verbal intelli-
gence and verbal defi cits

Family

Antisocial family values, parental antisocial or criminal be-
havior, paternal antisocial personality disorder, maternal 
depression, parental substance abuse, marital discord, teen 
motherhood, single parenthood, large family, low socio-
economic status of family, low education of mother, family 
carelessness in permitting access to weapons

Ineff ective Parenting

Poor supervision and monitoring, inconsistent discipline, 
harsh discipline and maltreatment, discordant parent–child 
interactions, poor communication and problem solving, 
 parental neglect, low parental warmth

Peers

Rejection by peers, association with deviant siblings, asso-
ciation with deviant peers

School

Poor academic performance, weak bonding to school, low 
educational aspirations, low school motivation, poorly orga-
nized and functioning schools

Neighborhood and Community

Neighborhood disadvantage and poverty, disorganized 
neighborhoods, gang membership, availability of weapons

Sociocultural

Media portrayal of violence, cultural attitudes encouraging 
use of aggression, socialization of children for aggression

Source: Adapted from Loeber and Farrington (2000, p. 749).

such as parental divorce, maltreatment, or other nega-
tive life events that are associated with an increased risk 
of antisocial behavior. Th ird, children’s genotype may 
moderate their susceptibility to these environmental in-
sults in determining whether they develop later antiso-
cial behavior. Th ese and other pathways will need to be 
addressed if the causes of antisocial behavior are to be 
understood (Rutter, 2006).

Studies into gene variants that increase the risk 
for conduct problems have identifi ed possible gene– 
environment interactions. A variant of the gene that 
encodes the neurotransmitter metabolizing enzyme 
monoamine oxidase-A (MAOA) has been of particular 
interest because this gene is related to neural systems in-
volved in aggression. Research has found that maltreated 

W4871.indb   174W4871.indb   174 9/19/08   11:12:12 AM9/19/08   11:12:12 AM



 CHAPTER 6 Conduct Problems 175

children with a genotype related to low-active MAOA 
are more likely to develop antisocial behavior than mal-
treated children not having this genotype (Kim-Cohen 
et al., 2006). Brain imaging studies have also found that 
people with the low-active MAOA genotype show pat-
terns of arousal in areas of the brain that are associated 
with aggression in response to emotion-provoking stim-
uli (Buckholtz & Meyer-Lindenberg, 2008). In addition 
to MAOA, other genes and gene–environment interac-
tions have been implicated in childhood conduct prob-
lems (e.g., Th apar et al., 2005). Findings to date suggest 
that some of these genes may not be specifi c to any one 
type of externalizing disorder but will predispose indi-
viduals to a broad spectrum of conduct problems (Dick, 
2007).

Prenatal Factors and Birth Complications

A number of pregnancy and birth factors (e.g., low birth 
weight) are related to the development of serious conduct 
problems (Brennan, Grekin, & Mednick, 2003). Malnu-
trition during pregnancy is associated with later antiso-
cial behavior, which may be mediated by protein defi -
ciency (Raine, 2002b). Lead poisoning before birth and 
mother’s use of nicotine, marijuana, and other substances 
during pregnancy may also be associated with later 
conduct problems (Day, Richardson, Goldschmidt, & 
Cornelius, 2000; Dietrich et al., 2001; Nigg & Breslau, 
2007). Th ere is some support for maternal alcohol use 
during pregnancy playing a role in conduct problems—
the greater the amount of alcohol consumed, the greater 
the risk of child conduct problems (D’Onofrio et al., in 
press). Although pregnancy and birth factors are corre-
lated with conduct problems, strong evidence that they are 
direct biological causes is lacking (Hodgins, Kratzer, & 
McNeil, 2001). For example, it is possible that a rela-
tion between mothers’ smoking during pregnancy and 
children’s conduct problems in adolescence is best ac-
counted for by the transmission of an underlying antiso-
cial tendency from mother to child, rather than exposure 
to cigarette byproducts during pregnancy (D’Onofrio 
et al., 2008; Gatzke-Kopp & Beauchaine, 2007).

Neurobiological Factors

Gray (1987) proposed that people’s behavioral patterns 
are related to two subsystems of the brain, each having 
distinct neuroanatomical regions and neurotransmit-
ter pathways. Th e behavioral activation system (BAS) 
stimulates behavior in response to signals of reward or 
nonpunishment. In contrast, the behavioral inhibition 
system (BIS) produces anxiety and inhibits ongoing be-
havior in the presence of novel events, innate fear stim-
uli, and signals of nonreward or punishment. Other be-

havioral patterns may result from the relative balance or 
imbalance of activity in these two neural systems. Th ink 
of the BAS as similar to the gas pedal and the BIS as 
similar to the brakes—some individuals ride one more 
heavily than the other.

It has been proposed that antisocial patterns of be-
havior result from an overactive BAS and an underac-
tive BIS—a pattern determined primarily by genetic 
predisposition. Consistent with an overactive BAS, chil-
dren with conduct problems show a heightened sensitiv-
ity to rewards (Frick et al., 2003). In addition, they fail to 
respond to punishment and continue to respond under 
conditions of no reward—patterns that are consistent 
with an underactive BIS (Fowles, 2001).

Individual diff erences in antisocial behavior among 
children and adolescents have been related to variations 
in stress regulating mechanisms, including the hypo-
thalamic–pituitary adrenal (HPA) axis and autonomic 
nervous system (ANS), serotonergic functioning, and 
structural and functional defi cits in the prefrontal cor-
tex of the brain (van Goozen, Fairchild, Snoek, & Har-
old, 2007). Youngsters with CD who show an early onset 
of aggressive symptoms display low psychophysiologi-
cal/cortical arousal and low reactivity of the autonomic 
nervous system (e.g., a lower resting heart rate) (Lorber, 
2004; Raine, 2002b). Low arousal and autonomic reac-
tivity may lead to diminished avoidance learning in re-
sponse to warnings or reprimands, a poor response to 
punishment, and a fearless, stimulus-seeking temper-
ament. In turn, this may lead to antisocial behavior, a 
failure to develop the anticipatory fear needed to avoid 
such behavior, and a lack of conscience. Most children 
respond to discipline and punishment by reducing their 
antisocial behavior. Oft en, the opposite occurs with chil-
dren with conduct problems—when disciplined or pun-
ished they may increase their antisocial behavior and 
become even more defi ant.

In general, low levels of cortical arousal and low au-
tonomic reactivity seem to play a central role in antiso-
cial behavior, particularly for early-onset and persistent 
conduct problems. Many neural, endocrine, and psy-
chophysiological infl uences have been implicated in an-
tisocial behavior. However, the evidence is strong that 
it is the interaction between these neurobiological risks 
and negative environmental circumstances that leads to 
the development and maintenance of antisocial behav-
ior (Raine, 2002a).

Social–Cognitive Factors

Th e connection between children’s thinking and their 
aggressive behavior has been looked at in several ways. 
Some approaches focus on immature forms of think-
ing, such as egocentrism and a lack of social perspective 
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 taking (Selman, Beardslee, Schultz, Krupa, & Podoref-
sky, 1986). Others emphasize cognitive defi ciencies, such 
as the child’s failure to use verbal mediators to regulate 
behavior (Meichenbaum, 1977), or cognitive distortions, 
such as interpreting a neutral event as an intentionally 
hostile act (Crick & Dodge, 1994). Other approaches fo-
cus more broadly on the social–cognitive processes in-
volved in antisocial decision making (Fontaine, 2007).

Dodge and Pettit (2003) have presented a comprehen-
sive social–cognitive framework to account for aggres-
sive behavior and antisocial behavior in children. In this 
model, cognitive and emotional processes play a central 
mediating role. Children are presumed to develop social 
knowledge about their world based on a unique set of 
predispositions, life experiences, and sociocultural con-
texts. In specifi c social situations, children then use this 
social knowledge to guide their processing of social in-
formation in ways that lead directly to certain behaviors. 
For example, when teased in the schoolyard by peers, 
does the child laugh with the crowd, walk away, or strike 
back aggressively? A set of emotional and thought pro-
cesses are presumed to occur between the social stimu-
lus of being teased and the child’s reaction. Th e thinking 
and behavior of antisocial/aggressive children in social 
situations are oft en characterized by defi cits in one or 
more of these steps, as outlined in Table 6.5.

Family Factors

I am convinced that increasing rates of delinquency 
are due to parents who are either too careless or too 
busy with their own pleasure to give suffi  cient time, 
companionship, and interest to their children.

—Former FBI director J. Edgar Hoover, The New York Times, 
December 6, 1947

For children who are at risk for antisocial behavior, pos-
itive parenting practices may reduce the infl uence of the 
child’s genotype on later antisocial behavior, whereas 
negative parenting practices can have the opposite eff ect 
(Feinberg et al., 2007). Many family factors have been 
implicated as possible causes of children’s antisocial be-
havior, including poor disciplinary practices, harsh dis-
cipline, a lack of parental supervision, a lack of aff ection, 
marital confl ict, family isolation, and violence in the 
home (Benjet & Kazdin, 2003; Hoeve et al., 2008). Al-
though the association between family factors and con-
duct problems is well established, the nature of this as-
sociation and the possible causal role of family factors 
continue to be debated.

Family diffi  culties are related to the development of 
both ODD and CD, with a stronger association for chil-
dren on the LCP versus the AL path (Lahey, Loeber, 

Quay, Frick, & Grimm, 1992). A combination of indi-
vidual child risk factors (e.g., diffi  cult temperament) and 
extreme defi cits in family management skills most likely 
accounts for the more persistent and severe forms of an-
tisocial behavior (Caspi & Moffi  tt, 1995).

Family factors are related to children’s antisocial be-
havior in complex ways, and are understood by consid-
ering factors in the environment and in the child. For 
example, physical abuse is a strong risk factor for later 
aggressive behavior. One reason for this link between 
factors appears to be defi cits in the child’s social infor-
mation processing that result from the physical abuse 
(Dodge & Pettit, 2003). As we have seen, the child’s geno-
type can also moderate the link between maltreatment 
and later antisocial behavior, a possible reason that not 
all children who have been abused grow up to victimize 
others (Caspi et al., 2002).

Th e eff ect of marital confl ict on children’s aggres-
sive behavior may be aff ected by several factors, includ-
ing: the parents’ unavailability, the use of inconsistent or 
harsh discipline, lax monitoring, and how the child in-
terprets confl ict between parents (Cummings & Davies, 
2002). Other conditions associated with marital confl ict 
or divorce such as stress, depression, loss of contact with 
one parent, fi nancial hardship, and greater responsibil-
ity at home may also contribute to antisocial behavior 
(Emery, 1999). Interestingly, contact with an absent fa-
ther following marital break-up can be either a risk or a 
protective factor for antisocial behavior, depending on 
whether the father is antisocial (Jaff ee, Moffi  tt, Caspi, & 
Taylor, 2003).

W4871.indb   176W4871.indb   176 9/19/08   11:12:13 AM9/19/08   11:12:13 AM

Text not available due to copyright restrictions



 CHAPTER 6 Conduct Problems 177

Physical abuse is a strong risk factor for later aggressive 
behavior.
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A child’s oppositional behavior may also lead to negative 
parenting behavior.
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Nick’s mother says:
Nick hit a neighborhood kid on the head with a two-by-
four; the injured child required 16 stitches. Th en he killed 
another kitten by jumping on it from his bunk bed. 
I lost control. I told him I hated him, I grabbed him by 
the cheek, I pinched it a little too hard. I didn’t know 
what to do. (Colapinto, 1993, p. 150)

Cruel and aggressive behaviors can evoke strong 
reactions, like the anger and overly harsh response by 
Nick’s mother. An important concept for understand-
ing family infl uences on antisocial behavior is recipro-
cal infl uence, which means that the child’s behavior is 
both infl uenced by and infl uences the behavior of oth-
ers. Negative parenting practices may lead to antisocial 
behavior, but they may also be a reaction to the opposi-
tional and aggressive behaviors of their children.

In an interesting study of reciprocal infl uence, moth-
ers of boys with and without CD were asked to interact 
with three boys—their own son, a boy with CD, and a 
boy without CD (Anderson, Lytton, & Romney, 1986). 
All mothers were more demanding and negative when 
interacting with a child with CD, which supports a 
child-to-parent eff ect. However, mothers of boys with 
CD responded most negatively to their own sons, sug-
gesting that previous negative interactions with their 
child also had an eff ect. Reciprocal infl uence is a useful 
way to think of the interplay between family infl uences 
and antisocial behavior over the course of development. 
However, it is also possible that some aspects of the fam-
ily environment are related to antisocial behavior as a 

result of a shared genetic predisposi-
tion that leads both parent and child 
to display similar behavior patterns.

Coercion Theory
Gerald Patterson’s coercion theory 
contends that parent–child interac-
tions provide a training ground for 
the development of antisocial be-
havior (Patterson, Reid, & Dishion, 
1992). Th is occurs through a four-
step,  escape-conditioning sequence in 
which the child learns to use increas-
ingly intense forms of noxious behavior 
to escape and avoid unwanted paren-
tal demands. Th e coercive  parent–child 
interaction described in Box 6.5 
begins when a mother fi nds her son 
Paul, who is failing in school, watch-
ing TV rather than doing his home-
work. Coercive parent–child interac-
tions are made up of well-practiced 
actions and reactions, which may 
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 discipline—too much or too little can both have adverse 
eff ects. Th e relationship between parental discipline and 
antisocial behavior may also vary with the family’s cul-
tural background, the emotional climate in which dis-
cipline is used, and the gender of the parent–child pair. 
For example, discipline may be most eff ective in same-
 gender parent–child pairs—discipline of daughters by 
mothers and sons by fathers (Deater-Deckard & Dodge, 
1997).

Attachment Theories
Attachment theories emphasize that the quality of chil-
dren’s attachment to parents will determine their even-
tual identifi cation with parental values, beliefs, and 
standards. Secure bonds with parents promote a sense 
of closeness, shared values, and identifi cation with the 
social world. Attachment theories contend that children 
refrain from antisocial behavior because they have a 
stake in conformity.

Children with conduct problems oft en show little 
internalization of parent and societal standards. Even 
when they comply with parental requests, they may do 
so because of perceived threats to their freedom or phys-
ical safety (Shaw & Bell, 1993). When these threats are 
not present, such as when the child is unsupervised, an-
tisocial behavior is likely to occur. Weak bonds with par-
ents may lead the child to associate with deviant peers, 
which in turn may lead to delinquency and substance 
abuse (Elliott, Huizinga, & Menard, 1989).

Research fi ndings support a relationship between in-
secure attachments and antisocial behavior during child-
hood and adolescence (Greenberg, DeKlyen, Speltz, & 
Endriga, 1997). However, it is unclear whether attach-
ment quality by itself can predict current or future vari-
ation in the severity of conduct problems. It is likely that 
the relationship between attachment and antisocial be-
havior is aff ected by many factors, including the child’s 
gender, temperament, and family management practices 
(Burgess, Marshall, Rubin, & Fox, 2003).

Other Family Problems

In addition to the negative parenting practices and at-
tachment problems that we have discussed, other fam-
ily factors such as instability and stress, and parental 

occur with little awareness. Th is process is called a “re-
inforcement trap” because, over time, all family mem-
bers become trapped by the  consequences of their own 
behaviors. For example, mothers of antisocial children 
are eight times less likely to enforce demands than are 
mothers of nonproblem children (Patterson et al., 1992).

Th e relationship between parenting and conduct 
problems also appears to be aff ected by a child’s callous–
unemotional traits. In one report, ineff ective parenting 
was related to conduct problems, but only in children 
low on callous–unemotional traits (Wootton, Frick, 
Shelton, & Silverthorn, 1997). Children with callous– 
unemotional traits displayed signifi cant conduct prob-
lems regardless of the quality of parenting they received. 
Th e relationship between parental discipline and con-
duct problems may also be aff ected by the amount of 

J A K E  A N D  R E G G I E

All Odds Against Them

Linda M., single mother of 2-year-old Jake and 4-year-old Reggie, 

sought treatment because Reggie was engaging in severe and un-

controllable aggressive behaviors, including hitting, kicking, and 
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Parental Criminality and Psychopathology
Aggressive and antisocial tendencies run in families, 
within and across generations (Blazei, Iacono, & Krue-
ger, 2006; D’Onofrio et al., 2007). In fact, children’s ag-
gression is correlated with their parents’ childhood ag-
gression at the same age (Huesmann, Eron, Lefk owitz, & 
Walder, 1984). Parents of antisocial children have higher 
rates of arrests, motor vehicle violations, license suspen-
sions, and substance abuse (Dishion & Patterson, 2006). 
Antisocial individuals are likely to be ineff ective parents, 
especially during discipline confrontations when they 
display an irritable, explosive style of interaction. Cer-
tain types of parental psychopathology, such as antiso-
cial personality disorder, are strongly and specifi cally re-
lated to CD in their children (Herndon & Iacono, 2005). 
Th is relationship is particularly clear for fathers, as is the 
link between paternal criminal behavior and substance 
abuse and child antisocial patterns (Lahey, 2008). Th e 
strong association between paternal antisocial personal-
ity disorder and child antisocial behavior is independent 
of whether the father lives in the home, or of the degree 
of contact between father and child (Tapscott, Frick, 
Wootton, & Kruh, 1996). For mothers, antisociality, his-
trionic personality (excessive emotionality and attention 
seeking), and depression are related to children’s antiso-
cial behavior (Dishion & Patterson, 2006).

Societal Factors

Causes of antisocial behavior at the level of the indi-
vidual and family tell only part of the story, since they 
interact with the larger societal and cultural context in 
determining conduct problems (Sampson, 1992). Th ere 
is little doubt that poverty, neighborhood crime, family 
disruption, and residential mobility are related to crime 
and delinquency in young people (Schonberg & Shaw, 
2007). However, the specifi c mechanisms by which 
these conditions lead to crime and delinquency are not 
known.

biting Jake. She was depressed and at risk for suicide. Her boy-

friend Hank is the father of the two children. He lives nearby and 

demands that she come over so he can see the children. During 

these visits, he engages her in what she refers to as “forced sex” 

(i.e., rape), and he demands that Jake and Reggie remain with 

them and watch. In principle, Linda could have refused the visits. 

However, Hank threatened that if she did not comply, he would 

stop paying child support, take Jake and Reggie away in a custody 

battle, kill himself, or come over to the house and kill her and the 

two boys. These threats of violence were to be taken seriously 

because Hank had a prior arrest record for assault and brandished 

a gun. (Adapted from Conduct Disorders in Childhood and Adoles-

cence, by A. E. Kazdin, p. 17. Copyright © 1995 by Sage Publica-

tions. Adapted by permission.)

criminality and psychopathology may also contribute to 
children’s conduct problems.

Family Instability and Stress
Families of children with conduct problems are oft en 
characterized by an unstable family structure with fre-
quent transitions, including changes in parents and 
changes in residence (Dishion & Patterson, 2006). Fam-
ily instability is related to a child’s heightened risk for 
antisocial behavior, academic problems, anxiety and de-
pression, association with deviant peers, and criminal 
conviction (Kasen, Cohen, Brook, & Hartmark, 1996). 
In most cases, the impact of divorce on a child’s anti-
social behavior is related to the family disruption and 
confl ict that accompany it (Emery, 1999). In some cases, 
a child’s antisocial behavior may contribute to family 
instability by increasing the chances of divorce (Block, 
Block, & Gjerde, 1986).

High family stress is associated with negative child 
behavior in the home, and may be both a cause and an 
outcome of antisocial behavior. Unemployment, low 
SES, and multiple family transitions are related specif-
ically to childhood-onset CD, but not adolescent-onset 
CD. Among family stressors, poverty is one of the stron-
gest predictors of CD and high rates of crime (Pagani, 
Boulerice, Vitaro, & Tremblay, 1999). But what consti-
tutes the “active ingredient” in the link between pov-
erty and antisocial behavior? In this regard, instability, 
residential mobility, and disruptions in parenting prac-
tices have all been found to be important (Dodge, Pet-
tit, & Bates, 1994). Th e amplifi er hypothesis states that 
stress amplifi es the maladaptive predispositions of par-
ents (e.g., poor mental health), thereby disrupting family 
management practices and compromising parents’ abil-
ity to be supportive of their children (Conger, Ge, Elder, 
Lorenz, & Simons, 1994).
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Th eories of social disorganization propose that com-
munity structures impact the family processes that then 
aff ect the child’s adjustment (Sampson & Laub, 1994). 
Adverse contextual factors (e.g., low SES) are associated 
with poor parenting, particularly coercive and inconsis-
tent discipline and poor parental monitoring. In turn, 
these factors are associated with an early onset of antiso-
cial behavior, early arrest, and chronic off ending during 
adolescence (Capaldi & Patterson, 1994). A vicious cy-
cle of adaptational failure and added stress places down-
ward pressure on both the parent and the child. Th e an-
tisocial individual is more vulnerable and at greater risk 
of entering a class of divorced, unemployed, and disad-
vantaged people (Dishion & Patterson, 2006). For ex-
ample, social disadvantage, increased mobility, divorce, 
early sexual activity, and working-mother status may 
lead to an increase in mothers who are at greater risk 
for antisocial parenting practices. Also, less skilled an-
tisocial mothers may drift  into areas of large cities that 
isolate them from family and neighbors and lead them 
to function in an atmosphere of mistrust and minimal 
communication. When these women become pregnant 
again, they may have reduced access to public health 
services. Poor diet and drugs may result in a higher in-
cidence of low birth weight, prematurity, and birth de-
fects in their off spring, which in turn make their infants 
and toddlers more diffi  cult to parent. Th e combination 
of a diffi  cult infant and an unskilled parent increases the 
likelihood of antisocial behavior and subsequent onset 
of arrest. In this way, the generation of conduct prob-
lems cycles again and again.

Neighborhood and School
Antisocial behavior in youth is disproportionately con-
centrated in poor neighborhoods characterized by a 
criminal subculture that supports drug dealing and 
prostitution, peer group violence, delinquent gang mem-
bership, frequent transitions and mobility, and low social 
support from neighbors or religious groups (Leventhal & 
Brooks-Gunn, 2000). In addition, antisocial people tend 
to select neighborhoods with other people like them. 
Th e social selection hypothesis states that people who 
move into diff erent neighborhoods diff er before they ar-
rive, and those who remain diff er from those who leave. 
Th is creates a community organization that minimizes 
productive social relations and eff ective social norms, 
and the antisocial behavior becomes stabilized (Samp-
son, Raudenbush, & Earls, 1997). Th e eff ects of commu-
nity characteristics on crime and delinquency are likely 
to be reinforced by neighborhood social disorganization 
characterized by few local friendship and acquaintance 
networks, low participation in local community organi-
zations, and an inability to supervise and control teen-
age peer groups (Sampson & Groves, 1989). In fact, the 

Weapons signs such as this one in the Los Angeles area are 
routinely posted outside schools.
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main infl uence of eff ective parents in high-risk neigh-
borhoods seems to be in countering gang membership 
(Tolan, Gorman-Smith, & Henry, 2003).

In high-risk neighborhoods, enrollment in a poor 
school is associated with antisocial and delinquent be-
havior, whereas a positive school experience can be a 
protective factor for the development of these behaviors 
(Rutter, 1989). A good school environment character-
ized by clear requirements for homework completion, 
high academic expectations, clear and consistent disci-
pline policies, and incentives for appropriate school be-
havior and achievement may partially compensate for 
poor family circumstances. Systematic interventions to 
promote these school characteristics have resulted in 
school-wide reductions in children’s conduct problems 
(Gottfredson, Gottfredson, & Hybel, 1993).

Media
I believe that this kind of vicarious adventure, escape, 
excitement, even blood and thunder is necessary and 
important to most children as outlets for their own 
emotions, particularly their feelings of aggression.

—Josette Frank, Media Consultant

Programs interestingly depicting antisocial conduct, 
crime, murder, infl uence children to antisocial attitudes 
and lead to aggression.

—Judge Jacob Panken, New York City Children’s Court

Th ese contrasting expert opinions were presented more 
than 60 years ago (Th e New York Times, April 14, 1946) 
in reference to the infl uence of radio on children. Th e 
controversy regarding media infl uences on aggression in 
young people rages on today. Parents, teachers, policy-
makers, and the press have expressed concerns about the 
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possible adverse impact of violence in movies, TV, video 
games, text messages, and the Internet on children’s so-
cial development and aggressive behavior. In consider-
ing media infl uences on children’s antisocial behavior, 
we discuss the relation between TV violence and chil-
dren’s aggressive behavior because most of the research 
has been conducted in this area. Research into the new 
media is increasing at a rapid pace (Varnhagen, 2006). 
Th e fi ndings from studies of TV violence and children’s 
aggressive behavior should help us in answering ques-
tions about children’s use of the Internet, their exposure 
to unwanted or undesirable information, and how they 
are aff ected by this exposure.

At one extreme, some researchers claim that TV vio-
lence verges on child maltreatment and that we can re-
duce murders by unplugging the TV; others argue that 
there is little evidence for a causal relation between TV 
violence and aggressive behavior. By the time a child 
in the United States reaches grade 6, he or she has wit-
nessed 8,000 or more murders on TV and well over 
100,000 other acts of violence (Leland, 1995). Th e con-
cern is that this steady diet of violence leads children to 
think violence is normal, to become desensitized to the 
suff ering of real people, or to become aroused by images 
they see and want to mimic these violent acts. For exam-
ple, one 5-year-old boy, aft er watching his favorite car-
toon characters pull one of their famous arson stunts, 
set his house ablaze. His younger sister was killed in the 
fi re. Th us, exposure to media violence can be both: (1) a 
short term precipitating factor for aggressive and violent 
behavior that results from priming, excitation, or imi-
tation of specifi c behaviors, and (2) a long-term predis-
posing factor for aggressive behavior acquired via de-
sensitization to violence and observational learning of 
an aggression-supporting belief system (i.e., “the world 
is a hostile place,” “aggression is acceptable,” “aggres-

sion can be used to solve social problems”) (Huesmann, 
Moise-Titus, Podolski, & Eron, 2003).

Exposure to media violence may reinforce preexist-
ing antisocial tendencies in some children. For example, 
in a series of studies spanning a decade, children with 
conduct problems were found to view relatively large 
amounts of violent material, prefer aggressive charac-
ters, and believe fi ctional content to be true (Gadow & 
Sprafk in, 1993). However, it is not only children with pre-
existing violent tendencies who are likely to be aff ected. 
Long-term studies have found that childhood exposure 
to media violence between ages 6 and 9, identifi cation 
with aggressive TV characters, and perceived realism of 
TV violence predict serious aggressive and criminal be-
havior 15 years later (Huesmann et al., 2003).

Th e correlation between TV violence and aggres-
sion is indisputable—but does TV violence cause ag-
gression, and if so, how? Although research suggests a 
causal relation (Anderson & Bushman, 2002; Johnson 
et al., 2002), answers to these questions remain elusive 
despite decades of research and a pressing urge to act on 
research fi ndings through social policies to fi lter violent 
content and inform users. It is unlikely that media in-
fl uences alone (TV or other forms) can account for the 
substantial amount of antisocial behavior in young peo-
ple (Rutter & Smith, 1995). Like other risk factors, media 
infl uences interact with child, family, community, and 
cultural factors in contributing to conduct problems. 
But clearly they are an important and unique contrib-
uting factor. Exposure to media violence won’t turn an 
otherwise well-adjusted child into a violent criminal. 
However, “just as every cigarette one smokes increases 
a little bit the likelihood of a lung tumor some day . . . 
every violent TV show increases a little bit the likeli-
hood of a child growing up to behave more aggressively 
in some situation” (Huesmann et al., 2003, p. 218).

Source: Calvin & Hobbes. © Watterson. Reprinted with permission of Universal Press Syndicate. All rights reserved.
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Cultural Factors

Cultural diff erences in the expression of aggressive be-
havior are dramatic. Across cultures, socialization of 
children for aggression has been found to be one of the 
strongest predictors of aggressive acts such as homi-
cide and assault. As the following examples of contrast-
ing socialization practices illustrate, aggression may be 
an inadvertent consequence of a culture’s emphasis on 
training “warriors”:

The Kapauku of Western New Guinea:

At about 7 years of age, a Kapauku boy begins to be under 
the father’s control, gradually sleeping and eating only 
with the men and away from his mother. . . . His train-
ing [to be a brave warrior] begins when the father engages 
his son in mock stick fi ghts. Gradually the fi ghts become 
more serious and possibly lethal when the father and son 
shoot real war arrows at each other. Groups of boys play 
at target shooting; they also play at hitting each other over 
the head with sticks. (Ember & Ember, 1994, p. 639–640)

Th e homicide rate among the Kapauku from 1953 to 
1954 was estimated at 200 per 100,000, approximately 
fi ve times the current murder rates in the United States.

The Lepcha of the Indian Himalayas:

Th e Lepcha are very clear about what they expect from 
their children. “Good children help out with the work, 
tell the truth, listen to teaching from elders, help old 
people, and are peaceable. Bad children quarrel with and 
insult people, tell lies, draw their knives in anger when 
reprimanded, and do not do their share of the work.” 
(Ember & Ember, 1994, p. 641)

Interviews with the Lepcha people revealed that the 
only authenticated murder in their culture had occurred 
about 200 years ago (Ember & Ember, 1994).

Rates of antisocial behavior vary widely across and 
within cultures, and not necessarily in relation to tech-
nological gains, material wealth, or population density. 
For example, some third world countries that value in-
terdependence are characterized by high rates of proso-
cial behavior, and some places with high population den-
sity have very low rates of violence. Th e United States is 
by far the most violent of all industrialized nations, with 
homicide rates that are many times the rates in Europe.

Minority status is associated with antisocial behav-
ior in the United States, with elevated rates of antisocial 
behavior in African American, Hispanic American, and 
Native American youths (Elliott et al., 1985). However, 
studies of national samples have reported either no or 
very small diff erences in antisocial behavior related to 
race or ethnicity when SES, gender, age, and referral sta-
tus are controlled for (Achenbach, Howell, Quay, & Con-

ners, 1991; Lahey et al., 1995). Th us, although external-
izing problems are reported to be more frequent among 
minority-status youth, this fi nding is likely related to 
economic hardship, limited employment opportunities, 
residence in high-risk urban neighborhoods, and mem-
bership in antisocial gangs (Lahey & Waldman, 2003).

section summary
Causes
• Conduct problems in children are best accounted for by 

multiple causes or risk and protective factors that operate 
in a transactional fashion over time.

• Adoption and twin studies indicate that genetic infl u-
ences account for about 50% of the variance in antisocial 
behavior.

• Genetic contributions to overt forms of antisocial behav-
ior, such as aggression, are stronger than for covert acts, 
such as stealing or lying.

• Antisocial behavior may result from an overactive behav-
ioral activation system (BAS) and an underactive behav-
ioral inhibition system (BIS). Low levels of cortical arousal 
and autonomic reactivity and defi cits in the prefrontal 
cortex seem to play an important role, particularly for 
childhood-onset/persistent CD.

• Many family factors have been implicated as possible 
causes of children’s antisocial behavior, including marital 
confl ict, family isolation, violence in the home, poor disci-
plinary practices, a lack of parental supervision, and inse-
cure attachments.

• Family instability and stress, parental criminality and anti-
social personality, and antisocial family values are risk fac-
tors for conduct problems.

• The structural characteristics of the community provide a 
backdrop for the emergence of conduct problems by giv-
ing rise to community conditions that interfere with the 
adoption of social norms and the development of pro-
ductive social relations.

• School, neighborhood, and media infl uences are all po-
tential risk factors for antisocial behavior, as are cultural 
factors, such as minority group status and ethnicity.

Treatment and Prevention

S C O T T

Salvageable?

Scott, age 10, was referred after setting a fi re in the schoolyard. 

While his therapist saw Scott as “potentially salvageable,” his 

W4871.indb   182W4871.indb   182 9/19/08   11:12:17 AM9/19/08   11:12:17 AM



 CHAPTER 6 Conduct Problems 183

wald, & Rowland, 1994). Incarceration may not even 
serve a community protection function, since youths 
who are incarcerated and then released oft en commit 
more crimes than youths kept at home and given treat-
ment (Henggeler, 1996).

Since children’s conduct problems are known to show 
a developmental progression, diversifi cation, and esca-
lation over time, treatments must be sensitive to where a 
youngster is in this trajectory. Treatment methods and 
goals will diff er for preschoolers, school-age children, 
and adolescents, and diff er according to the type and se-
verity of the child’s conduct problems. In general, the fur-
ther along a child is in the progression of antisocial be-
havior, the greater is the need for intensive interventions 
and, unfortunately, for children like Scott, the poorer is 
the prognosis. In fact, if early-onset antisocial behavior is 
not changed by the end of grade 3, it might best be treated 
as a chronic condition much like diabetes, which cannot 
be cured but can be managed or contained through on-
going interventions and supports (Kazdin, 1995). Th is 
troubling situation of high treatment eff ort and cost with 
less return for older children has led to a reevaluation of 
priorities and a growing emphasis on early intervention 
and prevention (Powell, Lochman, & Boxmeyer, 2007). A 
comprehensive two-pronged approach to the treatment of 
conduct problems is needed that includes (Frick, 2000):

• Early intervention/prevention programs for young 
children just starting to display problem behaviors

• Ongoing interventions to help older youths and their 
families cope with the many associated social, emo-
tional, and academic problems

To illustrate the many treatments for children and ad-
olescents with conduct problems, we next highlight three 
representative treatment approaches with some proven 
success (Eyberg, Nelson, & Boggs, 2008)—parent man-
agement training (PMT), problem-solving skills train-
ing (PSST), and multisystemic treatment (MST) (see 
Table 6.6). We also discuss promising new preventive in-
terventions for young children. Almost all forms of treat-
ment provide corrective interpersonal experiences with 
parents, siblings, and peers, because most antisocial acts, 
including violence, occur between the child and family 
members or peers. In addition, given the pervasiveness 
of conduct problems across settings, nearly all treatments 
include components designed to change the child’s be-
havior at home, at school, and in the community.

Parent Management Training (PMT)

Parent management training (PMT) teaches parents to 
change their child’s behavior at home and in other set-
tings (Brinkmeyer & Eyberg, 2003; McMahon & Fore-

parents were not willing to pursue therapy. As a result, Scott was 

placed in a boarding school for “troubled boys” . . . After 3 weeks 

at this school, he was expelled for burning down the dorm . . . 

Charges were pressed and he was sent to a group home for delin-

quent boys. He remained there for 3 months before he and two 

older boys ran away. They were caught a few days later when they 

attacked a homeless man, stealing his money ($4.85) and beating 

him. As a result of this crime, Scott was sent to a detention facility 

until he turned 18. His therapist heard nothing further. (Adapted 

from Morgan, 1999)

Many forms of treatment will be tried throughout the 
life of a youngster with severe conduct problems. Treat-
ment may begin during the preschool years or, more 
typically, as was the case with Scott, when severe anti-
social behavior at school leads to referral. Ongoing con-
tacts with the educational, mental health, and judicial 
systems may result in referral for one or more of a wide 
range of treatments. Th e most promising treatments use 
a combination of approaches, which are applied across 
individual, family, school, and community settings (Ka-
zdin, 2007). In addition, treatment frequently requires 
that related family problems, such as maternal depres-
sion, marital discord, abuse, and other stressors must be 
addressed if gains are to be generalized and maintained 
(McMahon et al., 2006).

Most people understand that family dysfunction, 
abuse, school expulsion, association with drug-using 
peers, residence in a high-crime area, and minimal pa-
rental supervision contribute to serious conduct prob-
lems (Henggeler, 1996). However, despite this recogni-
tion, typical and oft en court-mandated treatments such 
as psychotherapy, group therapy, tutoring, punishment, 
wilderness programs, or boot camps fail to meaning-
fully address these determinants, and thus are among 
the least eff ective approaches (Lipsey, 1995). Despite 
their lack of eff ectiveness in treating serious antisocial 
behaviors, offi  ce-based individual counseling and fam-
ily therapy are oft en provided because they can be rel-
atively inexpensive (Tate, Reppucci, & Mulvey, 1995). 
Group treatments that bring together antisocial youth 
may make the problem worse, since associating with 
like-minded individuals oft en encourages antisocial be-
havior (Dishion & Dodge, 2005).

As we saw for Scott, restrictive approaches such as 
residential treatment, inpatient psychiatric hospitaliza-
tion, and incarceration also show little eff ectiveness and 
have the additional disadvantage of being extremely ex-
pensive (Henggeler & Santos, 1997). Unfortunately, a sig-
nifi cant proportion of mental health dollars for youths 
is still spent on restrictive out-of-home placements that 
may cause more harm than good (Sondheimer, Schoen-
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produce short-term gains, its long-term eff ectiveness 
is less clear (McMahon et al., 2006). In addition, PMT 
makes numerous demands on parents to master and im-
plement procedures in the home, attend meetings, and 
maintain phone contacts with the therapist. For families 
under stress with few resources, these demands may be 
too great to allow the family to continue in treatment 
(Lundahl, Risser, & Lovejoy, 2006).

Th e application of PMT is rarely straightforward. Th e 
need to change their own parenting practices may not be 
recognized by parents who believe that diffi  culties occur 

T A B L E  6 . 6  Eff ective Treatments for Children with Conduct Problems

Treatment Overview

Parent Management Training (PMT)  Teaches parents to change their child’s behavior in the home and in other settings 
using contingency management techniques. The focus is on improving parent–child 
interactions and enhancing other parenting skills (e.g., parent–child communication, 
monitoring, and supervision).

Problem-Solving Skills Training (PSST)  Identifi es the child’s cognitive defi ciencies and distortions in social situations and 
provides instruction, practice, and feedback to teach new ways of handling social 
situations. The child learns to appraise the situation, change his or her attributions 
about other children’s motivations, be more sensitive to how other children feel, and 
generate alternative and more appropriate solutions.

Multisystemic Treatment (MST)  An intensive approach that draws on other techniques such as PMT, PSST, and mari-
tal therapy, as well as specialized interventions such as special education, and refer-
ral to substance abuse treatment programs or legal services.

T A B L E  6 . 7  Key Features of Parent 
Management Training (PMT)

• There is minimal or no direct intervention of the thera-
pist with the child.

• Parents learn procedures to change parent–child inter-
actions, promote positive child behavior, and decrease 
antisocial behavior.

• Parents learn new ways to identify, defi ne, and observe 
their child’s problem behaviors.

• Treatment sessions cover the eff ective use of com-
mands; ways to set clear rules; use of praise, tangible 
rewards, or tokens for desired behavior; use of mild pun-
ishment such as time-out from reinforcement or loss of 
privileges; negotiation; and contingency contracting.

• Sessions allow parents to see how new techniques are 
implemented, to practice using them, and to review 
progress in the home.

• Homework assignments are used to promote general-
ization of the skills learned in treatment to the home 
and other settings.

• Progress in treatment is carefully monitored, and ongo-
ing adjustments are made as needed.

Source: Adapted from Conduct Disorders in Childhood and Adolescence, by A. E. Kazdin, 
pp. 83–84. Copyright © 1995 by Sage Publications. Adapted by permission.

hand, 2003). Its underlying assumption is that mal-
adaptive parent–child interactions are at least partly 
responsible for producing and sustaining the child’s 
antisocial behavior. Changing the way parents interact 
with their child will lead to improvements in the child’s 
behavior. Although negative parent–child exchanges are 
seen as the joint outcome of parent and child behavior, 
the easiest and most desirable point of entry in modi-
fying these interactions is by changing parent behavior. 
Th e goal of PMT is for the parent to learn specifi c new 
skills (Kazdin, 2005). Many of the variations of PMT 
can be individual versus group training, training in the 
clinic versus in the home, or the use of live versus video-
taped training materials, and all share several features 
(see Table 6.7).

PMT has a number of strengths and some limitations 
(McMahon et al., 2006). Many excellent treatment man-
uals and training materials have been developed that 
facilitate its widespread use (e.g., Barkley, 1997e; Mc-
Mahon & Forehand, 2003). In addition, PMT has been 
evaluated more than any other treatment for conduct 
problems (Eyberg et al., 2008). Th ese evaluations have 
repeatedly demonstrated the short-term eff ectiveness 
in producing changes in parent and child behavior. Th e 
average child whose parents participate in PMT shows 
better adjustment aft er treatment than 80% of children 
whose parents do not participate (Serketich & Dumas, 
1996). In addition to changes in the referred child, PMT 
has also been associated with reductions in the problem 
behaviors of siblings and reduced stress and depression 
in the parents.

PMT has been most eff ective with parents of children 
younger than 12 years of age and less so with adolescents 
(Dishion & Patterson, 1992). In light of this, promising 
adaptations of these interventions have also been devel-
oped for working with older adolescents and their fam-
ilies (Dishion & Kavanagh, 2003). Although PMT can 
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because their child is stubborn, their marriage is bad, 
work is interfering with the time they spend together, or 
school personnel are unfair. In fact, parents of children 
with conduct problems frequently believe they use good 
parenting practices but their child fails to respond. It is 
important to address these parental beliefs and concerns 
if treatment is to be successful (Morrisey-Kane & Prinz, 
1999). In addition, PMT practitioners have increasingly 
come to recognize the importance of marital and social 
support, therapy style and engagement, and ethnic and 
cultural factors in treatment (Yasui & Dishion, 2007).

Problem-Solving Skills Training (PSST)

Problem-solving skills training (PSST) focuses on the 
cognitive defi ciencies and distortions displayed by chil-
dren and adolescents with conduct problems in inter-
personal situations (Kazdin, 2003). PSST is used both 
alone and in combination with PMT, as required by the 
family’s circumstances. Th e underlying assumption of 
PSST is that the child’s perceptions and appraisals of en-
vironmental events will trigger aggressive and antiso-
cial responses, and that correcting faulty thinking will 
lead to changes in behavior. As described in Box 6.6, the 
child is taught to use fi ve problem-solving steps to iden-
tify thoughts, feelings, and behaviors in problem social 
situations.

During PSST, the therapist uses instruction, practice, 
and feedback to help the child discover diff erent ways to 
handle social situations. To accomplish this, children 
learn to appraise the situation, identify self-statements 
and reactions, and alter their attributions about other 
children’s motivations. Th ey also learn to be more sen-
sitive to how other children feel, to anticipate others’ 
reactions, and to generate appropriate solutions to so-
cial problems. Th e key features of PSST are outlined in 
Table 6.8.

PSST is eff ective with children and youths who are 
clinically referred for conduct problems, with benefi ts 
extending to parent and family functioning (Kazdin, 
2003; Kazdin & Wassell, 2000). Research supports the 
emphasis on the relationship between maladaptive cog-
nitions and aggressive behavior on which PSST is based, 
and PSST procedures are carefully specifi ed in treatment 
manuals. However, it is not yet clear whether changes in 
maladaptive cognitions are responsible for behavioral 
improvements. Indeed, the alteration of cognitive pro-
cesses may not necessarily lead to changes in behav-
ior. Finally, although most children improve as a result 
of PSST, some may continue to display more problems 
than their nondeviant peers. Th us, more enduring PSST 
interventions are being developed to meet the needs of 
families of children with conduct problems whose prob-
lems are particularly severe.

T A B L E  6 . 8  Key Features of Problem-Solving Skills 
Training (PSST)

• Emphasizes the child’s thinking, although the behaviors 
that result from thinking are also viewed as important.

• Self-statements are used to direct attention to aspects 
of the problem that lead to eff ective solutions.

• Treatment uses structured tasks, which include games, 
school activities, or stories.

• The child learns to apply cognitive problem-solving 
skills to real-life situations.

• The therapist plays an active role in treatment, giving 
examples of the cognitive processes and providing feed-
back and praise.

• Treatment combines modeling, practice, role playing, 
behavioral contracts, reinforcement, and mild punish-
ments, such as the loss of points or tokens.

• Treatment emphasizes the extension of problem solving 
to the child’s everyday life through the use of homework 
assignments and parent involvement.

Source: Adapted from Conduct Disorders in Childhood and Adolescence, by A. E. Kazdin, 
pp. 81–82. Copyright © 1995 by Sage Publications. Adapted by permission.
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the need for intensive home- and school-based interven-
tions that can compete with the child’s negative devel-
opmental history, poor family and community environ-
ment, and deviant peer associations (Prinz & Sanders, 
2007; Wilson & Lipsey, 2007). Th e main assumptions of 
preventive interventions are (Webster-Stratton, 1996):

• Conduct problems can be treated more easily and 
more eff ectively in younger than older children.

• By counteracting risk factors and strengthening pro-
tective factors at a young age, it is possible to limit 
or prevent the escalating developmental trajectory 
of increased aggression, peer rejection, self-esteem 
defi cits, conduct disorder, and academic failure that 
is commonly observed in children with childhood-
onset conduct problems.

• In the long run, preventive interventions will reduce 
the substantial costs to the educational, criminal jus-
tice, health, and mental health systems that are asso-
ciated with conduct problems.

Carolyn Webster-Stratton has developed an in-
tensive and multifaceted early-intervention program 
for parents and teachers of 2- to 10-year-old children 
with or at risk for conduct problems (Incredible Years; 

Multisystemic Treatment (MST)

Multisystemic treatment (MST) is an intensive family- 
and community-based approach for adolescents with se-
vere conduct problems that place them at risk for out-
of-home placements (Henggeler, Sheidow, & Lee, 2007). 
MST views the adolescent with conduct problems as 
functioning within interconnected social systems, in-
cluding the family, school, neighborhood, and court 
and juvenile services (Henggeler, Schoenwald, Borduin, 
Rowland, & Cunningham, 1998). Antisocial behav-
ior results from, or can be maintained by, transactions 
within or between any of those systems. MST seeks to 
empower caregivers to improve youth and family func-
tioning (Cunningham, Henggeler, Brondino, & Pick-
rel, 1999). Th us, treatment is carried out with all family 
members, school personnel, peers, juvenile justice staff , 
and other individuals in the child’s life. MST is an inten-
sive approach that also draws on PMT, PSST, and mari-
tal therapy, as well as specialized interventions such as 
special education and referral to substance abuse treat-
ment programs or legal services. In eff ect, MST attempts 
to address the many determinants of severe antisocial 
behavior (Rowland et al., 2000). Th e guiding principles 
of MST are outlined in Table 6.9.

Outcome studies of MST with extremely antisocial 
and violent youths have found this approach to be supe-
rior to usual services, individual counseling, community 
services, and psychiatric hospitalization. In addition, 
studies have found decreases in delinquency and aggres-
sion with peers, improved family relations, and reduc-
tions in out of home placements. Importantly, MST has 
been found to reduce long-term rates of criminal behav-
ior for periods as long as 5 years aft er treatment. MST 
is also cost-eff ective, with costs estimated at one-fi ft h 
of the costs for more conventional interventions (Heng-
geler & Lee, 2003; Ogden & Hagen, 2006).

Since studies of MST have not yet diff erentiated be-
tween adolescents who show life-course–persistent and 
those with adolescence-limited patterns of antisocial 
behavior, it is diffi  cult to know whether successful out-
comes reported for this approach apply equally to both 
groups. It is possible that part of the success of MST may 
be in helping adolescent-limited youngsters decrease 
their association with deviant peers and, by doing so, 
lowering the age at which they desist from delinquent 
behavior.

Preventive Interventions

Until recently, treatments for older children with con-
duct problems were given far greater attention than pro-
grams of early intervention and prevention. Fortunately, 
this situation is changing, with a growing recognition of 
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Webster- Stratton & Reid, 2003). Th is program uses in-
teractive videotapes as a foundation for training, which 
permits widespread use at a relatively low cost. In ad-
dition to teaching child management skills, the pro-
gram also addresses the associated individual, family, 
and school diffi  culties that accompany conduct prob-
lems. Parents are taught personal self-control strategies 
for managing anger, depression, and blame. As a result, 
they learn eff ective communication skills, strategies for 
coping with confl ict at home and at work, and ways to 
strengthen social supports. Teachers are taught ways to 
strengthen positive relationships with students, eff ective 
classroom discipline, strategies for teaching social skills, 
anger management, problem solving skills, and how 
to increase collaboration with parents. In addition to 
the parent and teacher training programs, there is also 
an Incredible Years Child Training program for 3- to 
8-year-olds who meet with a therapist in small groups of 
6 children for 2 hours a week. Children view videotapes 
of confl ict situations at school and home that illustrate 
problem-solving and social skills. Following this, chil-
dren discuss feelings, generate ideas for more eff ective 
responses, and role-play alternative behaviors.

A number of studies have provided support for the ef-
fectiveness of these early interventions in reducing later 
conduct problems for two-thirds or more of children 
whose parents are involved (Webster-Stratton, Reid, & 
Hammond. 2004). Th is early intervention/prevention 
program is now more frequently based in schools, with 
a growing emphasis on matching the type, timing, and 
amount of intervention to the level of risk and specifi c 
needs of the child and family (Webster-Stratton & Reid, 
2003).

An innovative program designed to prevent the de-
velopment of serious chronic antisocial behavior in 
high-risk children is Fast Track (Conduct Problems Pre-
vention Research Group, 2007). Fast Track is a multi-
site, collaborative research project that exemplifi es the 
comprehensive eff ort needed to treat children at risk for 
serious conduct problems. Th e program was directed 
at high-risk kindergarten children who were identifi ed 
in terms of their disruptive behavior and poor peer re-
lations. Th e intervention began in grade 1 and contin-
ued through grade 10. It was divided into an elementary 
school phase and a transition to middle and high schools 
phase, with each phase including goals and interven-
tions relevant to successful adjustment during each of 
these developmental periods.

Th e goals were to reduce disruptive and aggressive 
behaviors at home and school and to improve the qual-
ity of the child’s relationships with parents, teachers, 
and peers. Children were taught the social–cognitive 
skills needed for eff ective interpersonal problem solv-
ing and emotion regulation. Other important goals were 

to strengthen academic skills, especially reading, and to 
improve the quality of the relationship between family 
members and school personnel. During the transition 
to adolescence, issues related to peer affi  liation and peer 
infl uence, academic achievement and orientation, so-
cial cognition and identity development, and parent and 
family relations were addressed.

Five integrated treatment components were used 
to achieve these goals: (1) parent management train-
ing; (2) home visiting/case management; (3) cognitive– 
behavioral social skills training; (4) academic tutoring; 
and (5) teacher-based classroom intervention. Fast Track 
interventions were implemented with close collaboration 
among parents, teachers, and project staff . Th e strengths 
of the program were that they targeted the defi cits and 
determinants that research has shown to be important 
in youth with conduct problems and used treatment 
procedures for which there is already some empirical 
support (Eyberg et al., 2008).

Th e fi ndings from the Fast Track intervention are 
complex, since multiple behaviors and attitudes were as-
sessed over a wide age range, and outcomes for various 
behaviors and areas of functioning diff ered over time. 
In general, the overall results indicate that the inter-
vention had a signifi cant impact, particularly with re-
spect to reducing conduct problems and enhancing the 
child’s social competence and family relations. However, 
interventions were less successful in reducing disrup-
tive behavior in the classroom or improving academic 
performance. Interestingly, by grade 9, for the children 
who initially had the highest risk for conduct problems 
(top 3%), the intervention prevented 75% of CD cases. 
In contrast, the intervention had little impact on chil-
dren who were initially at only moderate levels of risk 
(Slough, McMahon, & the Conduct Problems Preven-
tion Research Group, 2008). Taken together, the fi ndings 
reported to date support the effi  cacy of the Fast Track 
intervention for children at high risk for conduct prob-
lems. Only time will tell whether this all-out eff ort will 
achieve its intended long-term goal to prevent serious 
chronic antisocial behavior and to enhance psychosocial 
outcomes into late adolescence and young adulthood.

Although tremendous advances have been made 
in the treatment and prevention of conduct problems, 
much work remains to be done. Th e main conclusion to 
be drawn from intervention and prevention eff orts over 
the past 100 years is that the degree of success or failure in 
treating antisocial behavior depends on the type and se-
verity of the child’s conduct problem and related risk and 
protective factors (Kazdin & Wassell, 1999). Children 
who come from mostly middle-class healthy families 
and who have mild conduct problems are likely to ben-
efi t from individual, parent, family, and school-based in-
terventions; those who come from highly dysfunctional 
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homes and poor neighborhoods and who display severe 
and persistent problems are likely to benefi t very little, if 
at all, unless much more intensive and long-term inter-
ventions are used. If interventions are to succeed, it will 
also be necessary to fi nd cost-eff ective interventions and 
ways to help families persevere with interventions that 
could prove to have real benefi ts (Rutter, 2003). Although 
signifi cant short-term gains for children with severe 
conduct problems have been achieved using intensive in-
terventions, the degree of normalization and long-term 
impact of these approaches is yet to be determined.

section summary
Treatment and Prevention
• Considerable eff orts to help children and adolescents 

with conduct problems have led to several approaches 
with some proven success.

• The focus of parent management training (PMT) is on 
teaching parents to change their child’s behavior in the 
home.

• The underlying assumption of problem-solving skills 
training (PSST) is that faulty perceptions and appraisals 
of interpersonal events trigger antisocial responses. The 
focus is on changing behavior by changing the way the 
child thinks in social situations.

• Multisystemic treatment (MST) is an intensive approach 
that is carried out with all family members, school person-
nel, peers, juvenile justice staff , and other individuals in 
the adolescent’s life.

• Recent eff orts have focused on trying to prevent con-
duct problems through intensive programs of early 
intervention/prevention.

• The degree of success or failure in treating antiso-
cial behavior depends on the type and severity of the 
child’s conduct problem and related risk and protective 
factors.
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CengageNOW is an easy-to-use resource that helps you 
study in less time to get the grade you want. An online study 
system, CengageNOW* gives you the option of taking a di-
agnostic pre-test for each chapter. The system uses the re-
sults of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 

corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.
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7 Anxiety Disorders

It is hard to be brave, when you’re only a Very Small Animal.
—Piglet (Pooh’s Little Instruction Book, 1995).
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 Separation Anxiety: Brad is terrifi ed of being sep-
arated from his mother. He follows her around the 
house constantly, always needing to know where 
she is.

 Generalized Anxiety: Jared “worries about ev-
erything”—how he is doing in school, events in the 
news, and family fi nances.

 Social Anxiety: Dante is very preoccupied with what 
others think of him. He doesn’t interact with anyone 
at school, and feels completely isolated.

 Obsessive–Compulsive Disorder: Georgina can’t 
stop thinking about not being able to sleep. Every 
night before bedtime she goes through the same rou-
tine of counting and grouping all the clothes and 
shoes in her bedroom closet and opening and closing 
the closet door.

 Panic Attack: Claudia describes her sudden attack of 
overwhelming anxiety. “My heart started pumping 
so fast I thought it would explode. I thought I was 
going to die.”

ALL CHILDREN EXPERIENCE FEAR, worry, 
or anxiety as a normal part of growing up, but 

each child in our examples suff ers from an anxi-
ety disorder that is excessive and debilitating. An 
anxiety disorder is one of the most common men-
tal health problems in young people, with lifetime preva-
lence estimates between 8% and 27% (Costello, Egger, & 
Angold, 2005). Although estimates vary widely with 
the child’s age and type of anxiety disorder, conserva-
tively, at least one child in every elementary school class-
room is likely to have an anxiety disorder (Cartwright-
Hatton, McNicol, & Doubleday, 2006). Despite their 
early onset, high frequency, chronicity, and associated 
problems, anxiety disorders in children oft en go unno-
ticed and untreated (Bosquet & Egeland, 2006; Gregory 
et al., 2007). Th is may be due to the frequent occurrence 
of fears and anxiety during normal development, the 
invisible nature of many symptoms (e.g., a knot in the 
stomach), and the fact that anxiety is not nearly as dam-
aging to other people or property as are conduct prob-
lems (Albano, Chorpita, & Barlow, 2003).

For a long time, anxiety in children was thought to 
be a mild and transitory disturbance that would fade 
over time with normal life experiences. However, we 
now know that many children who experience anxiety 
continue to display anxiety and other problems during 
adolescence and adulthood (Bittner et al., 2007). Al-
though isolated symptoms of fear and anxiety are usu-
ally short-lived, anxiety disorders have a more chronic 
course (Woodward & Fergusson, 2001). In fact, nearly 

one-half of those aff ected have an illness duration of 8 
years or longer (Keller et al., 1992). Th e societal costs for 
clinically anxious youngsters are also substantial, with 
estimated costs about 20 times higher for families with 
an anxious child compared to those from the general 
population (Bodden, Dirksen, & Bögels, 2008). Th us, 
anxiety disorders in children are common, severely dis-
tressing, impairing, long-lasting, and costly problems 
(McClure & Pine, 2006).

Description of 
Anxiety Disorders
Anxiety is a mood state characterized by strong nega-
tive emotion and bodily symptoms of tension in which 
the child apprehensively anticipates future danger or 
misfortune (Barlow, 2002). Th is defi nition captures two 
key features of anxiety—strong negative emotion and an 
element of fear. Children who experience excessive and 
debilitating anxieties are said to have anxiety disorders. 
Th ese disorders occur in many forms. Some children, 
like Brad, feel anxious whenever they are separated from 
their mother or are away from home. Others, like Jared, 
worry about almost everything and feel anxious most of 
the time for no apparent reason. Some children feel anx-
ious only in certain situations, such as when they have 
to travel by airplane or, like Dante, when they have to 
give a talk in class. Others, like Georgina (whose count-
ing compulsion is described in Chapter 1), experience 
repeated, intrusive, and unwanted thoughts that pro-
duce anxiety, and they spend hours in ritualized behav-
ior in an eff ort to alleviate that anxiety. Some children, 
like Claudia, have unpredictable bouts of such sudden 
and intense anxiety that they become terrifi ed and im-
mobilized. Still others have persistent and frightening 
thoughts aft er a traumatic event, such as a hurricane, 
sexual abuse, or exposure to war.

Many youngsters with anxiety disorders suff er from 
more than one type, either simultaneously or at separate 
times during their development (Costello et al., 2005). In 
view of the substantial overlap among these disorders, we 
begin this chapter by discussing the general features and 
mechanisms of anxiety that apply across all types. Th e 
common occurrence of fears and anxieties in childhood 
and adolescence requires that we also consider the role of 
these emotions in normal development. We then exam-
ine each anxiety disorder and what makes it unique.

Experiencing Anxiety

When Isabella saw a dog running loose in front of her 
house, she became pale, sweaty, cold, and trembly. Her 
thoughts raced so fast that she couldn’t think. She froze. 
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Her heart pounded, she felt tense, and she found it diffi  -
cult to breathe.

Isabella is experiencing anxiety in response to an event 
she sees as potentially threatening or dangerous. As hu-
mans, we are programmed to detect and react to signs 
of anxiety in ourselves and in others. In fact, anxiety is 
both expected and normal at certain ages and in certain 
situations. One-year-old infants become distressed when 
separated from their mothers, and almost all young chil-
dren have short-lived specifi c fears—of the dark, for ex-
ample. Th e child’s world can be a strange and menac-
ing place, full of unknown dangers—some real, others 
imagined. Although no one likes to feel anxious, the al-
ternative of not feeling anxious when the situation calls 
for it is far worse.

Anxiety oft en hits us when we do something im-
portant, and in moderate doses it helps us think and 
act more eff ectively. You will probably be better pre-
pared for your next exam if you’re just a little bit nervous 
about taking it. Similarly, some anxiety may help a child 

Youngsters with anxiety experience strong negative emo-
tion and physical tension, and anticipate future danger.
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prepare harder for an upcoming oral report or athletic 
event. In this sense, anxiety is an adaptive emotion that 
readies children both physically and psychologically for 
coping with people, objects, or events that could be dan-
gerous to their safety or well-being (Barlow, 2002).

Although some anxiety is good, too much is not. Ex-
cessive, uncontrollable anxiety can be debilitating. A 
child may fail a test because she spends too much time 
thinking about how awful it would be to fail, making it 
nearly impossible to think about anything else (e.g., how 
to solve a math problem). In children with anxiety disor-
ders, this normally useful emotion works against them.

When children experience fears beyond a certain 
age, in situations that pose no real threat or danger, to an 
extent that seriously interferes with daily activities, anxi-
ety is a serious problem. Even if the child knows there is 
little to be afraid of, he or she is still terrifi ed and does 
everything possible to escape or avoid the situation. Th is 
pattern of self-defeating behavior, known as the neurotic 
paradox (Mowrer, 1950), can become self-perpetuating—
much like Sisyphus repeatedly pushing the rock up the 
hill, only to have it roll back down each time.

First and foremost, anxiety involves an immedi-
ate reaction to perceived danger or threat—a reaction 
known as the fi ght/fl ight response. All of its eff ects are 
aimed at escaping potential harm, either by confronting 
the source of danger (fi ght) or by evading it (fl ight). If 
you look up to see a grand piano about to fall in your 
direction and experience no anxiety whatsoever, you 
will pay serious consequences. To avoid such a fate, 
your fi ght/fl ight response would kick into overdrive and 
you would jump out of harm’s way.

Th ink of a recent situation that made you anxious. 
What was it about the situation that made you anxious? 
What physical symptoms did you notice? What were you 
thinking? What did you do? Describing what it’s like to 
be anxious isn’t easy, because anxiety is a complex reac-
tion with many symptoms, as shown in Table 7.1. How 
many of these symptoms did you experience? What do 
these many symptoms have in common?

Th e symptoms of anxiety are expressed through three 
interrelated response systems: the physical system, the 
cognitive system, and the behavioral system (Barrios & 
Hartmann, 1997). It is essential to know how the three 
sets of symptoms work, since more than one may be evi-
dent in diff erent children with the same anxiety disor-
der. Also, as we will discuss, diff erent response systems 
are dominant in certain anxiety disorders. Let’s take a 
closer look at how each response system works.

Physical System
When a person perceives or anticipates danger, the brain 
sends messages to the sympathetic nervous system, 
which produces the fi ght/fl ight response. Th e activation 
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of this system produces many important chemical and 
physical eff ects that mobilize the body for action:

• Chemical eff ects. Adrenaline and noradrenaline are 
released from the adrenal glands.

• Cardiovascular eff ects. Heart rate and strength of the 
heart beat increase, readying the body for action by 
speeding up blood fl ow and improving delivery of 
oxygen to the tissues.

• Respiratory eff ects. Speed and depth of breathing in-
crease, which brings oxygen to the tissues and re-
moves waste. Th is may produce feelings of breath-
lessness, choking or smothering, or chest pains.

• Sweat gland eff ects. Sweating increases, which cools 
the body and makes the skin slippery.

• Other physical eff ects. Th e pupils widen to let in more 
light, which may lead to blurred vision or spots in 
front of the eyes. Salivation decreases, resulting in a 
dry mouth. Decreased activity in the digestive sys-
tem may lead to nausea and a heavy feeling in the 
stomach. Muscles tense in readiness for fi ght or 
fl ight, leading to subjective feelings of tension, aches 
and pains, and trembling.

Th ese physical symptoms are familiar signs of anx-
iety. Overall, the fi ght/fl ight response produces general 
activation of the entire metabolism. As a result, the in-
dividual may feel hot and fl ushed and, because this acti-

vation takes a lot of energy, he or she feels tired and 
drained aft erward.

Cognitive System
Since the main purpose of the fi ght/fl ight system is to sig-
nal possible danger, its activation produces an immediate 
search for potential threat. For children with anxiety dis-
orders, it is diffi  cult to focus on everyday tasks because 
their attention is consumed by a constant search for 
threat or danger. When these children can’t fi nd proof of 
danger, they may turn their search inward: “If nothing is 
out there to make me feel anxious, then something must 
be wrong with me.” Or they may distort the situation: 
“Even though I can’t fi nd it, I know there’s something to 
be afraid of.” Or they may do both. Children with anxi-
ety disorders will invent explanations for their anxiety: 
“I must be a real jerk.” “Everyone will think I’m a dummy 
if I say something.” “Even though I can’t see them, there 
are germs all over the place.” Activation of the cognitive 
system oft en leads to subjective feelings of apprehension, 
nervousness, diffi  culty concentrating, and panic.

Behavioral System
Th e overwhelming urges that accompany the fi ght/
fl ight response are aggression and a desire to escape the 
threatening situation, but social constraints may prevent 
fulfi lling either impulse. For example, just before a fi -
nal exam you may feel like attacking your professor or 
not showing up at all, but fortunately for your professor 

Physical
Increased heart rate

Fatigue

Increased respiration

Nausea

Stomach upset

Dizziness

Blurred vision

Dry mouth

Muscle tension

Heart palpitation

Blushing

Vomiting

Numbness

Sweating

Cognitive
Thoughts of being scared or hurt

Thoughts or images of monsters or wild 
animals

Self-deprecatory or self-critical 
thoughts

Thoughts of incompetence or inadequacy

Diffi  culty concentrating

Blanking out or forgetfulness

Thoughts of appearing foolish

Thoughts of bodily injury

Images of harm to loved ones

Thoughts of going crazy

Thoughts of contamination

Behavioral
Avoidance

Crying or screaming

Nail biting

Trembling voice

Stuttering

Trembling lip

Swallowing

Immobility

Twitching

Thumb sucking

Avoidance of eye contact

Physical proximity

Clenched jaw

Fidgeting

T A B L E  7 . 1  The Many Symptoms of Anxiety

Source: Adapted from “Fears and Anxieties,” by B. A. Barrios and D. P. Hartmann, 1997, p. 235. In E. J. Mash and L. G. Terdal (Eds.), Assessment of Childhood Disorders, 3rd ed. 
Copyright © 1997 by Guilford Publications. Reprinted by permission.
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and your need to pass the course, you are likely to in-
hibit these urges! However, they may show up as foot 
tapping, fi dgeting, or irritability (consider the number of 
teeth marks in pencils), or as escape or avoidance by get-
ting a doctor’s note, requesting a deferral, or even faking 
illness. Unfortunately, avoidance is the very thing that 
perpetuates anxiety, despite the temporary feeling of re-
lief. Avoidance behaviors are negatively reinforced; that 
is, they are strengthened when they are followed by a 
rapid reduction in anxiety. As a result, each time a child 
is confronted with an anxiety-producing situation, she 
or he tries to get out of it more quickly, the anxiety drops 
off  more quickly, so the more the child avoids such sit-
uations. As children with anxiety disorders engage in 
more and more avoidance, carrying out everyday activi-
ties becomes exceedingly diffi  cult.

of any obvious threat or danger. With no explana-
tion for physical symptoms such as a pounding heart, 
the individual may invent one: “I’m dying.” Th e sensa-
tions themselves can feel threatening and may trigger 
further fear, apprehension, anxiety, and panic (Barlow, 
2002).

Normal Fears, Anxieties, Worries, and Rituals

Since fear and anxiety in moderate doses are adaptive, it 
is not surprising that emotions and rituals that increase 
feelings of control are common during childhood and 
adolescence. It is only when the emotions and rituals be-
come excessive, or occur in a developmentally inappro-
priate context, that they are of concern.

Normal Fears
Since children and their environments constantly 
change, fears that are normal at one age can be debil-
itating a few years later. For example, fear of strangers 
may serve a protective function for infants and young 

C H A N T E L L E

The Terror of Being Home Alone

When Chantelle, age 14, realized she was at home alone, she was 

terrifi ed. Her thoughts raced so fast it was impossible to think 

clearly. She forgot all the right things to do. Her heart pounded 

and she tensed up. She felt like she couldn’t breathe, and she be-

gan to sob. She wanted to run but felt completely immobilized.

Chantelle’s reactions show how the three response 
systems of anxiety interact and feed off  one another. 
Physically, Chantelle’s heart pounded, she tensed, and she 
had diffi  culty breathing. Cognitively, she could not think 
clearly. Behaviorally, she was completely immobilized.

Anxiety Versus Fear and Panic

It is important to distinguish anxiety from two closely 
related emotions—fear and panic. Fear is an immedi-
ate alarm reaction to current danger or life-threatening 
emergencies. Although fear and anxiety have much in 
common, the fear reaction diff ers both psychologically 
and biologically from the emotion of anxiety. Fear is 
a present-oriented emotional reaction to current dan-
ger, marked by strong escape tendencies and an all-out 
surge in the sympathetic nervous system. Th e overriding 
message is alarm: “If I don’t do something right now, I 
might not make it at all.” In contrast, anxiety is a future-
oriented emotion characterized by feelings of apprehen-
sion and lack of control over upcoming events that might 
be threatening. Fear and anxiety both warn of danger or 
distress. However, only anxiety is frequently felt when 
no danger is actually present (Barlow, 2002).

Panic is a group of physical symptoms of the fi ght/
fl ight response that unexpectedly occur in the absence 

All children experience some fear, anxiety, and worry as a 
normal part of growing up.
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CHAPTER 7 Anxiety Disorders 195

children, but when it persists beyond a certain age it can 
seriously interfere with the development of peer rela-
tions. Whether or not a specifi c fear is normal also de-
pends on its eff ect on the child and how long it lasts. If a 
fear has little impact on the child’s daily life or lasts only 
a few weeks, it is likely a part of normal development.

Th e number and type of common childhood fears 
change over time, with a general age-related decline in 
number (Gullone, 1999). Even so, specifi c fears are com-
mon in older children, and many teens report that their 
fears cause them considerable distress and signifi cantly 
interfere with daily activities (Ollendick & King, 1994). 
Girls tend to have more fears than boys at almost every 
age; they also rate themselves as more fearful and report 
fears that are more intense and disabling than do boys. 
Although fears show a general decline with age, some, 
such as school-related fears, remain stable, and others, 
such as social fears, may increase (Muris, 2007). Th e 
most common fears of infants, children, and adolescents 
are shown in Table 7.2.

Normal Anxieties
Like fears, anxieties are very common during childhood 
and adolescence. Various types of anxiety are evident by 
age 4 (Eley et al., 2003), and about 25% of parents re-
port that their child is too nervous, fearful, or anxious 
(Achenbach, 1991). Th e most frequent symptoms of anx-
iety in normal samples are separation anxiety, test anxi-
ety, over concern about competence, excessive need for 
reassurance, and anxiety about harm to a parent (Ba-
rrios & Hartmann, 1997).

Younger children generally experience more anxiety 
symptoms than do older children, primarily about sepa-
ration from parents (Bell-Dolan, Last, & Strauss, 1990). 
Girls display more anxiety than boys, but generally the 
types of symptoms they experience are quite similar. Al-
though some specifi c anxieties, such as separation anxi-
ety and school anxiety, decrease with age, nervous and 
anxious symptoms may not show the age-related decline 
observed for many specifi c fears (Hale et al., 2008). Anx-
ious symptoms may refl ect a stable trait that predisposes 
children to develop excessive fears related to their stage 
of development. Th us, the disposition to be anxious may 
remain stable over time, even though the objects of chil-
dren’s fears change.

Normal Worries
If worrying about the future is so unproductive, why do 
we do so much of it? Part of the reason seems to be that 
the process of worry, thinking about all possible nega-
tive outcomes, serves an extremely useful function in 
normal development. In moderate doses, worry can help 
children prepare for the future—for example, by check-
ing their homework before they hand it in or by rehears-
ing for an upcoming class play. Worry is a central fea-
ture of anxiety, and anxiety is related to the number of 
children’s worries and to their intensity (Silverman, La 
Greca, & Wasserstein, 1995). Children of all ages worry, 
but the forms and expressions change. Older children 
report a greater variety and complexity of worries, and 
are better able to describe them than are younger chil-
dren (Chorpita et al., 1997).

T A B L E  7 . 2  Common Fears in Infancy, Childhood, and Adolescence

Age Objects of Fear

0–6 months Loss of physical support, loud noises

7–12 months Strangers; sudden, unexpected, or looming objects

1 year Separation from parent, injury, toilet, strangers

2 years Loud noises, animals, dark room, separation from parent, large objects, change in personal environment

3 years Masks, dark, animals, separation from parent

4 years Separation from parent, animals, dark, noises

5 years Animals, “bad” people, dark, separation from parent, bodily injuries

6 years Supernatural beings (e.g., ghosts or witches), bodily injuries, thunder and lightning, dark, sleeping or stay-
ing alone, separation from parent

7–8 years Supernatural beings, dark, staying alone, bodily injuries

9–12 years Tests and examinations in school, school performance, bodily injuries, physical appearance, social concerns, 
thunder and lightning, death

Adolescence Personal relations, personal appearance, school, political issues, future, animals, supernatural phenomena, 
natural disasters, safety

Source: Adapted from Anxiety Disorders in Children, by R. G. Klein and C. G. Last, pp. 100–101. Copyright © 1989 by Sage Publications. Adapted permission.
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Children with anxiety disorders do not necessarily 
worry more than other children, but they seem to worry 
more intensely (Weems, Silverman, & La Greca, 2000). 
Intense worries about being around strangers, going to 
school, or having bad things happen to the child or par-
ents occur frequently in children with anxiety disorders 
and rarely in other children. Other intense worries—
over personal safety, doing a good job, and being embar-
rassed—occur in both groups, but more oft en in chil-
dren with anxiety disorders. Still other intense worries 
about schoolwork, aches and pains, or performance in 
sports are equally common in all children.

Normal Rituals and Repetitive Behavior
Ritualistic, repetitive activity is extremely common in 
young children (Peleg-Popko & Dar, 2003). A familiar 
example is the bedtime ritual of saying good night—
addressing people in a certain order or giving a certain 
number of hugs and kisses. Normal ritualistic behav-
iors in young children include preferences for sameness 
in the environment (e.g., watching the same video over 
and over again), rigid likes and dislikes, preferences for 
symmetry (e.g., carrying a toy in each hand), aware-
ness of minute details or imperfections in toys or clothes 
(e.g., being bothered by a minuscule thread on a jacket 
sleeve), and arranging things so they are “just right” 
(e.g., insisting that diff erent foods not touch each other 

on the plate). Rituals help young children gain control 
and mastery over their social and physical environ-
ments, and make their world more predictable and safer 
(Evans et al., 1997). Any parent who has violated these 
rituals and paid the price can appreciate how important 
they are to the young child.

Many common routines of young children fall into 
two distinct categories: repetitive behaviors and doing 
things “just right.” Th ese categories are strikingly simi-
lar to those found for older individuals with obsessive–
compulsive disorder (OCD), which we discuss in detail 
later in the chapter. However, it is not known whether 
OCD is an extreme point on a continuum of normal devel-
opmental rituals or an entirely diff erent problem (Evans, 
Gray, & Leckman, 1999). Recent fi ndings suggest that the 
neuropsychological mechanisms underlying compulsive, 
ritualistic behavior in normal development and those in 
OCD may be similar (Pietrefesa & Evans, 2007).

Anxiety Disorders According to DSM-IV-TR

Anxiety disorders in DSM-IV-TR are divided into nine 
categories that closely defi ne the varieties of reaction 
and avoidance. To give you an overall picture, these 
nine categories are briefl y described in Box 7.1. In the 
following sections, we discuss the characteristic fea-
tures of each anxiety disorder, including its prevalence, 

A  C L O S E R  L O O K

B O X  7 . 1  Main Features of Nine DSM-IV-TR Anxiety Disorders

Separation Anxiety Disorder (SAD)

Age-inappropriate, excessive, and disabling anxiety about 
being apart from parents or away from home.

Generalized Anxiety Disorder (GAD)

Chronic or exaggerated worry and tension; almost constant 
anticipation of disaster even though nothing seems to pro-
voke it (apprehensive expectation). Worrying is often ac-
companied by physical symptoms such as trembling, muscle 
tension, headache, and nausea.

Specifi c Phobia

Extreme and disabling fear of specifi c objects or situations 
that pose little or no danger. Fears may include animals, 
heights, or injections.

Social Phobia

Fear of being the focus of attention or scrutiny, or of doing 
something that will be intensely humiliating.

Obsessive–Compulsive Disorder (OCD)

Repeated, intrusive, and unwanted thoughts that cause anxi-
ety, often accompanied by ritualized behavior to relieve this 
anxiety.

Panic Disorder (PD)

Characterized by panic attacks, sudden feelings of terror that 
strike repeatedly and without warning. Physical symptoms in-
clude chest pain, heart palpitations, shortness of breath, dizzi-
ness, or abdominal stress. Persistent concern about having an-
other attack and the possible implications and consequences.

Panic Disorder with Agoraphobia

In the context of a panic disorder, anxiety about being in places 
or situations from which escape might be diffi  cult (or embar-
rassing), or in which help might not be available in the event of 
having a panic attack or panic-like symptoms. Common situa-
tions include being outside the home or in a crowd of people.

Post-traumatic Stress Disorder (PTSD)

Persistent, frightening thoughts that occur after undergoing a 
frightening and traumatic event.

Acute Stress Disorder

Anxiety and other symptoms develop after exposure to an ex-
treme traumatic stressor; symptoms do not persist for more 
than 4 weeks after the trauma.

Source: Based on DSM-IV-TR, 2000 by APA.
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comorbidity, and developmental course. Th en we exam-
ine the associated characteristics and causes of anxiety 
disorders, and the treatments used to help children with 
these problems.

section summary
Description of Anxiety Disorders
• Anxiety disorders are among the most common mental 

health problems in children and adolescents, but they of-
ten go unnoticed and untreated.

• Anxiety is an adaptive emotion that prepares youngsters 
to cope with potentially threatening people, objects, or 
events. Strong negative emotions, physical tension, and 
apprehensive anticipation of future danger or misfortune 
characterize it.

• The symptoms of anxiety are expressed through three 
interrelated response systems: physical, cognitive, and 
behavioral.

• Fear is a present-oriented emotional reaction to current 
danger. In contrast, anxiety is a future-oriented emotion 
characterized by feelings of apprehension and a lack of 
control over upcoming events that might be threatening.

• Fears, anxieties, worries, and rituals in children are com-
mon, change with age, and follow a predictable develop-
mental pattern with respect to type.

• DSM-IV-TR specifi es nine anxiety disorders based on types 
of reaction and avoidance.

Separation Anxiety Disorder

B R A D

“Don’t Leave Me!”

Brad, age 9, is unable to enter any situation that requires separa-

tion from his parents—playing in the backyard, going to other 

children’s homes, or staying with a babysitter. When forcibly 

separated from his parents, Brad cries or throws a full-blown tan-

trum. When his mother plans to leave the house, he runs through 

all the horrible things that might happen to her, in an endless 

series of what-if questions. When she becomes frustrated and an-

gry, Brad becomes even more anxious. The more anxious he gets, 

the more he argues with his mother, and the angrier she gets. 

Brad has also threatened to hurt himself if forced to go to school.

Brad’s separation problems began about a year ago, when 

his father was drinking too much and was frequently absent for 

long periods. Brad’s problem gradually worsened over the course 

of the year, until he completely refused to go to school. Help was 

sought, but Brad continued to get worse. He developed signifi -

cant depressive symptoms, including sadness, guilt about his 

problems, and occasional wishes to die. (Adapted from Last, 1988)

Separation anxiety is important for the young child’s 
survival and is normal at certain ages. From about age 
7 months through the preschool years, almost all chil-
dren fuss when they are separated from their parents or 
others to whom they are close. In fact, a lack of separa-
tion anxiety at this age may suggest insecure attachment 
or other problems. Unfortunately, like Brad, some chil-
dren continue to display such anxiety long aft er the age 
when it is typical or expected. When anxiety persists for 
at least 4 weeks and is severe enough to interfere with 
normal daily routines such as going to school or par-
ticipating in recreational activities, the child may have a 
separation anxiety disorder. Th e DSM-IV-TR criteria are 
presented in Table 7.3.

Children with separation anxiety disorder (SAD)
display age-inappropriate, excessive, and disabling anxi-
ety about being apart from their parents or away from 

T A B L E  7 . 3  Main Features of Diagnostic Criteria 
for Separation Anxiety Disorder (SAD)

DSM-IV-TRDevelopmentally inappropriate and 
excessive anxiety concerning separation 
from home or from those to whom the individual is 
attached, as evidenced by three (or more) of the following:

(1)  Recurrent excessive distress when separation from home 
or major attachment fi gures occurs or is anticipated

(2)  Persistent and excessive worry about losing, or possible 
harm befalling, major attachment fi gures

(3)  Persistent and excessive worry that an untoward event 
will lead to separation from a major attachment fi gure 
(e.g., getting lost or being kidnapped)

(4)  Persistent reluctance or refusal to go to school or else-
where because of fear of separation

(5)  Persistently and excessively fearful or reluctant to be 
alone or without major attachment fi gures at home or 
without signifi cant adults in other settings

(6)  Persistent reluctance or refusal to go to sleep without 
being near a major attachment fi gure or to sleep away 
from home

(7)  Repeated nightmares involving the theme of separation

(8)  Repeated complaints of physical symptoms (such as 
headaches, stomachaches, nausea, or vomiting) when 
separation from major attachment fi gures occurs or is 
anticipated

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, Fourth Edition, Text Revision. Copyright 2000 by the American Psychiatric 
Association.
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home. Young children may have vague feelings of anx-
iety or repeated nightmares about being kidnapped or 
killed, or about the death of a parent. Older children 
may have specifi c fantasies of illness, accidents, kidnap-
ping, or physical harm. For example, one 10-year-old 
girl with SAD feared that someone would sneak into 
her house at night, take her to the basement, and keep her 
tied up with a stream of water slowly dripping down her 
forehead.

Young children with SAD frequently display exces-
sive demands for parental attention by clinging to their 
parents and shadowing their every move, trying to climb 
into their parents’ bed at night, or sleeping on the fl oor 
just outside their parents’ bedroom door. Older children 
may have diffi  culty being alone in a room during the 
day, sleeping alone even at home, running errands, go-
ing to school, or going to camp.

Children with SAD fear new situations and may dis-
play physical complaints. To avoid separation, they may 
fuss, cry, scream, or threaten suicide if their parent leaves 
(although serious suicide attempts are rare); physical 
complaints may include rapid heart beat, dizziness, head-
aches, stomachaches, and nausea. Not surprisingly, par-
ents, especially mothers, become highly distressed. Over 
time, as we saw with Brad, children with SAD may be-
come increasingly withdrawn, apathetic, and depressed, 
and are at risk for developing a variety of other anxiety 
disorders during adolescence (Aschenbrand et al., 2003).

Prevalence and Comorbidity

Separation anxiety disorder is one of the two most com-
mon anxiety disorders to occur during childhood (the 
other is specifi c phobia), and is found in about 4% to 
10% of all children. It is common in both boys and girls 
although more prevalent in girls. More than two-thirds 
of children with SAD have another anxiety disorder, 
and about half develop a depressive disorder following 
the onset of SAD. Th ey may also display specifi c fears of 
getting lost, or of the dark. School reluctance or refusal 
is also quite common in older children with SAD (Al-
bano et al., 2003).

Onset, Course, and Outcome

Of children referred for anxiety disorders, SAD has the 
earliest reported age of onset (7 to 8 years) and youngest 
age of referral (Shear et al., 2006). SAD generally pro-
gresses from mild to severe. It may begin with harm-
less requests or with complaints such as restless sleep or 
nightmares, that progress to the child sleeping nightly 
in his or her parents’ bed. Similarly, school mornings 
may evoke physical complaints and an occasional ab-
sence from school, which escalates into daily tantrums 

E R I C

Won’t Go to School

Eric, age 12, was referred by a school psychologist and his parents 

for his intense school refusal behavior. On entering seventh grade 

and a new school, he began to experience a variety of negative 

symptoms, such as hyperventilation, anxiety, sad mood, and 

somatic complaints. Although attendance was not a problem at 

fi rst, by mid-September Eric began to report severe headaches on 

school mornings. School attendance then became intermittent. 

By late September, his aversion to school had worsened and he 

was staying at home on most days. (Adapted from Kearney, 1995)

about leaving for school and outright refusal. Th e child 
may become increasingly concerned about the parents’ 
daily routine and whereabouts (Albano et al., 2003).

Oft en, SAD occurs aft er a child has experienced ma-
jor stress, such as moving to a new neighborhood, en-
tering a new school, death or illness in the family, or an 
extended vacation. Brad’s SAD emerged aft er his father 
developed a problem with alcohol and subsequently left  
home. Th e symptoms of SAD may also fl uctuate over the 
years as a function of stress and transitions in the child’s 
life. Although they may lose friends as a result of their 
repeated refusal to participate in activities away from 
home, children with SAD are reasonably socially skilled 
and get along with others. However, their school perfor-
mance may suff er as a result of frequent school absences. 
Th e child may require special assignments just to keep 
up, and in extreme cases may have to repeat the school 
year (Albano et al., 2003).

SAD persists into adulthood for more than one-third 
of children and adolescents. As adults, these individu-
als are more likely than others to experience relation-
ship diffi  culties (e.g., never marry or become separated 
or divorced), other anxiety disorders and mental health 
problems (particularly panic disorder and depression), 
and functional impairment in their social and personal 
lives (Lewinsohn et al., 2008; Shear et al., 2006).

Since school reluctance and refusal are quite com-
mon in youngsters with SAD, this is an opportune time 
to consider these problems. However, as we discuss next, 
it is critical to recognize that they can occur for many dif-
ferent reasons, not only as a result of separation anxiety.

School Reluctance and Refusal

Although starting school is exciting and enjoyable for 
most children, many are reluctant to go to school and, 
for a few, school may create so much fear and anxiety 
that they will not go. Th ese children can become liter-
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ally sick with worry, let minor physical complaints keep 
them at home, or pretend to be ill. School refusal behav-
ior is defi ned as the refusal to attend classes or diffi  culty 
remaining in school for an entire day. It includes young-
sters who resist going to school in the morning but even-
tually attend, those who go to school but leave at some 
point during the day, those who attend with great dread 
that leads to future pleas for nonattendance, and those 
who miss the entire day (Kearney, 2001, 2007).

School refusal is equally common in boys and girls, 
and it occurs most oft en between the ages of 5 and 11 
years. Excessive and unreasonable fears of school usually 
fi rst occur during preschool, kindergarten, or fi rst grade, 
and peak during the second grade. However, school re-
fusal can occur at any time and may have a sudden on-
set at a later age, as happened with Eric. Children who 
refuse school may complain of a headache, upset stom-
ach, or sore throat just before it’s time to leave for school, 
then begin to “feel better” when permitted to stay at 
home, only to feel “sick” again the next morning. As the 
time for school draws near, the child may plead, cry, and 
refuse to leave the house, and even have a full-blown 
panic reaction. School refusal oft en follows a period at 
home during which the child has spent more time than 
usual with a parent (e.g., brief illness, holiday break, or 
summer vacation). At other times, school refusal may 
follow a stressful event such as a change of schools (as 
happened with Eric), an accident, or the death of a rela-
tive or family pet.

For many children, fear of school is really a fear of 
leaving their parents—separation anxiety. However, 
school reluctance and refusal can occur for many rea-
sons (Kearney & Albano, 2004). Most children who re-
fuse to go to school have average or above average intel-
ligence, suggesting it is not a diffi  culty with academics 
that leads to this problem. A fear of school may be as-
sociated with submitting for the fi rst time to authority 
and rules outside the home, being compared with un-
familiar children, and experiencing the threat of fail-
ure. Some children fear school because they are afraid 
of being ridiculed, teased, or bullied by other children, 
or being criticized or disciplined by their teachers. In 
other cases, the child’s fear may result from an excessive 
or irrational fear of being socially evaluated or embar-
rassed when having to recite in class or undress in front 
of unfamiliar people in a gym class. Eric was extremely 
anxious about meeting new people, being late for class, 
moving from class to class, taking classes involving pub-
lic speaking, and participating in gym class. He refused 
to attend school mainly to escape being socially evalu-
ated and, to a lesser extent, to gain attention from his 
parents (Kearney & Silverman, 1996).

Th e possible long-term consequences are serious for 
a child who displays a persistent pattern of school re-

fusal behavior and does not receive help. Academic or 
social problems may develop as a result of missed in-
struction and peer interaction. Cognitive–behavioral 
treatment usually emphasizes an immediate return to 
school and other routines, and must take into account 
the specifi c functions being served by school refusal be-
haviors (Kearney & Albano, 2007).

section summary
Separation Anxiety Disorder
• Children with separation anxiety disorder (SAD) display 

age-inappropriate, excessive, and disabling anxiety about 
being apart from parents or away from home.

• SAD is one of the most common anxiety disorders of 
childhood, with the earliest reported age of onset and the 
youngest age of referral.

• School refusal behavior is defi ned as the refusal to attend 
classes or diffi  culty remaining in school for an entire day.
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School reluctance and refusal are common problems re-
lated to anxiety.
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Generalized Anxiety Disorder

to cope with situations or events that are less than ideal. 
Th ey don’t seem to realize that the events they worry 
about have an extremely low likelihood of actually hap-
pening. Th us, their thinking oft en consists of what-if 
statements: “What if the school bus breaks down?” 
“What if I get hit by lightning?” Children with GAD do 
not restrict their worries to frightening or catastrophic 
events; they also worry excessively about minor every-
day occurrences, such as what to wear or what to watch 
on TV. Th is generalized worry about minor events dis-
tinguishes children with GAD from those with other 
anxiety disorders (Albano et al., 2003).

Like Jared, children with GAD are oft en self-con-
scious, self-doubting, and worried about meeting others’ 
expectations. Th eir worry may lead to signifi cant inter-
personal problems, especially those involving a tendency 
to be overly nurturing to others. Children with GAD 
seek constant approval and reassurance from adults and 
fear people whom they perceive as unpleasant, critical, 
or unfair. Th ey tend to set extremely high standards for 
their own performance and, when they fall short, they 
are highly self-critical. Moreover, they continue to worry 
even when evidence contradicts their concern. For ex-
ample, a child with GAD who received a grade of A on 
every previous class assignment may worry about failing 
on the next assignment (Silverman & Ginsburg, 1995). 
Children with GAD also show an intolerance of uncer-
tainty, which may result in impaired decision-making 
under conditions of uncertainty (Krain et al., 2006).

J A R E D

Perpetual Worrywart

Jared, age 13, was referred because of his excessive anxiety, worry, 

and somatic complaints—his mother describes him as overly con-

cerned about everything. Jared says he worries about most things, 

but especially about not being good enough for his parents, being 

teased by other kids, not doing well at school, making mistakes, 

and being in an accident in which he or his parents are injured. 

Jared ruminates for days about things that have already occurred, 

such as what he said in class the previous day or how he did on last 

week’s test. Once he begins to worry, he says, “I just can’t stop, 

no matter how hard I try.” Jared reports that when he is worrying 

about the past or anticipating an upcoming event he has head-

aches, stomachaches, and a rapid heartbeat. His mother (who also 

worries a lot, but not nearly as much as Jared) says that Jared is ex-

tremely self-critical and needs constant reassurance.

Some worrying is a part of normal development. How-
ever, children like Jared with a generalized anxiety dis-
order (GAD) experience excessive and uncontrollable 
anxiety and worry about many events or activities on 
most days. Th ey worry when there’s nothing obvious to 
provoke the worry. For children with GAD, worrying 
can be episodic or almost continuous. Oft en the worrier 
is unable to relax and has physical symptoms such as 
muscle tension, headaches, or nausea. Other symptoms 
may include irritability, a lack of energy, diffi  culty fall-
ing asleep, and restless sleep. Th e DSM criteria for GAD 
are presented in Table 7.4.

In other anxiety disorders, anxiety converges on spe-
cifi c situations or objects, such as separation, social per-
formance, animals or insects, or bodily sensations. In 
contrast, the anxiety experienced by children with GAD 
is widespread and focuses on a variety of everyday life 
events. It was once thought that children who were gen-
erally anxious did not focus their anxiety on one specifi c 
thing, which is referred to as “free-fl oating anxiety.” 
However, these children do in fact focus their anxiety, 
but on many diff erent things. Hence, the term general-
ized anxiety is more accurate.

Children with GAD are likely to pick up on every 
frightening event in a book, in a movie, or on TV and 
relate it to themselves. If they see a news report on TV 
about a car accident, they may begin to worry about be-
ing in a car accident themselves. Th ey always expect the 
worst possible outcome and underestimate their ability 

T A B L E  7 . 4  Main Features of Diagnostic Criteria 
for Generalized Anxiety Disorder (GAD)

DSM-IV-TRA.  Excessive anxiety and worry 
(apprehensive expectation), occurring 
more days than not for at least 6 months, about a 
number of events or activities (such as work or school 
performance).

B. The person fi nds it diffi  cult to control the worry.

C.  The anxiety and worry are associated with three (or 
more) of the following six symptoms (with at least some 
symptoms present for more days than not for the past 
6 months).

Note: Only one item is required in children.

(1) Restlessness or feeling keyed up or on edge

(2) Being easily fatigued

(3) Diffi  culty concentrating or mind going blank

(4) Irritability

(5) Muscle tension

(6)  Sleep disturbance (diffi  culty falling or staying asleep, 
or restless unsatisfying sleep)

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders,  Fourth Edition, Text Revision. Copyright 2000 by the American Psychiatric 
Association.
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Children with GAD can’t seem to stop worrying 
even when they recognize how unhappy they are mak-
ing themselves and others. Th is characteristic is what 
makes their anxiety abnormal. A normal child who is 
worried about an upcoming sport competition can still 
concentrate on other tasks and will stop worrying once 
the competition is over. However, for children with GAD 
one “crisis” is followed by another in a never-ending cy-
cle. Th e uncontrollable nature of the worry is an impor-
tant clinical feature of GAD (Chorpita et al., 1997).

A diagnosis of GAD in children requires at least one 
somatic symptom. In fact, GAD is frequently identifi ed 
by a doctor as a result of a child’s physical complaints, 
which involve muscle tension and agitation rather than 
the heart rate increases and sweating that character-
ize other anxiety disorders. Headaches, stomachaches, 
muscle tension, and trembling are among the most com-
monly reported symptoms (Eisen & Engler, 1995).

Chronic worry may function as a type of cognitive 
avoidance that inhibits emotional processing (Borkovec, 

Ray, & Stoeber, 1998). Because children with GAD are 
so busy thinking about upcoming problems they may 
not produce images of threat that elicit intense negative 
emotion and autonomic activity. Although they don’t 
experience most of the unpleasantness that accompanies 
negative imagery, they never have a chance to confront 
their problems and fi nd solutions. For children with 
GAD, chronic worry may serve the same dysfunctional 
purpose as behavioral avoidance does in children with 
specifi c phobias (Borkovec, 1994).

Prevalence and Comorbidity

GAD is found in 3% to 6% of all children (Albano et al., 
2003). In general, the disorder is equally common in 
boys and girls, with a slightly higher prevalence in older 
adolescent females. Children with GAD present with a 
high rate of other anxiety disorders and depression. For 
younger children, co-occurring SAD and ADHD are 
most common; older children with GAD tend to have 
specifi c phobias and major depression, impaired social 
adjustment, low self-esteem, and an increased risk for 
suicide (Keller et al., 1992; Strauss, Lease, Last, & Fran-
cis, 1988).

Onset, Course, and Outcome

Th e average age of onset for GAD is 10 to 14 years (Al-
bano et al., 2003). Older children present with a higher 
total number of symptoms and report higher levels 
of anxiety and depression than younger children, but 
these symptoms may diminish with age (Strauss, Lease, 
et al., 1988). In a community sample of adolescents with 
GAD, the likelihood of their having GAD at follow-up 
was higher if symptoms at the time of initial assessment 
were severe (Cohen, Cohen, & Brook, 1993). Nearly one-
half of severe cases were re-diagnosed aft er 2 years, sug-
gesting that severe generalized anxiety symptoms per-
sist over time, even in youngsters who have not been 
referred for treatment.

section summary
Generalized Anxiety Disorder
• Youngsters with a generalized anxiety disorder (GAD) ex-

perience chronic or exaggerated worry and tension, often 
accompanied by physical symptoms.

• For children with GAD, worry may serve the same dys-
functional purpose as behavioral avoidance does in chil-
dren with specifi c phobias.

• GAD is one of the most common anxiety disorders that 
occur during childhood, found in 3% to 6% of all children, 
with an onset in late childhood or early adolescence.

Youngsters with a generalized anxiety disorder worry 
about almost everything.
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Specifi c Phobia

C H A R L O T T E

Arachnophobia

For 2 years, Charlotte, age 8, has complained of an intense fear of 

spiders. “Spiders are disgusting,” she says. “I’m scared to death 

that one will crawl on me, especially when I’m sleeping. When 

I see a spider, even a little one, my heart pounds, my hands feel 

cold and sweaty, and I start to shake.” Charlotte’s mother says 

that her daughter goes completely pale when she sees a spider, 

even at a distance, and tries to avoid any situation where she 

thinks there might be one. Charlotte’s fear is beginning to inter-

fere with her daily activities. For example, she won’t play in the 

backyard and refuses to go on class or family outings where she 

might encounter a spider. She is afraid to go to sleep at night be-

cause she thinks a spider might crawl on her. Children with a specifi c phobia show an extreme 
and disabling fear of objects or situations that in real-
ity pose little or no danger or threat, and children go to 
great lengths to avoid them. Th ey experience extreme 
fear or dread, physiological arousal to the feared stim-
ulus, and fearful anticipation and avoidance when con-
fronted with the object of their fear. Th eir thinking usu-
ally focuses on threats to their personal safety, such as 
being stung by a bee or struck by lightning. Anticipa-
tory anxiety is also common. For example, a child with 
a phobia of dogs may think: “What if a big dog is run-
ning loose on my way to school and I get attacked and 
bitten in the face?” Th ese worries cause distress severe 
enough to disrupt everyday activities. Th e children are 
constantly on the lookout for the feared stimulus and, 
as we saw with Charlotte, go to great lengths to avoid 
contact.

Children’s beliefs regarding the danger of the feared 
stimulus are likely to persist despite evidence no danger 
exists or eff orts to reason with them. Unlike most adults 
with a specifi c phobia, children oft en do not recognize 
that their fears are extreme and unreasonable. If the 
feared object is rarely encountered, the phobia may not 
lead to serious impairment. However, if it is encountered 
regularly or if the fear seriously interferes with important 
life events, the child’s phobia can become a serious prob-
lem (Albano et al., 2003).

Th e phobias that can develop in children and ado-
lescents seem limitless, and include fears of telephones, 
 water, menstruation, newspapers, mathematics, haircuts, 
and bowel movements, to name just a few. Although it is 
possible to develop a phobia of almost any object, situa-
tion, or event that is named from A (apiphobia, a fear of 
bees) to Z (zemmiphobia, a fear of the great mole rat), 

As we have seen, many children have specifi c fears that 
are mildly troubling, come and go rapidly until about 
age 10, and rarely require special attention. However, if 
the child’s fear occurs at an inappropriate age, persists, 
is irrational or exaggerated, leads to avoidance of the ob-
ject or event, and causes impairment in normal routines, 
it is called a phobia. Like Charlotte, children with a spe-
cifi c phobia display a marked fear of clearly discernible 
objects or situations for at least 6 months. Th e DSM-
IV-TR criteria for specifi c phobia are shown in Table 7.5.

T A B L E  7 . 5  Main Features of Diagnostic 
Criteria for Specifi c Phobia

DSM-IV-TRA.  Marked and persistent fear that 
is excessive or unreasonable, cued 
by the presence or anticipation of a specifi c object or 
situation (e.g., fl ying, heights, animals, receiving an in-
jection, seeing blood).

B.  Exposure to the phobic stimulus almost invariably pro-
vokes an immediate anxiety response, which may take 
the form of a situationally bound or situationally predis-
posed panic attack.

Note:  In children, the anxiety may be expressed by 
crying, tantrums, freezing, or clinging.

C.  The person recognizes that the fear is excessive or 
unreasonable.

Note: In children, this feature may be absent.

D.  The phobic situation(s) is avoided or else is endured 
with intense anxiety or distress.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Disor-
ders, Fourth Edition, Text Revision. Copyright 2000 by the American Psychiatric Association.

© The New Yorker Collection 2006 Barbara Smaller from cartoonbank.com. All Rights 
Reserved
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certain fears are more likely than others to develop in 
children.

According to evolutionary theory, human infants 
are biologically predisposed as a result of natural selec-
tion to learn certain fears rather than others (Seligman, 
1971). Most children’s phobias have sources of natu-
ral danger during human evolution—snakes, the dark, 
predators, heights, blood, loud noises, and unfamiliar 
places. Th ese fears are adaptive in an evolutionary sense 
because they alert the individual to possible sources of 
danger, thereby increasing the likelihood of survival. 
It’s not only by chance that the most common and most 
heritable specifi c phobia in children is a fear of ani-
mals, particularly dogs, snakes, insects, and mice (Es-
sau, Conradt, & Petermann, 2000). Although evolution-
ary theory explains a readiness to acquire specifi c types 
of fears, it doesn’t explain why children diff er in their 
fearfulness or why some children develop pathological 
anxiety.

DSM categorizes specifi c phobias into fi ve subtypes, 
based on the focus of the phobic reaction and avoid-
ance. Th ese subtypes and the focus of fear of each are as 
follows:

• Animal. Animals or insects.
•  Natural environment. Objects in the natural environ-

ment, such as heights, darkness, storms, or water.
•  Blood–injection–injury. Seeing blood or an injury, or 

receiving an injection or other invasive medical 
procedure.

•  Situational. A specifi c situation, such as fl ying in air-
planes, riding in elevators, going through tunnels or over 
bridges, driving, or being in enclosed places.

•  Other. Phobic avoidance of loud sounds or costumed 
characters, or of situations that may lead to choking, 
vomiting, or contracting an illness. 

(Reprinted with permission from Diagnostic and 
Statistical Manual of Mental Disorders, DSM-IV-TR, 

Text Revision, Fourth Edition. Copyright 2000 by 
the American Psychiatric Association.)

Prevalence and Comorbidity

About 4% to 10% of all children experience specifi c 
phobias at some time in their lives (Bolton et al., 2006). 
However, only very few of these children are referred 
for treatment, suggesting that most parents do not view 
specifi c phobias as signifi cantly harmful. Specifi c pho-
bias, particularly blood phobia, are more common in 
girls than boys (Essau et al., 2000). Th e most common 
co-occurring disorder for children with a specifi c pho-
bia is another anxiety disorder. Although comorbidity is 
frequent for children with specifi c phobias, it tends to be 

lower than for other anxiety disorders (Strauss & Last, 
1993).

Onset, Course, and Outcome

Phobias involving animals, darkness, insects, blood, 
and injury typically have their onset at 7 to 9 years of 
age, which is similar to normal development. However, 
clinical phobias are more likely to persist over time 
than are normal fears, even though both decline with 
age. Specifi c phobias can occur at any age but seem to 
peak between 10 and 13 years of age (Strauss & Last, 
1993).

section summary
Specifi c Phobia
•  Children with a specifi c phobia exhibit an extreme and 

disabling fear of particular objects or situations that in re-
ality pose little or no danger.

• Evolutionary theory contends that human infants are bio-
logically predisposed to learn certain fears that alert them 
to possible sources of danger. This may explain why the 
most common specifi c phobia in children is a fear of ani-
mals such as dogs, snakes, and insects.

• DSM categorizes specifi c phobias into fi ve subtypes based 
on the focus of the phobic reaction and avoidance: ani-
mal, natural environment, blood–injection–injury, situa-
tional, and other.

• About 4% to 10% of children experience specifi c pho-
bias, but only very few are referred for treatment. Specifi c 
phobias can occur at any age, but seem to peak between 
10 and 13 years of age.

Social Phobia (Social Anxiety)

To understand the world one must not be worrying about 
one’s self.

—Albert Einstein (1879–1955)

• Dante is terrifi ed to use the phone because, he 
says, he doesn’t know how to have a conversation 
and would be embarrassed by the long periods of 
silence.

• Gene is too embarrassed to use a public restroom.
• Kaylie is terrifi ed of speaking in front of her class—

she’s afraid of being humiliated.

Each of these youngsters has social anxiety or a social 
phobia—a marked and persistent fear of social or per-
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formance requirements that expose them to scrutiny and 
possible embarrassment (Ollendick & Hirshfeld-Becker, 
2002). Th ey go to great lengths to avoid these situations, 
or they may face the challenge with great eff ort, wear-
ing a mask of fearlessness. Long aft er the age at which 
a fear of strangers is considered normal, children with 
social phobias continue to shrink from people they don’t 
know. When in the presence of other children or adults, 
they may blush, fall silent, cling to their parents, or try 
to hide. Th e DSM criteria for social phobia are shown in 
Table 7.6.

In addition to their extreme anxiety in social situa-
tions that make many people anxious, youngsters with 
social phobias may feel anxious about the most mun-
dane activities—handing out papers in class, buttoning 
their coat in front of others, or ordering a Big Mac and 
fries at McDonalds. Th eir most common fear is doing 
something in front of other people. Th ey fear that if they 
speak in public, they may stumble over their words; if 
they ask a question they may sound stupid; if they enter 
a room, they may trip and look awkward. One teenage 
girl was so fearful of being the focus of attention during 
meals that she spent every lunch period during her fi rst 
year in high school sitting in a bathroom stall (Albano 
et al., 2003, p. 287).

T A B L E  7 . 6  Main Features of Diagnostic 
Criteria for Social Phobia

DSM-IV-TRA.  A marked and persistent fear of 
one or more social or performance 
situations in which the person is exposed to unfamiliar 
people or to possible scrutiny by others. The individual 
fears that he or she will act in a way (or show anxiety 
symptoms) that will be humiliating or embarrassing.

Note:  In children, there must be evidence of the capacity 
for age-appropriate social relationships with famil-
iar people, and the anxiety must occur in peer set-
tings, not only in interactions with adults.

B.  Exposure to the feared social situation almost invariably 
provokes anxiety, which may take the form of a situ-
ationally bound or situationally predisposed panic 
attack.

Note:  In children, the anxiety may be expressed by cry-
ing, tantrums, freezing, or shrinking from social 
situations with unfamiliar people.

C.  The person recognizes that the fear is excessive or 
unreasonable.

Note: In children, this feature may be absent.

D.  The feared social or performance situations are avoided 
or else are endured with intense anxiety or distress.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, Fourth Edition, Text Revision. Copyright 2000 by the American Psychiatric 
Association.

Youngsters with social phobias are more likely than 
other children to be highly emotional, socially fearful 
and inhibited, sad, and lonely. Th ey frequently experience 
socially distressing events with which they are unable to 
cope eff ectively, in part related to a lack of social skills 
(Beidel, Turner, & Morris, 1999). Th ese children want 
to be liked by other people. However, their fear of act-
ing in a way that may invite humiliation is so intense 
and pervasive that it oft en leads to loneliness and suf-
fering because they cannot form the relationships they 
desire (La Greca & Lopez, 1998). If other people attempt 
to push them into social situations they may cry, have a 
tantrum, freeze, or withdraw even further. In the most 
severe cases, children develop a generalized social pho-
bia. Th ey fear most social situations, are afraid to meet 
or talk with new people, avoid contact with anyone out-
side their family, and fi nd it extremely diffi  cult to attend 
school, participate in recreational activities, or socialize 
(Hofmann et al., 1999).

Th e anxiety associated with social phobia can be 
so severe that it produces stammering, sweating, upset 
stomach, rapid heartbeat, or a full-scale panic attack. 
Adolescents with a social phobia frequently believe that 
their visible physical reactions will expose their hidden 
feelings of inadequacy, which makes them more anx-
ious. In a repeating cycle, children with a social phobia 
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anticipate their awkwardness and poor performance, 
which triggers further anxiety as they approach the 
feared situation, and further increases their nervousness 
and physical symptoms. As a result, they avoid social ac-
tivities such as calling a classmate for missed homework, 
asking the teacher to explain something, answering the 
telephone, or dating (Albano, 1995).

Although transitory social anxiety and self-con-
sciousness are part of normal development, adolescents 
with a social phobia experience persistent anxiety. Con-
sider the painful interchange in Box 7.2, which is typi-
cal of the social anxiety and self-focused and self-critical 
thinking of adolescents with a social phobia.

Prevalence, Comorbidity, and Course

Social phobia occurs in 1% to 3% of children and ado-
lescents, aff ecting slightly more girls than boys (Essau, 
Conradt, & Petermann, 1999). Girls may experience 
more social anxiety because they are more concerned 
with social competence than are boys, and attach greater 
importance to interpersonal relationships (Inderbitzen-
Nolan & Walters, 2000). Among children referred for 
treatment for anxiety disorders, as many as 20% have 
social phobia as their primary diagnosis. It is also the 
most common secondary diagnosis for children referred 
for other anxiety disorders (Albano et al., 2003). Even so, 
many cases of social phobia are overlooked because shy-
ness is common in our society and because these chil-
dren are not likely to call attention to their problem even 
when they are severely distressed (Essau et al., 1999).

Two-thirds of children and adolescents with a social 
phobia have another anxiety disorder—most commonly, 
a specifi c phobia or panic disorder (Beidel et al., 1999). 
About 20% of adolescents with a social phobia suff er 
from major depression. Th ey may also use alcohol and 
other drugs as a form of self-medication to reduce their 
anxiety in social situations (Albano et al., 2003).

Social phobias are extremely rare in children under 
the age of 10, and generally develop aft er puberty, with the 
most common age of onset in early- to mid-adolescence 
(Wittchen, Stein, & Kessler, 1999). Th is is a time when 
teens experience heightened self-consciousness, doubts, 
and worries about their appearance, social prowess, and 
what others may think of them. How to walk, what to 
say, and how to dress are ever present in the minds of 
most teens, a fact oft en exploited by advertisers. Com-
mon sources of anxiety at this age include consolida-
tion of identity, sexuality, social acceptance, and con-
fl ict about independence; the symptoms of anxiety they 
most frequently report include fears of public speaking, 
blushing, excessive worry about past behavior, and self-
consciousness (Bell-Dolan et al., 1990). Th e prevalence 
of social phobia appears to increase with age, although 

more information is needed to determine the natural 
course of the disorder and its long-term outcome (Neal & 
Edelmann, 2003). One characteristic in early adoles-
cence that has been shown to predict symptoms of so-
cial anxiety several years later is the youngster’s percep-
tion of not being accepted by peers (Teachman & Allen, 
2007).

Selective Mutism

K E I S H A

Mum’s the Word

Keisha, age 6, doesn’t speak at kindergarten to teachers or peers 

and did not do so during her 2 years in preschool. Two years ago 
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trolled studies are needed to evaluate their eff ectiveness 
(Cohan, Chavira, & Stein, 2006).

section summary
Social Phobia (Social Anxiety)
• Children with social phobia fear being the focus of atten-

tion or scrutiny, or of doing something in public that will 
be intensely humiliating.

• Social phobias occur in 1% to 3% of children, aff ecting 
slightly more girls than boys.

• They generally develop after puberty, at a time when 
most teens experience heightened self-consciousness 
and worries about what others think of them.

• Children with selective mutism fail to talk in specifi c social 
situations, even though they may speak loudly and fre-
quently at home or in other settings.

Obsessive–Compulsive Disorder

Insanity: doing the same thing over and over again and 
expecting diff erent results.

—attributed to Albert Einstein

she had diffi  culties being left at preschool and it took about 

2 months before she could be left without crying. Although she 

doesn’t talk to other children, she interacts with them and partic-

ipates in school activities. Keisha speaks openly to all family mem-

bers at home but does not speak to them in public if others might 

hear her. She says that she does not know why she doesn’t talk, 

but has told her mother that she feels scared. Her mother 

says Keisha is shy and is a worrier. (Adapted from Leonard & 

Dow, 1995)

Children with selective mutism fail to talk in specifi c 
social situations, even though they may speak loudly and 
frequently at home or in other settings. Th is disorder is 
uncommon and is estimated to occur in about 0.5% of 
all children (Bergman, Piacentini, & McKracken, 2002). 
Although not included as an anxiety disorder in DSM-
IV-TR, selective mutism has many factors in common 
with the anxiety disorders (Leonard & Dow, 1995). For 
example, 90% of young children with selective mutism 
meet diagnostic criteria for a social phobia in ways other 
than their reluctance to speak (Black & Uhde, 1995), and 
nearly 40% of their parents have also been diagnosed 
with a social phobia during their lifetime (Chavira et al., 
2007).

Based on these similarities, it has been suggested 
that selective mutism may be an extreme type of so-
cial phobia rather than a unique disorder (Dummit 
et al., 1997). However, there are also diff erences between 
the two disorders—for example, oppositional features 
and nonverbal social engagement occur in selective 
mutism (Yaganeh, Beidel, & Turner, 2006). In addition, 
some children with selective mutism may also display 
developmental delay, language impairments (Manassis 
et al., 2007), or auditory processing defi cits (Bar-Haim 
et al., 2004). One hypothesis is that because of their au-
ditory processing defi cits, some children fail to get used 
to their own vocalizations and are therefore overstim-
ulated by them, making speaking aversive (Bar-Haim 
et al., 2004). Anecdotal accounts from adults who suf-
fered from selective mutism as children also suggest that 
in some cases trauma played a role and not talking was a 
self-protective response (Omdal, 2007). 

In summary, most children with selective mutism 
fail to talk in some settings because they are socially 
anxious, but there may be other reasons as well. Th us, 
it would be premature to conclude that selective mut-
ism and social phobia are the same disorder. Behavioral 
and cognitive behavioral interventions have been used 
to help children with selective mutism, although con-

P A U L

Stuck in a Doorway

At almost any hour, Paul, age 16, could be found in a doorway, 

slightly swaying back and forth, with his eyes fi xed at the upper 

corner of the doorframe. “What are you doing?” a ward attendant 

would ask. “I’m stuck,” Paul whispered back, without moving. 

“I have to do it over again to get it right; I have to do it a certain, 

special way.” “Have to do what?” the attendant would ask. “Get 

through the door right,” Paul would answer. (Adapted from Rapo-

port, 1989)

Paul has an obsessive–compulsive disorder (OCD), 
which is an unusual disorder of ritual and doubt. Chil-
dren and adolescents with OCD experience recurrent, 
time-consuming (taking more than 1 hour a day), and 
disturbing obsessions and compulsions (Evans & Leck-
man, 2006). Obsessions are persistent and intrusive 
thoughts, ideas, impulses, or images. Most children de-
scribe their obsessions as very similar to worries. How-
ever, obsessions are much more than heightened worries 
about everyday problems, such as homework or popu-

(continued)
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larity. Th ey are excessive and irrational, and are focused 
on improbable or unrealistic events, or on greatly exag-
gerated real-life events. Children with OCD may com-
plain about being unable to stop “hearing” recurring 
rhymes or songs, or may experience fears of having a se-
rious disease such as cancer or of being attacked by an 
intruder. Th e most common obsessions in children fo-
cus on contamination, fears of harm to self or others, or 
concerns with symmetry and exactness, while in ado-
lescence, sexual, somatic, and religious preoccupations 
also become more common (Geller et al., 1998). Since 
these and other obsessions create considerable anxiety 
and distress, children with OCD go to great lengths to 
try to neutralize them with another action, known as a 
compulsion.

Compulsions are repetitive, purposeful, and inten-
tional behaviors (e.g., hand washing) or mental acts (e.g., 
repeating words silently) that are performed in response 
to an obsession. For example, as a result of an obses-
sion with germs, a child with OCD may feel compelled 
to clean, check for dirt, or engage in some other ritual 
as a way of decreasing anxiety. One 7-year-old boy was 
so obsessed with germs that he felt compelled to wash 
his homework! Multiple compulsions are the norm, 
the most common being excessive washing and bath-
ing (occurring in about 85% of cases), repeating, check-
ing, touching, counting, hoarding, and ordering or ar-
ranging (Geller et al., 1998). Th e belief that drives OCD 
is similar to the “Step on a crack, break your mother’s 
back” and similar superstitions and rituals. Paul, the 
boy with OCD who got stuck in doorways, reported that 
“cracks in the sidewalk are also big problems.” “Not the 
little way they are for some kids,” he said, “but in a very 
big way” (Rapoport, 1989, p. 75). Th e DSM criteria for 
OCD are shown in Table 7.7.

Most children with OCD have multiple obsessions 
and compulsions, and certain compulsions are com-
monly associated with specifi c obsessions. For example, 
washing and cleaning rituals are likely to be associated 
with contamination obsessions, such as a concern or 
disgust with body wastes or secretions (e.g., urine, fe-
ces, saliva), a concern with dirt or germs, or an exces-
sive concern about chemical or environmental contami-
nation. Compulsions involving counting over and over 
to a certain number, like Georgina’s, are frequently re-
lated to a concern about harm—that something terrible 
might happen like the death of a parent or a fi re. Obses-
sions with symmetry, exactness, or order are oft en as-
sociated with compulsions for arranging and ordering, 
such as repeatedly packing and unpacking a suitcase or 
rearranging drawers (Piacentini, 1997).

How can children with OCD be so reasonable about 
some things yet so disturbed with respect to their obses-

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, Fourth Edition, Text Revision. Copyright 2000 by the American Psychiatric 
Association.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental

T A B L E  7 . 7  Main Features of Diagnostic Criteria 
for Obsessive–Compulsive Disorder

DSM-IV-TRA. Either obsessions or compulsions:

Obsessions as defi ned by (1), (2), (3), and (4):

(1) Recurrent and persistent thoughts, impulses, or 
images that are experienced, at some time during 
the disturbance, as intrusive and inappropriate and 
that cause marked anxiety or distress

(2) The thoughts, impulses, or images are not simply 
excessive worries about real-life problems

(3) The person attempts to ignore or suppress such 
thoughts, impulses, or images, or to neutralize them 
with some other thought or action

(4) The person recognizes that the obsessional 
thoughts, impulses, or images are a product of his 
or her own mind (not imposed from without as in 
thought insertion)

Compulsions as defi ned by (1) and (2):

(1) Repetitive behaviors (e.g., hand washing, ordering, 
checking) or mental acts (e.g., praying, counting, 
repeating words silently) that the person feels driven 
to perform in response to an obsession, or according 
to rules that must be applied rigidly

(2) The behaviors or mental acts are aimed at prevent-
ing or reducing distress or preventing some dreaded 
event or situation; however, these behaviors or men-
tal acts either are not connected in a realistic way 
with what they are designed to neutralize or prevent 
or they are clearly excessive

B.  At some point during the course of the disorder, the 
person has recognized that the obsessions or compul-
sions are excessive or unreasonable. Note: This does not 
apply to children.

sions and compulsions? Most children over age 8 per-
sist in their obsessions or compulsions even though they 
recognize them as excessive and unreasonable (children 
ordinarily use the word dumb or stupid). However, OCD 
is extremely resistant to reason, even when the child rec-
ognizes the “silliness” of the routines. For example, one 
of 10-year-old Emilio’s obsessive thoughts is that a long, 
fl exible, pipe-like structure protrudes from his chest. He 
knows this is not so, but he must behave as if the pipe is 
there and move in such a way that no person or object 
comes too close in front of him (Despert, 1955).

Children with OCD oft en involve family members in 
their rituals; for example, demanding that their clothes 
be washed 2 or 3 times a day, not allowing others to eat 
certain foods for fear of illness or contamination, or hav-
ing a parent get up at 5 a.m. to assist them in dressing 
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rituals that may take hours to complete (Piacentini, 1997; 
Waters & Barrett, 2000). Some children with OCD insist 
that certain phrases be repeated or that questions be an-
swered in a certain way. Consider this exchange between 
Heather, age 11, and her mother:

HE ATHER: You said before that we were having dessert. 
Now you say we’re having ice cream. Which one is it?

MOTHER: Ice cream is dessert.
HEATHER: But which one is right?
MOTHER: Both.
HEATHER: But are we having ice cream or dessert?
MOTHER: We’re having ice cream.
HEATHER: So why did you say we were having dessert?

Heather became so argumentative, insistent, and per-
sistent that her mother thought she had a severe behavior 
problem. However, with further assessment, it became 
clear that Heather’s oppositional behavior was an ex-
pression of OCD. When interviewed about her problem, 
Heather said: “I can’t help it. When I’m with my mother, I 
have to make her say things ‘just right’ or I feel terrible.”

Compulsions are intended to neutralize or reduce 
the anxiety and tension of the obsessions, or to prevent 
some dreaded event or situation from happening. Al-
though rituals may provide temporary relief from anxi-
ety, in the long run they fail to achieve their intended 
purpose. As a result, children with OCD increasingly 
become trapped in a time-consuming and never-ending 
cycle of obsessions and compulsions. Many hours each 
day are dominated by disabling, alarming, and some-
times ridiculous thoughts, and by repeated compulsive 
behaviors. Th e child’s preoccupation with obsessions 
and rituals makes it extremely diffi  cult, if not impossi-
ble, to focus on anything else. As we saw with Paul, even 
a simple activity like walking into a room may become 
an insurmountable problem.

As a result of such excessive preoccupations, normal 
activities of children with OCD are reduced, and health, 
social and family relations, and school functioning can 
be severely disrupted (Evans & Leckman, 2006). Clean-
ing or washing rituals may lead to health problems, such 
as skin irritation of the hands and forearms as a result 
of prolonged washing, or gum lesions as a result of pro-
longed toothbrushing. Dressing or washing rituals may 
result in chronic lateness. Counting and checking ritu-
als and intrusive thoughts may prevent concentration at 
school and interfere with schoolwork. Th ese rituals may 
require the child to check and recheck every answer on 
a test so oft en that he or she is unable to fi nish it. Home-
work may become a daily struggle, as the child spends 
hours repeatedly checking and correcting the work. 
Bedtime rituals like Georgina’s may preclude invit-
ing friends to sleep over and cause repeated refusals to 
accept similar invitations from friends. Contamination 
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fears may interfere with school attendance and social ac-
tivities, such as going to the movies or participating in 
sports (Piacentini, 1997).

Because of the odd and senseless nature of OCD 
symptoms, many children try to mask or hide their ritu-
als, especially in social situations or at school (Rapoport 
et al., 2000). In less severe cases, teachers, friends, and 
family members may be unaware of the child’s OCD for 
months or even years. However, as the rituals become 
more elaborate and time-consuming, they become in-
creasingly diffi  cult to conceal. With considerable eff ort, 
children with OCD may muster the energy to suppress 
their symptoms for brief periods. However, suppression 
commonly has a rebound eff ect, with increased symp-
toms once the child is in a safe place. As the child be-
comes too overwhelmed by anxiety to cope, or when 
magazine articles or TV shows about OCD bring the 
problem into focus, others become more and more aware 
of its seriousness (Piacentini, 1997).

Prevalence and Comorbidity

Th e lifetime prevalence of OCD in children and adoles-
cents is 2% to 3%, suggesting that it occurs about as oft en 
in young people as in adults (Zohar, 1999). Clinic-based 
studies of younger children suggest that OCD is about 
twice as common in boys than in girls. However, this 
gender diff erence has not been observed in community 
samples of adolescents, which may be a function of age 
diff erences, referral bias, or both (Albano et al., 2003). 
Th e most common comorbidities are other anxiety dis-
orders, depressive disorders (especially in older children 
with OCD), and disruptive behavior disorders. Sub-
stance-use disorders, learning disorders, and eating dis-
orders are also overrepresented in children with OCD, as 
are vocal and motor tics (Piacentini & Graae, 1997).

Onset, Course, and Outcome

Th e mean age of onset of OCD is 9 to 12 years with two 
peaks, one in early childhood and another in early ado-
lescence (Hanna, 1995). Children with an early onset of 
OCD (age 6–10) are more likely to have a family history 
of OCD than children with a later onset, suggesting a 
greater role of genetic infl uences in such cases (Hanna 
et al., 2005). Th ese children may have prominent motor 
patterns, engaging in compulsions without obsessions 
and displaying odd behaviors, such as fi nger licking or 
compulsively walking in geometric designs.

Th e developmental course of OCD in young chil-
dren indicates that they typically have obsessions that 
are more vague than those of older children, and are less 
likely to feel that their obsessions are abnormal. Young 
children with OCD oft en ask their parents endless ques-

tions related to their obsessions and make no eff ort 
to hide their discomfort. Most children over age 8 are 
aware that their obsessions are abnormal, and they are 
usually uncomfortable talking about them. Th ey may 
try to hide or minimize them or deny they have them, 
which frustrates parents who know that something is 
wrong and want to help.

One-half to two-thirds of children with OCD con-
tinue to meet the criteria for the disorder 2 to 14 years 
later. Although most children, including those treated 
with medication, show some improvement in symp-
toms, fewer than 10% show complete remission. Predic-
tors of poor outcome include a poor initial response to 
treatment, a lifetime history of tic disorder, and paren-
tal psychopathology at the time of referral. Th us, OCD 
remains a serious and chronic disorder for a signifi cant 
number of children (Evans & Leckman, 2006).

section summary
Obsessive–Compulsive Disorder 
• Youngsters with obsessive–compulsive disorder (OCD) 

experience repeated, intrusive, and unwanted thoughts 
or obsessions that cause anxiety, often accompanied by 
ritualized behaviors or compulsions to relieve the anxiety.

• Among the most common obsessions in children are con-
tamination and fears of harm to self and others. Among 
the most common compulsions are washing and bathing, 
and repeating, checking, and arranging.

• OCD has a mean age of onset of 9 to 12 years and aff ects 
about 2% to 3% of all children. Children with an early on-
set are more likely to have a family history of the disorder 
than are those with a later onset.

• OCD is a serious and chronic disorder, with as many as 
two-thirds of children continuing to have the disorder 2 
to 14 years after being diagnosed.

Panic
In this section we consider youngsters who experience 
symptoms of panic that are characterized by a sudden 
and overwhelming period of intense fear or discomfort.

Panic Attacks

“When my heart starts pounding, I feel like I’m going to die.”

“No one really knows how terrifi ed I am when I have these 
attacks.”

“I can’t help being so frightened. My dad says I should 
snap out of it. I wish I could.”

—author’s fi les
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210 PART 3 Emotional Disorders

Th e word panic originates from the name “Pan,” the 
goat-like Greek god of nature. Pan terrifi ed travelers 
who dared to disturb his roadside nap by surprising 
them with a bloodcurdling scream. So intense was this 
scream that it sometimes scared the intruders to death. 
An unexpected and devastating feeling of terror came to 
be known as panic.

A panic attack is a sudden and overwhelming pe-
riod of intense fear or discomfort that is accompanied 
by four or more physical and cognitive symptoms char-
acteristic of the fi ght/fl ight response (see Table 7.8). Usu-
ally, a panic attack is short, with symptoms reaching 
maximal intensity in 10 minutes or less and then dimin-
ishing slowly over the next 30 minutes or the next few 
hours. Panic attacks are accompanied by an overwhelm-
ing sense of imminent danger or impending doom, and 
by an urge to escape. Although they are brief, they can 
occur several times a week or month. It is important to 
remember that although the symptoms are dramatic, 
they are not physically harmful or dangerous.

Panic attacks are easily identifi ed in adults, but some 
controversy exists over how oft en they occur in children 
and adolescents. Although panic attacks are extremely 
rare in young children, they are common in adolescents 
(Mattis & Ollendick, 2002). One explanation is that 
young children lack the cognitive ability to make the 
catastrophic misinterpretations (e.g., “my heart is beat-
ing rapidly and I’m sitting here watching TV like I al-
ways do—I must be going crazy”) that usually accom-
pany panic attacks (Nelles & Barlow, 1988). However, 
research suggests that young children may in fact be 
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capable of such misinterpretations (Mattis & Ollendick, 
1997).

If limited cognitive capacity is not the primary reason 
that panic attacks are so rare in young children, what is? 
In a revealing study, the relationship between the occur-
rence of panic attacks and pubertal stage was assessed in 
754 girls in the sixth and seventh grades. Importantly, 
increasing rates of panic were related to pubertal devel-
opment, not to increasing age (Hayward et al., 1992). Th e 
signifi cance of pubertal development and anxiety disor-
ders in females is more generally supported by fi ndings 
that sixth- to eighth-grade females who developed inter-
nalizing symptoms were on average 5 months earlier in 
their pubertal development than females who did not de-
velop symptoms (Hayward, Killen, Wilson, & Hammer, 
1997). Given that spontaneous panic attacks are rare be-
fore puberty and are related to pubertal stage, and that 
adolescence is the peak time for the onset of the disor-
der, the physical changes that take place around puberty 
seem critical to the occurrence of panic.

Why do the physical symptoms of the fi ght/fl ight re-
sponse occur if an adolescent is not initially frightened? 
One possibility is that things other than fear can pro-
duce these symptoms. A youngster may be distressed for 
a particular reason, and stress can increase production 
of adrenaline and other chemicals that may produce 

T A B L E  7 . 8  Main Features of Diagnostic Criteria 
for a Panic Attack

DSM-IV-TRA discrete period of intense fear or 
discomfort, in which four or more of the following symp-
toms developed abruptly and reached a peak within 10 
minutes:

 (1) Palpitations, pounding heart, or accelerated heart rate

 (2) Sweating

 (3) Trembling or shaking

 (4) Sensations of shortness of breath

 (5) Feeling of choking

 (6) Chest pain or discomfort

 (7) Nausea or abdominal distress

 (8) Feeling dizzy, unsteady, lightheaded, or faint

 (9)  Derealization (feelings of unreality) or depersonaliza-
tion (being detached from oneself)

 (10) Fear of losing control or going crazy

 (11) Fear of dying

 (12) Paresthesias (numbness or tightening sensations)

 (13) Chills or hot fl ashes

Note: A panic attack is not, in and of itself, a diagnosable disorder.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, DSM-IV-TR, Text Revision, Fourth Edition. Copyright 2000 by the American 
Psychiatric Association.
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physical symptoms of panic. Increased adrenaline may 
be chemically maintained in the body even aft er the 
stress is no longer present. Another possibility is that the 
youngster may breathe a little too fast (subtle hyperven-
tilation), which also can produce symptoms. Because the 
over-breathing is very slight, the child gets used to it and 
doesn’t realize that he or she is hyperventilating. A third 
possibility is that some youngsters are experiencing nor-
mal bodily changes but, because they are constantly 
monitoring their bodies (as adolescents are prone to do), 
they notice these sensations far more readily (Barlow, 
2002).

Panic Disorder

C L A U D I A

An Attack Out of Nowhere

Claudia, age 16, was watching TV after a noneventful day at 

school. She suddenly felt overwhelmed by an intense feeling of 

lightheadedness and a smothering sensation, as if she couldn’t 

get any air to breathe. Her heart started to pound rapidly, as if 

it would explode. The attack came on so fast and was so intense 

that Claudia panicked and thought she was having a heart at-

tack that would kill her. She began to sweat and tremble, and she 

felt the room was spinning. These feelings reached a peak within 

2 minutes . . . but this was the seventh attack that Claudia had 

experienced this month. She frantically ran to her mother and 

pleaded to be taken to the hospital emergency room—again.

Some adolescents who experience repeated severe panic 
attacks have no other symptoms. Others, like Claudia, 
have a progression of distressing symptoms and develop 
a panic disorder (see Box 7.3). Adolescents with panic 
disorder (PD) display recurrent unexpected attacks fol-
lowed by at least 1 month of persistent concern about 
having another attack, constant worry about the conse-
quences, or a signifi cant change in their behavior related 
to the attacks. Th is type of worry is referred to as antici-
patory anxiety. Th ose who suff er many panic attacks de-
velop considerable secondary anxiety and may feel anx-
ious most of the time.

Adolescents with PD may avoid locations where 
they’ve had a previous panic attack, or situations or ac-
tivities in which they fear an attack might occur, or sit-
uations in which help may not be available. An adoles-
cent with PD like Claudia might think: “It would be bad 
enough to have an attack at all, but it would be really 
dangerous if I had one while riding my bike to school. I’d 
be totally preoccupied with the attack and would have an 
accident. I’d probably destroy my bike and wind up se-
riously hurting myself or someone else in the process!” 
Claudia’s avoidance of riding a bike to school could be 
misinterpreted as a fear of bike riding, when it is actually 
a fear of having a panic attack while riding the bike.

If not recognized and treated, PD and its complica-
tions can seriously interfere with relationships at home 
and at school, and with school performance. Some ad-
olescents with PD may be reluctant to go to school or 
be separated from their parents. In severe cases, the ten-
dency to avoid everyday life circumstances may increase 
and generalize, to the point that the older adolescent 
with PD becomes terrifi ed to leave the house at all. Th is 

A  C L O S E R  L O O K

B O X  7 . 3  Did Darwin Have a Panic Disorder?

Charles Darwin (1809–1882) was a gregarious and daring trav-
eler and outdoorsman in his college days. However, in his 
late twenties—just a year after returning to England after a 
5-year voyage to South America and the Pacifi c aboard HMS 
Beagle—he started to complain of an “uncomfortable palpita-
tion of the heart.” The symptoms arose shortly after he began 
keeping a secret notebook that, 22 years later, would become 
his book-length elaboration of the theory of evolution, On the 
Origin of Species. Over the years, his affl  iction was described as 
a case of bad nerves, a tropical disease, intellectual exhaus-
tion, arsenic poisoning, suppressed gout, and a host of other 
complaints. However, in his journal Darwin described his mal-
ady as a “sensation of fear . . . accompanied by troubled beat-
ing of the heart, sweat, trembling of muscles.”

Source: Desmond & Moore, 1991.
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pattern, characterized by a fear of being alone in and 
avoiding certain places or situations, is called agorapho-
bia. Agoraphobia, which usually doesn’t develop until 
age 18 or older, is related to a fear of having a panic at-
tack in situations where escape would be diffi  cult or help 
is unavailable (e.g., stores, restaurants, or crowds). An 
older adolescent with agoraphobia who dares to venture 
into a feared situation does so only with great distress, 
or when accompanied by a family member or a friend.

Prevalence and Comorbidity

Whereas panic attacks are common among adolescents, 
aff ecting about 3% to 4% of teens, PD is less common, af-
fecting about 1% of teens (Goodwin & Gotlib, 2004). Ad-
olescent females are more likely than adolescent males 
to experience panic attacks, and a fairly consistent asso-
ciation has been found between panic attacks and stress-
ful life events (King, Ollendick, & Mattis, 1994; Last & 
Strauss, 1989). Most referred adolescents with PD have 
one or more other disorders, most commonly an addi-
tional anxiety disorder or depression (Doerfl er, Connor, 
Volungis, & Toscano, 2007). Aft er months or years of 
unrelenting panic attacks and the restricted lifestyle that 
results from avoidance behavior, adolescents and young 
adults with PD may develop severe depression and may 
be at risk for suicidal behavior. Others may begin to use 
alcohol or drugs as a way of alleviating their anxiety.

Onset, Course, and Outcome

Th e average age of onset for a fi rst panic attack in ado-
lescents with PD is 15 to 19 years, and 95% of adoles-
cents with the disorder are postpubertal (Bernstein, 
Borchardt, & Perwien, 1996). PD occurs in otherwise 
emotionally healthy youngsters about half the time. Th e 
most frequent prior disturbance, if one exists, is a de-
pressive disorder (Last & Strauss, 1989). Unfortunately, 
children and adolescents with PD have the lowest rate 
of remission for any of the anxiety disorders (Last et al., 
1996).

section summary
Panic
• A panic attack is a sudden and overwhelming period of 

intense fear or discomfort accompanied by physical and 
cognitive symptoms.

• Adolescents who experience repeated panic attacks and 
persistently worry about the possible implications and 
consequences of having another attack have a panic dis-
order (PD).

• Many postpubertal adolescents experience panic attacks, 
but PD is much less common.

Post-traumatic and 
Acute Stress Disorders
Children with post-traumatic stress disorder (PTSD) 
display persistent anxiety following an overwhelming 
traumatic event that occurs outside the range of usual 
human experience (Fletcher, 2007). When the diagnosis 
of PTSD was fi rst introduced, the reference points were 
catastrophic events, such as war, torture, rape, natu-
ral disasters (e.g., earthquakes and hurricanes), and di-
sasters of human origin (e.g., fi res and automobile ac-
cidents). A distinction is made between these types of 
trauma and other very stressful life events, such as ill-
ness or family breakup. Th e traumatic experiences as-
sociated with PTSD are likely to exceed and overwhelm 
the coping abilities of most humans.

Th e experiences associated with PTSD involve actual 
or threatened death or injury, or a threat to one’s physi-
cal integrity. PTSD is most common among children ex-
posed to major accidents, natural disasters, kidnapping, 
brutal physical assaults, war and violence, or sexual 
abuse (see Chapter 14) (Davis & Siegel, 2000). Among 
the specifi c traumatic events associated with the onset 
of PTSD in children are the Oklahoma City bombing, 
the school shootings in Littleton, Colorado, the terror-
ist attacks on the United States on September 11, 2001, 
the ravaging impact of Hurricane Katrina on New Or-
leans and the U.S. Gulf Coast, and the 2004 great Indian 
Ocean earthquake and tsunamis (Comer & Kendall, 
2007; Dean et al., 2008).

As a result of exposure to war during the past de-
cade, more than 2 million children worldwide have 
been killed, approximately 6 million have been injured 
or permanently disabled, 1 million have been orphaned, 
and 20 million have been displaced (Barenbaum, Ruch-
kin, & Schwab-Stone, 2004). Many others have been in-
jured by land mines or targeted for ethnic cleansing and 
genocide. Millions of other children have been exposed 
to bombing, shelling, sniper fi re, and terrorist attacks 
resulting in untold loss of family, friends, and commu-
nity support (Bellamy, 2002; Machel, 2001). Th e tragedy 
of these events underscores the need to understand how 
they aff ect children’s mental health, and, more impor-
tantly, to fi nd eff ective ways of helping the child victims 
of such atrocities (Ehntholt & Yule, 2006).

As illustrated in the following case example of Mar-
cie, the three core features of PTSD are persistent (for 
more than 1 month):

• Reexperiencing of the traumatic event
• Avoidance of associated stimuli and numbing of gen-

eral responsiveness
• Symptoms of extreme arousal
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M A R C I E

Not the Only Victim

While accompanying her mother to a neighbor’s house, Marcie, 

age 6, was viciously mauled in the face by a large German shep-

herd. Her brother Jeff , age 7, and her two younger sisters ob-

served the incident. Although the mother warned the children 

to keep away from the dog, Marcie and Jeff  let it approach and 

Jeff  was able to pet the dog. Marcie then bent toward the dog 

to pet it, and the dog attacked. The mother immediately applied 

pressure to the bleeding wound, as the two youngest children 

clung to their mother’s legs. The dog’s owner (who had followed 

the dog down the driveway) panicked and ran to the children’s 

home to get their father, leaving the dog unleashed and barking 

at the frightened family for about 20 minutes. The father took 

the family home, cleaned Marcie’s wound, and then took her 

for emergency medical treatment. Marcie received stitches in 

her face while she was strapped down and in extreme 

distress.

Following the incident, all the children displayed some fear 

and reverted to behaviors displayed at a younger age, such as 

bed-wetting and fi nger sucking. They also displayed irritability 

and developed varying degrees of sleep disturbances and night-

mares. Moreover, Marcie developed an intense fear of medical 

procedures or any situation that reminded her of a medical proce-

dure. Thus, intense fear and panic reactions accompanied follow-

up visits to the plastic surgeon. Excessive distress was shown in 

everyday fi rst-aid situations such as caring for a minor scratch or 

scrape. (Adapted from “Behavioral Assessment and Treatment 

of PTSD in Prepubertal Children: Attention to Developmental Fac-

tors and Innovative Strategies in the Case Study of a Family,” by 

A. M. Albano, P. P. Miller, R. Zarate, G. Cote, and D. H. Barlow, 1997, 

pp. 245–262, Cognitive and Behavioral Practice, Vol. 2, Copyright 

© 1997 by the Association for Advancement of Behavior Therapy. 

Reprinted by permission.)

Symptoms of PTSD are both conspicuous and com-
plex. Th ey include intense fear, helplessness, and horror, 
which in children may be expressed as agitated behavior 
and disorganization. Children with PTSD show many of 
the same symptoms as combat soldiers exposed to the 
horrors of war. Th ey may have nightmares, fears, and 
panic attacks for many years. Th ey may regress develop-
mentally and display age-inappropriate behaviors, such 
as a fear of strangers. Children with PTSD avoid situa-
tions that could remind them of the traumatic event or 
they may reenact the event in play. Th ey may feel pes-
simistic, vulnerable, or numb, and have problems in 
school (Anthony, Lonigan, & Hecht, 1999).

Some key symptoms are expressed diff erently in chil-
dren than in adults. For example, instead of fl ashbacks 
and waking recall of the traumatic event, young chil-
dren are likely to reexperience trauma in nightmares. 
Initially, the nightmares refl ect the traumatic event, but 
over time they may become nonspecifi c. Similarly, day-
time recall may be expressed in play or through reenact-
ment of the event or related themes. Trauma reactions of 
preschool children may include repetitive drawing and 
play focused on trauma-related themes, regressive be-
havior, antisocial or aggressive behavior, and destructive 
behavior (Perrin, Smith, & Yule, 2000).

Acute stress disorder is characterized by the devel-
opment during or within 1 month aft er exposure to an 
extreme traumatic stressor of at least three of the follow-
ing dissociative symptoms: an absence of emotional re-
sponsiveness, derealization, a reduced awareness of sur-
roundings, depersonalization, or dissociative amnesia. 
Th e traumatic event is persistently reexperienced, and the 
child displays marked avoidance of stimuli that arouse 
memories of it. Th ese disturbances last for at least 2 days, 
but do not persist longer than a month (APA, 2000). 
Acute stress disorder is short-lived and emphasizes acute 
dissociative reactions to the trauma, whereas PTSD has 
long-lasting eff ects. Acute stress disorder occurs fol-
lowing trauma in about 10% to 20% of children and, 
although short-lived, is still a problem for a signifi cant 
number of youth who are exposed to trauma (Meiser-
Stedman et al., 2007).

Prevalence and Comorbidity

Two-thirds or more of children experience one or more 
potentially traumatic events by age 16 and most do not 
develop PTSD, except following several traumas or a his-
tory of anxiety (Copeland, Keeler, Angold, & Costello, 
2007). Nevertheless, a small but signifi cant number of 
children who are exposed to trauma develop PTSD. In 
a large national sample of over 4,000 adolescents ages 
12 to 17 in the United States, the 6-month prevalence of 
PTSD was 3.7% for boys and 6.3% for girls. In addition, 
nearly 75% of these youngsters displayed a comorbid di-
agnosis of depression and/or substance abuse (Kilpatrick 
et al., 2003). Th us, PTSD is a signifi cant problem, and 
there is some evidence that rates are increasing (Perrin et 
al., 2000). Th e prevalence of PTSD symptoms is greater 
in children who are exposed to life-threatening events 
than children who are not. For example, nearly 40% of 
children exposed to the Buff alo Creek dam collapse in 
1972 showed probable PTSD symptoms 2 years aft er 
the disaster (Fletcher, 2003). PTSD in children is also 
strongly correlated with degree of exposure. In children 
exposed to a schoolyard sniper attack, proximity to the 
attack was directly related to the risk of developing PTSD 
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symptoms (Pynoos et al., 1987). Traumatized children 
frequently exhibit symptoms of disorders other than 
PTSD (e.g., depression), and children with other disor-
ders may have PTSD as a comorbid diagnosis (Famularo, 
Fenton, Kinscherff , & Augustyn, 1996). Th e PTSD that 
occurs in children traumatized by fi res, hurricanes, or 
chronic maltreatment may worsen or lead to disruptive 
behavior disorders (Amaya-Jackson & March, 1995).

Onset, Course, and Outcome

PTSD can strike at any time during childhood. Its 
course depends on the age of the child when the trauma 
occurred and the nature of the trauma. Since the trau-
matic experience is fi ltered cognitively and emotion-
ally before it can be appraised as an extreme threat, how 
trauma is experienced depends on the child’s develop-
mental level, pre-disaster level of anxiety and stress, 
cognitive appraisal of threat, and coping style (Meiser-
Stedman, 2002; Lengua, Long, & Meltzoff , 2006; Weems 
et al., 2007). Furthermore, some children appear to have 
diff erent trauma thresholds—some seem more pro-
tected, others seem more vulnerable to extremely stress-
ful situations. In one study of children age 6 years or 
younger with PTSD, it was found that their symptoms 
continued aft er 2 years even with treatment (Scheer-
inga, Zeanah, Myers, & Putnam, 2005). Th is fi nding 
raises the troubling possibility that very young chil-
dren who are vulnerable to developing PTSD following 
trauma may have an increased vulnerability to a more 
chronic course of the disorder, perhaps related to the 
impact of trauma on the developing brain (Bremner, 
2007). Despite these diff erences related to age and tim-
ing, exposure to horrifi c events is traumatic to nearly all 
children.

Longitudinal fi ndings suggest that PTSD can be-
come a chronic psychiatric disorder for some children, 
persisting for decades and in some cases for a lifetime 
(Fletcher, 2003). Children with chronic PTSD may dis-
play a developmental course marked by remissions and 
relapses. In a much less common delayed variant (An-
drews, Brewin, Philpot, & Stewart, 2007), children ex-
posed to a traumatic event may not exhibit symptoms 
until months or years later when a situation that resem-
bles the original trauma triggers the onset of PTSD. For 
example, sexual violence during adulthood may trigger 
PTSD in a survivor of childhood sexual abuse.

As highlighted in Box 7.4, eff orts to help children cope 
with their feelings and reactions following a disaster fo-
cus on helping the child acknowledge the experience and 
their reactions, and addressing pre- and post-disaster 
factors that are known to aff ect the child’s adjustment, 
for example, developmental level, general anxiety, cop-
ing style, and social support (La Greca, Silverman, Vern-

berg, & Roberts, 2002). Cognitive–behavioral treat ment 
involving imaginal or real-life exposure to feared stim-
uli has been shown to be a promising treatment for help-
ing children with PTSD (Silverman et al., 2008; Stallard, 
2006).

section summary
Post-traumatic and Acute Stress Disorders
• Youngsters with post-traumatic stress disorder (PTSD) 

display persistent frightening thoughts following over-
whelming traumatic events such as threatened death or 
injury, natural disasters, or sexual abuse.

• Children with PTSD re-experience the traumatic event, 
avoid associated stimuli, and display symptoms of 
extreme arousal.

• An acute distress disorder is short-lived and emphasizes 
acute dissociative reactions, whereas PTSD has long-
 lasting eff ects.

• Several factors appear to be important in children’s course 
of recovery from PTSD, including the nature of the trau-
matic event, preexisting child characteristics, and social 
support.
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Associated Characteristics
Children with anxiety disorders display a number of 
associated characteristics, including cognitive distur-
bances, physical symptoms, social and emotional defi -
cits, and depression.

Cognitive Disturbances

For most children, the development of cognitive ma-
turity is associated with a reduction in fears. However, 
children with anxiety disorders continue to evaluate 
nonthreatening events as threatening, which suggests a 
disturbance in how they perceive and process informa-
tion (Hadwin, Garner, & Perez-Olivas, 2006; Vasey & 
MacLeod, 2001).

Intelligence and Academic Achievement
Children with anxiety disorders typically have normal in-
telligence, and there is little evidence of a strong relation-
ship between anxiety and IQ. However, excessive anxi-
ety may be related to defi cits in specifi c areas of cognitive 
functioning, such as memory, attention, and speech or 
language. High levels of anxiety can interfere with aca-
demic performance. One study found that anxiety in the 
fi rst grade predicted anxiety in the fi ft h grade, and signif-
icantly infl uenced fi ft h-grade achievement (Ialongo et al., 
1995). Th e specifi c mechanisms involved could include 
anything from frequent absences to direct interference 
on cognitive tasks such as taking a test or solving a math 
problem. Youngsters with anxiety disorders, particularly 
generalized social anxiety, may also fail to reach their ac-
ademic potential because they drop out of school prema-
turely (Van Ameringen, Mancini, & Farvolden, 2003).

Threat-Related Attentional Biases
Children with anxiety disorders selectively attend to in-
formation that may be potentially threatening or dan-
gerous (e.g., an angry looking face)—a tendency referred 
to as anxious vigilance or hypervigilance (Bar-Haim 
et al., 2007; Puliafi co & Kendall, 2006). Anxious vigilance 
permits the child to avoid potentially threatening events 
by early detection, with minimal anxiety and eff ort. Al-
though this may benefi t the child in the short term, it 
has the unfortunate long-term eff ect of maintaining and 
heightening anxiety by interfering with the information-
processing and coping responses needed to learn that 
many potentially threatening events are not so danger-
ous aft er all (Lonigan, Vasey, Phillips, & Hazen, 2004).

Cognitive Errors and Biases
When faced with a clear threat, both nonanxious and 
anxious children use rules to confi rm information about 
danger, and minimize information about safety. How-

ever, highly anxious children oft en do this in the face 
of less obvious threats, suggesting that their perceptions 
of threats activate danger-confi rming thoughts (Muris, 
et al., 2003). Children with conduct problems (see Chap-
ter 6) also put a negative spin on ambiguous events. Th e 
main diff erence is that children with conduct problems 
select aggressive solutions in response to perceived threat, 
whereas anxious children choose avoidant solutions 
that emphasize personal safety (Chorpita, Albano, & 
Barlow, 1996).

Although threat-related attentional and cognitive er-
rors and biases are associated with anxiety in children, 
the precise nature of these errors and their role in causing 
anxiety has not yet been established (Alfano, Beidel, & 
Turner, 2002). One possibility is that the child’s temper-
ament may heighten attentional biases to threat and be-
havioral avoidance and by doing so promote the acquisi-
tion of children’s fears (Field, 2006). In general, children 
with anxiety disorders see themselves as having less con-
trol over anxiety-related events than do other children 
(Weems, Silverman, Rapee, & Pina, 2003). However, 
diff erent types and degrees of cognitive errors may oc-
cur in children with diff erent anxiety disorders—for ex-
ample, higher ratings of responsibility in children with 
OCD (Barrett & Healy, 2003).

Physical Symptoms

As we have seen, many children with anxiety disorders 
have somatic problems, such as stomachaches or head-
aches. Th ese complaints are more common in young-
sters with GAD, PD, and SAD than in youngsters with 
a specifi c phobia. Somatic complaints are also more fre-
quent in adolescents than in younger children, and in 
children who display school refusal. One study found 
that 90% of youngsters with anxiety disorders experi-
ence at least one sleep-related problem, most commonly 
insomnia, nightmares, and reluctance/refusal to sleep 
alone (Alfano, Ginsburg, & Kingery, 2007). Some may 
experience nocturnal panic, an abrupt waking in a state 
of extreme anxiety that is similar to a daytime panic at-
tack. Nocturnal panic attacks usually occur in adoles-
cents who suff er from PD. Th ey prevent a return to sleep 
and are vividly recalled the next day (Craske & Rowe, 
1997).

It is of interest to note that higher levels of anxiety in 
adolescence are associated with reduced accidents and 
accidental death in early adulthood, but higher rates of 
non-accidental death in later life. High levels of anxiety 
in adolescence may reduce risky behaviors and by do-
ing so lead to short-term survival benefi ts, but anxiety 
takes its toll over time by increasing the long-term risk 
of serious health problems (Lee, Wadsworth, & Hotopf, 
2006).
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Social and Emotional Defi cits

Since anxious children expect danger in social situa-
tions, it’s not surprising that they experience diffi  cul-
ties in their interactions with other children, including 
siblings (Fox, Barrett, & Shortt, 2002). In fact, they dis-
play low social performance and high social anxiety, and 
their parents, teachers, and peers are likely to view them 
as anxious and socially maladjusted (Chansky & Ken-
dall, 1997; Krain & Kendall, 2000). Th ese children, par-
ticularly those with a social phobia, may also be less liked 
by their peers (Verduin & Kendall, 2008). Compared to 
their peers, children with anxiety disorders are more 
likely to see themselves as shy and socially withdrawn, 
and to report low self-esteem, loneliness, and diffi  culties 
in starting and maintaining friendships.

Some diffi  culties with peers and siblings may be re-
lated to specifi c defi cits in understanding emotion, par-
ticularly in hiding and changing emotions (Southam-
Gerow & Kendall, 2000) and in diff erentiating between 
thoughts and feelings (Alfano et al., 2002). Findings re-
garding how children with anxiety disorders are viewed 
by other children are mixed (Kendall, Panichelli-Mindel, 
Sugarman, & Callahan, 1997). Childhood anxiety dis-
orders are most likely associated with diminished peer 
popularity when they coexist with depression (Strauss 
et al., 1988).

Anxiety and Depression

We have already discussed co-occurring disorders in 
relation to each anxiety disorder, and it is important to 
keep in mind that a child’s risk for accompanying dis-
orders will vary with the type of anxiety disorder. So-
cial phobia, GAD, and SAD are more commonly associ-
ated with depression than is specifi c phobia. Depression 
is also diagnosed more oft en in children with multiple 
anxiety disorders and in children who show severe im-
pairments in their everyday functioning (Bernstein, 
1991). Th e pattern of covariation among symptoms of 
depression and anxiety disorder symptoms may also 
refl ect diff erent developmental pathways. For example, 
one study found two pathways from anxiety to depres-
sion, one a genetically mediated pathway beginning with 
early GAD and phobic symptoms, and the other a shared 
environment pathway refl ecting persistent SAD and later 
occurring GAD (Silberg, Rutter, & Eaves, 2001).

Th e strong and undeniable relationship between 
anxiety and depression in children and adolescents mer-
its further discussion (Brady & Kendall, 1992; Mesman 
& Koot, 2000a, 2000b). Does anxiety lead to depression, 
are anxiety and depression the same disorder with dif-
ferent clinical features, are they on a continuum of se-

verity, or are they distinct disorders with diff erent causes 
but some overlapping features? (Seligman & Ollendick, 
1998; Zahn-Waxler, Klimes-Dougan, & Slattery, 2000).

Children with anxiety and depression are older at 
age of presentation than children with only anxiety, and 
in most cases symptoms of anxiety both precede and 
predict symptoms of depression (Avenevoli et al., 2001; 
Roza, Hofstra, van der Ende, & Verhulst, 2003). Symp-
toms of anxiety and depression may form a single indis-
tinguishable dimension in younger children, but are in-
creasingly distinct in older children and children with at 
least one diagnosable disorder (Cole, Truglio, & Peeke, 
1997; Gurley, Cohen, Pine, & Brook, 1996).

Th e concept of negative aff ectivity is useful in un-
derstanding the nature of the link between anxiety and 
depression (Anderson & Hope, 2008). Negative aff ec-
tivity is a persistent negative mood, as refl ected in ner-
vousness, sadness, anger, and guilt. In contrast, positive 
aff ectivity refers to a persistent positive mood that in-
cludes states such as joy, enthusiasm, and energy. Nega-
tive aff ectivity is related to both anxiety and depression, 
whereas positive aff ectivity is negatively correlated with 
depression but is independent of anxiety symptoms and 
diagnoses (Lonigan, Phillips, & Hooe, 2003). In gen-
eral, children with anxiety do not diff er from children 
with depression in their negative aff ect, which suggests 
that a general underlying dimension of negative aff ec-
tivity is common to both anxiety and depression (Chor-
pita, 2002). Rather, the diff erence between children who 
are anxious and children who are depressed may be the 
lower positive aff ectivity in those who are depressed. It 
has also been proposed that a third construct, physio-
logical hyperarousal (e.g., somatic tension, shortness of 
breath, dizziness) may be unique to children who are 
anxious. Although this hypothesis has received some 
support, particularly with respect to panic disorder, 
fewer studies have investigated this construct and fi nd-
ings have been inconsistent (Anderson & Hope, 2008).

Consistent with the idea of anxiety and depression as 
distinct dimensions with diff erent developmental path-
ways are fi ndings that some of the predictors and envi-
ronmental infl uences associated with anxiety are dif-
ferent from those of depression. In terms of predictors, 
social and externalizing problems predict later anxiety 
disorders, whereas mood disorders are better predicted 
by internalizing symptoms (Roza et al., 2003). In terms 
of environmental infl uences, threatening life events such 
as physical jeopardy or the risk of losing a parent are re-
lated to symptoms of anxiety but not depression. In con-
trast, life events involving actual loss and stress, such as 
the death of a family member or family stress, are asso-
ciated with depression but not anxiety (Eley & Steven-
son, 2000).
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section summary
Associated Characteristics
• Children with anxiety disorders may display defi cits in 

specifi c areas of cognitive functioning, such as memory, 
attention, and speech and language.

• They selectively attend to information that may be po-
tentially threatening, a tendency referred to as anxious 
vigilance.

• These children often have somatic problems, such as 
stomachaches or headaches, and may experience sleep 
disturbances.

• Children with anxiety disorders report being socially with-
drawn and lonely, and may be viewed by others as socially 
maladjusted.

• There is a strong and undeniable relationship between 
anxiety and depression in children and adolescents. The 
diff erence between children who are anxious and those 
who are depressed may be the greater positive aff ectivity 
in those who are anxious.

Gender, Ethnicity, and Culture
Studies have found a preponderance of anxiety disorders 
in girls during childhood and adolescence (Lewinsohn 
et al., 1998; Mackinaw-Koons & Vasey, 2000). By age 6, 
twice as many girls as boys have experienced symptoms 
of anxiety, and this discrepancy persists through child-
hood, adolescence, and young adulthood (Roza et al., 
2003; see Figure 7.1). Th e fact that girls are more likely 
than boys to report anxiety may contribute to this vari-
ation, although how much is not known (Wren et al., 
2007). For adolescents with anxiety, the diff erences be-
tween genders cannot be accounted for solely by varia-
tions in psychosocial factors such as stress, self-perceived 
social competence, or emotional reliance. Th is suggests 
that female vulnerability to anxiety may be related more 
to genetic infl uences than to varying social roles and ex-
periences (Lewinsohn et al., 1998).

One study of gender role orientation in boys and girls 
with anxiety disorders found that self-reported mascu-
linity was related to lower overall levels of fearfulness 
and fewer specifi c fears of failure and criticism, medical 
fears, and fears of the unknown (Ginsburg & Silverman, 
2000). In contrast, no relation was found between self-
reported femininity and fearfulness. Th is suggests that 
gender role orientation, especially masculinity, may play 
a role in the development and persistence of fearfulness 
in children.

Studies comparing the number and nature of fears 
in both African American and white youngsters have 
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found the two groups to be quite similar (Ginsburg & 
Silverman, 1996; Treadwell, Flannery-Schroeder, & Ken-
dall, 1994). However, African American children gen-
erally report more symptoms of anxiety than do white 
children (Cole, Martin, Peeke, Henderson, & Harwell, 
1998), although white children report more symptoms 
of social phobia and fewer symptoms of separation anxi-
ety than do African American children (Compton, Nel-
son, & March, 2000). It has been found that symptoms 
of anxiety are higher in children of parents with fewer 
years of formal education, suggesting that variations in 
child anxiety across racial/ethnic groups may be best ac-
counted for by group diff erences in parental education 
(Wren et al., 2007).

Among children who are referred for anxiety disor-
ders, whites are more likely to present with school re-
fusal and higher severity ratings, while African Amer-
icans are more likely to have a history of PTSD and a 
slightly greater number of fears (Last & Perrin, 1993). 
Although anxiety may be similar in the two groups, pat-
terns of referral, help-seeking behaviors, diagnoses, and 
treatment processes are likely to diff er. For example, Af-
rican American parents who need help with their child’s 
OCD symptoms may be more likely to turn to mem-
bers of their informal social network, such as clergy or 
medical personnel, than to mental health professionals 
(Hatch, Friedman, & Paradis, 1996). Th eir family mem-
bers are also less likely to be drawn into the child’s OCD 
symptoms. Although ethnicity is not related to out-
comes in the treatment of anxiety disorders, it may be 

F I G U R E  7 . 1  Cumulative incidence of anxiety 
disorders in females and males
Source: Roza, S. J., Hofstra, M. B., van der Ende, J., Verhulst, F. C. Stable prediction 
of mood and anxiety disorders based on behavioral and emotional problems in 
childhood: A 14-year follow-up during childhood, adolescence, and young adult-
hood, American Journal of Psychiatry, 160, 2116–2121. Reprinted with permission 
from The American Journal of Psychiatry. Copyright 2003 American Psychiatry 
Association.
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related to premature termination of treatment (Kendall & 
Flannery-Schroeder, 1998).

Research comparing phobic and anxiety disorders 
in Hispanic and white children fi nds marked similari-
ties in age at intake, gender, primary diagnoses, propor-
tion of school refusal, and proportion with more than 
one diagnosis. Hispanic children are more likely to have 
a primary diagnosis of SAD. Hispanic parents also rate 
their children as more fearful than do white parents 
(Ginsburg & Silverman, 1996). Few studies have exam-
ined anxiety disorders in Native American children. 
Prevalence estimates from one study of Native American 
youth in Appalachia (mostly Cherokee) indicate rates of 
anxiety disorders similar to those for white youth, with 
the most common disorder for both groups being SAD. 
Rates of SAD were slightly higher for Native American 
youth, especially girls (Costello et al., 1997).

Th e experience of anxiety is pervasive across cul-
tures. Although cross-cultural research into anxiety dis-
orders in children is limited, specifi c fears in children 
have been studied and documented in virtually every 
culture. Developmental fears (e.g., a fear of loud noises 
or of separation from the primary caregiver) occur in 
children of all cultures at about the same age. Th e de-
tails may vary from culture to culture, but the number 
of fears in children tends to be highly similar across cul-
tures, as does the presence of gender diff erences in pat-
tern and content.

Nevertheless, the expression, developmental course, 
and interpretation of symptoms of anxiety are aff ected 
by culture (Ingman, Ollendick, & Akande, 1999). For 
example, Native Hawaiian adolescents display rates of 
OCD that are twice as high as other ethnic groups (Gue-
rrero et al., 2003). When attempting to explain such dif-
ferences, it is important to keep in mind that genetic 
and/or environmental risk factors may play a role.

Cultural diff erences in traditions, beliefs, and prac-
tices about children can aff ect the occurrence of anxi-
ety and related symptoms, and how they are perceived 
by others and experienced by the child (Wang & Ollen-
dick, 2001). For example, James, a 16-year-old Chinese 
American boy had been to multiple doctors throughout 
his life for treatment for stomach cramps, nausea, and 
hot fl ushes in the morning before going to school and 
also in anticipation of social interactions. James had a 
social phobia but both he and his family felt his prob-
lem was physical and wanted to focus only on his physi-
cal symptoms in therapy and not subjective feelings of 
anxiety.

Increased levels of fear in children are found in cul-
tures that favor inhibition, compliance, and obedience 
(Ollendick et al., 1996). Chinese cultural values such as 
human malleability and self-cultivation may heighten 
levels of general distress and specifi c fears (e.g., social 

evaluative) (Dong, Yang, & Ollendick, 1994). In addition, 
Chinese adolescents report higher levels of social anxiety 
than American youth, including anxiety about humili-
ation and rejection and public performance fears (Yao 
et al., 2007). Th is is likely related to their collectivis-
tic versus individualistic value orientation. Children in 
Th ailand have also been found to display more symptoms 
of anxiety, such as shyness and somatic complaints, than 
children in the United States (Weisz, Weiss, Suwanlert, & 
Chaiyasit, 2003). Perhaps the most accurate way to ana-
lyze cultural diff erences in anxiety is using Weisz and 
colleagues’ (2003, p. 384) behavior lens principle, which 
states that child psychopathology refl ects a mix of actual 
child behavior and the lens through which it is viewed 
by others in a child’s culture.

section summary
Gender, Ethnicity, and Culture
• About twice as many girls as boys experience symptoms 

of anxiety, and this diff erence is present in children as 
young as 6 years of age.

• Children’s ethnicity and culture may aff ect the expres-
sion and developmental course of fear and anxiety, how 
anxiety is perceived by others, and expectations for 
treatment.

Theories and Causes
Over the years, numerous theories and causes have been 
proposed to explain the origins of fear and anxiety in 
children, including brain disease, mental strain, par-
enting practices, conditioning, and instinct (Treff ers & 
Silverman, 2001). Th e recent study of fear and anxiety 
in children dates back to Freud’s (1909/1953) classic ac-
count of the case of Little Hans; Watson and Rayner’s 
(1920) conditioning of a fear in Little Albert; and Bowl-
by’s (1973) monumental works on early attachment and 
loss. Although each early theory has been debated since 
it was introduced, all have had a lasting impact on how 
we think about anxiety in children.

Early Theories

Classical psychoanalytic theory views anxieties and pho-
bias as defenses against unconscious confl icts rooted in 
the child’s early upbringing. Certain drives, memories, 
and feelings are so painful that they must be repressed 
and displaced onto an external object, or symbolically 
associated with the real source of anxiety. Th us, anxiety 
and phobias will protect the child against unconscious 
wishes and drives. Freud’s most famous case of a pho-
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bia was Little Hans, a 5-year-old who feared horses. Ac-
cording to Freud, Little Hans unconsciously felt that he 
was in competition with his father for his mother’s love 
and feared his father’s revenge (the Oedipus complex). 
Hans’s fear was repressed and displaced onto horses, a 
symbol of his castrating father. Having something spe-
cifi c to fear was less stressful for Hans than suff ering 
from anxiety without apparent cause.

Behavioral and learning theories held that fears and 
anxieties were learned through classical conditioning. In 
the case of Little Albert, Watson and Rayner (1920) cre-
ated what looked very much like a rat phobia (see Chap-
ter 1, Box 1.3), and claimed that fears were learned by 
association. Operant conditioning has been cited in ex-
plaining why fears persist once they are established. Th e 
principle is that behavior will continue if it is reinforced 
or rewarded. Once something has become frightening, 
there is the automatic reward of instant relief whenever 
the child avoids the feared object or situation. Th us, 
through negative reinforcement, avoidance of a feared 
stimulus becomes a learned response, which serves to 
maintain the child’s fear even when not exposed to it. 
Th e combination of classical and operant conditioning 
in the learning and maintenance of fears is called the 
two-factor theory (Mowrer, 1947). Social learning theo-
ries also showed that children could learn fears through 
observation of others, without experiencing the feared 
stimulus directly (Bandura & Walters, 1963).

Bowlby’s theory of attachment (1973) presents a very 
diff erent explanation for children’s fears. According to 
attachment theory, fearfulness in children is biologically 
rooted in the emotional attachment needed for survival. 
Infants must be close to their caregivers if their physi-
cal and emotional needs are to be met. Attachment be-
haviors, such as crying, fear of strangers, and distress, 
represent active eff orts by the infant to maintain or re-
store proximity to the caregiver. Separation gradually 
becomes more tolerable as the child gets older. However, 
children who are separated from their mothers too early, 
who are treated harshly, or who fail to have their needs 
met consistently, show atypical reactions to separation 
and reunion. Early insecure attachments become inter-
nalized and determine how children see the world and 
other people. Children who view the environment as 
undependable, unavailable, hostile, or threatening may 
later develop anxiety and avoidance behavior.

No single theory is suffi  cient to explain the various 
anxiety disorders in children, the diff erences among 
children in the expression of these disorders, or the vari-
ations in outcomes over time. It is important to recog-
nize that diff erent anxiety disorders may require diff er-
ent causal models. In contrast to early theories, current 
models of anxiety emphasize the importance of interact-
ing biological and environmental infl uences (Gregory & 

Eley, 2007; McClure & Pine, 2006). Genetic vulnerabil-
ity refl ects a disposition towards broad anxiety-related 
traits whereas early environmental risk may impact on 
the specifi c types of anxieties that emerge. In the sec-
tions that follow, we consider the role of temperament, 
genetic and family risk, neurobiological factors, and 
family infl uences.

Temperament

Once I visited with a group of preschool children from 
the campus day care center when I noticed a little Cauca-
sian boy slowly sneaking up behind a little Chinese girl 
who was walking in front of him. Th e boy came to within 
2 feet of the girl, his presence still undetected, stopped, 
and then screamed at the top of his lungs, “BOO!!” Even 
though I saw it coming, the intensity of the boy’s scream 
startled me a bit. However, much to my surprise, the in-
tended victim showed hardly any reaction. Instead, this 
pint-sized version of Lara Croft  paused for a moment, 
slowly turned, looked at the boy (who appeared dumb-
founded by this unexpected display of fearlessness), and 
with a relaxed smile on her face, calmly said, “I’m used to 
that sort of thing.” She then turned and continued on her 
way, with the little boy trailing behind like a puppy dog 
(I think he was in love).

Th e lesson of this story is that children (like adults) diff er 
markedly in their psychological and physical reactions 
to novel or unexpected events, perhaps because of their 
wiring, gender, cultural background, prior experience 
(in this example, perhaps with a pesky little brother?), or 
a combination of factors. How would you react if some-
one snuck up behind you and yelled “BOO!!”? Readiness 
to react to unfamiliar or discrepant events is one distin-
guishing feature of all mammals. Orienting, attending, 
vigilance, wariness, and motor readiness in response to 
the unfamiliar are important mechanisms for survival. 
From an evolutionary perspective, abnormal fears and 
anxieties refl ect variation among infants in their initial 
behavioral reactions to novelty (Kagan, 1997).

Th is variation is partly the result of inherited diff er-
ences in the neurochemistry of brain structures thought 
to play an important role in detecting discrepant events. 
Th ese brain structures include the amygdala, which has 
a primary function to react to unfamiliar or unexpected 
events (Fitzgerald et al., 2006), and its projections to the 
motor system, the anterior cingulate and frontal cortex, 
the hypothalamus, and the sympathetic nervous system. 
Children with a high threshold to novelty, such as the 
little Chinese girl in the story, are presumed to be at low 
risk for developing anxiety disorders. Other children are 
born with a low threshold to become overexcited and to 
withdraw in response to novel stimulation as infants, 
a tendency to be fearful and anxious as toddlers, and 
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a tendency to be unusually shy or withdrawn in novel 
or unfamiliar situations as young children. Th is type of 
temperament is called behavioral inhibition (BI), an 
enduring trait for some and a predisposing factor for the 
development of later anxiety disorders (Fox, Henderson, 
et al., 2005; Kagan, 2008).

However, the road from BI during infancy and child-
hood to a later anxiety disorder is neither direct nor 
straightforward. Although BI may contribute to later 
anxiety disorders, it is not an inevitable outcome (Prior, 
Smart, Sanson, & Oberklaid, 2000). Such an outcome 
probably depends on whether the inhibited child grows 
up in an environment that fosters this tendency (Ka-
gan, Snidman, & Arcus, 1992). For example, a parent’s 
use of fi rm limits that teach children how to cope with 
stress may reduce their risk for anxiety. In contrast, it 
is possible that well-meaning but overprotective parents 
who shield their sensitive child from stressful events 
may inadvertently cause timidity to persist by prevent-
ing the child from confronting fears. By not confront-
ing them, they cannot eliminate them. Such tendencies 
in the parents of inhibited children may be common 
(Hirshfeld-Becker, Biederman, & Rosenbaum, 2004). 
Th us, inhibited children may be at high risk not only be-
cause of their inborn temperament, but also because of 
their elevated risk of exposure to anxious, overprotec-
tive parenting.

Family and Genetic Risk

I was always considered shy . . . Now I see my daughter 
is just like I was. Did I do something to cause this? 

—From Beidel and Turner (1998)

Family and twin studies suggest that children’s general 
tendencies to be inhibited, tense, or fearful are inherited 
(Gregory & Eley, 2007). In addition, both shared and 
non-shared environmental infl uences have been shown 
to play a substantial role. Two lines of evidence suggest 
that anxiety disorders run in families. First, parents of 
children with anxiety disorders have increased rates 
of current and past anxiety disorders (Cooper et al., 
2006). Second, children of parents with anxiety disor-
ders have an increased risk for anxiety disorders (Meri-
kangas, Avenevoli, Dierker, & Grillon, 1999). In general, 
family studies consistently show a relationship between 
an anxiety disorder in the child and anxiety disorders 
in fi rst-degree relatives. Children of parents with anx-
iety disorders are about 5 times more likely to have 
anxiety disorders than are children of parents without 
anxiety disorders (Beidel & Turner, 1997). However, they 
are not necessarily the same disorders (Mancini, van 
Ameringen, Szatmari, Fugere, & Boyle, 1996). Nearly 
70% of children of parents with agoraphobia meet diag-
nostic criteria for disorders such as anxiety and depres-
sion, and report more fear and anxiety and less control 
over various risks than do children of comparison par-
ents. However, the fears of parents with agoraphobia and 
the fears of their children are no more closely aligned 
than those of non-anxious parents and their children, 
once again supporting the view that for most anxiety 
disorders it may be a general predisposition for anxiety 
that is perpetuated in families (Capps, Sigman, Sena, & 
Henker, 1996).

Twin studies suggest that about 33% of the variance 
in childhood anxiety symptoms is accounted for by ge-
netic infl uences (Eley, 1999). However, identical twin 
pairs do not typically have the same types of anxiety 
disorders. Th is is consistent with the view that a dis-
position to become anxious is inherited, with the form 
of the disorder shaped by environmental infl uences. 
Th e amount of genetic infl uence is highest for obses-
sive–compulsive behaviors and shyness/inhibition (Eley 
et al., 2003). Although moderate genetic infl uence has 
also been reported for specifi c fears and separation anx-
iety in young children (Bolton et al., 2006), environmen-
tal factors such as maternal psychiatric problems, inef-
fective parenting, or poverty seem to play a relatively 
stronger role (Muris & Merckelbach, 2001).

Specifi c gene studies have focused on variants in 
genes related to the serotonin system. Th ese variants 
have been associated with behavioral inhibition, par-

Early diff erences in temperament may predispose some 
children to develop anxiety disorders.
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ticularly among those who are also exposed to environ-
mental risk (Fox, Nichols, et al., 2005). Th ey are of inter-
est because serotonin has been implicated in anxiety and 
is the site of action for widely used antianxiety and anti-
depressant medications (Lesch et al., 1996). In addition 
to serotonin markers, other candidate genes that have 
received attention are those involved in the dopamine 
system and in mediating the response to stress through 
brain systems implicated in anxious and avoidant be-
havior (Smoller et al., 2003). Th e most consistent fi nd-
ings thus far have linked genes to broad anxiety-related 
traits such as behavioral inhibition. Little research cur-
rently exists to support a strong direct link between spe-
cifi c genetic markers and specifi c types of anxiety dis-
orders. Rather, it appears that small contributions from 
multiple genes seem related to anxiety when certain psy-
chological and social factors are also present. Further re-
search into gene–environment interactions for anxiety 
is needed (Gregory & Eley, 2007).

Neurobiological Factors

No single structure or neurotransmitter controls the 
entire anxiety response system. Rather, several interre-
lated systems operate together in complex ways to pro-
duce anxiety. Th e parts of the brain most oft en con-
nected with anxiety involve neural circuits related to 
potential threat and fear conditioning—the hypotha-
lamic–pituitary–adrenal (HPA) axis, the limbic sys-
tem (particularly the amygdala) that acts as a mediator 
between the brain stem and the cortex, the prefron-
tal cortex, and other cortical and subcortical struc-
tures (Pine, 2003, 2007). Potential danger signals are 
monitored and sensed by the more primitive brain 
stem, which then relays the signals to the higher corti-
cal centers through the limbic system. Th is brain sys-
tem is referred to as the behavioral inhibition system 
and is believed to be overactive in children with anxiety 
disorders.

Particularly noteworthy are fi ndings that the regu-
lation of these brain circuits can be shaped by early life 
stress, thus providing a possible biological basis for an 
increased vulnerability to later stress and the develop-
ment of fearfulness and anxiety disorders (Bergman 
et al., 2007; Heim & Nemeroff , 2001). As is discussed in 
Chapter 2 (Box 2.2), activation of the HPA axis is closely 
related to the regulation of stress and fear and involves 
the release of cortisol needed to meet a challenging situ-
ation. However, prolonged exposure to cortisol as a re-
sult of early stress or trauma may have neurotoxic eff ects 
on the developing brain—for example, reduced cere-
bral volume or changes in the volume of the hippocam-
pus (Weems & Silverman, 2008). Early life stress may 
also produce lasting hyperreactivity of corticotrophin-

releasing factor (CRF) systems, which are closely re-
lated to the HPA axis, as well as alterations in other neu-
rotransmitter systems that create a heightened response 
to stress (Pine, 2003).

Brain scans of children with GAD and PTSD sug-
gest abnormalities (larger volume) in brain regions as-
sociated with social information processing and fear 
conditioning (amygdala and superior temporal gyrus) 
(De Bellis, Keshavan, Frustaci, et al., 2002; DeBellis, Ke-
shavan, Shiffl  ett, et al., 2002). Th ese studies also report 
more pronounced right–left  hemisphere brain asymme-
tries in children with GAD and PTSD, which have also 
been reported in children who are behaviorally inhib-
ited or anxious/depressed (Kagan & Snidman, 1999). As 
we have discussed, an over-excitable amygdala has been 
strongly implicated in children who are behaviorally 
inhibited and youngsters with anxiety disorders (Mc-
Clure et al., 2007b; Schwartz et al., 2003). Th e amygdala 
detects and organizes reactions to natural dangers by 
quickly scanning incoming stimuli that are novel and/
or potentially threatening. Interestingly, children with 
anxiety disorders who have higher levels of pretreatment 
amygdala activation in response to emotional informa-
tion show a better response to both cognitive behavior 
therapy and drug treatment (McClure et al., 2007a). In 
addition to the brain regions we have discussed, neuro-
imaging studies have also suggested the importance of 
other brain regions for specifi c anxiety disorders such as 
OCD (Friedlander & Desrocher, 2006; Hajcak, Franklin, 
Foa, & Simons, 2008).

Th e neurotransmitter system that has been implicated 
most oft en in anxiety disorders is the γ-aminobutyric 
acidergic (GABA-ergic) system. Neuropeptides are gen-
erally viewed as anticipatory stress modulators whose 
abnormal regulation may play a role in anxiety disorders 
(Sallee & Greenawald, 1995). A group of neurons known 
as the locus ceruleus (“deep blue place”) is a major brain 
source for norepinephrine, an inhibitory neurotransmit-
ter. Overactivation of this region is presumed to lead to 
a fear response, and underactivity to inattention, impul-
sivity, and risk-taking. Abnormalities of these systems 
may be related to anxiety states in children (Sallee & 
Greenawald, 1995).

New fi ndings using brain scans have increased our 
understanding of the neurobiological mechanisms in 
anxiety disorders. However, research with children is 
quite limited and diffi  cult to conduct. Nevertheless, the 
brain regions we have described have been consistently 
implicated in fear and anxiety. While acknowledging 
that pathways are likely to be complex, the plasticity of 
these neural systems during early development makes 
research into possible mechanisms a priority for both 
understanding and preventing future anxiety disorders 
in children.
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Family Factors

As we have discussed, anxiety runs in families, and 
the relationship between family factors and childhood 
anxiety disorders has generated considerable attention. 
Among the many family factors of interest are specifi c 
parenting practices, including the parent’s use of disci-
pline and modeling of anxious behaviors; broader fam-
ily dimensions such as family functioning as a whole and 
the marital relationship; the parent–child attachment re-
lationship; and the beliefs that parents hold about their 
child’s anxious behavior (Bögels & Brechman-Toussaint, 
2006).

Parenting practices such as rejection, overcontrol, 
overprotection, and modeling of anxious behaviors have 
all been suggested as contributors to childhood anxiety 
disorders (McLeod, Wood, & Weisz, 2007; Wood et al., 
2003). Although most research has focused on mothers, 
fathers also play a role, and both parents may contribute 
to their child’s anxiety in ways that are specifi c to their 
diff erent parenting roles (Bögels & Phares, 2008). Parents 
of anxious children are oft en described as overinvolved, 
intrusive, or limiting of their child’s independence. 

Observations of interactions between 9- to 12-year-
old children with anxiety disorders and other parents 
found that parents of children with anxiety disorders 
were rated as granting less autonomy to their children 
than other parents; the children rated their mothers and 
fathers as being less accepting (Siqueland, Kendall, & 
Steinberg, 1996). Other studies have found that mothers 
of children previously identifi ed as behaviorally inhib-
ited or anxious are more likely to be critical and to be 
less positive when interacting with their children (Wha-
ley, Pinto, & Sigman, 1999). Emotional overinvolvement 
by parents is also associated with an increased occur-
rence of SAD in their children (Hirshfeld, Biederman, 
Brody, & Faraone, 1997; Hirshfeld, Biederman, & Rosen-
baum, 1997). Th ese fi ndings generally support the asso-
ciation between excessive parental control and anxiety 
disorders in children, although the strength of this asso-
ciation appears to be small, and the causal mechanisms 
are not yet known (Chorpita & Barlow, 1998; McLeod 
et al., 2007).

A recent study examined the relationship between 
family functioning and child anxiety (Pagani et al., in 
press). Th e dimensions of family functioning that were 
of interest included problem solving, communication, 
family roles, aff ective involvement, and emotional re-
sponsiveness. It was found that prolonged exposure to 
high doses of family dysfunction were associated with 
the most extreme trajectories of anxious behavior dur-
ing middle childhood. Th is association was found to 
exist over and above the infl uence of other aspects of 
family dysfunction such as marital transitions, SES, 

family size, and parent’s depressive symptoms. In gen-
eral, fi ndings in support of an association between fam-
ily functioning and anxiety disorders are suggestive, 
but it is unclear whether family dysfunction is related 
specifi cally to anxiety disorders (Bögels & Brechman-
Toussaint, 2006).

Not only are parents of children with anxiety disor-
ders more controlling than other parents, they also have 
diff erent expectations. For example, when they thought 
the child was being asked to give a videotaped speech, 
mothers of children with anxiety disorders expected 
their children to become upset and had low expecta-
tions for their children’s coping (Kortlander, Kendall, & 
Panichelli-Mindel, 1997). It is likely that parental atti-
tudes shape, and are shaped by, interactions with the 
child, during which parent and child revise their expec-
tations and behavior as a result of feedback from each 
other (Barrett, Rapee, Dadds, & Ryan, 1996). Th is pro-
cess may impact not only on the child’s behavior, but 
may also play a role in the development of information 
processing biases in the child (Hadwin et al., 2006).

Parental anxiety disorder alone may not lead to an 
elevated risk of anxiety disorders in children of high- or 
middle-SES parents, but may increase risk in children of 
low-SES parents (Beidel & Turner, 1997). Th ese fi ndings 
are consistent with the idea that some children have a 
genetic vulnerability to anxiety, which may be actual-
ized in the context of specifi c life circumstances, such as 
the stressful conditions that are oft en present in low-SES 
families. Children with an initial disposition to develop 
high levels of fear may be especially vulnerable to the 
type of power-assertive parenting oft en used by low-SES 
parents. Th ese children may be particularly sensitive to 
punishment and, when exposed to physical discipline, 
may become hypervigilant to hostile cues, and develop 
a tendency to react defensively or aggressively (Colder, 
Lochman, & Wells, 1997).

Insecure attachments may be a risk factor for the de-
velopment of later anxiety disorders (Dadds, 2002; Ma-
nassis & Bradley, 1994), and are associated with anxi-
ety disorder symptoms in early adolescence (Muris & 
Meesters, 2002). Mothers with anxiety disorders have 
been found to have insecure attachments themselves, 
and 80% of their children are also insecurely attached 
(Manassis, Bradley, Goldberg, Hood, & Swinson, 1994). 
Infants who are ambivalently attached have more anxi-
ety diagnoses during childhood and adolescence (Bern-
stein et al., 1996). Although it is a risk factor, insecure 
attachment may be a nonspecifi c factor because many 
infants with insecure attachments develop disorders 
other than anxiety (e.g., disruptive behavior disorder), 
and many do not develop disorders.

Clearly articulated causal models for anxiety disor-
ders in children are just beginning to emerge (Muris, 
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2007). In the absence of an integrative model, we pre-
sent the possible developmental pathway shown in 
Figure 7.2. Children with an inborn predisposition to 
be anxious or fearful who sense that the world is not a 
safe place may develop a psychological vulnerability to 
anxiety. Once anxiety occurs, it feeds on itself. Th e anxi-
ety and avoidance continue long aft er the stressors that 
provoked them are gone. Keep in mind that many chil-

dren with anxiety disorders do not continue to experi-
ence problems as adults. Th erefore, it will be important 
to identify risk and protective factors that would explain 
these diff erences in outcomes (Pine & Grun, 1999). In 
addition, this illustration is an oversimplifi cation, since 
diff erent developmental pathways are likely for children 
with diff erent anxiety disorders, or even for those with 
the same disorder.

Psychological vulnerability
• Hypervigilance for threat
• Danger-laden beliefs
• Diminished sense of control

Arousal and avoidance
• Short-term relief
• Avoidance of elaborative

cognitive processing
• Poor coping skills

Early child rearing
environment

Stressors

Parenting style
• Overcontrolling and overprotective

parenting behavior
• Rigid parenting beliefs

Arousal and avoidance
in the absence of threat

Inborn disposition to be
anxious or fearful

Insecure attachment

Genetic influences
Prenatal environment

Anxiety disorder

F I G U R E  7 . 2  A possible developmental pathway for anxiety disorders
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section summary
Theories and Causes
• No single theory can explain the many diff erent forms of 

anxiety disorder in children.

• Early theories viewed anxiety as a defense against uncon-
scious confl icts, a learned response, or an adaptive mech-
anism needed for survival.

• Some children are born with a tendency to become over-
excited and to withdraw in response to novel stimulation 
(behavioral inhibition), an enduring trait for some, and a 
possible risk factor for later anxiety disorders.

• Family and twin studies suggest a moderate biological 
vulnerability to anxiety disorders.

• Anxiety is associated with specifi c neurobiological pro-
cesses. The potential underlying vulnerability of children 
at risk for anxiety is most likely localized to brain circuits 
involving the brain stem, the limbic system, the HPA axis, 
and the frontal cortex.

• Anxiety is associated with a number of family factors in-
cluding specifi c parenting practices, family functioning, 
the parent–child attachment, and parents’ beliefs about 
their children’s anxious behavior.

• Children with anxiety disorders will likely display features 
that are shared across the various disorders, as well as 
other features that are unique to their particular disorder.

Treatment

C A N D Y

Afraid to Swallow

Candy, age 11, was hospitalized for dehydration. Her voice trem-

bled and her eyes widened with fear as she described being 

rushed to the emergency room in an ambulance after she fainted. 

She was embarrassed that something as simple as eating was so 

hard for her, but it terrifi ed her to even think about trying. Candy 

detested being thin, and desperately wanted to be “just like other 

kids.” After talking with Candy, it was clear that she dreaded eat-

ing because she was afraid of vomiting in public. Her fear began 

when she couldn’t eat in front of other kids in the school cafete-

ria, but advanced quickly to her not being able to eat at all. Candy 

doesn’t have an eating disorder—she has a severe social phobia.

Children with anxiety disorders can be extremely quiet, 
shy, compliant, eager to please, or secretive, and their 
distress may go unnoticed. Sometimes a severe disrup-
tion to a normal routine may be needed before a parent 
seeks help. If a child is so afraid of spiders or dogs that 
she is terror-stricken when going outside regardless of 
whether a spider or dog is nearby, then treatment may be 
needed. Treatment may also be required when parents 
repeatedly make important decisions that interfere with 
family life to accommodate a child’s fears, such as not 
going camping, not driving on holidays, or not traveling 
by airplane. Unlike children who provoke or off end oth-
ers, children with anxiety disorders typically don’t cause 
trouble, and as a result they receive far less professional 
attention than children with conduct problems. Th is sit-
uation is unfortunate, because many of these children 
can be helped with treatment (AACAP, 2007c; Shin-ichi, 
Okajima, Matsuoka, & Sakano, 2007).

In 1924, Mary Cover Jones worked with 3-year-old 
Peter, who was afraid of a rabbit. She eliminated Peter’s 
fear by gradually exposing him to the rabbit when he 
was relaxed, by having him watch other children play 
with a rabbit, and by rewarding him for approaching the 
rabbit. Th ese treatment techniques are still used today 
(Chorpita & Southam-Gerow, 2006). Teaching children 
to use behavioral and cognitive coping skills to reduce 
anxious avoidance also increases the child’s options and 
opportunities. In this regard, in addition to reducing or 
preventing symptoms of anxiety, early intervention may 
prevent future problems, such as loss of friends, failure 
to reach social and academic potential, low self-esteem, 
and depression (Rapee, 2002). Universal programs of 
primary prevention have also had some success in de-
creasing symptoms of anxiety, although further work is 
needed to evaluate long-term benefi ts (Barrett, Farrell, 
Ollendick, & Dadds, 2006; Bienvenu & Ginsburg, 2007).

Overview

Timidity will always diminish if the occasions that 
produce it be skillfully repeated, until they cease to cause 
surprize, for the timid apprehend the unexpected.

—Yoritomo-Tashi (1916)

Decades of research from almost every perspective 
imaginable corroborate the popular adage that the best 
way to defeat your fears is to face them. Although spe-
cifi c procedures may vary, exposing children to the situ-
ations, objects, and occasions that produce anxiety is the 
main line of attack in any treatment for anxiety disor-
ders (Chorpita & Southam-Gerow, 2006). As described 
in Box 7.5, when former three-time world heavyweight 
boxing champion Evander Holyfi eld was only 17 years 
old, he faced his fears—and was never afraid again.

Since most fears and anxieties are not associated with 
serious disturbances, deciding whether a child’s anxiety 
is serious enough to warrant treatment is seldom easy. 
Although anxiety disorders are extremely disabling for 
the child and family, they are rarely life threatening. 
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Treatments for anxiety are directed at modifying 
four primary problems (Barlow, 2002):

• Distorted information processing
• Physiological reactions to perceived threat
• Sense of a lack of control
• Excessive escape and avoidance behaviors

Th ese central problems are addressed using a variety 
of treatment strategies that are matched to the types of 
anxiety symptoms that the child is experiencing (Muris, 
2007). In the following sections, we present an over-
view of the most commonly used treatments for anxi-
ety disorders, including behavior therapy, cognitive–
behavioral therapy (CBT), family interventions, and 
medications. Typically, combined forms of treatment 
involving multiple components and targeting multiple 
symptoms are used (Chorpita, 2007; Hannesdottir & 
Ollendick, 2007). It is also important that treatments for 
children with anxiety disorders are sensitive to the eth-
nic and cultural factors that we discussed earlier in the 
chapter (Harmon, Langley, & Ginsburg, 2006).

Behavior Therapy

Th e main technique of behavior therapy for phobias and 
anxiety disorders is exposure, causing children to face 
what frightens them, while providing ways of coping 
other than escape and avoidance. Exposure procedures 

A  C L O S E R  L O O K

B O X  7 . 5  Evander Holyfi eld: The Best Way to Defeat Fear Is to Face It

Evander Holyfi eld, a former three-time world heavyweight 
boxing champion, has the reputation of having no fear of fail-
ure or injury. In fact, Holyfi eld is amazed by his courage, since 
he used to be paralyzed by fear. From age 8, when he began 
boxing, until he was 17, he knew nothing but the constant 
anxiety of being bullied. “I was scared at everything I did, 
but especially boxing,” he says. “I don’t know how I ever got 
started, but I was scared. I don’t know why I stayed. But I won 
a lot of fi ghts, never got hurt, and as much torment as I was 
living in, I just assumed I would quit before I got to, say, 18. 
From watching the older kids box, I knew there came a time 
when you could get hurt, your nose would be bloody, your 
eye cut. I’d quit before that happened to me.”

However, at 17, he suddenly found himself looking at a 
left hook from nowhere. Holyfi eld, then a slim 147 pounds of 
quivering nerves, was knocked unconscious, more or less, but 
he rose from the deck and charged his opponent. It was quite 
a little amateur fi ght.

The fi ght came back to him in a dream that night, after his 
head had cleared. He had been knocked down, yes, but he 

had gotten up and fought, after a fashion. Amazingly, he re-
membered nothing from the experience except numbness; it 
hadn’t hurt at all. “I was never afraid again” he says.

Source: Reprinted courtesy of Sports Illustrated, June 30, 1997, pp. 24–25.  
“Lovestruck” by Richard Hoff er. All rights reserved.
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have been used successfully with boys and girls of all 
ages from a variety of ethnic backgrounds. About 75% of 
children with anxiety disorders are helped by this treat-
ment (Chorpita & Southam-Gerow, 2006).

Usually the process is gradual, and referred to as 
graded exposure. Th e child and therapist make a list of 
feared situations, from least to most anxiety-producing, 
and the child is asked to rate the distress caused by each 
situation on a scale from 1 to 10; this is called a Sub-
jective Units of Distress Scale (SUDS) or fear thermom-
eter. Th e child is then exposed to each situation, be-
ginning with the least distressing and moving up the 
hierarchy as the level of anxiety permits. A fear hierar-
chy, for Wayman, aged 10, who has OCD, is presented in 
Box 7.6.

For Wayman, leaving his bedroom closet door open 
was an anxiety-provoking situation with a SUDS rating 
of 8. Exposure was achieved by asking him to imagine 
being in this bedtime situation.

THERAPIST: It is nighttime. Your parents have tucked 
you in and have gone to bed themselves. You reach over 
to shut off  the light on the nightstand, and you notice that 
your bedroom closet door is open just a bit, just enough 
for something to crawl out and into your room. It’s dark 
in that corner and you think you see something. You shut 
off  the light and lie down. You hear a strange, scratching 
noise coming from the closet. It sounds like something is 
moving. What’s your SUDS rating?
WAYMAN: (Points to fear thermometer.) It’s a seven.
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THERAPIST: Stay with it. Tell me about what happens 
next.
WAYMAN: Th e closet door creaks open a bit more, and 
now I know that something is there. It can come get me. 
It’s a monster.
THERAPIST: You begin to sweat. You want so badly to 
go and shut that door, but you stay in bed. You close your 
eyes, but the sound doesn’t stop. It seems to be getting 
closer. You look over and see a horrible face, with red eyes 
staring at you. You want to scream, but you know you 
can’t. What’s your SUDS rating now?
WAYMAN: Eight. Th is is the worst part.
THERAPIST: Okay, good, stay with the image. Stay with 
it. What’s your SUDS rating now?
WAYMAN: Five.
With repeated exposure to the fear, Wayman’s SUDS 
ratings continued to decrease, and he was able to leave 
his bedroom closet door open without feeling anxious. 
(Adapted from Albano et al., 1995)

A second behavior therapy technique for treating 
children’s fears and anxiety is systematic desensitiza-
tion, which consists of three steps: teaching the child to 
relax; constructing an anxiety hierarchy; and present-
ing the anxiety-provoking stimuli sequentially while the 
child remains relaxed. With repeated presentation, the 
child feels relaxed in the presence of stimuli that previ-
ously provoked anxiety.

In a third technique known as fl ooding, exposure is 
carried out in prolonged and repeated doses. Th roughout 
the process, the child remains in the anxiety-provoking 
situation and provides anxiety ratings until the levels di-
minish. Flooding is typically used in combination with 
response prevention, which prevents the child from 
engaging in escape or avoidance behaviors. More than 

other approaches, fl ooding may create distress, espe-
cially during the early stages of treatment. Th is proce-
dure must be used carefully, especially with young chil-
dren who may not understand the rationale.

In exposure-based therapies, the feared object can be 
confronted many ways, including real-life, role-playing, 
and imagining, or by observing others in contact with 
the feared object or situation (modeling). Th ere is also 
evidence that exposure through virtual reality is eff ec-
tive (Krijn, Emmelkamp, Olafsson, & Biemond, 2004).

One of the most eff ective procedures for treating 
specifi c phobias involves participant modeling and rein-
forced practice. Using this procedure, the therapist mod-
els the desired behavior (e.g., approaching the feared ob-
ject), encourages and guides the child in practicing this 
behavior, and reinforces the child’s eff orts. Although 
all exposure procedures are eff ective, real-life or in vivo 
exposure works best, although it is not always easy to 
 implement. Once the child faces her fear in a real-life sit-
uation with no adverse consequences, she is more confi -
dent of doing it again.

W4871.indb   226W4871.indb   226 9/19/08   11:12:41 AM9/19/08   11:12:41 AM

Text not available due to copyright restrictions

Image not available due to copyright restrictions



 CHAPTER 7 Anxiety Disorders 227

Other useful behavior therapies are directed at re-
ducing the physical symptoms of anxiety. Th ese include 
muscle relaxation and special breathing exercises. Chil-
dren who are anxious oft en take rapid shallow breaths 
(hyperventilation) that can produce increased heartbeat, 
dizziness, and other symptoms. Relaxation procedures 
are oft en used with gradual exposure.

Cognitive–Behavioral Therapy (CBT)

Th e most eff ective procedure for treating most anxiety 
disorders is cognitive–behavioral therapy (CBT) (Bar-
rett et al., 2008; Silverman, Pina, & Viswesvaran, 2008). 
In addition to using behavior therapy procedures, CBT 
teaches children to understand how thinking contrib-
utes to anxiety, and how to modify their maladaptive 
thoughts to decrease their symptoms (Kendall & Suveg, 
2006). For example, as part of a comprehensive CBT for 
panic disorder, a teen who becomes lightheaded during 
a panic attack and fears she is going to die may be helped 
by a clinical strategy in which the therapist asks her to 
spin in a circle until she becomes dizzy. When she be-
comes alarmed and thinks, “I’m gonna die,” she learns 
to replace this thought with one that is more appropri-
ate; for example, “It’s just a little dizziness—I can han-
dle it” (Hoff man & Mattis, 2000). Making the young-
ster aware of thought patterns and ways to change them 
complements exposure and other behavior therapy pro-
cedures, such as positive reinforcement and relaxation. 
CBT and exposure-based treatments are almost always 
used in combination (Chorpita & Southam-Gerow, 
2006). An example of a combined approach for treating 
adolescents with social phobia is presented in Box 7.7 
(Albano & DiBartolo, 2007). Similar programs for treat-
ing teens with social anxiety in the school setting have 
also proven eff ective (Warner et al., 2007).

Th e CBT treatment program Coping Cat, developed 
by Philip Kendall and his colleagues, is one of the most 
carefully evaluated treatments for youngsters 7 to 13 
years old with GAD, SAD, and social phobia (Kendall, 
Aschenbrand, & Hudson, 2003). A teen version is avail-
able, as is an Australian adaptation (Coping Koala). Th is 
approach emphasizes learning processes and the infl u-
ence of contingencies and models, as well as the pivotal 
role of information processing. Treatment is directed at 
decreasing negative thinking, increasing active prob-
lem solving, and providing the child with a functional 
coping outlook. Th e intervention creates behavioral ex-
periences with emotional involvement, while simulta-
neously addressing thought processes (Kendall et al., 
2003).

Skills training and exposure are used to combat the 
problematic thinking that contributes to anxious dis-

tress and the behavioral avoidance that serves to main-
tain it. A variety of eff ective techniques include mod-
eling, role-play, exposure, and relaxation training. 
Th erapists use social reinforcement to encourage and re-
ward the children, who are also taught to reward them-
selves for successful coping. Children fi rst learn to use 
the following four steps of a FEAR plan (Kendall et al., 
2003, p. 87):

 F = Feeling frightened? (recognizing physical symp-
toms of anxiety)

 E = Expecting bad things to happen? (recognizing 
anxious cognitions)

 A = Attitudes and actions that will help (coping self-
talk and behavior to use when anxious)

 R = Results and rewards (evaluating performance 
and administering self-reward for eff ort)

Aft er children learn the FEAR plan, the second part 
of the program is devoted to exposure and practice. Chil-
dren attend 16 to 20 sessions over a period of 8 weeks. To 
enhance the skills learned in therapy, they must prac-
tice using them in anxiety-producing situations at home 
and school. Controlled evaluations of this approach 
have found it to be extremely eff ective in the short term. 
Most children show reductions in anxiety, with 71% of 
children freed of their primary diagnosis at the end of 
treatment and 54% not meeting criteria for any anxiety 
disorder. For many children these gains have been main-
tained for 7 years following treatment (Kendall, Saff ord, 
Flannery-Schroder, & Webb, 2004). Children who are 
younger, have fewer internalizing symptoms, and whose 
mothers do not display depressive symptoms generally 
show more favorable outcomes (Southam-Gerow, Ken-
dall, & Weersing, 2001).

Although CBT is eff ective in treating childhood 
anxiety disorders, studies have not tested whether its 
eff ectiveness is by changes in the hypothesized key 
components—child’s cognitions and coping skills. Th us, 
CBT works, but we don’t yet know why.

Family Interventions

Anxiety disorders oft en occur in a context of parental 
anxiety and problematic family relationships, which 
may infl uence the eff ectiveness of any of the treatment 
approaches. In some cases, child-focused treatment may 
have spillover eff ects into the family. For example, as 
children come to view themselves as more competent 
and less avoidant, parents’ perceptions about what their 
child can and can’t do change as well. As a result, par-
ents may begin to respond diff erently to their child, and 
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B O X  7 . 7  Cognitive–Behavioral Therapy for Adolescent Social Phobia

Ann Marie Albano and her colleagues have developed a com-
prehensive group CBT treatment program for adolescents 
with a social phobia (Albano, 2003). Treatment is carried out 
in small groups of 4 to 6 teens and involves sixteen 90-minute 
sessions. The treatment includes a number of important ele-
ments (Albano, Detweiler, & Logsdon-Conradsen, 1999).

Psychoeducational

In this phase, teens are informed about the nature of anxi-
ety. A model emphasizing the cognitive, physiological, and 
behavioral symptoms increases their awareness and under-
standing of what provokes and maintains their symptoms. 
They are taught self-monitoring to help them identify anxiety 
triggers and reactions. To help the teens identify their symp-
toms, they are placed in anxiety-provoking situations, such as 
entering a classroom late, and asked to describe their physi-
cal, cognitive, and behavioral reactions:

THERAPIST: What would you be feeling? (physical)

TEEN: Butterfl ies, dizziness, shortness of breath.

THERAPIST: What would you be thinking? (cognitive)

TEEN: Everyone will be looking at me. What if the teacher yells 
at me? My face will be all red; they’ll see it.

THERAPIST: What would you do? (behavioral)

TEEN: Skip the class. Not look up at anyone. Go to the nurse’s 
offi  ce instead.

(Adapted from Marten, Albano, & Holt, 1991. Used by permission of the author.)

Skill Building

In this phase, teens learn cognitive restructuring, social skills, 
and problem-solving skills. Adolescents are taught to identify 
cognitive distortions—errors in thinking that perpetuate anx-
iety. Systematic rational responses are developed to replace 
these cognitions. Modeling, role-playing, and systematic ex-
posure exercises are used.

Specifi c social skills for interpersonal interactions, main-
tenance of relationships, and assertiveness are identifi ed and 
taught. Adolescents fi rst identify behaviors that negatively 
infl uence social interactions, such as not smiling, making ner-
vous gestures, not showing interest, speaking too softly, or 
criticizing or ignoring others. They then practice better forms 
of social interaction (Marten et al., 1991).

Problem Solving

In this phase, a model for identifying problems and devel-
oping realistic goals is presented and rehearsed. The teen is 
taught how to cope by using a proactive approach rather than 

avoidance. Two therapists role-play in a situation that pro-
duces social anxiety. They verbalize their automatic thoughts 
and rational coping responses to model stages of cognitive 
restructuring. One therapist (T1) verbalizes the automatic 
thoughts, and the other therapist (T2) acts as the “rational re-
sponder,” as illustrated in the following example:

Scene: You have been called on to give a brief talk in 
front of your class.

T1: “Oh no, I can’t do this!”

T2: “Okay, calm down, stay cool. Don’t think so negatively.”

T1: “Everyone will be looking at me. I’ll mess up.”

T2: “They have to do this too. We’re all a little nervous.”

T1: “What will I say? I can’t think!”

T2: “Okay, I can say things clearly, I know this stuff .”

T1: “My heart is beating so fast, I’m gonna be sick.”

T2: “I feel nervous, but it will pass. I’ll be fi ne.”

T1: “Boy, I’m glad that’s over, I’ll never do this again.”

T2: “Alright! I did it! That was okay. I made it!” (Adapted from 
Marten et al., 1991)

Therapists then discuss the role-play with the group, draw-
ing on the members’ experiences in similar situations.

Exposure

In this phase, teens develop a fear and avoidance hierarchy 
of social situations, which serves as the focus of in-session 
exposures. Group members and therapists simulate the situ-
ations. Exposures target the behavioral avoidance and cog-
nitive component of anxiety, showing that anxiety will dissi-
pate with habituation.

Generalization and Maintenance

To enhance generalization and maintenance of treatment ef-
fects, the prosocial and coping behaviors that the teen learns 
in the group are modeled and practiced during snack-time 
sessions. In addition, to increase generalization to the home 
setting, the program also includes a component for active 
parent participation (Marten et al., 1991).

When asked how she had changed following treatment 
for her social phobia, here’s what one girl said:

 “Well, my friends told me that when they used to ask my 
opinion about something, I would always say, ‘I don’t care’ 
or ‘I don’t know.’ Now when they ask me, I give them my 
opinion. They said they like me much better now because 
I say what I think.” (Beidel & Turner, 1998, p. 223)

their own feelings and functioning are improved (Ken-
dall & Flannery-Schroeder, 1998).

Addressing children’s anxiety disorders in a family 
context may result in more dramatic and lasting eff ects 
than only focusing on the child, particularly for chil-
dren of anxious parents (Creswell & Cartwright-Hatton, 

2007; Suveg et al., 2006). In one study it was found that 
nearly 70% of the children with anxiety disorders who 
completed individual or family treatment did not meet 
criteria for any anxiety disorder at posttreatment. Th e 
addition of a family component that focused on interac-
tions, managing emotion, communication, and problem 
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solving signifi cantly enhanced short-term outcome and 
long-term maintenance (Barrett, Dadds, & Rapee, 1996).

Given the important role of the family in child-
hood OCD, treatments for OCD have increasingly em-
phasized family involvement (Waters & Barrett, 2000). 
Th e primary treatment for children with OCD involves 
cognitive–behavioral treatment that helps them learn to 
confront their worst fears gradually (graded exposure) 
while being prevented from engaging in their rituals 
(response prevention) (Freeman et al., 2008; March & 
Mulle, 1998). Family treatment for OCD provides edu-
cation about the disorder and helps families cope with 
their feelings, such as helplessness in not being able to 
relieve the child’s pain, frustration that the child cannot 
“just stop,” jealousy from siblings, and disappointment 
that the child is not “normal” (Piacentini, Jacobs, & 
Maidment, 1997). Both individual child cognitive–
behavioral treatment and family-based interventions 
have proven to be eff ective in treating children with 
OCD, although further controlled research is needed 
(Barrett et al., 2008; Turner, 2006).

Medications

A variety of medications have been used to treat the 
symptoms of anxiety in children and adolescents, the 
most common and eff ective ones being selective sero-
tonin reuptake inhibitors (SSRIs) (Reinblatt & Riddle, 
2007). Although used to treat all of types of anxiety dis-
orders, the strongest evidence for their eff ectiveness is 
for OCD, where CBT in combination with the SSRIs is 
the treatment of choice (Pediatric OCD Treatment Study 
[POTS] Team, 2004). Findings regarding the eff ective-
ness of medications for treating anxiety disorders other 
than OCD have been less consistent. However, recent 
studies suggest the potential use of medications in man-
aging the symptoms of anxiety for youngsters with so-
cial phobia, SAD, and GAD (Reinblatt & Riddle, 2007).

Given the lack of controlled studies and possible ad-
verse side eff ects associated with the use of SSRIs for 
children with anxiety disorders, CBT is generally consid-
ered the fi rst line of treatment, with medication for those 
with severe symptoms, comorbid disorders, or when 
CBT is not available or proves unsuccessful (AACAP, 
2007c). Some children who are severely anxious may re-
quire medication before they are able to participate in 
CBT. To date, there have been relatively few studies of 
the eff ectiveness of medications for the treatment of 
anxiety disorders in children, particularly for specifi c 
phobias and PTSD; however, clinical trials and a grow-
ing number of controlled studies provide some knowl-
edge about the use of these compounds (Reinblatt & 
Riddle, 2007).

section summary
Treatment
• Exposing youngsters to the situations, objects, and occa-

sions that produce their anxiety is the main line of attack 
in treating fears and anxieties.

• The most eff ective procedures for treating specifi c 
phobias involve participant modeling and reinforced 
practice.

• Cognitive–behavioral treatments (CBT) teaches children 
to understand how their thinking contributes to anxiety, 
how to change maladaptive thoughts to decrease their 
symptoms, and how to cope with their fears and anxieties 
other than by escape and avoidance.

• Medications such as SSRIs are eff ective in treating chil-
dren with OCD. However, fi ndings for the eff ectiveness 
of medications used to treat other anxiety disorders have 
been inconsistent.

• Family interventions for anxiety disorders may result in 
more dramatic and lasting eff ects than focusing only on 
the child.
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Supplement your review of this chapter by going to the 
book’s companion website, where you can take tutorial 
quizzes, use fl ash cards to master key terms, follow live links 
to useful websites, and explore the other study resources 
you’ll fi nd there.

CengageNOW is an easy-to-use resource that helps you 
study in less time to get the grade you want. An online study 
system, CengageNOW* gives you the option of taking a di-
agnostic pre-test for each chapter. The system uses the re-
sults of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 
corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.

Study Resources (continued)
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8 Mood Disorders

This is my depressed stance. When you’re depressed, it makes a lot of diff erence 
how you stand. The worst thing you can do is straighten up and hold your head 
high because then you’ll start to feel better. If you’re going to get any joy out of 
being depressed, you’ve got to stand like this.

—Charlie Brown (Charles M. Schulz, 1922–2000)
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D O N N A

Desperate Despair

Donna, age 12, says, “Sometimes I feel like jumping off  the roof 

or fi nding some other way to hurt myself.” Over the past 3 

months, Donna has become more and more withdrawn, and her 

feelings of sadness, worthlessness, and self-hatred scare her. 

Her teacher describes Donna as “a loner who seems very 

troubled and unhappy.” She’s always been a good student, but 

she is now having diffi  culty concentrating, is failing tests, and 

feels totally unmotivated. At home, Donna is having trouble 

sleeping, has no appetite, and frequently complains of head-

aches. Most days she stays in her room and does nothing. When 

her mother asks her to do something, Donna becomes extremely 

upset. Her mother says Donna is “moody and irritable most 

of the time.”

PERHAPS YOU KNOW A child or teen who 
seems constantly unhappy, shows little enthu-

siasm for anything, is moody, or, at worst, thinks 
life just isn’t worth living. Th is child may have a 
mood disorder (also called an aff ective disorder),
in which a disturbance in mood is the central feature. 
Mood is broadly defi ned as a feeling or emotion, for ex-
ample, sadness, happiness, anger, elation, or crankiness. 
Children with mood disorders suff er from extreme, per-
sistent, or poorly regulated emotional states, such as 
excessive unhappiness or swings in mood from deep 
sadness to high elation. Mood disorders are one of the 
most common, chronic, and disabling illnesses in young 
people.

Overview of Mood Disorders
Mood disorders come in several brands. At one end of 
the spectrum are children who experience severe de-
pression. Like Donna, these children suff er from dys-
phoria, a state of prolonged bouts of sadness. Th ey feel 
little joy in anything they do and lose interest in nearly 
all activities, a state known as anhedonia. In the words 
of one depressed teen:

Many youngsters with depression express these com-
bined feelings of sadness and loss of interest. However, 
some never report feeling sad. Rather, they express their 
depression through their irritable mood. Others may 
describe them as cranky, grouchy, moody, short-fused, 
or easily upset. Being around these children is diffi  cult 
because any little thing can set them off . Irritability is 
one of the most common symptoms of depression, oc-
curring in about 80% of clinic-referred youngsters with 
depression (Goodyer & Cooper, 1993).

At the opposite end of the mood spectrum is a 
smaller number of youngsters, those like Mick, who also 
experience episodes of mania, an abnormally ele vated or 
expansive mood, and feelings of euphoria, which is an 
exaggerated sense of well-being. Th ey suff er from an on-
going combination of extreme highs and extreme lows, 
a condition known as bipolar disorder (BP) or manic–
depressive illness. Th eir highs may alternate with lows, or 
they may feel both extremes at about the same time.

DSM-IV-TR divides mood disorders into two gen-
eral categories, depressive disorders and bipolar disor-
der (APA, 2000). We will discuss each of these primary 
mood disorders in the sections that follow.

section summary
Overview of Mood Disorders
• Children with mood disorders suff er from extreme, persis-

tent, or poorly regulated emotional states—for example, 
excessive unhappiness or swings in mood from deep sad-
ness to high elation.

• Mood disorders are common and among the most persis-
tent and disabling illnesses in young people.

• There are two major types of mood disorders: depressive 
disorders and bipolar disorder.

M I C K

Up and Down

Mick, age 16, is moody all of the time. Sometimes he is sad, 

sullen, and apathetic. At other times he is full of life and energy, 

or intensely angry. When full of energy, he can go with little 

or no sleep for days without feeling tired. He moves constantly, 

talks incessantly, and cannot be interrupted. These extreme 

changes in mood make Mick feel out of control, and sometimes 

he thinks about hurting himself. He is frightened by his thoughts 

and drinks or uses drugs when they are available to reduce 

the pain.
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Depression

“And how are you?” said Winnie-the-Pooh.

Eeyore shook his head from side to side.

“Not very how,” he said. “I don’t seem to have felt at all 
how for a long time.”

—A. A. Milne, Winnie-the-Pooh (1926)

Depression refers to a pervasive unhappy mood, the 
kind of gloomy feeling displayed by Eeyore, the sad and 
indecisive old gray donkey in Winnie-the-Pooh. Th e 
symptoms of depression are so universal that depres-
sion is sometimes called “the common cold of psychopa-
thology.” Everyone feels sad, blue, out of sorts, or “down 
in the dumps” at times. (Even reading or writing about 
depression can be a real downer—can anyone think 
of a way to put a positive spin on feelings of dejection, 
hopelessness, worry, loneliness, or self-blame?) Some-
times our sadness is a normal reaction to an unfortunate 
event in our lives like losing a friend or a job. At other 
times, we may feel depressed without really knowing 
why. Th ese feelings soon pass, however, and we resume 
our normal activities. Clinical depression, in contrast, is 
more severe than the occasional blues or mood swings 
that everyone gets from time to time.

Childhood is usually thought of as a happy and care-
free time, a period unfettered by the worries, burdens, 
and responsibilities of adulthood. We tend to think of 
young people as positive and upbeat, not depressed. In 
fact, a common reaction to hearing that a child is de-
pressed is “What does she have to be depressed about?” 
Even when children experience disappointment, disap-
proval, or other inevitable negative events in their lives, 
their sadness, frustration, and anger are expected to be 
short-lived. When children become sad, irritable, or up-
set, parents oft en attribute the negative moods to tem-
porary factors, such as a lack of sleep or not feeling well, 
and expect the moods to pass. Th us, for a long time it 
was thought that children didn’t get depressed, and 
when they did, it would be short-lived. We now know 
this is not true. Over 800,000 teens in the United States 
suff er from depression each year, and more than 500,000 
make a suicide attempt that requires medical attention 
(NIMH, 2003).

Unlike most children who bounce back quickly when 
they are sad, children who are depressed can’t seem 
to shake their sadness, and it begins to interfere with 
their daily routines, social relationships, school perfor-
mance, and overall functioning. Depressed youngsters 
oft en have accompanying problems such as anxiety or 
conduct disorders. Although clinical depression may 
resemble the normal emotional dips of childhood, for 
many young people it is pervasive, disabling, long last-

Depression in children goes well beyond normal mood 
swings.
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ing, and life-threatening (Abela & Hankin, 2008b). Un-
fortunately, depression oft en goes unrecognized and un-
treated because parents and, in some cases, teachers may 
not recognize the child’s underlying subjective negative 
mood.

History

As discussed above, not long ago, people doubted the ex-
istence of depression in children. Th is mistaken belief 
was rooted in traditional psychoanalytic theories, which 
viewed depression as a result of hostility or anger turned 
inward, usually caused by actual or perceived loss. Be-
cause children lacked suffi  cient superego development 
to permit aggression to be directed against the self, it 
was believed that they were incapable of experiencing 
depression (Rochlin, 1959). In another mistaken view, 
symptoms of depression were considered normal and 
passing expressions of certain stages of development, a 
belief that also has proved false. Depression in young 
people is a recurrent problem, as it is for adults.
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As depression in children was acknowledged, a pop-
ular view emerged that children express depression 
much diff erently than adults, in ways that are oft en indi-
rect and hidden. Th is idea came to be known as masked 
depression. It was thought that any known clinical 
symptom in children, including hyperactivity, learning 
problems, aggression, bed-wetting, separation anxiety, 
sleep problems, and running away, could be a sign of an 
underlying but masked depression (Cytryn & McKnew, 
1974). Because this concept is too encompassing to be 
useful, the once popular notion of masked depression 
has been rejected. Depression in children isn’t masked, 
but may simply be overlooked because it frequently co-
occurs with more visible disorders, such as conduct 
problems.

Depression in Young People

Almost all youngsters experience some symptoms of de-
pression, and as many as 5% of children and 10% to 20% 
of adolescents experience signifi cant depression at some 
time (Avenevoli, Knight, Kessler, & Merikangas, 2008). 
Th ese youngsters display lasting depressed mood while 
facing real or perceived distress and disturbances in 
their thinking, physical functioning, and social behav-
ior.  Suicidal behavior among teens, which is frequently 
associated with depression, is also a very serious con-
cern (Goldston & Compton, 2007).

Even when children recover from their depression, 
they are likely to experience recurrent bouts and con-
tinued impairments. As many as 90% of these young-
sters show signifi cant impairment in daily functions 
(Simonoff  et al., 1997). Th e long-lasting emotional suf-
fering, problems in everyday living, and heightened risk 
of these youngsters for suicide, substance abuse, bipo-
lar disorder, poorer health outcomes, and higher health 
care costs make depression in young people a signifi cant 
concern (Fombonne et al., 2001a, 2001b; Keenan-Miller, 
Hammen, & Brennen, 2007).

Depression and Development

Children express and experience depression diff erently 
at diff erent ages (Weiss & Garber, 2003). An infant may 
show sadness by being passive and unresponsive; a pre-
schooler may appear withdrawn and inhibited; a school-
age child may be argumentative and combative; a teen-
ager may express feelings of guilt and hopelessness. 
Th ese examples are not various types of depressions; 
they likely represent diff erent stages in the developmen-
tal course of the same process.

No one pattern fi ts all children within a particular 
age group or developmental period, and not until chil-
dren are older is depression clearly recognizable as a 

Depression in institutionalized infants: A physical appear-
ance that in an adult might be described as depression.
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clinical disorder using DSM criteria. However, recent 
studies have suggested that age-related modifi cations 
in diagnostic criteria may be used to identify clinical 
depression in children as young as 3 to 5 years (Luby, 
Belden, Sullivan, & Spitznagel, 2007). Although depres-
sion in children under the age of 7 is diff use and less 
easily identifi ed, it is important to recognize depres-
sive symptoms in young children, since their less visible 
symptoms can develop into depressive disorders during 
late childhood or early adolescence.

We know the least about depression in infants 
(Guedeney, 2007). In the 1940s, René Spitz described a 
condition he called anaclitic depression, in which infants 
raised in a clean but emotionally cold institutional en-
vironment displayed reactions that resembled depres-
sion (Spitz & Wolf, 1946). Th ey displayed weeping, with-
drawal, apathy, weight loss, sleep disturbance, overall 
decline in development, and in some cases, death. Al-
though Spitz attributed this depression to an absence of 
mothering and the lack of opportunity to form an at-
tachment, other factors, such as physical illness and sen-
sory deprivation, may also have played a role.

It also became clear that similar symptoms could 
occur even in noninstitutionalized infants raised in se-
verely disturbed families in which their mother was de-
pressed, psychologically unavailable, or physically abu-
sive. Th ese infants may experience sleep disturbances, 
loss of appetite, increased clinging, apprehension, social 
withdrawal, crying, and sadness (Goodman, 2007; see 
Chapter 14).

Preschool children who are depressed may appear 
extremely somber and tearful. Th ey generally lack the 
exuberance, bounce, and enthusiasm in their play that 
characterize most preschoolers. Th ey may display exces-
sive clinging and whiny behavior around their mothers, 
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as well as fears of separation or abandonment. In ad-
dition to getting upset when things don’t go their way, 
many are irritable for no apparent reason. Negative and 
self-destructive verbalizations may occur, and physical 
complaints such as stomachaches are common (Luby 
et al., 2003).

School-age children with depression display many of 
the symptoms of preschoolers in addition to increasing 
irritability, disruptive behavior, temper tantrums, and 
combativeness. A parent may say, “Nothing ever pleases 
my child—she hates herself and everything around her.” 
School-age children may look sad, but are oft en unwill-
ing to talk about their sad feelings. Physical complaints 
may include weight loss, headaches, and sleep distur-
bances. Academic diffi  culties and peer problems are also 
common, and may include frequent fi ghting and com-
plaints of not having friends or being picked on. Suicide 
threats may also begin to occur at this age.

Preteens with depression display many of the symp-
toms of younger children, in addition to increasing self-
blame and expressions of low self-esteem, persistent 
sadness, and social inhibition. A child may say “I’m stu-
pid,” or “Nobody likes me.” Feelings of isolation from 
family are also common. Th e preteen may also experi-
ence an inability to sleep or may sleep excessively. Dis-
turbances in eating are also common. Teens show in-
creased irritability, loss of feelings of pleasure or interest, 
and worsening school performance. Angry discussions 
with parents regarding normal parent–teen issues, such 
as choice of friends or curfew, are also more common. 
Other symptoms at this age include a negative body im-
age and self-consciousness, physical symptoms such as 
excessive fatigue and energy loss, feelings of loneliness, 
guilt, and worthlessness, and suicidal thoughts and 
attempts.

Many of these symptoms and behaviors may also 
occur in children and adolescents who are developing 
normally or those with other disorders or conditions. 
Th erefore, the presence of sad mood, loss of interest, or 
irritability is essential for diagnosing depression. In ad-
dition, regardless of the child’s age, the symptoms must 
refl ect a change in behavior, persist over time, and cause 
signifi cant impairment in functioning (Rudolph & Lam-
bert, 2007).

Anatomy of Depression

Th e term depression has been used in various ways. It is 
important to distinguish between depression as a symp-
tom, depression as a syndrome, and depression as a dis-
order (Cantwell, 1990).

As a symptom, depression refers to feeling sad or mis-
erable. Depressive symptoms oft en occur without the 
existence of a serious problem, and are relatively com-

mon at all ages, occurring in 40% or more of children 
and adolescents (Rutter, Tizard, & Whitmore, 1970). For 
most children, symptoms of depression are temporary, 
related to events in the environment, and not part of any 
disorder.

As a syndrome, depression is more than a sad mood. 
A syndrome refers to a group of symptoms that oc-
cur together more oft en than by chance. Sadness may 
also occur, with a reduced interest in activities, cogni-
tive and motivational changes, and somatic and psy-
chomotor changes. Th e occurrence of depression as a 
syndrome is far less common than isolated depressive 
symptoms, and oft en includes mixed symptoms of anx-
iety and depression, which tend to cluster on a single 
dimension of negative aff ect (Ollendick et al., 2003). At 
times, a depressive syndrome may occur following cer-
tain life events, for example, as a normal grief reaction 
following the loss of a loved one. However, bereavement 
is regarded as a clinical syndrome only if the symp-
toms persist or reoccur beyond a reasonable adjustment 
period.

As a disorder, depression comes in two types. Th e 
fi rst, major depressive disorder (MDD) has a minimum 
duration of 2 weeks and is associated with depressed 
mood, loss of interest, other symptoms (e.g., sleep dis-
turbances, negative self-esteem, hopelessness), and sig-
nifi cant impairment in functioning. Th e second, dys-
thymic disorder, is associated with depressed mood, 
generally less severe but longer lasting symptoms (a year 
or more), and signifi cant impairment in functioning. 
Depressive disorders may be associated with common 
causes, associated features, and a characteristic course, 
outcome, and response to treatment. As we discuss next, 
these disorders are defi ned using DSM criteria.

section summary
Depression
• Depression in young people involves numerous and per-

sistent symptoms, including impairments in mood, be-
havior, attitudes, thinking, and physical functioning.

• For a long time it was mistakenly believed that depression 
didn’t exist in children in a form comparable to depres-
sion in adults.

• It is now known that depression in young people is preva-
lent, disabling, and often under-referred.

• The way in which children express and experience de-
pression changes with age.

• It is important to distinguish between depression as a 
symptom, syndrome, and disorder.

• Depressive disorders come in two types, major depressive 
disorder and dysthymic disorder.
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Major Depressive 
Disorder (MDD)

J O E Y

Feeling Worthless and Hopeless

Ten-year-old Joey’s mother and teacher are concerned about his 

irritability and temper tantrums at home and school. With little 

provocation, he bursts into tears, yells, and throws objects. In 

class he seems to have diffi  culty concentrating and seems easily 

distracted. Increasingly shunned by his peers, he plays by himself 

at recess, and at home spends most of his time in his room watch-

ing TV. His mother notes that he has been sleeping poorly and has 

gained 10 pounds over the past couple of months from constant 

snacking. The school psychologist has ruled out learning disabili-

ties or ADHD; instead, she says Joey is a deeply unhappy child 

who expresses feelings of worthlessness and hopelessness, and 

even a wish that he would die. These feelings began about 

6 months ago, when Joey’s father, divorced from his mother 

for several years, remarried and moved to another town and 

now spends far less time with Joey. (Adapted from Hammen & 

Rudolph, 2003)

Th ese symptoms must also represent a change from pre-
vious functioning. DSM criteria for a major depressive 
episode are presented in Table 8.1.

A diagnosis of MDD depends on the presence of a 
major depressive episode plus the exclusion of other 
conditions, such as the prior occurrence of a manic epi-
sode. (In this case, a diagnosis of bipolar disorder would 
be made.) It also requires ruling out physical factors that 
may have caused or prolonged the depression, a depres-
sion that is part of normal bereavement, and underlying 
thought disorders.

Th e cases of Joey and Alison highlight three impor-
tant points about the diagnosis of MDD in children and 
adolescents (Hammen & Rudolph, 2003):

• Th e same DSM criteria can be used to diagnose 
school-age children and adolescents as to diagnose 
adults.

• Because children’s disruptive behaviors attract more 
attention, or are more easily observed compared with 
internal, subjective suff ering, depression in children 
can be easily overlooked.

• Some features of depression are likely more common 
in children and adolescents than in adults—notably, 
irritable mood.

Children and adolescents with MDD frequently dis-
play similar symptoms and have comparable rates of 
comorbidity and recurrence as adults (Birmaher et al., 
2004). However, relative to adults, clinic-referred young-
sters with major depression have almost exclusively fi rst-
episode depressions, will recover somewhat faster from 
their depressive episode, and are at greater risk for de-
veloping bipolar disorder. Children who develop ma-
jor depression suff er from their disorder for many years 
longer than adults, making early-onset of this disorder 
a particularly severe form of aff ective illness (Kovacs, 
1996).

Prevalence

Between 2% and 8% of all children aged 4 to 18 experi-
ence MDD (Costello, Erkanli, & Angold, 2006). Depres-
sion is rare among preschool (less than 1%) and school-
age children (about 2%), but increases two- to threefold 
by adolescence (NIMH, 2003). Since depression comes 
and goes, prevalence estimates vary with the length of 
the time in which symptoms are assessed. For example, 
in 14- to 18-year-olds, the prevalence of depression is 
about 3% when taken at a single point in time and about 
8% when taken over a 1-year period. However, the life-
time prevalence in adolescents—whether a youngster 
has ever been depressed—is as high as 20% (Avenevoli 
et al., 2008).

A L I S O N

“I Couldn’t Take It Any More”

Alison, age 17, gets high grades, is a talented musician, and is at-

tractive. However, for the past 3 years, she has been fi ghting to 

stay alive. “There are times when I was in school and I would start 

to cry—I had no idea why. My friends would say, ‘What have you 

got to be depressed about, Alison? You’re smart, talented, and can 

have any boy you want.’ When my closest friend moved away 

3 years ago, I was really lonely,” says Alison. “I’d write notes about 

suicide and talk about killing myself. I couldn’t eat and was tired 

most of the time. Even the smallest decision was overwhelming. 

Some days I’d never get out of bed I was so depressed. I couldn’t 

stand school and hated everyone.” Alison’s feelings of hopeless-

ness lasted for days, then weeks, then months. Finally, “I couldn’t 

take it anymore,” says Alison. “I wanted to die—so I tried to kill 

myself.”

Although Joey and Alison diff er in age and symptoms, 
both display the key features of major depressive disor-
der (MDD): sadness, loss of interest or pleasure in nearly 
all activities, irritability, plus a number of additional 
specifi c symptoms that are present for at least 2 weeks. 
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Despite being so high, these rates may underestimate 
the problem. First, the estimates using a DSM diagno-
sis of MDD might be lower than the self-reported symp-
toms of depression. Second, many youngsters who just 
barely fail to meet diagnostic criteria for MDD still show 
signifi cant impairments in their social competence, cog-
nitive attributions, coping skills, family relations, and 
experience of stress. Th ey are also at greater risk than 
other youths for developing future depression and other 
disorders, such as substance abuse (Gotlib, Lewinsohn, & 
Seeley, 1995).

Th e modest increase in depression from preschool 
to elementary school is likely not biologically based, but 
rather is a refl ection of the school-age child’s growing 
self-awareness and cognitive capacity, verbal ability to 
report symptoms, and increased performance and social 
pressures. In contrast, the sharp increase in depression 
in adolescence appears to be the result of biological mat-
uration at puberty interacting with important develop-
mental changes that occur during this tumultuous time 
period. Th is hypothesis is supported by the emergence 
of large sex diff erences in depression aft er puberty, the 
emergence of bipolar disorder, and the relative stability 
in rates of depression through adolescence (Birmaher 
et al., 1996).

T A B L E  8 . 1  Main Features of DSM-IV-TR Diagnostic Criteria for Major Depressive Episode

DSM-IV-TRFive (or more) of the following symptoms are present during the same 2-week period and represent 
a change from previous functioning; at least one symptom is either (1) depressed mood or (2) loss of 
interest or pleasure.

Note: Do not include symptoms that are clearly due to a general medical condition, or mood-incongruent delusions or 
hallucinations.

(1) Depressed mood most of the day, nearly every day, as indicated by subjective account (e.g., feels sad or empty) or 
 observations by others (e.g., appears tearful)

Note: In children and adolescents, can be irritable mood.

(2) Markedly diminished interest or pleasure in all, or almost all, activities most of the day, nearly every day (as indicated by 
subjective account or observations by others)

(3) Signifi cant weight loss when not dieting or weight gain (e.g., a change of more than 5% of body weight in a month), or 
decrease or increase in appetite nearly every day

Note: In children, consider failure to make expected weight gains.

(4) Insomnia or hypersomnia nearly every day

(5) Psychomotor agitation or retardation nearly every day (observable by others, not merely subjective feelings of restlessness 
or being slowed down)

(6) Fatigue or loss of energy nearly every day

(7) Feelings of worthlessness or excessive or inappropriate guilt (which may be delusional) nearly every day (not merely 
self-reproach or guilt about being sick)

(8) Diminished ability to think or concentrate, or indecisiveness, nearly every day (either by subjective account or as observed 
by others)

(9) Recurrent thoughts of death (not just fear of dying), recurrent suicidal ideation without a specifi c plan, or a suicide attempt 
or a specifi c plan for committing suicide

Source: Reprinted with permission from the Diagnostic and Statistical Manual of Mental Disorders, Fourth Edition, Text Revision.  Copyright 2000 American Psychiatric Association.

R A Y M O N D

Depressed and Enraged

Raymond, age 16, lives alone with his single mother. For the past 

few months he has been persistently sad and unhappy, over-

come with feelings of worthlessness. He is socially withdrawn, 

and spends most of his time alone at home or avoiding contact 

with peers on those days when he manages to attend school. He 

is constantly tired but still fi nds it diffi  cult to sleep, lying awake 

at night for hours and then struggling to drag himself from bed 

in the morning. Both he and his mother are concerned about his 

weight, which has increased substantially due to his inability to 

control his appetite for chips, candy, and soda. Even if he makes 

it to school, he fi nds he is unable to concentrate on his work.

Raymond’s listlessness and withdrawal are countered, how-

ever, by his repeated outbursts of anger and aggression. He fre-

quently lashes out in rage at his mother, recently punching his fi st 

through a wall and a door at home. He also has been in several 

fi ghts with other students at school as a result of being teased 

by his peers. He rarely complies with rules and limits at home or 

Comorbidity
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Like Raymond, who has MDD and a co-occurring con-
duct disorder, as many as 90% of youngsters with de-
pression have one or more other disorders, and 50% have 
two or more (Simonoff  et al., 1997). Th e most frequent 
co-occurring disorders in clinic-referred youngsters 
with MDD are anxiety disorders, particularly general-
ized anxiety disorders, specifi c phobias, and separation 
anxiety disorders (Seligman & Ollendick, 1998). Depres-
sion and anxiety become more visible as separate but co-
 occurring disorders as the severity of the child’s prob-
lem increases and as the child gets older (Gurley, Cohen, 
Pine, & Brook, 1996). Dysthymia, conduct problems, 
ADHD, and substance use disorder are also common 
in clinic- referred youngsters with depression (Birmaher 
et al., 1996). Further, about 60% of adolescents with 
MDD have a comorbid personality disorder, which 
is most commonly borderline personality disorder—
characterized by instability of interpersonal relation-
ships, self-image, aff ects, and marked impulsivity (Bir-
maher et al., 1996).

Most co-occurring disorders are present before de-
pression and are likely to persist aft er the child is no lon-
ger depressed. Th e presence of a co-occurring disorder 
is signifi cant because it can increase the risk for recur-
rent depression, the duration and severity of the depres-
sive episode, and suicide attempts. Th e presence of an-
other disorder also decreases the youngster’s response to 
treatment and is related to less eff ective outcomes (Bir-
maher et al., 1996).

Onset, Course, and Outcome

Onset of depression in adolescence may be gradual or 
sudden. Either way, a youngster typically has a history of 
milder episodes of depression that do not meet DSM di-
agnostic criteria (Gotlib & Hammen, 1992). Most adults 
with depression recall having their fi rst depressive episode 
between the ages of 15 and 19 (Kessler, Merikangas, & 
Wang, 2007). However, prospective studies of children 
and adolescents usually fi nd earlier ages of onset, most 
commonly between the ages of 13 and 15 (Lewinsohn, 
Hops, et al., 1993).

Th e average episode of MDD in clinically referred chil-
dren and adolescents lasts about 8 months, with longer ep-
isodes if a parent has a history of depression (Kaminski & 
Garber, 2002). Although almost all youngsters eventu-

ally recover from their initial depressive episode, their 
disorder does not go away (Birmaher, Arbelaez, & Brent, 
2002). MDD is a recurrent condition with a chance of re-
currence of about 25% within 1 year, 40% within 2 years, 
and 70% within 5 years. A signifi cant number of young-
sters develop a chronic, relapsing disorder that persists 
into young adulthood (Fombonne et al., 2001a).

Th ose with an onset of depression prior to age 15 and 
a recurrent episode prior to age 20 display more severe, 
chronic, suicidal depressions, greater co-occurring anx-
iety and worse social functioning at age 15, and poorer 
psychosocial outcomes at age 20 (Hammen, Brennen, 
Keenan-Miller, & Kerr, 2008). For youngsters hospital-
ized for depression, nearly one-half will be rehospital-
ized within 2 years following remission. In addition, 
about one-third of adolescents with MDD will develop 
a bipolar disorder within 5 years aft er the onset of their 
depression, known as a “bipolar switch” (DelBello et al., 
2003; McCauley et al., 1993). Th us, depression is a con-
dition that endures over the course of development, cre-
ating a long-term social, emotional, and economic bur-
den for the youngster and the family.

Why do depressive episodes reoccur, and why does 
the length of time between episodes get progressively 
shorter? One possible explanation is that the fi rst epi-
sode may sensitize the youngster to future episodes (Ru-
dolph & Flynn, 2007). According to this idea, the fi rst 
episode may be linked to a specifi c stressor, and is ac-
companied by lasting changes in biological processes 
that heighten future reactivity to stress (Post et al., 1996). 
Th e initial externally produced changes in the brain can 
be conditioned so that following the fi rst depressive epi-
sode, even minor events that resemble loss or stress ex-
periences may result in depression. Th is phenomenon is 
known as kindling (Post & Weiss, 1998).

Even aft er recovery from their depressive episode, 
many youths continue to show milder symptoms of de-
pression and experience adjustment and health problems 
and chronic stress (Lewinsohn & Essau, 2002). Th is is a 
signifi cant concern because these problems are risk fac-
tors for future depressive episodes (Daley, Hammen, & 
Rao, 2000).

In addition to their recurring bouts of depression, the 
immediate and long-term prospects for children with 
MDD include many other negative outcomes (Fergus-
son, Boden, & Horwood, 2007). For example, adolescents 
who are depressed have a greater than normal risk for de-
linquency, arrest and conviction, dropping out of school, 
and unemployment (Lewinsohn, et al., 1994). A history of 
depression during the school years also increases the risk 
for later tobacco use, substance use disorder, suicidal be-
havior, impairment, poor work record, marital problems, 
and health service use  (Gotlib, Lewinsohn, & Seeley, 1998; 
Rice, Liff ord, Th omas, & Th apar, 2007).

at school, leading to frequent confl icts with his mother and with 

school authorities. The event that precipitated Raymond’s current 

referral was his arrest for shoplifting at a local store. (Adapted 

from Compas & Hammen, 1994)

(continued)
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Th e overall outcome for young people with depres-
sion is not optimistic. Although almost all will recover 
from their depression, they continue to be at high risk 
for later episodes of mood and other disorders and for 
impaired social and academic functioning. One mother 
of a depressed teen paints a realistic picture of the long-
term outcome for a child who suff ers from depression:

Depression in kids, when it hits them in their teens, 
leaves a hole in their lives. When they’re young and just 
starting out in life, they’re supposed to become inde-
pendent. But that doesn’t happen with depressed kids. 
Th ey’re out of synch and get left  behind. And they never 
really catch up. Th at leaves a permanent scar. (Adapted 
from Owen, 1993, p. C1)

As they become adults, children and adolescents 
with MDD continue to experience many negative long-
term outcomes that include a high rate of suicide and 
suicide attempts, recurrence of depression, high rates of 
psychiatric and medical hospitalizations, alcohol abuse/
dependence, psychosocial impairments, lower educa-
tional achievement, and employment problems (Fom-
bonne et al., 2001b; Weissman, Wolk, et al., 1999a, 1999b).

Gender, Ethnicity, and Culture

In what has been called depression’s double standard, fe-
males are twice as likely as males to suff er from depres-
sion, are more susceptible to milder mood disorders, and 
are more likely to experience recurrent episodes (Zahn-
Waxler, Race, & Duggal, 2005). However, this sex diff er-
ence is not present among children ages 6 to 11, where 
depression is equally common in boys and girls (Speier, 
Sherak, Hirsch, & Cantwell, 1995). However, sex diff er-
ences in specifi c symptoms that forecast later depression 
(e.g., fearfulness, feelings of inadequacy, negative self-
evaluation, and negative aff ect) may in fact be present 
prior to 10 years of age, with girls reporting signifi cantly 

more of these symptoms than boys (Rudolph, Hammen, & 
Daley, 2006).

Sex diff erences in diagnosable depression begin be-
tween ages 13 and 15, when the rate rises for girls (Wade, 
Cairney, & Pevalin, 2002). As shown in Figure 8.1, rates 
of depression as well as gender diff erences in rates in-
crease dramatically between ages 15 and 18 (Hankin, 
Wetter, & Cheely, 2008). Th e ratio of girls to boys is 
about 2:1 to 3:1 aft er puberty, a pattern that continues 
throughout adolescence and adulthood.

Although depression occurs more frequently in girls 
than boys, it is noteworthy that symptom presentation 
is quite similar for both sexes. (Slightly more girls than 
boys report symptoms related to weight and appetite 
disturbances and worthlessness/guilt) (Lewinsohn, Pet-
tit, Joiner, & Seeley, 2003). However, the correlates of de-
pression may diff er for the sexes. For example, depres-
sion is more highly related to school-related stress in 
boys than in girls (Sund, Larsson, & Wichstrom, 2003).

Th e increase in depression during adolescence, 
and the emergence of sex diff erences in depression at 
this time, have led to a special interest in this develop-
mental period (Rudolph et al., 2006). Many physical, 
 psychological, and social changes during adolescence 
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Teenage girls are particularly vulnerable to depression and 
related problems.

5 10 15

Percent clinically depressed

20 25 30

21

18

15

13

11

A
g

e

Girls Boys

F I G U R E  8 . 1  The overall rate of depression and 
the proportion of females with depression increase 
dramatically during adolescence.
(Adapted from “Development of Depression from Preadolescence to Young 
Adulthood: Emerging Gender Diff erences in a 10-Year-Longitudinal Study,” by 
B. L. Hankin, L. Y. Abramson, T. E. Moffi  tt, P. A. Silva, R. McGee, and K. E. Andell, 
1998, Journal of Abnormal Psychology, 107, 128–140. Copyright © 1998 by the 
American Psychological Association. Reprinted by permission of the author.)
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may heighten the risk for depression in girls. Hormonal 
changes in estrogen and testosterone may aff ect brain 
function, increasing sexual maturity may aff ect social 
roles, interpersonal changes and expectations may result 
in heightened exposure to stressful life events, and non-
normative changes such as early maturation may lead to 
isolation from one’s peer group (Hankin et al., 2008).

Th ese changes may diminish self-worth, lead to dys-
phoric mood, and evoke self-focused attention. It is also 
thought that females may be at higher risk than males 
because they have a greater orientation toward coopera-
tion and sociality. Th ey also use ruminative coping styles 
to deal with stress, especially stress involving interper-
sonal loss and disruptions. Th ese characteristics may 
put girls at a disadvantage during adolescence, when 
they face somewhat greater biological and stressful role-
related challenges than boys (Zahn-Waxler et al., 2005). 
Interpersonal stress and a lack of social support are par-
ticularly salient aspects of depression for adolescent girls 
(Rudolph & Flynn, 2007).

Low birth weight has been found to predict depression 
in adolescent girls but not boys, and girls with low birth 
weight are especially vulnerable to adversity aft er puberty 
(Costello, Worthman, Erkanli, & Angold, 2007). Th is sug-
gests that low birth weight may be a marker for poor intra-
uterine conditions that lead to adjustments in fetal devel-
opment, which in turn have long-term consequences for 
females’ response to stress in adolescence. Research also 
suggests that increased levels of testosterone and estro-
gen at puberty, particularly when they occur in combina-
tion with social stress, increase the risk for depression in 
girls (Angold, Worthman, & Costello, 2003). Hormones 
and sleep cycles, which can alter mood, diff er dramati-
cally between males and females. One study of blood fl ow 
in regions of the brain during periods of sadness in men 
and in women found that although men and women con-
sidered themselves to be equally sad, their brain activ-
ity diff ered. When asked to feel sad, both sexes activated 
regions of the prefrontal cortex, but women showed a 
much wider activation of the limbic system. Th ese fi nd-
ings with adults suggest that sex diff erences in depression 
may be partly rooted in biological diff erences in the brain 
processes that regulate emotions (George et al., 1996).

Th e incidence of depression has been found to vary 
across regions worldwide (Culbertson, 1997); however, 
few studies have examined cultural or ethnic diff erences 
in depression in children and adolescents. One study 
compared the prevalence of major depression across 
nine ethnic groups in a large community sample of chil-
dren in grades 6 to 8 (Roberts, Roberts, & Chen, 1997). 
Of these groups, African American and Hispanic youths 
both had signifi cantly higher rates of depression. How-
ever, only Hispanic youths with depression showed an 
elevated risk for impaired functioning. In another study, 

pubertal status was found to be a better predictor of de-
pressive symptoms than chronological age in Cauca-
sian girls, but not in African American or Hispanic girls 
(Hayward, Gotlib, Schraedley, & Litt, 1999).

A large community study of high school students 
found that non-white (African American, Hispanic, and 
Asian) adolescents reported more symptoms of depres-
sion than white adolescents (Rushton, Forcier, & Schect-
man, 2002). However, these diff erences likely refl ect dif-
ferences in SES, since depression and lower SES are 
related. Race and ethnicity are known sources of varying 
levels of exposure to stress and availability of resources. 
As a result, low SES may increase vulnerability to stress 
and by doing so increase the likelihood of depression. In a 
longitudinal study of 4 race–ethnic groups (whites, Afri-
can Americans, Hispanics, and Asians) during the tran-
sition from adolescence to young adulthood, it was found 
that race and ethnicity were important in understand-
ing depressive symptoms during this transition (Brown, 
Meadows, & Elder, 2007). In females, initial rates of de-
pressive symptoms were highest for Hispanic and Asian 
teens and lowest for whites, with African American 
youths falling in between. As expected, males displayed 
lower levels of symptoms, but the fi ndings for race–
ethnic group diff erences were similar to those for females. 
Within gender, all groups showed decreases in symptoms 
over time; however, whites continued to display fewer de-
pressive symptoms than the other three groups, partic-
ularly relative to African Americans. Th is lasting race–
ethnic inequality in depressive symptoms creates a risk 
for emotional and physical health in later life, as stress 
may accumulate in the context of a lack of resources.

section summary
Major Depressive Disorder (MDD)
• The key features of MDD are sadness, loss of interest or 

pleasure in nearly all activities, irritability, plus many spe-
cifi c symptoms that are present for a duration of at least 
2 weeks.
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• The overall prevalence of MDD for youngsters ages 4 to 18 
is between 2% and 8%, with rates that are low during child-
hood but increasing dramatically during adolescence.

• The most frequent accompanying disorders in youngsters 
with depression are anxiety disorders, dysthymia, con-
duct problems, ADHD, and substance use disorder.

• Almost all youngsters recover from their initial depres-
sive episode, but about 70% have another episode within 
5 years and many develop bipolar disorder.

• Depression in preadolescent children is equally common 
in boys and girls, but the ratio of girls to boys is about 2:1 
to 3:1 after puberty.

• The relationships among depression and race and ethnic-
ity during childhood is an understudied area.

In the next section, we discuss dysthymic disorder, a 
milder but more chronic form of depression about which 
we know relatively little compared to MDD. Many chil-
dren with dysthymia eventually develop MDD, there-
fore, the two disorders are related.

Dysthymic Disorder

D E B O R A H

A Childhood Without Laughter

A few months ago, my mother unearthed some pictures of me 

as a baby that I had never seen before. One showed me at about 

9 months old, crawling on the grass of Golden Gate Park. I was 

looking directly at the camera, my tongue sticking out of the 

corner of my mouth, and I was laughing happily. My face was lit 

from within, and looked more than a little mischievous. I was 

absolutely transfi xed by that photo for days. I would continually 

take it out of my wallet and stare at it, torn between laughter 

and tears. For a while I couldn’t fi gure out what it was about the 

picture that drew me. Finally it hit me; this was the only picture of 

myself as a child that I had seen that showed me laughing. All the 

photos I had ever seen depicted a child staring solemnly or smil-

ing diffi  dently, but never laughing. I looked at the Golden Gate 

Park picture and wished that I had remained that happy, and that 

depression had not taken away my childhood. When I fi rst was di-

agnosed with depression at age 24, I discussed my childhood with 

my doctor. Although it is hard to diagnose a child from 20 years 

in the past, it seemed clear to both of us that I had suff ered from 

dysthymia (mild, long-term depression) probably from the time 

I was a small child. (From Internet website, “A Childhood Without 

Laughter,” by D. M. Deren. Copyright © 1996, 1997 by Deborah 

M. Deren, Revised June 8, 1997. Reproduced by permission.)

Like Deborah, youngsters who suff er from dysthymic 
disorder (DD) or dysthymia display depressed mood 
for most of the day, on most days, for at least 1 year. Th ey 
are unhappy or irritable most of the time. (Th e sad and 
gloomy life of Eeyore the donkey in the 100 Acre Wood 
likely qualifi es for a diagnosis of dysthymia.) Although 
the symptoms of dysthymia are chronic, they are less se-
vere than those for children with MDD. DSM criteria 
for dysthymic disorder are shown in Table 8.2.

Children with dysthymia are characterized by poor 
emotion regulation, which includes constant feelings 
of sadness, feelings of being unloved and forlorn, self-
 deprecation, low self-esteem, anxiety, irritability, anger, 
and temper tantrums (Masi et al., 2003). Some may ex-
perience double depression, where a major depressive 
episode is superimposed on the child’s previous dysthy-
mia, causing the child to present with both disorders.

Th e chronic nature of dysthymic disorder raises the 
issue of whether it is a mood disorder or a general per-
sonality style (Daley et al., 1999). For example, we all 
know people we would describe as “sad sacks”—nothing
ever seems to make them happy. However, dysthymia 
seems to follow a chronic course that is typical of mood 
disorders, and the similarities between dysthymic dis-
order and MDD in young people suggest that it is a 
mood disorder, not a personality style (Renouf & Ko-
vacs, 1995). One study found that youngsters with either 
MDD or dysthymia alone did not diff er in their clini-
cal features, demographics, or associated characteristics, 

T A B L E  8 . 2  Main Features of DSM-IV-TR 
Diagnostic Criteria for Dysthymic Disorder

DSM-IV-TR(1) Depressed mood for most of the 
day, for more days than not, as indicated by either 
subjective account or by observation by others, 
for at least 2 years

Note: In children and adolescents, mood can be irritable and 
duration must be at least 1 year.

(2) Presence, while depressed, of two (or more) of the 
following:

a. Poor appetite or overeating

b. Insomnia or hypersomnia

c. Low energy or fatigue

d. Low self-esteem

e. Poor concentration or diffi  culty making decisions

f. Feelings of hopelessness

(3) During the 2-year period (1 year for children or adoles-
cents) of the disturbance, the person has never been 
without the symptoms in Criteria A and B for more than 
2 months at a time.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, Fourth Edition, Text Revision. Copyright 2000 American Psychiatric 
Association.
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leading to unanswered questions about the validity of 
this distinction. However, children with both disorders 
were more severely impaired than children with just one 
of the disorders (Goodman et al., 2000).

Prevalence and Comorbidity

Rates of dysthymia are lower than those of MDD, with 
approximately 1% of children and 5% of adolescents dis-
playing the disorder (Birmaher et al., 1996). Th e most 
prevalent co-occurring diagnosis with dysthymia is 
MDD. During the course of their dysthymia, as many 
as 70% of children may have an episode of major de-
pression (Renouf & Kovacs, 1995). About one-half of the 
children with dysthymic disorder also have one or more 
co-occurring nonaff ective disorders that preceded dys-
thymia, including anxiety disorders, conduct disorder, 
and ADHD (Kovacs et al., 1994).

Onset, Course, and Outcome

Dysthymic disorder develops about 3 years earlier than 
MDD, most commonly around 11 to 12 years of age (Ko-
vacs, Obrosky, Gatsonis, & Richards, 1997). Since dys-
thymia frequently precedes MDD, it could be a precur-
sor to its development (Lewinsohn, Hops, et al., 1993). 
Childhood-onset dysthymia has a prolonged duration, 
with an average episode length of 2 to 5 years.

Almost all youngsters eventually recover from dys-
thymic disorder. On the other hand, they also have an 
extremely high risk of developing other disorders, espe-
cially MDD, anxiety disorders (separation anxiety disor-
der and generalized anxiety disorder are the most com-
mon), and conduct disorder (Masi et al., 2003). Th ey are 
also at increased risk for the subsequent development of 
bipolar and substance use disorders (Kovacs et al., 1994).

Adolescents with a history of dysthymic disorder 
report receiving less social support from friends. Th is 
fi nding appears to be unique to children with dysthymia 
when compared to children with MDD (Klein, Lewin-
sohn, & Seeley, 1997). Th ose who recover from their 
dysthymia have the same family relationships, cogni-
tive styles, and school functioning as other children. Th e 
only area that continues to be aff ected is psychosocial 
functioning (Klein et al., 1997). However, it is not known 
whether defi cits in psychosocial functioning precede or 
follow dysthymia. Th ey may be a predisposing factor for 
the development of dysthymic disorder, or a lasting scar 
of the illness (Renouf & Kovacs, 1995).

Th e early onset and extended duration of dysthy-
mia make it a serious problem. Youngsters who develop 
the disorder at age 9 then recover 4 years later will have 
spent more than 30% of their entire lives and over 50% of 
their school-age years being depressed. Since depression 

is associated with many other academic, cognitive, fam-
ily, and social problems, these long-lasting episodes of 
dysthymia can have extremely harmful eff ects on devel-
opment (Renouf & Kovacs, 1995). Since early-onset dys-
thymic disorder is almost always followed by MDD and 
sometimes by a bipolar disorder, its early diagnosis may 
help to identify youngsters at risk for later mood disor-
ders and has important implications for prevention.

section summary
Dysthymic Disorder
• Children with dysthymic disorder display depressive symp-

toms on most days for at least 1 year.

• About 5% of children and adolescents have an episode of 
dysthymia by the end of adolescence.

• The most common accompanying disorders with dysthy-
mia are superimposed MDD, anxiety disorders, conduct 
disorder, and ADHD.

• The most common age of onset for dysthymic disorder is 
between 11 and 12 years, with an average episode length 
of between 2 and 5 years.

• Almost all youngsters eventually recover from their dys-
thymia, but many will develop MDD.

• Children who recover from their dysthymic disorder diff er 
mainly from other children on measures of psychosocial 
functioning.

Now that we have a good understanding of MDD 
and dysthymic disorder, we next consider their associ-
ated characteristics and possible causes.

Associated Characteristics 
of Depressive Disorders
Youngsters with depressive disorders experience defi -
cits in intellectual performance and academic achieve-
ment, and disturbances in self-perceptions, self-esteem, 
social problem-solving and behavior, and life stressors 
(Garber & Kaminsky, 2000). Since depression oft en oc-
curs with anxiety and other disorders, we don’t know 
whether these associated defi cits and disturbances are 
specifi c to depression or related to the presence of psy-
chopathology in general. In addition, it is oft en diffi  cult 
to know whether cognitive and psychosocial defi cits are 
an outcome or a cause of depression.

Intellectual and Academic Functioning

Certain depressive symptoms—diffi  culty concentrating, 
loss of interest, and slowness of thought and movement—
are most likely to have a harmful eff ect on a youngster’s 
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intellectual and academic functioning. Th e overall intel-
lectual potential of depressed youngsters is comparable 
to the potential of those who are not depressed. Th e as-
sociation between severity of depression and children’s 
overall intelligence is weak, suggesting that the eff ects 
of depression on cognitive functions may be selective. 
For example, depression may be associated with impair-
ments on nonverbal tasks that require attention, coor-
dination, and speed, but not necessarily on those that 
require verbal skills or overall intelligence (Kovacs & 
Goldston, 1991; Wilkinson & Goodyer, 2006).

Youngsters with depression perform more poorly 
than others in school. Th ey score lower on standard 
achievement tests, are rated by their teachers as achiev-
ing less academically, and have lower levels of grade at-
tainment (Cole, 1990). Poor concentration and thinking 
ability, slowed movement or agitation, fatigue, insomnia, 
and somatic complaints may lead to repeating a grade, 
being late or skipping school, failure to complete home-
work, and dissatisfaction with or refusal of school. Jenn, 
a 15-year-old girl with MDD, and her mother had this to 
say about school:

“School is a big waste of time,” says Jenn. “I don’t want 
to be there. I don’t have the energy or motivation for 
school. I just say I’m sick so I can stay at home in bed and 
sleep all day.” Jenn’s mother says, “We used to fi ght about 
school so much that eventually I’d let her stay home—just 
to avoid having another fi ght.”

It is unclear whether depression has an enduring 
eff ect on school performance. Some studies fi nd that 
school diffi  culties do not occur following the child’s re-
covery from depression, while others report that aca-
demic problems continue even aft er recovery (Kovacs & 
Goldston, 1991). In general, the association between de-
pression and school diffi  culties is not as strong as the 
association between depression and social dysfunction 
(Lewinsohn, Gotlib, & Seeley, 1997).

Cognitive Disturbances

“Good morning, Pooh Bear,” said Eeyore gloomily. “If it is 
a good morning,” he said. “Which I doubt.”

—A. A. Milne, Winnie-the-Pooh (1926)

E L L I E

Life’s Hardly Worth It

“ . . . like everything’s worthless, like it’s just not worth it to even 

be . . . It’s—it seems like it’s a silly thing to even go through life 

and exist. And from one day to the next you’re always wonder-

Many youngsters with depression experience defi cits 
and distortions in their thinking (Lakdawalla, Hankin, & 
Mermelstein, 2007). Some cognitive disturbances, such 
as Ellie’s painful feelings of worthlessness, are part of 
the diagnosis of depression. Negative beliefs (“I never do 
nothing right”) and attributions of failure (“I’m a total 
failure”) are not part of the diagnosis but typically ac-
company the disorder. Negative thoughts that are self-
critical and automatic, such as “I’m a real loser,” “I’m 
ugly,” or “I’m gonna fail,” are common. Unfortunately, 
these thoughts can’t simply be swept aside by suggest-
ing to a depressed youngster that she or he “look at the 
bright side.”

Depressed youngsters oft en devalue their own per-
formance by not acknowledging their accomplishments. 
Th ey dismiss praise when it is given and frequently make 
inaccurate interpretations of their experiences (Fichman, 
Koestner, & Zuroff , 1996). To focus narrowly on negative 
events for long periods is referred to as a depressive ru-
minative style (Nolen-Hoeksema, Girgus, & Seligman, 
1992). Th ese youngsters view themselves as ineff ective in 
most areas of their lives, and make self-directed dispar-
aging comments when faced with further failure or rejec-
tion (e.g., “It must be my fault”). Th ey misread situations, 
feel slighted by otherwise harmless remarks, and are eas-
ily frustrated—small setbacks are seen as major catastro-
phes. Negative thinking and faulty conclusions are gen-
eralized across situations, so the depressed youngster 
sees no hope of gaining any pleasure or satisfaction.

It is not unusual for youngsters with depression 
to think that no one can help them out of their misery. 
Many report hopelessness or negative expectations about 
the future that are related to diminished self-esteem and 
to suicide ideation and attempts (Marciano & Kazdin, 
1994). Since feelings of hopelessness dominate their lives, 
they experience a vicious downward cycle in which self-
defeating negative thoughts become pervasive and impair 
performance at school and home. As performance deteri-
orates, they perceive more failure, receive, and even seek, 
further negative feedback. Th ese outcomes maintain 
their low self-opinion and view of an inability to change, 
which lead to further impairments in functioning.

Th eir pessimistic outlook also places them at greater 
risk for depressive symptoms, especially in response to 

ing if you’re going to make it to the next day if it’s—if you can 

stand it, if it’s worth trying to get to tomorrow . . . It’s just—just, 

I feel like—I feel mostly like I’m worthless, like there’s some-

thing wrong with me. It’s really not a pleasant feeling to know 

that you’re a total failure, a complete nothing, and I get the feel-

ing that I never do nothing right or worthwhile or anything.” 

(Adapted from McKnew, Cytryn, & Yahraes, 1983)
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stressful life events. Since their pessimism may continue 
aft er remission of depressive symptoms, they remain at 
risk for future depressive episodes. We will return to the 
role of cognitive disturbances in depression later, in the 
section on cognitive theories.

Negative Self-Esteem

Eeyore, the old grey Donkey, stood by the side of the 
stream and looked at himself in the water. “Pathetic,” 
he said. “That’s what it is. Pathetic.”

—A. A. Milne, Winnie-the-Pooh (1926)

F A R A H

Never Good Enough

Fifteen-year-old Farah’s mother says that Farah is a “model 

daughter” who is near the top of her class, active in school activi-

ties, and extremely popular. Her mother is concerned about “how 

hard Farah is on herself, thinking that she has to be perfect.” If 

Farah doesn’t get the highest grade on a test, she won’t allow 

herself to see her friends for a week, and spends most of the time 

in her room studying. Farah acknowledges that she sets very 

high standards for herself and if she fails to meet these standards 

becomes extremely self-critical and self-punitive. She has even 

slapped herself in the face after what she saw as academic “fail-

ure” (getting an A-minus rather than an A). Farah’s accomplish-

ments bring her little satisfaction, and any perceived failure leads 

to immediate self-condemnation. Farah’s overall self-worth is low 

and her sense of self, which is based on competency in academic 

achievement, is highly vulnerable.

events, and such daily fl uctuations in self-esteem appear 
to be related to depression following exposure to ma-
jor life stresses (Roberts & Gotlib, 1997). Th us, both low 
self-esteem and unstable self-esteem seem to play an im-
portant role in depression.

Since physical appearance and approval from peers 
are especially important as sources of self-esteem for 
most adolescents, perceived incompetence in these ar-
eas may heighten the risk for depression. Th e fact that 
self-esteem problems in adolescent girls are oft en related 
to a negative body image may partly contribute to their 
higher risk for depression (Hankin & Abramson, 2001).

An interesting developmental model of self-esteem 
and depression hypothesizes that children seek and re-
ceive feedback from others about their competence or 
incompetence in several domains: academics, social re-
lations, sports, conduct, and physical appearance (Jor-
dan & Cole, 1996). Self-views are constructed from this 
feedback, and the outcome may be a varied and positive 
self-view leading to optimism, energy, and enthusiasm. 
Or, it may be a narrow and negative self-view leading to 
pessimism, a sense of helplessness, and possibly, depres-
sion (Seroczynski, Cole, & Maxwell, 1997). Youngsters 
whose self-views are negative and narrowly focused in 
one domain—for example, in academics—may show in-
stability in their self-esteem because they lack alterna-
tive compensatory areas of functioning—for example, 
sports or social relations. Th is may make them vulner-
able to developing depression when faced with stress in 
their primary domain.

Social and Peer Problems

Youngsters who are depressed experience signifi cant 
disruptions in their relationships. Th ey have few friends 
or close relationships, feel lonely and isolated, feel that 
others do not like them (which, unfortunately, oft en be-
comes a reality), and display extensive impairments in 
their social skills (Rudolph, Flynn, & Abaied, 2008). 
Th ose who report poor friendships at the time of referral 

Almost all youngsters with depression experience nega-
tive self-esteem. In fact, low self-esteem is the symptom 
that seems most specifi cally related to depression in ad-
olescents (Lewinsohn et al., 1997). Self-esteem in young-
sters with depression is also highly reactive to daily life 
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have a reduced likelihood of recovery from depression 
(Goodyer et al., 1997). Even when youngsters recover 
from their depression, they continue to experience some 
social impairment.

Social withdrawal is common in youngsters with de-
pression. Th ey oft en spend signifi cant amounts of time 
alone, show little interest in seeing friends, and engage 
in few activities. Th eir social withdrawal may refl ect an 
inability to maintain social interactions, which is possi-
bly related to negative, irritable, and aggressive behavior 
toward others, and defi cits in initiating conversations or 
making friends (Rockhill et al., 2007). Th ese factors can 
seriously interfere with social development, depriving 
youngsters with depression of the social exchanges that 
lead to healthy interpersonal relationships.

Youngsters who are depressed use ineff ective styles 
of coping in social situations. For example, they use 
less active and problem-focused coping, and more pas-
sive, avoidant, ruminative, or emotion-focused coping 
(Hammen & Rudolph, 2003). Depressed teens may also 
make poor choices in dealing with social problems, such 
as turning to alcohol or drugs in response to a break-up 
with a boy or girlfriend. In the words of Page, age 17:

Interestingly, the basic understanding required for 
appropriate social relations appears to be relatively in-
tact in youngsters with depression. Th ey are generally 
capable of providing cognitive solutions to interpersonal 
problems (Kovacs & Goldston, 1991). However, as with 
Page, their defi cits in social behavior are in sharp con-
trast to their social understanding.

Family Problems

Youngsters with depression experience less supportive 
and more confl ictual relationships with their mothers, 
fathers, and siblings. Th ey report feeling socially iso-

lated from their families and prefer to be alone rather 
than with them. In family situations, the child’s social 
isolation may not be a social skill defi cit, but rather a 
refl ection of the child’s desire to avoid confl ict. Family 
relationship diffi  culties have been found to persist even 
when children are no longer clinically depressed (Shee-
ber et al., 2007).

During interactions, they may be quite negative to-
ward their parents, and their parents in turn may re-
spond in a negative, dismissing, or harsh manner 
(Coyne, Downey, & Boergers, 1992). When repeated 
over time, these interactions may adversely aff ect the 
family relationships. Children with depression who are 
irritable, unresponsive, and unaff ectionate provide little 
positive reinforcement for their parents, and frustrate 
their parent’s desire for satisfaction in the parenting role 
(Kovacs, 1997).

Depression and Suicide

Carla’s case illustrates the profound feelings of hopeless-
ness, helplessness, and despair that oft en lead a young-
ster with depression to attempt suicide. Most youngsters 
with depression report suicidal thinking, and as many 
as one-third who think about killing themselves actu-
ally attempt it (Goldston, Daniel, & Arnold, 2006). Drug 
overdose and wrist cutting are the most common meth-
ods for adolescents who attempt suicide. For children 

C A R L A

“It Became Too Much”

Carla, age 12, was admitted to the intensive care unit un-

conscious and unstable after ingesting eight of her mother’s 

50-mg Elavil™ tablets, an unknown quantity of antidepressants, 

and approximately 20 tablets of Tylenol 3™. This suicide attempt, 

her fi rst, came after arguing with her father over chores and 

restrictions imposed because her grades were so bad. Carla 

said she went to the medicine cabinet and ingested everything 

she could fi nd because “it became too much” and she “did 

not want to live.” For the previous month, she had displayed 

a noticeable change of mood, behaving with more instability 

and depression, feeling worthless and hopeless. In this period 

she had lost her appetite and had dropped two dress sizes. 

She increasingly had isolated herself, staying alone in her room. 

Her school performance, for which her father had restricted 

her, had declined from B’s the previous term to D’s. (From 

Adolescent Suicide: Assessment and Intervention, by A. L. Berman 

and D. A. Jobes, 1991, p. 144. Copyright © 1991 by the 

American Psychological Association. Reprinted by permission 

of the author.)
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who complete suicide, the most common methods are 
fi rearms (57%), hanging or suff ocation (28.4%), and poi-
soning or overdose (7.6%) (CDC, 2002).

Th e link between depression, suicidal behavior, and 
completed suicide is undeniable, strong, and sobering 
(Beautrais, 2003). Although rates of suicidal behavior 
vary across countries, the two strongest risk factors for 
suicidal behavior are consistent worldwide—having a 
mood disorder and being a young female (Nock et al., 
2008). Although suicidal ideation (e.g., thinking about 
killing oneself) is common across many diff erent types 
of disorders, actual suicide attempts are much more 
common during depression (see Box 8.1). In one 7- to 
9-year follow-up of children with psychiatric disorders, 
84% of all suicide attempts were found to occur for de-
pressive disorders (Shaff er, Gould, et al., 1996).

About 60% of youngsters who are clinically depressed 
report having thoughts about suicide, and 30% actually 
attempt suicide by 17 years of age, with most attempts 
coming within the fi rst year following the onset of sui-
cidal thoughts. Unfortunately, about one-half of them 
eventually make further attempts (American Academy 
of Child and Adolescent Psychiatry [AACAP], 2001). 
Th e suicide attempts of youngsters with depression al-
most never occur during times when they are symptom-
free—90% or more have depressive features at the time 
of their suicidal episode. Finally, among youngsters who 
kill themselves, the odds of having major depression are 
27 times higher than among controls (Brent et al., 1993; 
Shaff er, Gould, et al., 1996).

In general, young females with depression show more 
suicidal ideation and attempt suicide much more oft en 
than young males. However, since girls typically don’t 
use guns, they are usually less successful in completing 
suicide than boys (Goldston et al., 2006). Ages 13 and 
14 are peak periods for a fi rst suicide attempt by young-
sters with depression. In adolescents with depression, 
suicide attempts double during the teen years but show 
an abrupt decline aft er age 17 or 18. It is possible that 
as young people mature, they are better able to tolerate 
their negative mood states and acquire more resources 
for coping, thus making it less likely that they will at-
tempt suicide during periods of sadness (Borowsky, Ire-
land, & Resnick, 2001).

In light of the strong connection between symp-
toms of depression and suicidal ideation and behavior, 
a primary strategy for reducing suicide in young people 
is to increase the availability of eff ective treatments for 
depression (Brown et al., 2007). We discuss these treat-
ments later in the chapter. Since racial and ethnic groups 
are known to diff er in rates of suicidal behaviors and the 
circumstances under which they occur (e.g., precipi-
tants, risk and protective factors, and patterns of help 
seeking), it is also important that suicide prevention and 

A  C L O S E R  L O O K

B O X  8 . 1   Depressive Disorder Is Associated 
with Suicide Thoughts and 
Suicide Attempts. Teri: What’s 
the Use?

Teri’s note
Source: Berman & Jobes, 1991.

Teri, age 15, had been depressed since her father died 
when she was 11. According to her mother, over the past 
14 months her behavior had gone from moody to sullen. 
She had disobeyed restrictions imposed as punishments, 
and had run away from home on several occasions. She la-
beled herself as “stupid,” spoke and wrote often of death 
and suicide (see accompanying note). On three occasions 
she had cut her wrists, albeit only superfi cially. Her school 
performance had declined and she spoke now of hating 
school. Her peer associations were almost exclusively with 
other alienated teens, described by her as “punks and 
other anarchists.”

Source: From Adolescent Suicide: Assessment and Intervention, by A. L. 
Berman and D. A. Jobes, 1991, p. 95. Copyright ©1991 by the 
American Psychological Association. Reprinted by permission of the 
author and the publisher.
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treatment programs are sensitive to these cultural dif-
ferences (Goldston et al., 2008).

section summary
Associated Characteristics of Depressive 
Disorders
• Youngsters with depression have normal intelligence, al-

though certain symptoms such as diffi  culty concentrat-
ing, loss of interest, and slowness of thought may nega-
tively aff ect intellectual functioning.

• They perform more poorly than others in school, score 
lower on standard achievement tests, and have lower lev-
els of grade attainment.

• They often experience defi cits and distortions in their 
thinking, including negative beliefs, attributions of fail-
ure, and self-critical automatic negative thoughts.

• Almost all youngsters with depression experience low or 
unstable self-esteem.

• Youngsters with depression have few friends and close re-
lationships, feel lonely and isolated, and feel that others 
do not like them.

• They experience poor relations and confl ict with their par-
ents and siblings, who in turn may respond in a negative, 
dismissing, or harsh manner.

• Most youngsters with depression report suicidal thinking, 
and between 16% and 30% who think about killing them-
selves actually attempt it.

Theories of Depression
Many theories have been proposed to explain the onset 
and course of depression. Until recently, however, most 
were developed to explain depression in adults, then di-
rectly applied to children with minimal regard for devel-
opmental diff erences (Garber & Horowitz, 2002). In the 
sections that follow, we consider several of these theo-
ries. Keep in mind, however, that depression is likely a 
fi nal, common pathway for interacting infl uences that 
predispose a child to develop the disorder (Hammen & 
Rudolph, 2003). No one theory can explain all forms of 
depressive disorder and diff erences in symptoms and se-
verity within the same disorder. An overview of the pri-
mary theories of depression is presented in Table 8.3.

Psychodynamic

Early psychodynamic theories viewed depression as the 
conversion of aggressive instinct into depressive aff ect. 
Depression is presumed to result from the loss of a love 
object that is loved ambivalently. Th is loss can be actual, 
in the case of the death of a parent, or symbolic, as a re-
sult of emotional deprivation, rejection, or inadequate 

T A B L E  8 . 3  Overview of Theories of Depression

Psychodynamic  Introjection of the lost object; anger 
turned inward; excessive severity of 
the superego; loss of self-esteem

Attachment  Insecure early attachments; distorted 
internal working models of self and 
others

Behavioral  Lack or loss of reinforcement or qual-
ity of reinforcement; defi cits in skills 
needed to obtain reinforcement

Cognitive  Depressive mindset; distorted or 
maladaptive cognitive structures, 
processes, and products; negative 
view of self, world, and future; poor 
problem-solving ability; hopelessness

Self-Control  Problems in organizing behavior 
toward long-term goals; defi cits in 
self-monitoring, self-evaluation, and 
self-reinforcement

Interpersonal  Impaired interpersonal functioning 
related to grief over loss; role dispute 
and confl ict, role transition, interper-
sonal defi cit, single parenting; so-
cial withdrawal; interaction between 
mood and interpersonal events

Socioenvironmental  Stressful life circumstances and daily 
hassles as vulnerability factors; social 
support, coping, and appraisal as 
protective factors

Neurobiological  Neurochemical and receptor 
abnormalities; neurophysiologi-
cal abnormalities; neuroendocrine 
abnormalities

Source: Adapted from “A Developmental Cognitive Model of Unipolar Major Depres-
sion,” by D. J. A. Dozois, unpublished manuscript. Adapted by permission of the author.

parenting. Th e individual’s subsequent rage toward the 
love object is then turned against the self. Since children 
and adolescents were believed to have inadequate devel-
opment of the superego or conscience, the hostility di-
rected against internalized love objects that have disap-
pointed or abandoned them does not produce guilt, so 
they do not become depressed (Bemporad, 1994; Poz-
nanski, 1979). Th e fact that depression occurs in many 
youngsters who do not experience loss or rejection, and 
doesn’t occur in many children who do, casts doubt on 
the psychodynamic model. Furthermore, contrary to this 
theory, many children do experience clinical depression.

Attachment

Attachment theory focuses on parental separation and 
disruption of an attachment bond as predisposing fac-
tors for depression. John Bowlby hypothesized that a 
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child confronted with unresponsive and emotionally un-
available caregiving goes through a typical sequence in-
volving protest, despair, and detachment (Bowlby, 1961). 
A parent’s consistent failure to meet the child’s needs is 
associated with the development of an insecure attach-
ment, a view of self as unworthy and unloved, and a view 
of others as threatening or undependable. Th ese factors 
may place the child at risk for later depression, particu-
larly in the context of stressful interpersonal relation-
ships (Rudolph, Hammen, & Burge, 1997). Attachment 
relationships also serve to regulate biological and behav-
ioral systems related to emotion—for example, a secure 
attachment can be used to reduce distress. Th us, inse-
cure attachments may lead to diffi  culties in regulating 
emotion, which also may become a risk factor for later 
depression. In support of this theory, children with inse-
cure attachments are more likely than children with se-
cure attachments to display symptoms of depression (e.g., 
Toth & Cicchetti, 1996), and children with depression are 
more likely to experience disturbances in attachment 
than children without depression (Stein et al., 2000).

Behavioral

Behavioral views emphasize the importance of learning, 
environmental consequences, and skills and defi cits dur-
ing the onset and maintenance of depression. Depression 
is related to a lack of response-contingent positive rein-
forcement (Lewinsohn, 1974). Th is lack of positive rein-
forcement may occur for three reasons. First, a youngster 
may be unable to experience available reinforcement, of-
ten due to interfering anxiety. Second, changes in the en-
vironment, such as the loss of a signifi cant person in the 
child’s life, may result in a lack of availability of rewards. 
Finally, a youngster may lack the skills needed to have 
rewarding and satisfying social relationships.

Children may also receive sympathy for their sad-
ness, which produces the desired attention and concern. 
However, this sympathy is usually short-lived because 
even people who care about the youngster begin to avoid 
him or her. Th is reduction in attention may then lead to 
withdrawal, impairment in functioning, and heightened 
feelings of depression. Few studies have tested specifi c 
behavioral hypotheses with children, and this model 
seems incomplete in the light of what is known about 
other factors that may lead to a vulnerability to depres-
sion. Nevertheless, the behavioral model highlights the 
importance of learning processes in the emergence, ex-
pression, and outcome of depression in young people.

Cognitive

Cognitive theories focus on the relation between nega-
tive thinking and mood (Abela & Hankin, 2008a). Th e 
underlying assumptions are that how young people view 

themselves and their world will infl uence their mood 
and behavior, and that cognitive vulnerabilities inter-
act with negative events to increase depressive symp-
toms. A variety of negative cognitions, attributions, 
misperceptions, and defi ciencies in cognitive problem-
solving skills are related to depression in young people 
(Lakdawalla et al., 2007). Cognitive theories emphasize 
depressogenic cognitions, which are the negative per-
ceptual and attributional styles and beliefs associated 
with depressive symptoms.

For example, hopelessness theory proposes that de-
pression-prone individuals tend to make internal, stable, 
and global attributions to explain the causes of negative 
events. In other words, when something bad happens, 
they think they are responsible (internal attribution), the 
reason they are to blame won’t change over time (stable at-
tribution), and the reason that something bad happened 
applies to most things they do and in most situations 
(global attribution) (Abramson, Seligman, & Teasdale, 
1978). In contrast, they attribute positive events to some-
thing outside themselves (external), which is not likely 
to happen again (unstable), and is seen as unique to this 
event (specifi c). A negative attributional style results in 
the individual’s taking personal blame for negative events 
in his or her life and leads to helplessness and avoidance 
of these events in the future. Helplessness may in turn 
lead to hopelessness about the future, which promotes 
further depression (Abramson, Metalsky, & Alloy, 1989).

Th e cognitive model developed by Aaron Beck (1967) 
proposes that depressed individuals make negative in-
terpretations about life events because they use biased 
and negative beliefs as interpretive fi lters for under-
standing these events. Depressed individuals show cog-
nitive problems in three areas.

First, they display information-processing biases, or 
errors in their thinking in specifi c situations, called neg-
ative automatic thoughts. Th ese oft en include thoughts 
of physical and social threat, personal failure, and hos-
tility (Schniering & Rapee, 2004). Th ey may selectively 
attend to negative information, assume blame for neg-
ative events, maximize and exaggerate negative events, 
and minimize positive events. Th ey also assign negative 
labels to events, and then react emotionally to the label 
rather than the event. For example:

 EVENT: Child didn’t receive an invitation to Ash-
ley’s party.

 LABEL: “I didn’t receive an invitation because Ash-
ley doesn’t like me. Nobody likes me.”

 EMOTIONAL REACTION: Unhappiness and de-
pression.

Second, depression is believed to be associated 
with a negative outlook in the following three ar-
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eas, referred to as the negative cognitive triad (see 
Figure 8.2).

• Negative views about oneself (e.g., “I’m no good,” “I’m 
boring”)

• Negative views about the world (e.g., “Th ey’re no 
good,” “It’s too hard”)

• Negative views about the future (e.g., “It’s always go-
ing to be this bad,” “I’ll never graduate”)

Th ese negative views maintain feelings of helpless-
ness, undermine the youngster’s mood and energy 
level, and are related to the child’s severity of depression 
(Stark, Schmidt, & Joiner, 1996).

Th ird, depressed youngsters have negative  cognitive 
schemata, which are stable structures in memory that 
guide information processing, including self-critical 
beliefs and attitudes. Th ese schemata are rigid and re-
sistant to change even in the face of contradictory ev-
idence, and may heighten the youngster’s sensitivity to 
depression, especially when activated by stress.

Applying cognitive theories to depression in young 
people raises questions about the cognitive capacities of 
children at various stages of development, and the de-
velopment and stability of cognitive structures that may 
be involved in their depressive thinking (Abela & Han-
kin, 2008a). A well-developed sense of self and a time 
perspective for the future are needed to experience de-
pression; these cognitive processes are still developing in 
children. In addition, many of the cognitive errors and 

distortions discussed so far, such as illogical thinking 
or faulty attributions, are normal ways of thinking in 
young children!

Although higher rates of negative thinking are found 
in youngsters with depression, there are still many un-
answered questions about the relation between cognition 
and depression (Lakdawalla et al., 2007). More informa-
tion is needed about how negative cognitions develop. Are 
the negative cognitions that accompany depression the 
result of parental rejection and negative parenting prac-
tices? Is there a relation between maternal and child cog-
nitions, as suggested by the relationship between moth-
ers’ and children’s negative thinking (Stark, Schmidt, & 
Joiner, 1996)? How and when does a cognitive vulnera-
bility for depression interact with stress to result in de-
pression (Cole et al., 2008)? At this time, there is support 
for a cognitive vulnerability–stress interaction in adoles-
cents, but less so for younger children (Lakdawalla et al., 
2007). Longitudinal studies are needed to answer these 
and other questions concerning the role of cognition in 
the development of depression in young people.

Other Theories

Self-control theories view youngsters with depression 
as having diffi  culty organizing their behavior in rela-
tion to long-term goals and displaying defi cits in self-
 monitoring, self-evaluation, and self-reinforcement. As a 
result, they selectively attend to negative events and to the 
immediate consequences of their behavior. Th ese young-
sters set excessively high standards for performance, 
make negative causal attributions, administer insuffi  -
cient self-rewards, and use excessive self-punishment.
Research suggests that children with depression display 
a number of these defi cits (Rehm & Sharp, 1996).

Interpersonal models view disruptions in interper-
sonal relationships, especially with family and peers, as 
the basis for the onset and maintenance of depression 
(Hammen, 1999). Th e behaviors of a depressed young-
ster are unpleasant to others, leading family members 
and others to become annoyed and frustrated. As the 
youngster becomes more aware of how others are re-
acting, he or she feels even more needy, then unthink-
ingly and annoyingly seeks excessive reassurance, which 
in turn leads to further interpersonal rejection (Joiner, 
1999). Interpersonal models also propose that the child’s 
depression may serve a function in the family—for ex-
ample, to reduce confl ict between parents.

Socioenvironmental models emphasize the relation-
ship between stressful life events and depression. Some 
life events related to the onset of depression are social 
disadvantage, unemployment, single-parent status, large 
family, and poor social support (Compas, Grant, & Ey, 
1994). Stressful life events may be linked to depression in 

Devalue world Devalue self

Devalue future

F I G U R E  8 . 2  The Negative Cognitive Triad: 
Depression is related to a devaluation of self, the 
world, and the future.
Source: Based on D. Murdoch, 1997.
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several ways. First, depression can be a direct reaction to 
the occurrence of stressful life events, such as the loss of 
a parent. Second, the impact of stress may be moderated 
by individual risk factors, such as genetic risk. Th is is re-
ferred to as the diathesis–stress model of depression 
because the occurrence of depression depends on the in-
teraction between the youngster’s personal vulnerability 
(diathesis) and life stress. Th ird, negative environmental 
events may be internalized as negative cognitions, which 
then predispose the child to develop depression. Finally, 
depression may result in impairments in functioning 
that generate stressful life circumstances that in turn 
lead to depressive reactions (Rudolph et al., 2000). Stress 
generation following depression may also be heightened 
by early developmental risk factors such as child abuse 
and neglect (Harkness, Lumley, & Truss, 2008).

Neurobiological models of depression in young peo-
ple focus on genetic vulnerabilities and neurobiological 
processes. Several neurobiological abnormalities have 
been identifi ed, although fi ndings are far less consistent 
for children than for adults (NIMH, 2003). We consider 
possible biologic and other factors in the next section on 
causes.

section summary
Theories of Depression
• Psychodynamic theories presume that depression results 

from the actual or symbolic loss of a love object, and view 
depression as the conversion of aggressive instinct into 
depressive aff ect.

Genetic/
neurobiological

processes/temperament

Emotion
regulation/

dysregulation
Depression

Life
stress

Family
experiences

Interpersonal
competence

Core beliefs
about

self, others

F I G U R E  8 . 3  A developmental framework for depression in young people.

• Behavioral views emphasize the importance of learning, 
environmental consequences (particularly a lack of re-
sponse-contingent reinforcement), and skills and defi cits 
during the onset and maintenance of depression.

• Cognitive theories of depression focus on the relation be-
tween negative thinking and mood, with the underlying 
assumption that how young people view themselves and 
their world will infl uence their mood and behavior.

• Other theories of depression have emphasized the role of 
defi cits in self-control, interpersonal disturbances, stress-
ful life events, and genetic and neurobiological processes.

Causes of Depression
In light of the many vulnerability, risk, and protec-
tive factors that have been implicated, an integrative 
framework is necessary to account for depression in 
young people and for its nonoccurrence in the pres-
ence of risk (Hammen & Rudolph, 2003; Miller, 2007). 
Th e framework presented in Figure 8.3 highlights pos-
sible causes of depression in young people and the in-
terplay among genetic, neurobiological, family, cog-
nitive, emotional, interpersonal, and environmental 
factors. Given these many interacting infl uences, mul-
tiple pathways to depression are likely (Eaves, Silberg, & 
Erkanli, 2003).

Within this framework, genetic risk infl uences neu-
robiological processes, and is refl ected in an early tem-
perament characterized by oversensitivity to negative 
stimuli, high negative emotionality, and a disposition to 
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feeling negative aff ect. Th ese early dispositions increase 
exposure to and are shaped by experiences within the 
family, and continue to exert infl uence throughout de-
velopment. Core beliefs about self and others develop 
as a result of experiences within the family. Parenting 
that is insensitive, disengaged, or rejecting may lead to a 
view of self as incompetent, other people as threatening 
or unresponsive, and relationships as negative and un-
predictable. Negative family experiences may also cre-
ate an inconsistent emotional and social environment, 
which makes it diffi  cult for the child to eff ectively reg-
ulate emotions and interpersonal behavior and to cope 
with stress (Compas et al., 2001).

Cognitive, emotional, and interpersonal problems 
may lead directly to depression. Or, they may elicit con-
fl ict, rejection by others, and social isolation, which will 
eventually lead to depression. In other instances, nega-
tive beliefs, poor social relationships, and diffi  culty in 
regulating emotions may create a vulnerability to de-
velop depression when confronted with life stress. In 
any of these scenarios, the child’s depression may then 
interfere with future development by further disrupt-
ing interpersonal relationships, damaging existing com-
petencies, producing further diffi  culties in regulating 
emotions, creating additional stress, and confi rming 
the child’s already negative views about self and others 
(Hammen & Rudolph, 2003).

In the sections that follow, we examine several of 
these possible interacting causal infl uences for de-
pression.

Genetic and Family Risk

Twin studies suggest a moderate genetic infl uence on 
depression in children and adolescents, with heritabil-
ity estimates ranging from 35% to 75% across studies 
(Glowinski et al., 2003; Lemery & Doelger, 2005). Th ere 
is consistent evidence that MDD in young people runs 
in families. In fact, the single best predictor of a child’s 
risk for MDD is a high family loading for this disorder 
(Weissman et al., 2005). Children with a parent who suf-
fered from depression as a child are 14 times more likely 
than controls to become depressed themselves before the 
age of 13 (Weissman, Warner, Wickramaratne, & Pru-
soff , 1988).

Children of parents with depression have about 3 
times the risk of having depression compared with chil-
dren of parents having no psychiatric disorders (Weiss-
man et al., 2006). Th e child’s risk for depression is even 
higher when both parents have a mood disorder. Chil-
dren of depressed parents also have an earlier age of on-
set for their depression (by about 3 years), and are more 
likely to show an onset before puberty than children of 
nondepressed parents (Weissman et al., 1997). Th is is 

a signifi cant factor, because a family history of depres-
sion is most likely associated with recurrence of depres-
sion and a continuation of depression into adulthood 
for children with an onset of depression before puberty 
(Wickramaratne, Greenwald, & Weissman, 2000).

Th e lifetime prevalence of depression in mothers of 
children with depression is also high, about 50% to 75% 
(Kovacs, 1997). A family history of depression is also 
greater in fi rst-degree relatives of children with depres-
sion than in children without depression (Wickrama-
ratne et al., 2000). Although depression in young peo-
ple is a family disorder, the extent to which transmission 
in families is genetic, psychosocial, or both is not yet 
known. Causal infl uences may also diff er with devel-
opment, with support for a greater role for shared en-
vironmental infl uences for depression during childhood 
in contrast to a greater genetic infl uence during adoles-
cence (Scourfi eld et al., 2003).

Studies into possible genetic markers for early-onset 
depressive disorders have implicated regions on several 
chromosomes. However, fi ndings generally suggest that 
no specifi c region makes a large contribution to the risk 
of MDD, and that multiple regions are involved (Hol-
mans et al., 2007). Studies of specifi c genes have focused 
primarily on those involved in the synthesis, release, 
and reuptake of the neurotransmitter serotonin and 
to a lesser extent on other genes such as brain-derived 
neurotrophic factor (BDNF) that have been implicated 
in brain plasticity and response to stress (Levinson, 
2006).

In general, family and twin studies and specifi c gene 
studies suggest that a vulnerability to negative aff ect 
may be inherited, and that certain environmental stres-
sors may be required for these vulnerabilities to result 
in depression (Eley & Stevenson, 2000; Rice, Harold, 
& Th apar, 2003). Support for a genetic vulnerability–
environment interaction comes from several studies. 
One 3-year longitudinal study found that the eff ects of 
family confl ict on depressive symptoms were greater 
for children and adolescents at genetic risk for depres-
sion (Rice, Harold, Shelton, & Th apar, 2006). A second 
study found that individuals with abnormalities in the 
serotonin transporter gene displayed more depressive 
symptoms, diagnosable depression, and suicidality in 
relation to stressful life events than those who did not 
(Caspi et al., 2003). A third study found a higher risk for 
depression in children who were maltreated, but only in 
children with variants in both the BDNF and serotonin 
transporter genes. Importantly, social support was also 
found to ameliorate the child’s genetic risk for depres-
sion (Kaufman et al., 2006). Th e fi ndings that genes may 
increase or decrease sensitivity to stress and by doing so 
heighten or reduce the child’s risk for depression are fas-
cinating (Bradley et al., 2008). However, given the small 
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number of studies, fi ndings in this area must be viewed 
cautiously until they can be confi rmed.

Neurobiological Infl uences

Although we can’t point to one part of the brain that 
causes a young person to become depressed, abnormali-
ties in the structure and function of several brain regions 
have been implicated. Most studies of young people with 
depression have focused on neural systems that regu-
late emotional functions such as neuroendocrine stress 
responses, autonomic activity, and reward sensitivity. 
Brain scan studies have identifi ed multiple abnormalities 
in the structure and function of the amygdala, cingu-
late and prefrontal cortex, and related limbic and striatal 
brain areas (Miller, 2007). In general, brain activity has 
been found to be less active in regions of the brain as-
sociated with attention and sensory processes, but more 
active than normal in regions involved in recognizing 
and regulating emotions, mediating stress responses, 
and learning and recalling emotion-arousing memo-
ries (Yurgelon-Todd, Sava, & Dahlgren, 2007). For ex-
ample, the amygdala may overstimulate brain structures 
involved in forming certain types of memories, perhaps 
accounting for the tendency of depressed youngsters to 
ruminate on past negative life events. Overactivity of the 
amygdala may also aff ect the recognition and consolida-
tion of social stimuli (e.g., faces, tone of voice) so that or-
dinary interpersonal events are seen or recalled as aver-
sive or emotionally arousing (Monk et al., 2008; NIMH, 
2003). Neuroimaging studies of youngsters with MDD 
have also identifi ed disruptions in neural activity in ar-
eas of the brain associated with decision making about 
future rewards and responses to rewarding outcomes 
(Forbes et al., 2006).

Th e hippocampus, one of the brain’s memory centers, 
has also been implicated in depression. Parts of the hip-
pocampus are involved in recognizing the contexts for 
reward or danger, and brain scan studies of depressed 
adults have found a reduced hippocampal size. Th is re-
duction may result from hyperactivity of the corticotro-
phin releasing hormone (CRH) or other disturbances in 
mechanisms of the HPA axis, which we discuss below. 
Because of abnormalities in the hippocampus, individu-
als with depression may experience a constant state of 
anxiety and have diffi  culty recognizing situations that 
are safe (Davidson, Pizzagalli, & Nitschke, 2002).

Other studies into the neurobiological correlates of 
depression in young people have focused on HPA-axis 
dysregulation, sleep abnormalities, growth hormone, 
variants in brain derived neurotrophic factor (BDNF), 
which is involved in nerve growth and development, 
and the brain neurotransmitters dopamine, serotonin, 
and norepinephrine, which are widely spread through-

out brain circuits thought to underlie mood disorders 
(Miller, 2007). Although fi ndings related to these neu-
robiological correlates are suggestive, it is important to 
note that studies of children are few in number, and the 
fi ndings are far less consistent than for adults (Kaufman, 
Martin, King, & Charney, 2001).

HPA-axis dysregulation is suggested by abnormal 
cortisol responses in children with depression, and the 
fi nding that elevated morning cortisol levels predict 
later fi rst onset of MDD in adolescents (Goodyer, Her-
bert, Tamplin, & Altham, 2000). HPA-axis and other 
neurobiological fi ndings have led to a strong interest in 
the impact of early exposure to stress on later negative 
moods. Since brain structure and function are under 
construction in children, failure to fi nd consistent HPA 
abnormalities such as those for adults does not preclude 
the importance of these systems. As we discuss in Chap-
ter 7, mounting evidence suggests that early adversity 
(e.g., prenatal stress, harsh or neglectful parenting) may 
produce HPA-axis abnormalities (e.g., alterations in cor-
ticotrophin releasing hormone (CRH) circuits), which 
sensitize the child to later stress, thus increasing the risk 
for developing depression (Heim & Nemeroff , 2001; Hui-
zink, Mulder, & Buitelaar, 2004).

Infants of depressed mothers show higher levels of 
salivary cortisol (the stress hormone) and less frontal 
lobe electrical activity than infants of mothers without 
depression (Dawson et al., 1997). Like higher levels of 
cortisol, atypical frontal lobe activity may also be a vul-
nerability factor for negative emotional states (Forbes 
et al., 2008). Th ese and other fi ndings suggest that in-
teractions between depressed mothers and their infants 
may produce biochemical and neurological changes that 
form and perpetuate a lasting basis for depressive disor-
der (Cytryn & McKnew, 1996; Post et al., 1996).

In summary, fi ndings from studies of neurobiologi-
cal correlates suggest that youngsters with depression 
may have a heightened sensitivity to stress. Repeated 
neuroendocrine activation related to stress may increase 
youngsters’ susceptibility to chronic depressive symp-
toms, which in turn may lead to further extreme biolog-
ical activation and psychosocial stress. Neurobiological 
fi ndings are suggestive, but additional brain scan studies 
will be needed to clarify the specifi c neural circuits un-
derlying depression in young people.

Family Infl uences

“I was always able to explain away my daughter’s symp-
toms,” says the mother of a 12-year-old. “When she was 
10 and fought with me about everything, I just wrote it 
off  as preadolescent hissy fi ts. When she dropped out of 
gymnastics—which had been her raison d’être—and 
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started losing weight, I told myself she was just searching 
for a new identity. But when her best friend came to me 
and told me that my daughter was talking about suicide, 
I was forced to face the truth. I keep blaming myself. What 
did I do to cause this depression? What could I have done 
to prevent it?”

—From “Childhood Depression,” by K. Levine

Several parent and family characteristics are associated 
with depression in young people. One way of examining 
these characteristics looks at families of children with 
depression; the second way considers families of parents 
who are depressed.

When Children Are Depressed
Families of children with depression display more criti-
cal and punitive behavior toward their depressed child 
than toward other children in the family. Compared to 
families of youngsters without depression, these families 
display more anger and confl ict, greater use of control, 
poorer communication, more overinvolvement, and less 
warmth and support (Sheeber et al., 2007; Stein et al., 
2000). Th ey oft en experience high levels of stress, disor-
ganization, marital discord, and a lack of social support 
(Messer & Gross, 1995; Slavin & Rainer, 1990). Young-
sters with depression describe their families as less co-
hesive and more disengaged than do youngsters without 
depression (Kashani et al., 1995).

Research points strongly to the link between child-
hood depression and family dysfunction. One longitu-
dinal study found that less support and more confl ict in 
the family were associated with more depressive symp-
toms in adolescents both concurrently and prospectively 
over a 1-year period. In contrast, more depressive symp-
toms did not predict a worsening of family relationships 
over the same time period. Th us, family problems pre-
cede and may be directly related to the development of 
depressive symptoms (Sheeber et al., 1997).

When Parents Are Depressed

Maternal depression interferes with the mother’s ability to 
meet the needs of her children.
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Depression interferes with the parent’s ability to meet 
the needs of the child. Mothers like Mrs. D. that suff er 
from depression oft en create a child-rearing environ-
ment teeming with negative mood, irritability, helpless-
ness, and unpredictable displays of aff ection. Th ey also 
display less energy in stimulating play, less consistent 
discipline, less involvement, poor communication, lack 
of aff ection, and more criticism and resentment of their 

M R S .  D .

Not Up to Mothering

Mrs. D. is depressed and has been helpless and needy for most of 

her 5-year-old daughter Maria’s life. She moves ever so slowly to 

prepare breakfast for Maria and herself. Wringing her hands, she 

pays little attention to events around her. Maria has been tug-

ging at her mother for some time, apparently wanting food. Mrs. 

D. mumbles something, sobs continuously, and wipes tears from 

her cheek as she moves between the cupboard and kitchen table. 

Maria persists in trying to gain her mother’s attention, and fi nally 

Mrs. D. hugs her and strokes her hair. At fi rst Maria pulls back; 

then she snuggles against her mother’s legs. Finally, Mrs. D.

fi lls a bowl with cereal, and she and Maria sit down to eat in total 

silence, during which Mrs. D. looks sadly at her daughter. Deep 

bouts of depression periodically incapacitate Mrs. D., and any 

problem that Maria has sends her to bed. Mostly, Maria is left 

on her own to handle problems. (Adapted from Radke-Yarrow & 

Zahn-Waxler, 1990)
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children than well mothers (Goodman, 2007). High lev-
els of marital confl ict, family discord, and stress may 
also be present in the home when a parent is depressed 
(Hammen, 2002).

Depressed mothers also diff er from one another in 
their styles of interaction; some are more withdrawn and 
others are more intrusive. Th ese diff erences are impor-
tant because they may be associated with diff erent child 
outcomes. For example, as early as infancy, children of 
depressed mothers display atypical patterns of jealousy, 
with their avoidance and “tuning out” associated with 
an intrusive maternal style, and a heightened sociability 
toward strangers associated with a withdrawn maternal 
style (Hart, Jones, & Field, 2003). Th us, the off spring of 
mothers with depression attempt to cope with the un-
predictability of their environment in diff erent ways, 
which are oft en maladaptive and show reactions rang-
ing from aggressive behavior to withdrawal, failure to 
thrive, school refusal, depression, even suicidal behavior 
(Goodman & Tully, 2006). Like Maria, they must take 
care of themselves and learn how to handle their own 
problems.

It is not surprising that infants and toddlers of moth-
ers with depression show cognitive defi cits, emotional 
delays, separation diffi  culties, and insecure attachments 
(Field, 2000). Children of mothers with depression dis-
play early signs of a cognitive vulnerability to depres-
sion. Th ey tend to be self-critical, display a negative at-
tributional style, and have a lower self-concept. Th ey 
also have diffi  culties regulating their emotions and ex-
perience decreased social acceptance as young as age 5 
(Maughan, Cicchetti, Toth, & Rogosch, 2007). As a re-
sult, the children are ill equipped to cope eff ectively with 
stressful events, which may subsequently place them at 
risk for depression and other impairments (Goodman & 
Tully, 2008).

Follow-up studies of these children confi rm the risks 
associated with growing up in a family with a depressed 
parent. Over a 10-year period, children of depressed 
parents not only had increased rates of depression, par-
ticularly before puberty, but also higher rates of pho-
bias, panic disorder, and alcohol dependence (Weissman 
et al., 1997). Relative to controls, off spring of depressed 
parents received more outpatient treatment over 10 
years, and had poorer overall functioning in work, fam-
ily, and marital relationships. In terms of health care 
use, children of depressed parents have a higher rate of 
medically attended physical injuries in the home, emer-
gency and sick visits, and inpatient and specialty service 
use, and a lower rate of well-child–care visits (Phalen, 
Khoury, Atherton, & Kahn, 2008; Sills et al., 2007). Th e 
fi ndings from follow-up studies are sobering in docu-
menting the serious long-term negative outcomes and 

impairments in the children whose parents suff er from 
depression (Weissman et al., 2006).

Several issues regarding the relationship between 
child depression, maternal depression, and family fac-
tors need to be considered. First, the kinds of family 
diffi  culties we have described are related to many other 
child disorders, and may not be specifi c to depression 
(Downey & Coyne, 1990). Second, it is diffi  cult to know 
whether family problems are the result of a co-occurring 
condition, such as child conduct problems or maternal 
anxiety disorder, rather than depression. Th ird, most 
studies are correlational, making it impossible to de-
termine the direction of infl uence. An adverse family 
environment can lead to depression, but depression may 
also evoke negative and critical reactions from family 
members and produce distress in others. Fourth, an-
other factor, such as genetic risk, may account for both 
depression and family disturbances. Some support ex-
ists for all these mechanisms of family infl uence in child 
depression. Finally, a shortcoming of existing research 
has been the relative lack of attention to fathers with de-
pression. Th is does not mean that depression in fathers 
does not have an impact on children’s psychological 
functioning. Although internalizing and externalizing 
problems in children are more strongly associated with 
depression in mothers relative to depression in fathers, 
depression in fathers still may play an important moder-
ating role—for example, through its impact on the mar-
ital relationship (Connell & Goodman, 2002; Kane & 
Garber, 2004).

Stressful Life Events

C A R L I N E

How Depression Acts

I don’t feel depressed all the time. It comes and goes. Usually 

it takes something to set it off . It could be something big, like 

when we moved, but anything, no matter how small, can 

really get to me, and then I start feeling bad and can’t do 

anything. So today things are OK and I don’t feel so bad. But 

tomorrow, or the next day, something might happen, no 

matter how minor, and I just might not want to get out of bed, 

or do anything.

Depression is associated with severe stressful life events 
(Rudolph et al., 2006). Th ese events may include a move 
to a new neighborhood, a change of schools, a serious 
accident or family illness, an extreme lack of family re-
sources, a violent family environment, or parental con-
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fl ict or divorce (Gilman, Kawachi, Fitzmaurice, & Buka, 
2003; Goodyer et al., 1997). At times, nonsevere stressful 
events, or “daily hassles,” such as a poor grade on a test, 
an argument with a parent, criticism from a teacher, a 
fi ght with a boyfriend, or a broken date, may also re-
sult in depression. Relative to nondepressed youngsters, 
those who become depressed experience signifi cantly 
more severe and nonsevere stressful life events in the 
year preceding their depression—especially events re-
lated to romantic relationships, education, relationships 
with friends or parents, work, and health (Birmaher 
et al., 1996).

Triggers for depression oft en involve interpersonal 
stress or actual or perceived personal losses, such as the 
death of a loved one, abandonment, rejection, or a threat 
to one’s self-esteem (Eley & Stevenson, 2000; Goodyer, 
1999). For example, a recent relationship break-up seems 
to be an especially signifi cant predictor for fi rst versus 
later episodes of major depression during adolescence 
(Monroe, Rohde, Seeley, & Lewinsohn, 1999). Sadness 
and depression following loss are common. In children 
ages 6 to 17 who had recently suff ered the most horrible 
loss, the loss of a parent, all experienced sadness, grief, 
and other symptoms (Cerel et al., 2006). Th irty percent 
of adolescents who had lost a friend or peer through sui-
cide developed a depressive disorder within 6 months 
following the loss (Brent et al., 1992). Yet depressive dis-
order is not an inevitable outcome to personal losses—
most children who experience the loss of a parent or 
friend show far fewer depressive symptoms than chil-
dren who are clinically depressed and they do not de-
velop major depression (Cerel et al., 2006).

Emotion Regulation

Emotion regulation refers to the processes by which 
emotional arousal is redirected, controlled, or modi-
fi ed to facilitate adaptive functioning, and to the balance 
maintained among positive, negative, and neutral mood 
states (Cole & Hall, 2008). Youngsters demonstrate wide 
diff erences in regulating their emotions and manag-
ing their negative mood states (Keenan, 2000). For ex-
ample, if a favorite playmate cannot be found, one child 
may cry and cannot be comforted, another may cry for a 
short time then fi nd someone else to play with, and an-
other child may look to an adult for comfort. Children’s 
strategies for self-regulation play a crucial role in over-
coming, maintaining, or preventing negative emotional 
states. As we have discussed, young children who expe-
rience prolonged periods of emotional distress and sad-
ness may have problems regulating negative emotional 
states, and may be prone to the development of depres-
sion (Durbin & Shafi r, 2008).

A variety of skills are necessary to manage one’s own 
emotions. Th ese include recognizing changes in emo-
tion, accurately interpreting the conditions that led to 
mood change, setting goals to change one’s mood, and 
implementing eff ective coping responses. Youngsters 
with depression may show defi cits in one or more of 
these regulatory skills and, as a result, may have diffi  -
culty overcoming their negative moods (Sheeber, Allen, 
Davis, & Sorensen, 2000). Th ey may use avoidance or 
negative behavior to regulate their distress, rather than 
more problem-focused and adaptive coping strategies. 
Since emotion regulation encompasses neurobiological 
regulatory processes, acquired behavioral and cognitive 
strategies, and external resources for coping, depression 
may result from diffi  culties in any one or more of these 
areas (Cole & Hall, 2008).

section summary
Causes of Depression
• Depression is likely a fi nal common pathway for inter-

acting infl uences that predispose a child to develop the 
disorder.

• Family and twin studies and specifi c gene studies suggest 
that what may be inherited is a vulnerability to depres-
sion and anxiety, and that certain environmental stressors 
may be required to express these disorders.

• Youngsters with depression may experience height-
ened reactions to stress that increase their vulnerabil-
ity to depression. Studies of neurobiological correlates 
have focused on limbic and prefrontal neural circuits, 
the HPA axis, sleep abnormalities, growth hormone, vari-
ants in brain derived neurotrophic factor (BDNF), which 
is involved in nerve growth and development, and the
brain neurotransmitters dopamine, serotonin, and norepi-
nephrine.

• Families of children with depression display anger and 
confl ict, greater use of control, less eff ective communi-
cation, more overinvolvement, and less warmth and sup-
port than families of children who are not depressed.

• Children of depressed parents experience increased rates 
of depression before puberty, and higher rates of pho-
bias, panic disorder, and alcohol dependence as adoles-
cents and adults.

• Depression is associated with both severe stressful life 
events, such as a move to a new neighborhood, and less-
severe stressful events or daily hassles, such as criticism 
from a teacher or an argument with a boyfriend.

• Young children who experience prolonged periods of 
emotional distress and sadness may have problems in 
regulating their negative emotional states, and may be 
prone to the development of depression.
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Despite the availability of a wide array of eff ective treat-
ments, less than 50% of children with depression re-
ceive help for their problem (Olfson, Gameroff , Mar-
cus, & Waslick, 2003). In one study of adolescents who 
killed themselves, most of whom had a depressive disor-
der, only 7% had been in treatment prior to their suicide 
(Brent et al., 1988). Th e high comorbidity, associated 
defi cits, and recurrence of depression in young people 
require a combination of treatments, with an emphasis 
on eliminating depressive symptoms, maintaining posi-
tive outcomes, and preventing relapse (AACAP, 2007). 
Cognitive–behavioral therapy (CBT), the treatment used 
with Leeta, has shown the most success in treating chil-
dren and adolescents with depression (Watanabe et al., 
2007). In addition, Interpersonal Psychotherapy for Ad-
olescent Depression (IPT-A), which focuses on improv-
ing interpersonal functioning by enhancing communi-
cation skills in signifi cant relationships, has also proven 
to be an eff ective treatment (Mufson et al., 2004). CBT 
and IPT-A are also more effi  cacious for treating depres-
sion than other forms of therapy (e.g., family therapy 
or nondirective supportive therapy) (David-Ferdon & 
Kaslow, 2008).

With regard to psychopharmacological treatment, 
tricyclic antidepressants have not proven to be nearly 
as eff ective for depressed young people as for depressed 
adults (Papanikolaou, Richardson, Pehlivanidis, & 
Papadopoulou- Daifoti, 2006). In contrast, new genera-

L E E T A

Feeling Better

Leeta, age 16, sat slumped in her chair. Disheveled and distracted, 

she answered questions in a vague and unfocused manner. She 

was admitted to the hospital after she slit her wrists with a knife; 

she had become despondent, irritable, and out of control at 

home. Leeta’s thoughts and reasoning were distorted. She ex-

pressed a pervasive sense of hopelessness and was certain that 

she would remain in hospitals for the rest of her life.

Fortunately, this was not the case. She became involved in 

cognitive–behavioral therapy that focused on accurate reasoning, 

a more positive self-image, and ways to lessen family turmoil, 

and was also treated with antidepressant medication. One year 

later, Leeta entered our offi  ce for a follow-up interview with en-

ergy and excitement. “I never thought that I would feel like hang-

ing out with friends and doing things again. It’s not that I don’t 

get sad once in a while, but it doesn’t take over my whole life.” 

(Adapted from Oster & Montgomery, 1995)

tion antidepressants, especially the selective serotonin 
reuptake inhibitors (SSRIs), have demonstrated moder-
ate effi  cacy in controlled studies with children and ado-
lescents (Fombonne & Zinck, 2008). However, concerns 
have been raised about the eff ectiveness, overuse, and 
possible side eff ects of the SSRIs, which we discuss later 
in this section. In addition to CBT, IPT-A, and medica-
tions, many variations in these treatments (e.g., individ-
ual versus group format, increasing amounts of paren-
tal involvement, combined treatments, computer-based 
treatments), and other treatments that emphasize self-
control, cognitive and social problem solving, social 
support, family relationships, and increasing social and 
academic functioning, have also been used with varying 
degrees of success (David-Ferdon & Kaslow, 2008).

An early onset of depression places youngsters at 
greater risk for experiencing multiple episodes of major 
depression throughout their lives. Th erefore, it is criti-
cal that treatment begin as soon as possible; very early 
and aggressive intervention is warranted to reduce the 
length of a depressive episode, reduce the likelihood of 
future episodes, minimize associated impairments in 
functioning, and reduce the risk of suicide. An overview 
of the main treatments for youngsters with depression is 
presented in Table 8.4.

Psychosocial Interventions

Most psychosocial interventions for depression in young 
people use an integrated CBT approach derived from 
two traditions—cognitive therapy and behavior therapy. 
Th ese two approaches were originally developed for de-
pressed adults, but have since been adapted and applied 
with children and adolescents.

Cognitive therapy teaches youngsters with depression 
to identify, challenge, and modify negative thought pro-
cesses such as misattributions, negative self- monitoring, 
short-term focus, excessively high performance stan-
dards, and a failure to self-reinforce. Th ey are taught to 
identify and eliminate negative thoughts, such as “It’s 
my fault,” or “What’s the point?” and taught to replace 
them with positive thoughts, such as “She really likes 
me,” or “I’m an interesting person.” A child who has 
been rejected by a friend might be encouraged to think, 
“She was in a bad mood,” rather than “She hates me.” 
When youngsters are presented with specifi c situations 
and examples of irrational negative thinking, they are 
taught to substitute alternative logical explanations that 
are more positive. For example:

 SITUATION: Two girls, Diana and Colleen, both ask 
friends to get together with them aft er school. Both 
girls’ friends say they can’t because they have too 
much homework to do.

Treatment of Depression

W4871.indb   256W4871.indb   256 9/19/08   11:12:57 AM9/19/08   11:12:57 AM



CHAPTER 8 Mood Disorders 257

 IRRATIONAL THINKING: Diana feels rejected and 
thinks, “Because my friend won’t get together with 
me, she doesn’t like me, and she’ll never want to do 
anything with me again.”

 RATIONAL THINKING: In contrast, Colleen 
thinks, “Well, my friend is busy today, but we can get 
together some other time. She’s still my best friend.”

Behavior therapy maintains that depression results 
from and is sustained by a lack of reinforcement due to 
a restricted range of potential reinforcers, few available 
reinforcers, or inadequate skills for obtaining rewards 
(Lewinsohn, 1974). Th e treatment focuses on increasing 
pleasurable activities and events, and provides the young-
ster with the skills needed to obtain more reinforcement. 
Interventions such as social skills training teach children 
assertiveness, communication, ways to accept and give 
feedback, social problem solving, and confl ict resolution 
skills in order to increase positive social interactions.

In practice, cognitive therapy and behavior therapy 
are integrated into a unifi ed cognitive–behavioral treat-
ment (CBT) approach in which more adaptive cogni-
tions are hypothesized to lead to more adaptive behav-
ior and vice versa (Stark et al., 2006). Examples of these 
integrated CBT treatment approaches for children and 
adolescents follow.

Primary and Secondary Control 
Enhancement Training (PASCET)
John Weisz and his colleagues (Weisz, Southam-Gerow, 
Gordis, & Connor-Smith, 2003) have developed a 15-
session, individualized CBT-based program for young-
sters ages 8 to 15 with depression. In treatment sessions 

T A B L E  8 . 4  Treatments for Youngsters with Depression

Behavior Therapy  Aims to increase behaviors that elicit positive reinforcement and to reduce punishment 
from the environment. May involve teaching social and other coping skills, and using 
anxiety management and relaxation training.

Cognitive Therapy  Focuses on helping the youngster with depression become more aware of pessimistic 
and negative thoughts, depressogenic beliefs and biases, and causal attributions of self-
blame for failure. Once these self-defeating thought patterns are recognized, the child is 
taught to change from a negative, pessimistic view to a more positive, optimistic one.

Cognitive–Behavioral The most common form of psychosocial intervention. Combines elements of behavioral 
Therapy (CBT)  and cognitive therapies in an integrated approach. Attribution retraining may also be 

used to challenge the youngster’s pessimistic beliefs.

Interpersonal Psychotherapy for Explores family and interpersonal interactions that maintain depression. Family sessions 
Adolescent Depression (ITP-A)  are supplemented with individual sessions in which youngsters with depression are 

encouraged to understand their own negative cognitive style and the eff ects of their 
depression on others, and to increase pleasant activities with family members and peers 
(Mufson, Dorta, Moreau, & Weissman, 2004).

Medications  Treats mood disturbances and other symptoms of depression using antidepressants, 
especially selective serotonin reuptake inhibitors (SSRIs).

and in take-home assignments, youngsters learn and 
practice two types of coping skills:

• Primary control skills (ACT skills) for changing ob-
jective events in their lives (e.g., changing the activ-
ities they engage in, learning to relax) to conform 
with their wishes.

• Secondary control skills (THINK skills) for altering 
the subjective impact of stressful life events (e.g., al-
tering their negative thoughts and feelings).

Th e focus of the PASCET program is to help the child 
change conditions that are changeable, and to change 
the subjective impact of those that are not. Parents are 
also involved in the program and encouraged to support 
their children in using these coping skills. PASCET is an 
excellent example of a program that has evolved since its 
initial use in the schools to reduce depressive symptoms. 
It is now being implemented and evaluated in commu-
nity mental health clinics with youngsters who have 
been referred for depression.

The ACTION Program
Kevin Stark and his colleagues have developed a com-
prehensive CBT approach for children with depression 
(Stark et al., 2006). Th e primary components of this 
treatment are appropriate for children and adolescents, 
and for boys and girls. However, the current format is 
designed to be gender sensitive, with treatment activi-
ties, skills emphasized, and a focus on interpersonal re-
lationships specifi c to girls within the 9 to 13 age range 
(Stark et al., 2008). Like the PASCET program, ACTION 
uses a holistic approach that involves both child and 
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parents. Th e ACTION acronym is used to nourish the 
idea that youngsters can have an impact on their moods, 
and it is presented to them as follows (Stark & Kendall, 
1996, p. 14):

 A = Always fi nd something to do to feel better.
 C = Catch the positive.
 T = Th ink about it as a problem to be solved.
 I = Inspect the situation.
 O = Open yourself to the positive.
 N = Never get stuck in the negative muck.

Multiple treatment procedures are used to reduce the 
child’s mood disturbances, behavioral defi cits, and cog-
nitive symptoms:

• Dysphoria, anger, anhedonia, and excessive anxiety 
are treated by educating the child about the relation 
between mood, thinking, and behavior, and by using 
anger management procedures, scheduling pleasant 
activities, and relaxation training.

• Interpersonal defi cits are treated using social skills 
training.

• Cognitive distortions and negative and self-
critical thinking are addressed by using cognitive-
restructuring procedures and training in eff ective 
problem-solving and self-control procedures.

Interventions can be carried out in both individual 
and group formats, and make use of a workbook that in-
cludes a variety of exercises such as this one:

 SITUATION: You accidentally drop your books . . . 
a group of classmates are talking and laughing at the 
other side of the room.

 NEGATIVE THINKING: Now look at what I’ve 
done. Th ey must think I’m a complete idiot.

 COPING RESPONSE: No, they’re probably laughing 
at something else. Besides, I know them. Th ey’re not 
like that. It’s not like I’m the fi rst person ever to drop 
her books. It’s really no big deal.

Interventions with parents are used to facilitate 
the child’s use of eff ective coping strategies outside 
of treatment, and to change events that may contrib-
ute to and prolong the child’s problems. Since negative 
 parent–child interactions may result in negative think-
ing, changing maladaptive patterns within the family is 
an important feature of the ACTION program. Several 
methods are used to change parental and family cogni-
tions and behavior, including teaching parents eff ective 
forms of discipline, ways to manage anger, and ways to 
change negative thinking. Interventions with the entire 

family teach negotiation and confl ict resolution skills, 
recreational planning, and eff ective problem solving and 
family communication (Stark et al., 2006). ACTION is a 
promising intervention built on a sound theoretical and 
research base. Th e program is currently being evaluated 
as a comprehensive treatment package for depression.

Adolescent Coping with Depression 
Program (CWD-A)
One of the most well-established and comprehensive 
CBT programs for the treatment of depression in ado-
lescents is the Adolescent Coping with Depression Pro-
gram (CWD-A) (Clarke, Lewinsohn, & Hops, 2001; 
Clarke, DeBar, & Lewinsohn, 2003). CWD-A is a non-
stigmatizing psychoeducational approach that empha-
sizes skills training to promote adolescents’ control over 
their moods and enhancement of their ability to cope 
with problematic situations. Treatment is provided in 
16 two-hour sessions over an 8-week period for groups 
of up to 10 adolescents ages 13 to 18. Adolescents use 
a workbook that includes brief readings, short quizzes, 
structured learning tasks, and forms for homework as-
signments for each session. Th e core treatment ses-
sions with adolescents involve group activities and role 
playing. In addition, complementary therapy with the 
youngsters’ parents is carried out to accelerate and sup-
port the learning of new skills, and to assist in applying 
the skills learned in the group to everyday life situations. 
Periodic “booster sessions” help to maintain the skills 
taught during treatment (Clarke et al., 2003).

Initially, adolescents learn that depression can result 
from many causes, including inherited tendencies, stress, 
and excessive negative thinking. Relaxation training is 
then used to quickly provide a successful experience and 
some immediate relief. Subsequent sessions include the 
following components (Clarke et al., 2003):

• Self-change skills are taught, such as self-monitoring 
of mood and behavior, and ways to establish realistic 
goals.

• Pleasurable activities and opportunities for rein-
forcement are increased.

• Positive thinking is increased by identifying, chal-
lenging, and changing negative cognitions.

• Training in social, communication, and problem-
solving skills is integrated throughout the program.

• Specifi c skills are taught, such as conversational 
skills, ways to plan social activities, and ways to 
make friends.

• Goal setting is used to identify short and long-term 
life goals, and potential barriers.

• Final sessions emphasize integrating the skills 
learned and making plans for the future.
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Th e CWD-A program has demonstrated benefi cial 
treatment and prevention eff ects in many controlled 
studies by its developers. However, as with the other 
treatments we have discussed, there is a need for further 
evaluation by independent investigators and for extend-
ing its use to a wider variety of depressed youngsters 
(Clarke et al., 2003).

Interpersonal Psychotherapy for Adolescent 
Depression (IPT-A)
IPT-A is based on the idea that adolescent depression 
aff ects relationships, which in turn aff ect mood. Th us, 
treatment focuses on the adolescent’s depressive symp-
toms and the social context in which these symptoms 
occur (Young & Mufson, 2008). Th e emphasis in IPT-A 
is on increasing adolescents’ independence and negoti-
ating their interdependence on others by addressing rel-
evant developmental issues such as romantic relation-
ships, separation from parents, and peer relationships. 
Th e adolescent takes an active role in identifying a spe-
cifi c problem area (e.g., loss and grief, interpersonal dis-
putes, role transitions, interpersonal defi cits), discuss-
ing communication and problem-solving techniques for 
that area, practicing these skills in session, and applying 
them outside sessions in the context of signifi cant rela-
tionships. Th e treatment is structured around address-
ing the identifi ed problem areas, and both the therapist 
and adolescent are expected to play an active role (Muf-
son, Dorta, Moreau, & Weissman, 2004).

IPT-A is designed as a once weekly, 12-session outpa-
tient treatment. Treatment is divided into three phases. 
Th e initial phase (4 sessions) addresses the diagnosis of 
depression, educates the adolescent and family about 
depression, introduces the principles of IPT-A and the 
structure of treatment, identifi es an interpersonal prob-
lem area, and makes a treatment contract. Th e middle 
phase (5 sessions) further clarifi es the problem, identi-
fi es strategies for eff ectively targeting the problem, and 
implements interventions to resolve the problem. A 
number of techniques are used. For example, if an ado-
lescent reports a fi ght with her boyfriend, she would be 
asked how this made her feel and whether or not this 
aff ected her depressive symptoms. Th is helps to edu-
cate the adolescent about the link between interper-
sonal events and mood, and makes her feel more com-
fortable and skilled at identifying and communicating 
feelings. Other techniques in this phase focus helping 
the adolescent recognize the impact of her communica-
tion on others, the feelings generated, and how modify-
ing the communication may impact on the outcome of 
the interaction and the adolescent’s associated feelings. 
Additional techniques involve problem solving around 
interpersonal situations, role playing both communica-
tion and problem solving skills, and the use of home-

work to practice these skills between sessions (Young & 
Mufson, 2008).

Th e termination phase (3 sessions) reviews progress 
in the identifi ed problem area, links changes in interper-
sonal functioning and relationships to improved mood 
and decreased depressive symptoms, and identifi es 
strategies that have been most helpful. It also addresses 
the importance of continuing to use the learned strate-
gies following treatment, highlights areas that still need 
improvement, and considers what to do if symptoms of 
depression return.

IPT-A has been shown to be an eff ective treatment 
for adolescent depression in a number of controlled 
studies in clinic and community settings, using both in-
dividual and group formats. In an eff ort to reach more 
youngsters, IPT-A is also being developed as a preven-
tive intervention (“Teen Talk”) for adolescents in grades 
7 to 10 who display elevated levels of depressive symp-
toms. Preliminary fi ndings suggest that Teen Talk may 
be a useful approach to preventing more severe forms of 
depression (Young, Mufson, & Davies, 2006).

In concluding our discussion of psychosocial inter-
ventions, it is important to note that although CBT and 
IPT-A have proven to be eff ective in the short term, their 
long-term effi  cacy is unclear because of inconsistent 
fi ndings and a limited number of follow-up studies (Wa-
tanabe et al., 2007). Th us, there is a need to study treat-
ments of longer duration, the use of booster sessions fol-
lowing treatment, and to evaluate outcomes over longer 
follow-up periods.

Medications

“I kept hearing about Prozac in the news,” says one 
father, “and when we fi nally brought my 9-year-old to 
a psychiatrist, I thought he could just give her this pill 
and change our lives. After a year, I can say that things 
are a bit better. But it took lots of trials with lots of 
diff erent pills.”

—From “Childhood Depression,” by K. Levine

Antidepressant medications are commonly used to treat 
youngsters with depression. An estimated 1.4 million 
youngsters in the United States received antidepres-
sant medication in 2002 (Vitiello, Zuvekas, & Norquist, 
2006), with nearly 60% of those treated in outpatient 
settings fi lling prescriptions for these drugs (Olfson 
et al., 2003). For many youngsters, antidepressant med-
ications can shorten a depressive episode and return 
them to the important developmental tasks of child-
hood and adolescence. As we have noted, although tri-
cyclic antidepressants are eff ective with adults, they have 
consistently failed to demonstrate any advantage over 
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placebo in treating depression in young people, and may 
have some potentially serious cardiovascular side eff ects 
(Fombonne & Zinck, 2008). As a result they are no lon-
ger regarded as primary drugs for the management of 
depressive symptoms in young people.

SSRIs have clearly become the fi rst line of antide-
pressant medication treatment for youngsters with de-
pression, with one national survey reporting that over 
90% of prescriptions written for these youngsters were 
for SSRIs (Olfson et al., 2003). Among the most com-
monly used SSRIs are fl uoxetine (Prozac™), sertraline 
(Zoloft ™), and citalopram (Celexa™). SSRIs achieve their 
antidepressant eff ects by blocking the reuptake of sero-
tonin, thereby increasing its availability in the synapse, 
and stimulating the post-synaptic neuron. At present, 
the only SSRI that is approved by the Food and Drug 
Administration (FDA) for use with children and adoles-
cents with MDD is fl uoxetine.

A growing number of controlled investigations have 
demonstrated that SSRIs are eff ective in reducing symp-
toms of depression in children and adolescents (David-
Ferdan & Kaslow, 2008). Aft er they were fi rst marketed 
in the late 1980s, the use of Prozac and other SSRIs in-
creased dramatically. For example, nearly three- quarters 
of a million prescriptions for SSRIs for children ages 6 
to 18 were written in 1996—an 80% increase in only 2 
years (APA Monitor, December 1997). However, despite 
support for their effi  cacy, both professional and public 
concerns have been voiced about their use with children 
and adolescents. Th e main concerns are possible serious 
side eff ects such as suicidal thoughts and self-harm, and 
a lack of information about the long-term eff ects of these 
medications on the developing brain. Related to these 
concerns and recent warnings by the FDA, the use of 
SSRIs with young people has decreased by about 20% 
in recent years (Gibbons et al., 2007; Libby et al., 2007). 
Links to the FDA and other organizations’ websites 
are available on this book’s companion website, under 
Chapter Resources. In 2004, the FDA asked all manu-
facturers of antidepressant medications to include in 
their labeling a boxed warning (black box) and Patient 
Education Guide to alert consumers about the increased 
risk of suicidal thinking and behavior in youngsters 
treated with these medications. A summary of the main 
points included in these black box warnings is presented 
in Box 8.2.

Th e FDA warnings were based on a pooling of fi nd-
ings from 24 short-term placebo-controlled studies of 
antidepressant trials with more than 4,400 youngsters 
with MDD and other disorders. Th e overall fi ndings in-
dicated an increased risk of suicidal thinking or behav-
ior in youngsters with depression (4% on active medi-
cation versus 2% on placebo (Hammad, Laughren, & 
Racoosin, 2006)). Th e risk for untreated youth with de-

pression, long-term eff ects, or the combination of med-
ication and psychosocial interventions were not evalu-
ated, and there were no completed suicides in any of 
the studies. In addition, fi ndings regarding increases 
in suicidality from other recent studies have been in-
consistent. Also inconsistent are fi ndings regarding the 
use of medications either alone or in combination with 
psychosocial interventions. Some studies have found 
a benefi t of combined treatment versus medication 
alone, with an enhancement of the safety of medications 
when used in combination with CBT (e.g., TADS Team, 
2004, 2007), whereas others have not (e.g., Goodyer 
et al., 2007). Th us, despite much research, the risks and 
long-term safety associated with the use of antidepres-
sant medications with young people remain uncertain 
(Moreno et al., 2007a). In light of the demonstrated ef-
fectiveness of the psychosocial treatments for depression 
in youth that we have discussed, determining which 
youngsters are most or least likely to benefi t from anti-
depressant medication needs to be carefully considered 
(AACAP, 2007).

Notwithstanding these concerns, untreated depres-
sion has profound long-term consequences, including a 
high risk for suicide, and there is some evidence that a 
higher use of antidepressant medications across coun-
ties in the United States is associated with lower rates 
of suicide in young people (Gibbons, Hur, Bhaumik, & 

A  C L O S E R  L O O K

B O X  8 . 2   Summary of Food and Drug 
Administration (FDA) Black 
Box Warnings for the Use of 
Antidepressants with Children 
and Adolescents

• Youth with MDD are at an increased risk for suicidal 
thinking or behavior.

• When considering an antidepressant for a child or 
adolescent, it is important to weigh the increased 
risk of suicidality with the possible benefi ts of the 
medication.

• In starting young people on antidepressants, they must 
be very closely monitored for worsening of symptoms, 
suicidality, or unusual changes in behavior.

• Family members must closely observe the youngster 
for increases in symptoms or worsening of functioning, 
and immediately communicate any such observations 
to their provider.

• A statement needs to be included regarding whether 
the medication is approved for use with children and 
adolescents.
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Mann, 2006). Th us, there may be possible risks that go 
along with not using medications, especially when nu-
merous research and clinical studies indicate that many 
young people benefi t from drug treatment relative to the 
risks from suicidal ideation and suicide attempts (Bridge 
et al., 2007).

In the absence of better data regarding drug eff ects, 
side eff ects, and long-term safety of medication use with 
children, there are currently no easy answers to this di-
lemma. Some say it is unethical to treat children us-
ing medications in light of the potential dangers. Oth-
ers say that the risks associated with drug treatment are 
no greater than risks for other treatments and that it is 
unethical to withhold treatment in light of the known 
benefi ts. Given the many social, political, and economic 
implications surrounding the use of medications to 
treat depression in young people, we are likely to hear 
a lot more about this issue for some time to come (e.g., 
Riddle, 2004).

In concluding our discussion of treatment of de-
pression, we note that controlled studies of psychologi-
cal treatments and medication have found that up to 
60% of youngsters with depression respond to placebo 
(Bridge et al., 2007) and about 15% to 30% respond to 
brief treatment (Goodyer et al., 2007). Th us, in young-

sters with mild or brief depression, an absence of sui-
cidality, and minor impairment in functioning, the use 
of education, support, and case management related to 
school and family stressors may be eff ective. However, 
for those who are more severely depressed, display sui-
cidal ideation and behavior, and show signifi cant im-
pairment in functioning, the specifi c types of psycho-
logical and pharmacological treatments that we have 
discussed will likely be needed (AACAP, 2007; Cheung 
et al., 2007).

Prevention

In view of the recurring nature of depression, successful 
eff orts during childhood and adolescence to prevent the 
onset of depression may reduce a lifelong risk of illness 
and reduce the use and costs of health care resources 
(Horowitz & Garber, 2006; Sutton, 2007).

Prevention studies with grade school and high school 
students with subclinical symptoms of depression have 
found CBT/problem-solving approaches eff ective in re-
ducing depressive symptoms and lowering risk for de-
veloping depression up to 2 years aft er treatment (Gill-
ham & Reivich, 1999; Shochet et al., 2001). Nevertheless, 
not all programs have reported lasting benefi ts (e.g., 
Merry, 2007; Spence & Shortt, 2007). As a result, new 
school-based initiatives (e.g., “beyondblue”) are under-
way to provide more comprehensive programs for en-
hancing protective factors in the environment, in addi-
tion to developing the youngster’s individual resiliency 
skills (Spence, 2008). Taking a slightly diff erent per-
spective, Positive Youth Development Programs provide 
youths with opportunities and supports to achieve the 
knowledge and skills they will need to meet the grow-
ing challenges of adulthood, without directly targeting 
depression or depressive symptoms (McWhinnie, Abela, 
Hilmy, & Ferrer, 2008).

Other large-scale prevention eff orts (e.g., Teen Screen) 
have been directed at the early detection of high school 
students at risk for depression and suicide to ensure 
these students receive help (Shaff er et al., 2004). Th e im-
portance of school-based screening is highlighted by the 
fi nding that although 90% of parents report that they are 
confi dent in their ability to tell if their child is thinking 
about suicide, only about one-third of teens with mental 
health problems are known to their parents.

A high priority must be assigned to the development 
and continued refi nement of identifi cation and preven-
tion eff orts for youngsters at risk for depressive disor-
ders (Barrera, Torres, & Munoz, 2007; Farrell & Barrett, 
2007). Th e use of computer-based interactive programs 
in the schools with further access to Internet resources 
for help has been suggested as a promising future direc-
tion (Andrews, Szabo, & Burns, 2002).

Cartoon copyrighted by Mark Parisi. Use without permission is prohibited.
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section summary
Treatment of Depression
• Cognitive–behavioral therapy and interpersonal psycho-

therapy have had the most success in treating depression 
in young people.

• SSRIs have been recommended as the fi rst line of drug 
treatment for depression, but concerns have recently 
been raised about their use.

• A high priority needs to be given to programs aimed at 
preventing depression in young people.

Bipolar Disorder (BP)

In a sense, depression is a view of the world through 
a dark glass, and mania is that seen through a 
kaleidoscope—often brilliant but fractured.

—K. R. Jamison (1997)

so depressed and immobile the next, and at other times 
seem so normal (Geller & Luby, 1997).

Symptoms of BP in young people were recognized as 
early as 150 A.D., when the physician Aretaeus of Cap-
padocia described manic behavior in young men in pu-
berty (Kotsopoulos, 1986). In modern times, BP was 
generally considered an adult illness, receiving very lit-
tle attention in children and adolescents (Geller & Del-
Bello, 2003). However, there has been a recent upsurge of 
professional and public interest in BP in young people, 
as refl ected in increasing rates of diagnosis, treatment, 
and media coverage (Carmichael, 2008; Youngstrom, 
Findling, Youngstrom, & Calabrese, 2005). For example, 
since 1994 the estimated number of youth outpatient 
offi  ce visits for BP has increased at least 40-fold, with 
about 90% of youngsters receiving psychotropic medi-
cation during these visits (Moreno et al., 2007b). Along 
with the increased interest has come considerable con-
troversy, as BP in young people is diffi  cult to identify be-
cause it occurs infrequently, shows extreme variability 
of clinical presentation within and across episodes, and 
overlaps in symptoms with more common childhood 
disorders such as ADHD (Staton, Volness, & Beatty, 
2008; Youngstrom, 2007).

At the center of the storm is whether BP can be di-
agnosed in prepubertal children. Some clinicians avoid 
the use of this label entirely, and instead label emotion-
ally labile children with the less stigmatizing categories 
of depression or ADHD. Others use the label of BP lib-
erally in young children, oft en based solely on the pres-
ence of mood swings, irritability, and aggression. A fo-
cal point of the debate is whether BPs look the same in 
young children as in adults. If they do, then euphoria, 
grandiosity, and classic manic symptoms are needed 
for the diagnosis (Table 8.5). If not, then irritability and 
mood fl uctuations would be suffi  cient to make the di-
agnosis. How the BP label is used with young children 
has important implications for treatment, given the few 
available medications for stabilizing mood in children 
and their greater risks in children than adults (Ghaemi & 
Martin, 2007).

Youngsters with BP display signifi cant impairment in 
functioning, including previous hospitalization, MDD, 
medication treatment, and co-occurring disruptive be-
havior and anxiety disorders. A history of psychotic 
symptoms and suicidal ideation and attempts are also 
common (Axelson et al., 2006). Although rare in young 
children, BP increases signifi cantly aft er puberty. Young-
sters with BP show severe and cyclical mood changes 
and outbursts. Mania typically occurs in episodes, with 
an onset and off set. Th us, in its fully developed state it 
is clearly diff erent from a youngster’s usual condition 
(Carlson, 2002). During a manic episode, youngsters 
with BP may display intense symptoms such as irritabil-

B E N

Extreme Mood Swings

Ben, age 14, was living in a residential treatment center. He had 

a history of moodiness, hyped-up activity, sleeplessness, and 

a sexual preoccupation with girls in his class—he had even 

approached his teacher with off ers of sexual intimacy. Ben’s 

thoughts raced, his speech was rapid and fragmented, and he had 

wide mood swings. At the high extreme, Ben rarely slept, and he 

yelled, sang, and disturbed everyone—charging about the resi-

dence day and night with a seemingly endless supply of energy. 

He felt “absolutely terrifi c” at these times and thought he could 

fl y. The low extreme found Ben curled up in 

a ball beneath a stack of blankets, a withdrawn and hopeless 

young man who expressed feelings of worthlessness and 

thoughts of suicide.

Ben displays the essential features of bipolar disorder 
(BP): a striking period of abnormally and persistently el-
evated, expansive, or irritable mood, alternating with or 
accompanied by one or more major depressive episodes. 
Th e two mood states associated with the manic phase of 
BP are elation and euphoria. However, these feelings can 
quickly change to anger and hostility if the youngster’s 
behavior is impeded. Since many youngsters with BP 
have simultaneous feelings of depression, they are easily 
reduced to tears. It is at once remarkable and almost in-
conceivable how a young person like Ben, with this dis-
order, can be so manic, elated, and wild at one moment, 
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T A B L E  8 . 5  Main Features of DSM-IV Criteria for Manic, Mixed, and Hypomanic Episodes

DSM-IV-TRDSM-IV-TR Criteria for a Manic Episode

A manic episode is the hallmark characteristic of bipolar disorder and is defi ned as follows:

A distinct period of abnormally and persistently elevated, expansive, and/or irritable mood, lasting at least 1 week (or any 
duration if hospitalization is necessary)

During the period of mood disturbance, three (or more) of the following symptoms have persisted (four if the mood is only 
irritable) and are present to a signifi cant degree:

(1) Infl ated self-esteem or grandiosity

(2) Decreased need for sleep (e.g., feels rested after only 3 hours of sleep)

(3) More talkative than usual, or pressure to keep talking

(4) Flight of ideas or subjective experience that thoughts are racing

(5) Distractibility (i.e., attention too easily drawn to unimportant or irrelevant external stimuli)

(6) Increase in goal-directed activity (socially, at work or school, or sexually) or psychomotor agitation

(7) Excessive involvement in pleasurable activities that have a high potential for painful consequences (e.g., engaging in 
unrestrained buying sprees, sexual indiscretions, or foolish business investments)

DSM-IV-TR Criteria for a Mixed Episode

A mixed episode is diagnosed when criteria are met for a manic episode and a major depressive episode over at least a 1-week 
period.

DSM-IV-TR Criteria for a Hypomanic Episode

A hypomanic episode has similar features to a manic episode but diff ers in the severity, duration, and degree of impairment 
criteria. The symptoms must be present for at least 4 days and must produce an unequivocal change in functioning that is 
uncharacteristic of the person when not symptomatic. However, by defi nition, there is no marked deterioration in functioning, 
need for hospitalization, or psychotic symptoms; otherwise a diagnosis of manic episode applies.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Disorders, Fourth Edition, Text Revision. Copyright 2000 American Psychiatric Association.

ity and rage. Or they may show silly, giddy, overexcited, 
overtalkative behavior coupled with expansive, grandi-
ose beliefs (e.g., a teen who feels he or she has a special 
connection to God). It is normal for children to pretend 
to have special powers or abilities, but a youngster with 
BP, during a manic episode, will actually believe he is 
Spiderman or Jackie Chan and that he is all-powerful. 
He might believe he can walk on water, control traffi  c, 
or jump off  buildings without hurting himself—and kill 
himself in the process.

Restlessness, agitation, and sleeplessness are also 
typical of youngsters with BP. Sexual disinhibition (like 
Ben’s propositioning his teacher) may also occur when 
the youngster becomes uncharacteristically preoccupied 
with sexual themes, sexually touching others, or “talk-
ing dirty.” Youngsters with BP may experience unrealis-
tic elevations in self-esteem (believing they are “the cho-
sen one”) and vast surges of energy; they may go with 
little or no sleep for days without feeling tired. Th ey may 
be able to concentrate for hours on one activity that in-
terests them, such as drawing or becoming engrossed in 
a mentally demanding fantasy game. At the same time, 
however, they may be highly distractible, constantly 
jumping from one thing to another (Geller & Luby, 
1997).

Th e elated mood of youngsters with mania may (er-
roneously) give them the appearance of being happy and 

cheerful. Like Ben, they may say, “I feel absolutely ter-
rifi c.” It is diffi  cult to recognize that a laughing, happy 
youngster also has a history of misery and distress. For 
this reason, evaluating a youngster’s current mood in re-
lation to his or her developmental history is essential, 
particularly when there is an inconsistency between the 
child’s elated mood and his or her history of trouble at 
home or school (Youngstrom, 2007).

Although not without problems, the diagnosis of 
BP in young people can be made using the same DSM 
criteria used for adults (Carlson, Pine, Nottelmann, & 
Leibenluft , 2004). Current research suggests that BP 
with an onset prior to age 18 is essentially the same dis-
order that occurs in adults, although possible diff erences 
in long-term outcomes and associated characteristics are 
not known. Th ere are several subtypes of BP, based on 
whether the youngster displays a manic, mixed, or hy-
pomanic episode. Th e DSM criteria for each episode are 
presented in Table 8.5, and the criteria for the diff erent 
types of BP are presented in Table 8.6. A diagnosis of BP 
requires evidence for a manic or mixed episode in the 
case of bipolar I disorder, a hypomanic episode (episode 
of manic symptoms where the disturbance is not severe 
enough to cause marked impairments in life function-
ing or to require hospitalization) in the case of bipolar II 
disorder, or subthreshold manic symptoms in the case of 
cyclothymic disorder.
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Youngsters with mania oft en present with atypical 
symptoms (Youngstrom, 2007). Changes in mood, psy-
chomotor agitation, and mental excitation are oft en vol-
atile and erratic rather than persistent. Irritability, bel-
ligerence, and mixed manic–depressive features occur 
more frequently than euphoria. Unlike adults, devel-
opmental limitations and the social environment place 
constraints on children’s reckless behaviors, which typi-
cally involve school failure, fi ghting, dangerous play, and 
inappropriate sexual conduct. Th us, classic manic symp-
toms of grandiosity, psychomotor agitation, and reck-
less behavior must be diff erentiated from manic symp-
toms of common childhood disorders, such as ADHD, 
and from normal childhood behaviors, such as brag-
ging, imaginary play, overactivity, and youthful blun-
ders (American Academy of Child and Adolescent Psy-
chiatry [AACAP], 2007a).

How are some of the more notable symptoms of ma-
nia expressed in youngsters with BP? When in a manic 
state, youngsters show great conviction about the cor-
rectness or importance of their ideas. Adolescents with 
BP may show grand delusions—illogical and strong be-
liefs that lead to poor judgment and impulsive behav-
ior (Jamison, 1997). For example, they may badger their 
teachers about how to teach. Th is badgering may be-
come so intense that teachers contact the parents, plead-
ing with them to ask their children to cease. Youngsters 
with BP may intentionally fail subjects, acting on their 
illogical belief that children can choose what to pass or 
fail, because they believe they are not being taught cor-

T A B L E  8 . 6  Subtypes of Bipolar Disorder

DSM-IV-TR• Bipolar I Disorder

  To have a bipolar I disorder, the individual has a clinical 
course characterized by one or more manic or mixed 
episodes, and one or more major depressive episodes.

• Bipolar II Disorder

  Individuals with bipolar II disorder have a clinical course of 
one or more major depressive episodes accompanied by 
at least one hypomanic episode. The presence of a manic 
or mixed episode precludes the diagnosis of a bipolar II 
disorder.

• Cyclothymic Disorder

  For children and adolescents, cyclothymia is diagnosed 
when there have been periods of 1 year or more (2 years 
in adults) where there are numerous hypomanic and 
depressive symptoms that do not meet full criteria for 
either a manic episode, mixed episode, or major depres-
sive disorder. The symptoms must be present for most of 
the defi ned 1-year period, with no more than 2 consecu-
tive symptom-free months, and must cause signifi cant 
distress or impairment in functioning.

Source: Based on DSM-IV-TR 2000 by APA.

rectly. Th ey may steal expensive items, and be unrespon-
sive to eff orts by police or parents to explain that their 
actions are wrong and illegal. Although these young-
sters know that stealing is illegal for others, they be-
lieve they are above the law. Th ey may believe that they 
will achieve great fame, for example, as a surgeon, even 
though they are failing all of their classes at school. Sim-
ilarly, a youngster with BP who is short, clumsy, and 
lacks any athletic ability may practice basketball with 
great fervor and strongly believe that he will become the 
next Kobe Bryant (Carlson, 1994; Geller & Luby, 1997). 
Another child may feel she has the ability to change the 
weather at will.

In contrast to youngsters with depression who can’t 
fall asleep and may lie in bed for hours fretting and 
brooding, those with mania show high levels of activ-
ity at bedtime, spend very little time in bed, and require 
very little sleep. A child with mania might spend sev-
eral hours at bedtime rearranging clothes in a dresser or 
closet, or an adolescent may wait until his or her parents 
are asleep then sneak out of the house to a party.

For children with mania, their words, thoughts, and 
actions occur in fast motion. Increased verbal production 
with puns, word plays, and incessant speech are common. 
At all ages, children with mania show pressured speech—
they talk too much and too fast, change topics too 
quickly, and cannot be interrupted. Th ey also have rac-
ing thoughts that they may describe in concrete terms—
for example, by saying they can’t do their schoolwork be-
cause their thoughts keep interrupting. In the words of 
one teen, “I wish I had a switch on my forehead so I could 
turn off  my racing thoughts” (Geller & Luby, 1997). Like 
an adult with BP, a child with the disorder also shows a 
fl ight of ideas, which is an illogical jump from one idea to 
another. For example, in reply to the question, “Do you 
live in Los Angeles?” the child may reply, “Some people 
like to swim in the ocean. Do you have a dog?”

For manic children of all ages, even slight changes 
in their surroundings can lead to signifi cant distractibil-
ity. Heightened psychomotor agitation and goal- directed 
actions resemble normal activities carried out in excess, 
with a seemingly endless supply of energy. During a 
brief period of time, a manic youngster might draw sev-
eral pictures, read a book, work on the computer, pre-
pare a snack, make multiple phone calls, write a letter, 
and vacuum the house.

Accepting dares is common for youngsters with BP. 
In older adolescents, this may appear as reckless driv-
ing that results in multiple tickets for speeding or driv-
ing under the infl uence. In preadolescents, it may be 
expressed as grandiose delusions of being able to jump 
out the window because they believe they can fl y. Th ey 
also may push the limits on usual childhood climb-
ing on things, based on the strong belief that they are 
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above the possibility of danger (Geller & Luby, 1997). 
In extreme cases, they may experience violent agitation 
with delusional thinking as well as visual and auditory 
hallucinations.

Prevalence

Th e lifetime prevalence of BP in young people is esti-
mated to be about 0.4% to 1.2% (Costello et al., 2002; 
Lewinsohn, Seeley, Buckley, & Klein, 2002). However, 
because of the complicated presentation of symptoms 
and the diffi  culties in making an accurate diagnosis, it 
is possible that BP in young people is more common and 
occurs at a younger age than previously thought (Luby & 
Belden, 2006; Youngstrom, 2007). Th e duration of manic 
symptoms in young people oft en does not meet the 
1-week duration requirement of DSM to be a manic ep-
isode. Th erefore, the most common diagnoses are the 
milder bipolar II disorder and cyclothymic disorder, 
rather than bipolar I disorder (Lewinsohn et al., 1995). 
Children are also likely to present with rapid cycling ep-
isodes (at least 4 mood episodes of a mood disturbance 
over a 1-year period), with about 80% of children show-
ing this course (Geller et al., 1995).

Despite anecdotal accounts of the onset of mania in 
children as young as 5 or 6 years old, the incidence of BP 
prior to puberty is extremely rare, but it increases dur-
ing adolescence and is as high as it is for adults (Lewin-
sohn, Klein, & Seeley, 2000).

In sharp contrast to the eff ects of depression, BP aff ects 
boys and girls equally. However, symptoms may be ex-
pressed diff erently, with boys showing more manic mood 
and girls more depressed mood (Duax, Youngstrom, 
Calabrese, & Findling, 2007). In studies of youngsters 
with early-onset BP, boys seem to be aff ected more of-
ten than girls, especially when the age of onset is younger 
than 13 years. Rates of BP have not been found to diff er 
by ethnicity or culture, but few studies have investigated 
this issue in children and adolescents (AACAP, 2007a).

Comorbidity

High rates of co-occurring disorders are extremely com-
mon in children with BP, with the most typical being 
ADHD, disruptive behavior disorders, and anxiety dis-
orders. Co-occurring substance use disorders are also 
common, as are suicidal thoughts and ideation (Kim 
& Miklowitz, 2002; Wilens et al., 1999; Youngstrom, 
2007). In addition, medical problems such as cardiovas-
cular and metabolic disorders, epilepsy, and migraine 
headaches are also common in youngsters with BP, 
which further complicates how it is managed (Sheff er & 
Linden, 2007).

Youngsters with BP frequently display co-occurring 
symptoms of ADHD, such as poor judgment, distract-
ibility, inattention, irritability, hyperactivity, anger, poor 
impulse control, demanding behaviors, and the ten-
dency to jump from one topic or activity to another. For 
youngsters fi rst seen because of symptoms of BP, about 
60% to 90% of prepubertal children and 30% of adoles-
cents also have ADHD (Geller & Luby, 1997).

Oppositional and conduct disorders occur in about 
20% of children and adolescents with BP. Symptoms of 
grandiosity, mania, and poor judgment in BP may be 
confused with symptoms of conduct problems. For ex-
ample, one 11-year-old boy with BP, who believed he 
would be a famous rock star, stole several hundred dol-
lars’ worth of music and was totally unaff ected when 
questioned by the police. Conduct disorder overlaps with 
BP on symptoms such as running away, driving under 
the infl uence, substance abuse, sexual promiscuity, and 
stealing. Similarly, the fl ight of ideas and or pressured 
speech associated with mania may be mistaken for a lan-
guage disorder (Carlson, 2002; Geller & Luby, 1997).

Onset, Course, and Outcome

About 60% of all patients with BP experience their fi rst 
episode prior to age 19 years, with a peak age of onset 
between 15 and 19 years old (Merikangas et al., 2007; 
Post et al., 2008). Onset prior to age 10 is extremely rare. 
Youngsters with BP may fi rst present with either depres-
sive or manic episodes. Most youngsters report that their 
fi rst mood episode was major depression. Th is is consis-
tent with the reported high rates of switching from de-
pression to mania (Geller & Luby, 1997). In children 
with MDD who later develop bipolar disorder, 80% are 
age 12 or younger at the time of onset of their depression 
(Geller, Fox, & Clark, 1994).

Risk factors for eventual mania include a major de-
pressive episode characterized by rapid onset, psycho-
motor retardation, and psychotic features, and a fam-
ily history of mood disorders, especially BP (AACAP, 
2007a). When a young person presents with a fi rst epi-
sode of obvious mania, it’s very likely that further manic 
episodes will follow. Bipolar episodes are generally 
shorter than major depressive episodes, lasting from 4 
to 6 months if left  untreated. About 70% of adolescents 
recover from their initial episode within 6 months, but 
50% will have at least one recurrent episode (Birmaher 
et al., 2006).

Adolescents with mania oft en have complex pre-
sentations that include psychotic symptoms such as 
hallucinations, paranoia, and thought disorder. Th ey 
also have unstable moods with mixed manic and de-
pressive features, and severe deterioration in behavior. 
Th ese diverse forms of presentation may result in an 
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 underdiagnosis of BP in teens, which is oft en misdiag-
nosed as schizophrenia.

Because of the diffi  culty in recognizing symptoms of 
BP in young people, it is common for the symptoms to be 
noticed well before a youngster is treated or hospitalized, 
but not labeled as BP (Youngstrom et al., 2005). A look 
back at the histories of adults with BP symptoms oft en 
shows that mood swings began around puberty; how-
ever, there is frequently a 5- to 10-year lag between the 
onset of symptoms and display of the disorder serious 
enough to be recognized and treated (Carlson, 1994).

An early onset and course of BP is chronic and resis-
tant to treatment, with a poor long-term prognosis simi-
lar to that in adults (AACAP, 2007a). In a 5-year pro-
spective follow-up study of adolescents with BP, nearly 
50% of all patients had a relapsing course or never 
achieved complete remission (Strober et al., 1995). Com-
pared with adults, adolescents with BP may have a more 
prolonged early course and a poorer response to treat-
ment. However, long-term prognosis appears to be simi-
lar to that for adults, with most patients continuing to 
experience signifi cant symptoms and functional impair-
ment (DelBello et al., 2007).

Causes

J E S S I

Runs in the Family

“Jessi’s father had been an alcoholic and a manic depressive,” 

says her mother, “probably since he was an adolescent. He died of 

dehydration that occurred during a manic episode. His illness had 

been a mystery to us. Growing up, Jessi knew her father was ill, 

and when she was older, she began to worry about what his sick-

ness might mean for her. I worried too,” says Jessi’s mother. “By 

the time Jessi was in her early twenties, something was clearly 

wrong. At fi rst, I noticed only that she had become less reliable—

forgetting things, arriving late, and occasionally missing appoint-

ments with me. Frequently, she complained of fatigue, a cold, fl u, 

or a stomachache. Increasingly, her responses were brief, per-

functory. Though we didn’t know it then, Jessi was experiencing 

a huge mood shift that was taking months to complete itself. 

Jessi had MDD, without the manic swings of the bipolar disorder 

her father had suff ered from.” (Adapted from Dowling, 1992)

tors, such as life stress or a negative family climate. When 
an identical twin has BP, there is only a 65% chance that 
the other twin will have it too, suggesting that in addition 
to genes, other factors are important. Although BP can 
aff ect anyone, it has defi nitely been shown to run in fam-
ilies (Geller et al., 2006). If one or both parents have BP, 
the chances are about 5 times greater that their children 
will also develop BP, or like Jessi, oft en another mood 
disorder (Hodgins, Faucher, Zarac, & Ellenbogen, 2002).

Besides mood disorder, children at risk for BP by 
virtue of having parents with the disorder also display 
a wide range of psychopathology, particularly conduct 
problems and ADHD, as well as social and academic dif-
fi culties (Singh et al., 2007). Relatives of youngsters with 
BP also have a higher incidence of the disorder. Family 
incidence and risk for a broad range of psychiatric prob-
lems are highest in cases of early-onset BP, with lifetime 
prevalence rates of about 15% in fi rst-degree relatives 
(AACAP, 2007a; Rende et al., 2007). Th is rate is 15 times 
greater than the prevalence of the disorder in the gen-
eral population.

Increasing evidence suggests that BP arises from mul-
tiple genes (McInnis et al., 2003). Th ere is likely a complex 
mode of inheritance rather than a single dominant gene. 
Individuals with a genetic predisposition do not neces-
sarily develop BP, since environmental factors play an 
important role in determining how genes are expressed 
(Geller & Luby, 1997). Th e ways in which environmen-
tal factors play a role are not well understood. However, 
fi ndings from a recent study suggest that parental bipo-
lar disorder creates a negative family climate, includ-
ing problem-solving and communication defi cits, which 
predict family confl ict, which in turn predicts child 
BP (Du Rocher Schudlich, Youngstrom, Calabrese, & 
Findling, in press).

Brain imaging studies of young people with BP are 
few in number and sample sizes are small. Brain scans 
of children identifi ed as being at risk for BP that were 
taken before and aft er the onset of a manic episode have 
shown changes in the brain that refl ect a pattern of 
emotion dysregulation in general, rather than one that 
is specifi c to BP onset (Gogtay et al., 2007). Generally, 
mood fl uctuations in BP have been related to abnormali-
ties in the prefrontal and anterior cingulate cortex, the 
hippocampal–amygdalar complex, the thalamus, and 
the basal ganglia, but fi ndings have been inconsistent 
with respect to the types of abnormalities (Gogtay et al., 
2007). Th ese inconsistencies may be related to ongoing 
brain changes that are occurring in young people and 
the point in development at which brain structure and 
function are assessed.

Some studies have found that BP in adolescents is 
related to reduced volumes of the hippocampus and 
amygdala (Beardon et al., 2007; Blumberg et al., 2003). 

Few studies have examined the causes of BP in young 
people, although research with adults indicates that BP 
is one of the most heritable forms of mental disorder 
(McInnes et al., 2003). Findings from family and gene 
studies with adults indicate that BP is the result of a ge-
netic vulnerability combined with environmental fac-
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As you may recall, we discussed the importance of the 
amygdala for recognizing and regulating emotions in 
relation to depression. Recent research has found that 
youth with BP misread neutral facial expressions as hos-
tile and in doing so show heightened activation of the 
amygdala and its connectivity to parts of the brain in-
volved in processing face information (Rich et al., 2008). 
Such defi cits may be related to the poor social skills, ag-
gression, and irritability that characterize youngsters 
with BP.

Treatment

Treatment of BP in children and adolescents is an un-
derstudied area. Although there is no cure for BP, in 
most cases treatment can stabilize mood and allow for 
management and control of symptoms. Treatment of BP 
generally requires a multimodal plan that includes close 
monitoring of symptoms, education of the patient and 
the family about the illness, matching treatments to in-
dividuals, medications such as lithium, and psychother-
apeutic interventions to address the youngster’s symp-
toms and related psychosocial impairments (AACAP, 
2007a; Kowatch et al., 2005). Th e general goals of treat-
ment are to decrease the child’s symptoms and to pre-
vent relapse, while also reducing long-term illness and 
enhancing the youngster’s normal health and develop-
ment (Geller & Delbello, 2008). Numerous youngsters 
with BP have been given multiple medications. Th e FDA 
has approved lithium for use down to 12 years of age. 
However, there are currently no drugs that are FDA ap-
proved for the treatment of BP in children younger than 
this age (AACAP, 2007a). Medications are typically used 
to address manic or mixed symptoms and depressive 
symptoms, or to prevent relapse. Although clinical tri-
als of medication have had some success, at this time, 
controlled studies of medication treatment for chil-
dren and adolescents with BP are limited to nonexistent 
(Smarty & Findling, 2007). Th e current recommended 
treatments are based on fi ndings with adults, and as we 
saw with tricyclic antidepressants, such an extrapolation 
may not be warranted (Geller et al., 1998).

In general, lithium is the fi rst agent of choice in the 
treatment of BP, although other medications have been 
used, including valproate and/or atypical antipsychot-
ics, as well as adjunctive medications to treat second-
ary symptoms (AACAP, 2007a; Biederman et al., 2000). 
Lithium is a common salt that is widely present in the 
natural environment—for example, in drinking water—
usually in amounts too small to have any eff ects. How-
ever, the side eff ects of therapeutic doses of lithium can 
be serious, especially when used in combination with 
other medications, and may include toxicity (poisoning), 
renal and thyroid problems, and substantial weight gain 

(Gracious et al., 2004). It can be given to young people 
when used with the same safety precautions and simi-
lar careful monitoring used for adults. However, lith-
ium cannot be given to children in chaotic families or 
to children who are unable to keep the multiple appoint-
ments needed for monitoring potentially dangerous side 
eff ects (Carlson, 1994; Geller & Luby, 1997). In addi-
tion, one study found that only 35% of adolescents with 
BP reported full adherence with medication (DelBello 
et al., 2007).

Medications may decrease symptoms of BP but do not 
help with the associated functional impairments or pre-
existing or co-occurring substance use disorders, learn-
ing and behavior problems, and family- and peer-related 
issues. Nonadherence to medication has been shown to 
be a major contributor to relapse. Th us, the family must 
be educated about the negative eff ects of nonadherence 
to medications and to recognize possible symptoms of 
relapse. Psychosocial interventions focus on provid-
ing information to the child and family about the dis-
order, symptoms and course, possible impact on family 
functioning, and heritability of the disorder (Fristad & 
Goldberg Arnold, 2004; Geller & Luby, 1997). Th ere is 
currently little controlled research available on recom-
mended psychosocial treatments for youngsters with BP, 
although a number of promising new approaches using 
individual and family treatments and CBT are available 
(e.g., Goldstein, Axelson, Birmaher, & Brent, 2007; West, 
Henry, & Pavuluri, 2007). Ongoing eff orts to identify 
young children at risk for developing BP may one day 
provide opportunities for both psychopharmacologi-
cal and psychosocial preventative interventions (Chang, 
Howe, Gallelli, & Miklowitz, 2006).

section summary
Bipolar Disorder
• A recent surge in interest in the diagnosis of bipolar 

 disorder (BP) in children and adolescents has generated 
considerable controversy surrounding diffi  culties in iden-
tifying the disorder in young people.

• Youngsters with BP show periods of abnormally and per-
sistently elevated, expansive, and/or irritable mood.

• They may display symptoms such as an infl ated self-
 esteem, decreased need for sleep, pressured speech, 
fl ight of ideas, distractibility, and reckless behavior.

• BP is far less common than MDD in young people, with 
prevalence estimates of 1% or lower.

• BP has a peak age of onset in late adolescence and aff ects 
males and females about equally. 

• The most common accompanying disorders are ADHD, 
anxiety disorders, disruptive behavior disorders, and sub-
stance abuse.
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• Very few studies have examined the causes of BP in chil-
dren and adolescents. Family and gene studies with 
adults indicate that BP is the result of a genetic vulnerabil-
ity in combination with environmental factors, such as life 
stress or disturbances in the family.

• Brain imaging studies of youngsters with BP point to ab-
normalities in regions of the brain involved in emotion 

regulation, although fi ndings have been inconsistent with 
respect to the types of abnormalities.

• BP in young people requires a multimodal treatment plan 
with education of the patient and the family about the ill-
ness, medication, and psychotherapeutic interventions 
to address the youngster’s symptoms and related psycho-
social impairments.
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SO LAMENTED THE AUTHORS of one of the fi rst professional 
books on the topic of mental retardation, or “idiocy” as it was called, 

almost 150 years ago. Until the mid-19th century, children and adults 
who today would be diagnosed as having mental retardation oft en were 
lumped together with persons suff ering from mental disorders or medi-
cal conditions. Th ey typically were ignored or feared, even by the medical 
profession, because their diff erences in appearance and ability were so little 
understood.

C H A P T E R  P R E V I E W

9 Intellectual Disability 

(Mental Retardation)

The scientifi c history of idiocy has yet to be produced; its data are scarce, and the 
study has not many charms.

—P. M. Duncan & W. Millard (1866)
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Although age-old fears, resentment, and scorn con-
tinue to overshadow many important discoveries about 
subnormal intelligence, the fi eld of intellectual disability 
has experienced monumental gains over the past cen-
tury in determining causes and providing services. Ad-
vances in understanding the development of children 
with mental retardation, along with research in genet-
ics, psychopathology, and other areas, have dramatically 
changed the face of this fi eld.

We use the terms intellectual disability and mental 
retardation interchangeably throughout this chapter be-
cause both terms remain in common use. Intellectual 
disability is characterized by signifi cant limitations in 
both intellectual functioning and adaptive behavior that 
begin before age 18 (American Association on Intellec-
tual and Developmental Disabilities [AAIDD], 2002; 
formerly the American Association on Mental Retarda-
tion). Mental retardation is not a mental disorder (in the 
sense of abnormal emotions, cognitions, or behaviors) 
or a medical disorder; rather, it is a disorder pertain-
ing to limitations in intellectual functioning (typically 
measured by an IQ score) and adaptive behavior (typi-
cally expressed as conceptual, social, and practical adap-
tive skills). Mental retardation appears on Axis II in the 
DSM-IV-TR because it is considered a stable condition 
rather than a clinical disorder.

Importantly, modern defi nitions of intellectual dis-
ability (mental retardation) take into account a person’s 
intellectual functioning within the context of what is 
typical for that individual’s peers and culture. Cultural 
and linguistic diversity, as well as diff erences in commu-
nication, sensory, motor, and behavioral factors, must 
be carefully considered in determining a defi cit or dis-
ability (AAMR, 2002). An appreciation of the rapid im-
provements in knowledge and treatment of intellectual 
disability, as well as an understanding of the prejudice 
and ignorance that had to be overcome, can be gained 
by looking at how the disorder has been viewed over the 
years.

Intelligence and 
Mental Retardation
Th roughout recorded history, persons with intellectual 
and other disabilities have suff ered scorn and rejection 
from fellow townspeople, largely due to fear and igno-
rance. Th e prevailing misunderstanding and mistreat-
ment of children with mental retardation changed very 
little until the end of the 18th century, fueled by the dis-
covery of feral children such as Victor, the “wild boy of 
Aveyron” (discussed in Chapter 1), and by the expansion 
of humanitarian eff orts to assist other oppressed or ne-

Ignorance resulted in the segregation of children with 
mental retardation, who were subjected to treatment that 
today would be considered inhumane.
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glected groups, such as slaves, prisoners, the mentally ill, 
and persons with physical disabilities.

By the mid-19th century, the concept of mental retar-
dation had spread from France and Switzerland to much 
of Europe and North America. During the same period, 
Dr. Samuel G. Howe convinced his contemporaries that 
training and educating the “feeble-minded” was a pub-
lic responsibility, and he opened the fi rst humanitarian 
institution in North America for persons with mental 
retardation—the Massachusetts School for Idiotic and 
Feeble-Minded Youth.

Parents of children with mental retardation can be 
credited with advancing a perspective and response to 
the need for long-term care that was completely diff er-
ent from that of the prevailing public and professional 
opinions. By the 1940s, parents began to meet in groups 
and to create local diagnostic and guidance centers to 
increase the availability of humane care. Th ese groups 
organized in 1950 to form the National Association for 
Retarded Children, which quickly established a scientifi c 
board made up of representatives from every specialty 
possible to assist in the study, prevention, and care of 
persons with mental retardation (Kanner, 1964). Th ese 
eff orts gained momentum when President John F. Ken-
nedy, who had a sister with mental retardation, formed 
the President’s Panel on Mental Retardation in 1962 and 
called for a national program to combat mental retar-
dation. Soon thereaft er, exposés in the media of the use 
of solitary confi nement and restraints increased public 
awareness of and outrage at the treatment of persons 
with mental retardation.
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The Eugenics Scare

Three generations of imbeciles are enough.

—Justice Oliver Wendell Holmes Jr., commenting on 
the Supreme Court’s 1927 decision to uphold eugenics 

sterilization laws

Evolutionary degeneracy theory, a pervasive 19th-
 century phenomenon, attributed the intellectual and 
social problems of children with mental retardation 
to regression to an earlier period in human evolution 
(Bowler, 1989). In fact, mental defi ciency experts in the 
19th century believed they had found the “missing link” 
between humans and lower species (Gelb, 1995). J. Lang-
don H. Down, best known for the clinical description of 
the genetic syndrome that bears his name, interpreted 
the “strange anomalies” among his medical sample of 
persons with mental retardation as an evolutionary 
throwback to the Mongol race (Down, 1866). Down be-
lieved that parents in one racial group might give birth 
to a child with mental retardation who was a “retrogres-
sion” to another group. While grounded in speculation 
and misinformed conclusions, evolutionary degeneracy 
theory and its notion of inferiority received growing 
support by the late-19th century as an explanation for 
insanity, mental defi ciency, and social deviance. Box 9.1 
depicts how this popular theory was conveniently used 
to explain undesirable human characteristics.

A  C L O S E R  L O O K

B O X  9 . 1   The Infamous Kallikaks

Psychologist Henry Goddard, who began one of the larg-
est training schools for the mentally retarded in the early 
20th century, was also a proponent of the popular degen-
eracy theory and eugenics movement. In his book The Kal-
likak Family: A Study in the Heredity of Feeble-Mindedness
(1912), Goddard traced two lines of descendants from a 
Revolutionary War soldier, Martin Kallikak, who fathered 
a child by a feebleminded barmaid during the war, which 
began the fi rst line, and then fathered other children by a 
“respectable girl” he married after the war. The name Kal-
likak was invented by Goddard from a combination of two 
Greek words: kalos, meaning “attractive, pleasing,” and ka-
kos, meaning “bad, evil.”

Goddard reported that many descendants of the fi rst 
union were feebleminded, delinquent, poor, and alcoholic, 
whereas those of the second union were of good reputa-
tion. He claimed this outcome was evidence for the in-
heritance of intelligence, although he overlooked the two 
families’ obvious environmental diff erences (Achenbach, 
1982). A closer look at the disclaimer from the preface to 
the book is telling: “It is true that we have made rather 
dogmatic statements and have drawn conclusions that do 
not seem scientifi cally warranted by the data.”

By 1910, the eugenics movement was gaining mo-
mentum. Eugenics was fi rst defi ned by Sir Francis Gal-
ton (Charles Darwin’s cousin) in 1883 as “the science 
which deals with all infl uences that improve the inborn 
qualities of a race” (cited in Kanner, 1964, p. 128). Public 
and professional emphasis shift ed away from the needs 
of persons with mental retardation toward a consider-
ation of the needs of society; society was to be protected 
from the presumable harm done by the presence of these 
persons in the community.

Consequently, persons with intellectual disability of-
ten were blamed for the social ills of the time, which is a 
powerful example of how labeling a problem can quickly 
become an explanation for it. Box 9.2, in fact, shows a 
1912 New York Times article refl ecting this public sen-

A  C L O S E R  L O O K

B O X  9 . 2   Early 20th Century Perspectives 
on Mental Retardation

WEAK-MINDED FILL RANKS 
OF CRIMINALS

dr. henry goddard says social problems
can be solved by segregating them

WOULD NOT LET THEM MARRY
this policy would in time largely 

reduce crimes, disease, and drunkenness, 
he believes

From the army of 300,000 feeble-minded persons 
in the United States come the recruits that swell 
the ranks of the drunkards, criminals, paupers, 
and other social outcasts. Twenty-fi ve per cent of 
the girls and boys in our reformatories are lacking 
in mental fi bre and are unable to discern the 
diff erence between right and wrong or are too 
weak in character to do right whenever there is any 
inducement to do wrong. Sixty-fi ve per cent of the 
children have a mother or a father, or both, who 
are feeble-minded. This country has so far taken no 
steps to segregate these irresponsible persons, so 
the number of them is constantly increasing. . . .

This army furnishes the ranks of the criminals, 
paupers, drunkards, the ne’er-do-wells, and others 
who are social misfi ts. Their incapacity would be a 
priori cause of believing that they eventually will 
become public charges in one form or another, 
and investigation, in fact, proves that the groups of 
criminals, paupers, etc., actually do contain large 
percentages of people mentally irresponsible.

Source: The New York Times, March 10, 1912.
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timent. Th e appearance, ability, and behavior of per-
sons with mental retardation were considered evidence 
of their lack of moral fi ber, a belief that led to the diag-
nostic term moral imbecile, or moron, used to describe 
and explain their diff erences. Th is concept became a 
straightforward explanation for acts of deviance, and 
justifi ed wide-ranging attempts to identify and control 
such individuals. Morons, considered the least intellec-
tually impaired (roughly comparable to mild mental re-
tardation today) were seen as a threat to society because, 
unlike the insane, they could easily pass for normal 
(Gelb, 1995). Th e intellectually impaired and other “un-
desirables” were once again seen as a public menace, to 
be feared and ostracized.

Meanwhile, early developmental psychologists pro-
posed that children between the ages of 8 and 12 pass 
through an “ancestral stage,” during which moral rea-
soning emerges. As G. Stanley Hall, a prominent psy-
chologist who was instrumental in the development of 
educational psychology, described it, children of this age 
were “mature savages” who required strong social forces 
to ensure that they advanced beyond this stage and be-
came fi t for civilized life (Gelb, 1995). Persons with dif-
ferent abilities or less social status—especially members 
of minority groups, women, children, and the physically 
and mentally challenged—were considered less capable 
of judgment or reasoning, which of course provided fur-
ther justifi cation for restricting their rights and oppor-
tunities for advancement.

Defi ning and Measuring Children’s 
Intelligence and Adaptive Behavior

Around 1900, the pioneering work of two French edu-
cators, Alfred Binet and Th eophile Simon, led to some 
of the fi rst major advancements in the fi eld of children’s 
intellectual functioning. Binet and Simon were asked 
to develop a way to identify schoolchildren who might 
need special help in school. Th ey approached this monu-
mental task by developing the fi rst intelligence tests to 
measure judgment and reasoning, which they believed 
were basic processes of higher thought. Th ese early test 
questions asked children to manipulate unfamiliar ob-
jects such as blocks or fi gures, and to solve puzzles and 
match familiar parts of objects. Th e test later became 
the Stanford–Binet scale, which remains one of the most 
widely used intelligence tests.

From these beginnings in intellectual testing, gen-
eral intellectual functioning is now defi ned by an in-
telligence quotient (IQ or equivalent) that is based on 
assessment with one or more of the standardized, in-
dividually administered intelligence tests, such as the 
Wechsler Intelligence Scales for Children (WISC-IV), 
the Stanford–Binet (SB5), and the Kaufman Assessment 

Battery for Children (KABC-II). Th ese tests assess vari-
ous verbal and visual–spatial skills in the child, such as 
knowledge of the world, reasoning, similarities and dif-
ferences, and mathematical concepts, which together are 
presumed to constitute the general construct known as 
intelligence.

By convention, intelligence test scores (with a mean 
of 100 and standard deviation of 15) are derived from 
a standardized table based on a person’s age and test 
score (Neisser et al., 1996). Because intelligence is de-
fi ned along a normal distribution, approximately 95% of 
the population has scores within 2 standard deviations 
of the mean (i.e., between 70 and 130). Subaverage intel-
lectual functioning is defi ned, accordingly, as an IQ of 
about 70 or below (approximately 2 standard deviations 
below the mean).

As we will discuss later in this chapter, the defi ni-
tion of mental retardation includes not only subaver-
age intellectual functioning, but also a subaverage level 
of adaptive functioning. Adaptive functioning refers 
to how eff ectively individuals cope with ordinary life 
demands, and how capable they are of living indepen-
dently and abiding by community standards (Hodapp 
& Burack, 2006). Note that some children and adoles-
cents may learn to adapt quite well to their environment 
despite their lowered intelligence as measured by an IQ 
test, and therefore would not be considered to have men-
tal retardation. Table 9.1 gives examples of the three ma-
jor categories of adaptive behavior (conceptual, social, 
and practical adaptive skills).

The Controversial IQ

If a person’s intelligence is relatively stable over time, it 
would be tempting to conclude that it is largely innate 
and fi xed. On the other hand, if intellectual and cogni-
tive development is signifi cantly shaped by environment, 
perhaps cognitive growth can be stimulated at an early 
age and the level of mental retardation decreased.

Because intelligence is measured in relation to age-
mates, IQ generally is stable from childhood through 
adulthood (Canivez & Watkins, 1999; Carr, 2005). One 
exception to this general rule is IQ that is measured dur-
ing early infancy, when considerable fl uctuation can 
still occur. For typically developing children, IQ mea-
sured prior to the fi rst birthday has virtually no cor-
relation with the IQ score achieved at age 12; however, 
by the time children are 4 years old, the correlation 
with IQ 12 years later is high (r = .77) (Neisser et al., 
1996).

Th e picture is dramatically diff erent, however, for in-
fants and children with developmental delays or mental 
retardation. At the lower IQ levels (say, below 50), even 
the youngest infants show IQ stability over time, with 
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to environmental stimulation (Campbell, Ramey, Pun-
gello, Sparling, & Miller-Johnson, 2002).

Th e importance of genetic makeup notwithstand-
ing, IQ can and does change for some individuals by 
10 to 20 points between childhood and adolescence (Si-
monoff , Bolton, & Rutter, 1996). Diff erences in outcome 
vary widely in relation to opportunities for each child 
to learn and develop. Children who live in healthy en-
vironments, where caregivers provide appropriate levels 
of stimulation and help them manage ambient levels of 
stress, are most likely to reach their full potential. More-
over, tests can sample only a limited spectrum of intel-
lectual ability, and are incapable of accounting for each 
individual’s unique learning history (Sattler, 2006).

Are We Really Getting Smarter?
Scores have risen sharply since the beginning of IQ test-
ing, ranging from a 5- to a 25-point increase in a sin-
gle generation (Kanaya, Ceci, & Scullin, 2003). When 
James Flynn brought this phenomenon of rising IQ 
scores to the attention of scientists in 1987, it became 
known as the “Flynn eff ect.” Th e gain has averaged 
about 3 IQ points per decade, adding up to more than 
a full standard deviation since the 1940s. Once a test is 
re-normed (about every 15 to 20 years) the mean is re-
set to 100, resulting in a brief reversal of this gain in IQ 
scores.

In attempting to explain the Flynn eff ect, scien-
tists have considered the rising standards of living, bet-
ter schooling, better nutrition, medical advances, more 
stimulating environments, even the infl uence of com-
puter games and complex toys (Flynn, 2007). IQ tests 
themselves have once again come under scrutiny, as have 
children’s exposure to problems similar to those on the 
tests—like the mazes and puzzles they see on their ce-
real boxes and fast-food bags. Yet the consistent IQ gains 
are too large to be the result simply of increased famil-
iarity with testing methods.

Although the exact cause of the eff ect remains un-
known, experts on children’s intelligence suspect the 
gains refl ect a meaningful aspect of intellectual growth 
and development. A relatively permissive and child-
 focused parenting style has emerged during recent de-
cades, which may have given children greater facility 
with language and stronger overall cognitive capacity. 
Moreover, there are unprecedented cultural diff erences 
between successive generations, as daily life and occu-
pational experiences are far more complex today. Th ere 
is a possible downside to the Flynn eff ect, however. Test 
scores drop an average of 5.6 points among persons with 
borderline and mild mental retardation aft er a test is re-
normed, which can have a signifi cant impact on a child’s 
eligibility for proper educational placement and other 
related services (Kanaya et al., 2005).

T A B L E  9 . 1  Specifi c Examples 
of Adaptive Behavior Skills

Conceptual Skills

Receptive and expressive language

Reading and writing

Money concepts

Self-directions

Social Skills

Interpersonal

Responsibility

Self-esteem

Gullibility (likelihood of being tricked or manipulated)

Naiveté

Follows rules

Obeys laws

Avoids victimization

Practical Skills

Personal activities of daily living such as eating, dressing, 
mobility, and toileting

Instrumental activities of daily living such as preparing 
meals, taking medication, using the telephone, manag-
ing money, using transportation and doing housekeeping 
activities

Occupational skills

Maintaining a safe environment

Source: From the American Association on Intellectual and Developmental Disabilities 
(AAIDD). www.aamr.org/Policies/faq_mental_retardation.shtml. Accessed November 
23, 2007.

correlations between infant and childhood test scores 
ranging from .50 to .97 (Sattler, 2006). Researchers have 
discovered a similar pattern of IQ stability from mid-
dle childhood to young adulthood among children with 
mild to moderate intellectual delays (King, State, Shah, 
Davanzo, & Dykens, 1997; Mortensen, Andresen, Kru-
use, Sanders, & Reinisch, 2003).

Even though the IQ of cognitively delayed infants 
and young children is unlikely to change, proper envi-
ronmental circumstances will help children reach their 
fullest potential. Since the early 1960s, researchers in 
child development and retardation have been investigat-
ing ways to provide early stimulation programs that will 
help children with developmental delays and environ-
mental disadvantages build on their existing strengths. 
Despite its strong genetic component, mental ability is 
always modifi ed by experience. Not surprisingly, in-
fancy through early childhood off er the most signifi cant 
opportunity for infl uencing intellectual ability, due to 
the young child’s rapid brain development and response 
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Are IQ Tests Biased or Unfair?
Concern has been expressed over the relatively lower 
mean of the distribution of intelligence test scores of Af-
rican Americans, typically about 1 standard deviation 
(about 15 IQ points) below that of whites (Jencks & Phil-
lips, 1998). Although recent estimates suggest that Af-
rican Americans have gained 4 to 7 IQ points on non-
Hispanic whites since 1972 (Dickens & Flynn, 2006), 
considerable concern remains as to why diff erences in 
test results exist at all.

Th e controversy in IQ score diff erences is fu-
eled by researchers who argue that IQ is 80% heritable 
and therefore largely genetically determined (Rush-
ton & Jensen, 2006). Other researchers argue that eco-
nomic and social inequality—not test bias or racial 
 diff erences—are the simplest explanations for exist-
ing group diff erences in test performance between Af-
rican Americans and whites (Brooks-Gunn, Klebanov, 
Smith, Duncan, & Lee, 2003). For example, when per-
sonal and family background characteristics are statisti-
cally controlled, African American and white children 
achieve similar test scores. However, once these students 
enter school, the gap between white and African Amer-
ican children grows, which researchers believe may be 
due to lower-quality schools in lower-income neighbor-
hoods (Levitt & Fryer, 2004). A much higher propor-
tion of African Americans and other ethnic minority 
groups in the United States as well as in other countries 
are poor and have fewer opportunities for advancement 
relative to whites. Poverty and inequality are linked to 
poor nutrition, inadequate prenatal care, fewer intellec-
tual resources, and similar realities that can have neg-
ative eff ects on children’s developing intelligence (Tur-
kheimer, Haley, Waldron, D’Onofrio, & Gottesman, 
2003).

section summary
Intelligence and Mental Retardation
• The early history of mental retardation was plagued by ig-

norance and blame.

• By the mid-20th century, progress toward understand-
ing mental retardation moved more rapidly, as parents, 
researchers, politicians, and the public sought better an-
swers regarding its causes and better ways to assist both 
children and adults with mental retardation.

• Mental retardation refers to limitations in both intelli-
gence and adaptive behavior. However, many persons 
with this disorder are capable of learning and of living ful-
fi lling lives.

• Despite its drawbacks, the IQ has become a principal stan-
dard for diagnosing mental retardation, combined with 
other skills and abilities of the child.

Features of Intellectual 
Disabilities

M A T T H E W

Gaining at His Own Pace

Matthew was almost 6 years old when he was referred for a psy-

chological assessment. His brief school record described him as 

“developmentally delayed,” and the school was concerned that 

his speech and social skills were very limited. He also had temper 

tantrums at home, and his new fi rst-grade teacher had expressed 

concerns about his aggressive behavior toward children in his 

class.

I fi rst met with Matt in his home. “Show me some of your 

favorite toys or games,” I suggested, unsure of how comfortable 

he was with a stranger at his home. He was a thin boy, with 

curly hair and a cautious, reserved expression. He looked me 

over for what must have been several minutes while I spoke with 

his mother and father. Although he said “OK,” I wasn’t sure he 

meant it—he stayed put and seemed uninterested in my re-

quest. Matt had turned 6 a few months ago, but I noticed that 

his clothes, games, and vocabulary were closer to those of my 

3-year-old daughter. “I don’t want to talk about school stuff !” he 

exclaimed, quite loudly, when I asked about his favorite subjects. 

“I only like recess and lunchtime—the stuff  they won’t let you 

do till the bell rings!” There was a certain degree of truth, and 

humor, to his statement, although I don’t think he intended it 

as such. . . .

Matt became a bit more interested when I brought out some 

testing materials. He completed with ease a puzzle designed for 

toddlers, and was able to make the sounds of animals in the puz-

zle. But his emotional expression remained subdued, with little 

spontaneous laughter or joy. He seemed watchful and cautious. 

“Tell me about this story,” I said to Matt, holding up a card show-

ing some animals arguing over a ball. “What do you think is going 

on in this picture, and what are the characters, like the elephant 

and the zebra, thinking and feeling?” Matt started right in: “He’s 

mad ’cuz the zebra grabbed the ball and ran away with it into the 

woods. That’s all I see.” My attempts to elicit more detail were 

met with only an inquisitive look.

After a few minutes of this, we took a break and brought out 

his toys. “Do you like Harry Potter?” he asked. We found some 

common ground among the characters in the book, and under 

these “ideal” conditions, Matt’s communication became more 

at ease and spontaneous. He expressed a wide range of emotion 

throughout the interview, and settled in to his own comfortable 

level of relating. Gradually, his language production increased as 

we continued with the more relaxed play sessions.
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Vanessa was diagnosed as having moderate mental 
retardation. She could feed and dress herself with min-
imum assistance, and she communicated in short sen-
tences, although her speech was not always discernible 
to people outside her family. Vanessa required more 
daily assistance to complete her routines, but she too 
was able to attend a local school during part of the day. 
As these cases show, the special needs of both children 
were sometimes overshadowed by economic and educa-
tional limitations, which required creativity and coor-
dinated assistance on the part of parents, teachers, and 
other professionals.

Clinical Description

When the psychiatrist interviewed me he had my 
records in front of him—so he already knew I was 
mentally retarded. It’s the same with everyone. If you are 
considered mentally retarded there is no way you can win. 
There is no way they give you a favorable report.

—Ed, describing part of his intake interview at the state 
institution. (Bogdan & Taylor, 1982)

Children with mental retardation show a consider-
able range of abilities and interpersonal qualities. With 
proper assistance, children with mild intellectual im-

In private, Matt’s mother told me about his behavior 

problems around other children, such as hitting, biting, throwing 

objects, and demanding attention. I saw a brief episode of it my-

self, when his 3-year-old sister came into the room: “Get out! 

This man is here to play with me!” Overall, Matt behaved like a 

much younger child—for example, by shouting or pushing 

when he couldn’t get his way immediately. When we met for 

the second time, in my offi  ce, Matt’s WISC-IV full-scale IQ was as-

sessed at 64, and his adaptive abilities score was 68, based on his 

mother’s report on the Vineland Adaptive Behavior Scales. De-

spite his mild mental retardation, however, Matt has been gain-

ing over the past year in school, and he is showing a healthy gain 

in his developmental milestones as well. (Based on authors’ case 

material.)

ents’ decision to raise Vanessa at home with the help of their 

community:

When our family moved here in 1990, we were told that 

we would receive $55 per month to care for her at home, 

or she could live at the Children’s Training Center. Vanessa 

had been diagnosed with moderate mental retardation 

prior to her fourth birthday, and we knew that we could 

not care for her daily needs at home with the limited 

assistance being off ered. So we made the diffi  cult decision 

to place her at the training center. But, even though 

Vanessa came home every weekend, we felt there was 

something missing from her life; something beyond staff  

care and attention was needed to foster her growth.

About 2 years later, things changed dramatically. 

Vanessa was injured by another resident, and we decided 

that she should return home once and for all. We made 

every eff ort to fi nd services she needed for her training 

and education in our own community. She now attends 

an integrated classroom at the same school as her older 

brother, and her teachers have noticed strong gains in her 

behavior and language. She participates in recreational 

programs, and has become an accomplished swimmer and 

basketball player. (Based on authors’ case material.)

You judge a person by how they look or how they talk or 
what the tests show, but you can never really tell what is 
inside the person.

—Ed, 27 years old, who was labeled mentally retarded and 
placed in a state institution at age 15. (Bogdan & Taylor, 1982).

Mental retardation encompasses perhaps the widest varia-
tion in cognitive and behavioral abilities of any childhood 
disorder. Some children function quite well in school and 
the community, whereas others, those with signifi cant 
physical and cognitive impairments, require daily su-
pervision and assistance. Th e situations of Matthew, age 
6, and Vanessa, age 8, illustrate some of the unique chal-
lenges children with mental retardation face every day.

Matthew was diagnosed as having mild mental retar-
dation. Although delayed in his speech and language de-
velopment, he was developing eff ective verbal skills and 
was capable of attending a regular classroom. Establish-
ing friendships with children at school was sometimes 
problematic because he was oft en slow at understanding 
the rules of games and was teased by some children be-
cause of his slowness.

V A N E S S A

Gaining at Home

Vanessa is an 8-year-old girl with moderate mental retardation 

(IQ = 52) and limited communication skills. She was diagnosed 

prior to her fourth birthday, after medical and psychological 

examinations were undertaken to determine why she was not 

making many speech sounds or learning basic self-help skills. 

Vanessa’s mother told us about how her daughter’s special 

needs were poorly met while she was a resident in a special 

school for the mentally retarded, and how this led to her par-
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pairments, like Matthew, can carry out their daily rou-
tine much like other children. Th ey can attend a regular 
classroom, adjust to the demands of physical and intel-
lectual challenges, and develop meaningful and lasting 
relationships with peers and adults. Many show normal 
physical development and can learn physical coordina-
tion to ride a bike. Others, like Vanessa, who have more 
severe impairments, will require greater daily supervi-
sion and care throughout their childhood and sometimes 
into early adulthood, at which time they may have devel-
oped the necessary skills to live more independently.

Both Matthew and Vanessa, however, experience 
limitations that involve most areas of daily living. Th eir 
most obvious diffi  culties are learning to communicate 
eff ectively, due to their limited speech and language 
skills. Although Matthew eventually learned eff ective 
verbal communication, for several years Vanessa had 
to rely on sign language and nonverbal expressions or 
gestures to express her needs. Both children had prob-
lems developing friendships with other children be-
cause of their limited ability to comprehend what other 
children were expressing, especially during games and 
social activities that require stamina and formal rules. 
Many cognitive abilities such as language and problem 
solving are aff ected; therefore, most children have dif-
fi culty with some aspect of learning. Th e degree of dif-
fi culty depends on the extent of cognitive impairment, 
which is the primary reason current defi nitions of men-
tal retardation emphasize this aspect.

Table 9.2 summarizes the DSM-IV-TR diagnostic 
criteria for mental retardation. Th ese criteria consist of 
three core features that describe this disorder in both 
children and adults. First, such individuals must have 
“signifi cantly subaverage intellectual functioning,” de-
termined by formal intelligence testing or clinical judg-
ment (in the case of an infant or an untestable subject). 
An individual must have an IQ score of approximately 
70 or below to meet this fi rst criterion, which falls 2 stan-
dard deviations below the average IQ score of 100 and 
thereby includes roughly 2% to 3% of the population.

Th e second criterion for diagnosing mental retar-
dation requires “concurrent defi cits or impairments in 
adaptive functioning,” which refers to the ability to per-
form daily activities. In eff ect, an IQ score of 70 or below 
is not suffi  cient to receive a diagnosis of mental retarda-
tion. A person also must show signifi cant limitations in 
at least two areas of adaptive behavior, such as commu-
nication, self-care, social/interpersonal skills, or func-
tional academic or work skills. Th is aspect of the defi ni-
tion is important because it specifi cally excludes persons 
who may function well in their own surroundings, yet 
for various reasons may not perform well on standard 
IQ tests. Importantly, whether a child or adolescent ex-
hibits these various adaptive skills is related not only to 

T A B L E  9 . 2  Main Features of DSM-IV-TR 
Diagnostic Criteria for Mental Retardation

DSM-IV-TR(1) Signifi cantly subaverage 
intellectual functioning with an IQ of approximately 
70 or below on an individually administered IQ test (for 
infants, a clinical judgment of signifi cantly subaverage 
intellectual functioning)

(2) Concurrent defi cits or impairments in present adaptive 
functioning (i.e., the person’s eff ectiveness in meeting 
the standards expected for his or her age by his or her 
cultural group) in at least two of the following areas: 
communication, self-care, home living, social/interper-
sonal skills, use of community resources, self-direction, 
functional academic skills, work, leisure, health, and 
safety

(3) The onset is before age 18 years.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Disor-
ders, DSM-IV-TR, Text Revision, Fourth Edition. Copyright 2000 by the American Psychiatric 
Association.

ability, but also to experience and opportunity. Using 
public transportation, walking to a neighborhood store, 
and making simple purchases all can be aff ected by the 
individual’s place of residence (urban versus rural, for 
example), or their concerns about neighborhood safety. 
Clinicians and educators must make educated guesses 
regarding a person’s potential for performing a certain 
task if the person has not had experience with a particu-
lar skill on the test.

Th e fi nal criterion for mental retardation stipulates 
that the child’s below-average intellectual and adaptive 
abilities must be evident prior to age 18. Th e purpose of 
establishing this upper limit for the age of onset is two-
fold. First, it acknowledges that mental retardation is a 
developmental disorder that is evident during childhood 
and adolescence. Problems in learning and comprehen-
sion are most likely to occur during this time of rapid 
brain development. Second, this age criterion rules out 
persons who may show mental defi ciencies caused by 
adult-onset degenerative diseases, such as Alzheimer’s 
disease, or by head trauma.

Th e defi nition of mental retardation continues to 
be somewhat inaccurate and arbitrary, largely because 
it is based on a statistical concept—a cutoff  IQ score—
rather than on the nature or qualities of the person 
(King, State, & Maerlender, 2005). Th ose with more se-
vere cognitive impairments are more likely to be cor-
rectly diagnosed; however, the majority of persons diag-
nosed with mental retardation fall into the mild range. 
Th e ramifi cations of diagnosing someone with mental 
retardation can be serious. As Ed described so well, a 
careful balance must be struck between identifying the 
special needs of persons with intellectual disabilities and 
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labeling them as having mental retardation on the basis 
of somewhat arbitrary criteria (Schalock et al., 2007).

Additionally, the defi nition and identifi cation of in-
tellectual disability depend somewhat on our social in-
stitutions. When children enter the school system, it is 
a signifi cant point at which their abilities are compared 
and defi ciencies are most likely to be detected. If chil-
dren are placed in a poorly matched learning environ-
ment, their developmental progress can be disrupted. 
Following their school years, persons with mild mental 
retardation oft en blend back into the larger population, 
and their “diagnosis” no longer has as much meaning 
to either their education or training (Hodapp & Burack, 
2006).

Degrees of Impairment

Children with mental retardation vary widely in their 
degree of disability. Some show cognitive impairments 
from early infancy, such as limited vocalizations or poor 
self-regulation, whereas other impairments may go rel-
atively unnoticed through the elementary school years. 
Because of the wide variation in cognitive functioning 
and impairment, classifi cation systems for mental re-
tardation have always attempted to delineate various 
degrees of cognitive impairment. Th e DSM-IV-TR has 
continued the tradition by designating retardation as 
mild, moderate, severe, or profound; these designations 
are based primarily on IQ scores. Th e American Asso-
ciation on Intellectual and Developmental Disabilities 
(AAMR, 2002), in contrast, has restructured its descrip-
tion of varying degrees of mental retardation, choosing 
to base its categories on the level of support or assistance 
the person needs, rather than on IQ.

According to the DSM-IV-TR defi nition (APA, 
2000), persons with mild mental retardation (IQ level 
of 55–70) constitute the largest group, estimated to be 
as many as 85% of persons with the disorder. Children 
with mild mental retardation oft en show small delays 
in development during the preschool years, but typi-
cally are not identifi ed until academic or behavior prob-
lems emerge during the early elementary years. Th is cat-
egory also has an overrepresentation of minority group 
members.

As a group, children with mild mental retardation 
typically develop social and communication skills dur-
ing the preschool years (ages 0–5 years), perhaps with 
modest delays in expressive language. Th ey usually 
have minimal or no sensorimotor impairment, and en-
gage with peers readily. Like Matthew, however, some 
may fi nd school and peer relationships to be challeng-
ing. By their late teens, these children can acquire aca-
demic skills up to approximately the sixth-grade level. 
During their adult years, they usually achieve social and 

vocational skills adequate for minimum self-support, 
but may need supervision, guidance, and assistance, es-
pecially when under unusual social or economic stress. 
With appropriate supports, individuals with mild men-
tal retardation usually live successfully in the commu-
nity, either independently or in supervised settings.

Persons with moderate mental retardation (IQ level 
of 40–54) constitute about 10% of those with mental re-
tardation. Individuals at this level of impairment are 
more intellectually and adaptively impaired than some-
one with mild mental retardation, and usually are iden-
tifi ed during the preschool years when they show de-
lays in reaching early developmental milestones. By the 
time they enter school, they may communicate through 
a combination of single words and gestures, and show 
self-care and motor skills similar to an average 2- to 
3-year-old. Many persons with Down syndrome func-
tion at the moderate level of retardation. Some of these 
individuals may require only a few supportive services 
to function on a daily basis, but others may continue to 
require some help throughout life.

Like Vanessa, most individuals with this level of 
mental retardation acquire limited communication 
skills during their early years, and by age 12 may be us-
ing practical communication skills. Th ey benefi t from 
vocational training and, with moderate supervision, 
can attend to their personal care. Th ey also can benefi t 
from training in social and occupational skills, but are 
unlikely to progress beyond the second-grade level in 
academic subjects. Adolescents with moderate mental 
retardation oft en have diffi  culty recognizing social con-
ventions such as appropriate dress or humor, which in-
terferes with peer relationships. By adulthood, persons 
with moderate mental retardation typically adapt well to 
living in the community, and can perform unskilled or 
semiskilled work under supervision in sheltered work-
shops (specialized manufacturing facilities that train 
and supervise persons with mental retardation) or in the 
general workforce.

Th ose with severe mental retardation (IQ level of 
25–39) constitute approximately 3% to 4% of persons 
with mental retardation. Most of these individuals suff er 
one or more organic causes of retardation, such as ge-
netic defects, and are identifi ed at a very young age be-
cause they have substantial delays in development and 
visible physical features or anomalies. Milestones such 
as standing, walking, and toilet training may be mark-
edly delayed, and basic self-care skills are usually ac-
quired by about age 9. In addition to intellectual impair-
ment, they may have problems with physical mobility or 
other health-related problems, such as respiratory, heart, 
or physical complications.

Most persons functioning at this severe level of 
mental retardation require some special assistance 
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throughout their lives. During early childhood they 
acquire little or no communicative speech; by age 12, 
they may use some two to three-word phrases. Between 
13 and 15 years of age, their academic and adaptive abil-
ities are similar to those of an average 4- to 6-year-old. 
Th ey profi t to a limited extent from instruction in pre-
academic subjects, such as familiarity with the alphabet 
and simple counting, and can master skills such as sight 
reading “survival” words, like hot, danger, and stop. 
During their adult years, they may be able to perform 
simple tasks in closely supervised settings. Most adapt 
well to life in the community, in group homes or with 
their families, unless they have an associated disabil-
ity that requires specialized nursing or other care (King 
et al., 2005).

Persons with profound mental retardation (IQ level 
below 20 or 25) constitute approximately 1% to 2% of 
those with mental retardation. Such individuals typi-
cally are identifi ed as infants because of marked delays 
in development and biological anomalies such as asym-
metrical facial features. During early childhood they 
show considerable impairments in sensorimotor func-
tioning; by the age of 4 years, for example, their respon-
siveness is similar to that of a typical 1-year-old. Th ey 
are able to learn only the rudiments of communication 
skills, and they require intensive training to learn basic 
eating, grooming, toileting, and dressing behaviors.

Persons with profound mental retardation require 
lifelong care and assistance. Almost all of these indi-
viduals show organic causes for their retardation, and 
many have severe co-occurring medical conditions, 
such as congenital heart defect or epilepsy, that some-
times lead to death during childhood or early adult-
hood. Most of these individuals live in supervised group 
homes or small, specialized facilities. Optimal devel-
opment may occur in a highly structured environment 
with constant aid and supervision and an individual-
ized relationship with a caregiver. Motor development, 
as well as self-care and communication skills, may im-
prove if appropriate training is provided. For exam-
ple, persons with profound mental retardation usually 
can perform simple tasks, such as washing their hands 
and changing their clothes, provided they have close 
supervision.

Level of Needed Supports

Th e DSM-IV-TR categories have been criticized as po-
tentially stigmatizing and limiting because they empha-
size the degree of impairment. Th is criticism provided 
the major impetus for the AAIDD focus on levels of 
needed support and assistance (AAMR, 2002; AAIDD, 
2008). Rather than use the traditional IQ-based levels of 
impairment, the AAIDD categorizes persons with men-

T A B L E  9 . 3  American Association on Mental 
Retardation: Defi nition of Needed Supports

Intermittent:

Support on an “as needed” basis, such as following loss 
of job or during a medical crisis

Limited:

Support that is more consistent over time, such as time-
 limited employment training or during transition from 
school to work

Extensive:

Support characterized by regular (daily) involvement in at 
least some environments, such as work or home, and not 
time-limited

Pervasive:

Support that is constant and of high intensity, provided 
across several settings and possibly life-sustaining

Source: From Mental retardation: Defi nition, classifi cation, and systems of support, 
9th ed., by R. Luckasson, D. L. Coulter, E. A. Polloway, S. Reiss,  R. L. Schallock, M. E. Snell, 
D. Spitalnik, and J. A. Stark, 1992, p. 26. Copyright © 1992 by the American Association 
on Mental Retardation. Reprinted by permission. 

tal retardation according to their need for supportive 
services: intermittent, limited, extensive, and pervasive. 
Table 9.3 defi nes these AAIDD categories. Although sim-
ilarities do exist between these levels of support and the 
DSM-IV levels of impairment, the major diff erence con-
cerns the AAIDD emphasis on the interaction between 
the person and the environment in determining his or 
her level of functioning. Defi ned in this manner, men-
tal retardation is determined not so much by the abil-
ity of the person alone (as in the DSM-IV-TR defi nition), 
but by the level of support the person needs to func-
tion adaptively in the community (Hodapp & Burack, 
2006).

Th e AAIDD approach underscores the areas of assis-
tance the child needs, which can be translated into spe-
cifi c training goals. Instead of a diagnosis of moderate 
mental retardation, Vanessa might receive the following 
AAIDD diagnosis: “Vanessa is a child with mental retar-
dation who needs limited supports in home living, aca-
demic skills, and development of self-help skills.” Mat-
thew’s diagnosis might state: “Matt is a child with mental 
retardation who requires support on an as-needed ba-
sis, especially during stressful or demanding times—for 
example, during the transition to school, when making 
new friends, and when faced with new academic chal-
lenges.” Like the DSM-IV-TR’s degrees of impairment, 
the AAIDD’s levels of needed support have value in de-
scribing persons with mental retardation, yet face simi-
lar challenges in surmounting the unfortunate pressures 
of stigmatization.
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Race, Sex, and SES Prevalence

Based on available evidence and estimates, the total num-
ber of children and adults with mental retardation most 
likely falls between 1% and 3% of the entire population 
(Bebko & Weiss, 2006). Recall that the number of per-
sons diagnosed with mental retardation depends on the 
point at which the line is drawn for cutoff  scores for IQ 
and adaptive behavior. Even with a stable IQ criterion of 
70 and below, however, the number of persons with men-
tal retardation is open to debate. Each person applies his 
or her own cognitive abilities in unique ways that may be 
more or less adaptive in her or his own environment.

Th ere are about twice as many males as females 
among those with mild mental retardation, with this sex 
ratio decreasing to 1.5:1.0 among those with more severe 
forms of the disorder (Handen, 2007). Similar to racial 
diff erences in the diagnosis of mental retardation, how-
ever, this gender diff erence may be an artifact of identifi -
cation and referral patterns. Boys are referred more oft en 
than girls for psychometric testing (usually in relation to 
behavioral disturbances), and are somewhat more likely 
than girls to fail on adaptive functioning tests (Vardill & 
Calvert, 2000). If a true male excess of mental retardation 
does exist, researchers suspect this may be due to the oc-
currence of X-linked genetic disorders such as fragile-X 
syndrome (discussed later in the chapter), which aff ect 
males more prominently than females (Handen, 2007).

It is a well-established fi nding that mental retarda-
tion is more prevalent among children of lower socioeco-
nomic status (SES) and children from minority groups. 
Th is link is found primarily among children in the mild 
mental retardation range; children with more severe lev-
els are identifi ed almost equally in diff erent racial and 
economic groups. Whether or not signs of organic eti-
ology are present, diagnoses of mild mental retardation 
increase sharply from near zero among children from 
higher SES to about 2.5% in the lowest SES category 
(APA, 2000). Th ese fi gures indicate that SES factors play 
a suspected role both in the cause of mental retardation 
and in the identifi cation and labeling of persons with 
mental retardation (King et al., 2005).

Th e overrepresentation of minority and low-SES 
children in the group with mild mental retardation is 
a complicated and unresolved issue. As we noted, aver-
age IQ levels for the African American population are 
lower than IQ levels found in the white population, re-
sulting in more African American children among sam-
ples of mild mental retardation. What specifi c environ-
mental circumstances might create such an imbalance 
in IQ fi ndings? To answer this question, Brooks-Gunn 
et al. (2003), tested the theory that the diff erences can 
be partially explained based on social and economic dis-
advantage. Th ey accounted for initial African American 

versus white child IQ diff erences of over 17 points by the 
independent eff ects of economic deprivation, home en-
vironment, and maternal characteristics. As shown in 
Figure 9.1, initial IQ diff erences were almost 18 points 
between a sample of African American and white chil-
dren at 5 years of age, controlling for gender and birth 
weight. However, these diff erences were reduced by 
about 71% aft er adjusting for diff erences in poverty and 
home environment.

section summary
Features of Intellectual Disabilities
• The DSM-IV-TR criteria for mental retardation consist of 

subaverage intellectual functioning (defi ned as an IQ of 
70 or below), defi cits or impairments in adaptive function-
ing, and onset before age 18.

• Children with mental retardation vary widely in their de-
gree of disability or level of functioning.

• The DSM-IV-TR describes a person’s level of functioning in 
terms of degrees of impairment—mild, moderate, severe, 
or profound—based on ranges in IQ scores.

• The American Association on Intellectual and Develop-
mental Disabilities (AAIDD) (formerly the American Asso-
ciation on Mental Retardation) describes a person’s level 
of functioning in terms of needed levels of support or as-
sistance rather than on IQ. The AAIDD levels are intermit-
tent, limited, extensive, and pervasive.

• Mental retardation occurs in an estimated 1% to 3% of the 
population, more often among males than females.

• Mental retardation occurs more often among children 
from lower socioeconomic and minority groups. Eco-
nomic disadvantage and discrimination practices often 
account for the latter fi ndings.
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F I G U R E  9 . 1  Factors accounting for diff erences 
in IQ scores between white and African American 
children.
Source: Data from Brooks-Gunn, J., Klebanov, P. K., Smith, J., Duncan, G. J., & Lee, K. 
(2003). The Black-White test score gap in young children: Contributions of test and 
family characteristics. Applied Developmental Science, 7(4), pp. 239–252.

W4871.indb   279W4871.indb   279 9/19/08   11:13:08 AM9/19/08   11:13:08 AM



280 PART 4 Developmental and Learning Disorders

Developmental Course 
and Adult Outcomes
To appreciate the manner in and extent to which chil-
dren with intellectual disabilities achieve various devel-
opmental milestones, consider how typically developing 
children express themselves. An infant exploring his or 
her world relies on primitive sensorimotor functions—
touching, tasting, and manipulating objects—to learn 
about the environment. At this stage of development 
everything is new, and the brain is establishing literally 
millions of new connections each day.

Th en, between 18 and 24 months, the toddler begins 
to acquire language and to draw on memories of past 
experience to aid in understanding the present. For an 
intellectually normal child, it is during this stage that 
the child’s environmental conditions and opportunities 
are known to play a crucial role in fostering enthusiasm 
for learning and in establishing the roots of intellectual 
sophistication. Although the majority of children with 
mental retardation progress through each developmen-
tal milestone in roughly the same manner as other chil-
dren, important diff erences in their developmental ac-
complishments are evident.

Much of the knowledge about other issues involved 
in the developmental course and adult outcomes for 
children with mental retardation is derived from stud-
ies of children with Down syndrome. Chromosome ab-
normalities are the single most common cause of severe 
mental retardation. Down syndrome is the most com-
mon disorder resulting from these abnormalities. Th ese 
children, along with their parents, have frequently par-
ticipated in studies comparing their development with 
that of their normally developing peers.

Dan, a 15-year-old with Down syndrome, describes 
how his early development was similar to, but much 
slower than, that of his younger brother.

Dan, with moderate mental retardation, is describ-
ing how his younger brother Brian, with normal in-
telligence, caught up with him by the time Brian was 
2 years old, and progressed through developmental 
milestones at a faster pace. Does Dan’s development fol-
low the same organized sequence as Brian’s? Will his de-
velopment show specifi c defi cits in certain intellectual 
abilities such as language, or will he eventually catch up? 
Th is case illustrates the developmental-versus-diff erence 
controversy (Weiss, Weisz, & Bromfi eld, 1986), an is-
sue that has intrigued those in the fi eld of child devel-
opment and mental retardation for some time. Simply 
stated, the  developmental-versus-diff erence contro-
versy is this: Do all children—regardless of intellectual 
impairments—progress through the same developmen-
tal milestones in a similar sequence, but at diff erent 
rates? Or does the development of children with mental 
retardation proceed in a diff erent, less sequential, and 
less organized fashion?

Th e developmental position, which applies primar-
ily to individuals not suff ering from organic impair-
ment, consists of two primary hypotheses. First, the sim-
ilar sequence hypothesis argues that all children, with 
or without mental retardation, pass through stages of 
cognitive development in an identical (invariant) order; 
they diff er only in their rate and upper limit of develop-
ment (Bennett-Gates & Zigler, 1998). Second, the similar 
structure hypothesis suggests that children with mental 
retardation demonstrate the same behaviors and under-
lying processes as typically developing children at the 
same level of cognitive functioning (such as Dan and his 
younger brother were at ages 5 and 2). Th at is, if children 
with mental retardation are matched to nonretarded 
children by their mental age, then the children with 
mental retardation will show equivalent performance on 
cognitive tasks, such as problem solving, spelling, and 
moral reasoning. Th e developmental position rejects the 

D A N

With His Brother’s Help

When I was almost 3 and my sister was 5, we had a baby brother. 

I helped feed him and take care of him until he was almost 3. I 

was 5 by then, and could do most of the things he could do, but 

about that time he caught up to me. I could still do some things 

he couldn’t, but not many. He could do some things I had trouble 

with. We became good friends. Every time he learned a new 

skill, I would either learn it with him, or he would teach me later. 

I was really little for my age, so we were pretty close in size. We 

shared a bunk bed, toys, and clothes. We learned to do a lot of 

things together. When he learned to ride a bike, and I wasn’t 

ready to learn yet, mom and dad got me a Powerwheel motor-

ized bike so I could ride, too. When he learned to read, he taught 

me how, too. When he played baseball and football, he took me 

with him.

In those days, I still went to school in another district, so most 

of my friends were his friends. Now that we go to the same school 

it is sometimes hard for him to remember that I have my own 

friends, too. I have to tell him I am the big brother. He sometimes 

gets teased at school because he is my brother, but he is learn-

ing to explain instead of fi ght. Mostly, the kids are all nice to us. 

(Based on authors’ case material.)
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notion of a specifi c defi cit or diff erence among children 
with mental retardation, and instead emphasizes how 
these children traverse the stages more slowly and attain 
a lower developmental ceiling than typically developing 
children (Bennett-Gates & Zigler, 1998).

In contrast, the diff erence viewpoint argues that 
cognitive development of children with mental retar-
dation diff ers from that of children without mental re-
tardation in more than a developmental rate and upper 
limit. According to this position, even when his mental 
age is matched to his younger brother’s, Dan will show 
qualitatively diff erent reasoning and problem-solving 
strategies, and he may never be able to accomplish some 
tasks beyond a certain level.

Although this issue has not been resolved, ample ev-
idence supports the developmental hypothesis for chil-
dren with familial, as opposed to organic, types of re-
tardation (both are discussed in the section on causes). 
Specifi cally, children with familial mental retardation 
generally follow developmental stages in an invariant or-
der, the same as children with normal intellectual abili-
ties, with the possible exception of some children with 
co-occurring brain abnormalities or autism (Bennett-
Gates & Zigler, 1998). Th e similar structure hypothesis 
has also been supported for children with familial men-
tal retardation, with some exceptions. Children with fa-
milial mental retardation show slight defi cits in memory 
and information processing when compared with men-
tal age-matched children without mental retardation 
(Weiss et al., 1986). Th ese defi cits may be due to the chil-
dren’s diffi  culty in staying motivated to perform repeti-
tive, boring tasks (Weisz, 1999).

Th e picture for children with organically based men-
tal retardation (such as Dan, who has Down syndrome) 
is more straightforward. Th ey oft en have one or more 
specifi c defi cit areas that cause them to perform more 
poorly than mental-age–matched children without men-
tal retardation. Th us, Dan is likely to show some diff er-
ences in his performance in certain areas of develop-
ment, including his expressive language. Nevertheless, 
he will likely pass through the same developmental se-
quences as his younger brother, but at a slower pace.

Motivation

Many children who fall within the mild range of men-
tal retardation are bright enough to learn and to attend 
regular schools and classrooms. However, they are more 
susceptible to a sense of helplessness and frustration, 
which places additional burdens on their social and cog-
nitive development. As a consequence, they begin to ex-
pect failure, even for tasks they can master; in the ab-
sence of proper instruction, their motivation to tackle 
new demands decreases (Harris, 2006).

“Acknowledge our children’s diff erences but respect their 
uniqueness.”—Parent of a child with Down syndrome.
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Ed, describing his memory of comments made by his 
teacher in elementary school, expresses this phenome-
non well:

Her negative picture of me stood out like a sore thumb. 
Th at’s the problem with people like me—the schools and 
teachers fi nd out we have problems, they notice them, 
and then we are abandoned. Th at one teacher was very 
annoyed that I was in her class. She had to put up with 
me. (Bogdan & Taylor, 1982)

Consequently, compared with typically developing 
children of their same mental age, children with men-
tal retardation expect little success, set lower goals for 
themselves, and settle for minimal success when they 
are able to do better (Weisz, 1999). Th is learned helpless-
ness may be unwittingly condoned by adults. When they 
are told a child is “retarded,” adults are less likely to urge 
that child to persist following failure than to urge a nor-
mal child at the same level of cognitive development. On 
the other hand, young children with mild mental retar-
dation improve in their ability to remain on task and de-
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velop goal-directed behavior when provided with stim-
ulating environments and caregiver support (Matson, 
Matson, & Rivet, 2007).

Changes in Abilities

Intellectual disability is not necessarily a lifelong dis-
order. Although it is a relatively stable condition from 
childhood into adulthood, any individual’s IQ score can 
fl uctuate in relation to level of impairment and type of 
retardation. Children who have mild mental retardation, 
like Matthew, with appropriate training and opportuni-
ties may develop good adaptive skills in other domains, 
and may no longer have the level of impairment required 
for a diagnosis of mental retardation (APA, 2000).

Th e major cause of a child’s mental retardation cer-
tainly aff ects the degree to which his or her IQ and 
adaptive abilities may change. Children with Down 
syndrome, who are not representative of the course of 
mental retardation in general, may plateau during the 
middle childhood years, and then decrease in IQ over 
time. For example, from 1 to 6 years of age, children 
with Down syndrome oft en show signifi cant age-related 
gains in adaptive functioning, but as they grow older, 
their pace of development levels off  or even declines 
(Margallo-Lana et al., 2007). Similarly, as they grow 
older, a deceleration is oft en seen in their rate of social 
development (Roizen & Patterson, 2003). Th is observa-
tion has been termed the slowing and stability hypoth-
esis (Hodapp & Dykens, 2003), and affi  rms that children 
with Down syndrome may alternate between periods of 
gain and functioning and periods of little or no advance. 
Although these children continue to develop in intelli-
gence, they do so at progressively slower rates through-
out the childhood years.

Language and Social Behavior

Research on language development and social function-
ing among children and adolescents with Down syn-
drome suggests that their development follows a largely 
predictable and organized course (Roberts, Price, & 
Malkin, 2007). Because their cognitive development, 
play, self-knowledge, and knowledge of others are inter-
related in organized and meaningful ways, the underly-
ing symbolic abilities in children with Down syndrome 
are believed to be largely intact.

However, important diff erences in language devel-
opment exist between children with Down syndrome 
and their typically developing age-mates. Perhaps the 
most striking diff erence is the considerable delay in ex-
pressive language development for children with Down 
syndrome, which is necessary to establish independent 
living skills. Th eir expressive language is oft en much 
weaker than receptive language, especially as they at-

tain communication abilities beyond the 24-month level 
(Roberts et al., 2007).

In addition to the development of symbolic and lan-
guage skills, a major milestone during infancy and early 
childhood development concerns the ability to form a se-
cure attachment relationship with one’s primary caregiv-
ers. Although slower than normal, many children with 
Down syndrome form secure attachment relationships 
with their caregivers by 12 to 24 months of developmen-
tal age (Dykens, Hodapp, & Evans, 2006). Still, a signifi -
cant number may have problems in developing a secure 
attachment because they express less emotion than other 
children. In one study, children with Down syndrome 
were not picked up and held by either the mother or the 
stranger in the strange situation to the same extent as 
non-delayed children. (See Chapter 2, Table 2.2 for a de-
scription of the “strange situation” method of assessing 
child–caregiver attachment.) Even when these children 
made approaches with appropriate signals for contact, 
mothers and strangers rarely completed the contact, 
presumably because the children did not show the dis-
tress signals of crying, reaching, or holding on that typi-
cally tell the parent “I want to be picked up!” (Vaughn, 
Contreras, & Seifer, 1994). Th is fi nding has important 
implications for parents of young children with Down 
syndrome: Even though they may show few signals of 
distress or desire for contact, these infants and toddlers 
need to be held and nurtured just as others do.

Following the attachment period, the next impor-
tant developmental milestones relate to the emergence 
of a sense of self, which establishes the early foundations 
of personality. Like other children, toddlers with Down 
syndrome begin to delight at recognizing themselves in 
mirrors and photos, although this milestone is oft en de-
layed. Th e experience of self-recognition in most infants 
is immediately met by smiles and laughter, a fi nding that 
is repeated among toddlers with Down syndrome as well 
(Mans, Cicchetti, & Sroufe, 1978). Th is positive aff ect ac-
companying their visual self-recognition suggests that 
these children feel good about themselves (Cicchetti, 
Toth, & Bush, 1988). However, as toddlers and preschool-
ers, children with Down syndrome show delayed and 
aberrant functioning in their internal state language, the 
language that refl ects the emergent sense of self and oth-
ers (through the use of words such as mad and happy). 
Because internal state language is critical to regulating 
social interaction and providing a foundation for early 
self–other understanding, these children may be at in-
creased risk for subsequent problems in the development 
of the self-system (Gerenser & Forman, 2007).

Children with mental retardation, especially those 
with moderate to mild impairments, learn symbolic 
play—games, puppets, and sports—in much the same 
manner as other children. Nevertheless, they oft en fail 
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to gain their peers’ acceptance in regular education set-
tings, because they may have defi cits in social skills and 
social–cognitive ability (Bebko & Weiss, 2006). Concerns 
about the social development of children with mental 
retardation are increasing as a result of the movement to 
include children with diff erent levels of ability in regular 
classrooms and schools, rather than only placing them 
in institutions or specialized facilities. Typically devel-
oping children seem to prefer playing with other typi-
cally developing children, and as a result, children with 
mental retardation are more socially isolated from other 
children their age (Guralnick, Neville, Hammond, & 
Connor, 2007). Despite their limited social skills, these 
integrated classrooms allow children with intellectual 
disabilities to interact with typically developing peers, 
which in turn has a positive impact on their social status 
(Kemp & Carter, 2002).

Emotional and Behavioral Problems

among children and adults with and without mental re-
tardation. Ratings by parents and teachers each revealed 
that about one-third of the children with mild mental re-
tardation and one-half of the children with more severe 
forms of mental retardation showed major signs of emo-
tional disturbance, suggesting these problems are com-
mon. Since then, research has estimated the rate of emo-
tional and behavioral disturbances among children with 
intellectual disabilities is three to seven times greater than 
among typically developing children (Emerson, 2003; 
Hodapp & Dykens, 2003). Th ese problems are due largely 
to limited communication skills, additional stressors, 
and more neurological defi cits faced by these children 
and youth (de Ruiter, Dekker, Verhulst, & Koot, 2007).

Th e general sense is that the nature and course of psy-
chiatric disorders in children and adolescents with and 
without intellectual disabilities is very similar. Youths 
with mild as well as moderate disabilities show similar 
levels of stability and persistence for most problem behav-
iors over the course of their development (Einfeld et al., 
2006; de Ruiter, Dekker, Douma, Verhulst, & Koot, 
2008). Th e most common psychiatric diagnoses given 
to children with mental retardation involve impulse 
control disorders, anxiety disorders, and mood disor-
ders (Bouras & Holt, 2007). Although these problems 
are sometimes severe and oft en require intervention, 
they are considered part of the spectrum of problems 
that coexist with mental retardation, not indicators of 
other psychiatric illnesses (Hodopp, Kazemi, Rosner, & 
Dykens, 2006). By early adulthood, persons with intel-
lectual disabilities continue to show a greater risk for 
psychopathology than the general population, although 
problems in attention and aggression show a signifi cant 
decline from childhood rates (de Ruiter et al., 2007).

Adjustments usually are needed in how DSM-IV-TR 
diagnostic criteria for other mental disorders are ap-
plied, however. Th e frequency of temper tantrums, hy-
peractivity, and mood disorders among these children 
requires consideration of what is normal or typical for 
other children with similar levels of retardation. For ex-
ample, the diagnosis of ADHD (see Chapter 5) requires 
behavioral disturbance that is inappropriate for an in-
dividual’s developmental level. Among individuals with 
profound mental retardation, their attention spans, dis-
tractibility, and on-task behaviors vary considerably. An 
individual with profound mental retardation must be 
compared to other children with profound mental retar-
dation for the purpose of diagnosing any other psychiat-
ric disturbance (Bouras & Holt, 2007).

Internalizing Problems
Adolescence is a developmental period of increased 
risk for mood disorders and other internalizing symp-
toms, which is also true for those with mental retarda-

P A T T I E

Disturbed or Disturbing?

Pattie was labeled mentally retarded and lived in over 20 homes 

and institutions before being committed to a state school at age 

10. At the age of 20, she discussed some of her experiences and 

feelings: “I guess I was very disturbed. I call it disturbed, but it 

was when I was very upset. A lot of people at (the institution) . . . 

told me I was disturbed—that I was disturbed and that I was 

retarded—so I fi gure that all through my life I was disturbed. 

Looking at the things I done, I must have been disturbed. . . . 

Upset and disturbed are the same in my mind. Crazy to me is 

something else. It is somebody that is really gone. I mean really 

out. Just deliberately kill somebody just to do it. That is what I 

call crazy. I guess what I was was emotionally disturbed—yeah. 

Emotionally disturbed is a time when too many things are bother-

ing me. They just build up till I get too nervous or upset. My mind 

just goes through all these changes and diff erent things. So many 

things inside that were bothering me.” (Bogdan & Taylor, 1982)

Pattie’s description of her feelings while living in various 
institutions illuminates how “disturbing” her behav-
ior could be. But are her feelings a function of her envi-
ronment and personal limitations? Many children and 
adolescents with mental retardation have to face many 
obstacles related to their intellectual, physical, and so-
cial impairments, and oft en they have little control over 
their own lives.

In the early 1970s, a major study was conducted (Rut-
ter, Tizard, Yule, Graham, & Whitmore, 1976) to gain 
some understanding of the extent of psychiatric disorders 
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tion. Dykens, Shah, Sagun, Beck, and King (2002), for 
example, noted that average Internalizing scores for ad-
olescents with mental retardation on the Child Behavior 
Checklist were almost twice that of younger children. 
Like their normally developing peers, adolescents with 
Down syndrome and other forms of mental retarda-
tion may show a decline in their previously sociable and 
cheerful behaviors, and in some cases suff er from signif-
icant symptoms of depression and social withdrawal.

ADHD-related Symptoms
Teachers and parents of children with mental retarda-
tion commonly report ADHD-related symptoms that 
require adjustments in instruction and child manage-
ment strategies (Antshel, Phillips, Gordon, Barkley, & 
Faraone, 2006). When a teacher is present to prompt the 
appropriate behavior and participate in the activity, chil-
dren with mental retardation with and without ADHD 
generally will remain on task. However, when instructed 
to work on their own without teacher assistance, diff er-
ences between those with and without ADHD emerge 
during these independent tasks (Handen, McAuliff e, 
Janosky, Feldman, & Breaux, 1998). When children with 
mental retardation and ADHD are placed on stimulant 
medication, they are able to remain on task for longer 
periods and their accuracy on cognitive tasks improves, 
although their responses are more varied than responses 
of normal-IQ children (Di Nuovo & Buono, 2007).

Other Symptoms
Children and adults with mental retardation may show 
additional symptoms that can be particularly trouble-
some. Pica (discussed in Chapter 13), which can result 
in the ingestion of caustic and dangerous substances, 
is seen in its more serious forms among children and 
adults with mental retardation. Self-injurious behav-
ior (SIB) is a serious and sometimes life-threatening 
problem that aff ects about 8% of persons across all ages 
and levels of retardation (Bodfi sh, 2007). Some com-
mon forms of SIB include head banging, eye gouging, 
severe scratching, rumination, some types of pica, and 
inserting objects under the skin. Th e long-term prog-
noses for pica and SIBs are not favorable. A longitudi-
nal study found that emotional withdrawal, stereotypies 
(frequent repetition of the same posture, movement, or 
form of speech, e.g., head banging, hand or body move-
ments), and avoidance of eye contact were still evident 
26 years later among persons with severe mental retar-
dation (Th ompson & Reid, 2002).

Th us, children with mental retardation may show 
emotional and behavioral problems that require spe-
cial recognition and learning strategies. In general, these 
problems do not constitute major psychiatric disorders, 
but they do refl ect the greater challenges these children 

may have in learning to express their needs and adapting 
to their surroundings. A 7-year-old girl with mild men-
tal retardation, for instance, may be at a developmental 
level comparable to a typically developing 4-year-old. In 
the classroom, therefore, she may have diffi  culty sitting 
in her seat and remaining on task. She may not always 
control her emotions or her behavior as well as other 
7-year-olds in the class, leading to occasional outbursts 
of laughter or anger. It is important to keep these prob-
lems within a developmental perspective. We would not 
expect a 4-year-old to behave as well in the classroom as 
an older child, and expectations and teaching methods 
have to be adjusted accordingly. As expressed so well by 
Ed and Pattie, labeling a child with a diagnostic term 
that implies pathology or inability is oft en ill-conceived 
and counterproductive. Such terms must be used spar-
ingly—only in instances, such as self-injurious behav-
iors, where special attention is warranted.

Other Disabilities

Children with mental retardation may also suff er other 
physical and developmental disabilities that can aff ect 
their health and development in pervasive ways. Such 
disabilities are usually related to the degree of intellec-
tual impairment. Figure 9.2 shows how oft en some of 
the more common developmental disabilities are noted 
among children with moderate to profound mental re-
tardation (IQ < 50) and those with mild mental retarda-
tion (IQ = 50–70), based on a large sample of schoolchil-
dren (Murphy et al., 1995). Overall, 12% of the children 
with mild mental retardation and 45% of those with 
moderate to profound mental retardation had at least 
one other disability, such as a sensory impairment, cere-
bral palsy, or epilepsy.

F I G U R E  9 . 2  Physical disabilities among children 
with mental retardation.
(Data from C. C. Murphy et al., 1995.)
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Despite major co-occurring physical and intellec-
tual disabilities, children and adults with Down syn-
drome now have a life expectancy approaching 60 years 
(Bittles & Glasson, 2004). About two-thirds of adults 
with Down syndrome survive beyond 30 years of age, 
largely as a result of better medical treatments for re-
spiratory infections and congenital heart disorders. 
However, most individuals with Down syndrome who 
live beyond the age of 40 demonstrate cognitive de-
cline (much like Alzheimer’s disease) due to gene dam-
age on chromosome 21 (Lendon, Ashall, & Goate, 1997). 
Moreover, increased life expectancy is more dramatic 
for whites than for minorities across various countries, 
due to fewer fi nancial and social supports and less access 
to quality health care (McDermott, Durkin, Schupf, & 
Stein, 2007; Yang, Rasmussen, & Friedman, 2002).

section summary
Developmental Course and Adult Outcomes
• Children with intellectual disability follow developmental 

stages in the same order as typically developing children. 
However, their goals and motivation are reduced over 
time because of feelings of frustration, which often lead 
to expectations of failure.

• Adaptive skills and level of impairment may improve over 
time, especially for children with mild mental retardation, 
if appropriate training and opportunities are provided.

• Developmental disabilities, such as speech and language 
problems and behavioral disturbances, are common. 
Emotional and behavioral problems are considered part 
of the spectrum of problems coexisting with intellectual 
disability, rather than indicators of mental disorder.

T A B L E  9 . 4  The Two-Group Approach to Mental Retardation

 Organic Cultural–Familial

Defi nition Individual shows a clear organic cause of mental Individual shows no obvious cause of retardation.
 retardation. Other family member may have mental 
  retardation.

Characteristics More prevalent at moderate, severe, and profound More prevalent in mild mental retardation
 levels of retardation Higher rates within minority groups and
 Equal or near-equal rates across all ethnic low-SES groups
 and SES levels Few associated physical and medical
 More often associated with other physical disabilities
 disabilities 

Causes 1 Prenatal (genetic disorders, accidents in utero) Polygenic (i.e., parents of low IQ)
 Perinatal (prematurity, anoxia) Environmentally deprived
 Postnatal (head trauma, meningitis) Undetected organic conditions

1 Causes are suspected for cultural–familial mental retardation.

Source: From “Mental Retardation” by R. M. Hodapp and E. M. Dykens, p. 378, in E. J. Mash and R. A. Barkley (Eds.), Child Psychopathology (2nd Ed.). Copyright © 1996 The Guilford Press. 
Reprinted by permission.

• Children with intellectual disability have a greater chance 
of having other physical and developmental disabili-
ties, such as sensory impairments, cerebral palsy, and 
epilepsy, that can aff ect their health and development in 
pervasive ways.

Causes
It is astounding to consider that there are over 1,000 ge-
netic disorders associated with mental retardation (King 
et al., 2005), in addition to other organic causes. Yet, de-
spite the number of known causes, scientists cannot ac-
count for mental retardation in the majority of cases, 
especially the milder forms. A genetic or environmen-
tal cause is known for almost two-thirds of individuals 
with moderate to profound mental retardation, whereas 
only about one-quarter of those causes are known for 
mild mental retardation (McDermott et al., 2007). Some 
causes happen before birth (prenatal), as is the case with 
all genetic disorders and accidents in the womb. Other 
causes are birth-related (perinatal) insults, such as pre-
maturity or a lack of oxygen (anoxia) at birth. Still other 
causes are an infl ammation of the brain lining (menin-
gitis), head trauma, and other factors that occur aft er 
birth (postnatal).

To make sense of these diff erent causes, researchers 
have proposed a two-group approach to mental retarda-
tion—the organic group and the cultural–familial group. 
Th e defi nitions, characteristics, and causes of mental re-
tardation as viewed from the two-group approach are 
summed up in Table 9.4. Th e organic group has a clear 
biological cause and is usually associated with severe 
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In most cases, the two-group approach has been 
 supported empirically, with some adjustments (Hod-
app & Dykens, 2003; Simonoff  et al., 1996). First, the 
percentage of individuals with a clear organic cause has 
increased over the last few decades due to the greater 
knowledge of genetic and organic causes. As well, the 
original assumption that mild mental retardation is 
not due to organic causes had to be tempered by fi nd-
ings that epilepsy, cerebral palsy, and other organic dis-
orders are found more oft en among persons with mild 
mental retardation than among those without intellec-
tual disabilities (Hodapp & Burack, 2006). Aft er fac-
toring in the overlap between the two groups, however, 
this approach to the etiology of mental retardation has 
persevered.

Inheritance and the Role of the Environment

Th e study of human intelligence has received the li-
on’s share of attention in terms of the underlying pro-
cesses involved in genetic makeup, and the environ-
mental factors that infl uence genetic expression. Still, 
the long-standing debate concerning the relative con-
tributions of genes and environment is far from being 

and profound mental retardation, whereas the cultural–
familial group has no clear organic cause and is usu-
ally associated with mild mental retardation (Hodapp et 
al., 2006). Although this two-group approach does help 
to understand the underlying causes of intellectual dis-
ability, keep in mind that the distinctions are less clear 
in milder forms of intellectual disability than they are 
in more severe forms. For example, the large majority of 
persons at more severe levels of intellectual impairment 
(96%) show a clear etiology for the disorder, whereas a 
sizeable percentage (32%) of those with mild impair-
ments do not (Simonoff  et al., 1996).

Considerable knowledge exists about organic mental 
retardation due to the strong biological factors involved. 
As well, the increased ability to diagnose organic prob-
lems has led to increased estimates of this type of intel-
lectual disability relative to cultural–familial causes—
about one-third to one-half of all persons with mental 
retardation show a clear organic cause (Hodapp et al., 
2006). In stark contrast, the cultural–familial group re-
mains somewhat of a mystery, although it comprises 
one-half to two-thirds of all persons with mental retar-
dation (Hodapp & Dykens, 2003). Th e prime suspects 
are environmental and situational factors such as pov-
erty, inadequate child care, poor nutrition, and paren-
tal psychopathology, which aff ect the psychological (not 
biological) development of the child. However, more 
specifi c cause-and-eff ect relationships have not been de-
termined. Accordingly, both genetic and environmental 
factors are implicated in milder forms of mental retar-
dation, but in a manner as yet to be determined (King 
et al., 2005).

Th e two-group distinction also contends that mild 
mental retardation should be conceptualized along a 
continuum that varies from lesser to greater degrees of 
intellectual ability, similar to a bell curve. In contrast, 
the more severe forms of mental retardation are categor-
ical—present or absent—due to unusual events that have 
powerful infl uences on development. Figure 9.3 shows 
that an unexpected excess of low-range IQ scores op-
poses the assumption of a normal distribution. Signifi -
cant organic causes, in all probability, account for these 
additional low-range scores.

Th e relative importance of the environment also 
stands out in the two-group distinction. Th e socioeco-
nomic background of the organic group is about the 
same as for the general population, which fi ts with the 
notion that severe forms of mental retardation can aff ect 
anyone, regardless of SES. Th e familial group is overrep-
resented by those of lower SES and social disadvantage, 
and is signifi cantly related to a family history of mental 
retardation. Th is fi ts with the assertion that an impov-
erished social environment can infl uence intellectual 
growth and ability in subtle, yet crucial, ways.
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fully resolved (McDermott et al., 2007). Conceivably, ge-
netic infl uences on development are potentially modifi -
able by environmental input, although the practicality 
of the modifi cations is another matter. Similarly, envi-
ronmental infl uences on development involve the genes 
or structures to which the genes have contributed (Neis-
ser et al., 1996). Simply stated, children do not inherit 
an IQ—they inherit a genotype, which is a collection of 
genes that pertain to intelligence. Th e expression of the 
genotype in the environment—the gene–environment 
interaction—is referred to as the phenotype. Th e herita-
bility of a trait describes the proportion of the variation 
of a trait attributable to genetic infl uences in the popula-
tion (Neisser et al., 1996). Heritability of any given trait, 
therefore, can range from none (0%) to 100% genetically 
determined.

Is it possible to estimate the heritability of intelli-
gence and, by implication, the heritability of mental re-
tardation? Th is intriguing question can now be answered 
with some degree of confi dence, but little fanfare. Th e 
overwhelming evidence points to a heritability of intel-
ligence of approximately 50%; that is, both genetic and 
nongenetic factors play a powerful role in the makeup 
and expression of intelligence (Davis, Arden, & Plomin, 
2008).

Th ere are so many specifi c genetic causes of mental 
retardation that some skepticism about the importance 
of environmental eff ects still remains. Th e diffi  culty of 
identifying, pinpointing, and measuring specifi c, non-
genetic variables certainly adds to this dilemma (Hod-
app & DesJardin, 2002). However, considerable evidence 
has demonstrated that major environmental variations 
do aff ect cognitive performance and social adjustment 
in children from disadvantaged backgrounds (Ramey, 
Ramey, & Lanzi, 2007). For example, children born to 
socially disadvantaged parents and then adopted into 
more privileged homes have higher IQ scores and stron-
ger self-esteem than siblings reared by their disadvan-
taged, biological parents (Juff er & van Ijzendoorn, 2007; 
van Ijzendoorn & Juff er, 2005).

Th e prenatal environment may infl uence IQ to a 
greater extent than previously appreciated. A review of 
studies of twins and non-twin siblings revealed that the 

shared prenatal environment (i.e., all children 
shared the same mother) accounted for 20% of 
IQ similarity in twins but only 5% among non-
twin siblings (Devlin, Daniels, & Roeder, 1997). 
Th ese fi ndings imply that prenatal infl uences 
such as nutrition, hormone levels, and toxic 
substances may be misidentifi ed as genetic 
when in fact they are environmental (McGue, 
1997). Th e practical benefi ts of this research are 

important to consider: If early environmental (prenatal) 
infl uences have a signifi cant impact on intellectual func-
tioning, then expanding public health initiatives aimed 
at improving maternal nutrition and reducing prenatal 
exposure to toxins may not only improve maternal pre-
natal care, but may unexpectedly improve children’s in-
tellectual and cognitive functioning as well.

Genetic and Constitutional Factors

Despite the rapid expansion of knowledge regarding the 
genetic mechanisms underlying conditions associated 
with mental retardation, the actual biological mecha-
nisms that cause impaired intellect are poorly under-
stood (Hodapp & Burack, 2006). Identifi cation of ab-
normal genes, or genes involving an increased risk for 
particular disorders, is invaluable for genetic screening 
and counseling, but the identifi cation does not specify a 
more eff ective treatment mode for mental retardation.

Because so many conditions cause mental retarda-
tion, the focus in this section will be on several diff erent 
disorders or classes of disorder including: Down syn-
drome, fragile-X syndrome, Prader-Willi and Angelman 
syndromes, and single-gene conditions. Each disorder 
illustrates diff erent aspects of genetic mechanisms. Th e 
various ways in which genes may interact with environ-
mental infl uences also are highlighted.

Chromosome Abnormalities
Th e most common disorder that results from chromo-
some abnormalities is Down syndrome. Th ese abnor-
malities also can occur in the number of sex chromo-
somes, resulting in mental retardation syndromes such 
as Klinefelter’s (XXY, a disorder in which males have 
an extra X chromosome) and Turner’s (XO, a disorder 
in which women are missing a second X chromosome). 
Th ese latter disorders are somewhat common—about 
1 in 400 live births—but they are generally less devastat-
ing than genetic irregularities in their eff ects on intellec-
tual functioning (Simonoff  et al., 1996).

Th e number of children with Down syndrome has 
gradually decreased from 1 in 700 births to 1 in 1,000 
births over the last two decades, due to increased pre-
natal screening and terminated pregnancies diagnosed 
with Down syndrome (Roizen & Patterson, 2003). Th e 
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syndrome produces several distinguishing physical fea-
tures including: a small skull; a large tongue protruding 
from a small mouth; almond-shaped eyes with sloping 
eyebrows; a fl at nasal bridge; a short, crooked fi ft h fi n-
ger; and broad, square hands with a simian (monkey-
like) crease across the palm. Th ese physical features are 
sometimes inconspicuous, and can appear to varying 
degrees.

In most Down syndrome cases, the extra chromo-
some results from nondisjunction, which is the failure 
of the 21st pair of the mother’s chromosomes to separate 
during meiosis. When the mother’s two chromosomes 
join with the single 21st chromosome from the father, 
the result is three number 21 chromosomes instead of 
the normal two (known as trisomy 21). Because non-
disjunction is strongly related to maternal age, the in-
cidence of Down syndrome increases from about 1 per 
1,000 live births for mothers less than 35 years old to 
about 20 per 1,000 when the mother is 45 years of age or 
older (Morris, Wald, Mutton, & Alberman, 2003).

Although the chromosomal basis of Down syndrome 
is well understood, the specifi c cause of mental retar-
dation in these children is not known. Based on recent 
gene mapping of chromosome 21, it is believed that some 
genes may have localized eff ects on brain development 
(Roizen & Patterson, 2003). Testing this theory from a 
functional perspective, Pennington, Moon, Edgin, Ste-
dron, and Nadel (2003) recently pinpointed diff erences 
in hippocampal function among young children with 
and without Down syndrome, based on neuropsycho-
logical testing. Because the hippocampus plays an im-
portant role in long-term memory, these fi ndings help to 
explain some of the underlying processes that aff ect the 
ability of children with Down syndrome to acquire nor-
mal language skills (a fundamental aspect of IQ).

Fragile-X syndrome is the most common cause of 
inherited mental retardation (Down syndrome occurs 
more frequently but is rarely inherited). Th is disorder 
aff ects about 1 in 4,000 males (Turner, Web, Wake, & 
Robinson, 1996) and 1 in 8,000 females (Crawford et al., 
1999). Physical features are more subtle than in Down 
syndrome, and may include a large forehead, a promi-
nent jaw, and low, protruding ears. Mental retardation 
is generally in the mild to moderate range, although 
some children are profoundly handicapped and others 
have normal intelligence (Cornish, Levitas, & Sudhalter, 
2007). Fragile-X syndrome has a more detrimental ef-
fect on males, causing mental retardation in most cases, 
compared to about half of females (Reiss & Hall, 2007).

Although the gene for fragile-X syndrome, known as 
the FMR-1 gene, is located on the X chromosome, this 
syndrome does not follow a traditional X-linked inheri-
tance pattern. About one-third to one-half of the females 
who carry and transmit the disorder are themselves af-

Micrograph showing the “pinched chromosome” found in 
fragile-X syndrome.
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fected with a variant of the syndrome and show a slight 
degree of cognitive or emotional impairment. Further, 
about 20% of males with the FMR-1 gene transmit the 
disorder but are not aff ected themselves (Anderson, 
1994).

Th e behavioral characteristics of fragile-X syndrome 
are oft en subtle but distinctive. Th e majority of aff ected 
males have unusual social and communication patterns 
marked by shyness and poor eye contact, as well as sig-
nifi cant delays in cognitive and communication devel-
opment (Einfeld, 2005). Social anxiety and avoidance 
are also common in girls with this disorder, even if un-
accompanied by mental retardation (Gerenser & For-
man, 2007). Notably, most males and about one-third of 
females with fragile-X syndrome show some autism-like 
behaviors, such as fl apping hands, biting themselves, 
repetitious actions, and walking on toes, and about 33% 
of children with fragile-X syndrome receive a formal di-
agnosis of autism (Rogers, Wehner, & Hagerman, 2001).

Prader-Willi syndrome is a complex genetic disor-
der that includes short stature, mental retardation or 
learning disabilities, incomplete sexual development, 
low muscle tone, and an involuntary urge to eat con-
stantly (Akefeldt & Gillberg, 1999). Th e syndrome is rare 
and estimated to aff ect only about 5 to 10 per 100,000 
births (Dykens & Shah, 2003). Between ages 2 and 6, 
children with this syndrome develop extreme overeat-
ing, foraging, and hoarding. Th ey need fewer calories 
than normal to maintain an appropriate weight because 
they are small, and they invariably become obese (Th eo-
dora, Talebizadeh, & Butler, 2006).

Angelman syndrome is associated with mental re-
tardation that is usually moderate to severe. Th e be-
havior of children with this disorder is characterized 
by ataxia (awkward gait), jerky movements, hand fl ap-
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One of the best understood examples of a single-gene 
condition is phenylketonuria (PKU), a rare disorder oc-
curring in approximately 1 in 15,000 individuals (Hel-
lekson, 2001). Unlike chromosomal abnormalities that 
cause Down syndrome, the cause of PKU is a recessive 
gene transmitted by typical Mendelian mechanisms. 
Children receive the gene from both parents—neither 
of whom need have PKU—which results in a lack of 
liver enzymes necessary for converting the amino acid 
phenylalanine into tyrosine, another essential amino 
acid. Tyrosine is normally converted into other chemi-
cals needed for physical development. Because the indi-
vidual is unable to metabolize phenylalanine, which is 
found in many foods, it accumulates in the body and is 
converted to phenylpyruvic acid, another abnormal me-
tabolite. Th is metabolite, in turn, causes brain damage, 
mental retardation, musty body odor, hyperactivity, sei-
zures, and dry, bleached skin and hair.

PKU is a good example of a genetic disorder that 
can be treated successfully by environmental changes. 
All infants are now screened at birth for the presence 
of this defect, and immediately placed on a restricted 
diet if necessary. However, now that aff ected individuals 
have received early treatment, young women with PKU 
have begun to reproduce, resulting in high rates of birth 
defects and subsequent mental retardation in their off -
spring. Severe dietary restriction, begun prior to con-
ception, is currently the best precaution for these prob-
lems (Walter et al., 2002).

Neurobiological Infl uences

Fetal and infant development also can be aff ected by 
adverse biological conditions such as malnutrition, ex-
posure to toxic substances, and various prenatal and 
perinatal stressors. Th ese conditions directly or indi-
rectly cause lowered intelligence and mental retarda-
tion in some, but by no means all, circumstances. Th e 
eff ects oft en depend on the degree of insult to the fe-
tus and the time of fetal development (the fi rst trimes-
ter being the period of greatest susceptibility). Preg-
nancy and delivery are times of greatest susceptibility 
to trauma, infections, or other complications that ac-
count for about 10% of mental retardation overall (APA, 
2000). Other general medical conditions acquired dur-
ing infancy or childhood, such as infections, traumas, 
and accidental poisonings, account for about 5% or so of 
suspected or known causes of mental retardation (APA, 
2000).

Prenatal exposure to alcohol is preventable, yet is 
considered one of the most widely recognized causes of 
mental retardation, especially if the mother drinks heav-
ily during pregnancy. Fetal Alcohol Spectrum Disorder 
(FASD) is an umbrella term that covers the range of out-

ping, seizures, and the absence of speech. Distinctive fa-
cial features include a large jaw and an open-mouthed 
expression.

Both Prader-Willi and Angelman syndromes are as-
sociated with an abnormality of chromosome 15, but 
they are not considered inherited conditions. Rather, 
these syndromes are believed to be spontaneous genetic 
birth defects that occur at or near the time of conception. 
For reasons that are still not well understood, genes in 
the aff ected region on the mother’s chromosome 15 are 
not expressed (functional). Th is lack of a gene or genes 
that are very close to each other appears to be the cause 
of the related syndromes. Th e origin—whether maternal 
or paternal—of the absent genetic material is the likely 
cause of the marked phenotypic diff erences.

Much is being discovered about the genetic infl u-
ences on intelligence and adaptive abilities. Because 
these infl uences are by no means uniform or exact, a 
challenge remains in accounting for the mechanisms 
that cause these eff ects on intelligence and the variations 
in phenotypic expression. Even with Down syndrome, 
for example, the range in IQ extends into mild mental 
retardation, and some individuals have an IQ within the 
normal range. Molecular genetic and biological tech-
niques are beginning to make it possible to understand 
why such variation occurs, although knowledge to date 
is extremely limited (Handen, 2007).

Single-Gene Conditions
Other syndromes aff ecting intelligence and cognitive 
functioning can result from genetically based metabolic 
defects, known as inborn errors of metabolism. Such de-
fects cause excesses or shortages of certain chemicals 
that are necessary during particular stages of develop-
ment. Inborn errors of metabolism account for 3% to 7% 
of cases of severe mental retardation (Antshel & Arnold, 
2007).
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comes associated with all levels of prenatal alcohol ex-
posure (Manning & Hoyme, 2007). Even small amounts 
of prenatal alcohol may have negative eff ects on growth 
and intellectual abilities. For example, signifi cant defi -
cits in physical development were found among adoles-
cents with prenatal alcohol exposure when mothers had 
less than one drink per day (Day et al., 2002).

Th e most extreme form of FASD is fetal alcohol 
syndrome, considered to be a leading known cause of 
mental retardation because of its clear link to intellec-
tual impairment. Fetal alcohol syndrome is estimated 
to occur in about 1 to 7 per 1,000 live births (Centers 

for Disease Control and Prevention, 2005), although it is 
considered grossly underdiagnosed and may be as high 
as 10 to 40 per 1,000 live births (Niccols, 2007). Alarm-
ingly, the incidence of this disorder is about 4 times 
higher among African Americans and 16 times higher 
for Native Americans when compared with majority 
populations (MMWR, 2002). Despite over two decades 
of public health warnings about abstaining from alcohol 
immediately before and during pregnancy, fetal alcohol 
spectrum disorders have not declined, most likely be-
cause women at greatest risk are not heeding such warn-
ings (Manning & Hoyme, 2007).

Characteristics of children with fetal alcohol syndrome include skin folds at the corner of the eye, low nasal bridge, short 
nose, groove between nose and upper lip, small head circumference, small eye opening, small mid-face, and thin 
upper lip.

Characteristic facial features in children of diff erent ethnicities with fetal alcohol spectrum disorders. (A) Child of Northern 
European descent. (B) Native American child. (C) Black child. (D) Biracial child (white, black). Reprinted from Wattendorf & 
Muenke (2005). 
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Fetal alcohol syndrome is characterized by central 
nervous system (CNS) dysfunction, abnormalities in 
facial features, and growth retardation below the 10th 
percentile. Th e mechanism that causes the abnormali-
ties is not clear but is believed to involve the teratogenic 
(damage to fetal development) eff ects of alcohol on the 
development of the central nervous system, and the re-
lated damage from metabolic and nutritional problems 
associated with alcoholism (Niccols, 2007). On average, 
for children and youths with this disorder, their IQ is 
in the mild range of mental retardation (Streissguth, 
2007). In addition to intellectual defi cits, they oft en 
have long-term diffi  culties that resemble ADHD, includ-
ing attention defi cits, poor impulse control, and serious 
behavior problems, which oft en persist into adulthood 
(Manning & Hoyme, 2007).

Several teratogens other than alcohol are known to 
increase the risk of mental retardation because of their 
eff ect on central nervous system development. Viral in-
fections, such as rubella (German measles), contracted 
by the mother during the fi rst 3 months of pregnancy 
can cause severe defects in the fetus. However, immuni-
zation has virtually eliminated this cause of retardation 
in most developed countries. Syphilis, scarlet fever, tu-
berculosis of the nervous system, degenerative diseases 
of the nerves, and sometimes measles and mumps can 
lead to mental retardation. It also can be caused by X-
rays, certain drugs taken by the mother during preg-
nancy, mechanical pressure on the child’s head during 
birth, lack of oxygen due to delays in breathing at birth, 
poisons such as lead and carbon monoxide, and tumors 
and cysts in the head (Hodapp & Dykens, 2003). In es-
sence, any biochemical or infectious substance that can-
not be destroyed or regulated by the mother’s immune 
system or regulatory system can pose a risk to fetal de-
velopment and, in turn, intellectual ability.

Social and Psychological Dimensions

Th e fi nal group of factors that cause mental retardation, 
or occur in association with it, is perhaps the least un-
derstood and most diverse. Broadly defi ned, these fac-
tors include many environmental infl uences, such as de-
prived physical and emotional care and stimulation of 
the infant, and other mental disorders that are oft en ac-
companied by mental retardation, such as autistic dis-
order. Together these events account for about 15% to 
20% of mental retardation (APA, 2000). Although quite 
broad in scope, these infl uences are largely indirect and 
unproven because they oft en are embedded in diff er-
ent layers and degrees of individual and family circum-
stances. In this section, we focus on the role of the care-
givers and the family in supporting the development of 
a child with mental retardation, as well as the stress and 

challenges that may interfere with this role. Parental de-
viance, such as abuse or neglect, and how it can aff ect 
intellectual and behavioral development is discussed in 
greater detail in Chapter 14.

Parents not only provide their children with their 
genes, but also provide the child-rearing environment 
and atmosphere that serve to direct and shape the child’s 
psychological development right from the beginning. 
Consider the comments by the father of a young child 
with Down syndrome, who had to learn how to ask for 
proper assistance and to connect with other families of 
Down syndrome children:

I will never forget when the nurse told us how much these 
children can achieve. Her advice to contact a local asso-
ciation for children with Down syndrome was an impor-
tant beginning. Other parents at the association helped 
me understand that Down syndrome was a chromosomal 
aberration and not a disease, and [gave advice on] how 
to look for help. My son was hardly a month old when he 
began physiotherapy to help him learn and interact with 
others. Jake is 3 years old now and he is full of life. He 
walks, repeats several words, and understands directions. 
(Adapted from Martin, 1995)

How do families who have a child with mental retar-
dation contribute to the child’s healthy development or, 
alternatively, to his or her decline? Th e fi eld of mental re-
tardation in recent years has shown a major change in how 
this question is addressed. Rather than focusing only on 
the family’s negative infl uence, researchers are interested 
in learning more about the successful ways some fami-
lies cope with the additional stress and demands of rais-
ing a child with mental retardation. As is the case when 
dealing with other stressors, individual members and 
the family unit can be aff ected negatively as well as posi-
tively, such as when a couple is brought closer together by 
caring for a diffi  cult child (Hodapp, 2007).

One way parents adapt successfully to a child with 
special needs is to use social supports and community 
resources, although individual preferences regarding 
type of support may vary, and supports that help moth-
ers may not help fathers. Mothers oft en are concerned 
about how raising a child with mental retardation may 
aff ect their personal relationships with their husbands, 
and about the restrictions the child’s care may place on 
their role in the family, whereas fathers worry about not 
feeling close to the child (Krauss, 1993). Th us, mothers 
and fathers diff er in how they understand and relate to 
the child with mental retardation, the aspects of raising 
the child they see as stressful, and the factors that best 
alleviate stress (Weinger, 1999).

An understanding of the social and independent 
functioning of young people with Down syndrome 
has helped us understand the factors that aff ect their 
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 adjustment to community living. Not surprisingly, early 
cognitive development is a strong predictor of develop-
mental progress and self-suffi  ciency among such chil-
dren, as shown in areas such as language (Roberts et al., 
2007). However, family factors are also important, par-
ticularly mothers’ strategies for coping with their chil-
dren’s problems and the families’ level of social support.

section summary
Causes
• The two-group approach emphasizes the important etio-

logical diff erences between organic and cultural–familial 
causes of mental retardation.

• Causes of organic forms include genetic and constitu-
tional factors, such as chromosome abnormalities, single 
gene conditions, and neurobiological infl uences.

• Suspected causes of cultural–familial forms include 
economic deprivation and genetic inheritance of 
intelligence.

• Social and psychological causes of mental retardation in-
clude diverse environmental infl uences, and focus partic-
ularly on the quality of physical and emotional care and 
stimulation of the infant and small child.

Prevention, Education, 
and Treatment

We plead for those who cannot plead for themselves.

—Motto of Highgate, the fi rst public institution for 
persons with mental retardation, established in London, 

England, October 1847.

As we turn our discussion toward treatment methods for 
children with mental retardation, consider for a moment 
how you would apply your knowledge of psychologi-
cal and educational treatments to best assist a child like 
Vanessa or Matthew. Would you start with Matthew’s 
behavior problems and try to get them under control 
fi rst, and then teach him other skills? Would Vanessa 
likely benefi t from individualized treatment that em-
phasizes gradual speech training and self-help skills?

As is true for several other disorders we have dis-
cussed, such as ADHD and some types of conduct dis-
orders, the primary presenting problems—in this case, 
intellectual retardation and limited adaptive abilities—
are chronic conditions that pose limitations across many 
important areas of development. Consequently, pro-
grams oft en must be designed to fi t the educational and 
developmental levels of each individual child even more 
so than, say, treatment programs for children with be-

havior or anxiety problems. It is useful to begin this task 
with an overview of major environmental and individ-
ual characteristics that may increase the risk of adjust-
ment problems, or serve to protect the child from such 
problems.

A child’s overall adjustment is a function of paren-
tal participation, family resources, and social supports 
(on the environmental side), combined with his or her 
level of intellectual functioning, basic temperament, and 
other specifi c defi cits (on the individual side). Treatment 
can be designed to build on the child’s existing resources 
and strengths in an eff ort to bolster particular skill ar-
eas or learning abilities. In other words, it is not neces-
sary to focus attention primarily on what the child lacks, 
but rather on how best to match teaching and therapeu-
tic methods to the child’s own levels and abilities to ac-
complish realistic, practical goals. Th us, treatment and 
education for children with mental retardation involves 
a multicomponent, integrated strategy that considers 
children’s needs within the context of their individual 
development, their family or institutional setting, and 
their community.

Th e severity of mental retardation can be prevented 
or reduced in some instances by taking proper precau-
tions. Th erefore, we begin this section by discussing cur-
rent health care practices involving parental education 
and prenatal screening. Th ese procedures, implemented 
in many communities, are designed to inform parents of 
proper prenatal care and risks, and to detect abnormal 
fetal development. We then turn to psychosocial treat-
ments for children with mental retardation and their 
families, which have become a common part of many 
treatment and education plans. In short, treatment fo-
cuses on teaching the child necessary skills and abilities, 
such as language, personal care and hygiene, and social 
skills, as well as teaching skills and providing supports 
to parents and other caregivers.

Psychopharmacological interventions for children 
and adults with intellectual disabilities have been hin-
dered by both professional and public perceptions that 
psychotropic drugs are used to control behavior, a view 
based on unfortunate and inappropriate use in the past 
and on the drugs’ major side eff ects (Aman & Rama-
dan, 2007). Although many newer classes of compounds 
that reduce unpleasant side eff ects have become avail-
able over the past decade, these compounds have not 
been systematically studied in treating people with men-
tal retardation. Nevertheless, drug treatment is benefi -
cial in some cases. As with other childhood disorders, 
drug treatment can be targeted at desirable changes 
in specifi c behaviors or dimensions, such as compul-
sions, aggression, or self-injury, rather than at treat-
ing the underlying disorder itself (Aman & Ramadan, 
2007).
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Prenatal Education and Screening

One of the best opportunities to promote healthy child 
outcomes occurs during prenatal development (Hod-
app & Burack, 2006). Although not all forms of mental 
retardation can be prevented prenatally, many debilitat-
ing forms related to fetal alcohol syndrome, lead poison-
ing, or rubella easily can be prevented if proper precau-
tions are taken. A much larger number of children are 
aff ected by prenatal education and health care if one in-
cludes not only the prevention of specifi c risks, but also 
the promotion of proper child care, especially during 
the child’s fi rst 2 years.

Not too long ago, a pregnant woman would have 
seen her doctor for several visits prior to childbirth, and 
may have gained additional knowledge through reading 
and from family members. At that time, the focus was 
largely on the medical needs of the pregnancy, with little 
opportunity to consider what it means to raise a child 
and to prepare for the added stress and complexity that 
child care involves.

Today, almost all communities have prenatal pro-
grams for parents, and fathers have taken on a much 
larger role as well. Parents are provided with informa-
tion about the diff erent periods of fetal development, 
and are cautioned about the use of alcohol, tobacco, non-
prescribed drugs, and caff eine during pregnancy. Th ese 
programs, oft en run by public health nurses, commu-
nity colleges, churches, and other community organi-
zations, have fi lled much of the gap in services between 
basic medical care and basic child care that parents need 
prior to the birth of a baby. Th e stresses of childbirth 
and postnatal adjustment are described, with oppor-
tunities for parents to consider the additional supports 
they may need and the changes they may need to make 
to ensure the child’s health and safety. Many programs 
also include discussion of children with special needs, 
so that parents are not left  feeling confused and alone 
(Ramey et al., 2007).

In providing these important prenatal services, there 
is an increasing multicultural focus that sensitively and 
appropriately considers the cultural background of the 
recipients (Coates & Vietze, 1996). We now recognize 
that family members make choices based on cultural in-
fl uences. To be of most help, prenatal and postnatal ser-
vices must be culturally diverse and culturally sensitive. 
Meeting this goal involves working with informal sup-
port and assistance networks, such as churches, com-
munity and spiritual leaders, and community organiza-
tions, in ways that extend self-determination. Prenatal 
programs are increasingly breaking away from a set cur-
riculum and are being modifi ed to establish a better fi t 
with each cultural group or community—for example, 
by providing information on ways to access health care 

and family services for persons with limited transporta-
tion, limited income, and so forth.

Prenatal screening constitutes a particular form of 
genetic screening that is used to determine whether a fe-
tus has a genetic abnormality, such as Down syndrome, 
that would lead to a seriously handicapping condition. 
Ultrasound scanning can detect many conditions as-
sociated with physical defects, and testing of amniotic 
fl uid during fetal development assists the prenatal di-
agnosis of chromosomal abnormalities and genetic dis-
eases identifi able at the DNA level (Roizen & Patterson, 
2003). Th e next decade probably will see substantial ad-
vances in genetic screening, which will allow for much 
greater precision in genetic counseling. For example, 
there is hope new molecular genetic techniques will re-
place invasive techniques such as amniocentesis, and 
will allow for quicker diagnosis of a broad range of ge-
netic disorders (Twisk et al., 2007). Ethical and practi-
cal guidelines fi rst must be developed, however, because 
there is a fundamental diff erence between using genetic 
information to prevent an illness or disease and altering 
genetic material to promote desired (or get rid of unde-
sired) personal characteristics.

Psychosocial Treatments

Th e fi rst psychosocial treatment we consider involves in-
tensive, broad-ranging, early-intervention services for 
families with young children that are designed to reduce 
risk factors and promote healthy child development. Al-
though expensive to deliver, these services are proving to 
be of considerable benefi t to children and families over 
the long term, and they accomplish a great deal more 
than merely reducing intellectual defi cits. We then take 
a close look at the existing educational and therapeutic 
methods that have successfully benefi ted children with 
various levels of mental retardation. We discuss the ap-
plication of behavioral, cognitive–behavioral, and fami-
ly-oriented interventions, with an emphasis on the task 
of integrating known treatments that best match the dif-
ferent needs of these children.

As a prelude to the discussion of psychosocial treat-
ments, we acknowledge the importance of community-
based activities that off er people with disabilities a choice 
of ways to develop their interpersonal and practical skills 
and self-confi dence. Studies fi nd that athletes who partici-
pate in Special Olympics score higher on measures of so-
cial competence and have more positive self-perceptions 
than non-athlete comparisons (Special Olympics, 2007).

Early Intervention
For over 25 years, the involvement of caregivers and 
other adults in intensive, child-focused activities from 
an early point in time has been one of the most prom-

W4871.indb   293W4871.indb   293 9/19/08   11:13:15 AM9/19/08   11:13:15 AM



294 PART 4 Developmental and Learning Disorders

ising methods for enhancing the intellectual and social 
skills of young children with developmental disabilities, 
including children with intellectual disability, learn-
ing disabilities, and lack of environmental stimulation 
(Blair & Wahlsten, 2002). Many of these children would 
be described as disadvantaged or high-risk, synonymous 
terms referring to family circumstances such as low in-
come, insuffi  cient health care, poor housing, child char-
acteristics such as low IQ, poor adaptive abilities, physi-
cal or health disabilities, or a combination of both. Early 
educational intervention consists of systematic eff orts 
to provide high-risk children with supplemental educa-
tional experiences before they enter school, and the in-
tervention frequently includes other family and child 
services.

One of the more successful examples of an early edu-
cational intervention is the Carolina Abecedarian proj-
ect (Ramey et al., 2007). Th e intervention is off ered to 
children of poor families, who are provided with en-
riched environments from early infancy through pre-
school years. In follow-up studies of over 100 children, 
results showed that by age 2, test scores of children in the 
enrichment group were already higher than test scores 
of children in control groups, and they remained some 
5 points higher at age 15, 10 years aft er the end of the 
program. At age 15, members of the treated group were 
less likely to score in the mentally retarded or low-nor-
mal range of intellectual functioning. Th e enrichment 
group also outperformed the control groups in academic 
achievement through 10 years in school for both read-
ing and mathematics, and there were fewer instances 
of grade retention or special education classes (Ramey 
et al., 1999, 2000). By young adulthood, those who re-
ceived the intervention had better educational attain-
ment and fewer problem behaviors (Campbell, Ramey, 
Pungello, Sparling, & Miller-Johnson, 2002).

Based on these and related fi ndings, the optimal tim-
ing for intervention appears to be during the preschool 
years (Hodapp & Burack, 2006). Early education pro-
grams such as the Abecedarian project are highly rele-
vant to the issue of environmental eff ects in mental re-
tardation, because they involve children from socially 
disadvantaged backgrounds, who have a much higher 
risk of retardation. Although the programs clearly are 
eff ective, the lasting benefi ts depend on the stability 
and continuation of environmental changes that foster 
healthy child development. Box 9.3 off ers a set of prac-
tical recommendations for enhancing children’s lives 
through early intervention.

Dan’s mother added some additional ideas, based on 
her own experiences:

Be creative. He learns by repetition, so the more closely 
you follow the “house” system and coordinate all the 

A  C L O S E R  L O O K

B O X  9 . 3   Practical Recommendations 
for Enhancing Children’s Lives 
Through Early Intervention

• Encouragement of exploration. Children are encouraged 
by adults to explore and gather information about their 
environments.

• Mentoring in basic skills. A trusted, familiar adult teaches 
children basic cognitive skills such as labeling, sorting, 
sequencing, and comparing.

• Celebration of developmental advances. Family and oth-
ers who know the child celebrate and reinforce each of 
the child’s accomplishments.

• Guided rehearsal and extension of new skills. Responsi-
ble others assist the child in rehearsing and extending 
newly acquired skills.

• Protection from harmful displays of disapproval, teasing,
or punishment. Constructive criticism and negative con-
sequences for unacceptable behaviors are used.

• A rich and responsive language environment. Adults pro-
vide a predictable and understandable environment 
for communication. Spoken and written language are 
used to convey information, provide social awards, and 
encourage the learning of new material and skills.

Source: C. T. Ramey and S. L. Ramey (1992)

topics of all the classes, the easier he and the other stu-
dents can learn. He can learn spelling words of items he 
touches in science lab. He can learn history related to his 
library book of the week. Combine the lesson plans to 
touch all phases of the subject.

Behavioral Treatments
As noted earlier, for many years the mode for dealing 
with problems faced by persons with mental retardation 
was to isolate them from society by placing them in in-
stitutions or separate schools, a practice that curtailed 
their ability to interact with typically developing peers. 
Behavioral interventions fi rst emerged in the context of 
these restricted settings, and were initially seen primar-
ily as a means to control or redirect negative behaviors, 
such as aggression or self-injurious behavior.

Th rough the eff orts of concerned behavior thera-
pists, important principles were established concerning 
the implementation of behavioral methods with chil-
dren and other persons who are unable to provide fully-
informed consent. Th e Association for Behavior Analy-
sis (ABA) Task Force stipulated that each individual has 
the right to the least-restrictive eff ective treatment, as 
well as a right to treatment that results in safe and mean-
ingful behavior change (Van Houten et al., 1988). Th ese 
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eff orts, coupled with continued input from parents and 
educators, led to a greater emphasis on positive meth-
ods for teaching basic academic and social skills in both 
schools and communities to help children and adoles-
cents with mental retardation adapt in the most normal 
fashion (Gardner, Graeber-Whalen, & Ford, 2001).

Vanessa’s treatment plan typifi es how several impor-
tant behavioral methods are successfully applied. Lan-
guage training oft en is considered a fundamental start-
ing point for teaching more advanced skills to children 
with mental retardation, and behavioral methods are 
well suited for this purpose (Matson et al., 2007). Th e 
plan developed for Vanessa off ers a useful example of 
how these methods are applied. Vanessa participated in 
one-to-one therapy sessions during which she was rein-
forced (by edibles and praise) for emitting sounds that 
imitated the therapist’s sounds. Th e speech therapist 
used a shaping procedure that began by forming a list 
of responses (such as “ge,” “ga,” “oh”) that were progres-
sively more similar to the target response (in this case, 
the word go). Aft er Vanessa mastered the fi rst sound, she 
was reinforced only for attempts at the next sound on 
the list, and so on, until the desired sound or word was 
gradually shaped.

To encourage her speech sounds and simple words 
to become functional speech and language, the therapist 
taught Vanessa to imitate the names of pictures shown 
to her. If she said the name of the picture, such as “dog,” 
within a few seconds, she received social rewards and, if 
necessary, tangible rewards such as candy. As Vanessa 
became more adept at naming the pictures, the therapist 
began to use some of the trained words in response to 
questions he would pose, such as “What is this?” Gradu-
ally, Vanessa’s mother and father were brought into the 
sessions with the therapist to begin asking her similar 
questions and promoting her use of functional speech. 
As her speech grew, new words and short sentences were 
introduced—ones that would be of most use to Vanessa 
on a daily basis at home, at the cafeteria, and when ask-
ing to use the bathroom.

Vanessa’s behavior during mealtimes also presented 
considerable problems for her parents. She had diffi  culty 
getting food onto her fork or spoon, so her parents were 
taught to use simple methods of modeling and gradu-
ated guidance to assist. Aft er demonstrating how to hold 
a spoon, they would show her how to pick up her food 
and bring it to her mouth. Th ey carefully demonstrated 
each step involved, from dipping the spoon to placing it 
in the mouth, each time praising her for her attempts. 
As required, they would guide her hand to show her how 
each step was done.

Unfortunately, without much warning, Vanessa 
would sometimes throw or spit her food, so her par-
ents were also taught how to respond to such outbursts. 

Social and sports events are an important way of fostering 
independence, social competence, and self-esteem in per-
sons with mental retardation.
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Th eir fi rst attempt to stop this problem was to remove 
her food for half a minute or so. If this tactic did not 
settle the behavior, or if she became more aggressive, 
they used time out from reinforcement. Th ey provided a 
short reprimand (“Don’t throw food!”) and told her why 
she was in timeout. Without ceremony, they turned her 
chair into the corner for about a minute. At the fi rst sign 
of settling her behavior, they turned Vanessa around in 
her chair to face them and returned to a positive, guided 
method of helping her to learn to feed herself.

In addition to their training in basic skills to pro-
mote language and readiness to learn, many older chil-
dren and adolescents with mental retardation benefi t 
from training in specifi c social skills to promote their 
integration into regular classrooms and other activi-
ties. As mentioned previously, individuals with mental 
retardation have various degrees of diffi  culty in com-
munication, self-control, anger management, correct 
recognition and labeling of aff ect in others, social prob-
lem-solving, and a host of other interpersonal limita-
tions (Matson et al., 2007).

Tailored to each student’s individual needs, so-
cial skills training uses positive reinforcement strate-
gies to teach and reward important interpersonal skills 
such as smiling, sharing, asking for help, attending, tak-
ing turns, following directions, and solving problems 
(Kemp & Carter, 2002). Nondisabled peers also can be 
taught eff ective ways to increase opportunities for so-
cial interaction of children with mental  retardation, 
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a method known as social network intervention. Th is 
method is successful in increasing the quantity and 
quality of interactions between children with disabilities 
and their nondisabled peers, and it promotes the devel-
opment of friendships.

Cognitive–Behavioral Therapy
Th e same theories that led to the development of cogni-
tive therapy techniques for children with other types of 
learning and behavior problems generally apply to chil-
dren with mental retardation as well. Th ese methods are 
most eff ective for children with some receptive and ex-
pressive language skills, like the skills Vanessa acquired 
aft er careful and prolonged training through the use of 
visual and physical prompts. Once children are able to 
follow adult verbal directives and to verbally describe 
their own actions, they are in a position to benefi t from 
verbal self-regulation training programs (Cobb, Sam-
ple, Alwell, & Johns, 2006). Self-instructional training is 
most benefi cial for children who have developed some 
language profi ciency but still have diffi  culty under-
standing and following directions. Self-instructional 
training teaches children to use verbal cues to process 
information, which initially are taught by the therapist 
or teacher, to keep themselves on task (“I’m not gonna 
look. I’m gonna keep working.”) and to remind them-
selves of how to approach a new task (“What do I have to 
do here? First, I have to . . . ”).

Education of children with mental retardation has 
been plagued by the fact that specifi c cognitive skills 
can be taught, yet children oft en lack the higher-order 
 (meta-cognitive) capabilities to apply these skills in new 
situations. Children with intellectual disabilities use 
fewer, simpler, and more passive cognitive strategies in 
memory and learning task situations than do children 
without such disabilities (Gardner et al., 2001). Th ere-
fore, instructional methods developed to assist the av-
erage or above-average learner are oft en ineff ective. 
Coupled with this concern is the continued reliance 
on verbal instruction to teach behavioral and cognitive 
skills to normal and exceptional children.

Language problems may require verbal instructional 
techniques to be replaced by methods that capitalize on 
a particular child’s strongest learning channels. Th ese 
methods oft en rely less on verbal, symbolic represen-
tation and more on perceptual, visually oriented tech-
niques such as modeling and picture cuing.

Specifi c learning techniques also can be used to im-
prove memory and learning. Metacognitive training 
(also known as executive function training) has ex-
panded the value of specifi c self-management skills by 
coordinating these skills across learning situations. For 
example, in addition to being taught various basic math 
skills, students learn to identify the type of math problem 

they confront, and then to choose the appropriate strat-
egy for solving the problem. Th e goal of this training is, 
fi rst, to teach the child to be strategical—to use cognitive 
strategies—and then to be metastrategical—to make dis-
criminations regarding how to apply diff erent strategies 
in diff erent situations. Th is method has been success-
ful in teaching children with intellectual impairments a 
range of adaptive skills, such as math and language (Hay, 
Elias, Fielding-Barnsley, Homel, & Freiberg, 2007).

Family-Oriented Strategies
Th e presence in the family of a child with mental retar-
dation is a challenge but not an insurmountable prob-
lem. Families are central to the development of any 
child, but for families of a child with mental retardation, 
child care involves an expanded commitment of time, 
energy, and skills. Th e needs of the child oft en dictate 
that family members participate in various community 
services and educational systems with which they may 
be quite unfamiliar. In the end, the majority of parents 
of children with mental retardation come to see their 
child as a positive contributor to their family and quality 
of life, although the family experiences a higher-than-
average level of stress and parental depressive symptoms 
(Hodapp, 2007; Weinger, 1999). Th is view of the child 
as a positive contributor is reassuring, given the fi nding 
that individual services provided for the child are usu-
ally more eff ective when family members are active par-
ticipants (Gardner et al., 2001).

What exactly do the parents of a child with mental 
retardation need to be most eff ective? Family members 
need support and guidance, access to necessary ser-
vices, opportunities for a short caregiving break such as 
a weekend, and the availability of goal-oriented coun-
seling to cope with the practical diffi  culties of demand-
ing caregiving tasks, sleep disruption, marital discord, 
and restricted leisure and social opportunities. Short-
term, problem-focused behavior therapy for the par-
ents is one of the most successful approaches (Bagner & 
Eyberg, 2007). Each family’s treatment goals are devel-
oped individually; then parents are provided with solu-
tions matched to their needs. For example, parents may 
be taught assertiveness skills or behavior management 
techniques (discussed in the next section). In some in-
stances, the solutions involve obtaining new resources 
from teachers or day-care staff  or from neighbors and 
extended family.

Parent training has been widely used to assist par-
ents of children with mental retardation. As opposed to 
the focus of many other applications of parent training, 
when the child has mental retardation the primary focus 
on behavior change is skill acquisition rather than be-
havior problem reduction (Bagner & Eyberg, 2007). Th e 
parents’ roles as primary teachers oft en continue well 
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past the normal childhood years, so parent training of-
ten entails a relevant focus on development to prepare 
the family to tackle each new challenge.

Th ere are three critical, but not exclusive, periods 
during the family life cycle in which parent training and 
family counseling are most benefi cial. Th e fi rst occurs 
during the child’s infancy and toddlerhood, when par-
ents are coming to terms with the child’s disability and 
may need assistance in learning ways to provide ade-
quate stimulation of early language formation and simi-
lar developmental skills. A second critical time is during 
the preschool and school years, when parents oft en want 
to know more about the best way to teach their child ba-
sic academic and social skills. Intensive programs, which 
demand a considerable amount of the parents’ time, are 
usually best suited for the preschool years when the fam-
ily is most focused on child developmental issues (Brown 
et al., 2008). Finally, parental concerns reemerge during 
the child’s emergence into young adulthood. At this age, 
the child is no longer eligible for funded schooling, and 
new issues of housing, employment, relationships, and 
fi nancial planning associated with independent living 
become concerns (Bagner & Eyberg, 2007).

Some children and adolescents with mental retarda-
tion benefi t from residential care, or out-of-home place-
ment, which also carries with it unique responsibilities 
of family members. Residential care services are seldom 
a full replacement for the love and attention of the fam-
ily, yet they may be necessary and benefi cial under some 
circumstances, such as aggressive behavior of the child 
or the need for specialized language or social skills train-
ing that cannot be provided adequately in the home or 
regular school setting. Residential care may range from 
part-time care, when the child returns home each eve-
ning or weekend, to full-time care, when home visits are 
less frequent. Some residential programs may serve only 
a few children at a time, much like a group home; oth-
ers may be large, multidisciplinary tertiary care facilities 
serving persons of all ages with various disabilities.

Whether the child or adolescent with mental retar-
dation lives at home or in a community residential set-

ting, he or she is likely to attend a regular school, at least 
for a part of each day. Th e inclusion movement calls 
for integration of individuals with disabilities in regu-
lar classroom settings, regardless of the severity of the 
disability. Th e school curriculum must be adaptable to 
meet the individual needs and abilities of children with 
mental retardation. For example, because children with 
Down syndrome oft en have strong visual short-term 
memories, a visually based approach to teach them how 
to read has been determined more eff ective than tra-
ditional phonetic approaches (Hodapp & Desjardin, 
2002). Furthermore, this movement has raised anew the 
issue of how persons with disabilities are perceived and 
treated by professionals and peers.

Regardless of the structure of the residential pro-
gram, research has determined that family involvement 
plays a critical role in children’s adaptation to and ben-
efi t from such settings. Facilities that off er ways to pro-
mote family involvement, such as weekend visits and 
participation in classroom activities, strengthen the im-
portant attachment between children with mental retar-
dation and their families (Grant, Ramcharan, & Flynn, 
2007). Because one goal of residential care is oft en to en-
able the child to live at home or in a family-like commu-
nity setting, eff orts to maintain family involvement are 
invaluable.

section summary
Prevention, Education, and Treatment
• Intervention eff orts are most successful when off ered 

at the earliest point in time, especially through the pre-
school years.

• Interventions for children with mental retardation are 
matched to the child’s individual needs and abilities, and 
are integrated with the family, school, and community.

• Successful interventions often include behaviorally based 
training and educational components that teach specifi c 
skills and reduce undesired behavior.
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Prevention, Education, and Treatment 297

W4871.indb   297W4871.indb   297 9/19/08   11:13:16 AM9/19/08   11:13:16 AM



298 PART 4 Developmental and Learning Disorders
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Supplement your review of this chapter by going to the 
book’s companion website, where you can take tutorial 
quizzes, use fl ash cards to master key terms, follow live links 
to useful websites, and explore the other study resources 
you’ll fi nd there.

CengageNOW is an easy-to-use resource that helps you 
study in less time to get the grade you want. An online study 
system, CengageNOW* gives you the option of taking a di-
agnostic pre-test for each chapter. The system uses the re-
sults of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 
corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.
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10 Autism Spectrum Disorders 

and Childhood-Onset 

Schizophrenia

It wasn’t just that she didn’t understand language. She didn’t seem to be aware of 
her surroundings. She wasn’t fi guring out how her world worked, learning about 
keys that fi t into doors, lamps that turned off  because you pressed a switch, milk 
that lived in the refrigerator . . . If she was focusing on anything, it was on minute 
particles of dust or hair that she now picked up from the rug, to study with intense 
concentration. Worse, she didn’t seem to be picking up anyone’s feelings.

—From Maurice (1993a)
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Autism Spectrum Disorders
Th e compelling description that begins this chapter, 
from a mother talking about her 2-year-old daughter, of-
fers a fi rst glimpse into the mystery of autism, perhaps 
the most captivating and telling of all childhood disor-
ders. Autism spectrum disorders or autism are severe 
developmental disorders characterized by abnormalities 
in social functioning, language and communication, and 
unusual behaviors and interests. Autism touches every 
aspect of the child’s interaction with his or her world, 
involves many parts of the brain, and undermines the 
traits that make us human—our social responsiveness, 
ability to communicate, and feelings for other people.

Description and History

Imagine yourself the parent of an infant or toddler who 
won’t cuddle, look into your eyes, or respond to your af-
fection or touching. Unlike other children who are so-
cial beings from the start, your child doesn’t seem to 
form a loving relationship with you as you interact with 
him. In fact, he seems incapable of forming a normal re-
lationship or communicating with anyone. As he grows 
older, he rarely speaks. When he does speak, he talks in 
unusual ways, for example, by parroting what you say 
to him or blurting out seemingly meaningless phrases, 
such as “dinosaurs don’t cry.” Your child doesn’t use fa-
cial expressions or gestures to communicate his needs 
or to tell you how he feels—no smiles, no nods, no head 
shakes, no holding up toys for you to look at. Nor does 
he seem to understand the smiling faces that you and 
others make as you try to engage him socially. Your 
child shows little interest in sharing pride or pleasure 
with you or anyone else. Over the fi rst few years of life, 
he becomes more and more isolated, caught up in his 
own little world of rituals and interests, which when in-
terrupted, cause him to become extremely upset. Some-
thing is seriously wrong.

Autism spectrum disorders include several pervasive 
developmental disorders (PDDs), all characterized by 
signifi cant impairments in social and communication 
skills and by stereotyped patterns of interests and be-
haviors (Johnson, Myers, and the Council on Children 
with Disabilities, 2007). Th ese disorders include Autistic 
Disorder, Asperger’s Disorder, and Pervasive Develop-
mental Disorder, Not Otherwise Specifi ed (PDD-NOS). 
We devote most of this chapter to these disorders be-
cause they are the ones most commonly studied on the 
autism spectrum. In addition, two rare disorders are in-
cluded under the current category of Pervasive Develop-
mental Disorders: Rett’s Disorder and Childhood Dis-
integrative Disorder. As we shall see, autism is not one 
thing. Children with this disorder vary widely in the 

Children with autism behave in unusual and frequently 
puzzling ways.
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form, pervasiveness, and severity of their symptoms and 
abilities. Although childhood-onset schizophrenia is not 
on the autism spectrum, we conclude the chapter with 
a separate section about this disorder. For most of the 
20th century, autism and childhood-onset schizophre-
nia were mistakenly thought of as a single condition, 
but it is now clear that they are distinct disorders, with 
diff erent family histories, outcomes, and associated fea-
tures (R. Asarnow & Kernan, 2008).

Most everyone has seen or heard the frequent me-
dia messages about autism. Although interest in autism 
is at an all-time high, ancient myths suggest that chil-
dren with autism have been around for centuries. For 
example, stories of elfi n children, left  in the place of real 
human babies who were stolen away by the “little peo-
ple,” describe these “changelings” as strange and remote, 
much like a child with autism (Wing & Potter, 2002). Th e 
factual history of autism begins in 1943, when psychia-
trist Dr. Leo Kanner described 11 children who, in the 
fi rst few years of life, withdrew into shells, disregarded 
people for objects, avoided eye contact, lacked social 
awareness, had limited or no language, and displayed 
stereotyped motor activities. Th ey also exhibited preser-
vation of sameness, which is an anxious and obsessive 
insistence on the maintenance of sameness in daily rou-
tines and activities, which no one but the child may dis-
rupt. Th eir parents described them as “acting as if people 
weren’t there” and “oblivious to everything around him” 
(Kanner, 1943, p. 242). Around the same time, Dr. Hans 
Asperger, an Austrian doctor, described a milder form 
of this disorder that became known as Asperger’s dis-
order (Asperger, 1944). Because of the intense interests 
of the children he studied and their lengthy descriptions 
of these interests, he compared them to “absent-minded 
professors.” Interestingly, Dr. Asperger’s own preoccu-
pations, interests, and social aloofness suggest that he 
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may himself have been on the autism spectrum (Lyons & 
Fitzgerald, 2007).

Kanner (1943, 1944) called this disorder early infan-
tile autism (autism literally means “within oneself”). 
Th ere is, said Kanner, “an extreme autistic aloneness 
that, whenever possible, disregards, ignores, shuts out 
anything that comes to the child from outside” (p. 242). 
He described the parents of the children he observed as 
highly intelligent and obsessive people who were cold, 
mechanical, and detached in their relationships—called 
the “refrigerator parent.” Although he clearly saw autism 
as an inborn defi cit, he also planted the seeds for the psy-
choanalytic view that “the precipitating factor in infan-
tile autism is the parent’s wish that his child should not 
exist” (Bettelheim, 1967, p. 125). However, this early view 
that autism resulted from a child’s defensive withdrawal 
from an intellectual, coldhearted, and hostile parent has 
found no support (Rutter, 1999). Children with autism 
have not withdrawn from reality because of a mental dis-
order—rather, they have failed to enter reality because of 
widespread and serious disturbances in their develop-
ment (Rutter, 1991a). Autism is now recognized as a bio-
logically based lifelong developmental disability that is 
present in the fi rst few years of life (Rutter, 2000).

Children with autism behave in unusual and fre-
quently puzzling ways. Th ey may squeal with excitement 
at the sight or sound of a wheel spinning on a toy car, yet 
ignore or have a full-blown tantrum if someone attempts 
to play with them. At times they may look through you 
as if you are a pane of glass, but other times stare directly 
into your face or tug on your arm to lead you to some-
thing they want. When you speak to a child with autism, 
she may act as if she is deaf, but then quickly turn in the 
direction of the faint crinkling sound of a candy wrap-
per in another room.

Some children with autism display extreme fear or 
avoidance of noisy or moving objects, such as running 
water, swings, elevators, battery-operated toys, or even 
the wind. One child was so afraid of a vacuum cleaner 
that he would not go anywhere near the closet where it 
was kept. When someone used it in the house, he ran to 
the garage and covered his ears with his hands. Yet the 
same child was oblivious to the sounds of traffi  c roar-
ing by him on a dangerous freeway. Although children 
with autism fear many things, they are also attracted to 
and preoccupied with other objects and activities—for 
example, a rotating fan or a fl ickering light. Th ese chil-
dren oft en develop unusual attachments or reactions to 
odd objects, such as a rubber band, a piece of sandpaper, 
or a string.

Other children with autism may have extraordinary 
perceptual abilities—for example, identifying the brand 
of a vacuum cleaner by its sound alone. Th ese percep-
tual abilities may result in distress in response to minor 

changes in the environment—for instance, by scream-
ing, kicking, and lashing out at others if a chair is moved 
from its usual location in their room. Th ey may spend 
hour aft er hour playing in a corner of their room, en-
gaged in stereotyped or repetitive motor activities, such 
as rocking, lining up objects, or repeatedly fl apping 
their hands and fi ngers as they fl ip through pages of a 
magazine. Rather than seeing the big picture, children 
with autism are much more likely to fi xate on a minus-
cule object or event in their world, such as a tiny spot on 
their shirt. Whereas most of us see the hugeness of trees 
in the forest, a child with autism is more likely to fi xate 
on one pine needle.

section summary
Autism Spectrum Disorders
• Autism is one of the pervasive developmental disorders 

(PDDs), also called autism spectrum disorders, which 
are characterized by severe and widespread impair-
ments in social interaction and communication skills 
and by stereotyped patterns of behaviors, interests, and 
activities.

• Autism and childhood-onset schizophrenia were previ-
ously lumped together as a single condition; now, how-
ever, they are recognized as separate disorders.

• Autism has increasingly come to be recognized as a bio-
logically based lifelong developmental disability that is 
present in the fi rst few years of life.

• Children with autism behave in unusual and frequently 
puzzling ways.

• They may spend hours engaging in stereotyped or repeti-
tive motor activities, or focus on minuscule details of their 
world rather than their entire environment.

DSM-IV-TR: Defi ning Features
Th e DSM-IV-TR criteria for autistic disorder are pre-
sented in Table 10.1. In addition to the core symptoms of 
the disorder, the child must also show delays or abnor-
mal functioning in social interaction, language used for 
social communication, or symbolic or imaginative play 
with onset prior to age 3 years.

Autism Across the Spectrum

When we hear the term autism, we may think of Ray-
mond in the movie Rain Man, the young man with an en-
cyclopedic memory and amazing math skills portrayed 
by Dustin Hoff man in his Academy Award-winning 
performance. Although a few individuals with autism 
may possess special talents like Raymond’s, most do not. 
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Autism is a spectrum disorder, which means that its 
symptoms, abilities, and characteristics are expressed 
in many diff erent combinations and in any degree of se-
verity (Lord, Cook, Leventhal, & Amaral, 2000). At one 
end of the spectrum we may fi nd a mute child, crouched 
in a corner of his room, spinning a paper clip over and 
over again for hours; at the other end of the spectrum is 

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Disor-
ders, DSM-IV-TR, Text Revision, Fourth Edition. Copyright 2000 by the American Psychiatric 
Association.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Disor

T A B L E  1 0 . 1  Main Features of DSM-IV-TR 
Diagnostic Criteria for Autistic Disorder

DSM-IV-TRA total of six (or more) items from 
(1), (2), and (3), with at least two from (1), 
and one each from (2) and (3).

(1) Qualitative impairment in social interaction, as mani-
fested by at least two of the following:

(a) Marked impairment in the use of multiple nonver-
bal behaviors such as eye-to-eye gaze, facial expres-
sions, body postures, and gestures to regulate social 
interaction

(b) Failure to develop peer relationships appropriate to 
developmental level

(c) A lack of spontaneous seeking to share enjoyment, 
interests, or achievements with other people (e.g., by 
a lack of showing, bringing, or pointing out objects 
of interest)

(d) Lack of social or emotional reciprocity

(2) Qualitative impairments in communication as mani-
fested by at least one of the following:

(a) Delay in, or total lack of, the development of spoken 
language (not accompanied by an attempt to com-
pensate through alternative modes of communica-
tion such as gesture or mime)

(b) In individuals with adequate speech, marked impair-
ment in the ability to initiate or sustain a conversa-
tion with others

(c) Stereotyped and repetitive use of language or idio-
syncratic language

(d) Lack of varied, spontaneous make-believe play or so-
cial imitative play appropriate to developmental level

(3) Restricted repetitive and stereotyped patterns of behav-
ior, interests, and activities, as manifested by at least one 
of the following:

(a) Encompassing preoccupation with one or more ste-
reotyped and restricted patterns of interest that is 
abnormal either in intensity or focus

(b) Apparently infl exible adherence to specifi c, nonfunc-
tional routines or rituals

(c) Stereotyped and repetitive motor mannerisms (e.g., 
hand or fi nger fl apping or twisting, or complex 
whole-body movements)

(d) Persistent preoccupation with parts or objects

a university researcher who is also able to hold corpo-
rate jobs—as long as they don’t require interacting with 
customers.

Not only do children with autism vary widely in 
their cognitive, language, and social abilities, they also 
display many features not specifi c to autism—most com-
monly, mental retardation and epilepsy. Th us, children 
with a diagnosis of autism can be vastly diff erent from 
one another. To illustrate this point, let’s compare and 
contrast two children, Lucy and John, both diagnosed 
with autism:

Dustin Hoff man with Tom Cruise in Rain Man: Although 
some individuals with autism display the special talents 
that are portrayed in the movies, most do not.

L U C Y

Autism with Mental Retardation

Lucy’s parents watched her development right from the start, 

because there had been so many diffi  culties during pregnancy 

and delivery. Labor began 3 weeks early, and lasted 23 hours, so 

that forceps were needed to assist the delivery. She had to have 

oxygen to revive her, spent 4 days in the special-care unit, and 

received treatment for jaundice.

Indeed, it seemed that everything in Lucy’s development was 

troubling. For example, she was always too distressed to feed or 

she fed so ravenously and quickly that she vomited. Nights were 

no better—she took hours to settle, and always woke early. By 

her fi rst birthday she had only just started to sit up, and was still 

not crawling. Their family physician said that she was indeed 

delayed in her development. At 14 months she began to crawl 

(6 months is typical), and at 19 months she pulled herself up on 

the furniture (most children do this around 12 months); she made 

little progress in other areas.

At 2 years Lucy still did not use any words, and was unrespon-

sive to her parents’ attempts to engage her in simple games like 
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Lucy and John both display the DSM-IV-TR defi ning 
features of autism. Th ey failed to develop normal two-
way social relationships and communication in the fi rst 
few years of life, and displayed repetitive interests and 
preoccupations. When Lucy was young, her parents de-
scribed her as “living in a glass bubble.” Extreme social 
unresponsiveness is typical of many children with au-
tism. John is more socially outgoing and talkative when 
he approaches others; however, his eff orts at social con-
tact are repetitive and unnatural. Th ese abnormalities 
in communication are less obvious than his social def-
icits, and consist of speaking in one-sided and stereo-
typed phrases. In contrast, Lucy is seriously lacking in 
her ability to communicate and is silent most of the time 
(Baron-Cohen & Bolton, 1993).

In addition to their abnormalities in social and lan-
guage development, John and Lucy both display ritual-
istic behavior. Lucy checks the location of little pieces of 

relative. In fact, he seemed to be more interested in his toy bricks 

than in people. He spent hours lining the bricks up in exactly the 

same way and in precisely the same sequence of colors.

After his third birthday his parents became increasingly 

concerned, despite reassurances from their doctor. John used no 

words and showed no interest in other children. He did not wave 

bye-bye or show any real joy when they tried to play peek-a-boo. 

John always wriggled away from his mother’s cuddles, and only 

seemed to like rough-and-tumble play with his father. His mother 

worried that she had done something wrong, and felt depressed, 

rejected, and guilty.

When John was 3.5 years old, he was referred to a child psy-

chiatrist who told his parents that John had autism, but added 

that his abilities in spatial tasks (such as jigsaw puzzles) sug-

gested normal intelligence in these areas. Although it was still too 

early to tell how John would progress, there were indications he 

would do better than most children with autism. John received 

speech therapy, and a psychologist helped his parents plan ways 

of encouraging communication and reducing temper tantrums.

At age 4, John suddenly began to speak in complete sen-

tences. However, his speech was quite unusual. For example, he 

often repeated back word for word whatever his parents had said. 

If they asked him “Do you want a drink?” he would say “you want 

a drink” in reply. At other times, John made rather surprising re-

marks. For instance, he would say “You really tickle me” in a tone 

of voice exactly similar to that of a family friend who had fi rst 

used the expression some days before. However, his use of this 

phrase, and most of his speech, was usually inappropriate to the 

setting, and lacked any clear meaning. (Reprinted from Autism: 
The Facts, by S. Baron-Cohen and P. Bolton, 1993, pp. 1–5. Re-

printed by permission of Oxford University Press.)

peek-a-boo. At 30 months she started to walk (most children 

walk by 14 months). However, her main sounds were a strange 

clicking noise made with the back of her tongue, and a variety of 

screams. She still seemed oblivious to people around her (includ-

ing her parents) unless they had something she wanted. A pedia-

trician thought the delay in her development might be due to the 

diffi  culties with her delivery and suggested that Lucy be checked 

every 12 months.

She loved to play with a particular blue and red rattle that 

she would shake or spin for hours. Once she had the rattle she did 

not look at anyone, and if someone tried to take it from her she 

screamed and banged her head on the fl oor. Understandably, this 

devastated her parents. Lucy took great interest in odors, sniffi  ng 

food, toys, clothes, and (to her parents’ embarrassment) people. 

She also liked to feel things, and often tried to stroke stockings 

on women’s legs, even of complete strangers. If they tried to stop 

her, she had a tantrum.

When Lucy was 4 years old, the pediatrician suspected she 

suff ered from autism, and referred her to a psychologist for a de-

tailed assessment. The diagnosis was confi rmed, and her parents 

were told that Lucy was generally delayed in her development. 

They were heartbroken, but they felt that fi nally Lucy would get 

the help she desperately needed. (Reprinted from Autism: The 

Facts, by S. Baron-Cohen and P. Bolton, 1993, pp. 5–8, by permis-

sion of Oxford University Press.)

J O H N

Autism with Average Intelligence

John was born after a normal pregnancy and delivery. As an in-

fant, he was easy to feed and slept well. He seemed happy and 

content to lie in his crib for hours. He sat unsupported at 6 months 

(which is in the normal range), and soon after, he crawled. His 

parents saw him as independent and willful. However, his grand-

mother thought John lacked interest in people.

John walked on his fi rst birthday (in sharp contrast to Lucy, 

who did not walk until 30 months); yet during his second year he 

did not progress as well as expected. Although he made sounds, 

he did not use words. Indeed, his ability to communicate was so 

limited that even when he was 3 years old his mother still found 

herself trying to guess what he wanted (as if he were a much 

younger child). Occasionally he would grab hold of her wrist and 

drag her over to the sink, yet he never said anything like “drink.”

At this time his parents also became concerned about John’s 

extreme independence. Even when he fell down and hurt himself, 

he would not come to his parents for help. He never became upset 

when his mother had to go out and leave him with a neighbor or 
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thread that she has tied on all the chairs in her house, 
and John insists on taking exactly the same route to 
school each day. John and Lucy also have repetitive in-
terests: John likes nothing better than counting lamp-
posts, while Lucy, if allowed to do so, watches the same 
video over and over again. Both children can spend 
hours absorbed in nothing but these narrow interests, 
and the obsessions may lead to other problems. For ex-
ample, John or Lucy may scream intensely if even a mi-
nor change occurs in one of their daily routines (Baron-
Cohen & Bolton, 1993).

Despite the similarities shown by John and Lucy, 
their stories also show how children with autism can be 
quite diff erent from one another. Th ree critical factors 
contribute to these diff erences:

• Level of intellectual ability: Intellectual ability ranges 
from profound retardation to above-average intelli-
gence. John is of average intelligence, whereas Lucy 
has severe mental retardation. Because of her intel-
lectual disability, Lucy was slow to develop in all 
areas. As a result of Lucy’s limited overall level of 
functioning, she shows a much narrower range of in-
terests and activities than John shows.

• Severity of their language problems: John speaks quite 
a lot, whereas Lucy is mute. Children with autism 
can fall anywhere between these two extremes.

• Behavior changes with age: Some children make little 
progress, whereas others develop speech or become 
more outgoing. When signifi cant gains are made, 
they are usually made by children like John, who 
have average or above-average intelligence and ac-
quire speech at a young age.

section summary
DSM-IV-TR: Defi ning Features
• In DSM-IV-TR, autism is a severe disorder with an onset 

before age 3 years, which is characterized by abnormali-
ties in social functioning, language, and communication, 
and by unusual interests and behaviors.

• Autism is a spectrum disorder, which means that its symp-
toms and characteristics are expressed in many diff erent 
combinations and in any degree of severity.

Core Defi cits of Autism
Despite more than 60 years of research, considerable de-
bate continues today about the core defi cits of autism. 
Because autism is a relatively rare disorder that can af-
fect children in vastly diff erent ways, it is diffi  cult to 

study. Autism most likely consists of several defi cits, 
not one primary defi cit, which aff ect the child’s social–
emotional, language, and cognitive development (Daw-
son & Toth, 2006). As we discuss each core defi cit of au-
tism, keep in mind that these aspects of development are 
interconnected—they do not develop in isolation.

Social Impairments

Children with autism experience profound diffi  culties 
in relating to other people, even when they have aver-
age or above-average intelligence (Klin, Jones, Schultz, 
Volkmar, & Cohen, 2002). From a young age, they show 
defi cits in many skills that are crucial for early social de-
velopment: a lack of social and emotional reciprocity; 
unusual nonverbal behaviors such as atypical facial ex-
pressions, eye-to-eye gaze, body postures, and gestures 
to regulate social interaction; lack of interest and/or dif-
fi culty relating to others, especially other children; and 
a failure to share enjoyment and interests with others. 
Th ey also display diffi  culties in imitating others, sharing 
a focus of attention with others, and engaging in make-
believe play (Ozonoff  & South, 2001).

Social expressiveness and sensitivity to social cues 
are limited, recognition of complex emotions and men-
tal states in everyday life is impaired, and little sharing 
of experiences or emotions with other people takes place. 
Th ese children have great diffi  culty integrating the so-
cial, communicative, and emotional behaviors that are 
required when greeting a familiar person. Th eir lack of 
understanding of people as social partners may lead to 
their treating people as objects, or to directing their ac-
tions at the body parts of people, as when the child at-
tacks a restraining hand rather than the person (Phillips 
et al., 1995).

Children with autism display defi cits in recognizing 
faces and facial expressions (Dawson, Webb, & McPart-
land, 2005). In processing information about the human 
face, they may overemphasize one part of the face, such 
as the mouth, rather than attending to its overall shape 
or focusing on the eyes as most children do (Joseph & 
Tanaka, 2003). Th ey also display defi cits in recogniz-
ing facial expressions of emotion, particularly detecting 
fear. Th is may be because the identifi cation of fear relies 
more heavily on the eye region than other emotions, and 
individuals with autism do not look at the eyes as oft en 
as others when viewing faces (Boraston et al., 2008; Dal-
ton et al., 2005).

Children with autism display impairments in joint 
attention, which is the ability to coordinate attention 
to a social partner and an object or event of mutual in-
terest (Mundy & Newell, 2007). Joint attention, which 
typically emerges between 9 and 14 months of age, in-
volves making a social connection with another person 
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by directing that person’s attention to objects or people 
by pointing, showing, and looking, and by communicat-
ing shared interest. Although children with autism may 
bring an object to a person, or point to an object when 
they want something done for them, they show little de-
sire to share interest and attention with another person 
for the sheer pleasure of interaction. Poor quality of eye 
contact and smiling during parent–infant interactions 
in the fi rst year of life may be related to defi cits in joint 
attention in the second year of life in children later di-
agnosed with autism (Cliff ord & Dissanayake, 2008). In 
turn, defi cits in joint attention have been found to im-
pede language development in infants with autism at 
20 months, and to predict greater problems in language, 
communication, and social behavior at age 42 months 
(Charmin, 2003; Luyster, Kadlec, Carter, & Tager-
Flusberg, in press).

Although it was once thought that these children 
failed to form a social bond with their parents, or that 
they could not tell the diff erence between their parents 
and other adults, research has proved this wrong (Dis-
sanayake & Sigman, 2000). Most children with autism 
are more responsive to their caregivers than to unfamil-

iar adults, directing more social behavior and seeking 
to be closer to them than to strangers aft er a brief sep-
aration (Sigman & Mundy, 1989). In addition, once the 
children’s disoriented and disorganized repetitive motor 
behaviors are taken into account, children with autism 
display slightly lower but comparable rates of secure at-
tachment to their mothers as normal controls. When 
lower rates of secure attachment are found, it is usually 
in children with greater autism severity (Naber et al., 
2008). Th ey show a preference for their mother over a 
stranger, use their mother as a secure base for explora-
tion, and are comforted by their mother when distressed. 
Importantly, the quality of infant–mother attachment in 
young children with autism contributes substantially 
to the development of the child’s play behavior, which 
is important for the development of social skills (Naber 
et al., 2007).

It is not a global defi cit in their ability to form at-
tachments that children with autism suff er from. Rather, 
the defi cit seems to be in their ability to understand 
and respond to social information (Rogers, Ozonoff , & 
Maslin-Cole, 1993). As shown in Box 10.1, a child with 
autism will likely notice when his mother leaves the room 

A  C L O S E R  L O O K

B O X  1 0 . 1  Attachment in Children with Autism

This young boy with autism notices that his mother has left the room. He wanders around the room looking for her, but there’s 
essentially no change in his expression. He doesn’t seem to know what to do to change the event.

A child his age without autism is likely to react like this: 

This child’s facial expression changes in 10 seconds from “Oh no, they’re not really leaving me” to “You gotta be kidding” to 
“Oh my god, they’re gone.” He’s crying, but as soon as his mother returns, he’s comforted and he’s fi ne.

Source: Behavior Disorders of Childhood, produced by Alvin H. Perlmutter, Inc. in association with Toby Levine Communications. Reproduced with permission.
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and will look for her, both signs of attachment. However, 
unlike a normal child, he may have little understand-
ing of the event or how to respond in order to change 
the situation, making it seem as if he has no attach-
ment. Th us, although children with autism are attached 
to their parents, the way they express attachment is un-
usual and diffi  cult to “read.” As a result, parents may feel 
that their child is not attached at all, and may feel dis-
heartened by the child’s lack of cuddling, teaching, and 
responsiveness that typically accompanies attachment 
behavior.

In addition to their social diffi  culties, children with 
autism have diffi  culty processing emotional information 
contained in body language, gestures, facial expressions, 
or the voice. Preschool-age children with autism do not 
look for or attend to the emotional cues provided by 
other people. In contrast to other children of the same 
mental age, they may sort pictures of people according 
to the type of hat these people are wearing rather than by 
their emotional expressions (Weeks & Hobson, 1987).

In addition to diffi  culties in understanding emotional 
information, their own bodily expressions of emotion 
are very diff erent from those of typical children, oft en 
characterized by limited spontaneous use of expressive 
gestures, and bizarre, rigid, or mechanical facial expres-
sions (Loveland et al., 1994). Th us, children with autism 
both process and express emotional information in un-
usual ways.

Communication Impairments

Most children have passed predictable milestones on 
the path to learning language by age 3; one of the ear-
liest is babbling. By the fi rst birthday, a typical toddler 
says words, turns when he hears his name, points when 
he wants a toy, and when off ered something he does not 
like, makes it clear that the answer is “no.” In contrast, 
children with autism display serious abnormalities in 
communication and language that appear early in their 
development and persist (Mitchell et al., 2006). Before 

children learn to talk, they have at their disposal a rich 
array of facial expressions, vocalizations, and gestures to 
communicate their needs, interests, and feelings. One of 
the fi rst signs of language impairment is the inconsistent 
use of these early preverbal communications. For exam-
ple, a typical child with autism may point to a stuff ed 
animal she wants that is out of reach. By doing this, she 
is demonstrating the ability to use protoimperative 
gestures—gestures or vocalizations that are used to ex-
press needs. However, this child will fail to use proto-
declarative gestures—gestures or vocalizations that 
direct the visual attention of other people to objects of 
shared interest.

Th e primary purpose of protodeclarative gestures is 
to engage other people in interaction; for example, a tod-
dler excitedly points to a dog to direct her mother’s at-
tention to this fascinating creature that she sees. Th e use 
of protodeclarative gestures requires shared social atten-
tion and an implicit understanding of what other people 
are thinking—abilities that are lacking in children with 
autism. Th ey are also missing other declarative gestures, 
for example, the showing gesture, which young children 
without autism use to show someone else something of 
interest, like a newly discovered object (or a handful of 
shaving cream; see Box 10.2).

As many as one-half of all children with autism do 
not develop useful language, including some children 
who begin to speak and then regress in their speech de-
velopment, usually between 12 and 30 months of age. 
Children with autism with no speech or only limited 
speech do not use gestures to communicate, as motor 
skills underlie both spoken and ‘non-verbal’ communi-
cation (Gernsbacher et al., 2008). Instead, they rely on 
primitive forms of communication, such as pulling their 
mother’s hand in a desired direction or bringing her a 
box to be opened. Children with autism may use instru-
mental gestures to get someone else to do something for 
them immediately, but they fail to use expressive gestures 
to convey feelings (Frith, 2003). Th ese two types of ges-
tures are illustrated in Figure 10.1.

Children with autism who develop language usually 
do so before age 5. Although almost all children with 
autism show delays in their language development, it 
is their lack of spontaneity and use of qualitatively de-
viant forms of communication that is most striking 
(Chiang & Carter, 2008). Th e rhythm and intonation 
of their speech is oft en unusual (Peppe et al., 2007), but 
most noticeable is their lack of social chatter—failure 
to use language for social communication. Parents and 
teachers of children with autism describe their commu-
nications as nonsensical, silly, incoherent, and irrelevant, 
having little meaningful connection with the situation 
in which they occur. Th is is illustrated in the following 
interview with Jerry, a 5-year-old boy with autism who 
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A  C L O S E R  L O O K

B O X  1 0 . 2  Early Communication in Autism

When a dab of shaving cream is put in the hand of this child with autism, he pays attention to the shaving cream, and that’s all he 
pays attention to. He is oblivious to the fact that his father is a foot away and his mother is close by. He shows no signs of want-
ing to share his experience with others.

This normally developing child is delighted with the shaving cream, and immediately incorporates everyone into his experi-
ence by showing his mother what he has in his hand. He has something to communicate and wants to let everyone in on it.

Source: Behavior Disorders of Childhood, produced by Alvin H. Perlmutter, Inc.

has a great deal of expressive language (Bemporad, 1979, 
pp. 183–184):

Interviewer: “Would you draw a man or a woman?”
Jerry: “A man was business to a lady.”
Interviewer: “What does that mean?”
Jerry: “No, a man is present to a lady, yes, yes, yes. A ra-
dio. Lady gives the pedal. Great big handkerchief and 
napkin, all tucked in. So see, there it is. We’ll paint the 
picture and put it in a frame.”

Other common qualitative language impairments 
in children with autism include pronoun reversals and 
echolalia. Pronoun reversals occur when the child re-
peats personal pronouns exactly as heard, without 
changing them to suit the situation. For example, a 
child named Tim when asked, “What’s your name?” 

answered, “Your name is Tim,” rather than “My name 
is Tim.” Echolalia can be either immediate or delayed 
and is the child’s parrot-like repetition of words or word 
combinations that she or he has heard. A child who is 
asked the question “Do you want a cookie?” responds by 
repeating “Do you want a cookie?” Although echolalia 
was once thought to be pathological, it may actually be a 
critical fi rst step in language acquisition for many chil-
dren with autism. Echolalia and other unconventional 
verbal behavior, such as perseverative speech—incessant 
talking about one topic and incessant questioning—may 
serve a variety of communicative and developmental 
functions for children with autism. Th ese behaviors may 
refl ect the child’s desire to communicate, although in a 
very primitive way (Prizant, 1996; Prizant & Wetherby, 
1989).
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the lack of it, is shown in Figure 10.2. Th e point of the 
question “Can you get the phone?” is to request that an 
action be taken, not to request information about one’s 
ability to pick up a receiver. To understand this, a child 
must know more than what words mean—a child must 
“read” the context in which words are used. Lacking in 
pragmatic competence, children with autism oft en have 
diffi  culty understanding nonliteral statements or adjust-
ing their language to fi t the situation (G. Dawson, 1996; 
Tager-Flusberg, 1993).

High-functioning children with autism who have 
mastered word order and have large vocabularies may 
continue to display impairments in pragmatics. In ad-
dition, they continue to show both nonverbal and ver-
bal defi cits that refl ect a basic failure to recognize the 
thoughts, feelings, and intentions of other people. At a 
nonverbal level, their monotone voice and lack of ges-
tures suggest diffi  culty in communicating emotions. At 
a verbal level, they display problems with narrative dis-
course, including impoverished stories and diffi  culty 
providing suffi  cient information to others. As they get 
older, children with autism make little use of language 
for social convention, for example, to greet others or to 
be polite. It has been suggested that the common element 
underlying all the communication defi cits in autism is a 
general failure to understand that language can be used 
to inform and infl uence other people (Tager-Flusberg, 
Paul, & Lord, 2005).

Repetitive Behaviors and Interests

Children with autism oft en display repetitive and stereo-
typed behaviors and narrow patterns of interests such 
as a fascination with arithmetic (Honey et al., in press). 
Some may perform stereotyped body movements, such 

Stop! Come here.

Instrumental Gestures

Sadness Embarrassment

Expressive Gestures

F I G U R E  1 0 . 1  Instrumental and expressive 
gestures. Children with autism may use gestures to get 
others to do things for them but not to convey feelings.
(Based on U. Frith, 1989)

Ring

Ring

F I G U R E  1 0 . 2  Children with autism have diffi  culty with the pragmatic use of language.
(Based on U. Frith, 1989)

Th e primary diffi  culty for children with autism who 
develop language is not so much with the computa-
tional (sounds, words, and grammar) or the semantic 
(meaning) use of language. Rather, these children dis-
play profound impairments in pragmatics, which is the 
appropriate use of language in social and communica-
tive contexts. An example of pragmatics, or, in this case 
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as rocking or fl apping their hands and arms, with such 
intensity that they begin to perspire; others may react 
explosively to a minor change in their routine. Th ey may 
show stereotyped and repetitive behaviors at times when 
they are not explicitly directed to engage in another ac-
tivity, suggesting a possible defi cit in their ability to ini-
tiate activities on their own. Other stereotyped behav-
iors occur in unpredictable or demanding situations, 
and may provide the child with a sense of control over 
the environment and a way to cope with changes that 
are not understood (Klinger, Dawson, & Renner, 2003).

Self-stimulatory behaviors are stereotyped as well 
as repetitive body movements or movements of objects, 
for example, hand fl apping or pencil spinning. Although 
self-stimulatory and repetitive behaviors also occur in 
children with other forms of developmental disability, 
they are especially common and persistent in children 
with autism. A particular behavior, such as moving the 
fi ngers in front of the eyes, may persist from childhood 
through adulthood. In the accompanying photos of Pa-
mela, taken 20 years apart, her self-stimulatory behavior 
looks amazingly similar. Self-stimulation may involve 
one or more of the senses, for example, staring at lights, 
rocking, or smelling objects.

Th e exact reasons that children with autism en-
gage in self-stimulatory and other repetitive behaviors 
are not known, although many theories have been ad-
vanced (Turner, 1999). One theory is that these children 
crave stimulation, and self-stimulation serves to excite 
their nervous system. Another theory is their environ-
ment may be too stimulating, and they engage in repeti-
tive self-stimulation as a way of blocking out and con-
trolling unwanted stimulation. Other theories maintain 
that self-stimulation is maintained by the reinforcement 
it provides. In the case of an individual child, any one of 
these reasons may apply.

section summary
Core Defi cits of Autism
• Children with autism experience profound diffi  culties in 

relating to other people, including defi cits in orienting to 
social stimuli, imitating others, sharing a focus of atten-
tion with others, and noticing and understanding other 
people’s feelings.

• They display serious abnormalities in communication and 
language, including defi cits in the use of preverbal vocal-
izations and gestures, language oddities such as pronoun 
reversal and echolalia, and diffi  culties with the appropri-
ate use of language in social contexts.

• They display stereotyped and repetitive patterns of be-
haviors, interests, and activities that include obsessive 
routines and rituals, abnormal preoccupations, insistence 
on sameness, or stereotyped body movements.

Associated Characteristics 
of Autism
In addition to their core defi cits, children with autism 
display a number of associated characteristics. Th ese 
include intellectual defi cits and strengths, sensory and 
perceptual impairments, cognitive and motivational 
defi cits, and physical characteristics.

Intellectual Defi cits and Strengths

Children with autism vary widely in intelligence, from 
profound mental retardation to superior ability. Th ose 
with superior abilities oft en capture media attention, 
yet in reality, about 70% of children with autism have 
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co-occurring intellectual impairment. Approximately 
40% have severe to profound impairments with IQs less 
than 50, and 30% have mild to moderate impairments 
with IQs between 50 and 70. Th e remaining 30% have 
average intelligence or above (Fombonne, 2003).

Intelligence in children with autism has typically 
been assessed using the WISC-IV (Mayes & Calhoun, 
2008). Most children with mental retardation with-
out autism show a general delay across all areas of in-
tellectual functioning on this test. In contrast, the per-
formance of children with autism tends to be uneven 
across diff erent WISC subtests. One common pattern is 
a relatively low score on verbal subtests such as compre-
hension, and relatively high scores on nonverbal subtests 
involving short-term memory for strings of numbers, 
or arranging blocks to form a specifi c pattern (Happe, 
1994b). Recent studies have found that children with au-
tism score higher on other tests of intellectual function-
ing than they do on the WISC-IV, raising the possibility 
that intelligence in this population may be higher than 
previously estimated (Dawson, Soulieres, Gernsbacher, & 
Mottron, 2007).

Low intellectual ability in children with autism, 
particularly low verbal IQ, is generally associated with 
more severe symptoms and poorer long-term outcomes 
(Bolton et al., 1994). Only those children with average 
intelligence or above have the potential to achieve rel-
atively independent living status as adults. IQ scores 
of children with autism are typically stable over time 
and are good predictors of their level of educational 
attainment.

Despite their intellectual defi cits, a small but sig-
nifi cant number of children with autism develop splin-
ter skills, or islets of ability. Th eir special talents may be 
in spelling, reading, arithmetic, music, or drawing. As 
many as 25% of children with autism display a special 
cognitive skill that is above average for the general pop-
ulation and well above their own general level of intel-
lect (Goode, Rutter, & Howlin, 1994).

In addition, about 5% of children with autism de-
velop an isolated and oft en remarkable talent that far 
exceeds normally developing children of the same age. 
Th ese children, referred to as autistic savants, display su-
pernormal abilities in calculation, memory, jigsaw puz-
zles, music, or drawing. One boy with autism had an IQ 
of 60 but could recite the daily lottery numbers for the 
past 5 years. Another boy learned to play the piano by re-
producing any tune he heard on the radio, from Brahms 
to Bacharach. Psychologists who studied this boy es-
timated that he had more than 2000 tunes in his head 
(Gzowski, 1993, p. 91). Nadia, a girl with autism, was 
obsessed with horses; she drew hundreds of pictures of 
them with incredible vividness and accuracy when she 

was only 3 years old. One of Nadia’s drawings at age 5 
is reproduced in Figure 10.3. Aft er seeing a picture of 
a horse in a story, Nadia could generate endless images 
of what this horse would look like in any pose (Baron-
Cohen & Bolton, 1993).

It is not clear whether the special talents of a few 
children with autism refl ect intact abilities or indicate 
a cognitive defi cit. However, superior performance by 
children with autism has typically been viewed as a side 
eff ect of abnormal brain functioning, rather than a re-
fl ection of genuine intelligence. One idea is that autis-
tic savants tend to segment information into parts rather 
than looking at the whole, which leads to exceptional 
performance in certain domains (Pring, Hermelin, & 
Heavey, 1995). Another explanation is that children with 
autism think in images rather than abstract ideas, which 
allows them to remember material like a camera or a re-
corder (Hurlbert, Happe, & Frith, 1994). Unfortunately, 
despite the fascination and appeal of the skills of autis-
tic savants or the more common splinter skills, in most 
cases the skills are not used constructively to enhance 
everyday living.
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Sensory and Perceptual Impairments

Many sights, sounds, smells, or textures that most chil-
dren fi nd normal can be confusing or even painful to 
children with autism. A child with autism may perceive 
and react to a specifi c person’s voice as to a loud shriek, 
to a gentle stroke on the arm as to a sharp pain. Th ese 
sensory abnormalities are common in children with au-
tism (Leekam et al., 2007). Th ey include oversensitivities 
or undersensitivities to certain stimuli, overselective and 
impaired shift ing of attention to sensory input, and im-
pairments in mixing across sensory modalities—for ex-
ample, an inability to simultaneously see the movement 
and hear the sound of a person’s clapping (Reynolds & 
Lane, 2008; Rogers & Ozonoff , 2005).

Children with autism may display sensory–percep-
tual defi cits such as sensory dominance and stimulus 
overselectivity. Sensory dominance is the tendency to fo-
cus on certain types of sensory input over others—for 
example, a preference for sights over sounds. Stimulus 
overselectivity is the tendency to focus on one feature 
of an object or event in the environment while ignor-
ing other equally important features. A selective focus 
on one narrow part of the environment while ignoring 
other important features gives children with autism the 
appearance of having tunnel vision or tunnel hearing, 
and makes it very diffi  cult for them to learn about their 
world (Klinger et al., 2003).

Cognitive and Motivational Defi cits

Two types of cognitive limitations proposed to under-
lie autism are: (1) specifi c cognitive defi cits in process-
ing social–emotional information, and (2) more general 
cognitive defi cits in information processing, planning, 
and attention.

Defi cits in Processing 
Social–Emotional Information
Th e social and communication defi cits of children with 
autism have generated much interest in how they pro-
cess social–emotional information, such as emotional 
expressions, voice and facial cues, and internal mental 
states. As we have discussed, their unusual social behav-
ior suggests a signifi cant impairment in their social sen-
sitivities. Social interaction is not entirely absent or im-
paired, but rather they have great diffi  culty in situations 
that require social understanding.

At around 12 months, most normally developing in-
fants can tell when they and another person are attend-
ing to the same thing. Th ey begin to recognize that peo-
ple’s actions are driven by desires and directed at goals. 
Th is ability contributes to the emergence of pretend, or 

“as if,” play. Young children with autism, however, don’t 
understand pretense, nor do they engage in pretend play 
(Stanley & Konstantareas, 2007). For example, a nor-
mally developing child may give a doll a drink of water 
from an empty cup while making the appropriate slurp-
ing sounds, whereas a child with autism may simply spin 
the cup repetitively. Th e defi cits in spontaneous pretend 
play in young children with autism led to the hypothesis 
that these children would also display impairments in 
their understanding of beliefs and desires or other men-
tal states in themselves or others that cannot be seen di-
rectly. Th e development of such an awareness of mental 
states in themselves and others is referred to as mental-
ization or theory of mind (ToM) (Baron-Cohen, Tager-
Flusberg, & Cohen, 2000). By age 4, most children can 
comprehend what others might know, think, and be-
lieve, something that even older individuals with autism 
have great diffi  culty doing. Th e ToM hypothesis of au-
tism begins with the premise that the ability to read the 
intentions, beliefs, feelings, and desires of others from 
their external behavior has adaptive signifi cance in hu-
man evolution. ToM proposes that all humans are, by 
nature, mind readers. We spend our waking lives read-
ing subtle cues that enable us to fi ll in the blanks about 
other people’s beliefs and intentions. We do this auto-
matically and with little conscious eff ort.

Suppose, for example, that a student walked into 
your class about 10 minutes aft er it began, looked 
around the room, and then left . How would you explain 
the student’s behavior? As a mind reader, you may have 
thought: “Maybe she was trying to fi nd a book she lost, 
and she thought she left  it in this classroom,” or “Maybe 
she wanted to fi nd a friend who was taking this class, 
but realized that her friend was not in class that day.” No 
doubt you can come up with many explanations for this 
student’s behavior, and most will be based on her mental 
states (the words in italics). You may not be 100% cer-
tain of the reason, but chances are you can easily gener-
ate many possibilities.

It has been proposed that the primary problems of 
individuals with autism stem from a defi cit in their ToM 
mechanism. In other words, children with autism suff er 
in varying degrees from “mindblindness”; that is, “they 
fail to develop the capacity to mindread in the normal 
way” (Baron-Cohen, 1995, p. 5). Interestingly, when 
asked what brains do, most 5-year-olds say that brains 
are for thinking, dreaming, keeping secrets, and so on. 
But when children with autism are asked this question, 
they may say that the brain is what makes people move—
expressing nothing about mental activity (Baron-Cohen, 
1995). A child with ToM defi cits may be able to learn, re-
member, and know things about the social world but has 
little understanding of their meaning.
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tests, those children with autism who pass the tests dis-
play insightful and interactive behavior and have bet-
ter verbal and communication abilities (Frith & Happe, 
1994). Th ey also display far more verbal ability than 
other children of the same chronological age, suggesting 
that they may work out ToM tasks in a conscious and 
logical way (Happe, 1995a, 1995b). All children who suc-
ceed at ToM tasks, including children with autism, usu-
ally understand metaphors, irony, and a range of speaker 
emotions, such as the intention to lie or tell a joke. How-
ever, youngsters with autism who understand a false be-
lief give laborious explanations for their insights, sug-
gesting the use of conscious and deliberate strategies to 
discern mental states. In contrast, understanding a false 
belief may be so natural, automatic, and unconscious for 
most children that they may have diffi  culty explaining 
how they come up with their answer (Happe, 1995a). 
Even youngsters with autism who pass ToM tests tend to 
show impairments on complex tests that use more real-
life situations (Happe, 1994a).

Brain scan studies suggest that the ability to men-
talize is associated with one specifi c region of the brain 
that is connected to a widespread network of brain re-
gions involved in social cognition (Gallagher & Frith, 
2003). Regarding the diffi  culties displayed by children 
with autism, these fi ndings may have implications for 
understanding the neural basis of autism, which we will 
return to in a later section. Although specifi c socio–
emotional cognitive defi cits, as in ToM, are very com-
mon in children with autism, the fact that they do not 
occur in all of these children suggests that mechanisms 
other than ToM may be needed to explain the cognitive 
defi cits in autism.

General Defi cits
It has been suggested that children with autism display a 
general defi cit in higher-order planning and regulatory 
behaviors (Russell, 1997). Th ese processes, called execu-
tive functions (see Chapter 5), permit us to maintain ef-
fective problem solving by inhibiting inappropriate be-
haviors, engaging in thoughtful actions, sustaining task 
performance and self-monitoring, using feedback, and 
fl exibly shift ing from one task to another. Th is pres-
ence of a general defi cit in executive functioning is sug-
gested by their diffi  culties in cognitive functions such as 
planning and organizing, changing to a new cognitive 
set, disengaging from salient stimuli, processing infor-
mation in novel and unpredictable environments, and 
generalizing previously learned information to new sit-
uations (Sanders et al., 2008). As with ADHD (see Chap-
ter 5), there are many types of executive functions, so it 
will be important to identify which defi cits in executive 
function are specifi c to individuals with autism (Russo 
et al., 2007).

A small but signifi cant number of children with au-
tism (estimates range widely, from 15% to 60%) dem-
onstrate some knowledge of ToM—they pass the Sally–
Anne Test or tests like it (Happe, 1995a). In contrast to 
the children with autism who do not pass false-belief 

A  C L O S E R  L O O K

B O X  1 0 . 3   The Sally–Anne Test: What It 
Means to Have a Theory of Mind

Two dolls, Sally and Anne, are used as props. Sally has a 
basket; Anne has a box. Sally puts a marble in her basket 
and covers it, then leaves the room. Anne takes the marble 
from the basket and hides it in her own box. Next, Sally 
comes back from her walk and wants to play with her mar-
ble. The critical question is: Where will Sally look for her 
marble?

Most 4-year-olds can answer this question reliably. 
Sally will look for her marble in her basket where she put it. 
Even children with intellectual disabilities realize that Sally 
will think that the marble is where she had left it. They also 
indicate that Sally did not know what Anne did because 
she was out of the room when Anne moved the marble.

This understanding demonstrates that young chil-
dren have attributed a mental state to another person. 
They grasp that someone can have a false belief about 
a situation. The false belief is a mental state, not a phys-
ical state, and can very helpfully explain and predict be-
havior—for instance, that Sally will look for her marble in 
her basket. Understanding false belief naturally implies 
an understanding of true belief, of knowledge and igno-
rance, and of intentions and feelings. This is a theory of 
mind (ToM).

Most children with autism, even of a mental age far in 
excess of 4 years, fi nd the simple Sally–Anne test a great 
puzzle and tend to get it wrong. They say that Sally will 
look for the marble in Anne’s box (where it really is)—
even though they remember correctly that Sally had put 
the marble into her basket, and was not present when 
Anne transferred it to her box. Despite remembering the 
simple sequence of events, they cannot make sense of 
them by inferring that Sally has a false belief—so they 
do not take into account at all what Sally thinks; they 
miss the important change (her previously correct be-
lief is now false). Thus, they cannot predict Sally’s behav-
ior. Their lack of understanding of false belief refl ects a 
lack of understanding of others’ mental states. Hence the 
claim that individuals with autism do not have a theory of 
mind (ToM).

Source: Adapted from U. Frith, 1997.

Th e original test used to determine children’s abil-
ity to detect mental states of others was called the Sally–
Anne Test. A similar test is described in Box 10.3. Th is 
test, which is extremely simple, illustrates what it means 
to have an everyday ToM.
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Another general cognitive defi cit hypothesized to 
underlie autism is a weak drive for central coherence, 
which refers to the strong tendency of humans to in-
terpret stimuli in a relatively global way that takes the 
broader context into account (Frith, 1993). By doing 
this, we can extract meaning from complex sets of in-
formation and remember the main points rather than 
the precise details. It has been proposed that individ-
uals with autism have a weak tendency for central co-
herence and tend to process information in bits and 
pieces rather than looking at the big picture (Frith & 
Happe, 1994). Understanding other peoples’ words, ges-
tures, or feelings can be extremely diffi  cult for someone 
lacking in central coherence, as refl ected in this state-
ment by Donna Williams, an adult with autism who 
has written extensively about what it is like to have this 
disorder:

It is hard to care or be interested in what a person feels 
when you perceive a body and then a hand and an eye 
and a nose and other bits all moving but not perceived 
in any connected way, with no perception of the context. 
(Nemeth, 1994, p. 49)

Consistent with a general defi cit in central coherence, 
individuals with autism perform surprisingly well on 
tasks in which a focus on parts of a stimulus, rather than 
the overall pattern, serves to facilitate performance. One 
such task, the Embedded Figures Test (Jolliff e & Baron-
Cohen, 1997) is shown in Figure 10.4. Th e advantage for 
individuals with autism on this task may be caused by 
their spontaneous mental segmentation of the fi gures 
into unconnected and meaningless units. Th is segmen-
tation happens to facilitate the identifi cation of the fi g-
ure embedded in the whole pattern, resulting in higher 
scores on this task.

Defi cits such as ToM and weak central coherence 
may also aff ect the child’s generalized knowledge of what 
happens at everyday real-life events such as going on a 
fi eld trip (Loth, Gomez, & Happe, 2008). Th ese types of 
mental scripts are an important tool in structuring the 
child’s social experiences while accounting for the vari-
ability that surrounds real-life events, and may be im-
paired in children with autism.

Are These Cognitive Defi cits Specifi c to Autism?
Of the cognitive defi cits that we have described, a ToM 
defi cit seems to be the one most specifi c to children 
with autism compared to children with mental retar-
dation or specifi c language defi cits. However, ToM has 
not been studied extensively in children with other dis-
orders, such as ADHD and conduct disorder, and these 
children also have diffi  culties in accurately interpreting 
other people’s intentions. Defi cits in processing socio–
emotional information appear to be less specifi c to au-

tism than ToM defi cits, occurring in many other condi-
tions, including schizophrenia and mental retardation. 
Th ere is even less diagnostic specifi city for defi cient ex-
ecutive functioning, which occurs in many other clini-
cal groups of children, including those with ADHD and 
conduct disorder (Griffi  th, Pennington, Wehner, & Rog-
ers, 1999). However, since executive functioning encom-
passes many diff erent processes, further work is needed 
to determine whether the kinds of defi cits in executive 
functioning in children with autism diff er from defi cits 
in executive functioning in children with other prob-
lems (Hill, 2004).

Are These Cognitive Defi cits Found 
in All Individuals with Autism?
As we have noted, some individuals with autism pass 
ToM tests. However, it is not yet clear whether normal-IQ 
individuals with autism have actually developed a ToM. 
Th e fact that many of these individuals still display se-
vere social impairments in everyday life suggests that 
they have not developed a ToM, but may have learned to 
use an alternative strategy to solve ToM tasks.

It seems unlikely that a single cognitive abnormal-
ity can explain all the defi cits present in children with 
autism (Tager-Flusberg, 2007). Th e presence of multiple 
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cognitive defi cits, some specifi c and some general, may 
help us explain why autism exists in so many forms and 
levels of severity. Finally, although we have discussed the 
general and specifi c defi cits in cognitive functioning in 
autism individually, they are related to one another. For 
example, there is likely a link between the development 
of certain executive functions and the emergence of chil-
dren’s theory of mind (ToM).

In addition to the cognitive defi cits we have dis-
cussed, another view is that children with autism have 
an underlying impairment in social motivation—that 
is, they fail to fi nd social stimuli intrinsically rewarding 
(Dawson et al., 2002). For example, most infants fi nd the 
mutual exchange of positive emotions during social in-
teractions involving eye-to-eye contact rewarding, and it 
motivates them to notice and attend to social and emo-
tional cues. In contrast, children with autism may fail 
to fi nd eye-to-eye contact rewarding and thus are less 
motivated and less likely to attend to social cues, extract 
meaning from others’ emotional expressions, and par-
ticipate in social exchanges. As a result, they have fewer 
opportunities to engage in behaviors essential for the 
development of social communication and language 
(Garcia-Perez, Hobson, & Lee, 2008; Hobson, 2002/2004). 
As one adolescent with autism put it, “I still have to re-
mind myself that there are people.” Motivational theories 
remind us that the poor perspective-taking skills of chil-
dren with autism are not only manifestations of a cogni-
tive defi cit in their theory of mind abilities, but may also 
refl ect less inclination to shift  their perspective.

Physical Characteristics

A small percentage of children with autism, no more 
than about 10%, have a coexisting medical condition 
that may play a causal role in their autism (Challman, 
Barbaresi, Katusic, & Weaver, 2003; Fombonne, 2003). 
About 25% or more of individuals with autism also de-
velop epilepsy. Compared with individuals with men-
tal retardation who typically display epilepsy at a young 
age, those with autism are more likely to have an onset 
of epilepsy in late adolescence or early adulthood (Bai-
ley, Phillips, & Rutter, 1996). Sleep disturbances are also 
common in children with autism, typically related to the 
sleep–wake rhythm and problems with sleep onset and 
maintenance (Liu, Hubbard, Fabes, & Adam, 2006). So 
too are gastrointestinal symptoms, which may be related 
to food selectivity and unusual eating habits and obses-
sions ranging from minor problems in eating, to disrup-
tive mealtime behaviors, to clinically signifi cant feeding 
problems (Lukens & Linscheid, 2008).

Children with autism are usually described as hav-
ing a normal or attractive physical appearance, and do 

not display the visible physical deviations that oft en ac-
company severe mental retardation that is not associated 
with autism. Th ey may have subtle but distinctive minor 
physical anomalies such as facial asymmetries, which 
suggest the infl uence of genetic or other prenatal factors 
in autism (Bryson, 1996).

About 20% of individuals with autism have a signif-
icantly larger-than-normal head size that places them 
in the upper 3% of the general population (Redcay & 
Courchesne, 2005). Th is characteristic is more common 
in higher-functioning individuals and distinguishes 
them from individuals with mental retardation, lan-
guage disorder, and ADHD (Gillberg & de Souza, 2002). 
As many as 90% may have a head size that is above av-
erage. Interestingly, infants with autism tend to have a 
smaller than average head size at birth, but then show 
an excessive increase in growth from 6 to 12 months, 
leading to the larger than normal head size observed at 
a later age, which is then followed by head growth de-
celeration (Courchesne, Carper, & Akshoomoff , 2003; 
Dawson, Munson, et al., 2007). Th e cause of this rapid 
growth during the fi rst year of life is not known, but one 
implication is that the overproduction of brain connec-
tions too quickly makes it diffi  cult for developing chil-
dren with autism to adapt to and make sense out of their 
experiences (Lewis & Elman, 2008).

Accompanying Disorders and Symptoms

Th e two disorders that most oft en accompany autism are 
mental retardation and epilepsy (Fombonne, 2003). Ad-
ditional behavioral and psychiatric symptoms may in-
clude ADHD, learning disabilities, anxieties and fears, 
and mood problems (Kim et al., 2000; Ghaziuddin, Gha-
ziuddin, & Greden, 2002). Some children with autism 
also engage in extreme and sometimes potentially life-
threatening self-injurious behavior (SIB)—any self-
infl icted behavior that can cause tissue damage to the 
child’s own body (see Chapter 9). Th e most common 
forms of SIB are head banging, hand or arm biting, 
and excessive scratching and rubbing. Head banging, if 
not prevented, can be severe enough to produce bleed-
ing or even brain injury. SIB may occur for a variety of 
reasons—self-stimulation, to gain attention, or to elimi-
nate unwanted demands—or, it may occur for no appar-
ent reason (Carr, 1977). Whatever the reasons, rates of 
emergency/hospital treatment for self-infl icted injuries in 
children with autism are 7 times greater than for typically 
developing children (McDermott, Zhou, & Mann, 2008). 
However, SIB may not occur more frequently in young 
children with autism than in those with other forms of 
developmental delay (Richler, Bishop, Kleinke, & Lord, 
2007).
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section summary
Associated Characteristics of Autism
• About 70% of children with autism also have intellectual 

disabilities; about 40% have IQs less than 50, and 30% 
have IQs between 50 and 70. The remaining 30% have av-
erage intelligence or above.

• Sensory–perceptual abnormalities and defi cits are com-
mon in children with autism and include oversensitivities 
or undersensitivities to certain stimuli, and a tendency to 
focus on one feature of a stimulus while ignoring others.

• Children with autism display a defi cit in theory of mind 
(ToM)—the ability to understand other people’s and one’s 
own mental states, including beliefs, intentions, feelings, 
and desires.

• Children with autism display a general defi cit in higher-
order planning and regulatory behaviors (e.g., executive 
functions).

• Children with autism may display co-occurring symptoms 
of hyperactivity, learning disabilities, anxieties and fears, 
and mood problems.

Prevalence and 
Course of Autism
For decades, autism was thought to be a rare disorder, 
aff ecting about 4 children per 10,000 (Tanguay, 2000). 
However, recent fi ndings throughout the world indicate 
a much higher prevalence—about 1 child per 150 for 
all forms of autism (Yeargin-Allsopp et al., 2003). Th e 
prevalence for the subtypes of autism spectrum disor-
der are approximately 22 of 10,000 for autistic disorder; 
33 of 10,000 for pervasive developmental disorder, not 
otherwise specifi ed (PDD-NOS); and 10 of 10,000 for 
Asperger’s disorder (Fombonne et al., 2006). Approxi-
mately 1 million individuals in the United States are af-
fected, with an estimated annual cost of 90 billion dol-
lars (Kuehn, 2007).

Many causes for the dramatic increase in autism 
have been proposed—vaccines, mercury, diet, antibiot-
ics, allergies, environmental pollutants, and electromag-
netic radiation—but none have been scientifi cally sub-
stantiated to date (Wing & Potter, 2002). It seems likely 
that most, if not all, of the rise in prevalence is caused by 
a greater awareness among parents and professionals, a 
broadening of the autism concept over the years, greater 
recognition of milder forms of autism, changes in di-
agnostic criteria and categories, diagnostic substitution 
(i.e., the number of children receiving special education 
under other diagnostic categories, primarily intellectual 
disability, speech impairment, and learning disabilities, 

has decreased as those diagnosed with autism have in-
creased), and better case-fi nding methods (Wazana, Bes-
nahan, & Kline, 2007). However, whether there is also a 
real increase in prevalence due to an unidentifi ed cause 
remains an open question.

Autism is found in all social classes and has been 
identifi ed worldwide. It is about 3 to 4 times more com-
mon in boys than in girls, a ratio that has remained 
fairly constant over the years, even with increasing prev-
alence estimates (Fombonne, 2003). Th e sex diff erence is 
most apparent among children with IQs in the average 
or above range, perhaps being as high as 10:1 in higher-
functioning individuals. However, among children with 
autism and profound mental retardation, the numbers 
of boys and girls are similar. Th us, although girls are 
less oft en aff ected by autism than are boys, when they 
are aff ected, they tend to have more severe intellectual 
impairments (Koenig & Tsatsanis, 2005). In general, the 
clinical manifestations of autism are quite similar for 
boys and girls although there may be some diff erences 
in their cognitive profi le (Carter et al., 2007). For exam-
ple, it has been found that girls with autism show more 
pretend play than boys, suggesting that pretence is more 
protected in girls (Knickmeyer, Wheelwright, & Baron-
Cohen, in press).

In considering the high ratio of males to females with 
autism, Simon Baron-Cohen (2002) has proposed the ex-
treme male brain theory of autism. Th ose with autism are 
presumed to fall at the extreme high end of a continuum 
of cognitive abilities associated with systemizing (un-
derstanding the inanimate world), and at the extreme 
low end of abilities associated with empathizing (under-
standing our social world). Both abilities are present in 
all males and females, but males are presumed to show 
relatively more systemizing and females show more em-
pathizing. Frequent interests and behaviors that occur 
among individuals with autism (e.g., attention to detail, 
collecting, interest in mathematics, mechanical knowl-
edge, scientifi c and technical information) are presumed 
to refl ect an extreme on the systemizing dimension of 
the male brain, and a relative absence of empathizing 
(e.g., mindreading, empathy, eye contact, communica-
tion) (Baron-Cohen, Richler, Bisarya, Gurunathan, & 
Wheelright, 2003). Th e extreme male brain theory is in-
triguing but somewhat controversial. Further research 
into the neurocognitive aspects of these dimensions 
in individuals with autism spectrum disorders will be 
needed before we can infer that they are “from Mars and 
not Venus.”

Rates of autism are comparable across diff erent racial 
and ethnic groups. Where diff erences have been found, 
prevalence is higher among Caucasian children than Af-
rican American children. African American and white 
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children do not diff er on core symptoms of autism (Cuc-
caro et al., 2007). However, African American children 
are nearly three times more likely than Caucasian chil-
dren to receive another diagnosis such as ADHD or ad-
justment disorder before being diagnosed with autism, 
and to experience delays in receiving intervention (Man-
dell, Ittenbach, Levy, & Pinto-Martin, 2007). Prevalence 
estimates are lower for Hispanic children than for Cau-
casian and African American children (Centers for Dis-
ease Control, 2007). Societies diff er in how they integrate 
autism into their cultural frameworks. For example, in 
contrast to viewing autism as a disorder, some cultures 
view children with autism as having special skills or be-
ing more in touch with the spirit world. Cultural views 
range from the Navajo who embrace their children with 
autism as blessed, to the South Koreans who may hide 
their children with autism to protect siblings from be-
ing considered tainted and unmarriageable (Grinker, 
2007).

Age of Onset

A N N E  M A R I E

First Birthday

We were celebrating Anne-Marie’s fi rst birthday and had just 

paraded in, bearing the cake with much fanfare. Daniel, her 

big brother, almost two and a half years old, and greatly excited, 

joined us in singing. Anne-Marie, in her high-chair, gazed sol-

emnly at the cake, her baby body still, her mouth unsmiling. . . . 

I couldn’t help once again making a silent comparison to her 

brother, who at his fi rst birthday party had squealed with 

delight. . . . Who knows, really, what the fi rst sign was, at what 

point Anne-Marie began to slip away from us? Was it around that 

fi rst celebration, or after or before? (Maurice, 1993b)

At present, the period from 12 to 18 months seems to 
be the earliest point in development that autism can be 
reliably detected, and diagnoses made around age 2 are 
stable for most children (Bryson, Rogers, & Fombonne, 
2003; Kleinman et al., 2008). However, with increasing 
research into key early indicators, and with systematic 
screening and direct observation of infants at risk for 
autism, it is possible that autism will one day be detected 
much earlier (Bryson et al., 2008; Swinkels et al., 2006). 
Possible early indicators of autism may include: “doesn’t 
respond when name is called,” “rarely makes eyes con-
tact when interacting,” “uses few gestures to express so-
cial interest,” “limited babbling, particularly in a social 
context,” and “displays odd or repetitive ways of moving 
hands and/or fi ngers.” In supporting the importance of 
early identifi cation for intervention, the American Acad-
emy of Pediatrics (AAP) has recently recommended that 
all children be screened for autism at 18 months and 
24 months (Hampton, 2007). Th e AAP has a link on its 
website where you can view fascinating video clips of 
young children that show some of the early red fl ags for 
autism. Links to this and other organizations’ websites 
are available on this book’s companion website, under 
Chapter Resources.

Course and Outcome

Th e symptoms of children with autism change over 
time. Most symptoms show a gradual improvement with 
age, even though children continue to experience many 
problems. During adolescence, some symptoms, such as 
hyperactivity, self-injury, and compulsivity, may worsen 
(Spector & Volkmar, 2006). During later adolescence 
and adulthood, abnormalities such as stereotyped motor 
movements, anxiety, and socially inappropriate behav-
iors are common, even in high-functioning individuals 
who also oft en experience loneliness, social problems, 
and work diffi  culties. Complex obsessive–compulsive 
rituals may develop, and talking may be characterized 
by idiosyncratic and perseverative speech, monotonous 
tone, and self-talk (Newsom & Hovanitz, 2006).

Findings from early studies of children with autism 
who received limited help indicated that an overwhelm-
ing majority (70% or more) showed poor outcomes with 
limited progress and continuing handicaps that did not 
permit them to lead an independent existence (Lotter, 
1978). Recent follow-up studies report slightly better, 
but quite similar, outcomes (Eaves & Ho, 2008; How-
lin, Goode, Hutton, & Rutter, 2004). Very few adults 
with autism achieve high levels of independence. Most 
remain quite dependent on their family and other sup-
port services, with no permanent job and few friends. 
Th ey continue to display problems in communication, 

Th e diagnosis of autism is usually made in the preschool 
period or later. However, most parents of children with 
autism become seriously concerned a year or more before 
a diagnosis is made, typically during the months pre-
ceding their child’s second birthday (Chawarska et al., 
2007). At this time, their child’s lack of progress in lan-
guage, imaginative play, and social relations stands in 
sharp contrast to rapid developments in these areas by 
other children of the same age. Although defi cits of au-
tism become increasingly noticeable around age 2, ele-
ments are probably present and noticed much earlier, as 
refl ected in Anne-Marie’s solemn reaction to her fi rst 
birthday party.
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stereotyped behaviors and interests, and poor read-
ing and spelling abilities. Overall, children with bet-
ter language skills and IQ scores above 70 show better 
outcomes, but outcomes can be variable even for high-
functioning children (Bennett et al., 2008).

section summary
Prevalence and Course of Autism
• Autism is a rare disorder that aff ects 1 in 150 children or 

more. It is 3 to 4 times more common in boys than girls. 
Autism is found across all social classes and has been iden-
tifi ed in every country in which it has been studied.

• Autism is most often identifi ed around age 2 years or 
older, although elements are probably present at a much 
earlier age. Most children with autism show gradual im-
provement of their symptoms with age, although they 
continue to display social impairments that make them 
diff erent from other people throughout their lives.

• The two strongest predictors of adult outcomes in chil-
dren with autism are IQ and language development.

Causes of Autism
No single abnormality can account for all the impair-
ments associated with autism, or for the many forms of 
the disorder, ranging from mild to severe. Although the 
precise causes of autism are still not known, our under-
standing of possible mechanisms has increased dramati-
cally (Dawson & Faja, 2008). Th ese advances are evident 
when we consider that, not long ago, autism was being 
attributed to cold and unloving parents.

It is now generally accepted that autism is a biologi-
cally based neurodevelopmental disorder with multiple 
causes (Dawson & Faja, 2008). Th is does not rule out en-
vironmental risk factors, especially physical events that 
occur during prenatal development (e.g., antiseizure 
medication taken during pregnancy). To understand au-
tism, we must consider problems in early development, 
genetic infl uences, and neuropsychological and neuro-
biological fi ndings.

Problems in Early Development

Children with autism experience more health prob-
lems during pregnancy, at birth, or immediately follow-
ing birth than other children. Premature birth, bleeding 
during pregnancy, toxemia (blood poisoning), viral in-
fection or exposure, and a lack of vigor aft er birth have 
been identifi ed in a small percentage of children with 

autism (Wilkerson, Volpe, Dean, & Titus, 2002; Glasson 
et al., 2004). Although these problems during pregnancy 
and birth are not the primary cause of autism, they do 
suggest that fetal or neonatal development has been 
compromised (Bolton et al., 1997; Wallace, Anderson, & 
DuBrow, in press).

A controversial proposal is that some cases of autism 
in children who speak only a few words and have other 
social–communicative behaviors that disappear in the 
second year of life may be linked to vaccinations. Two 
hypotheses have attracted the most attention. Th e fi rst 
incriminated the measles components of combination 
vaccines for measles–mumps–rubella (MMR) (Wake-
fi eld et al., 2000). Th e second lay blame on exposure to 
ethyl mercury (thimerosal), a preservative used in other 
vaccines (Ball, Ball, & Pratt, 2001). Both hypotheses 
claimed that the apparent autism “epidemic” coincided 
with the introduction of MMR and/or increased expo-
sure to thimerosal as a result of the increased number 
of recommended childhood vaccinations in the fi rst 3 
years of life. However, current evidence does not sup-
port an association between MMR vaccines or thimero-
sal and autism (Fombonne, 2008; Institute of Medicine, 
2004). Nevertheless, as many as 50% of parents of chil-
dren with autism believe that their child’s autism was 
caused by vaccinations (Harrington, Rosen, Garneco, & 
Patrick, 2006).

Genetic Infl uences

Th e study of specifi c chromosomal anomalies and gene 
disorders, and fi ndings from family and twin studies, 
indicate a substantial role for genetic factors in autism 
(Rutter, 2005).

Chromosomal and Gene Disorders
Th e discovery of the fragile-X anomaly (see Chapter 9) in 
about 2% to 3% of children with autism led to increased 
attention to this and other chromosomal defects that 
might be related to autism (Turk & Graham, 1997). In 
general, individuals with autism have an elevated risk of 
about 5% for chromosomal anomalies (Barton & Volk-
mar, 1998; Dykens & Volkmar, 1997). However, these 
anomalies alone do not indicate the specifi c gene sites 
underlying the disorder, because autism has been asso-
ciated with anomalies involving several chromosomes 
(Gillberg, 1998).

Autism is also associated with tuberous sclerosis, a 
rare single-gene disorder. Th e manifestations of this 
disorder can vary widely from mild to severe, and may 
include neural defi cits, seizures, and learning disabili-
ties. Most cases are derived from new mutations with no 
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family history of the disorder (Bailey et al., 1996). About 
25% or more of children with tuberous sclerosis also 
have autism. Th is makes the association between autism 
and tuberous sclerosis greater than that for any other ge-
netically based condition.

Family and Twin Studies
Family studies indicate that about 3% to 7% of siblings 
and extended family members of individuals with au-
tism also have the disorder (Rutter, 2005). Th us, the like-
lihood that autism will occur twice in the same family 
is 50 to 100 times greater than would be expected by 
chance alone. Twin studies have reported concordance 
rates for autism in identical twins ranging from 60% to 
90%, in contrast to near zero rates for fraternal twins. 
Taken together, family and twin studies suggest that the 
heritability of an underlying liability to autism is above 
80% (Rutter, 2000; Rutter, 2005).

Family members of children with autism also dis-
play higher than normal rates of social and language 
defi cits, and unusual personality features that are very 
similar to those found in autism, but less severe (Lain-
hart et al., 2002; Spiker et al., 2002). Referred to as the 
broader autism phenotype, these defi cits include so-
cial oddities such as aloofness, lack of tact, and rigidity; 
pragmatic language problems such as over- or under-
communicativeness; and poor verbal comprehension. 
Family members with the broader phenotype do not, 
however, display the atypical language (e.g., echolalia), 
extreme stereotyped repetitive behavior, or mental re-
tardation and epilepsy associated with a formal diagno-
sis of autism (Rutter, 2000). Th ese fi ndings are consistent 
with a general family risk for autism that is genetically 
mediated (Piven, 1999).

Molecular Genetics
Exciting new research using molecular genetics has 
pointed to particular areas on many diff erent chromo-
somes as possible locations for susceptibility genes for 
autism (Dawson & Faja, 2008). Susceptibility genes are 
causally implicated in the liability to autism but do not 
cause it directly on their own. Although several searches 
for major autism genes have been undertaken, they have 
not yet yielded consistent results (Muhle, Trentacoste, & 
Rapin, 2004). Inconsistent results in gene-fi nding stud-
ies may be due to the considerable etiologic heterogene-
ity within autism and the diverse ways in which autism 
appears. Most cases of autism result from multiple in-
teracting genetic factors (Rutter, 2000). However, the ex-
pression of the autism gene(s) may be infl uenced by en-
vironmental factors, “a second hit” occurring primarily 
during fetal brain development (e.g., exposure to drugs, 
maternal illness).

Brain Abnormalities

Although there is no known biological marker for au-
tism, impressive advances have been made in document-
ing the biological basis of the disorder (Volkmar et al., 
2004). Several brain abnormalities have been identifi ed 
that are generally consistent with an early disturbance 
in neural development occurring prior to 30 weeks be-
fore birth (Gillberg, 1999; Minshew, Johnson, & Luna, 
2000).

Neuropsychological impairments in autism occur in 
many domains, including verbal intelligence, orienting 
and selective attention, memory, pragmatic language, 
and executive functions (Dawson et al., 2002). Th e wide-
spread nature of these defi cits suggests multiple regions 
of the brain are involved at both the cortical and subcor-
tical levels (Happe & Frith, 1996). Th e types of neuro-
psychological defi cits also vary as a function of the sever-
ity of the child’s disorder. For example, low-functioning 
children with autism may show impairments in basic 
memory functions, such as visual recognition memory, 
which are mediated by the brain’s medial temporal lobe 
(Barth, Fein, & Waterhouse, 1995). In contrast, high-
functioning children may have more subtle defi cits in 
working memory or in encoding complex verbal mate-
rial, suggesting the involvement of higher cortical func-
tions (Dawson, 1996).

Biological Findings
Brain imaging studies have looked for structural and 
functional abnormalities in brain development, or con-
sistently localized brain lesions associated with the 
symptoms of autism (Williams & Minshew, 2007). Ab-
normalities in the frontal lobe cortex are consistently 
found in individuals with autism (Carper & Courchesne, 
2000; Mundy, 2003). Studies have also consistently iden-
tifi ed structural abnormalities in the cerebellum and 
in the medial temporal lobe and related limbic system 
structures (Bauman & Kemper, 2005; Courchesne et al., 
2007).

Th e cerebellum, a relatively large part of the brain lo-
cated near the brain stem, is most frequently associated 
with motor movement. However, it is also partially in-
volved in language, learning, emotion, thought, and at-
tention (Courchesne, Townsend, & Chase, 1995). Spe-
cifi c areas of the cerebellum are found to be signifi cantly 
smaller than normal in a majority of individuals with au-
tism (Courchesne et al., 1995). It has been proposed that 
cerebellar abnormalities may underlie the problem that 
children with autism have in rapidly shift ing their atten-
tion from one stimulus to another (Courchesne et al., 
2007).

A second localized brain abnormality is in the me-
dial temporal lobe and connected limbic system struc-
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tures such as the amygdala and hippocampus (Baron-
Cohen et al., 2000; Howard et al., 2000). Th ese areas of 
the brain are associated with functions that are oft en 
disturbed in children with autism—for example, emo-
tion regulation, learning, and memory. Th e amygdala 
plays an especially important role in recognizing the 
emotional signifi cance of stimuli, in orienting toward 
social stimuli, in the perception of eye gaze direction, 
and, with the hippocampus, in long-term memory 
(Schulkin, 2007). Findings from brain scan studies sug-
gest both structural and functional abnormalities in the 
amygdala of those with autism, although not in all cases 
(Salmond, de Haan, Friston, Gadian, & Vargha-Khadem, 
2003).

Studies of brain metabolism in individuals with au-
tism suggest decreased blood fl ow in the frontal and 
temporal lobes. Studies have also found a decrease in the 
functional connections between cortical and subcortical 
regions, and a delay in the maturation of the frontal cor-
tex, as indicated by reduced cerebral blood fl ow in the 
frontal brain regions of preschool-age children with au-
tism (see Figure 10.5).

Numerous hypotheses concerning neurotransmit-
ter abnormalities in autism have been proposed (Cook, 

1990; Narayan, Srinath, Anderson, & Meundi, 1993). 
Th e most consistent fi nding is that about one-third of 
individuals with autism show elevated levels of whole 
blood serotonin (Cook & Leventhal, 1996). However, the 
signifi cance of this fi nding in relation to associated be-
haviors or treatment has yet to be demonstrated.

Autism as a Disorder 
of Risk and Adaptation

Based on the causal factors we have discussed, a model 
of risk and adaptation is needed to understand how au-
tism develops. Genetic and environmental factors lead to 
abnormalities in brain development, which in turn lead 
to generalized disturbances in how the child processes 
information and interacts with his or her environment 
(Gillberg, 1999). Th ese disturbances are likely to disrupt 
critical input aff ecting brain development during early 
periods of sensitivity (Dawson et al., 2002). Th us, the re-
lationship between the child’s early risk for autism and 
later outcomes will be mediated by alterations in how 
the child interacts with and adapts to his or her envi-
ronment. Depending on the interaction between early 
risk factors and the environment in which the child 
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develops, diff erent children will follow diff erent devel-
opmental pathways. Although pathways may change at 
any point in development, the longer the child is on a 
maladaptive pathway the more diffi  cult it is for change 
to occur. Th us, as we discuss in the next section on treat-
ment, the sooner the risk for autism can be identifi ed 
and intervention begins, the greater the likelihood that 
the child will have a better outcome (Sigman, Spence, & 
Wang, 2006).

section summary
Causes of Autism
• Autism is a biologically based neurodevelopmental disor-

der that may result from multiple causes.

• Autism is a genetic condition, although the specifi c genes 
have yet to be identifi ed.

• Nonautistic relatives of individuals with autism display 
higher than normal rates of social, language, and cogni-
tive defi cits that are similar in quality to those found in au-
tism, but are less severe and are not associated with intel-
lectual defi cits or epilepsy.

• Neuropsychological impairments occur in many areas of 
functioning, including intelligence, attention, memory, 
language, and executive functions.

• Structural abnormalities in the cerebellum and the medial 
temporal lobe and related limbic system structures have 
been found, particularly in the amygdala.

• The relationship between the child’s early risk for au-
tism and later outcomes will be mediated by alterations 
in how the child interacts with and adapts to his or her 
environment.

Treatment of Autism

I have not counted the trials of medication, the diets, . . . 
the behavioral programs. If they total fi ve hundred, there 
are fi ve hundred fewer to try. . . . I’m a believer. . . . I believe 
my son can get well.

—From Swackhamer (1993)

Autistic people suff er from a biological defect. Although 
they cannot be cured, much can be done to improve their 
lives.

—U. Frith (1997)

Th ese two sentiments, the fi rst by the mother of a child 
with autism, the second by an autism expert, underscore 
the promise, pain, and uncertainty that surround eff orts 
to help children with autism and their families. Parents 

of children with autism report trying, on average, be-
tween seven and nine diff erent therapies for their child, 
and are currently using between four and six (Goin-
Kochel, Myers, & Mackintosh, 2007). Th e fact that no 
one treatment has been successful in eliminating the 
symptoms of autism makes many parents vulnerable to 
new claims of dramatic improvements. Th is is especially 
true for a bewildering assortment of widely publicized 
treatments such as vitamins, diets (e.g., gluten-free and 
casein-free diets), medications, chelation therapy (re-
moval of heavy metals from the body), secretin (a hor-
mone that controls digestion), auditory training, sensory 
integration, facilitated communication, and even swim-
ming with dolphins. Many of these treatments have not 
lived up to their claims under close scientifi c scrutiny 
and in some cases may have harmful eff ects (Umbarger, 
2007).

Although behavioral, educational, and medical treat-
ments may improve learning and behavior, and may per-
mit a few children to achieve near-normal functioning, 
there is no known cure for autism. Th e goals for most 
treatments are to minimize the core problems of autism, 
maximize the child’s independence and quality of life, 
and help the child and family cope more eff ectively with 
the disorder (Myers, Johnson, and the Council on Chil-
dren with Disabilities, 2007). Th ese goals can be facil-
itated by treatments designed to enhance development 
and learning, to reduce maladaptive behaviors, and to 
educate and support parents in meeting these goals. 
Promising new programs of early intervention, commu-
nity-based education, and community living options are 
all reasons for optimism about improving outcomes for 
children with autism (Newsom & Hovanitz, 2006). Th e 
most benefi t is likely to come from developmentally ori-
ented, early behavioral interventions that involve par-
ents and which are used along with special educational 
methods (Rutter, 2006). Most children treated using 
these newer methods show signifi cant gains in language, 
communication, and measured IQ, and a reduction in 
the severity of the core symptoms of autism (Rogers & 
Vismara, 2008). However, questions remain concerning 
how intensive the interventions need to be (e.g., 20 vs. 40 
hours per week), how much change can be achieved, and 
the extent to which changes can be directly attributed 
to the intervention. Additional controlled studies are 
needed before long-term outcomes can be fully assessed 
(Rogers & Vismara, 2008).

Diff erent Children, Diff erent Treatments

Given the extensive variability in severity of symptoms, 
degree of language impairments, and level of intellec-
tual functioning found in children with autism, it is not 
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surprising that variations in these factors relate to ex-
pected gains in treatment.

Th e stories of Pamela and Ricky illustrate this 
point (see Box 10.4). Both received intensive treatment 
when they were 7 to 8 years old. As a child, Ricky had 
higher intellectual ability and more language than Pa-
mela, and his adult outcome and living arrangements 
are consistent with his higher overall level of function-
ing. Pamela, in contrast, had lower intellectual abil-

ity and less language as a child than Ricky, and as an 
adult she requires a more closely supervised living ar-
rangement. Th ese two cases illustrate how treatment 
strategies, goals, and expectations vary considerably 
for diff erent children with autism. Nowadays, when-
ever possible, intensive interventions for children with 
autism begin before the age 3, and, as we shall see, the 
earlier the intervention the better the outcome is likely 
to be.
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322 PART 5 Developmental and Learning Disorders

defi cits of autism that we have discussed throughout this 
chapter. Th ey include strategies for: engaging children in 
treatment; decreasing disruptive behaviors; teaching ap-
propriate social behavior including joint attention, imi-
tation, and reciprocal interaction; increasing functional, 
spontaneous communication; promoting cognitive skills 
such as symbolic play and perspective taking; and teach-
ing adaptive skills that prepare the child for increased 
responsibility and independence. Family interventions 
enable parents to participate fully in their child’s treat-
ment and to cope with the substantial demands associ-
ated with raising a child with autism. In addition, edu-
cational interventions and speech and language therapy 
are commonly used, and for some children medications 
may help to decrease interfering behavioral symptoms 
(Johnson et al., 2007).

Because these children have great diffi  culty mak-
ing changes and generalizing previously learned skills 
to new environments, these areas must be directly ad-
dressed in treatment. It is also critical that treatment be 
tailored to meet the needs of the individual child and 
the family, thus making it possible for each child to meet 
his or her full potential. In the following paragraphs 
we highlight how several of the treatment components 
mentioned above are implemented.

Initial Stages
Initially, treatment focuses on building rapport and 
teaching the child learning-readiness skills. Various 
procedures help the child feel comfortable being physi-
cally close to the therapist and to identify rewards to 
strengthen the child’s social behavior, aff ection, and 
play. Imitating the child’s use of toys may increase eye 
contact, touching, and vocalizations directed toward the 
therapist. Prompting the child to engage in play with a 
preferred toy may decrease social avoidance.

Children with autism must learn to sit in a chair, 
come when called, and attend to their teacher if they are 
to progress. Th ese readiness skills are taught using two 
approaches. Th e fi rst is a step-by-step approach to pre-
senting a stimulus and requiring a specifi c response, re-
ferred to as discrete trial training. Th e second attempts 
to strengthen behavior by capitalizing on naturally oc-
curring opportunities, referred to as incidental train-
ing. Most interventions use a combination of these ap-
proaches (Ghezzi, 2007).

Reducing Disruptive Behavior
Young children with autism display many disruptive 
and interfering behaviors, such as tantrums or throwing 
objects, as well as self-stimulation, aggression, and self-
injury. Th ese behaviors are common reactions to de-
mands on the child that are made early in treatment, and 
must be eliminated if the child is to learn more adaptive 

E M I L I E

A Full-Time Job

When Emilie was 2 she was diagnosed with autism, Emilie’s 

mother recalled, her eyes brimming with tears. “We’ve been rely-

ing on ourselves ever since.” Emilie’s mother and father have read 

about children with autism who became accomplished scientists 

and musicians—but progress for Emilie, now age 4, has been 

slow. Two months ago they hired a specialist to teach them a new 

one-on-one approach for getting through to Emilie with a reward 

system. Pictures of food are taped to hallway walls. On the fridge 

is a cut-out of a glass of milk. After years of shrieking and kick-

ing for what she wants, Emilie is learning to express her needs. 

When she points to what she wants, she gets a reward—a potato 

chip or an activity she likes. Every afternoon mother and daugh-

ter spend 2 hours on the fl oor, face to face, their legs interlocked. 

“Listen to maman, Emilie. Look at me. Look at me. Say ‘yes.’ Say 

‘yes.’ Do you like chips, Emilie? You can have one if you just say the 

word, ‘yes.’”

Emilie’s mother coaxes patiently, fi rmly, holding out a bowl 

of chips. But Emilie runs to the radiator and climbs it, teetering 

there. When her mother pulls her down Emilie shrieks, kicks, and 

falls to the fl oor crying. In a minute the episode is over, and the 

lesson begins again. This time Emilie looks at her mother, says 

“yes,” and holds out her hand for a chip. “Bravo, sweetheart. You 

did it. I knew you could,” her mother beams. Emilie’s mother has 

used the reward system to build Emilie’s vocabulary to 22 words. 

That, to her parents, has been a monumental breakthrough.

 “We have to motivate her,” says her mother, whose only re-

spite is an evening out once or twice a month with her husband. 

“If we let her be, she’d just climb or hide under the cover all day 

long. That’s my nightmare, that she’ll end up in a psychiatric hos-

pital, withdrawn from the world. I can see that we are slowly be-

ginning to get through to her,” Emilie’s mother says with a deep 

sigh. “She didn’t pay any attention to us at all before. She never 

showed any aff ection or made eye contact. But now she looks at 

me and says maman. Sometimes she hugs me. It doesn’t happen 

every day. But it grabs my heart when it does.” (Adapted from 

Susan Semenak, The Gazette, November 21, 1996, p. A1, A15. 

Reprinted by permission.)

Emilie’s case captures the demands, frustrations, aspira-
tions, and hopes of a family trying to do the best possible 
for their child with autism. A number of treatments are 
available for helping children with autism, like Emilie, 
and their families. Th ese treatments focus on the spe-
cifi c social, communication, cognitive, and behavioral 

Overview
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forms of social interaction and communication. Many 
procedures are eff ective in eliminating disruptive behav-
ior, including rewarding competing behaviors, ignoring, 
and mild punishment.

Teaching Appropriate Social Behavior
Teaching appropriate social behavior is a high treatment 
priority (White, Keonig, & Scahill, 2007). Th e salience of 
social cues may be increased by pairing people with ac-
tions, activities, and events that the child fi nds pleasant 
or useful. Children are also taught ways to express af-
fection through smiling, hugging, tickling, or kissing—
behaviors that enable them to return aff ection they re-
ceive from others. Other ways to enhance social interac-
tion include teaching social toy play, social pretend play, 
and specifi c social skills such as initiating and maintain-
ing interactions, taking turns and sharing, and includ-
ing others in activities.

One strategy for teaching appropriate social behav-
ior to children with autism involves teaching normal or 
mildly handicapped peers to interact with them. Peers 
are taught to initiate age-appropriate social behaviors 
such as playing with toys, commenting about activities, 
or acknowledging their partner’s responses. Teachers 
may signal and reward the peers’ social initiations with 
the child with autism. Other strategies use prompts and 
rewards for teaching the child with autism to initiate in-
teractions, and in some cases to involve siblings as train-
ers (Kohler, Strain, & Goldstein, 2005).

Teaching Appropriate Communication Skills
Several strategies are used to help children with au-
tism communicate more appropriately. Operant speech 
training is a step-by-step approach that fi rst increases 
the child’s vocalizations, then teaches imitation of 
sounds and words, the meanings of words, labeling ob-
jects, making verbal requests, and expressing desires. 
Th e emphasis is on teaching the child to use language 
more spontaneously and more functionally in everyday 
life situations to infl uence others and to communicate 
better (Newsom & Hovanitz, 2006).

Early Intervention

As methods to identify autism at a very young age are 
developed, possibilities for early intervention increase 
dramatically. Th e promise of early intervention derives 
from the plasticity of neural systems early in develop-
ment (Mundy & Neal, 2001), and the yet-to-be tested 
hypothesis that providing very young children with 
autism with intensive and highly structured experi-
ences may alter their developing brains in ways that per-
mit outcomes that are not otherwise possible (Dawson, 
Ashman, & Carver, 2000).

The mother of Emilie, a 4-year-old girl with autism, spends 
hours each day on the fl oor in face-to-face communica-
tion with her daughter.
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Th e treatments for autism that we have described 
are oft en implemented in the context of comprehensive 
programs of early intervention (Harris, Handleman, & 
Jennett, 2005). A number of early intervention programs 
are available, some based on a learning/behavioral 
model (e.g., Applied Behavior Analysis; Lovaas & Smith, 
2003), others based on a structured teaching model (e.g., 
TEACCH; Mesibov, Shea, & Schopler, 2005), and oth-
ers based on a developmental (e.g., Denver model; Rog-
ers et al., 2006) or relationship-focused (DIR or Floor 
Time; Greenspan & Wieder, 2006) approach. Although 
these and other programs may diff er in philosophy and 
emphasis, they share many common goals and features. 
Th ere is a growing consensus that the most eff ective in-
terventions for children with autism include the follow-
ing features (Johnson et al., 2007):

• Early: Begin intervention as soon as an autism diag-
nosis is seriously considered.

• Intensive: Active engagement of the child at least 25 
hours a week, 12 months a year, in systematically 
planned, developmentally appropriate educational 
activities with specifi c objectives.

• Low Student–Teacher Ratio: Allow suffi  cient one-on-
one time and small-group instruction to meet spe-
cifi c individualized goals.

• High Structure: Use of predictable routines, visual 
activity schedules, and clear physical boundaries to 
minimize distractions.

• Family Inclusion: Include a family component with 
parent training as indicated.

• Peer Interactions: Promote opportunities for inter-
actions with typically developing peers.
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• Generalization: Teach child to apply learned skills in 
new settings and situations and to maintain the use 
of these skills.

• Ongoing Assessment: Monitor child’s progress and 
make adjustments in treatment as needed.

Th e average age of children with autism entering 
early intervention programs has been 3 to 4 years or 
younger. Children have an average IQ in the mid-50s, al-
though many are not testable at the time of their intake 
for treatment. Early intervention provides direct one-to-
one work with the child for 15 to 40 hours per week and 
active involvement of the family. In eff ect, these pro-
grams become a way of life for the family—24 hours a 
day, 7 days a week. Programs are carried out at home 
and in the preschool, and eff orts are made to include the 
child in interactions with normal peers, especially later 
in treatment.

Comprehensive reviews of outcomes for children 
completing early intervention programs fi nd that many 
of them are able to function in regular educational 
placements, although the type of setting and amount of 
support services needed varied considerably. Most chil-
dren also show developmental gains, as refl ected in im-
provements in their behavior, IQ scores, scores on devel-
opmental tests, and classroom observations (Eikeseth, 
Smith, Jahr, & Eldevik, 2007; Howard et al., 2005).

The UCLA Young Autism Project
Th e UCLA Young Autism Project began over 40 years 
ago under the direction of Dr. Ivar Lovaas. Now re-
ferred to as the Applied Behavior Analysis (ABA) ap-
proach, it is the most detailed and labor intensive of the 
early intervention programs and begins the earliest. It 
is the only program that currently qualifi es as an em-
pirically supported treatment for autism based on out-
comes evaluated against control groups of similar-age 
children receiving less intensive intervention (Rogers 
& Vismara, 2008). For these reasons, we focus on this 
approach, while recognizing that other potentially use-
ful approaches that have yet to be evaluated are avail-
able. Outcomes for three children with diff erent levels of 
functioning who were treated using the Applied Behav-
ioral Analysis are described in Box 10.5.

Th e program includes many of the key elements 
of early intervention and is based on principles of ap-
plied behavior analysis, including the use of rewards 
and punishment, and shaping by successive approxima-
tion (Lovaas, 2003). Parents are taught to act as the pri-
mary therapists for their children, with direction and 
help from therapists who work with them in the home. 
Th e average age of children entering the program is 
32 months.

In a landmark research investigation, children with 
autism were assigned to one of three groups. Although 
this assignment was not carried out randomly, the groups 
were found to be comparable with respect to age, lan-
guage, intellectual functioning, and other measures prior 
to intervention. Th e experimental group of 19 children 
received 40 hours per week of intensive intervention. 
Control group 1 consisted of 19 children who attended 
special education classes and received 10 hours per week 
of one-to-one instruction. Control group 2 consisted of 
21 children from a larger study who also attended special 
education classes but received no one-to-one instruction.

For children in the experimental condition, the fi rst 
year of the program emphasized reducing disruptive 
behaviors and teaching appropriate behaviors such as 
compliance, imitation, and appropriate toy play. Th e sec-
ond year emphasized expressive and abstract language 
and interactive play. Children were also taught how to 
function in a preschool group and, if possible, were en-
rolled in regular education preschool. Th e third year of 
the program emphasized the appropriate expression of 
emotions, pre-academic tasks, assertiveness, and obser-
vational learning.

Th e fi rst outcome data were obtained when the chil-
dren were 7 years old. Remarkably, 47% of the children 
in the experimental group were found to be functioning 
educationally and intellectually at a normal level. Th ey 
successfully completed a regular fi rst-grade class with-
out support, were recommended for promotion by their 
teachers to a regular second-grade class, and scored at 
or above average on standardized IQ tests. On average, 
IQ scores of these children increased by 37 points from 
70 to 107; overall, the experimental group children 
showed an increase in mean IQ from 53 to 83. Children 
in the two control conditions did not fare nearly as well, 
resulting in only 1 of 40 children placed in a regular fi rst-
grade class; overall, these children showed only minimal 
increases in IQ scores. Th e experimental group children 
were assessed again when their average age was 13 years, 
with similar results. Th e nine children who were placed 
in regular classrooms were virtually indistinguishable 
from same-age normal peers.

Nearly all children with autism benefi t from early 
intervention, but uncertainty remains as to how much 
the rate of progress depends on the severity of the child’s 
autism and the child’s IQ and language ability, and as 
to what the long-term outcomes will be (Smith, Eike-
seth, Klevstrand, & Lovaas, 1997). Additional studies 
have supported the eff ectiveness of the ABA approach 
in comparisons with other treatments and when used in 
community settings (Rogers & Vismara, 2008; Magiati, 
Charman, & Howlin, 2007). Claims have been made that 
some children with autism can achieve normal function-
ing if given intensive intervention before age 3. However, 
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earlier reports of “recovery” have not been replicated, 
and the question of whether they can achieve full recov-
ery is a matter of some debate (Gresham & MacMillan, 
1997; Smith & Lovaas, 1997).

Medications

Many children with autism receive psychotropic medi-
cation, most commonly antidepressants, stimulants, 
and tranquilizers/antipsychotics (Mandell et al., 2008). 
As with many of the other childhood disorders we have 
discussed, medication use has also increased, and many 
children receive multiple medications (Oswald & Sonen-
klar, 2007). Although medications may help in the alle-
viation of some behavioral symptoms, their benefi ts are 
limited, variable from child to child, and do not alter 
the core defi cits of children with autism (Rutter, 2006). 
Given the limited evidence of eff ectiveness of medica-
tions, particular for very young children, it is crucial 
that their risks, benefi ts, and costs be carefully evaluated 
(Mandell et al., 2008).

section summary
Treatment of Autism
• Treatments for autism are directed at maximizing the 

child’s potential and helping the child and family cope 
more eff ectively with the disorder.

• Treatments for autism focus on the specifi c social, com-
munication, cognitive, and behavioral defi cits displayed 
by children with this disorder.

• The most eff ective treatments use highly structured skills-
oriented strategies that are tailored to the individual child 
and provide education and supportive counseling for the 
family.

• Nearly all children with autism benefi t from early inter-
vention; however, controlled studies are needed to evalu-
ate long-term outcomes.

• Medications may be of help in alleviating some symp-
toms. However, their benefi ts are limited, variable from 
child to child, and do not change the core defi cits of chil-
dren with autism.

Other Pervasive Developmental 
Disorders (PDD)
Other PDDs have been studied much less than autism. 
Although all PDDs have some clinical features in com-
mon, which constitutes the autism spectrum, how they 
are related is not yet known. In addition to autism, DSM-
IV-TR specifi es four other PDDs.

Asperger’s Disorder (AD)

Asperger’s disorder (AD) is characterized by major dif-
fi culties in social interaction and unusual patterns of 
interest and behavior in children with relatively intact 
cognitive and communication skills (Klin, Volkmar, & 
Sparrow, 2000). Th ey display the same social impair-
ments and the restricted, stereotyped interests as chil-
dren with autism but not the same general delays in 
language, cognitive development, development of age-
appropriate self-help skills, adaptive behavior (other 
than social interaction), or curiosity about the environ-
ment. Children with AD have a higher verbal mental age, 
less language delay, and greater interest in social contact 
than children with autism; however, for the most part 
few qualitative diff erences between the two groups have 
been found (Macintosh & Dissanayake, 2004).

Generally, individuals with AD tend to be egocen-
tric, socially inept, and preoccupied with abstract, nar-
row interests that cause them to appear eccentric. Th eir 
preoccupations may include topics such as the weather, 
facts about TV stations, or maps, which are learned 
in rote fashion and refl ect poor understanding. Other 
common clinical features of AD include clumsy and ill-
coordinated movements and an odd posture. Th ese 
youngsters lack empathy, engage in inappropriate, one-
sided social interaction, show little ability to form friend-
ships, and are socially isolated. Th ey display poor nonver-
bal communication, pedantic and fl at speech, and may 
ramble on about topics that have little interest to anyone 
but themselves. Older children and adults with AD dis-
play marked diffi  culties with conversational skills and 
other pragmatic abilities, even when other aspects of lan-
guage are intact (Volkmar et al., 1996). Also common in 
children and adults with AD are anxiety disorders, par-
ticularly social phobias and obsessive–compulsive symp-
toms (Kuusikko et al., in press; Soderstrom, Rastam, & 
Gillberg, 2002). Sleep diffi  culties are also quite frequent 
in children with AD, particularly short sleep duration 
and sleep onset problems (Paavonen et al., in press).

Our knowledge of AD is limited but increasing (Gill-
berg, 2002). Boys are more likely aff ected than girls, al-
though the precise ratio of boys to girls is unknown. We 
also know little about possible genetic links that increase 
the likelihood of fi nding similar conditions in other 
family members, which may be stronger for AD than for 
autism (Volkmar, Klin, & Pauls, 1998). Th e higher intel-
lectual functioning in children with AD suggests a bet-
ter long-term outcome than is typically seen in autism. 
A recent study found that 27% of those with AD had 
good adult outcomes, and 26% had restricted or poor 
outcomes, with a very restricted life with no occupation 
and no friends. Adult outcomes for those with autism 
were signifi cantly worse with the vast majority (76%) 
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having poor or very poor outcomes (Cederlund et al., in 
press).

Findings for Asperger’s disorder suggest that brain 
abnormalities in the cerebellum and limbic system are 
similar to those for autism, but less severe (Bauman, 
1996). Th is selective involvement may underlie the prom-
inent social and pragmatic language diffi  culties of indi-
viduals with AD, despite their strong cognitive skills.

Is AD a separate disorder or is it simply a variant of 
autism occurring in higher-functioning individuals? Th e 
evidence would indicate that AD is a variant of autism 
and not a separate disorder (Frith, 2004). Research sug-
gests that individuals with AD and those with high func-
tioning autism are more alike than diff erent and more so 
with age (Witwer & Lecavalier, in press). However, de-
spite the overlap between AD and high functioning au-
tism, the two groups may show distinct patterns of so-
cial impairment, with those with AD being rated mostly 
as “socially active but odd,” and those with autism rated 
mostly as “aloof and passive” (Ghaziuddin, 2008).

Rett’s Disorder

Rett’s disorder is a severe and disabling neurological de-
velopmental disorder that predominantly aff ects females 
(Ghidoni, 2007). Th e disorder was discovered by An-
dreas Rett (1966) in his clinic in Vienna, Austria, when 
he observed two girls in his waiting room making identi-
cal stereotyped hand-washing movements. Only female 
cases have been reported to date, although variants of 
the disorder have been reported in a few males (Leonard 
et al., 2001). Aft er examining these children, Rett noted 
a remarkably similar pattern of early development and 
symptoms. Girls with Rett’s disorder have a normal head 
circumference at birth. However, following a period of 
apparently normal prenatal and early development for 
the fi rst 6 to 12 months of life, they begin to display a 
specifi c pattern of autism-like defi cits that includes:

•  Deceleration of head growth between ages 5 months and 
48 months

•  Loss of previously acquired purposeful hand skills be-
tween ages 5 months and 30 months with the subsequent 
development of stereotyped hand movements (e.g., hand-
wringing or hand-washing)

•  Loss of social engagement early in the course of the 
disorder (although social interaction oft en develops 
later)

•  Appearance of poorly coordinated gait or trunk 
movements

•  Severely impaired expressive and receptive language 
development with severe psychomotor retardation (Re-
printed with permission from Diagnostic and Statistical 
Manual of Mental Disorders, DSM-IV-TR, Text Revision, 

Fourth Edition. Copyright 2000 by the American Psychi-
atric Association.)

In eff ect, the girl’s mental and social development 
regresses—she no longer responds to her parents and 
withdraws from any social contact. If she has been talk-
ing, she stops; she cannot control her feet; she wrings 
her hands. Rett’s disorder is rare, aff ecting about 1 in 
10,000 to 1 in 22,000 females (Ghidoni, 2007). It is a se-
vere neurological developmental disorder caused by spe-
cifi c X-linked gene mutations (MECP2 gene) found in 
up to 95% of those aff ected. Th ese mutations are usu-
ally lethal to the male fetus; therefore, Rett’s occurs al-
most exclusively in females (Ghidoni, 2007). Th e most 
dramatic eff ects of these mutations occur between 8 and 
18 months, but more subtle eff ects may occur earlier in 
development than previously thought and are present at 
birth (Huppke et al., 2003). Although the presentation of 
Rett’s disorder can vary, ranging from extremely severe 
with almost no development to mild mental handicap, 
most of those aff ected experience a variety of serious 
problems, including severe or profound mental retarda-
tion, epileptic seizures, motor handicaps, and diffi  cul-
ties with communication (Hagberg, 1995; Huppke et al., 
2003). Apraxia, the inability to execute desired move-
ments, is common in girls with Rett’s; 25% of the girls 
may never walk, and about 50% of those who do walk 
will lose the ability. Most girls with Rett’s disorder are 
severely impaired and are likely to need assistance with 
all activities of daily living, including feeding, dressing, 
and toileting.

Childhood Disintegrative Disorder (CDD)

Childhood disintegrative disorder (CDD) describes 
children who prior to age 10 evidence a signifi cant loss 
of previously acquired skills. Th is regression follows a 
period of apparently normal development in verbal and 
nonverbal communication, social relationships, play, 
and adaptive behavior for the fi rst 2 years of life. Chil-
dren with childhood disintegrative disorder show losses 
in at least two of the following areas: expressive or recep-
tive language, social skills or adaptive behavior, bowel or 
bladder control, play, or motor skills (Mouridsen, 2003). 
In addition, autism-like abnormalities in two of the 
three following areas of functioning are also present:

•  Qualitative impairment in social interaction (e.g., 
impairment in nonverbal behaviors, failure to develop 
peer relationships, lack of social or emotional 
reciprocity)

•  Qualitative impairments in communication (e.g., delay or 
lack of spoken language, inability to initiate or sustain a 
conversation, stereotyped and repetitive use of language, 
lack of varied make-believe play)
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•  Restricted, repetitive, and stereotyped patterns of behav-
ior, interests, and activities, including motor stereotypes 
and mannerisms (Reprinted with permission from Diag-
nostic and Statistical Manual of Mental Disorders, DSM-
IV-TR, Text Revision, Fourth Edition. Copyright 2000 by 
the American Psychiatric Association.)

Childhood disintegrative disorder is a very rare con-
dition, mostly aff ecting boys, with a prevalence rate of 
about 1 in 50,000 children (Fombonne et al., 2003). For 
this diagnosis to be made, the disturbances cannot be 
better accounted for by another specifi c pervasive de-
velopmental disorder or by schizophrenia. Th e symp-
toms, degree of impairment, and outcomes for those 
with childhood disintegrative disorder appear similar to 
those for most children with autism, with the exception 
of age of onset and a period of normal development, typ-
ically for the fi rst 2 to 4 years of life (Hendry, 2000; Mal-
hotra & Gupta, 1999). However, the inclusion of child-
hood disintegrative disorder (and Rett’s disorder) with 
the other pervasive developmental disorders has been 
questioned, because the former are neurodegenerative 
diseases with seemingly diff erent causes and courses 
than autistic disorder, Asperger’s Disorder, and PDD-
NOS (Malhotra & Gupta, 2002).

Pervasive Developmental Disorder, 
Not Otherwise Specifi ed (PDD-NOS)

Pervasive Developmental Disorder, Not Otherwise 
Specifi ed (PDD-NOS) describes children who display 
the social, communication, and behavioral impair-
ments associated with PDD but do not meet criteria for 
other PDDs, schizophrenia, or other disorders (Volk-
mar, Shaff er, & First, 2000). PDD-NOS might better be 
called atypical autism, since the category is oft en used 
to diagnose children who fail to meet criteria for autis-
tic disorder because of their late age of onset, atypical 
symptoms, subthreshold symptoms, or a combination of 
these. PDD-NOS is the most frequently diagnosed dis-
order on the autism spectrum, suggesting that this cat-
egory as currently defi ned in DSM may be too broad 
(Volkmar et al., 2000).

section summary
Other Pervasive Developmental 
Disorders (PDD)
• Asperger’s disorder is characterized by major diffi  culties 

in social interaction and by unusual patterns of interest 
and behavior in children with relatively intact cognitive 
and communication skills.

• Rett’s disorder is a severe neurological developmental 
disorder in girls, the result of a specifi c gene mutation.

• Children with childhood disintegrative disorder show a 
signifi cant loss of previously acquired language, social 
skills, and adaptive behavior prior to age 10 that follows a 
period of apparently normal development.

• Children with pervasive developmental disorder, not oth-
erwise specifi ed (PDD-NOS) display the social, communi-
cation, and behavioral impairments associated with PDD 
but do not meet criteria for other PDDs, schizophrenia, or 
other disorders.

Childhood-Onset 
Schizophrenia (COS)

Th is statement by a young girl with schizophrenia high-
lights the seriousness of this disorder. Schizophrenia 
is a disorder of the brain that is expressed in abnormal 
mental functions and disturbed behavior (Remschmidt, 
2001). It is characterized by severe psychotic symptoms, 
including: bizarre delusions (false beliefs), hallucina-
tions (false perceptions), thought disturbances, grossly 
disorganized behavior or catatonic behavior (motor dys-
functions ranging from wild agitation to immobility), 
extremely inappropriate or fl at aff ect, and signifi cant de-
terioration or impairment in functioning (McDonnell & 
McClellan, 2007).

Th e term childhood schizophrenia was previously 
applied to a highly diverse mix of children with little 
in common other than their experience of a profound 
and chronic disturbance during early childhood (Rut-
ter, 1972). Th e label was oft en given to children who dis-
played borderline or no psychotic symptoms and who by 
today’s standards would likely be diagnosed with autism 
or another PDD. Several factors distinguish children 
with schizophrenia from children with autism. Th ese 
factors include: a later age of onset of their problem, less 
intellectual impairment, less severe social and language 
defi cits, hallucinations and delusions as the child gets 
older, and periods of remission and relapse (J. R. Asar-
now & Asarnow, 2003).

Earlier approaches to diagnosis attempted to con-
struct a category for childhood schizophrenia distinct 
from the category of schizophrenia in adults. However, 
current thinking is that the criteria used to diagnose 
schizophrenia in adults can also be used to diagnose this 
disorder in children (Asarnow, Tompson, & McGrath, 
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2004). Rather than being a distinct form of schizophre-
nia, early-onset (prior to the age of 18) or childhood-
onset schizophrenia (COS) is a rarer and possibly more 
severe form of adult-onset schizophrenia, and with 
worse long-term outcomes (Kyriakopoulos & Frangou, 
2007; Remschmidt et al., 2007).

In the initial stages of schizophrenia, the affl  icted 
youngster may have diffi  culty concentrating, sleeping, 
or doing schoolwork, and may start to avoid friends. As 
the illness progresses, she or he may begin to speak in-
coherently and see or hear things that no one else does. 
Periods of improvement may be followed by terrifying 
relapses characterized by disordered thinking in which 
the youngster leaps illogically from one idea to another. 
Th e youngster may experience hallucinations, paranoia, 
and delusions. During their psychotic phases, young-
sters with schizophrenia may be convinced that they 
have godlike powers or that people are spying on them. 
When in the grip of a psychosis, they may behave unpre-
dictably and may become violent and suicidal.

Several of the clinical features of COS are illustrated 
in the case of Mary, a girl who fi rst began to display symp-
toms of the disorder when she was about 10 years old.

Mary’s tragic story illustrates several key features of 
COS.

• Although most cases have their onset during late ad-
olescence or early adulthood, schizophrenia does oc-
cur during childhood (Nicolson & Rapoport, 1999).

• COS has a gradual rather than sudden onset in child-
hood, with the child displaying a wide range of im-
pairments that precede his or her psychotic symp-
toms (Nicolson et al., 2000).

• When the disorder is present in childhood, the 
symptoms likely will persist into adolescence and 
adulthood.

• COS has a profound negative impact on the child’s 
developing social and academic competence.

Mary’s futile 10-year struggle with schizophrenia 
underscores the tremendous pain and personal suff ering 
experienced by youngsters with this illness.

DSM-IV-TR: Defi ning Features
DSM-IV-TR criteria for schizophrenia are presented in 
Table 10.2. For an accurate diagnosis, continuous signs 
of disturbance must persist for at least 6 months. In ad-
dition, aft er the onset of the disturbance, the youngster 
must show a signifi cant decrement in one or more areas 
of functioning or a failure to achieve expected levels of 
interpersonal, academic, or occupational achievement. 
Th e disorder cannot be attributable to mood disorder or 
schizoaff ective disorder and cannot be due to substance 
use or a general medical condition. If there is a history 
of autism or another PDD, the additional diagnosis of 
schizophrenia is made only if prominent delusions or 
hallucinations are also present for at least a month.

Th e use of the same diagnostic criteria for chil-
dren and adults facilitates comparisons between cases 
of childhood- and adult-onset schizophrenia and the 
identifi cation of continuities in the disorder during the 
course of development. However, schizophrenia may be 
expressed diff erently at diff erent ages. For example, hal-
lucinations, delusions, and formal thought disturbances 
are extremely rare and diffi  cult to diagnose before the 

increasingly fl at, and her psychotic symptoms persisted. One 

week after discharge from the hospital, Mary went into her room, 

locked the door, and overdosed on her medications. She was 

found dead the next morning. (Adapted from J. R. Asarnow & 

Asarnow, 2003)

M A R Y

Depressed, Disorderly, Doomed

Mary had always been a very shy child. At times she would be-

come mute, she had severe diffi  culty making friends, was fre-

quently oppositional, and occasionally wet the bed. By age 10, 

Mary had problems in school in addition to her continuing social 

isolation. She became depressed, felt that the devil was trying 

to make her do bad things, believed that her teacher was trying 

to hurt her, and became preoccupied with germs. Her behavior 

became increasingly disorganized; she talked of killing herself, 

appeared disheveled, and ran in front of a moving car in an appar-

ent suicide attempt.

This episode precipitated an inpatient psychiatric evaluation, 

where Mary continued to show bizarre behavior. She lapsed into 

periods of intense anxiety and had one episode of uncontrolled 

screaming. At times she would stare blankly into space and was 

frequently mute. Although Mary’s functioning improved during 

hospitalization and she returned to her family, throughout her 

childhood and adolescence she was tormented by fears, halluci-

nations, the belief that others were out to get her, and occasional 

bouts of depression, often accompanied by suicide attempts. She 

continued to be socially isolated and withdrawn and to perform 

poorly at school. At age 17, after several brief inpatient hospi-

talizations, Mary was admitted to a state hospital where she 

remained until the age of 19. During this period her aff ect was 
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content and strong beliefs that are misrepresentations of 
reality. Hallucinations are disturbances in perception 
in which things are seen, heard, or otherwise sensed 
even though they are not real or present. Th e most com-
mon presenting symptom for children with schizophre-
nia is auditory hallucinations, which occur in about 80% 
of cases with an onset prior to age 11. About 40% to 60% 
of children with schizophrenia also experience visual 
hallucinations, delusions, and thought disorder (Caplan, 
Guthrie, Tang, Komo, & Asarnow, 2000). Examples of 
psychotic symptoms reported by children with schizo-
phrenia are presented in Box 10.6.

Negative Symptoms
Negative symptoms of schizophrenia may include a 
slowing of thinking, speech, and movement, and in-
diff erence to social contact. Th ese symptoms generally 
refl ect a loss of motivation, and can range from minor 
to severe. Although these symptoms are much less dra-
matic than the positive symptoms, they can be very per-
sistent and diffi  cult to treat. Th ey also may be diffi  cult to 

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Dis-
orders, DSM-IV-TR, Text Revision, Fourth Edition. Copyright 2000 by the American Psychi-
atric Association.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Dis

T A B L E  1 0 . 2  Main Features of DSM-IV-TR 
Criteria for Schizophrenia

DSM-IV-TRCharacteristic symptoms: At least two 
or more of the following symptoms are present for a 
signifi cant portion of time during a 1-month period.

(1) Delusions

(2) Hallucinations

(3) Disorganized speech (e.g., frequent derailment or 
incoherence)

(4) Grossly disorganized or catatonic behavior

(5) Negative symptoms (e.g., aff ective fl attening, alogia, 
or avolition) 

If delusions are bizarre or if hallucinations consist of a run-
ning commentary about the person or two or more convers-
ing voices, then only one of these symptoms is required to 
make the diagnosis.

age of 7; when they do occur, they may be less complex 
and refl ect childhood themes (Caplan, 1994). A failure 
to adjust diagnostic criteria for developmental changes, 
such as social withdrawal or peer problems, may over-
look children who show early signs of schizophrenia but 
may not develop the full-blown adult type until a later 
age (McClellan, Breiger, McCurry, Hlastala, 2003).

Other developmental considerations may also come 
into play in making a diagnosis. For example, it is some-
times diffi  cult to distinguish between pathological 
symptoms, such as delusions, and the rich imaginative 
fantasies typical of many young children. Also, because 
cognitive and language processes are developing dur-
ing childhood, it is extremely diffi  cult to diagnose the 
symptom of disorganized speech (e.g., switching topics 
mid-sentence, incoherent or tangential speech). One dif-
ference between children and adults with schizophre-
nia is that young children may not experience their psy-
chotic symptoms as distressing or disorganizing. Th us, 
when psychotic symptoms appear early in development, 
children may have diffi  culty distinguishing them from 
normal experience (A.T. Russell, 1994).

Symptoms of schizophrenia fall into two categories. 
Th e fi rst, positive symptoms (also called psychotic or ac-
tive symptoms), involve excesses or disturbances in nor-
mal functioning such as delusions or hallucinations. Th e 
second, negative symptoms, involve a loss in normal 
functioning, for example, disturbances in sleep patterns.

Positive Symptoms
Youngsters with COS may display psychotic symptoms 
such as delusions and hallucinations. Delusions are dis-
turbances in thinking involving disordered thought 
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recognize in young people, since some of these changes 
are behaviors that might be expected to occur to some 
degree during adolescence.

section summary
DSM-IV-TR: Defi ning Features
• Schizophrenia is a disorder of the brain that is expressed 

in abnormal mental functions and disturbed behavior.

• Unlike children with autism, children with schizophrenia 
have a later age of onset, show less intellectual impair-
ment, display less severe social and language defi cits, de-
velop hallucinations and delusions as they get older, and 
experience periods of remission and relapse.

• Childhood-onset schizophrenia (COS) is a more severe 
form of adult-onset schizophrenia rather than a diff erent 
disorder.

• Youngsters with COS may display psychotic symptoms 
such as delusions and hallucinations.

Precursors and Comorbidities
For a majority of children with COS, the onset of their 
disorder is gradual rather than sudden, with nearly 95% 
showing a clear history of behavioral, social, and psychi-
atric disturbances before the onset of psychosis (A. T. Rus-
sell, 1994). For example, Mary was oppositional and had 
diffi  culty making friends well before she began to display 
her psychotic symptoms. Developmental precursors for 
the onset of schizophrenia include speech and language 
problems, problems in motor development, movement 
abnormalities (e.g., facial tics, grimaces), higher levels of 
social impairment, unusual thought content, suspicion/
paranoia, substance abuse, and a genetic risk for schizo-
phrenia with a recent deterioration in functioning (Can-
non et al., 2008; Mittal & Walker, 2007).

Children with schizophrenia oft en display other 
symptoms and disorders, such as anxiety and depres-
sion, ADHD, conduct problems, movement abnormali-
ties, and suicidal tendencies. About 70% of the children 
meet criteria for another diagnosis, most commonly 
mood disorder or oppositional/conduct disorder (A. T. 
Russell, Bott, & Sammons, 1989). Given the links histor-
ically made between autism and schizophrenia, it is of 
interest that children with COS do not show an elevated 
risk of autism or other PDDs.

Prevalence

Schizophrenia is extremely rare in children under 12 
years of age. It begins to increase dramatically in fre-
quency in adolescence, with a modal age of onset be-

tween 20 and 25 years (Remschmidt, Schulz, Martin, 
Warnke, & Trott, 1994):

• Estimates of COS indicate a prevalence rate of less 
than 1 child in 10,000 (J. R. Asarnow & Asarnow, 
2003).

• Th ese estimates suggest that schizophrenia occurs at 
least 100 times more oft en in adults than in children 
(Bromet & Fennig, 1999).

• COS has an earlier age of onset (by 2–4 years) in boys 
(Häfner et al., 1998), and an onset prior to 12 years 
of age is about twice as common in boys as in girls. 
However, this sex diff erence disappears in adoles-
cence (Frazier et al., 1997).

Th e reasons that more males have COS are not 
known; a greater general biological vulnerability of 
males for neurological disorders and diff erent causes 
have both been suggested as possibilities. For adults, the 
rates of schizophrenia are higher in lower socioeconomic 
groups. However, there is little information regarding 
the relationship between social class and COS. In a re-
lated vein, the incidence rates and pattern of symptoms 
in adults with schizophrenia are similar across cultures, 
countries, and racial groups (Bromet & Fennig, 1999), 
but little information regarding cross-cultural patterns 
is available for COS (J. R. Asarnow & Asarnow, 1994).

section summary
Related Symptoms and Comorbidities
• Schizophrenia is extremely rare in children under 12 years 

of age, occurring much less often than in adolescents and 
adults.

• COS has an earlier age of onset in boys, and an onset prior 
to 12 years of age is about twice as common in boys as in 
girls. This sex diff erence disappears in adolescence.

Causes and Treatment of COS
We are just beginning to understand the possible causes 
of COS and ways of helping these children and their 
families. In the following sections, we discuss prelimi-
nary work into biological and family factors that have 
been implicated thus far as well as recent treatments for 
this disorder.

Causes

A key issue in understanding schizophrenia is why a ge-
netically based, neurobiological disorder is not expressed 
clinically until 15 to 20 years aft er birth, at which time it 
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progressively disables its victims. In understanding this 
issue, investigators have proposed a neurodevelopmental 
model of schizophrenia in which a genetic vulnerability 
and early neurodevelopmental insults result in impaired 
connections between many brain regions that include 
the prefrontal cortex and parts of the limbic system 
(Beardon et al., 2006; Rapoport, Addington, & Frangou, 
2005). Th is defective neural circuitry is then vulnerable 
to dysfunction until revealed by developmental processes 
and events during puberty (e.g., synaptic and hormonal 
changes) and by exposure to stress (Lewis & Lieberman, 
2000). Th is model of early-occurring neural pathology in 
schizophrenia is consistent with the fi ndings that infants 
and children oft en display developmental impairments 
well before the onset of their psychotic symptoms, in-
cluding defi cits in motor, language, cognitive, and social 
functioning (Marenco & Weinberger, 2000).

Biological Factors
Evidence suggests a strong genetic contribution to 
schizophrenia in childhood, with heritability estimates 
around 80% (R. F. Asarnow et al., 2001; Tsuang, 2000). 
For example, the rate of schizophrenia among relatives 
of children with COS is about double the rate for fam-
ily members of adults with schizophrenia. One land-
mark twin study found concordance rates of 88% and 
23%, respectively, for identical versus fraternal twins 
with schizophrenia with an onset prior to 15 years of age 
(Kallman & Roth, 1956). Molecular genetic studies have 
identifi ed a number of potential susceptibility genes for 
childhood-onset schizophrenia, all of which have been 
previously linked with schizophrenia in adults (Kyria-
kopoulos & Frangou, 2007).

Th e presence of central nervous system dysfunction 
among individuals with schizophrenia, and the dra-
matic improvements associated with medication, sug-
gest that schizophrenia is a disorder of the brain (Lewis 
& Lieberman, 2000). Brain scan studies of youngsters 
with COS have found enlarged ventricles and a shrink-
age in brain gray matter that spreads across the brain 
during adolescence, beginning in the rear brain struc-
tures involved in attention and perception, and spread-
ing to the frontal parts of the brain involved in executive 
functions such as planning and organization (Vidal et 
al., 2006). However, no single brain lesion has been iden-
tifi ed in all cases, and the lesions that have been found in 
some cases are not specifi c to schizophrenia (Kyriako-
poulos & Frangou, 2007).

Environmental Factors
COS is a familial disorder, but the less than 100% con-
cordance rates for identical twins suggest that nonge-
netic infl uences contribute to the likelihood for a child 
to develop schizophrenia. Nongenetic factors, including 

exposure to infectious, toxic, or traumatic insults, and 
stress during prenatal or postnatal development, may 
play a role in schizophrenia through their interaction 
with a genetic susceptibility for schizophrenia (Rapo-
port et al., 2005). In considering other nongenetic in-
fl uences, the elevated likelihood of psychiatric illness in 
parents of children with schizophrenia will likely have a 
negative eff ect on parental role functioning.

Parents of children with schizophrenia score higher 
than parents of children with depression on commu-
nication deviance, which is a measure of interpersonal 
signs of attentional and thought disturbance. Children 
from families with high communication deviance dis-
play the most severe impairment and the poorest atten-
tional functioning. Th ese fi ndings suggest that commu-
nication deviance may be associated with a severe form of 
schizophrenia, or that family interaction may worsen the 
severity of dysfunction (J. R. Asarnow, Goldstein, & Ben-
Meir, 1988). Parents of children with schizophrenia are 
more likely to use harsh criticism of their children than 
are parents of depressed children or normal controls.

Support for the role of the family environment comes 
from studies showing that exposure to a poor family en-
vironment and certain patterns of communication may 
interact with a genetic risk for schizophrenia to further 
increase a child’s risk for developing a schizophrenia-
spectrum disorder. For example, in a longitudinal study 
of children of biological mothers with schizophrenia-
spectrum disorders who were adopted at an early age, 
poor child-rearing environments and communication 
deviance of the adoptive parent predicted which adop-
tees developed a schizophrenia-spectrum disorder 
(Wahlberg et al., 2004; Wynne et al., 2006). Th ose with 
a dysfunctional child-rearing environment and adop-
tive parents who displayed high rates of communica-
tion deviance were signifi cantly more likely to develop 
schizophrenia-spectrum disorder than those raised in 
more positive family environments. For children with 
a low genetic risk for schizophrenia, a poor family en-
vironment and deviant parent communication patterns 
did not increase the risk for the later development of a 
schizophrenia-spectrum disorder.

Family fi ndings highlight the stress, distress, and per-
sonal tragedy oft en experienced by families of children 
with schizophrenia (J. R. Asarnow & Asarnow, 2003). In 
the words of June Beeby, the mother of 17-year-old Mat-
thew, who was diagnosed with schizophrenia and be-
lieved that God wanted his mother and his sister to die:

“It’s quite horrendous. First of all, you’ve got somebody 
that you love, a child that you’ve raised. And then sud-
denly, the child becomes a crazy person” (M. Nichols, 
1995, p. 70). On a dark and cold winter day, June Beeby 
arrived home to fi nd her son dead in a pool of blood. “He 
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had taken two ordinary dinner knives . . . and plunged 
them into his eyes until they pierced his brain” (p. 70). 
In a diary entry that he had made 2 years before he took 
his life, Matthew had described an encounter with God: 
“He used his power and he controlled my brain for nine 
months. . . . God wanted me to feel that I would die, in 
order for individuals to live forever in heaven” (p. 74).

Treatment

COS is a chronic disorder with a poor long-term out-
come for most suff erers, although some youngsters may 
display more positive outcomes (Eggers, Bunk, & Rop-
cke, 2002). In either case, outcomes for most affl  icted in-
dividuals are vastly improved over what they once were. 
Current treatments emphasize the use of antipsychotic 
medications (e.g., risperidone) combined with psycho-
therapeutic and social and educational support pro-
grams (Armenteros & Davies, 2006; Shaw & Rapoport, 
2006; AACAP, 2001). Although we know far less about 
the use of antipsychotic medications with children than 
with adults, they are widely used to treat children with 
schizophrenia, and a majority of youngsters with schizo-
phrenia will spend much of their life on some medica-
tion (J. R. Asarnow et al., 2004; McClellan et al., 2007). 
Medications help control psychotic symptoms in chil-
dren with schizophrenia by blocking dopamine trans-
mission at the D2 dopamine receptor. However, ad-
verse eff ects with antipsychotic treatment are prevalent 
and associated with reduced adherence to treatment. 

Depending on the type of medication, these side eff ects 
can be serious and may include increased levels of pro-
lactin, motor dysfunction (e.g., tremor), weight gain, se-
dation, or dysregulation of glucose. Th us, it is extremely 
important that these side eff ects be carefully monitored 
and managed with changes in dose or type of medication 
as needed (Tiffi  n, 2007). Th ere is also a need for psycho-
social treatments, such as family intervention, social 
skills training, and cognitive behavior therapy. Th e need 
for educational support is also widely recognized in clin-
ical practice (McDonnell & Dyck, 2004; Tiffi  n, 2007). Al-
though fi ndings from psychosocial treatments are prom-
ising, more controlled studies with children are needed.

section summary
Causes and Treatment of COS
• Current views regarding the causes of schizophrenia are 

based on a neurodevelopmental model in which a ge-
netic vulnerability and early neurodevelopmental insults 
result in impaired connections between many brain re-
gions. This impaired neural circuitry may increase the 
child’s vulnerability to stress.

• Schizophrenia is a disorder that involves multiple genes 
and is associated with environmental and developmental 
vulnerability factors.

• Brain studies in COS suggest a shrinkage in brain gray 
matter that spreads across the brain during adolescence, 
beginning in the rear brain structures involved in atten-
tion and perception, and spreading to the frontal parts of 
the brain involved in executive functions such as planning 
and organization.

• Although medications may help control psychotic symp-
toms in children with schizophrenia, psychosocial treat-
ments such as social skills training, family intervention, 
cognitive behavior therapy, and educational support are 
also needed.
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Supplement your review of this chapter by going to the 
book’s companion website, where you can take tutorial 
quizzes, use fl ash cards to master key terms, follow live links 
to useful websites, and explore the other study resources 
you’ll fi nd there.

CengageNOW is an easy-to-use resource that helps you 
study in less time to get the grade you want. An online study 
system, CengageNOW* gives you the option of taking a di-
agnostic pre-test for each chapter. The system uses the re-
sults of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 
corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.
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Defi nitions and History

Language Development
Phonological Awareness

Communication Disorders
Expressive Language Disorder

Stuttering

Learning Disorders
Reading Disorder

Mathematics Disorder

Writing Disorder

EVERYONE HAS IMPORTANT NEEDS and ideas. Imagine not be-
ing able to get them across. Sights and sounds surround you, but you 

cannot focus your attention long enough to make sense of them. When 
you are shown how to read or add, you fi nd that the letters and numbers 
look and sound too much alike. Although these diffi  culties vary from 
person to person, they are common daily experiences of many children and ad-
olescents with communication and learning disorders. Everyday tasks can be 
confusing and frustrating, and sometimes result in a cycle of academic failure 
and lowered self-esteem.

C H A P T E R  P R E V I E W

11 Communication and 

Learning Disorders

If you can read this, thank a teacher.
—Anonymous
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Children with communication or learning disorders 
can learn, and they are as intelligent as anyone else. Th e 
disorders usually aff ect only certain limited aspects of 
learning; rarely are they severe enough to impair the 
pursuit of a normal life, but they can be very stressful. 
Consider the experiences of James and Francine: James 
and Francine have diff erent learning problems. James’ 
are with language and reading. His ability to distinguish 
the diff erent sounds (phonemes) of language is under-
developed, which is the primary reason for his poor 
word recognition and writing ability. Francine’s prob-
lems are mostly with nonverbal learning, such as math. 
She can read quite well, although she has diffi  culty un-
derstanding some of the subtleties of facial expressions 
and gestures. She also confuses terms and instructions 
that describe spatial or numerical relationships.

Th e fi eld of learning and communication disor-
ders, broadly referred to as “learning disabilities,” has 
changed dramatically during the last 20 years. For many 
years, learning problems were attributed to poor moti-
vation or poor instruction. Fortunately, breakthroughs 
in neuroimaging techniques led to increased recognition 
of diff erences in the neurological makeup and develop-
ment of children with problems in language and related 
cognitive tasks. With recent advances in detection and 
intervention aimed at early language development, signs 
of communication problems are detected at an early 
age and children are provided with alternative teaching 
methods that build on their developmental strengths.

In this chapter, we emphasize the relationship be-
tween language development and the subsequent ap-
pearance of a learning problem once the child enters 
school. We put these problems in a developmental con-
text by showing how communication disorders (diag-
nosed primarily in early childhood) and learning dis-

J A M E S

Smart but Can’t Read

James, age 9, was a growing concern for his teacher: “James is 

obviously a very bright boy, and he wants to do well. I’ve noticed 

that he likes art, and is always wanting to draw. But he gets really 

upset when I ask him to do some work in class.

He looks like he dreads coming to school. And he complains 

that some words he tries to read don’t make sense to him. I’m 

worried that his increasing frustration is going to cause other 

problems in school or with friends. Sometimes he gets mad at 

something and he has trouble calming down. If he is trying to 

 create something that doesn’t turn out the way he envisioned 

it, he explodes and slams his fi st against the wall.”

What James’s mother heard was all too familiar. She knew 

that her son would get involved in something only if he could 

do it his own way. Her mind wandered briefl y to when he was a 

toddler and sometimes got so anxious and worried about some-

thing that he had trouble sleeping or felt sick. She shared with 

his teacher her frustration at trying to fi nd out what the problem 

was: “Getting him to read at home is like pulling teeth. He won’t 

read at all on his own because he knows he can’t read many of 

the words.”

early interest in reading and would spend a lot of her time alone 

with a book or magazine, even when she was 4 or 5, although 

she didn’t usually understand what she read. But we grew more 

concerned around age 5 because she paid little attention to 

popular movies, toys, and things other kids her age played with. 

When she was a preschooler, we also noticed that she had trouble 

with numbers and understanding concepts like “more,” “less,” or 

“bigger.” She knows what these words mean now, but she is still 

confused when we ask her to count something.

Yesterday I gave her her allowance and just for the heck of it, 

I used pennies, nickels, and dimes to see if she could add them up. 

No matter how hard we tried, she became confused, switching 

from one coin to the other, and she thought she had a bigger al-

lowance if I stacked the pennies up! And if you ask her to arrange 

something, like setting the table for dinner, you never know what 

you’ll end up with!”

F R A N C I N E

Shunned and Falling Behind

Francine, age 7, was entering a new school for the second time in 

2 years. The fi rst school was too challenging, and the other kids 

teased her because she “doesn’t know what 2 plus 2 is.” She is 

content to play for hours by herself and is not interested in the 

things that other kids her age are doing. “Most of the time,” her 

mother explained, “Francine seems sad and in a bit of a fog.” Al-

though school performance was a major concern, her mother was 

also quite worried about Francine’s lack of friends and the way 

other children treated her.

Her mother and father proudly shared their daughter’s early 

childhood history and developmental milestones with me during 

our fi rst interview. “Francine walked before she was a year old, 

and was a very talkative baby and toddler, who picked up new 

words quite quickly. She was a healthy and normal baby—we 

can’t fi gure out why she seems so uninterested in school and 

other kids.” They went on to explain: “When she entered pre-

school and kindergarten, she seemed uninterested in making 

friends. The other kids basically ignored her, even though she 

didn’t do anything to bother them. My husband and I didn’t think 

much of it at fi rst. In fact, we bragged about how she took an 
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friendships. Some learning problems are specifi c and af-
fect a narrow range of ability, whereas others may aff ect 
many diff erent tasks and social situations. Each type of 
learning disability, whether it is related to reading, writ-
ing, math, or language, is characterized by distinct def-
initions and diagnoses. Knowledge of communication 
and learning disorders is growing rapidly as a result of 
increased scientifi c interest and research support. We 
now recognize that a learning disability, though chal-
lenging, does not have to be a handicap. Many well-
known people with learning problems used their talents 
in exceptional ways, such as Albert Einstein, Winston 
Churchill, and Th omas Edison.

For all intents and purposes, the terms learning dis-
orders and learning disabilities are used interchange-
ably. Simply stated, the main characteristic shared by all 
children with learning disabilities is not performing up 
to their expected level in school. Otherwise, symptoms 
vary tremendously (Rice, 2007; Toppelberg & Shapiro, 
2000). Th e recognition of learning disorders has brought 
needed attention to many children and adults who are 
unable to acquire academic skills at a normal rate.

Children with learning disabilities constitute the 
majority of children in North America who receive spe-
cial education services (Gerenser & Forman, 2007). Yet, 

orders (identifi ed most oft en during early school years) 
have interconnected features and underlying causes. As 
a case in point, preschoolers with communication dis-
orders are more likely to develop a learning disability 
by middle childhood or early adolescence (Johnson & 
Beitch man, 2006; Tallal, 2003).

Defi nitions and History
Learning disability is the general term for learning prob-
lems that occur in the absence of other obvious condi-
tions, such as mental retardation or brain damage. Th e 
term has been replaced in the DSM-IV-TR by two more 
specifi c terms, learning disorders and communication 
disorders, but the common use of the term requires that 
it be clarifi ed and defi ned.

A learning disability aff ects how individuals with 
normal or above-average intelligence take in, retain, or 
express information. Incoming or outgoing information 
can be scrambled as it passes between the senses and 
the brain. Unlike most physical disabilities, a learning 
disability is a hidden handicap, and is oft en undetected 
in young children (Lyon, Fletcher, Fuchs, & Chhabra, 
2006). Th us, children with learning disabilities oft en 
must cope not only with their limitations in reading, 
writing, or math but also with the frustration of con-
vincing others that their problems are as legitimate as 
visible disabilities.

Learning diffi  culties oft en show up in schoolwork 
and can impede a child’s ability to learn to read or write 
or do math, but they also can aff ect many other parts 
of life, including work, daily routines, family life, and 

Slowly but surely, most children learn the letters of the 
alphabet and how to use them to read and write words. 
For children with certain learning disabilities, however, 
the shapes and sounds of diff erent letters continue to be 
confusing.
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Few realize that Albert Einstein had early speech and lan-
guage diffi  culties, given his monumental contributions to 
society.
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338 PART 5 Developmental and Learning Disorders

us to fi x your car). Similarly, children with learning dis-
orders, who have normal intelligence, show a pattern of 
relative strengths and weaknesses that can make some 
learning tasks much more diffi  cult. Th is pattern is note-
worthy mostly because it is so extreme and unexpected 
for a child who otherwise shows normal cognitive and 
physical development.

Communication disorders is a diagnostic term that 
refers to the diffi  culty in

• producing speech sounds (phonological disorder)
• speech fl uency (stuttering),
• using spoken language to communicate (expressive 

language disorder),
• understanding what other people say (mixed expres-

sive–receptive language disorder)

Th ese disorders are developmentally connected to the 
later onset of learning disorders.

Learning disorders is a diagnostic term that refers 
to specifi c problems in

• reading (oft en referred to as dyslexia, meaning diffi  -
culty in processing language)

• math
• writing ability

Th ese disorders are determined by achievement test re-
sults that are substantially below what is expected for 
the child’s age, schooling, and intellectual ability.

An unexpected pattern of strengths and weak-
nesses in learning was fi rst noted and studied by phy-
sicians during the late 19th century who were treating 
patients with medical injuries (Hammill, 1993). Franz 
Joseph Gall, a pioneer of language disorders, was struck 
by what he observed among some of his brain-injured 
patients: Th ey had lost the capacity to express their feel-
ings and ideas clearly through speech, yet they did not 
seem to suff er any intellectual impairments. One of his 
patients could not speak, but had no problem writing 
his thoughts on paper. Because he knew that this patient 
had normal speech before the head injury, Gall reasoned 
that the problem must have resulted from brain damage 
that had disrupted the neurological processes related to 
speech. For the fi rst time, scientists began to pinpoint 
areas in the brain that control the ability to express and 
receive language processes.

Th ese early observations, based on known medical 
injuries, raised the possibility that people with learn-
ing disabilities diff er from people with mental retar-
dation in terms of relative strengths and defi cits. Th ey 
have normal intellectual processes in most areas but 
are relatively weaker in others, which is known as hav-

experts still struggle to adequately defi ne learning dis-
abilities because of their many forms and overlapping 
symptoms, which you will note in the following lengthy 
defi nition:

Learning disabilities is a general term that refers to 
signifi cant problems in mastering one or more of the fol-
lowing skills: listening, speaking, reading, writing, rea-
soning, and mathematics. Learning disabilities do not in-
clude problems primarily attributed to visual, hearing, or 
motor handicaps, mental retardation, emotional distur-
bance, or environmental disadvantage. Emotional and 
social disturbances and other adaptive defi ciencies may 
occur with learning problems, but they do not by them-
selves constitute a learning disability (Individuals with 
Disabilities Education Improvement Act [IDEA], 2004).

In Chapter 9, we describe intelligence as involving ba-
sic cognitive abilities that include problem solving, ver-
bal skills, and mental reasoning. Th e term multiple intel-
ligence, described in Box 11.1, implies there are diverse 
forms of intelligence, and suggests that each type is as 
important as the others but for diff erent reasons. Broad-
ening the concept of intelligence to include more than 
logical, mathematical, or language abilities helps focus 
attention on individual strengths. For example, we are 
all stronger in some areas of learning and performance 
than others (we enjoy writing and reading, but don’t ask 

A  C L O S E R  L O O K

B O X  1 1 . 1   Aspects of Multiple Intelligence

• Linguistic: A sensitivity to the meaning, function, and 
grammatical rules of words, as in writing an essay.

• Musical: A sensitivity and creativity in hearing and ma-
nipulating tones, rhythms, musical patterns, pitch, and 
timbre, as in composing a symphony.

• Logical/mathematic: The ability to solve problems and 
see abstract relationships, as in calculus or engineering.

• Spatial: A sensitivity to the perception, manipulation, 
and creation of diff erent forms and contexts, as in 
painting.

• Bodily/kinesthetic: The ability to use the body and the 
relevant part of the brain to coordinate movements in 
special and highly coordinated ways, as in dance and 
athletics.

• Intrapersonal: The ability to recognize, defi ne, and pur-
sue inner feelings and thoughts, as in poetry and self-
knowledge.

• Interpersonal: The ability to sense the moods, feelings, 
and actions of other people, as in teaching, parenting, 
and politics.

Source: Based on Gardner, 2006.
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As the focus of the learning disabilities movement 
shift ed from the clinic to the classroom, parents and edu-
cators assumed a major role in programming and place-
ment. Th ey were encouraged by the fact that the term 
learning disabled did not stigmatize children, but rather 
brought them needed services (Hammill, 1993). Th e fact 
that these children had normal intelligence gave parents 
and teachers hope that diffi  culties in reading, writing, 
and math could be overcome if only the right set of in-
structional conditions and settings could be identifi ed 
(Lyon et al., 2003). Th us, with the collaborative leader-
ship of parents, educators, and specially trained profes-
sionals, the fi eld of learning disabilities grew from its be-
ginning in the 1960s to the major aspect of educational 
services it is today.

section summary
Defi nitions and History
• Learning disabilities is a general term for communication 

and learning problems that occur in the absence of other 
obvious conditions, such as mental retardation or brain 
damage.

• Children and adults with learning disabilities show spe-
cifi c defi cits in using spoken or written language, often re-
ferred to as relative strengths and weaknesses.

• Parents and educators assumed a major role in bring-
ing recognition and services to children with learning 
disabilities.

Language Development
From birth, infants selectively attend to parental speech 
sounds and soon learn to communicate with basic ges-
tures and sounds of their own. Usually, by their fi rst 
birthday they can recognize several words and use a few 
of their own to express their needs and emotions. Over 
the next 2 years, their language development proceeds at 
an exponential pace, and their ability to formulate com-
plex ideas and express new concepts is a constant source 
of amazement and amusement for parents. Adults play 
an important role in encouraging language development 
by providing clear examples of language and enjoying 
the child’s expressions.

Language consists of phonemes, which are the basic 
sounds (such as sharp ba’s and da’s and drawn-out ee’s 
and ss’s) that make up language. When a child hears a 
phoneme over and over, receptors in the ear stimulate 
the formation of dedicated connections to the brain’s 
auditory cortex. A perceptual map forms that represents 
similarities among sounds and helps the infant learn 
to discriminate diff erent phonemes. Th ese maps form 

ing an unexpected discrepancy between measured abil-
ity and actual performance. Th is premise remains at the 
foundation of today’s defi nition of learning disorders. 
However, debate now focuses on whether the discrep-
ancy is necessary for distinguishing learning disabili-
ties (Siegel, 2003), a point we will return to later in the 
chapter.

Th e links between mental retardation, organic brain 
damage, and learning problems fascinated scientists, 
who had a fi rmer understanding of brain–behavior re-
lationships by the 1940s. During that time, the question 
still remained as to why some children who did not fi t 
the defi nition of mental retardation based on IQ had sig-
nifi cant problems in learning. Could mental retardation 
be restricted to certain intellectual abilities but not oth-
ers? Were academic problems the same as those assessed 
by measures of general intelligence?

A. A. Strauss and H. Werner (1943) shed light on this 
issue by pointing out that children learn in individual 
ways, challenging the concept that learning is a relatively 
uniform, predictable process in children without intel-
lectual disabilities. Th ree important concepts from this 
period continue to infl uence the fi eld to this day (Lyon 
et al., 2003, 2006):

1. Children approach learning in diff erent ways, so 
each child’s individual learning style and uniqueness 
should be recognized and used to full advantage.

2. Educational methods should be tailored to an indi-
vidual child’s pattern of strengths and weaknesses; 
one method should not be imposed on everyone.

3. Children with learning problems might be helped by 
teaching methods that strengthen existing abilities 
rather than emphasize weak areas.

By the early 1960s, the modern learning disabilities 
movement had begun. Parents and educators were dis-
satisfi ed with the fact that children oft en had to be diag-
nosed with mental retardation to receive special educa-
tion services. A category was needed to describe learning 
problems that could not be explained on the basis of 
mental retardation, lack of learning opportunities, psy-
chopathology, or sensory defi cits (Lyon et al., 2003).

Th us, the emerging concept of learning disabilities 
made intuitive sense to many who were familiar with 
the varied needs of children, and was welcomed as states 
and provinces began to support special education pro-
grams and services. Th e domination of physicians and 
psychologists in the fi eld gave way to greater input from 
educators, parents, and clinicians. Teacher training ex-
panded to include new ways to teach youngsters who 
could not respond to typical classroom methods. Pro-
fessionals trained in speech and language pathology be-
came an important part of school-based services.
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normal may be just that—deviations—and may be ac-
companied by superior abilities in other areas of cog-
nitive functioning. Albert Einstein, who is considered 
an intellectual genius, began speaking late and infre-
quently, causing his parents to worry that he was “sub-
normal.” According to family members, when his fa-
ther asked his son’s headmaster what profession his son 
should adopt, the answer was simply, “It doesn’t matter, 
he’ll never make a success of anything” (R. W. Clark, 
1971, p. 10).

Since language development is an indicator of gen-
eral mental development, children who fail to develop 
language or who show severe delay in acquiring lan-
guage are considered at risk of having a language-based 
learning disability. Albert Einstein notwithstanding, 
early language problems are considered highly predic-
tive of subsequent communication and learning disor-
ders (Heim & Benasich, 2006).

Phonology is the ability to learn and store phonemes 
as well as the rules for combining the sounds into mean-
ingful units or words. Defi cits in phonology are a chief 
reason that most children and adults with communica-
tion and learning disorders have problems in language-
based activities such as learning to read and spell (Larkin 
& Snowling, 2008; Nation, Snowling, & Clark, 2007).

A young child is required to recognize that speech 
is segmented into phonemes (English language contains 
about 42, such as ba, ga, at, and tr). Th e diffi  culty of this 
task for many children is the fact that speech does not 
consist of separate phonemes produced one aft er an-
other. Instead, sounds are co-articulated (overlapped 
with one another) to permit rapid communication, 
rather than pronounced sound by sound (Liberman & 
Shankweiler, 1991). About 80% of children can segment 
words and syllables into their proper phonemes by the 
time they are 7 years old. Th e other 20% cannot, and it is 
these children who struggle hardest to read (Vellutino, 
Fletcher, Snowling, & Scanlon, 2004).

Generally, early language problems surface as learn-
ing problems when children enter school, because now 
children are taught to connect spoken and written lan-
guage. Th ose who do not easily learn to read and write 
oft en have diffi  culty learning the alphabetic system—
the relationship of sounds to letters. Th ey also cannot 
manipulate sounds within syllables in words, which is 
called a lack of phonological awareness and is a precur-
sor to reading problems (Rvachew, 2007).

Phonological awareness is a broad construct that 
includes recognition of the relationship that exists be-
tween sounds and letters, detection of rhyme and allit-
eration, and awareness that sounds can be manipulated 
within syllables in words. Primary-grade teachers detect 
phonological awareness as they ask children to rhyme 
words and manipulate sounds. For example, the teacher 

quickly; 6-month-old children of English-speaking 
parents already have auditory maps diff erent from in-
fants in non-English speaking homes, as measured by 
neuron activity in response to diff erent sounds (Kuhl et 
al., 2006). By their fi rst birthday, the maps are complete, 
and infants have less ability to discriminate sounds that 
are not important in their own language.

Rapid development of a perceptual map is why learn-
ing a second language aft er, rather than with, the fi rst 
language is diffi  cult—brain connections are already 
wired for English, and the remaining neurons are less 
able to form basic new connections for, say, Swedish. 
Once the basic circuitry is established, infants can turn 
sounds into words, and the more words they hear, the 
faster they learn language. Th e sounds of words serve 
to strengthen and expand neural connections that can 
then process more words. Similar cortical maps are 
formed for other highly refi ned skills, such as musical 
ability. A young child who learns to play a musical in-
strument may strengthen the neural circuits that un-
derlie not only music, but verbal memory as well (Ho, 
Cheung, & Chan, 2003).

Phonological Awareness

Not all children progress normally through the mile-
stones of language development. Some are noticeably de-
layed, continuing to use gestures or sounds rather than 
speech. Others progress normally in some areas, such 
as following spoken directions and attending to com-
mands, but have trouble fi nding the words to express 
themselves clearly.

Although the development of language is one of the 
best predictors of school performance and overall in-
telligence (Sattler, 2002), delays or diff erences in devel-
opment are not a defi nitive sign of intellectual retarda-
tion or cognitive disorder. Rather, such deviations from 

From an early age, children love to express themselves.
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Consider Jackie’s communication problems at age 
3 years:

can say “hat” and ask the child to say the word with-
out the h sound, or say “trip” and have the child say the 
word without the p. To assess the child’s ability to blend 
sounds, teachers can say, for example, the three sounds 
t, i, and n and see if the child can pull the sounds to-
gether to say “tin.”

In addition to serving as a prerequisite for basic 
reading skills, phonological awareness and processing 
also appear highly related to expressive language devel-
opment (Boada & Pennington, 2006). Readers with core 
defi cits in phonological processing problems have diffi  -
culty segmenting and categorizing phonemes, retrieving 
the names of common objects and letters, storing pho-
nological codes in short-term memory, and producing 
some speech sounds. Reading and comprehension de-
pend on the rapid and automatic ability to decode single 
words. Children who are slow and inaccurate at decod-
ing have the most diffi  culties in reading comprehension 
(Lyon et al., 2006).

section summary
Language Development
• Language development is based on innate ability and en-

vironmental opportunities to learn, store, and express im-
portant sounds in the language, which also proceeds very 
rapidly during infancy.

• Defi cits in phonological awareness—the ability to distin-
guish the sounds of language—have been identifi ed as 
a major cause of both disorders in communication and 
learning.

Communication Disorders
Children with communication disorders (formerly 
known as developmental speech and language disor-
ders) have diffi  culty producing speech sounds, using 
spoken language to communicate, or understanding 
what other people say. In DSM-IV-TR, communication 
disorders include the diagnostic subcategories of ex-
pressive language disorder, phonological disorder, mixed 
receptive–expressive disorder, and stuttering. Th ese sub-
categories are distinguished by the exact nature of the 
child’s impairment.

Recall that during development phonological prob-
lems appear before problems in language reception or 
expression, yet they have strong similarities. Th e follow-
ing discussion focuses on expressive language disorder 
in an eff ort to highlight early childhood problems that 
represent the fundamental features of communication 
disorders. (Stuttering has a unique clinical feature and 
developmental course, so it is discussed separately.)

J A C K I E

Screaming, Not Talking

Jackie’s mother explained with no hesitation why she asked for 

help: “My 3-year-old daughter is a growing concern. Since she 

was a baby, she has been plagued by ear infections and sleep 

problems. Some nights she screams for hours on end, usually be-

cause of the ear infections. She has violent temper outbursts and 

refuses to do simple things that I ask her to do, like get dressed or 

put on her coat.”

The child, waiting in the playroom, could be heard scream-

ing over her mother’s voice. Jackie was asking my assistant for 

something, but she could not make out what Jackie was saying. It 

was pretty obvious how frustrated both the child and her mother 

must feel on occasion. Her mother explained how she and Jackie’s 

father had divorced when Jackie was less than 2 years old, and 

that after weekend exchanges it sometimes took a few days for 

Jackie’s routine to return to some degree of normalcy.

I opened the letter she had brought from Jackie’s preschool 

teacher, someone who I knew had a great deal of experience with 

children of this age. “Jackie is a bright and energetic child,” the 

letter began, “but she is having a great deal of diffi  culty express-

ing herself with words. When she gets frustrated, she starts to 

give up or becomes angry—she won’t eat her meals or she fi ghts 

with staff  at nap time, even if she is hungry or tired. If a new 

teacher at day care is introduced, it takes Jackie a long time to get 

used to the new person. Jackie seems to understand what she is 

being asked, but can’t fi nd the words to express herself, which 

understandably leads to an emotional reaction on her part.”

Expressive Language Disorder

Jackie’s problems met the criteria for an expressive lan-
guage disorder, which is a communication disorder 
characterized by defi cits in expression despite normal 
comprehension of speech. As a result of these defi cits, 
Jackie showed her frustration loudly and inappropriately. 
Th ese defi cits are oft en referred to as Specifi c Language 
Impairment (SLI), which occurs when a child’s language 
matures at least 12 months behind their chronological 
age and is not associated with another known disorder 
such as intellectual disability (ASHA, 2008).

Children’s language development follows specifi c 
steps, although each child may proceed through the steps 
at a diff erent rate. Normal variations can make it diffi  cult 
to predict that a given child’s early communication prob-
lems will become major problems in learning later on. 
A common example is the child who points to diff erent 
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language disorder and phonological disorder. A mixed 
receptive–expressive language disorder may be present 
if speaking problems are coupled with the diffi  culty in 
understanding some aspects of speech. Although their 
hearing is normal, children with this disorder cannot 
make sense of certain sounds, words, or sentences. Th ey 
may have diffi  culty understanding particular types of 
words or statements, such as complex if–then sentences. 
In severe cases, the child’s ability to understand basic vo-
cabulary or simple sentences may be impaired, and there 
may be defi cits in auditory processing of sounds and 
symbols, storage, recall, and sequencing (APA, 2000). 
Understandably, these problems make the child seem 
inattentive or noncompliant, and the disorder can be 
easily misdiagnosed. Imagine how it would feel to be in 
Greece visiting an English-speaking host and her Greek 
husband. Unless your host is present, trying to engage in 
friendly conversation can be frustrating and uncomfort-
able. Even if both you and the husband can understand 
a few words each other is saying, you probably cannot 
actually converse. If you have ever faced a similar com-
munication barrier, you probably have a greater appreci-
ation of the frustration and discomfort that accompany 
an expressive language disorder.

When the developmental language problem in-
volves articulation or sound production rather than 
word knowledge, a phonological disorder may be an 
appropriate diagnosis. Children with this disorder have 
trouble controlling their rate of speech, or lag behind 
playmates in learning to articulate certain sounds. Th e 
most frequently misarticulated sounds such as l, r, s, z, 
th, and ch are acquired later in the developmental se-
quence (APA, 2000). Depending on the severity of the 
disorder, the speech quality of these children may be un-
usual, even unintelligible. For example, at age 6, James 
still said “wabbit” instead of “rabbit” and “we-wind” for 
“rewind.” Preschoolers, of course, oft en mispronounce 
words or confuse the sounds that they hear, which is a 
normal part of learning to speak. When these problems 
persist beyond the normal developmental range or in-
terfere with academic and social activities, they deserve 
separate attention.

Prevalence and Course
Children usually reveal problems in speech articulation 
and expression as they attempt to tackle new sounds and 
express their own concepts. Even though prevalence es-
timates account for normal variation in language de-
velopment and are based on individuals who meet spe-
cifi c diagnostic criteria, the degree of severity can vary 
considerably. For example, in early childhood, milder 
forms of phonological disorder are relatively common, 
aff ecting close to 10% of preschoolers. However, many 
of these children outgrow their earlier diffi  culties, so by 

 objects and makes grunting or squealing noises that the 
parent quickly recognizes as “more milk” or “no peas.” 
Prior to age 3 or so, many children communicate this way 
unless parents actively encourage using words and dis-
courage nonverbal communications. Nevertheless, de-
spite plenty of verbal examples and proper language stim-
ulation, some children fail to develop in some areas of 
speech and language, and later have problems in school. 
Th is developmental connection makes the study of com-
munication disorders highly pertinent to the understand-
ing and treatment of subsequent learning problems.

Children with an expressive language disorder, like 
Jackie, do not suff er from mental retardation or one of 
the pervasive developmental disorders that aff ect speech 
and language (see Chapters 9 and 10). A defi ning char-
acteristic of expressive language disorder is the dis-
crepancy between what children understand (receptive 
language) and what they are able to say (expressive lan-
guage). For example, when asked by her parents to go 
upstairs, fi nd her socks, and put them on, Jackie was 
quite capable of complying. When asked by her mother 
to describe what she has just done, however, she might 
respond simply, “fi nd socks.” Table 11.1 shows the ma-
jor features of the DSM-IV-TR diagnostic criteria for ex-
pressive language disorder.

Th e linguistic abilities of children with expressive 
language disorders vary signifi cantly, based on the se-
verity of the disorder and the age of the child. Most oft en 
these children begin speaking late and progress slowly in 
their speech development. Th eir vocabulary oft en is lim-
ited and is marked by short sentences and simple gram-
matical structure, as in Jackie’s response. To fi t the diag-
nostic criteria, these problems must be so severe that they 
interfere with pre-academic or academic achievement or 
the ability to communicate in everyday social situations.

Two closely related types of communication disor-
ders deserve clarifi cation: mixed receptive–expressive 

T A B L E  1 1 . 1  Main Features of DSM-IV-TR 
Diag nostic Criteria for Expressive Language 
Disorder

DSM-IV-TRA. The scores obtained from 
standardized individually administered measures of ex-
pressive language development are substantially below 
those obtained from standardized measures of both 
nonverbal intellectual capacity and receptive language 
development.

B. The diffi  culties with expressive language interfere with 
academic or occupational achievement or with social 
communication.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, DSM-IV-TR, Fourth Edition. Copyright © 2000 by the American Psychiatric 
Association.

W4871.indb   342W4871.indb   342 9/19/08   11:13:39 AM9/19/08   11:13:39 AM



 CHAPTER 11 Communication and Learning Disorders 343

of all children with specifi c language disorders show a 
positive family history of some type of learning disabil-
ity (American Speech-Language-Hearing Association 
(ASHA), 2008; Heim & Benasich, 2006). Twin studies 
and adoption studies also suggest a genetic connection 
(Bishop, 2006; McGrath et al., 2007).

Scientists are zeroing in on specifi c defi cits in brain 
functioning that lead to communication disorders and 
may be heritable. Studies comparing language-impaired 
children with and without an aff ected parent suggest 
that temporal processing defi cits occur signifi cantly 
more oft en in children with a positive family history for 
a  language-based learning disability (Flax et al., 2003). 
Th at is, aff ected children have more diffi  culty decipher-
ing certain speech sounds because of subtle but impor-
tant diff erences in the way neurons fi re in response to 
various sounds. In a twin study, Bishop, Bishop, et al. 
(1999) found that the variation in temporal processing 
was due to environmental factors and not genetics be-
cause twin–twin correlations were similar for MZ and 
DZ twins. However, what does appear to be genetic is a 
defi cit in phonological short-term memory.

The Brain Language functions develop rapidly and 
are housed primarily in the left  temporal lobe of the 
brain (see Figure 11.1). A circular feedback loop helps 
strengthen the developmental process of language re-
ception and expression. Th e better children comprehend 
spoken language, the better they will be able to express 
themselves. Feedback from their own vocalizations, in 
turn, helps shape their subsequent expression. Lack of 
comprehension and absence of feedback reduces verbal 
output, and thus interferes with the development of ar-
ticulation skills (Vellutino, Tunmer, Jaccard, & Chen, 
2007).

Anatomical and neuroimaging studies show that def-
icits in phonological awareness and segmentation are re-
lated to problems in the functional connections between 
brain areas, not to a specifi c dysfunction of any single 
area of the brain (Lyon et al., 2006). Recent brain imag-
ing studies indicate that poor performance on tasks de-
manding phonological awareness is associated with less 
brain activity in the left  temporal region, suggesting that 
phonological problems may stem from neurological def-
icits or deviations in posterior left -hemisphere systems 
that control the ability to process phonemes (S. E. Shay-
witz, Mody, & B. A. Shaywitz, 2006). We return to these 
fi ndings on brain function later on in our discussion of 
reading disorders.

Ear Infections Another biological cause of expressive 
language impairment may be recurrent otitis media 
(middle ear infection) in the fi rst year of life, because 
hearing loss accompanies frequent or long bouts of in-

the time they are 6 or 7 years old only 2% to 3% meet 
the criteria for phonological disorder. Similarly, expres-
sive language disorder (aff ecting 2% to 3%) and mixed 
expressive– receptive disorder (aff ecting less than 3%) 
are both common among younger school-age children 
(APA, 2000; Heim & Benasich, 2006).

Communication disorders are identifi ed almost twice 
as oft en in boys than girls (Pinborough-Zimmerman 
et al., 2007). However, because boys show more behav-
ior problems accompanying their language diffi  culties, 
they are referred and diagnosed with communication 
learning disorders more oft en than girls (Vellutino et al., 
2004). Fortunately, by mid to late adolescence, most 
children with a developmental communication disorder 
have acquired normal language (APA, 2000). About 50% 
fully outgrow their problems, whereas the other 50% 
may show considerable improvement but still have some 
degree of impairment until late adolescence. In con-
trast, the course and prognosis for children with an ac-
quired type of communication disorder (caused by some 
event unrelated to development, such as brain lesions, 
head trauma, or stroke) depend highly on the severity 
and location of the injury, the child’s age, and extent of 
language development at the time of the event (APA, 
2000).

Even though language problems usually disappear or 
diminish with time, children with communication dis-
orders oft en have higher than normal rates of negative 
behaviors that began at an early age (Johnson & Beitch-
man, 2006; van Daal, Verhoeven, & van Balkom, 2007). 
Associated behavior problems, such as ADHD and so-
cial skill limitations, can add to communication prob-
lems and further alter the course of development in 
terms of how they relate to peers or keep up with ed-
ucational demands (Durkin & Conti-Ramsden, 2007). 
To give children with special needs the opportunity to 
interact with typically developing children, school sys-
tems have begun to include these children with diff erent 
needs into regular, rather than segregated, classrooms. 
Inclusion education strategies are based on the premise 
that the abilities of children with special needs will im-
prove from associating with normally developing peers, 
and these children will be spared the eff ects of labeling 
and special placements.

Causes
Notable fi ndings that support the role of genetics, brain 
function, and environmental risk factors associated with 
higher incidence of learning disorders are discussed in 
the following sections.

Genetics Language processes appear to be heritable to 
a signifi cant degree, although the specifi c genetic un-
derpinnings are diffi  cult to pinpoint. About 50% to 75% 
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parents fail to provide adequate examples to stimulate 
their children’s language? Because of the important role 
parents play in children’s development, psychologists 
have studied this issue carefully.

We noticed when we fi rst visited Jackie that her step-
father was a very quiet man who oft en communicated 
nonverbally—a gesture, a frown, a short phrase. Her 
mother used very simple speech when talking to Jackie 
but not when talking to Jackie’s 6-year-old sister. Th ese 
observations match those of researchers (St. James-
 Roberts & Alston, 2006; Whitehurst & Lonigan, 1998), 
who compared verbal interactions of families with and 
without a child who had an expressive language disor-
der. Th ey found that parents changed the way they spoke 
to their children, depending on their children’s abilities. 
When the child spoke in simple, two- or three-word sen-
tences, the parents adjusted their speech accordingly. 
Note that, except in extreme cases of child neglect or 

fections. Otitis media that occurs during a critical pe-
riod may cause early language problems that improve 
relatively quickly, whereas in the absence of such a his-
tory, the causes are likely to be more neurological and 
long lasting. Children with chronic otitis media still face 
some delays in their social development, however, as they 
attempt to catch up to their peers in learning appropri-
ate forms of verbal communication (Winskel, 2006).

In summary, although biological fi ndings point to 
abnormal brain functioning, how this abnormality orig-
inates is still unclear. Th e best guess is that communica-
tion disorders result from an interaction of genetic in-
fl uences, slowness or abnormalities of brain maturation, 
and, possibly, minor brain lesions that escape clinical 
detection (S. Shaywitz, Morris, & B. Shaywitz, 2008).

Home Environment How much does the home environ-
ment contribute to communication disorders? Do some 

F
R

O
N

TA
L 

LO
BE

 

O
C

C
IP

ITA
L LO

B

E 

PARIETAL LOBE 

P
LA

N
N

IN
G 

LA
N

G
U

AG

E 
E

X
P

R
ES

SIO

M
O

V
E

M
E

N

SPEEC
H

 

TA
S

T
E

 
TO

U
C

H
 

VISION 

LA
NGUAGE

RECEPTIO
N

Somatosensory cortex receives
and processes sensory signals
from the body.

Visual cortex
receives and
processes signals
from the retinas
of the eyes.

Synapse

Dendrites

Nucleus

Axon

Axon terminal

MASTER ORGAN
THE CEREBRUM
The largest part of the brain, which is divided into
two hemispheres with four lobes each, contains an
outer layer of gray matter called the cerebral cortex
and underlying white matter that relays information
to the cortex. The cortex handles the most sophisti-
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electrical impulses. The neurons are
separated by tiny gaps called synapses.
When an impulse moves through a neuron,
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neurotransmitters into the synapses.
The neurotransmitters induce or inhibit
impulses in connecting neurons.
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F I G U R E  1 1 . 1  Areas of the brain involved in language functions.
Source: Illustration of brain and text copyright © 1996 Time, Inc. Reprinted by permission of Time, Inc. [Canadian edition, July 5, 1995; U.S. edition, January 31, 1996]. 
Copyright © Time 1996.
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Prevalence and Course
Stuttering has a gradual onset between the ages of 2 and 
7 years, usually peaking at age 5 (APA, 2000; ASHA, 
2008). A large population-based study estimated the in-
cidence of stuttering to be about 3% in children, with 
males aff ected about 3 times more oft en than females 
(ASHA, 2008; Craig, Hancock, Tran, Craig, & Peters, 
2002). However, few children actually receive this diag-
nosis because most children recover from stuttering. Th is 
developmental course is important for treatment consid-
erations, because almost 80% of children who stutter be-
fore age 5 will no longer stutter once they attend school 
for a year or so (Packman, Code, & Onslow, 2007).

Causes and Treatment
Many myths and falsehoods surround stuttering. Th e 
widely held view that stuttering is caused by an unre-
solved emotional problem or by anxiety is countered by 
the lack of supportive evidence (Packman et al., 2007). 
Because the problem runs in families, researchers have 

abuse, it is unlikely that communication disorders are 
caused by parents. Parental speech and language stim-
ulation may aff ect the pace and range of language de-
velopment, but not the specifi c impairments that char-
acterize the disorders (Flax et al., 2003; McGrath et al., 
2007).

Treatment
Fortunately, expressive language disorder and similar 
communication disorders usually self-correct by the age 
of 6 and may not require intervention. Even so, parents 
may seek help in understanding their child’s speech de-
lays and to ensure that they are doing everything pos-
sible to stimulate language development. Specialized 
preschools, for example, have had good results using a 
combination of computer- and teacher-assisted instruc-
tion to teach early academic skills to young children, 
which helps to pace the child’s practice of new skills 
(Law, Garrett, & Nye, 2004; Hatcher et al., 2006).

For Jackie, we designed ways that her parents and 
day-care teachers could build on her existing strengths. 
Her day-care teacher had an excellent idea: Because 
Jackie loved to draw and to talk about her artwork, why 
not use her interest in drawing to increase her enthusi-
asm for speaking? When I visited her class, she ran up 
to show me her drawing, exclaiming, “I draw picture of 
mom, dad, kitty, and lake.” We agreed that her behavior 
problems could be managed by simple forms of ignor-
ing and distracting and the occasional time-out. Jackie 
became attached to computer graphics and images, and 
soon was able to identify letters and small words and to 
move shapes around the screen. All the while, her ex-
pressive language improved, and by age 5 she could pro-
nounce all the letters of the alphabet and was eager to 
start kindergarten.

Stuttering

Stuttering is the repeated and prolonged pronunciation 
of certain syllables that interferes with communication. 
It is quite normal for children who are still learning to 
speak to go through a period of nonfl uency, or unclear 
speech, as part of their development. It takes practice 
and patience for a child to develop the coordination for 
the tongue, lips, and brain to work in unison to produce 
unfamiliar or diffi  cult combinations of sounds. For most 
children, this period of speech development passes with-
out notice, and for most parents it is full of wonder and 
amusement as their children wrestle with new words. 
Some children, however, progress slowly through this 
stage, repeating (wa-wa-wa) or prolonging (n-ah-ah-
ah-o) sounds; they struggle to continue or develop ways 
to avoid or compensate for certain sounds or words. 

Four-year-old Sayad has speech problems that typify the 
pattern of stuttering:

S A Y A D

Family Legacy

Sayad’s parents had received a lot of informal advice from friends 

and relatives about their son’s speech problems, but most of what 

they said was worrisome. “He’ll struggle with this for most of his 

life,” his grandmother had warned. “If something isn’t done right 

away, he’ll become a stutterer, and be so self-conscious that he 

won’t be able to keep up in school or with his friends.”

Sayad started repeating and prolonging some of his words 

when he was about 2, but by now his problem had grown more 

noticeable. As he spoke, he pursed his lips, closed his eyes, and 

shortened his breathing, seeming to tense up his face. Yet his 

interactions with me were friendly and at ease. “M-m-m-m-y 

words get stuck in m-m-m-m-y m-m-mouth,” he explained, “and 

I-I-I-I talk t-t-t-t-too fast. Wh-wh-wh-why can’t I talk right?” I 

soon discovered why his grandmother was so concerned: The 

child’s great-grandfather and great-uncle both stuttered, and 

Sayad’s father had been a stutterer until he was a teenager.

Sayad’s mother had been trying to ignore the problem and 

not draw attention to it, but she was growing more aware that 

Sayad’s peers tease and imitate him. She explained why she came 

for an assessment: “We were on the way to the store when Sayad 

kept saying ‘where’ over and over. After I stopped the car and 

unfastened his seatbelt, he fi nished his question—‘is daddy?’ Af-

ter that, I gave up on my ‘leave it alone’ notion and began trying 

ways to slow Sayad down a bit.”
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• Causes of communication disorders include genetic infl u-
ences and slow or abnormal brain maturation. Early ear 
infections may play a causal role in some cases.

• Treatment of children with communication disorders is 
often unnecessary, since many of these problems are self-
correcting soon after children begin attending school.

• Stuttering, or speech dysfl uency, occurs mostly in younger 
children, peaking around age 5. Recovery usually occurs 
once the child enters school.

Learning Disorders

People do not understand what it costs in time and 
suff ering to learn how to read. I have been working at it 
for eighty years, and I still can’t say that I’ve succeeded.

—Goethe (1749–1832)

Whether we are studying Roman history or calculus, ap-
plying ourselves to the task of learning requires exertion 
and concentration. Like physical activities, some learn-
ing activities are more diffi  cult than others, especially 
for younger children who have not developed a founda-
tion of good study habits and successful learning expe-
riences. Parents and teachers may notice that a child is 
struggling unusually hard to master a particular skill, 
such as reading, and wonder why. Th e problem may be 
formally assessed by an IQ test and various standardized 
tests that assess abilities in specifi c academic areas.

When achievement in reading, math, or writing 
is substantially below expectations for the child’s age, 
schooling, and intellectual ability, he or she may be di-
agnosed with a learning disorder. In practice, substan-
tially below is defi ned as a discrepancy of more than 2 
standard deviations between the IQ fi ndings and the ac-
tual achievement test fi ndings. In other words, a child 
with a learning disorder is bright enough to learn the 
subject material, but does not appear able to do so. How-
ever, as we note in the following example, there is some 
debate as to the validity of using a discrepancy formula 
to defi ne learning disorders (Lipka & Siegel, 2006).

focused on family characteristics as the major causes. 
However, it is not likely this behavior is acquired primar-
ily as a function of the child’s linguistic environment. 
Sayad’s grandmother and mother would be relieved to 
know that the communicative behavior of mothers does 
not signifi cantly contribute to the development of stut-
tering (Smits-Bandstra & Yovetich, 2003).

Genetic factors play a strong role in the etiology of 
stuttering (Dworzynski, Remington, Rijsdijk, Howell, 
& Plomin, 2007). According to one major study, herita-
bility accounts for 71% of the variance in the causes of 
stuttering, and the remaining 29% are the result of the 
environment (Andrews, Morris-Yates, Howie, & Mar-
tin, 1991). Genetic factors most likely infl uence speech 
by causing an abnormal development in the location of 
the most prominent speech centers in the brain, which 
are usually in the left  hemisphere. Th is biological source 
for stuttering explains many of its clinical features, in-
cluding the loss of spontaneity and occasional problems 
in self-esteem (Howell, 2007).

Since most children outgrow stuttering, one of the 
most frustrating problems for parents and therapists is to 
decide whether therapy would be intervention or inter-
ference. Th erapy is usually recommended if sound and 
syllable repetitions are frequent, if the parent or child is 
concerned about the problem, or if the child shows fa-
cial or vocal tension, like Sayad. A common psychologi-
cal treatment for children who stutter is to teach parents 
how to speak to their children slowly, use short and sim-
ple sentences, and consequently remove the pressure the 
child may feel about speaking (Rousseau, Packman, On-
slow, Harrison, & Jones, 2007; Smits-Bandstra & Yove-
tich, 2003). Contingency management procedures have 
also been benefi cial in teaching language-fl uency train-
ing to younger children, by using positive consequences 
for fl uency and negative consequences for stuttering 
(Bothe, Davidow, Bramlett, & Ingham, 2006; Murphy, 
Yaruss, & Quesal, 2007).

section summary
Communication Disorders
• Speech and language problems that emerge during early 

childhood include diffi  culty producing speech sounds, 
demonstrating speech fl uency, using spoken language to 
communicate, or understanding what other people say.

• Even though most children with communication disor-
ders acquire normal language by mid to late adolescence, 
early communication disorders are developmentally con-
nected to the later onset of learning disorders.

• Expressive language disorder is a communication disor-
der defi ned as a discrepancy between receptive language 
and expressive language.

J A M E S

Strong Points Shine

The look on the 9-year-old’s face said it all—he did not want 

to be here. “I’m tired of talking to people” was his terse greet -

ing. I wondered for a moment whether he would talk to me at 

all, but as soon as he saw my computer, he brightened a bit. To 

allow time for him to feel more comfortable, I invited James to 

play a quick game or two. His skill at the action games told me 
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math and drawing: Tim’s problems are in the areas of 
spatial orientation and mathematical reasoning, and fur-
ther achievement testing confi rmed that they fi t the di-
agnostic criteria for a learning disorder in mathematics. 
However, his academic problems were almost masked by 
his frustration and low self-esteem. Emotional problems 
are oft en seen in children who are bright enough to rec-
ognize that their performance is below that of others.

a lot about his basic energy and problem-solving ability—he was 

a whiz at fi guring out the rules of each game and getting a high 

score. We spoke casually during the warm-up, but it was clear to 

me that he preferred to concentrate on the game.

A half hour passed, with little more than a few sentences ex-

changed. A quick trip to the snack bar gave us the common ground 

we needed to open up and talk a bit. “Why does my teacher want 

me to come here?” he reasonably asked. As he listened and replied 

to my explanation, his language problems stood out. His sen-

tences were short, simple, and rapid. Here is an example:

“James, tell me something about your favorite story or 

a recent movie you’ve seen.”

“I like the movie. Lots of dogs.”

“What movie is that, James?”

“Dog movie.”

During testing, James often tried to start before I had fi n-

ished telling him what to do. He was eager to do what I asked, 

but he stopped abruptly as soon as he had trouble. James could 

focus on only one sound at a time, so if he missed early cues or 

initial instructions, he would become disoriented, frustrated, and 

uncooperative. James wanted to do well, but I could see he was 

struggling. He completed the WISC-IV in less than an hour, hurry-

ing almost as if to escape his own mistakes. His measured general 

intelligence was within the normal range, but his performance 

abilities (performance IQ 109) were much stronger than his verbal 

abilities (verbal IQ 78). It was obvious as well that the test under-

estimated his true ability, as a result of his eagerness to fi nish and 

his diffi  culty with understanding some of the instructions.

To my surprise, James was ready to continue on to the next 

test after only a short computer game break. He explained why 

this was so: “I put things together, like puzzles. I make cars and 

planes at my house.” As long as I gave him small breaks on the 

computer, he was willing to tackle the material on the tests. 

Some of his spelling errors stood out immediately, such as skr for 

square, and srke for circle. When asked to write the sentence he 

shouted a warning, he wrote he shtd a woin. He read see the black 

dog as “see the black pond,” and she wants a ride to the store as 

“she was rid of the store.” He seemed to use a “best guess” strat-

egy in tackling reading, based on the sounds that he knew: When 

asked to write the word bigger, he wrote just her. But I noticed 

that James’s enthusiasm picked up a bit as he began telling sto-

ries from pictures he was shown, and he marveled at his own 

ability to rotate shapes on the computer to complete a picture. He 

left my offi  ce more animated and talkative than when he arrived, 

which showed how nice it must have felt for him to experience 

success.

Let’s return to James, the 9-year-old with reading 
problems: Compare James’s reading problems with those 
of Tim, a 7-year-old who has a great deal of trouble with 

James’ pattern of strengths and weaknesses shows 
that although he has reading problems, other strengths 
compensate for this disability. He has strong talents for 

T I M

Warming with Interest

When I fi rst saw Tim, he seemed aloof and disinterested. His eyes 

stayed focused on the fl oor, and his body remained expression-

less, as if to say, “Leave me alone, and let me outta here.” As I 

searched for something to say, I asked Tim to tell me a little about 

his family: “Do you have any brothers or sisters? Does your family 

like to do anything special together?” His tired response, “I have 

two brothers, my father works all day, mom plays piano. We want 

a boat,” sent me a clear message as to his mood and interest in 

this activity. My usual ploy of turning on the computer games 

fell fl at—“I hate computers” was Tim’s preemptive response. I 

wondered, “Is he depressed, angry, hurt, frustrated? Just what is 

going on here?”

Having looked at his school record, I knew he was struggling, 

especially in math and physical sciences, but his speech and aff ect 

expressed more than only academic problems. His school records 

fl ashed the news that Tim had a learning disorder, as evidenced 

by his WISC-IV performance score of 79 that fell in the borderline- 

to low-average range, and his verbal score of 108 that fell in the 

average range. The test administrator had politely described Tim’s 

test-taking approach as “reluctant.” Notes by teachers indicated 

that he commonly had problems on tasks involving drawing, par-

ticularly if they required memory, and his math and social skills 

were far below those of others in his class.

I pulled out my Where’s Waldo? book and we began looking 

at it together. In addition to being fun, looking for Waldo and his 

friends (small fi gures amidst millions of fi gures and colors) re-

quired Tim to be patient. At fi rst he balked, but I noticed that he 

improved if he used his own verbally mediated strategy to solve 

the problem. Tim talked to himself as he thought aloud: “Look 

around the edges fi rst, then start to look closer and closer to the 

middle of the page. Look for Waldo’s red and white shirt—look 

closely at each section!” The more interested he was, the more he 

would talk. Once he warmed up, his smile appeared, along with 

his admission that “this sure beats math lesson.”
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ing problems can be diffi  cult to recognize because, for 
most of us, the material in question is straightforward 
and simple. Th e child may be blamed for not listening, 
not paying attention, or for being “slow,” which further 
disguises the true nature of the learning problems.

Disabilities in reading, mathematics, and written 
expression are characterized by an individual’s perfor-
mance being below that expected for someone the same 
age. Main features of DSM-IV-TR criteria are shown in 
Table 11.2. To be classifi ed as a disability, the perfor-
mance problems must signifi cantly interfere with aca-
demic achievement or daily living. (Some children and 
adults have found ways to compensate for their learn-
ing problems and therefore do not display a disability, 
despite their test fi ndings of poor achievement.) Finally, 
the disability cannot be related to a sensory problem, 
such as impaired hearing or sight, unless it goes well be-
yond what children typically experience.

Because many aspects of speaking, listening, read-
ing, writing, and arithmetic overlap and build on the 
same functions of the brain, it is not surprising that a 
child or adult can have more than one form of learning 
disorder. Recall that phonological awareness facilitates 
the ability to speak and, later on, to read and write. A 
single gap in the brain’s functioning can disrupt many 
types of cognitive activity. Th ese disruptions, in turn, 
can interfere with the development of important funda-
mental skills and compound the learning diffi  culties in 
a short time. Moreover, as we saw with both James and 
Tim, numerous secondary problems can emerge, such as 
temper outbursts and withdrawal from social situations, 
as a result of frustration and lack of success.

fi guring out how things work and for drawing ideas on 
paper. Tim has several strengths, too, especially in lin-
guistic skills such as word recognition, sentence struc-
ture, and reading. In contrast to James, Tim has prob-
lems primarily in the visual, spatial, and organizational 
spheres, which show up as diffi  culties with tactile (touch) 
perception, psychomotor activity (e.g., throwing and 
catching), and nonverbal problem solving (e.g., fi guring 
out math problems and assembling things). Th e limita-
tions of both children can aff ect every aspect of their 
formal education as well as their interpersonal abilities, 
and therefore require comprehensive and ongoing treat-
ment plans.

To better understand the nature of learning disor-
ders, picture yourself asking for directions at a gas sta-
tion in an unfamiliar town. Th e attendant says: “Go out 
the driveway and turn right. Go till you reach the sec-
ond light, turn left , and look for the sign to Amityville. 
It’s about 3 miles down the road. You’ll pass a cemetery 
and a red schoolhouse, and go under a railroad trestle 
before you get to Highway 18. When you see the sign, 
turn right.” We all have some diffi  culty processing such 
information and recalling it accurately; we drive away 
repeating to ourselves, “Stop light, go left , cemetery, 
highway, turn at schoolhouse?” Our driving compan-
ions, who heard the same instructions, may recall a dif-
ferent route.

Th is situation demonstrates that even simple verbal 
instructions can easily be jumbled. Children and adults 
with learning disorders experience similar confusion in 
the everyday situations of processing new information 
or understanding what they are reading. Th ese learn-

For children with learning disorders, following simple 
instructions can be confusing and frustrating.
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T A B L E  1 1 . 2  Main Features of DSM-IV-TR 
Diagnostic Criteria for Learning Disorders: Reading 
Disorder, Mathematics Disorder, and Disorder of 
Written Expression1

DSM-IV-TRA. Reading achievement/
mathematical ability/writing skill, as measured by indi-
vidually administered standardized tests, is substantially 
below that expected given the person’s chronologi-
cal age, measured intelligence, and age-appropriate 
education.

B. The disturbance in criterion A signifi cantly interferes 
with academic achievement or activities of daily living 
that require reading skills/mathematical ability/compo-
sition of written texts.

1Because the basic criteria are identical, the three separate learning disorders are com-
bined here, with the exception of the specifi c ability that is aff ected.

Source: Adapted with permission from Diagnostic and Statistical Manual of Mental 
Disorders, DSM-IV-TR, Fourth Edition. Copyright © 2000 by the American Psychiatric 
Association.

W4871.indb   348W4871.indb   348 9/19/08   11:13:41 AM9/19/08   11:13:41 AM



 CHAPTER 11 Communication and Learning Disorders 349

To assess a child’s need for additional practice in 
mastering phonemes and words, it is important to un-
derstand that there are two systems that operate when 
one reads words, which are essential in the development 
of reading. Th e fi rst system operates on individual units 
(phonemes) and is relatively slow; the second system op-
erates on whole words more quickly. In normal read-
ers, whole words are learned through the development 
of phonologically based word analysis. However, persis-
tently poor readers seem to rely on rote memory for rec-
ognizing words (S. Shaywitz et al., 2006).

Many clinical signs of reading disorders are fi rst evi-
dent only to a trained eye. Some testing methods devel-
oped by teachers and school psychologists show how chil-
dren with reading disorders function in the classroom. 
Th ey oft en have trouble learning basic sight words, espe-
cially what is phonetically irregular and must be memo-
rized, such as the, who, what, where, was, laugh, said, and 
so forth. Th ese children have developed their own unique 
and peculiar reading patterns, which signal the need for 
diff erent teaching methods. Typical errors include rever-
sals (b/d; p/q), transpositions (sequential errors such as 
was/saw, scared/sacred), inversions (m/w; u/n), and omis-
sions (reading place for palace or section for selection). 
However, these errors are common in many younger 
children who are just learning to read and write, and do 
not necessarily imply a reading disorder.

To assess a child’s need for additional practice in cer-
tain areas, teachers may log the types of errors the child 
makes while reading out loud. In addition to decoding 
words, reading comprehension is assessed by having the 
student retell a story or suggest the next episode. Aver-
age readers rely heavily on auditory and visual modali-
ties for gathering new information, but children with 
reading disorders may prefer a mode of touch or manip-
ulation to assist them in learning. Th ese various patterns 
of strengths and weaknesses, if adequately assessed, can 
then be used to the child’s advantage in planning addi-
tional teaching methods such as computer-based learn-
ing (Shaywitz et al., 2008).

Th e core defi cits in reading disorders are in decod-
ing—breaking a word into parts rapidly enough to read 
the whole word—coupled with diffi  culty reading single, 
small words (Vellutino et al., 2007). When a child can-
not detect the phonological structure of language and 
automatically recognize simple words, reading develop-
ment will very likely be impaired (Pennington, 2006). 
Th e slow and labored decoding of single words requires 
substantial eff ort and detracts from the child’s ability to 
retain the meaning of a sentence, much less a paragraph 
or page. Th e child with a reading disorder lacks the crit-
ical language skills required for basic reading, reading 
comprehension, spelling, and written expression.

Reading Disorder

He has only half learned the art of reading who has 
not added to it the more refi ned art of skipping and 
skimming.

—Arthur James Balfour

Children are naturally attracted to reading, and its im-
portance in our society is unequaled by any other aca-
demic accomplishment. We are surrounded by written 
signs and messages and, by about age 5 or so, most chil-
dren want to know what they mean. (Capitalizing on 
this natural curiosity, advertisers have become expert 
in pairing recognizable symbols with the names of their 
product or establishment so that children can “read” 
more quickly.) By the fi rst grade, natural interest and 
developmental readiness are channeled into formally 
learning how to read. For many children this process is 
diffi  cult and tedious; for a sizeable minority, however, it 
can be confusing and upsetting. Th e role of parents in 
this process is critical, because children need positive 
feedback and to feel satisfi ed with their performance, re-
gardless of their speed and accuracy.

When you consider everything involved in learning 
the basics of reading, such as associating shapes of letters 
(graphemes) with sounds (phonemes), it is not surpris-
ing that some children have diffi  culty and can quickly 
fall behind. Read the following sentence: “I believe that 
abnormal child psychology is one of the most fascinat-
ing and valuable courses I have taken.” As you read the 
sentence, did you notice that you had to simultaneously:

• Focus attention on the printed marks and control 
your eye movements across the page?

• Recognize the sounds associated with letters?
• Understand words and grammar?
• Build ideas and images?
• Compare new ideas with what you already know?
• Store ideas in memory?

Most of us have forgotten all the eff ort that goes into 
reading, especially in the beginning. Not surprisingly, 
children’s initial attempts are laborious and monoto-
nous as they wrestle with the sounds and complexities 
of combined letters. Such mental processing requires a 
complex intact network of nerve cells that connect our 
vision, language, and memory centers (Grigorenko, 
2007). A small problem in any area can cause reading 
diffi  culties. Th e most common underlying feature of 
reading disorder, however, is an inability to distinguish 
or to separate the sounds in spoken words. Phonological 
skills are fundamental to learning to read, and therefore 
this defi cit is critical.
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or numbers; enumerating, comparing, and manipulat-
ing objects; reading and writing mathematical symbols; 
understanding concepts and performing calculations 
mentally; and performing computational operations 
(Andersson, 2008; Lyon et al., 2006). Th ese defi cits imply 
that the neuropsychological processes underlying math-
ematical reasoning and calculation are underdeveloped 
or impaired.

Writing Disorder

Mathematics Disorder

During their preschool years, children are not as nat-
urally drawn to mathematical concepts as they are to 
reading. Th is changes rapidly as they discover that they 
need to count and add to know how much money it takes 
to buy something or how many days remain until vaca-
tion. As in reading, the need to know propels children to 
learn new and diffi  cult concepts, and little by little their 
new skills help them understand the world better.

For some children, like Francine and Tim, this curi-
osity about numbers is compromised by their inability 
to grasp the abstract concepts inherent in many forms 
of numerical and cognitive problem solving. Francine’s 
diffi  culty with numbers and concepts began to show up 
well before she attended school, which is typically the 
case. When she encountered math concepts in second 
grade that required some abstract reasoning, she fell 
further and further behind.

Many skills are involved in arithmetic: recognizing 
numbers and symbols, memorizing facts (the multipli-
cation table), aligning numbers, and understanding ab-
stract concepts such as place value and fractions. Any or 
all may be diffi  cult for children with a mathematics dis-
order (Lyon et al., 2003, 2006). Th e DSM-IV-TR criteria 
for mathematics disorder, like the criteria for learning 
disorders, are based on assumptions of normal or above-
average intelligence as assessed by IQ, normal sensory 
function, adequate educational opportunity, and the ab-
sence of developmental disorders and emotional distur-
bance. Children and adults with this disorder may have 
diffi  culty not only in math, but also in comprehending 
abstract concepts or in visual–spatial ability. Histori-
cally, these characteristics were termed developmental 
dyscalculia, which is defi ned as the failure to develop 
arithmetic competence, but the term is seldom used to-
day. Examples of calculation errors typical of children 
with a mathematics disorder are shown in Figure 11.2, 
an example that points out errors that suggest spatial 
diffi  culties and directional confusion.

Children with mathematics disorders typically have 
core defi cits in arithmetic calculation and/or mathemat-
ics reasoning abilities, which include naming amounts 

$  6 2 . 0 4
� 5 . 3 0

7 5
� 8

F I G U R E  1 1 . 2  Errors in math computation 
by a 10-year-old girl with a mathematics disorder.
Source: From “Learning Disabilities,” by H. G. Taylor, 1989, p. 422. In E. J. Mash 
and L. G. Terdal (Eds.) Behavioral Assessment of Childhood Disorders, 2nd ed. 
Copyright © 1989 The Guilford Press. Reprinted by permission.

C A R L O S

Slowly Taking Shape

Carlos, age 7, was about to fi nish second grade when his teacher 

and parents met to discuss his handwriting problems. The year 

had gone generally well, but his parents were bracing for bad 

news. Smiling and pulling out some workbooks, Carlos’s teacher 

lined up examples of how he had gradually become able to print 

some letters over the course of the year. But what his parents saw 

was self-explanatory: His shapes were very poor and looked more 

like those of his 3-year-old sister. Sensing both parents’ appre-

hension, his teacher clarifi ed: “Carlos is having a few problems in 

his fi ne motor coordination, in activities such as artwork, putting 

puzzles together, and similar tasks. He goes too fast when try-

ing to do these tasks, and he forgets to be careful or to follow the 

pattern. He makes a half-hearted attempt on his writing assign-

ments and then starts talking to his classmates. I’d like him to 

be seen by a psychologist for testing, and hopefully next fall his 

new teacher can strengthen his writing and fi ne motor skills with 

some additional exercises.”

During the initial interview, Carlos took an immediate inter-

est in my computer games, exclaiming how easy it was to use the 

mouse to draw fi gures. When asked to use a pencil and paper, 

however, Carlos balked. I asked him to copy by hand some of the 

fi gures he drew on the computer, after fi rst printing them for him 

on paper. In doing so, he switched to his preferred hand in the 

middle of the task. He also showed several letter reversals (b/d; 
p/q), and pushed down very hard on the pencil in an attempt to 

trace or draw the fi gures. Throughout these tasks he talked freely 

and asked a lot of questions, making me wonder at times who 

was assessing whom.

Carlos showed evidence on neuropsychological testing of 

fi nger agnosia (he could not tell which fi nger I touched when 

his hand was behind his back), especially with his left hand. He 

also had considerable diffi  culty copying a triangle, a circle, and 

a square based on examples shown to him (see Figure 11.3). On 

the WISC-IV he obtained a performance score of 91, in the low-

average range, and a verbal IQ score of 117, in the high-average 

range. On performance subtests he had particular problems with 
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this diagnosis. In addition, problems in written expres-
sion signal the possibility of other learning disorders, 
because of shared metacognitive processes: planning, 
self-monitoring, self-evaluation, and self-modifi cation 
(Heim & Benasich, 2006). Writing disorders are less un-
derstood than other learning disorders, and are found 
oft en in combination with learning disorders in reading 
or mathematics, which also have underlying core defi -
cits in language and neuropsychological development.

Prevalence and Course
Current estimates of the prevalence of all types of learn-
ing disorders range from 2% to 10% of the entire pop-
ulation, depending on how the problems are defi ned 
and measured (APA, 2000). However, several research-
ers suggest that due to underreporting, these estimates 
should be much higher. Th e prevalence of dyslexia (read-
ing disorder) is estimated to range from 5% to 17% of 
school-aged children (Lyon et al., 2003; Shaywitz, 1998).

Reading diffi  culties may be part of a continuum of 
reading abilities rather than a discrete, all-or-none phe-
nomenon, which would mean that children with read-
ing disorders are essentially those who fall at the lower 
end of the continuum (Snowling, 2008). Th is consider-
ation is useful and important because, clearly, there are 
strong readers and weak readers, and no defi nitive cutoff  
point easily distinguishes the two (Lyon et al., 2006). If 
prevalence estimates are based on a continuum of read-
ing problems rather than a diagnostic category, read-
ing disabilities are estimated to aff ect 1 in 5, or at least 
10 million children in the United States (S. E. Shaywitz 
et al., 1992).

Current estimates of the prevalence of disorders re-
lated to mathematics and written expression are highly 
discrepant due to a lack of epidemiologic studies. Clini-
cal studies put the prevalence of mathematics disorder 
at about 20% of all children with learning disorders, 
which means that about 1% of school-age children re-
ceive this diagnosis (APA, 2000). If prevalence is es-
timated on the basis of test scores, however, about 5% 
to 6% of school-age children would be included (Sha-
lev, 2007). Like reading disorder, mathematics disorder 
usually becomes apparent during second or third grade, 
once formal mathematics instruction begins. Th erefore, 
prevalence estimates based solely on diagnoses may be 
unduly conservative.

Finally, disorder of written expression is considered 
to be rare when not associated with other learning disor-
ders (APA, 2000). However, given the high rate of devel-
opmental language disorders in the general population 
(8% to 15%) and the signifi cantly high rate of disorders 
in reading skills previously noted, written language dis-
orders probably aff ect at least 10% of the school-age pop-
ulation (Lyon et al., 2003, 2006). Because of their high 

Carlos has a learning disorder related to written expres-
sion. He has strong language and reasoning abilities, as 
well as normal problem-solving skills for his age, yet he 
is considerably weaker in his visual–motor abilities, as 
shown by his writing, fi gure copying, and fi gure rota-
tion. Like reading and math, writing derives from sev-
eral interconnected brain areas that produce vocabulary, 
grammar, hand movement, and memory.

Children with writing disorders oft en have problems 
with tasks that require eye/hand coordination, despite 
their normal gross motor development. Teachers notice 
that, compared with children who have normal writing 
skills, children with writing disorders produce shorter, 
less interesting, and poorly organized essays, and are less 
likely to review spelling, punctuation, and grammar to 
increase clarity (Hooper et al., 1994; Wakely, Hooper, de 
Kruif, & Swartz, 2006). However, spelling errors or poor 
handwriting that do not signifi cantly interfere in daily 
activities or academic pursuits do not qualify a child for 

block design and puzzles, such as object assembly. He had more 

diffi  culty with verbal IQ subtests that involved concentration and 

attention, such as math and digit-span tasks. Throughout the 

testing, I found Carlos to be impulsive and sometimes quite defi -

ant: If he didn’t want to do something, he simply would not do it. 

These observations were consistent with his parents’ frustration 

at his immature behavior and defi ance at home.

F I G U R E  1 1 . 3  Top: Drawings produced by Carlos 
when asked to copy a triangle, a circle, and a square. 
Bottom: Examples of a triangle, circle, and square from 
a normally developing 7-year-old boy.
Source: Author’s fi les.
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know how it feels to be unable to keep up with others in 
the classroom. Hearing themselves described as “slow,” 
“diff erent,” or “behind,” they may identify more with 
their disabilities rather than with their strengths. Th ese 
daily experiences may cause some children to act out by 
either withdrawing or becoming angry and noncom-
pliant. Like James, they may stop trying to learn. Like 
Francine, they may become isolated and limit their par-
ticipation in activities that their peers enjoy.

What can be expected of Francine, James, Tim, and 
Carlos during their school years? Proper planning and 
goal setting are the cornerstone of helping strategies at 
home and at school. Learning disorders are not easily 
outgrown, but there is reason for optimism. First and 
foremost, about three-fourths of the children diagnosed 
with reading disorder in elementary school still have 
major reading problems in high school and young adult-
hood (Young et al., 2002). Th erefore, developmental ex-
pectations and educational planning must be ongoing 
(Lipka & Siegel, 2006).

Do problems continue as a direct and unchange-
able result of the disability, or of a failure to identify the 
learning problem in time to aff ect its course? Th e re-
quired discrepancy between IQ and performance may 
hamper early identifi cation, because the assessment of-
ten is not done until the child has attempted and failed 
at reading, usually by the third grade. By that time, the 
child’s achievement may be slow enough to demonstrate 
the discrepancy, but the child has failed in reading for 
2 to 3 years and may have developed other learning 
problems as a result (Lyon et al., 2003). Furthermore, the 
discrepancy requirement for the diagnosis of a learning 
disorder may not be necessary or meaningful. Research-
ers are now fi nding very few diff erences between dis-
crepant and nondiscrepant readers in many factors such 
as information processing, genetic variables, neurophys-
iological response, and so forth (Siegel, 2003; Vellutino 
et al., 2007). Th e limitations of this approach should be 
kept in mind when it is necessary to meet local regu-
lations for determining a child’s eligibility for special 
services.

Children and adolescents with learning disorders are 
more likely than their peers to show internalizing prob-
lems such as anxiety (Johnson & Beitchman, 2006) and 
mood disorders (Maughan, Rowe, Loeber, & Stouthamer-
Loeber, 2003), as well as externalizing behaviors such 
as ADHD (Goldston et al., 2007). Th e range and type 
of problems are generally similar for both younger and 
older age groups. Accordingly, issues pertaining to both 
younger and older children and adolescents with learn-
ing disorders are considered jointly unless particular 
developmental diff erences warrant attention. Many of 
these issues are common to all types of learning disor-
ders unless otherwise noted.

comorbidity, disorders in math and written expression 
may best be construed as related features of a generalized 
problem in learning, rather than selective impairments.

Cultural, Class, and Gender Variations Social and cultural 
factors are less relevant to learning disorders than other 
types of cognitive and behavioral problems; in fact, the 
diagnostic criteria state that they cannot be attributed 
to these factors. Nevertheless, some cultural and ethnic 
factors may aff ect how children with learning disorders 
are identifi ed and treated (Johansson, 2006).

As emphasized throughout this text, many child-
hood disorders refl ect an interaction between the child’s 
inherent abilities and resources and the opportunities 
that exist in the child’s local environment. In the case of 
learning to read, some teaching approaches do not ex-
plicitly emphasize specifi c sound–symbol relationships 
that are inherent in the dialect of children from diverse 
ethnic backgrounds. For example, Wood et al. (1991) did 
an interesting study to illustrate the point that defi cits in 
phonological awareness occur more frequently among 
populations that use nonstandard English. Th ey fol-
lowed a random sample of 485 Caucasian (55%) and Af-
rican American (45%) children from fi rst grade through 
third grade, and found that although African American 
youngsters read at the same grade level as Caucasian 
children at the beginning of the fi rst grade, they show 
marked declines in reading by the third grade and se-
vere declines by the fi ft h grade. Th ese fi ndings suggest 
that greater attention to diff erences in dialect can lead to 
better learning opportunities.

Whereas attention to cultural and ethnic issues per-
taining to learning disorders is a recent addition to re-
search, sex diff erences have a long and contentious his-
tory. Males are more oft en diagnosed with learning 
disorders than females, accounting for 60% to 80% of all 
children diagnosed (APA, 2000). As with communica-
tion disorders, reasons for referral can distort the fact 
that boys and girls actually have very similar rates of 
reading problems. It comes as no surprise that schools 
refer about 4 times as many boys as girls, largely be-
cause boys are more likely to show behavior problems. 
Girls with learning problems oft en are quiet and with-
drawn rather than loud and attention-seeking, and may 
be overlooked unless educators and parents are well in-
formed. When male–female ratios are derived from ep-
idemiological estimates rather than referrals, boys and 
girls are represented equally among children with learn-
ing disorders in reading, as long as attention-related dis-
orders are taken into account (Pinborough-Zimmerman 
et al., 2007; Young, 2005).

Development Children with learning disorders oft en 
do not know how or why they are diff erent, but they do 
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and negative attention. In terms of development, how-
ever, it is hard to say which comes fi rst: Behavior prob-
lems may precede learning problems, may follow them, 
or occur at the same time (Hinshaw, 1992; Cutting & 
Denckla, 2003). One explanation for the higher rate of 
behavior problems in children with learning disorders 
as they enter school is their impeded intellectual devel-
opment, which creates additional academic and social 
pressure (Tallal & Benasich, 2002).

Based on a review of over 150 studies (Kavale & For-
ness, 1996), about 3 of every 4 students with learning 
disorders have signifi cant defi cits in social skills. As a 
group, they are more isolated and less popular among 
peers than other children, and they tend to make nega-
tive impressions on others (Marton, Abramoff , & Rosen-
zweig, 2005). Like Francine, who was described by her 
mother as “humorless and in a bit of a fog,” most chil-
dren with learning disorders have diffi  culty grasping 
the nuances of social interaction and may not know 
how to greet others, make friends, or join in playground 
games. Subtle cues of social interaction may be missed 
or ignored. Th ey may not always interpret correctly or 
respond appropriately to the frequent nonverbal—but 
very expressive—communication of other children, 
such as rolling the eyes to show dislike or disinterest. 
When children with learning disorders misunderstand 
the situation and act inappropriately, other children 
turn away.

A child with a learning disorder also can be an emo-
tional burden for family members. Parents may experi-
ence a wide range of emotions, including denial, guilt, 
blame, frustration, anger, and despair. Brothers and 
sisters oft en feel annoyed, embarrassed, or jealous of 
the attention their sibling receives. Because behavioral 
problems are usually so disruptive, a child’s distress and 
emotional needs may easily be overlooked; in fact, par-
ents are oft en more aware of their children’s acting-out 
than of their underlying feelings of sadness and self-
doubt (Lardieri, Blacher, & Swanson, 2000).

Adult Outcomes Unfortunately, the social and emotional 
diffi  culties connected to communication and learn-
ing disorders may continue into adulthood, largely be-
cause of inadequate recognition and services (Young et 
al., 2002). Adults may fi nd ways to disguise their prob-
lems, such as watching television news rather than read-
ing newspapers. On the other hand, many excel in non-
academic subjects such as art, music, dance, or athletics. 
Still others may become outstanding architects and en-
gineers, or they may have extraordinary interpersonal 
skills (Lyon et al., 2006). Each child and adolescent has 
many strengths that can be developed to compensate for 
his or her known defi cits. Th us, despite their earlier risk 
for academic failure and psychosocial problems, many 

Psychological and Social Adjustment Students with 
reading disorders feel less supported by their parents, 
teachers, and peers than do normal readers, and are 
more likely to express poor academic or scholastic self-
concepts (Heim & Benasich, 2006; Kellner, Houghton, & 
Douglas, 2003). As a case in point, the school dropout 
rate for adolescents with learning disorders is nearly 40%, 
or approximately 1.5 times the average (APA, 2000).

Th e connection between learning disorders and be-
havioral or emotional disorders has generated consid-
erable interest but only cautious conclusions. Common 
sense suggests that children with learning disorders are 
faced with considerable challenges that are likely to take 
a toll on self-esteem and, in time, their social relation-
ships. However, children’s self-concepts in sports and 
appearance are usually less aff ected (Lyon et al., 2006).

Parents and teachers describe children with learning 
disorders as being more diffi  cult to manage than typical 
children beginning at an early age. Although overall re-
ports of behavior problems increase considerably for all 
children between early and middle childhood, behav-
ior problems among children with learning disorders 
are about 3 times higher than the norm by 8 years of 
age (Benasich, Curtiss, & Tallal, 1993) (see Figure 11.4). 
Most of these problems are not specifi c to learning dis-
orders, but cover a broad range of problems that over-
lap 10% to 25% with features of conduct disorder (CD), 
oppositional defi ant disorder (ODD), attention-defi cit/ 
hyperactivity disorder (ADHD), and major depressive 
disorder across all ages (APA, 2000).

Th ese co-occurring problems are oft en interpreted 
as individual reactions and coping styles in response to 
failure, frustration, and, in some instances, punishment 

Behavior problem 11% 32%
among children with
learning disorders

 Age 8Age 4

Behavior problems 2% 9%
among typically
developing children

F I G U R E  1 1 . 4  Percentage of clinically signifi cant 
behavior problems among children with and without 
learning disorders, at 4 years and 8 years of age.
Source: Data from Benasich et al., 1993.
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experiences have a remarkable ability to learn through-
out their life spans. Box 11.2 describes some of these im-
portant opportunities that increase resilience. Adults 
can learn to read, although it is diffi  cult because brain 
development slows down aft er puberty. Current gains 
in knowledge of the causes and early signs of learning 
disorders are likely to have a positive impact on early 
recognition and proper instruction. Nonintrusive elec-
trophysiological measurements of brain reactivity may 
permit an early diagnosis based on underlying defi cits 
in phonological processing rather than on performance 
alone (Benasich & Tallal, 2002). Th us, early identifi ca-
tion and intervention may be the key to preventing the 
long-term consequences of these disorders.

Causes
Most learning disorders do not stem from problems in 
a single area of the brain, but from diffi  culties in bring-
ing information from various brain regions together 
so that information can be integrated and understood 
(Damasio, Tranel, Grabowskia, Adolphs, & Damasio, 
2004). Minute disturbances may underlie phonologi-
cal processing defi cits. Emerging evidence points to the 
conclusion that, in many cases, these subtle disturbances 
begin very early during development, perhaps prenatally 
(Benasich & Tallal, 2002; McGrath et al., 2007).

Recent fi ndings suggest two distinguishable types of 
reading disorder—those children who are persistently 

adults with learning disorders lead successful and pro-
ductive lives (Werner, 1993).

Men with reading disorders do not diff er from their 
peers regarding feelings of global self-worth; symp-
toms of depression; feelings of competency and satis-
faction with jobs, marriages, and other relationships; or 
frequency of antisocial behavior (Boetsch et al., 1996). 
However, men still perceive lower levels of social sup-
port from parents and relatives—the only people still 
in their lives who knew of their problems as children—
which confi rms the indelible impressions left  by early 
experiences.

One adult describes his own way of compensating 
for learning problems:

I faked my way through school because I was very bright. 
I resent most that no one picked up my weaknesses. Es-
sentially I judge myself on my failures. . . . [I] have always 
had low self-esteem. . . . A blow to my self-esteem when I 
was in school was that I could not write a poem or a story. 
. . . I could not write with a pen or pencil. Th e computer 
has changed my life. I do everything on my computer. It 
acts as my memory. I use it to structure my life and for all 
of my writing since my handwriting and written expres-
sion has always been so poor. (Polloway, Schewel, & Pat-
ton, 1992, p. 521)

Whereas the long-term outlook for men with learn-
ing disorders is generally positive, the troublesome is-
sue of sexism arises when considering how adult women 
with learning disorders fare over time. As a group, 
women with learning disorders have more adjustment 
problems than men as they leave school and face the 
demands of adult life. Similar to other adults with dis-
abilities, they also face greater risk of sexual assault and 
related forms of abuse (Brownlie, Jabbar, Beitchman, 
Vida, & Atkinson, 2007). Problems and breakdowns in 
relationships are common, which may refl ect the lack of 
opportunity available to these women to achieve in ar-
eas that capitalize on their strengths.

Reading problems oft en cause poorly qualifi ed grad-
uates to take relatively undemanding and unrewarding 
jobs. Women who lack competitive skills and strong ca-
reer options due to school failure tend to get involved at 
an early age in intimate relationships that are generally 
unsupportive (Fairchild, 2002). Young men, in contrast, 
have more wide-ranging options once they leave school, 
which facilitates more positive social functioning in 
adulthood. Th us, if they are able to select their own en-
vironments in adulthood (and women have more obsta-
cles in this regard than men), both men and women with 
learning disorders can build on their existing strengths, 
skills, and talents (Maughan & Hagell, 1996).

It is safe to say that even though learning disorders 
may remain, people who are given proper educational 

A  C L O S E R  L O O K

B O X  1 1 . 2   Factors That Increase Resilience 
and Adaptation

Several personal characteristics and circumstances aid 
those with learning disorders in their successful adapta-
tion from childhood, through adolescence, to young adult-
hood. As part of a longitudinal study of all children born in 
1955 on the island of Kauai, Hawaii, E. E. Werner followed 
22 children with learning disabilities and 22 matched con-
trols. She found that most children with learning disabili-
ties adapted successfully to adult life. Those who showed 
the greatest resilience and fl exibility over time had (1) a 
basic temperament that elicited positive responses from 
others; (2) a well-developed sense of effi  cacy, prepared-
ness, and self-esteem that guided their lives; (3) compe-
tent care-givers and supportive adults; and (4) opportu-
nities for a second chance if they made mistakes or got 
into trouble with the law. Although some of these char-
acteristics are present from birth (e.g., temperament), 
many of the other supportive factors can be increased 
through the eff orts of family members, schools, and 
communities.
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Most attention paid to heritability is aimed at genetic 
transmission of critical brain processes underlying pho-
netic processing (Vellutino et al., 2004). Because a par-
ent’s learning disorder may take a slightly diff erent form 
in the child—the father may have a writing disorder and 
his child an expressive language disorder—it seems un-
likely that specifi c types of learning disorders are inher-
ited directly. More likely, what is inherited is a subtle 
brain dysfunction that, in turn, can lead to a learning 
disorder (Tallal, 2003). For example, an area has been 
identifi ed on chromosome 6 that predisposes children to 
reading disorder (Grigorenko, 2007). Genetic transmis-
sion provides a plausible explanation for the high rate of 
35% to 45% among family members for learning disor-
ders in reading as well as math (Shalev, 2007), which are 
considerably higher than the estimated base rate of 5% 
to 10% in the population (Snowling et al., 2003).

Neurobiological Factors Our understanding of learn-
ing disorders, particularly reading-based and language-
based problems, took an important new direction in the 
mid-1980s with the discovery that the brains of people 
with these problems were characterized by cellular ab-
normalities in the left  hemisphere, which contains im-
portant language centers (Galaburda, Sherman, Rosen, 
& Geschwind, 1985). Th e fact that these cellular abnor-
malities could occur only during the fi ft h to seventh 
month of fetal development strengthened the view that 
learning disorders evolve from subtle brain defi cits pres-
ent at birth (Lyon et al., 2003). Initial autopsy fi ndings 
were confi rmed by sophisticated brain imaging technol-
ogy that reveals the brain directly at work and makes it 
possible to detect subtle malfunctions that never could 
be seen before.

Th e suspected defi cits, which likely are genetically 
based, involve specifi c discrimination tasks, such as de-
tecting visual and auditory stimuli, as well as more per-
vasive visual–organizational defi cits associated with 
reasoning and mathematical ability (Pennington, 2006). 
A probable location of these defi cits is a structure called 
the planum temporale, a language-related area in both 
sides of the brain. In a normal brain, the left  side of the 
planum temporale is usually larger than the right side; 
however, in the brain of an individual with a reading 
disorder, both sides are equal size (Tallal, 2003).

S. E. Shaywitz, B. A. Shaywitz, et al. (2002) found 
lower activation in numerous sites, primarily the left  
hemisphere of the brains of dyslexic children compared 
to nonimpaired children, including the inferior frontal, 
parieto–temporal, and occipito–temporal gyri. Th ese 
three areas of the brain respectively are responsible for 
understanding phonemes, analyzing words, and auto-
matically detecting words. Once a word is learned, this 
three-part center recognizes it automatically, without 

poor readers and those who are accuracy-improved 
(compensated readers) (S. E. Shaywitz et al., 2006). Per-
sistently poor readers and accuracy-improved readers 
have comparable reading skills and SES when they be-
gin school, but by the time they are young adults, the 
accuracy-improved readers show better cognitive ability. 
Th e presence of compensatory factors, such as stronger 
cognitive ability, may allow the accuracy-improved in-
dividuals to minimize the consequences of their pho-
nological defect over time. Th ese compensatory factors 
may be genetically-based, and thus the child’s ability 
improves with maturity, whereas the persistent group 
may face greater environmental challenges, oft en asso-
ciated with poverty and inequality, that reduce reading 
opportunities.

Genetic and Constitutional Factors Children who lack 
some of the skills needed for reading, such as hearing 
the separate sounds of words, are more likely to have a 
parent with a related problem. Around the turn of the 
20th century this problem was studied largely by phy-
sicians, who considered reading disorders to be an in-
herited condition called congenital word blindness (W. P. 
Morgan, 1896). Today, estimates based on behavioral ge-
netic studies indicate that heritability accounts for over 
60% of the variance in reading disorders (Bishop, 2006; 
Viding et al., 2004), although the exact mode of trans-
mission remains undetermined.
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ening their tastes. In contrast, people who have already 
formed specifi c musical tastes tend to stick to what they 
know, rejecting unrecognizable sounds. Th is gap in mu-
sic appreciation is analogous to the gap researchers de-
scribe in the phonic abilities of children with learning 
disorders—they lack certain auditory sites that allow 
certain sounds to be recognized, so their appreciation of 
certain words is compromised.

Each neuron in the language processing areas of the 
brain has immense specifi city. Some neurons fi re when 
you silently name an object but not when you read the 
object’s name out loud, and vice versa. Certain neurons 
are activated when bilingual people speak one language, 
but not when they speak the other (Ojemann, 1991). 
Someone can have an expressive language problem de-
spite full comprehension, because the same neurons 
that are active when a person hears a word are not active 
when that person speaks it.

In the visual system, diff erent aspects of what you 
see, such as form, color, and motion, are routed to dif-
ferent regions of the visual cortex. When something 

fi rst having to decipher it phonetically (S. E. Shaywitz 
et al., 2006).

We have stressed that most children with reading 
and writing disorders have diffi  culty distinguishing 
phonemes that occur rapidly in speech. But why is this 
so? Consider what is involved, as shown in Figure 11.5. 
Th e sound must be processed by various brain areas as 
it is carried by nerve impulses from the ear to the thala-
mus to the nerve cells within the auditory cortex, where 
it is matched to existing patterns, or phonic bins, that 
have been previously formed and stored.

Compare this process to listening to music. When 
you fi rst hear a new song, do you recognize aspects that 
resemble other recordings by that group or another 
group? Can you distinguish the music of one group 
from another? As we listen, we tend to cluster sounds 
into various categories, acquiring our taste for music as 
we store more collections and melodies into memory. 
Each time we hear new music, we match it to what we 
already know and appreciate. Young people are particu-
larly adept at assimilating new sounds, thereby broad-

gada ?

ga

2 Thalamus

1 Cochlea

Auditory cortex 3

Why do language-impaired children
confuse sounds?
By repeated exposure to spoken language,
the neurons in the brain form patterns, or
phonic bins, associated with particular
sounds. When children have difficulty
distinguishing between rapid acoustic cues,
like the consonants in ga and da, those bins
may overlap. Some scientists believe this
overlap may be the key to language-based
learning disabilities.

Can you retrain the brain?
Researchers at Rutgers and the University of California
at San Francisco found that when children are taught to
distinguish sounds that have been slowed down and
exaggerated, their brains form new phonic bins. The
scientists hypothesize that these new bins may be
larger and no longer overlap. Eventually, the children
learn to distinguish ga and da in ordinary speech.

Making sense of spoken words
1. A sound, like the phonic syllable ga, hits the
ear and is sent as nerve impulses to the brain.

2. In the brain, the thalamus processes incoming
signals and sends them to the auditory cortex.

3. The nerve cells within the auditory cortex
match incoming signals with patterns the cortex
has previously stored.

Neurons

Phonic bins
gada

F I G U R E  1 1 . 5  How the brain processes speech.
Source: “How the Brain Processes Speech” Copyright © 1996 Time, Inc. Reprinted by permission.

W4871.indb   356W4871.indb   356 9/19/08   11:13:45 AM9/19/08   11:13:45 AM



 CHAPTER 11 Communication and Learning Disorders 357

Th e search for suspected causes for this nonverbal 
pattern of learning disabilities focuses on neurological 
diseases of childhood and developmental disabilities 
that impair brain functioning. Fetal alcohol syndrome, 
insulin-dependent diabetes, autism, irradiation (for 
treatment of various forms of cancer), and several other 
fetal and early childhood diseases and trauma have 
been linked to nonverbal learning disorders (Collins & 
Rourke, 2003; Rourke & Del Dotto, 1994). Th e common 
element among these various diseases and traumas—the 
fi nal common pathway leading to the nonverbal learn-
ing disorder syndrome—is that they impair develop-
ment and functioning of the brain.

Social and Psychological Factors Emotional disturbances 
and other signs of poor adaptive ability oft en accom-
pany learning disorders, perhaps because the underly-
ing causes are the same. Th e overlap between dyslexia 
and ADHD, for example, ranges from 30% to 70% de-
pending on how ADHD is defi ned (Del’Homme, Kim, 
Loo, Yang, & Smalley, 2007; Fletcher et al., 1999). Al-
though this degree of overlap suggests that behavioral 
and learning problems have certain common aspects, 
they are still distinct and separate disorders (Lyon et al., 
2006). Reading disorder is commonly associated with 
defi cits in phonological awareness, whereas ADHD has 
more variable eff ects on cognitive functioning, espe cially 
in areas of rote verbal learning and memory (Jakob -
son & Kikas, 2007). ADHD, moreover, is relatively un-
related to phonological awareness tasks. However, some 
children with learning disorders show symptoms simi-
lar to ADHD, including inattention, restlessness, and 
hyperactivity (Del’Homme et al., 2007).

Prevention and Treatment
Although learning disorders have strong biological un-
derpinnings, intervention methods rely primarily on 
educational and psychosocial methods. Psychosocial 
treatments for James, Francine, Carlos, and Tim must be 
comprehensive and ongoing, with each new task broken 
down into manageable steps, including examples, prac-
tice, and ample feedback. Combined with proper teach-
ing strategies, children and their families may benefi t 
from counseling aimed at helping the children develop 
greater self-control and a more positive attitude toward 
their own abilities. Support groups for parents also can 
fi ll an important gap between the school and the home 
by providing information, practical suggestions, and 
mutual understanding.

Someday, breakthroughs in brain research may lead 
to new medical interventions, but at present no biologi-
cal treatments exist for speech, language, and academic 
disabilities. Where signifi cant problems coexist in con-
centration and attention, some children respond favor-

moves in your visual fi eld, the region of the cortex that 
responds to visual motion is activated. Eden et al. (1996) 
fi rst discovered that adults with reading disorders show 
no activation in visual motion when asked to view ran-
domly moving dots. A specifi c defect in perception of 
visual motion may interfere with many diff erent brain 
functions, and has been noted among children with au-
tism as well as learning disorders (McCrory, Mechelli, 
Frith, & Price, 2005; Skottun & Skoyles, 2008). To de-
tect diff erences between consonant sounds—such as b 
or t—we must be able to distinguish between very rapid 
changes in sound frequency. A subtle neurological def-
icit in sensitivity could prohibit this distinction, which 
would then show up clinically as problems in reading 
and phonological processing (Agnew, Dorn, & Eden, 
2004).

Th us, two major fi ndings implicate specifi c biologi-
cal underpinnings of reading disorders: (1) the language 
diffi  culties for people with reading disorders are specifi -
cally associated with the neurological processing of pho-
nology; and (2) behavioral and physiological abnormali-
ties are found in the processing of visual information. It 
is not surprising, therefore, that phonological and visual 
processing problems oft en coexist among people with 
reading disorders (Skottun & Skoyles, 2008).

Studies of the causes of learning disorders mostly in-
volve children with reading disorders, but the fi ndings 
apply to disorders in written expression and mathemat-
ics as well. Many—but not all—disabled writers show 
defi cits in reading (Lyon et al., 2003), and some math-
ematical concepts require reading and writing as well as 
mathematics skills. In contrast to these language-based 
disorders, however, are various nonverbal learning dis-
abilities (Drummond, Ahmad, & Rourke, 2005). Non-
verbal learning disabilities (NLD) are defi cits related 
to right-hemisphere brain functioning, and are charac-
teristic of children who perform considerably worse at 
math than reading. Th ese defi cits involve social skills, 
spatial orientation, problem solving, and the recogni-
tion of nonverbal cues such as body language. In addi-
tion to math defi ciencies, nonverbal learning disorders 
may be accompanied by neuropsychological problems 
such as poor coordination, poor judgment, and diffi  cul-
ties adapting to novel and complex situations (Cornoldi, 
Rigoni, Tressoldi, & Vio, 1999; Lyon et al., 2003).

Recall that Francine had well-developed word rec-
ognition and spelling abilities, but signifi cantly worse 
 mechanical–arithmetic skills. Mathematics  disorder, and 
perhaps that of written expression as well, are known to 
be associated with brain defi cits that diff er from defi cits 
described for language-based learning disorders. Th ese 
defi cits are largely found in areas not related to verbal 
ability, which has led to use of the term nonverbal learn-
ing disorders.
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problems are not yet available before children are old 
enough to be formally tested.

Issues of identifi cation are important because a brief 
window of opportunity may exist for successful treat-
ment. If a problem is detected in early childhood—say, 
by kindergarten—then language-based defi cits can of-
ten be remediated successfully. If the problem is not de-
tected until age 8 or so, response to treatment is much 
lower (Hatcher et al., 2006). Th is is why prevention of 
reading diffi  culties is a hot topic: Training children in 
phonological awareness activities at an early age may 
prevent subsequent reading problems among children at 
risk (Haager, Klingner, & Vaughn, 2007). Th ese activities 
consist of games that involve listening, rhyming, identi-
fying sentences and words, and analyzing syllables and 
phonemes. For example, the child might analyze sand as 
s-and and then synthesize it into sand, or colored alpha-
bet blocks might be used to break the word into separate 
phonetic sounds (s-a-n-d) (Lyon & Cutting, 1998).

Knowledge of communication and learning disor-
ders has played leapfrog with the philosophy and prac-
tice of classroom instruction during the last decade. 
Discoveries in neurosciences, as noted above, challenged 
some prevailing educational practices, and today con-
siderable disagreement remains as to the best way of as-
sisting children with learning disorders.

The Inclusion Movement Integrating children with spe-
cial needs into the regular classroom began as the inclu-
sion movement during the 1950s, based on studies show-
ing that segregated classes for students with disabilities 
were ineff ective and possibly harmful (Baldwin, 1958). 
Resource rooms and specially trained teachers replaced 
the special classes that had been in vogue, a change that 
had the further advantage of removing the need to label 
and categorize children. Th e Education for All Handi-
capped Children Act of 1975 in the United States (cur-
rently known as Individuals with Disabilities Education 
Improvement Act, [IDEA], 2004) and provincial Educa-
tion Acts in Canada mandated that children with spe-
cial needs must be aff orded access to all educational ser-
vices, regardless of their handicaps. Today, children with 
special educational needs in North America and many 
other countries are placed in regular classrooms when-
ever possible.

In 2002, the No Child Left  Behind act was signed into 
law in the U.S. Th is Act allowed for more intensifi ed ef-
forts by each state to improve the academic achievement 
of public school students considered at risk for school 
failure. Today, almost 14% (about 6.6 million) school-age 
children in the United States from all walks of life receive 
some level of support through special education, and 
students with specifi c learning disabilities account for 

ably to stimulant medications that may temporarily im-
prove attention, concentration, and the ability to control 
their impulsivity (see Chapter 5), albeit little or no im-
provement in learning. Typically, the medication sched-
ule ensures that the drug is active during peak school 
hours, when reading and math are taught.

Consider the coordinated planning and eff ort that 
went into the treatment programs for Francine: Fran-
cine was able to get help because her problems were de-
tected; recall, however, that by the time she was referred, 
she had already begun to fail at formal schooling. Th e 
fi rst step in solving any problem is to realize that it ex-
ists. Th e nature of learning disorders makes this diffi  -
cult for many children and parents. Although numerous 
signs of language-based learning disorders are present 
from early childhood, sophisticated means of assessing 

F R A N C I N E

Slowly but Surely Improving

To reduce Francine’s diffi  culties with math and, especially, with 

peer relationships, we considered several factors. First, we de-

cided that teaching should be primarily verbal, with an under-

standing that she would have the most diffi  culty in math and 

science. Her teachers favored allowing Francine to use a calculator 

and a computer to assist her in learning new concepts. An empha-

sis on physical education was also planned, to help her with her 

visual–motor coordination. Her math teacher agreed that using 

graph paper might help her visualize numerical relationships, 

which led to noticeable improvements in her schoolwork.

Francine’s problems in making friends were a major concern 

to everyone, and we believed that they were directly linked to her 

learning disability. A cognitive–behavioral intervention plan was 

developed in conjunction with her educational program. Because 

of Francine’s strong verbal skills, we taught her to problem solve 

through role playing, and encouraged her mother to invite one 

child at a time for her to play with so that she could practice her 

skills. Francine had drifted into being a loner and seemed dis-

interested in looking after herself, so we also discussed ways to 

develop better self-care at home by giving her an allowance for 

completing household chores. We spent considerable time ex-

plaining the nature of her problems to her parents, and this guid-

ance led to relief and understanding.

We saw the family once again one year later; although some 

of Francine’s problems still existed, her social abilities had im-

proved. She still had diffi  culties in developing friendships and 

tended to prefer being alone, but the problem had clearly less-

ened from the previous year.
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close to half (45.5%) of these students (National Center 
for Learning Disabilities [NCLD], 2007).

Response to Intervention Models Th e IDEA Act provides 
for the use of Response to Intervention (RTI) models to 
identify and assess children. RTI consists of tiered in-
struction where children who have diffi  culty learning to 
read using typical methods of instruction are provided 
with small-group, intensive instruction. Th ose who need 
additional intervention may receive one-on-one special 
education. Th is approach seeks to provide each child 
with the appropriate level of instruction required for his 
or her individual needs (Kavale & Flanagan, 2007; Na-
tional Institutes of Health, 2007).

Initiatives to allow children with special needs to 
receive services without being diagnosed or labeled as 
mentally retarded, learning disabled, and so forth have 
become widely available and hold considerable prom-
ise. However, implementation and teacher training, as 
well as the question of whether such initiatives succeed 
in meeting the special needs of students, continue to be 
unresolved (Batsche, Kavale, & Kovaleski, 2006; Hunt & 
McDonnell, 2007; NCLD, 2007).

Instructional Methods Although controversy remains 
over the practical aspects of including all children in 
regular classrooms, most educators today favor di-
rect instruction for children with learning disorders. 
Direct instruction is a straightforward approach to 
teaching based on the premise that to improve a skill, 
the instructional activities must approximate those of 
the skill being taught (See example in Box 11.3) (Ham-
mill, Mather, Allen, & Roberts, 2002). Direct instruc-
tion in word structure is necessary because of the child’s 
phonological defi cits. Direct instruction in reading em-
phasizes the specifi c learning of word structure and the 
decontextualization of reading until the skill is learned. 
Th is method is based on the premise that a child’s ability 
to decode and recognize words accurately and rapidly 
must be acquired before reading comprehension can oc-
cur (Hammill et al., 2002; Haager et al., 2007).

To prevent dyslexia, it is important to provide early 
interventions that teach both phonologic and verbal abili-
ties. Children must be able to learn the sounds of words to 
decode them, but they must also understand the meaning 
of the word to understand the message of the text (Shay-
witz et al., 2008). Th e techniques that have been demon-
strated to work are practicing manipulating phonemes, 
building vocabulary, increasing comprehension, and im-
proving fl uency, which helps strengthen the brain’s abil-
ity to link letters to sounds (Nation et al., 2007).

In brief, the components of eff ective reading instruc-
tion are the same whether the focus is prevention or 

A  C L O S E R  L O O K

B O X  1 1 . 3   Steps in Direct Behavioral 
Instruction

1. Review the child’s existing abilities.

2. Develop a short statement of goals at the beginning of 
each lesson.

3. Present new concepts and material in small steps, each 
followed by student practice.

4. Provide clear and detailed instructions and explana-
tions.

5. Provide considerable practice for all students.

6. Check student understanding of concepts continually, 
in response to teacher questions.

7. Provide explicit guidance for each student during ini-
tial practice.

8. Provide systematic feedback and corrections.

9. Provide explicit instruction and practice for exercises 
completed by students at their desks.

Source: From “Treatment of Learning Disabilities,” by G. R. Lyon and 
L. Cutting, 1998. In E. J. Mash and L. C. Terdal (Eds.), Treatment of Child-
hood Disorders. Copyright © 1998 Guilford Publications. Reprinted by 
permission.

The following example illustrates how the steps in direct 
behavioral instruction are applied.

Example: Direct Instruction Lesson

A typical DI lesson includes explicit and carefully se-
quenced instruction provided by the teacher (model) 
along with frequent opportunities for students to prac-
tice their skills (independent practice) over time (review). 
For example, if the sound /m/ appeared for the fi rst time, 
the teacher might say, “You’re going to learn a new sound. 
My turn to say it. When I move under the letter, I’ll say the 
sound. I’ll keep on saying it as long as I touch under it. Get 
ready. mmm” (model). “My turn again. Get ready. mmm” 
(model). “Your turn. When I move under the letter, you say 
the sound. Keep on saying it as long as I touch under it. 
Get ready.” (independent practice). “Again. Get ready.” (in-
dependent practice). If an error occurs during instruction, 
the teacher would model the sound (“My turn. mmm”), 
use guided practice (“Say it with me. Get ready. mmm”), 
and have students practice independently (“Your turn. Get 
ready”). A “starting over” would be conducted based on 
this error; this might include starting over at the top of a 
column or row of sounds so that students get increased 
practice on the /m/ sound. The /m/ would appear through-
out the lesson and in subsequent lessons to ensure skill 
mastery (fi rm responding) over time.

Source: Marchand-Martella, Martella, & Ausdemore (2005). An Overview 
of Direct Instruction. Available: http://www.newhorizons.org/spneeds/
inclusion/teaching/marchand%20martella%20ausdemore.htm. Accessed 
March 28, 2008.
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cents with communication and learning disorders (Lyon 
et al., 2003, 2006). In addition, new methods based on 
the use of technology off er some children additional 
ways to acquire basic and advanced academic skills.

Behavioral Strategies Many problems that children with 
communication and learning disorders have stem from 
the fact that the material is simply presented too fast for 
them (Tallal & Benasich, 2002). Th us, a strategy to pro-
vide children with a set of verbal rules that can be writ-
ten out and reapplied may be more benefi cial than one 
that relies on memory, or on grasping the concept all at 
once. Tried and true behavioral principles of learning 
are well suited to this task of teaching systematically.

In addition to academic concepts, some of the asso-
ciated problems with peers can be addressed in the same 
fashion, as we saw with Francine. A simple, gradual ap-
proach is more benefi cial than an approach that tries to 
solve the problem all at once. Children also need help 
learning to generalize new information to diff erent sit-
uations. An individualized, skills-based approach does 
not have to be boring or routine; in fact, speech and lan-
guage therapists are skilled at providing a stimulating 
but structured environment for hearing and practicing 
language patterns. During an engaging activity with a 
younger child, the therapist may talk about toys, then 
encourage the child to use the same sounds or words. 
Th e child may watch the therapist make the sound, feel 
the vibration in the therapist’s throat, then practice 
making the sounds before a mirror.

Behavioral methods oft en are used in conjunction 
with a complete program of direct instruction, which 
typically proceeds in a cumulative, highly structured 
manner (Wright & Jacobs, 2003), as shown in Box 11.3. 
Because this method places a strong emphasis on the 
behavior of the teacher in terms of explicit correction, 
reinforcement, and practice opportunities, it is some-
times referred to as “faultless instruction”: Each concept 
should be so clearly presented that only one interpreta-
tion is possible. Each lesson is structured according to 
fi eld-tested scripts. Teachers work with one small group 
of students at a time, and shoot questions at them at a 
rate as high as 10 to 12 per minute.

Th is highly structured, repetitive method is clearly 
eff ective. Students who receive direct behavioral instruc-
tion typically outperform students who receive standard 
classroom instruction by almost 1 standard deviation on 
various learning measures (Lyon et al., 2003).

Cognitive–Behavioral Interventions Cognitive–behav-
ioral interventions are also highly suited for children 
with learning disorders. Like behavioral methods, these 
procedures actively involve students in learning, par-
ticularly in monitoring their own thought processes. 

intervention—phonemic awareness and phonemic de-
coding skills, fl uency in word recognition, construction 
of meaning, vocabulary, spelling, and writing. Evidence-
based evaluations show dramatic reductions in the inci-
dence of reading failure when direct and explicit instruc-
tion in these components is provided by the classroom 
teacher (Haager et al., 2007; Schuele & Boudreau, 2008). 
Empirical support for teaching phonics from an early 
age also is emerging from recent brain imaging studies, 
as described in Figure 11.6 (Eden & Moats, 2002; Temple 
et al., 2003). For example, instruction in phonemic 
awareness, phonics, and other reading skills produces 
more activation in the automatic recognition process, 
noted previously (see Causes). Aft er undergoing such 
training, brain scans of people who were once poor 
readers begin to resemble those of good readers (Na-
tional Institutes of Health, 2007).

We now turn to some practical examples of how 
reading, writing, and math can be taught by applying 
well-established principles of learning. Behavioral and 
cognitive–behavioral strategies have been highly benefi -
cial in remediating the problems of children and adoles-
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led to a growing number of computer and Internet train-
ing programs. One problem in reading instruction is 
maintaining a balance between the basic, but dull, word 
decoding and the complex, but engaging, text compre-
hension. Not all the issues have been resolved, but com-
puter-assisted methods for spelling, reading, and math 
provide more academic engagement and achievement 
than traditional pencil-and-paper methods.

Computers have been used as simple instructional 
tools to deliver questions and answers since the 1970s. 
Since discovering phonological awareness and tim-
ing problems in the brain, researchers are now test-
ing whether computers can remedy some basic audi-
tory problems. Some children with communication and 
learning disorders are unable to process information 
that fl ashes by too quickly, such as the consonant sounds 
ba and da, and this defi cit interferes with vital speech 
processes.

In a test to determine whether computers could help 
these children by delivering the sounds more slowly, chil-
dren ages 5 to 10 played simple computer games in which 
they won points for distinguishing various sounds (Tal-
lal et al., 1996). Computers stretched consonant sounds 
to half the normal speed. As the children improved, the 
games got harder, with sounds becoming shorter in du-
ration and spaced closer together. Th e results were strik-
ing: Children who were 1 to 3 years behind in language 
ability improved by a full 2 years aft er only 4 weeks, and 
these gains remained 6 weeks later. Th e training did 
not simply supply the children with tricks for perform-
ing exercises, but actually improved their language un-
derstanding. Further studies support the value of using 
acoustically modifi ed speech and computer-assisted in-
struction for improving children’s early academic and 
speech abilities (Gaab, Gabrieli, Deutsch, Tallal, & Tem-
ple, 2007; Palmer, Enderby, & Hawley, 2007).

Considerable emphasis is placed on self-control by us-
ing strategies such as self-monitoring, self-assessment, 
self-recording, self-management of reinforcement, and 
so on (Cobb, Sample, Alwell, & Johns, 2006). Essentially, 
children are taught to ask themselves several questions 
as they progress, to make themselves more aware of the 
material. Try it yourself: “Why am I reading this? What’s 
the main idea the authors are trying to get across? Where 
can I fi nd the answer to this question? How does this 
follow from what I learned a minute ago?”

Carlos’s treatment program shows how some of 
these procedures were applied to his particular writing 
problems:

Computer-Assisted Learning Studies conducted in over 
60 schools and clinics have shown that a similar level of 
effi  cacy in phonetic ability can be achieved by teachers 
as well as clinicians (Merzenich et al., 1999), which has 

New research raises cautious hope that computer games 
and exercises can help children with learning disabilities 
develop key mental skills.
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Plans

In third grade, Carlos’s treatment plan was to integrate a 

cognitive–behavioral approach into regular teaching methods. 

Rather than using one-to-one instruction, I discussed with his 

teacher ways of blending some behavioral methods into the 

classroom. For example, his strengths are in the areas of thinking 

and speaking, so I discussed using computers and tape recorders 

to help him learn the materials. He seemed to like these methods, 

and they helped him bypass some aspects of his writing disabil-

ity. I discussed practice strategies for visual–motor integration, 

such as drawing and tracing, and gradually made the task more 

complex. Because cursive writing is often easier for children than 

printing, I suggested that Carlos bypass learning to print. A con-

tinuous pattern of output is easier for Carlos to plan and produce 

than a discrete form of output, such as printing.

To help Carlos write a paper, I adopted a basic planning strat-

egy from Graham, MacArthur, Schwatz, and Voth (1992), which 

helped him structure the tasks into related subproblems: The 

acronym PLANS helps him to remember to:

Pick goals (related to length, structure, and purpose of the 

paper)

List ways to meet goals

And

make Notes

Sequence notes

This mnemonic was used in a three-step writing strategy 

to assist Carlos to (1) do PLANS, (2) write and say more, and (3) 

evaluate whether he is successful in achieving his goals.
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In summary, treatment methods for communica-
tion and learning disorders are varied and benefi cial. 
Box 11.4 reviews some of the basic elements of a success-
ful beginning reading program, elements that apply to 
other disabilities as well. For children with reading dis-
orders to learn how to read, they must receive a balanced 
intervention program composed of direct and explicit 
instruction in phonemic awareness, a systematic way to 
generalize this learning to the learning of sound– symbol 
relationships (phonics), and many opportunities to prac-
tice these coding skills by reading meaningful, interest-
ing, and controlled texts. Th e sooner this intervention 
occurs in schools, the better (Haager et al., 2007).

section summary
Learning Disorders
• Learning disorders consist of specifi c problems in reading, 

mathematics, or writing ability, with reading disorders as 
the most common. Mathematics and writing disorders 
overlap considerably with reading disorders.

• Although learning disorders overlap with behavioral dis-
orders, they are distinct problems. Opportunities to de-
velop and use particular strengths lead to more success-
ful adult outcomes.

• Learning disorders in reading may be caused by phono-
logical problems that arise from physiological abnormal-
ities in the processing of visual information in the brain. 
These defi cits are believed to be largely inherited.

• Treatments for children with communication and learning 
disorders involve educational strategies that capitalize on 
existing strengths, and behavioral strategies involving di-
rect instruction.

• Cognitive–behavioral techniques and computer-assisted 
instruction are also used successfully.
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CengageNOW is an easy-to-use resource that helps you 
study in less time to get the grade you want. An online study 
system, CengageNOW* gives you the option of taking a di-
agnostic pre-test for each chapter. The system uses the re-
sults of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 
corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.

mixed receptive–expressive language 
disorder 342

nonverbal learning disabilities (NLD) 357

phonemes 339

phonological awareness 340

phonological disorder 342

phonology 340

unexpected discrepancy 339

B O O K  C O M P A N I O N  W E B S I T E

www.cengage.com/psychology/mash
Supplement your review of this chapter by going to the 
book’s companion website, where you can take tutorial 
quizzes, use fl ash cards to master key terms, follow live links 
to useful websites, and explore the other study resources 
you’ll fi nd there.

Study Resources (continued)

W4871.indb   363W4871.indb   363 9/19/08   11:13:49 AM9/19/08   11:13:49 AM

www.cengage.com/
www.cengage.com/psychology/mash


364

Health-Related and 

Substance Use Disorders12
How I hate this world. I would like to tear it apart with my own two hands if I could. 
I would like to dismantle the universe star by star, like a treeful of rotten fruit.

—Author Peter De Vries, after his daughter died of leukemia
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WHAT DO JEREMIAH AND Freddie have 
in common? To varying degrees, these chil-

dren must face situations that aff ect their health 
and well-being; as a result, they and their family 
members are continually distressed and worried. 
Jeremiah’s parents want answers for his breathing prob-
lems, which seem to occur without warning. Because 
doctors are unable to explain his episodes, Jeremiah’s 

J E R E M I A H

Breath Is Life

Jeremiah Jager, four, loves blue. He drinks blue soda pop, picks 

the blue marshmallows out of his Magic Stars cereal, and grabs 

the blue crayon. But when he got croupy and turned his favorite 

color this past winter—lips, cheeks, nose—his mother panicked. 

It was Jeremiah’s eighth visit to the ER. And the scariest. “When 

he turned blue, I said ‘I want some answers,’” says Cathy, who fi g-

ured that, like relatives on both sides of his family, Jeremiah was 

developing asthma. She called the 800 number for Lung Line at 

the National Jewish Medical and Research Center in Denver. “This 

is going to cost twice as much as our car,” says Cathy. “But why 

give birth to them if you’re not going to do all you can for them?” 

Within a week, the Jagers left Alliance, Nebraska, for the long 

drive to Denver. They had to fi nd out what was wrong with their 

child. (“An Epidemic of Sneezing and Wheezing,” by C. G. Dowling 

and A. Hollister, Life Magazine, May 1997, p. 79. Copyright © 1997 

Time Inc. Reprinted by permission.)

F R E D D I E

Too Worried to Sleep

Freddie, age 12, had considerable diffi  culty falling asleep. Each 

night it would take him an hour or two to fall asleep, which made 

it very diffi  cult for him to get up for school at 6:00 the next morn-

ing. His typical nighttime routine was to watch television down-

stairs until 9:00 p.m. and then get ready for bed. Once in bed, he 

read for a while before turning out the lights. He explains: I start 

to get sleepy when I’m reading, but as soon as I turn off  the lights 

I’m wide awake. I can’t stop from thinking about things, espe-

cially stuff  that bothers me at school, like homework and mak-

ing friends. My dad told me I would get sick because I don’t sleep 

enough, and now I’m afraid I’ll catch “mono” like a friend of mine 

has at school. No matter what I do, I can’t seem to just fall asleep 

like I used to. (Adapted from Bootzin & Chambers, 1990)
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Jeremiah and Fire Bear (top) wait for a test. The boy’s back 
is dotted with solutions of common allergens to see if he 
gets raised bumps, but he does not.

parents secretly wonder whether his breathing problems 
may be due to psychological causes. Similarly, Freddie’s 
sleep problems are intermingled with worries brought 
on by his father’s comments about him failing to get 
enough sleep. What role, if any, do psychological factors 
play in Jeremiah’s and Freddie’s development and adap-
tation to their health-related problems?
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Children, parents, and other family members are all 
deeply aff ected by children’s health-related problems, 
which is why they have considerable psychological im-
portance. Th e problems discussed in this chapter are not 
typically viewed as mental health disorders, but rather 
as health-related problems and medical stressors. Some 
stressors are mild, like Freddie’s problems falling asleep 
and sleeping through the night, but problems like Jer-
emiah’s asthma can be life-threatening and highly dis-
ruptive, and involve complicated and intrusive medical 
interventions.

Pediatric health-related disorders is a distinct area 
of specialization, but covers a wide range from relatively 
minor concerns, such as enuresis (bed-wetting) and en-
copresis (soiling), to chronic illnesses such as cancer and 
diabetes (Prinstein & Roberts, 2006). Health-related dis-
orders are diff erent from other mental disorders largely 
because children’s adjustment problems are more di-
rectly connected to the impact of the physical illness. 
Moreover, the fi eld of pediatric psychology stresses the 
interaction between physical and mental health, since 
the various disorders and developmental problems all 
share medical, psychological, and psychosocial compo-
nents (Peterson, Reach, & Grube, 2003). Th e involvement 
of psychologists and other mental health professionals in 
children’s health-related problems has led to many highly 
successful ways to assist children and family members in 
coping with and adapting to their circumstances.

History
Although psychological approaches to aiding children 
with health-related problems have gained considerable 
momentum over the past two decades, a long history 
preceded these developments. Ever since Greek philoso-
phers fi rst suggested that pain and disease were caused 
by an imbalance in the body’s basic elements of fi re, air, 
water, and earth, various cultures have been fascinated 
and perplexed by the interrelationship between the 
mind and the body. During the medieval period, these 
early philosophies were overshadowed by the belief that 
mental and physical illnesses were caused by demonic 
possession, requiring a quick and gruesome dispatch of 
the affl  icted person.

Scientifi c interest in the relationship between emo-
tional and physical well-being remained largely dor-
mant until the late 19th century, when Charcot and 
Freud brought forth their theories on the nature of hys-
teria and conversion disorders. Psychodynamic theory 
and the emerging discoveries of modern medicine oft en 
clashed during the early years of the 20th century, how-
ever, as debates emerged over the relative importance 

of the mind–body dichotomy (Siegel, Smith, & Wood, 
1991).

Partially as a result of these developments, an early 
distinction emerged between disorders caused by physi-
cal factors and those caused by emotional or psychologi-
cal factors (Peterson et al., 2003). Physical disorders that 
stem from, or are aff ected by, psychological and social 
factors were referred to as psychosomatic and later, psy-
chophysiological, which meant that psychological factors 
aff ected somatic (physical) function. Th ese terms are 
no longer used, however, because they wrongly implied 
that a person’s physical symptoms were caused solely by 
mental problems.

Until 50 years ago, attention was rightfully placed on 
the acute, infectious diseases such as smallpox, tubercu-
losis, diphtheria, and typhus, which claimed the lives of 1 
in 4 children before their ninth birthday (Pollock, 1987). 
Th is statistic—simple, unemotional, impartial—belies 
the emotional toll this high infant and child mortality 
rate must have had on our ancestors. In fact, some histo-
rians argue that prior to the mid-19th century, children’s 
highly unpredictable lifespans contributed to a dimin-
ished emotional investment in children among parents 
and society (Garrison & McQuiston, 1989). It is diffi  cult 
to conceive of these circumstances today in Western so-
ciety, even though high child mortality rates still exist in 
other countries around the world.

Th e health-related problems addressed in this chap-
ter—sleep disorders, elimination disorders, chronic ill-
ness, and substance use disorders—are good examples of 
how poorly understood physical symptoms can be mis-
attributed primarily to psychological causes. Moreover, 
diverse childhood experiences underscore how reliance 
on fashionable cures and untested folk wisdom, rather 
than on scientifi c fi ndings, can be viewed by subsequent 
generations as unwise and sometimes harmful.

Consider children’s sleep and elimination disor-
ders. For centuries, these relatively common affl  ictions 
were unfairly attributed to children’s inherent stubborn-
ness and laziness. Societal attitudes varied from severe 
to lenient and were similar to the responses elicited by 
mental retardation. By the turn of the 20th century, ac-
cording to professional and public opinion, enuresis, 
like childhood masturbation, was a potential sign of 
emotional and behavioral disturbance. Early psychody-
namic theory was gaining in popularity and proposed 
that toileting diffi  culties refl ected unconscious confl icts 
that, if unresolved, could turn into troublesome person-
ality styles. Th e sources of the underlying confl ict were 
numerous: lack of parental love, the guilt value of feces, 
separation anxiety, pregnancy wishes, response to fam-
ily problems, and traumatic separation from mother be-
tween the oral and anal stages of psychosexual develop-
ment (Fielding & Doleys, 1988).
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By the 1920s, the Infant Care Bulletin, the offi  cial 
publication of the U.S. Children’s Bureau, refl ected the 
harsh stance of society toward children’s developmen-
tal problems. It advised parents to force their children 
to have bowel movements on a strict, regular schedule, 
and to complete toilet training by 8 months of age at the 
latest! If the baby did not go along with this plan, elimi-
nation was induced by inserting a stick of soap into the 
rectum (Achenbach, 1982).

Fortunately, by the 1940s this advice mellowed to-
ward more natural, developmentally sensitive approaches 
that allowed children’s maturity to dictate when parents 
could shift  from diapers to toileting, which occurred be-
tween 12 and 30 months of age. Toilet training issues 
once again emerged during the rebellious 1960s, when 
renowned pediatrician Benjamin Spock was blamed for 
many social problems in North America because his ad-
vice on toileting and early childhood discipline from the 
1940s on was considered too lenient. Spock had made it 
clear, though, that “the child supplies the power but the 
parents have to do the steering” (1945).

Th e Society of Pediatric Psychology was established 
in 1968 to connect psychology and pediatrics, which 
established the Journal of Pediatric Psychology in 1976. 
Th ese two landmark events broadened the research and 
theory on physical outcomes of child health disorders to 
encompass the psychosocial eff ects of illness and the in-
terplay between the two (Roberts, 2003).

How children adapt to the many situational, devel-
opmental, and chronic stressors aff ecting their health 
and well-being is a primary interest of pediatric health 
psychology. We begin by discussing sleep disorders, 
pausing to consider how important sleep is to our psy-
chological and physical development and its regula-
tion from birth. From there we discuss elimination 
disorders and chronic illness in children and adoles-
cents, areas in which monumental gains have been 
made in recent years in helping children overcome or 
adapt to these challenges. How health-related prob-
lems interact with children’s and adolescents’ psycho-
logical well-being, and how they and their families 
adapt in response, are central themes throughout this 
chapter.

section summary
History
• For centuries, poorly understood physical symptoms have 

been misattributed to psychological causes.

• Today, pediatric health psychologists study how chil-
dren’s health-related problems interact with their psycho-
logical well-being, and how they and their families adapt 
in response.

Sleep Disorders

People who say they sleep like a baby usually don’t have 
one.

—Leo J. Burke

We all have problems sleeping at one time or another. 
Usually, the problems are not serious and do not inter-
fere with the next day’s activities, but sometimes sleep 
problems can seriously aff ect our physical and psycho-
logical health and well-being. As any parent, sibling, or 
roommate can attest, these problems can have a major 
impact on them as well. In fact, problems such as resis-
tance at bedtime, diffi  culty settling at bedtime, night 
waking, diffi  culty waking up, and fatigue are among the 
most common complaints or concerns expressed by par-
ents of young children (Meltzer & Mindell, 2007).

Arguably, sleep is the primary activity of the brain 
during the early years of development. Consider this: By 
2 years of age the average child has spent almost 10,000 
hours (nearly 14 months) asleep, and approximately 7500 
hours (about 10 months) in waking activities (Anders, 
Goodlin-Jones, & Sadeh, 2000). During those 2 years, 
the brain has reached 90% of adult size, and the child 
has attained remarkable complexity in cognitive skills, 
language, concept of self, socioemotional development, 
and physical skills (Dahl & El-Sheikh, 2007). Yet, during 
most of the time these maturational advances were oc-
curring, the child was asleep.

Gradually, by age 5 or so, a more even balance 
emerges between sleep and wakefulness. Still, by the 
time they begin school, children have spent more time 
asleep than in social interactions, exploration of the en-
vironment, eating, or any other single waking activity. 
Why has evolution favored sleep over these important 
activities? Wouldn’t it be to our advantage to have more 
waking time to learn language, acquire knowledge, and 
develop similar adaptive skills? Apparently, sleep serves 
a fundamental role in brain development and regulation 
(Dahl, 1996). Th is role explains why sleep disturbances 
can aff ect overall physical and mental health and well-
being, and why sleep disorders are important to abnor-
mal child psychology.

Perhaps you have noticed how sleep problems co-
occur with many diff erent disorders, including ADHD, 
depression, anxiety, conduct problems, and developmen-
tal disorders (Chorney, Detweiler, Morris, & Kuhn, 2008; 
Forbes et al., 2008; Ireland & Culpin, 2006; Rabian & 
Bottjer, 2008). Th is connection raises an important con-
sideration: Do sleep problems cause or result from other 
disorders? Th e answer to this question requires an un-
derstanding of how sleep problems interact with a per-
son’s psychological well-being. Because our own experi-
ence has been that sleep problems commonly arise from 
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particular stressors—an upcoming exam or a relation-
ship problem—we tend to think that sleep diffi  culties 
are secondary symptoms of a more primary problem. 
However, the relationship between sleep problems and 
psychological adjustment is bidirectional.

Sleep problems may themselves cause emotional and 
behavioral problems among children and adolescents, 
and they can be caused directly by a psychological dis-
order. In some circumstances, sleep problems might 
result from some underlying factor that is common to 
both sleep problems and other disorders. Problems in 
the brain’s arousal and regulatory systems can cause in-
creased anxiety (see Chapter 7). Stress-related events, es-
pecially those that aff ect the child’s safety, such as war, 
disaster, and child abuse, increase arousal and interfere 
with normal sleep patterns (Alfano, Beidel, Turner, & 
Lewin, 2006). Simply stated, sleep disorders can cause 
other psychological problems, or they can result from 
other disorders or conditions. Sleep disorders have con-
siderable importance to abnormal child psychology be-
cause they mimic or worsen many of the symptoms of 
major disorders (Dahl, 2006; Goldstein, Bridge, & Brent, 
2008).

The Regulatory Functions of Sleep

We tend to think that sleep is a time when not much is 
happening—the “lights are on but nobody’s home.” Th is 
lack of activity and nearly complete loss of awareness 
during sleep gives us the impression that sleep regula-
tion has little to do with psychological processes such as 
attention, arousal, emotions, and behavior. So why does 
the brain—particularly, the developing brain—require 
long periods of relative inactivity?

Opposing the popular image of sleep as simply rest is 
the growing awareness that sleep, arousal, aff ect, and at-
tention are all closely intertwined in a dynamic regula-
tory system (Dahl, 1996). When the central nervous sys-
tem (CNS) must increase arousal in response to possible 
danger, the system must recover soon thereaft er and re-
store the balance between sleep and arousal. It is fasci-
nating how the system changes with development: Dur-
ing infancy the balance is skewed in favor of more sleep, 
because safety and other needs are provided for by the 
child’s caregivers. As children mature, they start look-
ing aft er their own needs, becoming more alert and at-
tentive to danger. Gradually, the cycle between sleep and 
arousal becomes skewed more in favor of arousal, which 
by then is adaptive and necessary, and the dynamic pat-
terns of sleep help restore the balance.

Most college students suff er sleep loss or disruption 
as a result of all-night study sessions or late-night party-
ing, so you are probably familiar with sleep’s important 
role in regulating states of emotional arousal and res-

toration. Th e giddiness, silliness, and impulsive behav-
iors children and adults show if sleep-deprived signify 
impairment in the prefrontal cortex functions. Th e pre-
frontal cortex is an important executive control center in 
the brain—it’s in charge of processing emotional signals 
and making critical decisions for response—so impair-
ment results in signs of decreased concentration and di-
minished ability to inhibit, or control, basic drives, im-
pulses, and emotions.

Th e prefrontal cortex is uniquely situated in the brain 
where it can integrate thoughts (higher cortical func-
tions) with emotions (basic CNS functions). If a person 
is sleep-deprived or otherwise impaired, the fi rst func-
tions aff ected are the more complex, demanding tasks 
that require integrating cognitive, emotional, and so-
cial input rapidly and accurately (Dahl, 1996). Ask any 
parent or teacher and they can tell you: Children with 
disrupted or inadequate sleep show less executive con-
trol the next day; they are more cranky, impulsive, dis-
tractible, and emotionally labile, meaning they switch 
abruptly from, say, laughing to crying. Th ese symptoms 
are easily confused with those of ADHD, although sleep 
problems usually self-correct within a day or two (Gru-
ber et al., 2007).

Th e physiology of sleep also has a fascinating con-
nection to developmental problems that occur during 
childhood, and it further underscores the crucial role 
of sleep in restoring balance (Gregory, Van der Ende, 
Willis, & Verhulst, 2008). Specifi c stages of sleep are be-
lieved to produce an active uncoupling, or disconnec-
tion, of neurobehavioral systems (Dahl, 1996). In eff ect, 
separate aspects of the central nervous system take a 
break from their constant duty. Th ink about how your 
nervous system must continuously maintain an active, 
close connection while you are awake, which is achieved 

Sleep problems occur across a number of behavioral and 
emotional problems in children and adolescents.
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through electrical signals. Th ese signals require that we 
maintain precise timing and frequency. (See our discus-
sion of learning disorders in Chapter 11.)

Sleep researcher R. E. Dahl describes the uncoupling 
process by comparing sleep’s role to that of tuning in-
struments in a large orchestra: Tuning cannot be accom-
plished while the instrument is continuously playing, or 
“coupling,” with the other instruments in the orchestra. 
Likewise, retuning or recalibration of the components 
of the CNS may require temporary uncoupling, or dis-
connection from other systems. Further, the uncoupling 
may be particularly critical for children. As children 
mature, regions of the brain rapidly diff erentiate and es-
tablish specifi c functions and patterns of interconnec-
tion within the CNS (Dahl, 1996, 2007), which requires 
considerable recalibration or retuning. In Dahl’s music 
analogy, a new instrument must be retuned more oft en 
than one that has been broken in.

Maturational Changes

Our sleep patterns and needs change dramatically dur-
ing the fi rst few years of life, then gradually settle into 
a stable pattern as we reach adulthood. Newborns sleep 
about 16 to 17 hours each day, and 1-year-olds sleep 
about 13 hours a day, including daytime naps that range 
from 1 to over 2 hours (Acebo et al., 2005; Anders & Ei-
ben, 1997). Th ese maturational changes partially explain 
why infants and children have sleep problems diff erent 
from those of older children, adolescents, and adults. In-
fants and toddlers have more night-waking problems, 
preschoolers have more falling-asleep problems, and 
younger school-age children have more going-to-bed 
problems. In contrast, sleep problems among adoles-
cents and adults typically involve diffi  culty going to or 
staying asleep (insomnia), or not having enough time to 
sleep (Roberts, Roberts, & Duong, 2008).

Paradoxically, adolescents have an increased physi-
ological need for sleep, but many get signifi cantly less 

sleep than during early childhood. Th is results in many 
teens’ being chronically sleep-deprived, with daytime 
symptoms of fatigue, irritability, emotional lability, dif-
fi culty concentrating, and falling asleep in class (Roberts 
et al., 2008). Th e bottom line? Let sleeping teens lie—
they need to catch up on their sleep!

Features of Sleep Disorders

Primary sleep disorders are presumed to be a result of 
abnormalities in the body’s ability to regulate sleep–
wake mechanisms and the timing of sleep, as opposed 
to sleep problems related to a medical disorder, a mental 
disorder, or the use of medications. Th e DSM-IV-TR di-
vides primary sleep disorders into two major categories: 
dyssomnias and parasomnias (APA, 2000). Dyssomnias 
are disorders of initiating or maintaining sleep, charac-
terized by diffi  culty getting enough sleep, not sleeping 
when you want to, not feeling refreshed from sleeping, 
and so forth. Parasomnias, in contrast, are sleep dis-
orders in which behavioral or physiological events in-
trude on ongoing sleep. Whereas dyssomnias involve 
disruptions in the sleep process, parasomnias involve 
physiological or cognitive arousal at inappropriate times 
during the sleep–wake cycle, which can result in sleep-
walking or in nightmares that jolt someone from sleep. 
Persons suff ering from parasomnia sleep disorders oft en 
complain of unusual behaviors while asleep, rather than 
sleepiness or insomnia.

Dyssomnias
Dyssomnias, many of which are common during certain 
times of development, are disturbances in the amount, 
timing, or quality of sleep. Freddie, for example, suff ered 
from a common form of childhood insomnia in which 
he had diffi  culty getting to sleep. Fortunately, many sleep 
problems resolve themselves as the child matures, espe-
cially if parents are given basic information and guid-
ance, such as to refrain from yelling at the child to go to 

© ZITS Partnership. Reprinted with special permission of King Features Syndicate.
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sleep, and to adhere to a bedtime routine (U.S. Depart-
ment of Health and Human Services (2005).

Table 12.1 provides a descriptive overview of child-
hood dyssomnias. For the most part, dyssomnias are 
common childhood affl  ictions, with the exception of 
narcolepsy, which is rare and primarily aff ects adoles-
cents and adults. Breathing-related sleep disorders are 
somewhat less common and can aff ect children of vari-
ous ages as a result of allergies, asthma, or swollen ton-
sils and adenoids. Although relatively common, dys-
somnias can sometimes have a signifi cant impact on 
children’s behavior and emotional state, much like they 
impact adult behavior.

Parasomnias
Parasomnias are somewhat common affl  ictions during 
early to mid-childhood and, we might add, are a bit eas-
ier to understand because of their more familiar terms 
and our experiences. Th ey include nightmares (repeated 
awakenings, with frightening dreams that you usually 
remember), sleep terrors (abrupt awakening, accompa-
nied by autonomic arousal but no recall), and sleepwalk-
ing (getting out of bed and walking around, but with no 
recall the next day). Nightmares are referred to as REM 
parasomnias because they occur during REM (dream) 
sleep, usually during the second half of the sleep period. 
Sleep terrors and sleepwalking, in contrast, are referred 

to as arousal parasomnias because they occur during 
deep sleep in the fi rst third of the sleep cycle when the 
person is so soundly asleep that he or she is diffi  cult to 
arouse and has no recall of the episode the next morn-
ing (Dahl, 1999). Fortunately, as with the dyssomnias, 
children typically grow out of parasomnias or recover 
from sleep disruption or sleep loss and do not develop 
a chronic condition that interferes with daily activities. 
Characteristics of parasomnia sleep disorders are shown 
in Table 12.2.

DSM-IV-TR criteria for sleep disorders typically are 
not met in full by younger children because of the tran-
sitory nature of their sleep problems (Anders & Eiben, 
1997). Refer to Tables 12.1 and 12.2, in lieu of the spe-
cifi c criteria for children, to aid in understanding the 
major features and diff erences of the various sleep dis-
orders. Also, note two considerations concerning diag-
nostic criteria: In addition to the symptoms pertaining 
to each sleep disorder, as listed in Tables 12.1 and 12.2, 
DSM diagnostic criteria for all sleep-related disorders 
emphasize (1) the presence of clinically signifi cant dis-
tress or impairment in social, occupational, or other im-
portant areas of functioning; and (2) the requirement 
that the sleep disturbance cannot be better accounted 
for by another mental disorder, the direct physiologi-
cal eff ects of a substance, or a general medical condition 
(other than a breathing-related disorder) (APA, 2000). 

T A B L E  1 2 . 1  Dyssomnias

Sleep Disorder Description Prevalence and Age Treatment

Protodyssomnia Diffi  culty initiating or maintaining sleep, or 
sleep that is not restorative; in infants, repetitive 
night waking and inability to fall asleep.

25% to 50% of 1- to 3-year-
olds.

Behavioral treatment, family 
guidance.

Hypersomnia Complaint of excessive sleepiness that is dis-
played as either prolonged sleep episodes or 
daytime sleep episodes.

Common among young 
children.

Behavioral treatment, family 
guidance.

Narcolepsy Irresistible attacks of refreshing sleep occurring 
daily, accompanied by brief episodes of loss of 
muscle tone (cataplexy).

<1% of children and 
adolescents.

Structure, support, psycho-
stimulants, antidepressants.

Breathing-related 
sleep disorder

Sleep disruption leading to excessive sleepi-
ness or insomnia that is caused by sleep-related 
breathing diffi  culties.

1% to 2% of children; pre-
school, elementary ages.

Removal of tonsils and 
adenoids.

Circadian rhythm 
sleep disorder

Persistent or recurrent sleep disruption lead-
ing to excessive sleepiness or insomnia due to 
a mismatch between the sleep–wake schedule 
required by a person’s environment and his or 
her internal sleep cycle (circadian rhythm); late 
sleep onset (after midnight), diffi  culty awakening 
in morning, sleeping in on weekends, resistance 
to change.

Unknown; possibly 7% of 
adolescents.

Behavioral treatment, 
chronotherapy.
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Th ese considerations apply to all the disorders discussed 
in this chapter.

Treatment

Sleeping diffi  culties in infants and toddlers oft en sub-
side on their own, but any parent who has been awak-
ened night aft er night by a screaming child can attest 
that “waiting for them to grow out of it” seems like for-
ever. If going to sleep or staying asleep becomes diffi  cult, 
the goal of behavioral interventions is to teach parents to 
attend to the child’s need for comfort and reassurance, 
but to gradually withdraw more quickly from the child’s 
room aft er saying goodnight. (Th is is an example of ex-
tinction, since parental attention is being removed.)

Parents also can be taught to establish good sleep hy-
giene appropriate to their child’s developmental stage 
and the family’s cultural values. Once established, posi-
tive reinforcement methods, such as praise or star charts, 
can be used to reward the child for eff orts to follow the 
bedtime routine. Sleep hygiene may involve identifying 
suspected causes of disrupted sleep and involving other 
family members in maintaining a chosen routine. For 
example, individualized bedtime rituals, such as read-
ing, singing, or playing a quiet game, establish a positive 
transition to bedtime, and regular bedtimes and waking 
times establish a consistent routine (Rabian & Bottjer, 
2008).

Treatment of circadian rhythm sleep disorders re-
quires a highly motivated adolescent and a supportive 
family because there are no shortcuts or medications 
that can easily restore a disrupted sleep–wake cycle. 
Th e goal of behavioral intervention is twofold: to elimi-
nate the sleep deprivation and to restore a more normal 
sleep and wake routine. Th e adolescent is asked to keep a 
sleep–wake and daily activity log, with regular bedtimes 
and rise times. If begun early in the disorder, such sup-
portive behavioral methods are oft en eff ective.

In contrast to treatment for some dyssomnias, pro-
longed treatment of child and adolescent parasomnias 
is usually not necessary, particularly if the episodes of 
sleep intrusion occur infrequently (Owens et al., 2003). 
Treatment of nightmares consists of providing comfort 
at the time of occurrence and making every attempt to 
reduce daytime stressors. If nightmares or sleep terrors 
are intense and persistent, daytime stresses at school, 
family confl icts, or emotional disturbance may be impli-
cated (Chorney et al., 2008; Simard, Nielsen, Tremblay, 
Boivin, & Montplaisir, 2008). If sleepwalking is sus-
pected, parents usually are asked to record episodes at 
home using a camcorder. If sleepwalking is confi rmed, 
parents must take precautions to reduce the chance of 
injury to a child who may fall or bump into objects. Be-
cause of the possibility of fi re or other emergencies, chil-
dren should never be locked in their rooms. Excessive 
fatigue or unusual stresses during the daytime oft en 

T A B L E  1 2 . 2  Parasomnias

Sleep Disorder Description Prevalence and Age Treatment

REM Parasomnia

Nightmare disorder Repeated awakenings with detailed recall of ex-
tended and extremely frightening dreams, usu-
ally involving threats to survival, security, or self-
esteem; generally occurs during the second half 
of the sleep period.

Common between 
ages 3 and 8.

Provide comfort, reduce 
stress.

Arousal Parasomnias

Sleep terror disorder Recurrent episodes of abrupt awakening from 
sleep, usually occurring during the fi rst third of 
the major sleep episode and beginning with a 
panicky scream; autonomic discharge, racing 
heart, sweating, vocalized distress, glassy-eyed 
staring, diffi  cult to arouse, inconsolable, disori-
ented; no memory of episodes in morning.

3% of children; ages 18 
months to 6 years.

Reduce stress and 
fatigue; add late 
afternoon nap.

Sleepwalking 
disorder

Repeated episodes of arising from bed during 
sleep and walking for periods of 5 seconds to 30 
minutes, usually during the fi rst third of the ma-
jor sleep episode; poorly coordinated, diffi  cult 
to arouse, disoriented; no memory in morning.

15% of children have one 
attack; 1% to 6% have one 
to four attacks per week; 
age 4 to 12 years, rare in 
adolescence.

Take safety precautions, 
reduce stress and fatigue, 
add late afternoon nap.
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precipitate sleepwalking. Th erefore, brief aft ernoon naps 
can be benefi cial.

section summary
Sleep Disorders
• Sleep disorders are important to abnormal child psychol-

ogy because they mimic or worsen many symptoms of 
the major disorders.

• Sleep disorders can cause psychological problems, result 
from other disorders, or be a symptom of trauma or stress 
in the child’s life.

• Dyssomnias are disorders of initiating or maintaining 
sleep, and include hypersomnia, narcolepsy, breathing-
related sleep disorders, and circadian rhythm disorder.

• Parasomnias are sleep disorders in which behavioral or 
physiological events intrude on ongoing sleep, arousing 
the sleeper. They include nightmares, sleep terrors, and 
sleepwalking.

• Although most dyssomnias and parasomnias of childhood 
are common and often disappear with maturity, they still 
may have a negative impact on the child’s daily activity 
and adjustment. Eff ective psychological treatments for 
most childhood sleep disorders involve the establishment 
and regulation of bedtime routines.

Elimination Disorders
“Step 1: Before you begin, remove all stubbornness from 
the child.” Th ese instructions were provided by a pop-
ular toilet training manual years ago, apparently with-
out a hint of irony. For generations, parents have half-
jokingly referred to the bathroom, and toilet training in 
particular, as the “combat zone,” where parental right 
meets child’s might. Teaching toddlers how to use the 
toilet is one of the more signifi cant challenges of parent-
ing, but whether it truly deserved the disproportionate 
amount of attention it received in the early abnormal 
child psychology literature is unlikely.

Th anks to a better understanding of the biological 
and psychological underpinnings of elimination disor-
ders, attention has been directed away from the child’s 
personality or emotional trauma. However, for a signifi -
cant minority of children, the problems associated with 
toileting continue well past the age when most children 
have achieved freedom and independence. Elimination 
problems can turn into distressing and chronic diffi  cul-
ties, and can aff ect participation in educational and so-
cial activities, camps, sleepovers, and so forth. In extreme 
cases, toileting accidents can precipitate physical child 
abuse (R. C. Herrenkohl, Herrenkohl, & Egolf, 1983).

Two elimination problems that occur during child-
hood and adolescence are enuresis, the involuntary dis-

charge of urine during the day or night, and encopre-
sis, the passage of feces into inappropriate places, such 
as clothing or the fl oor. Child psychologists have studied 
and treated these elimination problems among children 
because they can have strong implications on the devel-
opment of self-competence and self-esteem. Even though 
most children eventually outgrow problems of enure-
sis or encopresis by age 10 or so, they may have suff ered 
years of embarrassment and peer rejection that remain 
troublesome. Fortunately, in most instances the prob-
lems can be alleviated through education and retraining 
eff orts involving both parents and children. Th ese disor-
ders are one of the few areas of abnormal child psychol-
ogy in which early referral and treatment can virtually 
eliminate long-term consequences.

Enuresis

As many as 7 million children in the United States and 
Canada go through the same routine each night: turn 
off  the lights, go to sleep, wet the bed. Most of the time 
the child cannot control the discharge, but on occasion 
it may be intentional. Although the problem is relatively 
common, it is stressful for parents and children.

Concerns about correcting children’s bed-wetting 
have perplexed professionals and parents for genera-
tions. Here is how Th omas Phaer, “the father of English 
pediatrics,” explained the early cure to physicians under 
the heading “Of Pyssying in the Bedde” in his Boke of 
Children (1544):

Many times for debility of vertus retentive of the reines 
or blader, as wel olde men as children are oft entimes an-
noyed, whan their urine issueth out either in theyre slepe 
or waking against theyr wylles, having no power to re-
teine it whan it cometh, therfore yf they will be holpen, 
fyrst they must avoid al fat meates, til ye vertue be re-
stored againe, and to use this pouder in their meates and 
drynkes. (Cited in Glicklich, 1951, p. 862)

Th e “pouder” was derived from the trachea of a cock 
or the “stones of a hedge-hogge.” Th is remedy seems 
tame in view of more “enlightened” mechanical and 
surgical approaches to enuresis that emerged by the 18th 
century—yokes made of iron (mercifully covered with 
velvet) that prevented urination and steel spikes placed 
on the child’s back to prevent lying on the back, the posi-
tion believed to stimulate bladder function during sleep. 
If you didn’t want your child to be outfi tted for one of 
these devices, other forms of treatment were available. 
Medicinals like strychnine, belladonna, sacral plasters, 
and chloral hydrate were used presumably to stimulate 
the bladder (regardless of poisonous side eff ects), or the 
orifi ce of the urethra was cauterized (partially closed) 
with silver nitrate to make it more tender and respon-
sive to passage of urine (Glicklich, 1951). Th roughout 
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history, the treatment of childhood bed-wetting refl ects 
society’s generally poor understanding and sensitivity to 
children’s needs and problems at the time.

Most children have bed-wetting accidents until age 
5 or so, therefore DSM-IV-TR has narrowed the crite-
ria to refl ect the developmental nature of this disorder. 
Th e criteria stipulate that the problem be frequent (at 
least twice a week for 3 consecutive months), or accom-
panied by signifi cant distress or impairment in social, 
academic, or other important areas of functioning. A 
chronological age of 5 years, or the equivalent develop-
mental level, was arbitrarily chosen as a developmental 
benchmark for the point at which most children achieve 
urinary continence. Finally, the voiding of urine into 
bed or clothes must not be due exclusively to a general 
medical condition, or the result of a diuretic, which is a 
drug that reduces water retention.

DSM-IV-TR distinguishes between three subtypes of 
enuresis (APA, 2000). Nocturnal only is the most common 
subtype, in which wetting occurs only during sleep at 
night, typically during the fi rst third of the night. Some-
times the child is dreaming of urinating, which indi-
cates that the voiding took place during REM sleep. Diur-
nal only is defi ned as the passage of urine during waking 
hours, most oft en during the early aft ernoon on school 
days (APA, 2000). Diurnal enuresis is more common in 
females than males and is uncommon aft er age 9. Because 
of these features, suspected causes of diurnal enuresis of-
ten indicate a child’s reluctance to use the toilet because 
of social anxiety or a preoccupation with a school event. 
Finally, nocturnal and diurnal can exist in combination.

Prevalence and Course

Between 13% and 33% of 5-year-old children wet their 
beds (Brown et al., 2008; Butler, 1998), boys more oft en 
than girls, which makes enuresis a common problem 
among younger school-age children. Th e prevalence of 
enuresis declines rapidly with maturity: By age 10, only 
3% of males and 2% of females are aff ected, and this 
evens out to 1% of males and less than 1% of females by 
late adolescence (Mellon & Houts, 2006). Diurnal enure-
sis is much less common, and is estimated to aff ect 3% of 
6-year-olds (Peterson et al., 2003). However, prevalence 
of both forms of enuresis is higher among less educated, 
lower socioeconomic groups as well as institutionalized 
children, perhaps due to less structure in their daily rou-
tines and added environmental stressors (APA, 2000).

Approximately 85% of children with enuresis have 
primary enuresis, because they have never attained at 
least 6 months of continuous nighttime control. By defi -
nition, primary enuresis starts at age 5. In contrast, sec-
ondary enuresis is less common and refers to children 
who have previously established urinary continence but 

then relapse, usually between the ages of 5 and 6 years 
(APA, 2000). Children with secondary enuresis oft en 
take a longer time establishing initial nighttime conti-
nence, or face a higher dose of stressful life events (Mel-
lon & Houts, 2006). Most children do eventually stop 
bed-wetting, but for those who do not remit on their 
own, treatment is particularly benefi cial in preventing a 
lengthy and disruptive problem.

You can imagine how younger children are treated 
when peers discover that they have wet themselves in 
class or while sleeping over. Teasing, name calling, and 
social stigmatization are common peer reactions to 
this unfortunate problem. Although enuresis is a physi-
cal condition, it is oft en accompanied by some degree of 
psychological distress (Joinson, Heron, Emond, & But-
ler, 2007; Van Hoecke, De Fruyt, De Clercq, Hoebeke, & 
Walle, 2006). Th e impact of this distress oft en depends 
on three features related to the nature of the enuresis: (1) 
limitations imposed on social activities, such as sleep-
ing away from home; (2) eff ects on self-esteem, includ-
ing the degree of social ostracism imposed by peers; 
and (3) parental reactions, such as anger, punishment, 
and rejection (Houts, 2003). Parents are oft en poorly in-
formed about the nature of enuresis and may respond 

Waking up to a wet bed is upsetting, and can aff ect a 
young child’s self-confi dence if poorly managed.

©
 G

eo
rg

e 
M

al
av

e/
St

o
ck

, B
os

to
n

W4871.indb   373W4871.indb   373 9/19/08   11:13:54 AM9/19/08   11:13:54 AM



374 PART 5 Problems Related to Physical and Mental Health

by punishing or humiliating the child who suff ers from 
it. Fortunately, these consequences are not inevitable or 
long-lasting. Many children with enuresis are able to es-
tablish their self-esteem and peer relationships despite 
their occasional embarrassment or anxiety. For others, 
treatment for bed-wetting usually has a positive impact 
on their self-concept and peer relations (Fritz, Rockney, 
et al., 2004).

Causes and Treatment

For most children with enuresis, one specifi c etiology 
cannot be identifi ed (Fritz, Rockney, et al., 2004). Chil-
dren with nocturnal enuresis need to urinate at night, 
but they don’t wake up when they need to urinate. By 
age 5 or so, most children have made the transition from 
urinating around the clock, as they did in infancy, to 
urinating only during waking hours.

Children who continue to need to urinate at night 
may have a defi ciency during sleep of an important hor-
mone known as antidiuretic hormone (ADH). ADH helps 
concentrate urine during sleep hours, meaning that the 
urine contains less water and has therefore decreased 
volume. For normal children, this decreased volume 
usually means that their bladders do not overfi ll while 
they are asleep, unless they drank excessive fl uids before 
bed. Children with enuresis, however, do not show the 
usual increase in ADH during sleep (Norgaard, Peder-
son, & Djurhuus, 1985). Th ey continue to produce more 
urine during the hours of sleep than their bladders can 
hold, and if they fail to wake up, bed-wetting results.

Th e reason children with enuresis fail to wake up 
when they need to urinate can also be explained by de-
velopmental and biological factors. Older children and 
adolescents are able to sense a full bladder at night, 
which activates a nerve impulse from the bladder to the 
brain. Th is signal may initiate dreams about water or go-
ing to the toilet, which usually wakes them up. Th is sig-
naling mechanism matures during early childhood, so 
infants understandably have very little ability to detect 
the need to urinate. Some children with primary enure-
sis, however, lack normal development of this signal pro-
cessing in the brain (Ornitz et al., 1999).

Primary enuresis, the most common type, is decid-
edly not due to stress or child obstinacy. To the contrary, 
this trait appears to be inherited. If both parents were 
enuretic, 77% of their children are too; if only one par-
ent was enuretic, then 44% of their off spring are also. If 
neither parent had this problem, only about 15% of their 
children develop enuresis. Concordance rates of enure-
sis for monozygotic (68%) and dyzygotic (36%) twins 
also verify this connection (Bakwin, 1973).

Treatments for children with nocturnal enuresis 
have perhaps the most comprehensive evaluation track 

record of any psychological intervention for childhood 
problems (Mellon & Houts, 2006). Dozens of promising 
behavioral methods have been investigated by hundreds 
of studies over several decades; they are joined by many 
other studies of pharmacological agents. Fortunately, 
these eff orts have led to some strong conclusions as to 
what works best. (Th is example provides a good lesson 
in how long it oft en takes to verify successful treatment 
methods for psychological disorders.)

Th e standard behavioral intervention, based on clas-
sical conditioning principles, is using an alarm that 
sounds at the fi rst detection of urine. Bed-wetting alarms 
have been around since O. H. Mowrer and W. M. Mow-
rer (1938) fi rst invented the “bell and pad” (a battery-
operated device that produced a loud sound as soon as a 
drop of urine closed the electrical circuit), and they are 
among the safest and most eff ective treatments. Mod-
ern alarms have a simple moisture sensor that snaps into 
a child’s pajamas, with a small speaker attached to the 
shoulder to awaken the child. A single drop of urine com-
pletes the electronic circuit, setting off  a piercing alarm 
that causes the child to tense and refl exively stop urinat-
ing. Th e one drawback to this method is the alarm’s un-
popularity with other household members. For the alarm 
to be eff ective, an adult must wake the child up, which 
usually isn’t easy, walk him to the bathroom, get him to 
fi nish urinating in the toilet, and then reset the alarm. 
If this ritual is carefully followed, the alarm will begin 
to wake the child directly within 4 to 6 weeks, and by 
12 weeks he will likely master nighttime bladder control 
and no longer need the alarm. Th e modern urine alarm, 
when used in conjunction with other behavioral activi-
ties (e.g., monitoring and intermittent reinforcement), 
has been as recommended by the American Academy of 
Child and Adolescent Psychiatry as a minimal standard 
in the treatment of enuresis (i.e., should apply in at least 
95% of enuresis cases) (Fritz, Rockney, et al., 2004).

Another behavioral method, based on operant con-
ditioning principles, involves variations of dry-bed train-
ing. Children, like adults, wake up more easily when the 
day holds promise and excitement. Reward systems, 
such as star charts or other tokens, capitalize on this an-
ticipation. Dry-bed training was originally developed 
as a brief but intensive intervention in response to par-
ents’ frustration over the more intrusive and drawn-out 
urine alarm. During a single offi  ce visit, parents are in-
structed in bladder retention control training by having 
their child drink more and more fl uids during the day, 
and then delay urination for longer periods (in an ef-
fort to strengthen bladder control), hourly wakings for 
trips to the toilet, a cleanup routine for accidents (over-
correction, or having the child clean more than just the 
sheets), and positive reinforcement contingent on dry 
nights. Th is routine is practiced nightly for 1 or 2 weeks.
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Dry-bed training methods combined with an alarm 
(referred to today as full-spectrum home training) are 
still commonly used, resulting in a success rate of about 
3 in 4 children), and a relapse rate of 10% aft er 1 year 
(Friman, 2008; Mellon & Houts, 2006). In less severe or 
prolonged cases of primary enuresis, a simple incentive 
such as earning stars or similar tokens for dry nights 
is oft en enough to make children responsive to night-
time bladder fullness. Other children, however, may re-
quire the alarm treatment to get the message fi rmly im-
planted, coupled with close professional monitoring to 
help parents adhere to the training methods.

In the mid-1980s, desmopressin, a synthetic ADH, 
became available as a treatment for enuresis, and is a 
simple nasal spray administered before bedtime. Within 
a few days, about 70% of children using desmopressin 
can avoid bed-wetting, with another 10% or so showing 
signifi cant improvement in the number of dry nights 
(Rappaport, 1993). Although desmopressin works very 
well while children are on the medicine, the diffi  culty 
comes in keeping them dry when they stop the medi-
cation: the relapse rate can be as high as 80% (Fritz, 
Rockney, et al., 2004). Unlike alarm systems, which have 
most children cured of bed-wetting within 12 weeks, 
treatment with medication oft en requires some addi-
tional behavioral treatment before children are able to 
stop taking the medicine.

Psychological treatments for enuresis, especially the 
urine alarm, have been more eff ective overall than phar-
macological treatments (Mellon & Houts, 2006). In par-
ticular, urine alarm treatment was found to be superior 
to any other type of intervention. At the end of treat-
ment, which generally lasts 12 weeks, children treated 
with a urine alarm or with desmopressin are equally 
likely to have ceased bed-wetting; however, at their 
3-month follow-up, children treated with a urine alarm 
are almost twice as likely to have ceased bed-wetting as 
children who received other treatments, including des-
mopressin. On average, almost one-half of all children 
treated with alarms remain dry at follow-up, compared 
with about one-third treated with other behavior thera-
pies and one-quarter treated with tricyclic medications 
(Mellon & Houts, 2006). Treatment of enuresis is one of 
the few treatments in which psychological interventions 
are clearly superior to drug therapies, and should be used 
instead of waiting for the child to grow out of the prob-
lem because of the distress it causes the child and family.

Encopresis

Encopresis refers to the passage of feces into inappropri-
ate places, such as clothing or the fl oor. Like enuresis, 
this act is usually involuntary, but may occasionally be 
done intentionally. Th e diagnostic criteria stipulate that 

this event must occur at least once per month for at least 
3 months, and that the child must be 4 years old or older 
(if the child is developmentally delayed, a mental age of 
at least 4 years is used). Fecal incontinence must not be 
due to an organic or general medical condition.

Two subtypes of encopresis are described in DSM-
IV-TR: with or without constipation and overfl ow in-
continence. Essentially, encopresis results from consti-
pation that produces fecal impaction. Liquid stool above 
the impaction gradually develops suffi  cient pressure to 
leak around the impaction, thereby producing overfl ow 
incontinence in most cases (Cox, Sutphen, Ling, Quil-
lian, & Borowitz, 1996).

Prevalence and Course

An estimated 1.5% to 3% of children have encopresis. 
Again, this disorder is 5 to 6 times more common in 
boys than in girls (Brown et al., 2008), and it decreases 
rapidly with age. Like enuresis, encopresis can be cate-
gorized as primary or secondary. Children with primary 
encopresis have reached age 4 without establishing fecal 
continence, whereas children with secondary encopresis 
have established a period of continence before the cur-
rent episode of encopresis began.

As many as 1 in 5 children with encopresis show 
signifi cant psychological problems, but these problems 
more likely result from, rather than initially cause, the 
encopresis (Peterson et al., 2003). Understandably, they 
may feel ashamed and try to avoid situations, like camp 
or school, that might lead to embarrassment. As with 
enuresis, the degree of children’s impairment and as-
sociated psychological distress is partially a function of 
social ostracism by peers, as well as anger, punishment, 
and rejection on the part of caregivers.

Causes and Treatment

Overly aggressive or early toilet training, family distur-
bance and stress, and child psychopathology have all 
been thought to cause encopresis at one time or another 
(Burket et al., 2006; Peterson et al., 2003). However, like 
enuresis, encopresis is a physical disorder that can lead 
to, but seldom results from, psychological factors alone. 
Th e sooner it is diagnosed and treated, the less likely the 
child will suff er any lasting emotional scars or disrup-
tions in social relationships. Exceptions, of course, are 
children with oppositional defi ant and conduct disor-
ders (discussed in Chapter 6), in which encopresis and 
enuresis may occur as secondary symptoms of broader 
behavior patterns.

Understanding the etiology of encopresis leads to a 
discussion of toilet training, where children fi rst learn to 
control bowel movements. Children must learn how to 
recognize signals from the muscles and nerves that tell 
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them when it is time for a bowel movement. Sometimes 
they try to avoid or suppress these signals, especially if 
something more enjoyable is going on. Some children at-
tempt to suppress their feces to avoid having an accident; 
this allows feces to build up in the colon over a period of 
time, causing megacolon. If uncleared, the feces that stay 
in the bowel become large, hard, and dry, which causes 
further bowel movements to be painful. Over time, the 
stretched muscles and nerves give fewer and fewer signals 
to the child about the need to have a bowel movement. 
Th is decrease in signals results in stool accidents, and the 
colon and rectum oft en do not empty as they should.

About one-half of all children who develop this pat-
tern of avoidance also have abnormal defecation dynam-
ics; that is, they contract rather than relax the exter-
nal sphincter when they attempt to defecate (Borowitz, 
Cox, & Sutphen, 1999; Peterson et al., 2003). Combined 
with avoidance tactics, an increased risk of chronic con-
stipation and encopresis develops. In case you’re won-
dering how such dynamics develop, consider how some 
children (and adults) avoid using a bathroom if they are 
in a strange place, or if they have been told that pub-
lic toilets should be avoided because they are germ-
infested. Anxiety about defecating in a particular place, 
or because their toileting experiences were stressful and 
harsh, can cause chronic constipation. Without revers-
ing this pattern of retention, the child becomes less able 
to perform the many skills required for successful toilet-
ing, including recognizing body cues, undressing, going 
into the bathroom, sitting on the toilet chair, and relax-
ing the appropriate muscles (Peterson et al., 2003).

Optimal treatment of encopresis involves both medi-
cal and behavioral interventions to help the child learn 
to empty the colon to allow it to return to normal size 
and function (Brown et al., 2008). To get the process 
moving, fi ber, enemas, laxatives, or lubricants may be 
given to disimpact the rectum. Th en, to establish a bet-
ter routine and healthy pattern of elimination, behav-
ioral methods are used in combination with laxatives or 
similar agents. Laxatives alone do not address the un-
derlying behavioral mechanisms. Children who have 
large and impacted stools will fi nd defecation frighten-
ing and painful, which further encourages them to ig-
nore early rectal distention cues (the urge to defecate) 
and avoid going to the toilet.

Behavioral methods involve teaching a toilet-training 
procedure that encourages detection of and response to 
rectal distention cues, parental eff orts to praise the child’s 
clean pants and toilet use, and regularly scheduled toilet 
times aft er meals. During these times, children practice 
tensing and relaxing their external anal sphincter for sev-
eral minutes; the practice time oft en is followed by fun 
time of reading or playing games to desensitize children 
to sitting on the toilet. Th en they are taught to strain and 

attempt to have a bowel movement. With a combination 
of laxatives and behavioral treatment, most children im-
prove signifi cantly within the fi rst 2 weeks of treatment, 
and over 75% maintain these improvements (Borowitz, 
Cox, Ritterband, Sheen, & Sutphen, 2005). Whether the 
intervention is medical or behavioral in nature, positive 
reinforcement adds incremental benefi ts.

section summary
Elimination Disorders
• Enuresis is the involuntary discharge of urine during the 

day or night.

• Encopresis is the passage of feces into inappropriate 
places, such as clothing or the fl oor.

• Primary enuresis has a strong genetic component, 
whereas encopresis results from children’s eff orts to avoid 
defecation, resulting in chronic constipation.

• Combined pharmacological and psychological treat-
ments of elimination problems are often very successful.

Chronic Illness
Who has not feared that the very worst could somehow 
single out a family member? Who does not worry as a 
toddler wanders toward the curb, or as a preschooler 
climbs a playground ladder, or as a teenager suddenly 
begins having severe headaches and dizziness? Chronic 
illnesses and medical conditions aff ect over 12 million 
children and adolescents in North America, so it is likely 
that we frequently will hear about these sad events. Here 
is one mother’s refl ection:

When does the pain go away? I don’t think ever. It is a 
lifetime mourning for what could have been. It has noth-
ing to do with lack of acceptance or understanding and 
everything to do with things we hold close in our hearts; 
the celebrations never realized. Sharing in the joy of 
watching others trying out for sports, having a fi rst date, 
graduate, get accepted at university, or watch a beloved 
daughter walk down the aisle to be married, will never 
be experienced. Diff erent experiences are ours. Instead of 
refl ecting on what could have been, look for what’s right 
with your child, not what’s wrong. Be proud of all ac-
complishments. Diff erent joys are ours. Celebrate each 
achievement, each milestone. Th ey are great motivators 
for yourself, your child, and others. (From “Special Fami-
lies, Special Needs: Th e Rigours and Rewards of Raising 
Children with Disabilities,” by M. Greey, 1995, Today’s 
Parent, November 1995, p. 97. Copyright © Today’s Par-
ent. Reprinted by permission.)

A chronic illness is one that persists longer than 
3 months in a given year, or that requires a period of con-
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tinuous hospitalization of more than 1 month. Chronic 
medical conditions—the wide range of complications 
relating to physical growth, function, and development, 
such as a visual or hearing impairment—are part of 
this picture as well. About 10% to 20% of youths under 
the age of 18 years will experience one or more chronic 
health conditions, with approximately 5% of these chil-
dren suff ering from a disease so severe that it regularly 
interferes with their daily activities, such as forming 
friendships, attending school, and simply pursuing a 
normal quality of life (Brown, Daly, & Rickel, 2007).

Children and adolescents whose health and func-
tional ability is compromised by a chronic medical 
condition face numerous challenges to their develop-
ment and adjustment. Each day, children with insulin-
dependent diabetes must monitor their blood glucose 
level and diet, and administer insulin through injec-
tions. Children with asthma cautiously navigate new sit-
uations, on the alert for an attack that can literally leave 
them breathless, and children with cancer must cope 
with the stares or comments from peers, who have lit-
tle understanding or compassion for why another child 
looks diff erent or seems frail. Like other developmen-
tal disorders, these conditions impact not only the child 
but peers and family members as well. Th is impact, in 
turn, aff ects the child’s ability to adapt to the condition 
(Sharpe & Rossiter, 2002).

Th e DSM-IV-TR addresses the mental health issues 
pertaining to health-related disorders in children and 
adults indiscriminately, relying mainly on two quite 
distinct categories: somatoform disorders and psycho-
logical factors aff ecting physical condition. We briefl y 
discuss these DSM categories to provide an understand-

ing of their meaning and limited applicability to pediat-
ric populations.

Somatoform disorders are a group of related prob-
lems involving physical symptoms that resemble or sug-
gest a medical condition, but lack organic or physiologi-
cal evidence (APA, 2000). Somatization (i.e., expression 
of feelings through physical symptoms), hypochondria-
sis (i.e., preoccupation with real or fancied ailments), and 
pain disorders (e.g., recurring stomach pains) are exam-
ples of somatoform disorders (Eminson, 2007). Th e di-
agnostic criteria involve a clustering of complaints with 
pain and gastrointestinal, sexual, and pseudoneurologi-
cal symptoms that exist at any time during the course of 
the disturbance. Th ese symptoms are not intentionally 
produced or feigned, and they are real enough to cause 
signifi cant distress or impairment to the individual. For 
some somatoform disorders, a strong presumption of a 
psychological component to the symptom is required for 
the diagnosis.

Somatoform disorders have been studied largely 
with adult populations, especially because they imply 
a chronic, established pattern that is oft en not detected 
until young adulthood (Marshall, Jones, Ramchandani, 
Stein, & Bass, 2007). Th us, their diagnostic applicability 
in reference to children and adolescents is questionable 
and seldom used (Eminson, 2007). Nonetheless, we raise 
this topic primarily because the multiple somatic com-
plaints from children, especially recurrent abdominal 
pain, may be developmental precursors to adult somato-
form disorders (Essau, 2007).

Th e second category, psychological factors aff ect-
ing physical condition, refers to disorders in which psy-
chological factors are presumed to cause or exacerbate a 
physical condition. DSM criteria primarily address situ-
ations in which a person’s medical condition is adversely 
aff ected by psychological factors, such as a person with 
diabetes who is depressed and refuses to monitor and reg-
ulate her glucose level. However, this diagnostic category 
does not apply to most children with chronic health con-
ditions, because it is the medical condition and its limita-
tions that aff ect their psychological adjustment, not the 
other way around. Psychological symptoms develop in 
response to the stress of having or being diagnosed with 
a general medical condition. Rather than depression af-
fecting the course of diabetes, as in the previous example, 
it is more likely that diabetes causes adjustment diffi  cul-
ties, which sometimes (but by no means always) include 
clinical disorders, such as depression. Th us, some chil-
dren and adolescents with chronic illness accompanied 
by signifi cant adjustment or behavioral problems may re-
ceive a diagnosis of adjustment disorder, which better ac-
counts for the nature of the stressor (APA, 2000).

Progress in the development of eff ective medical 
treatments and cures for children with chronic illness 

Chronic illness and medical conditions aff ect over 12 
million children and adolescents in North America.
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has been spectacular over the past three decades, greatly 
prolonging the lives of many who previously would 
have died during infancy or childhood. Remarkably, the 
survival rate for certain types of cancer, such as acute 
lymphoblastic leukemia, has increased from about 1 in 
5 children in the 1950s to 4 in 5 children today (Brown 
et al., 2007). At the same time, however, these advances 
and improved survival rates have led to greater child and 
adult morbidity. Morbidity refers to the various forms 
of physical and functional consequences and limitations 
that result from an illness. Increased morbidity implies 
that more children and adolescents are adapting to the 
challenges of a chronic illness. For these children, illness 
has become a chronic life situation and stressor, and can 
have repercussions well into adulthood. For example, 
survivors of childhood cancer have a greater risk of de-
veloping a physical or mental illness as adults compared 
to their siblings; approximately 50% will develop a ma-
jor illness in adulthood, most oft en chronic anxiety or 
infertility problems (Lanier, Wallace, & Hudson, 2006).

As children’s survival has improved and life-threat-
ening illnesses are better controlled, attention has moved 
away from the acute, infectious diseases to a broader em-
phasis on promoting children’s health and development, 
and assisting in the care of children with chronic illness 
or handicapping conditions (Prinstein & Roberts, 2006). 
Pediatric health psychologists are particularly active in 
helping children with chronic health disorders success-
fully adapt and attain an optimal quality of life.

To increase our awareness of the ways children with 
chronic disease learn to cope and adapt to physical and 
social challenges, we take a look at how children nor-
mally think of and express health concerns. Th is aware-
ness provides a developmentally sensitive context for 
distinguishing between adaptive and maladaptive cop-
ing reactions among children with chronic illness.

Normal Variations in Children’s Health

We now recognize that children can communicate 
about their pain and discomfort about as well as adults, 
but this was not always true. It was thought that infants 
did not experience pain at all, and that children were 
far less sensitive to pain than adults. Because children 
seemed less able to communicate about their pain, it was 
wrongly concluded that they had higher pain thresh-
olds than adults. However, children do have a good con-
cept of what pain is, and how to express it (McAlpine & 
McGrath, 1999). Th eir concepts of pain and its causes, 
their descriptions of pain, and their specifi c pain experi-
ences seem remarkably well formed by an early age, both 
for boys and girls. Consider this comment:

It [stomachache] was like bees in your stomach—stinging 
your stomach, yellow jackets going ping, pong, bop 

inside—like something just chopped down your stomach. 
[6-year-old boy]. It [earache] felt like something is inside 
your ear like a sticker from a rose bush poking deep in-
side your ear, like way harder than just pricking. [9-year-
old boy] (D. M. Ross & Ross, 1984, p. 184)

It is unlikely that children simply pick up pain descrip-
tions from their parents or others. Consider the child-
like imagery used by a 7-year-old boy in describing a 
headache:

Like there’s this big monster in there, see, and he’s grow-
ing like crazy and there’s no room and he’s pulling the two 
sides of my head apart he’s getting so big. (D. M. Ross & 
Ross, 1984, p. 189).

Now picture this common scene: Since age 6, Jackie 
has informed her parents from time to time that she 
was “too sick” to go to school. She then would carefully 
provide them with a list of her symptoms: “My tummy 
hurts; I feel hot, my throat hurts; I can’t feel my toes.” 
Careful questioning would usually result in a further 
list of symptoms—in fact, most were suggested by one of 
her parents: “Does your leg hurt too?” [yes]; “How does 
your head feel?” [achy]; “What does your skin feel like?” 
[stingy]. Th e astute reader might note that these symp-
toms emerged at about the time Jackie was entering the 
fi rst grade. Would you consider this situation to be typi-
cal of how children learn about physical symptoms and 
their connection to life’s responsibilities?

Are somatic complaints in children (such as those 
expressed by Jackie) normal and commonplace? To no 
one’s surprise, about a third of typical school-aged chil-
dren report using pain for secondary gains, such as in-
creased parental and peer attention, and avoidance of 
school and athletic activities. Undeniably, one of the 
most common ways children express their fears, dis-
likes, and avoidance is to complain of aches and pains, 
oft en of uncertain or dubious origin.

Girls and boys show interesting diff erences in this 
respect. When they are asked, girls report more symp-
toms of pain and anxiety than do boys. Under stress-
ful circumstances, girls are more likely to cry, cling, and 
seek emotional support, and boys are more likely to be 
uncooperative, avoidant, and stoic. Similarly, excessive 
somatic complaints are associated with emotional disor-
ders in girls and disruptive behavior disorders in boys 
(Egger, Costello, Erkanli, & Angold, 1999; Jellesma, 
2008; Jellesma, Rieff e, & Terwogt, 2008). Does this imply 
that girls are somehow more sensitive to pain or less able 
to manage their fear and anxiety than boys? Not likely. 
Th ese gender diff erences probably stem from socializa-
tion expectations, not physiological diff erences. We are 
all familiar with the ways boys are encouraged to adopt 
stoic attitudes about pain, whereas girls are reinforced 
for passive, aff ective expression. Both boys and girls are 
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reactive to distress, but they express it according to how 
they have been taught and what they wish to receive. 
Th erefore, these complaints are developmentally within 
the normal range and do not merit a psychiatric label.

Some children may be more likely than others to ex-
perience recurrent pain and physical symptoms because 
of their family infl uences (Jellesma, Rieff e, Terwogt, & 
Westenberg, 2008). For example, children with func-
tional abdominal pain and similar forms of recurrent 
unexplained pain are more likely to identify someone in 
their family who oft en expresses pain than are children 
whose pain is due to known organic causes (Marshall 
et al., 2007). In addition, children of mothers with a so-
matic disorder are 4 times more likely to express physical 
symptoms when emotionally upset (Craig, Cox, & Klein, 
2002; Guite, Lobato, Shalon, Plante, & Kao, 2007). Th ese 
unexplained, recurrent pain symptoms among children, 
therefore, seem to originate primarily from family pain 
models (Peterson et al., 2003). Children also learn healthy 
adaptational patterns at home and elsewhere. Children 
with well-developed social and academic competence, for 
instance, are less likely to respond to negative life events, 
like divorce or hospitalizations, with amplifi ed stress and 
pain reactions (Walker, Smith, Garber, & Claar, 2007).

Let’s turn our attention now to those children who 
have chronic health problems or conditions. Each 
chronic illness has unique challenges. Children with di-
abetes face daily medical routines, but they have a rela-
tively predictable prognosis; children with cancer expe-
rience unpleasant side eff ects of treatment and must also 
cope with the uncertain prognosis of their illness.

Th e one important thing that all chronic illnesses and 
medical conditions have in common is that they consti-
tute a major stressor that challenges and absorbs both the 
child’s and the family’s available coping resources. View-
ing chronic illness in this way—as a form of major stress 
requiring adaptation—has allowed researchers to iden-
tify factors that promote successful adaptation to chronic 
illness. Th is view also has advanced new ways to assist 
children in coping with these challenges, as we will see.

Th e number of children with any chronic health-
related disorder or condition is quite high, varying from 
10 to 20% of the child population of North America 
(Brown et al., 2007). Of these children, about two-thirds 
have mild conditions; the remainder have conditions 
that result in moderate to severe activity restrictions and 
bothersome treatment regimens (Peterson et al., 2003). 
Asthma is the most common chronic illness in child-
hood, followed by neurological and developmental dis-
abilities and behavioral disorders. Fortunately, severe 
forms of chronic illnesses—those that pose major physi-
cal and intellectual limitations that interfere with chil-
dren’s daily lives—are relatively rare, but their combined 
rates are sizeable.

Table 12.3 shows the prevalence of selected chronic 
childhood diseases and medical conditions. Survival 
rates for many of these illnesses have improved; there-
fore, prevalence rates refl ect a large proportion of chil-
dren who have survived these childhood illnesses un-
til age 20 or longer. Th e impact of  living with HIV and 
AIDS, currently the sixth leading cause of death among 
15 to 24 year-olds in the United States, likely will be a 
major health issue in the years to come (Howland et al., 
2007).

Chronic childhood illnesses do not discriminate in 
terms of social class and ethnicity—they can aff ect chil-
dren from all walks of life. However, there are certain 
exceptions to how illnesses aff ect children, such as the 
specifi c conditions genetically determined by racial or 
ethnic descent. For example, cystic fi brosis aff ects pri-
marily whites, and sickle-cell disease aff ects primarily 
persons of African descent (Th ompson & Gustafson, 
1996). African American children are about 3 times 
more likely to be hospitalized for asthma than are their 
white peers, which may be linked to conditions associ-
ated with low income and disadvantage (Brown et al., 
2007). As well, a troubling connection exists between so-
cioeconomic status (SES) and survival rates among chil-
dren and adults with cancer, in particular (Mackillop, 
Zhang-Salomons, Groome, Paszat, & Holowaty, 1997). 
Despite the attempts to achieve more equitable health 
care delivery, residents of poorer communities still may 
receive inferior quality of care, even in publicly funded, 
single-tier health care systems like that in Canada. In 
addition, the poor may have other ailments that make 
cancer survival more diffi  cult, or parents may be less in-
clined to seek medical attention if they have other major 
life stressors or they are not aware of critical symptoms 
(Mackillop et al., 1997). People with adequate means 
generally enjoy a greater degree of empowerment—
self-guidance and choices—over their lives, which trans-
lates into greater opportunities for proper medical care 
for their children. Later in this chapter, we consider some 

T A B L E  1 2 . 3  Estimated Population Prevalence 
Rates of Selected Chronic Illnesses in Children and 
Adolescents, Ages 0 to 20, in the United States

Prevalence Rate

Asthma 9%

Cancers and tumors 0.06%

Cystic fi brosis 0.03%

Diabetes mellitus 0.10%

Sickle-cell anemia 0.09%

Source: Gortmaker et al., 1990; Federal Interagency Forum on Child and Family 
Statistics (2007).
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tory cells of the hypothalamus when a person is hungry 
or full, so without this information, the person tends to 
eat constantly but does not gain weight (Th ompson & 
Gustafson, 1996). A treatment regimen consisting of 
insulin injections, diet, and exercise is necessary to ap-
proximate a normal metabolic state. Although current 
treatment regimens have greatly improved the health 
status of people with diabetes, the condition is still asso-
ciated with signifi cant morbidity and mortality.

Diabetes aff ects boys and girls equally, and is on the 
increase: a child born in North America in 2000 stands 
a one in three chance of being diagnosed with diabetes 
in his or her lifetime (Canadian Diabetes Association, 
2008). Initial symptoms oft en include fatigue, thirst, hun-
ger, frequent urination, and weight loss despite excessive 
eating. It is a progressive disease, with the more chronic 
complications that occur during young adulthood or be-
yond, including circulatory problems that can lead to 
blindness, kidney failure, and accelerated cardiovascular 
disease (Siegel, 2008). Individuals with diabetes have an 
increased risk of illness and death, including double the 
risk of cardiovascular disease (Franco, Steyerberg, Hu, 
Mackenbach, & Nusselder, 2007). Given the seriousness 
of the illness and the longstanding, intrusive treatment 
requirements, it is understandable that children with di-
abetes and their families have an increased risk for con-
fl ict and adjustment problems (Ellis et al., 2007).

Children with diabetes face daily treatment tasks to 
maintain their metabolic control, such as blood glucose 
monitoring, dietary restraints, insulin injections, and 
learning how to balance energy demands and insulin 
needs (Peterson et al., 2003). Metabolic control is the de-
gree to which the patient’s glucose levels are maintained 
within the normal range. Children and adolescents must 
carefully monitor their insulin levels—too little insulin 
can result in a diabetic coma, too much insulin can re-
sult in an insulin reaction called hypoglycemia. Hypo-
glycemic episodes are extremely unpleasant and can in-
clude irritability, headaches, and shakiness. Adding to 
the complexity is the fact that illness and stress can up-
set the relationship between glucose and required insu-
lin levels (Arslanian et al., 1995).

Children and teens must carefully follow the in-
structions given to them by their physician; that is, they 
must practice careful regimen adherence. Good regi-
men adherence and metabolic control are linked to the 
individuals’ correct knowledge about their disease and 
its treatment, their belief that adherence is important, 
and adequate problem-solving skills (Lewandowski & 
Drotar, 2007). As we saw with Amanda, adolescence is 
a particularly diffi  cult period because of the impact that 
the illness can have on self-esteem and social and edu-
cational experiences—adolescence is diffi  cult enough 
without the added burden of these daily treatment tasks. 

ways to empower families and achieve a greater balance 
in their roles and resources.

We now take a closer look at two specifi c illnesses, 
diabetes mellitus and childhood cancer, that are repre-
sentative of the course and patterns of adaptation faced 
by children with chronic illness.

Diabetes Mellitus

Amanda suff ers from insulin-dependent diabe-
tes mellitus, a lifelong metabolic disorder in which the 
body is unable to metabolize carbohydrates as a result 
of inadequate pancreatic release of insulin. Th is lack of 
insulin has a domino eff ect on the body’s ability to reg-
ulate appetite, metabolize carbohydrates into necessary 
energy, and maintain a balance of blood chemistry. Th e 
lack of insulin prohibits glucose from entering the cells, 
which forces glucose to accumulate in the bloodstream 
and cause hyperglycemia. Glucose also tells the regula-

A M A N D A

Daily Struggle with Diabetes

Amanda, age 14, was diagnosed with insulin-dependent diabetes 

mellitus about a year ago. Like most teenagers, she leads an active 

life, and eating the proper foods is diffi  cult enough without the 

added burden of daily glucose monitoring and insulin injections. 

She shared with us some of the ways this disease has aff ected her 

life, and how she copes with its demands and limitations:

Becoming diabetic has completely changed my life. My 

best friend is the insulin I take and the machine. I use the 

machine to test my blood sugar four times a day by poking 

my fi nger and putting blood on a test strip.

From the reading I am able to adjust my insulin and 

what I must eat. I am forced to eat a healthy balanced 

meal regularly about six times every day. I try not to have a 

negative attitude because I now realize just how lucky I am. 

I do not know what I would do if I did not have my machine 

or all of the sugar-free foods that are now available. Not 

only did diabetes change my physical life, but it altered my 

mental life as well. It helped me look at my life and realize 

what was important to me. My close friend, Germaine, 

helped me get through the fi rst year at school, when some 

of the other kids wondered why I had to use needles and 

couldn’t eat the same things they do. My parents have been 

great, and even my younger brother lays off  me when he 

knows I’m having a particularly bad day. In a way, I’m more 

aware of how important health is to us than most kids at 

school, and I don’t take things for granted the way I used to.
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It is diffi  cult for most of us to imagine what Chen and 
his family have experienced. Th eir words acknowledge 
the importance of their strength and determination and 
their human kindness when faced with a serious child-
hood illness, which in this case was terminal. Cancer can 
strike children very suddenly, more so than with adults, 
and children are oft en at a more advanced stage of can-
cer when they are fi rst diagnosed (Brown et al., 2007). 
White children suff er the highest rates of cancer com-
pared to other ethnic groups, but reasons for this dis-
parity are not known. Incidence rates for Hispanic and 
Asian/Pacifi c Islander children fall between those for 
African Americans and whites, while rates for Ameri-
can Indians are much lower than for any other group 
(National Childhood Cancer Foundation, 2008).

Th e most common form of childhood cancer is acute 
lymphoblastic leukemia (ALL), which accounts for close 
to one-half of all forms of childhood cancer (Th ompson & 
Gustafson, 1996). ALL is actually a group of heteroge-
neous diseases in which there is a malignancy of the 
bone marrow that produces blood cells. Th e bone mar-
row produces malignant cells called lymphoblasts that 
progressively replace normal bone marrow with fewer 
red blood cells and more white blood cells, causing ane-
mia, infection, and easy bruising or excessive bleeding 
(Friedman, Latham, & Dahlquist, 1998). Childhood can-
cer used to be fatal, but advances in medical treatment 
have resulted in dramatic improvements in survival 
rates. Still, long-term complications such as recurrent 
malignancy, growth retardation, neuropsychological 
defi cits, cataracts, and infertility pose a risk to survival.

Like those with diabetes, children with cancer un-
dergo complicated medical treatment regimens, espe-
cially during the fi rst 2 to 3 years. In addition, they face 
school absences, signifi cant treatment side eff ects, and 
an uncertain prognosis. Chemotherapy and radiation 
therapy can cause hair loss and weight changes, as well 
as nausea, vomiting, increased fatigue, endocrine and 
growth retardation, and a depressed immune system 
(Friedman et al., 1998). Children with cancer also must 
cope with painful medical procedures, such as venipunc-
ture, bone marrow aspirations, and lumbar punctures. 

Th erefore, psychologists have become active in develop-
ing ways to promote regimen adherence and metabolic 
control by helping family members adapt favorably to 
the demands of the condition (Stewart et al., 2000). Be-
havioral strategies have been quite successful in this re-
gard, especially with methods that reinforce symptom 
reduction or medication use, and self-control methods 
that teach patients to regulate dosage and monitor their 
symptoms, blood glucose, and medications (Drotar, 
2006; Elkin & Stoppelbein, 2008).

Childhood Cancer

has shown tremendous support to our family. But his turn 

for the worse has made it diffi  cult for us to do the things 

we have done over the past few weeks. We are angry, 

hopeful, depressed, joyous, saddened all the time. It is the 

worst roller coaster that we have ever ridden. Yet, Chen’s 

medical condition has made us more determined to do 

more than we had ever hoped for, and the kindness shown 

toward our family has been overwhelming.

C H E N

A Determined Boy Fighting Leukemia

Chen, age 9, explains his feelings about childhood leukemia and 

its impact on his family and peer relations:

I’ve had cancer now for three years. They’re still trying to 

fi ght it with the right medicine but nothing has worked 

yet. My friends come visit me—they’re pretty OK with 

everything. But sometimes if you try and tell other 

kids about it they don’t understand because they don’t 

have it. To them we’re normal. They don’t have any kind 

of problems that hold them back from doing things. 

They don’t have to worry about being in the hospital, 

checkups and things, to see how you’re doing. You can 

tell your friends why you have to stop and rest awhile, 

but they don’t really understand—they don’t really want 

to—they want to keep on going. I’ve got lots of family 

who care about me and I worry for them. I guess I’m used 

to all the doctors and medicines I take. Not that I like them 

but I know it’s the only thing that might help. But I liked 

having the ability to do anything with my friends (or even 

my parents). I want to be able to get up and go. I’d tell 

someone else going through this to stay strong and keep 

the faith. And speak up when you need something!

Chen’s mother explains the ordeal he and his family have un-

dergone since his diagnosis:

Chen received a bone marrow transplant from his 

brother over a year ago and, thankfully, his leukemia 

went into remission. But when we went back one year 

later for a checkup we were told Chen had suff ered a 

relapse—the cancer had overtaken the bone marrow, and 

his prognosis is poor. Now our family focuses on enjoying 

our time together and doing things with Chen. We are 

fortunate—my employer has gone out of his way to help 

me stay at home with Chen. Their support over the past 

year has been incredible. In fact, our whole community 
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Treatment requires children to be away from friends and 
some family members, which hinders their psychosocial 
development. Th erefore, the psychosocial aspects of pe-
diatric cancer have focused on management of distress 
related to the multiple diagnostic and treatment proce-
dures these children face.

Although approximately 80% of pediatric cancer pa-
tients survive, about half of the survivors will have a se-
rious physical or mental illness as adults (Zebrack et al., 
2002). Th e most commonly occurring illnesses include 
infertility, chronic anxiety, and recurrent cancers. Many 
patients require long-term care into adulthood aft er 
never learning the life-skills necessary for self-care.

Development and Course

Children with chronic illnesses are more likely to suff er 
emotional and behavioral adjustment problems stem-
ming from the burden of their disease and its treat-
ment. Th e Ontario Child Health Study (Cadman, Boyle, 
Szatmari, & Off ord, 1987) was a major undertaking de-
signed, in part, to determine the connection between 
medical conditions and psychological adaptation among 
a representative sample of 4- to 16-year-olds. Parents 
and teachers completed a mental health survey that con-
tained information on children’s illnesses and psycho-
logical adjustment. Children then were classifi ed into 
one of three levels of physical health: chronic illness 
with physical disability, chronic illness without disabil-
ity, and physically healthy. Psychiatric disorders, if any, 
were also determined from parent and teacher data.

Figure 12.1 shows the percentages of children with at 
least one psychiatric disorder across these three levels of 
physical health. Overall, children with chronic illness, 
regardless of degree of disability, had a risk for psychiat-
ric disorder that was 2.4 times that of healthy children. 
However, children with chronic illness accompanied by 
disability were at greatest risk for other disorders. Th ese 
disorders appeared primarily as internalizing problems, 
such as anxiety and depression, but externalizing prob-
lems, such as ADHD, were evident as well. Understand-
ably, children whose normal functional abilities are lim-
ited face the greatest challenges in everyday activities, 
which in turn increases behavioral, social, and school 
adjustment diffi  culties. Th ese fi ndings were mirrored by 
the U.S. National Health Survey, where chronic physi-
cal conditions posed a signifi cant risk factor for behav-
ior problems, above and beyond socioeconomic status 
eff ects (Gortmaker et al., 1990).

Th us, children with chronic physical illnesses, espe-
cially those with physical disabilities, have an increased 
risk of secondary psychological adjustment diffi  culties 
(Hoekstra-Weebers, Jasper, Kamps, & Klip, 1999), which 
refers to problems suspected to be due to the primary 

medical condition, rather than the reverse. Th ese prob-
lems are most oft en expressed as internalizing symp-
toms, such as anxiety, depression, or post-traumatic 
stress disorder, or a combination of both internalizing 
and externalizing problems (Lavigne & Faier-Routman, 
1992; Schwartz & Drotar, 2006).

To keep these symptoms in perspective, one must rec-
ognize that adjustment of children with chronic illness 
typically is better than that of children referred to men-
tal health clinics for non-health–related problems (Eiser, 
2007). For the most part, these children are exhibiting 
stress-related symptoms; the incidence of DSM-IV-TR–
type disorders among children with chronic illness is 
actually low. For example, the prevalence of depression 
among children with various chronic health conditions 
averages only 9% across studies, an encouraging indi-
cation of successful adaptation among the vast major-
ity of these children (Bennett, 1994). Moreover, children 
with diabetes and children with cancer on average re-
port symptoms of anxiety, depression, and low self-es-
teem within the normal range for their age and gender 
(Brown et al., 2007; Eiser, 2007).

Although chronically ill populations of children have 
increased risk of initial adjustment diffi  culties, it is diffi  -
cult to say what causes particular symptoms, or why some 
children adapt more successfully than others. When one 
considers how these children must cope with unpredict-
able events and challenges almost every day, it is under-
standable that they would show an increase in stress-
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F I G U R E  1 2 . 1  Percentages of children with a 
psychiatric disorder among three groups: with chronic 
illness and disability, with illness and no disability, and 
physically healthy.
Source: Data from Cadman et al., 1987.
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related symptoms. It is especially encouraging to know 
that most can adapt successfully to the course and con-
sequences of their illness. Symptoms of anxiety, depres-
sion, and anger can be thought of as normal responses 
to stressful experiences associated with the long-term 
illness and treatment regimens, rather than psychiatric 
disorders (Eiser, 2007). Th is is similar to the adjustment 
problems faced by children with mental retardation and 
children who have been abused or neglected. Most chil-
dren with chronic illness show considerable resilience 
in the face of stressful experiences associated with their 
condition, and we should exercise caution in applying 
psychiatric labels or descriptors that fail to capture the 
context and nature of their circumstances.

Eff ect on Family Members
Th e fi eld of pediatric health psychology has clearly ad-
opted a focus on the important role of family function-
ing in the adjustment of children with chronic illness. 
Th e child’s circumstances may result in family cohesion 
and support, as we saw in Amanda’s and Chen’s fami-
lies, or result in family disruption and crisis. As parents 
try to understand and cope with the news of their child’s 
diagnosis, they must at the same time start to accept that 
their child might always be diff erent from other children. 
How they react and accept these realities determines, to 
a large extent, how their child and other siblings will re-
act and adapt. Parents who fail to resolve this crisis are 
more likely to have problems with attachment and child-
rearing, which further complicates the stressful nature 
of the child’s illness (Mullins et al., 2007).

Learning that a child has a life-threatening disease 
causes trauma and stress to all family members and, in 
fact, qualifi es as a traumatic event that can precipitate 
post-traumatic stress disorder (PTSD) (Stoppelbein & 
Greening, 2007). A mother of an infant born with a 
chronic disability describes her initial reaction:

I felt like I was bouncing around on a raft  in the middle 
of a terrible storm. I didn’t know where I was, where I 
was going, or what wave was going to break over my head 
next. Most of the time, I just hung on. Hanging on, I dis-
covered, is the key to survival. (Medvescek, 1997, p. 67)

Many parents of children with chronic illness report 
that their fears resurface and memories return whenever 
their child has only a common illness, like a cold or fl u 
(Pai et al., 2007). About 10% of mothers and fathers suf-
fer symptoms of PTSD, a rate that is comparable to other 
types of traumatic stress exposure (Kazak et al., 2004; 
Kazak & Bart, 2007). Fortunately, the children them-
selves do not typically suff er PTSD-related symptoms 
connected to learning of their disorder, probably because 
they were very young at the time of diagnosis. However, 
children’s memory of stressful procedures plays a role in 

their experience of distress, and some survivors of child-
hood cancer recall disturbing memories of the medical 
procedures many years later (Stuber & Shemesh, 2006).

Families exert a signifi cant impact on the behavior of 
children with chronic health problems, as they do with 
healthy children. No one type of chronic illness poses a 
signifi cantly greater risk of adjustment than any other. 
Th us, factors associated with children’s situations—like 
family stress and resources—may be more critical to their 
adaptation than the challenges posed by the illness alone 
(Peterson & Drotar, 2006). Regarding older children, the 
degree to which parents can assist their children in de-
veloping more autonomy and control over their treat-
ment regimens in a non-confl ictual manner predicts the 
likelihood that the teen will adhere to the treatment reg-
imen. Th e normal confl ict observed in parent–teenager 
relationships is heightened in families where the teen is 
trying to incorporate a treatment regimen into a chang-
ing lifestyle. For example, drinking alcohol is a signifi -
cant risk for teens with diabetes; therefore, conversations 
and parental expectations regarding experimentation 
with substance use oft en are heightened because alcohol 
use is more deleterious (Murata et al., 2000).

It is not the amount of concordance between par-
ent and teen perceptions of who is making decisions 
about treatment that predicts adherence to treatments; 
it is the degree of confl ict in the parent–teen relationship 
(Lewandowski & Drotar, 2007), Th us, parents who can 
help their teen maintain adherence in a nonconfronta-
tional manner (regardless of whether they agree with 
their child about who is in fact making treatment deci-
sions) will increase their teen’s health and adaptation. In 
general, the following stress factors that parents face are 
quite similar across all types of pediatric chronic illness: 
fi nancial and physical burdens, changes in parenting 
roles, sibling resentment, child adjustment problems, 
social isolation, frequent hospitalizations, and grief (Al-
riksson-Schmidt, Wallander, & Biasini, 2007). It comes 
as no surprise, therefore, that couples with chronically 
ill children report more marital confl ict, poor commu-
nication, role incongruity, and a lack of intimacy and 
positive aff ect (Rodrigues & Patterson, 2007).

Th e point is worth repeating: Despite these psycho-
logical and tangible repercussions, many children with 
chronic illness adapt favorably to these challenges, as do 
their families (Berntsson, Berg, Brydolf, & Hellstrom, 
2007). Perceived social support and parental adapta-
tion are key components aiding their adaptation, since 
primary caregivers play an important role in their chil-
dren’s stress and coping abilities. Specifi cally, mothers 
who perceive lower levels of illness-related stress, use 
more adaptive and active ways to cope with stress and 
problems, and perceive their families as more supportive 
than confl ictual are more likely to show normal adjust-
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ment levels themselves (Th ompson & Gustafson, 1996). 
Regardless of the circumstances, we oft en see this con-
nection: When maternal abilities remain intact, child 
and family functioning is less impaired. Th is illustrates 
the reciprocal relationship between children’s adjust-
ment and parental stress and distress—healthy parental 
adjustment is related to healthy child adjustment, and 
vice versa. (Most research has considered only the role of 
mothers on child adjustment, but the specifi c infl uence 
of fathers on children’s coping and adaptation to chronic 
illness is being recognized [Ware & Raval, 2007].) Th us, 
parental adjustment is one of the important correlates of 
children’s adjustment to chronic illness.

Siblings of children with a chronic illness also expe-
rience heightened social and mental health problems. 
Th ey tend to have more internalizing symptoms, such as 
depression and anxiety, lower cognitive scores, and fewer 
peer activities (Bellin & Kovacs, 2006; Lobato, Kao, & 
Plante, 2005). Th ese outcomes are worse for chronic ill-
nesses that require daily treatment regimens, which sug-
gests the increased caregiving demands faced by parents 
and subsequent decreased amounts of parental attention 
for siblings contribute to their maladjustment. Interest-
ingly, the eff ect of having a sibling with a chronic illness 
itself is positive (Bellin & Kovacs, 2006; Sharpe & Ros-
siter, 2002), suggesting that the sibling relationship is a 
paradox, and requires further investigation to fully un-
derstand its eff ects on both siblings’ adjustment.

Social Adjustment and School Performance
Children’s adjustment to chronic illness is refl ected not 
only in terms of psychological distress, but also through 
developmental accomplishments in social adjustment, 
peer relationships, and school performance. Because 
chronic illness results in lifestyle interruptions that in-
terfere with opportunities for social interaction, chil-
dren with more severe, disruptive illnesses tend to suf-
fer primarily in social adjustment (La Greca, Bearman, 
& Moore, 2002). Th is maladjustment oft en is expressed 
by children displaying more submissive behavior with 
their peers, and engaging in fewer social activities over-
all (Meijer, Sinnema, Bijstra, Mellenbergh, & Wolters, 
2000a; Meijer, Sinnema, Bijstra, Mellenbergh, & Wolt-
ers, 2000b). However, peer support does facilitate disease 
adaptation for youngsters, and can help with treatment 
regimens, particularly when peer-crowd affi  liations (e.g., 
“brains,” “jocks”) are linked with health-promoting be-
haviors (La Greca et al., 2002).

Consider child cancer patients’ peer relationships. 
Chen explained how the other children did not under-
stand why he could not join in or behave the same as 
they did—to them he looked normal, so he must be okay. 
Negative or ill-informed reactions from peers and others 
are, unfortunately, a fact of  life for some children with 

chronic illness. In a longitudinal study of children with 
cancer, adolescents were perceived by their teachers as less 
sociable, less prone toward leadership, and more socially 
isolated and withdrawn than their peers (Noll, LeRoy, 
Bukowski, Rogosch, & Kulkarni, 1991). Similar problems 
in social adjustment are evident among those children 
with illnesses that aff ect primarily the central nervous 
system—cerebral palsy, spina bifi da, and brain tumors—
because of the impact of these disorders on cognitive 
abilities such as social judgment (Mulhern et al., 1999).

School adjustment and performance is another do-
main in which children and adolescents with chronic ill-
ness are at increased risk for adjustment diffi  culties. Risk 
may stem from two sources: primary eff ects of the illness 
or its treatment, and secondary consequences of the ill-
ness, such as fatigue, absenteeism, or psychological stress 
(Witt, Riley, & Coiro, 2003). Primary eff ects of the illness 
on school performance are especially evident among 
children with brain-related illnesses. Th ey must undergo 
aggressive treatment regimens that put a heavy toll on 
the central nervous system, especially younger children 
(Brown et al., 2007). Th e most common neurocognitive 
eff ects appear in nonverbal abilities and attention or con-
centration functions (Mulhern et al., 1999). Short-term 
memory, speed of processing, visuomotor coordination, 
and sequencing ability also frequently are aff ected. Th us, 
about one-half of the children with brain-related ill-
nesses are placed in special education settings or do not 
attend school. In contrast, children with physical, non-
brain–related illnesses tend to have normal educational 
placements; however, they continue to have problems in 
reading, which may be one indirect eff ect of chronic ill-
ness and school absence (Witt et al., 2003).

How Children Adapt: 
A Biopsychosocial Model

We described the adjustment diffi  culties of children 
with chronic illness in general terms, but we know that 
each child’s illness and family situation is diff erent. 
Some children, like Amanda and Chen, have support-
ive families with adequate resources, but others may not. 
Countless events can infl uence children’s adaptation to 
chronic illness; no single factor explains why some chil-
dren adjust more readily than others.

How do we make sense of the numerous factors in-
fl uencing children’s adjustment? When a single-factor 
theory is not a suffi  cient explanation, researchers oft en 
develop multifactorial theories that link the most im-
portant variables in conceptual and meaningful ways. 
Figure 12.2 depicts the transactional stress and cop-
ing model, which shows how children’s adaptation to 
chronic illness is infl uenced not only by the nature of 
the illness itself, but also by personal and family re-
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sources (Gustafson, Bonner, Hardy, & Th ompson, 2006; 
Th ompson, Gustafson, George, & Spock, 1994). Th is 
model helps make sense of the complicated processes 
that shape children’s outcomes.

Th e transactional stress and coping model empha-
sizes the stressful nature of chronic illness, which com-
pels the child and family members to adapt. How they 
accomplish the adaptation is a key factor in children’s 
outcomes.

Illness parameters encompass the type of illness and 
the severity of the illness, including visible disfi gure-
ment and functional impairment. Demographic parame-
ters include gender, age, and SES of the child, which also 
can aff ect the impact of the illness. Th e model then pro-
poses that important child and family processes mediate 
the illness–outcome relationship, beyond the illness and 
demographic factors. Important psychological media-
tors involve parental adjustment, child adjustment, and 
their interrelationship, as described next.

Illness Parameters
One would expect that children’s psychosocial adjust-
ment varies as a function of their medical condition. 
Some illnesses have an uncertain course and others have 
dire eff ects on everyday activities, adding stress along the 
way. Diff erent chronic illnesses have many features in 
common, though, so it oft en makes sense to study chil-
dren’s adjustment in relation to illness-related dimen-
sions, or parameters, rather than specifi c illnesses. Th e 
common dimensions that vary among diff erent illnesses 
include things such as the extent to which the illness:

• Is visible to others, or involves physical deformity
• Is severe and life-threatening
• Has a worsening or fatal prognosis versus a stable or 

improving prognosis
• Requires intrusive or painful procedures
• Aff ects the child’s functional status, such as physical 

or cognitive impairments that aff ect performance of 
everyday tasks (Th ompson & Gustafson, 1996)

Children with chronic illness face diff erent challenges 
along each of these dimensions, so naturally their ad-
justment may be aff ected accordingly. Across all medical 
conditions, the illness parameters that play the most sig-
nifi cant role in children’s adjustment are severity, prog-
nosis, and functional status (Lavigne & Faier-Routman, 
1993). Functional status seems to be especially impor-
tant in terms of cognitive impairments, such as condi-
tions that involve the brain and central nervous system.

Personal Characteristics
Chronic medical conditions require both children and 
family members to accept and cope with considerable 
stress and uncertainty. What child characteristics and 
resources might favor successful adaptation? A child’s 
sex is one consideration: Boys with chronic illness show 
more adjustment problems overall than girls. However, 
this sex diff erence depends on the dimension of adjust-
ment and who is reporting the information. Boys are de-
scribed by parents and teachers as having more behav-
ior problems than girls (Perrin, Ayoub, & Willett, 1993). 
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386 PART 5 Problems Related to Physical and Mental Health

However, girls are more likely than boys to self-report 
anxiety, depression, and negative perceptions of physical 
appearance (Miller & La Greca, 2005).

Although children’s overall adjustment seldom dif-
fers as a function of current age or age at the onset of 
the illness, economic and health disparities that exist 
among ethnic minority children and their families play 
a contributing role. Th ese disparities not only aff ect the 
course and treatment of chronic illnesses, but also have 
a pronounced eff ect on quality of life and risk of disease 
and disability. Being poor is a risk factor for many stress-
ful life events, but being poor and having a health prob-
lem greatly increases distress and adjustment problems 
(Willis, 2002). Similarly, treatment studies on chronic 
illness in children and adolescents have not addressed 
important cultural issues that aff ect treatment outcome, 
especially compliance with the treatment regime (Clay, 
Mordhorst, & Lend, 2002; Elkin & Stoppelbein, 2008).

Not surprisingly, children with greater intellectual 
ability and acquired strengths in their self-concept and 
coping skills also show more positive psychological ad-
justment, regardless of medical condition (Compas et al., 
2006). Specifi cally, children’s accurate appraisal of per-
ceived stress—how they interpret and react to daily 
events and hassles associated with illness management—
leads to a better sense of well-being and fewer symptoms 
of distress and maladjustment (Cohen, Blount, Cohen, & 
Johnson, 2004; Pai et al., 2006). Chen states this well:

I now realize that life is full of a series of tests. You never 
know what is around the corner, but you have to take it 
as it comes. A positive attitude, and remembering that I 
have friends and family for support, helps me get through 
some of the rough days.

Family Adaptation and Functioning
If chronic illness is considered a stressor aff ecting all 
family members to some extent, then child adjustment 
depends in part on the degree of stress and symptoms 
experienced by other family members, especially the 
primary caregiver. Undeniably, the family environment 
assumes greater importance in the lives of children with 
a chronic illness, in part because a closer parent–child 
interaction oft en is necessary to manage the disease.

Th e transactional model shown in Figure 12.2 con-
siders parental adaptation to be a key mediator of the re-
lationship between child illness and adjustment for both 
child and parent. How does a parent “adapt” in a way 
that favors healthy outcomes? According to the model, 
parental adaptation is a function of three major pro-
cesses: (1) how they manage daily stress and view their 
self-effi  cacy, as seen with Chen’s mother; (2) whether 
they use active, solution-focused coping; and (3) family 
functioning and perceived support. Successful paren-

tal adaptation, in turn, leads to better parental adjust-
ment and healthier family communication and confl ict 
resolution skills (Edgar & Skinner, 2003; Wysocki et al., 
2006). Ultimately, of course, parents’ positive adjustment 
greatly increases the likelihood of more positive child 
outcomes. Parent perceptions of illness are one aspect of 
parental adaptation that plays a key role in promoting 
their child’s health. Perceptions of child vulnerability 
are related to increased social anxiety in their children 
and more school absences (Anthony, Gil, & Schanberg, 
2003).

Family functioning oft en is defi ned in terms of the 
availability of two types of primary family resources: 
utilitarian and psychological. Utilitarian family resources 
relate to the practical demands of caring for a child with 
a disability, such as fi nancial resources and parental ed-
ucation, which infl uence their ability to understand the 
illness and seek benefi cial assistance for their child. Psy-
chological resources are less tangible but oft en are con-
sidered far more important—how family members sup-
port one another, relate to each other and to persons 
outside the family, and resolve confl icts. Together these 
two types of family resources account for considerable 
variance in behavioral and social adjustment of chroni-
cally ill children (Robinson, Gerhardt, Vannatta, & Noll, 
2007; Wallander & Robinson, 1999).

Intervention

Th e psychological impact of chronic illness occurs 
through the disruption of normal processes of child de-
velopment and family functioning. Fortunately, this im-
pact can be lessened and adaptation can be strength-
ened by the use of psychosocial interventions that 
reduce stress, enhance social problem-solving skills, and 
promote eff ective child-rearing methods. Th ese vari-
ous methods oft en entail stress management and skill-
building components to assist children and family mem-
bers in their continuous process of adaptation.

Th e basic goal of intervention is to enhance the qual-
ity of life for the children and their families. Ways to 
achieve this goal have taken a dramatic shift  over the 
past three decades, given the strong interest of pediatric 
and health psychologists. Prior to the mid-1970s, inter-
vention eff orts primarily were based on a child-centered, 
medically based model. Th e health professional was the 
expert, the child was the patient, and parents were pas-
sive observers. Today, parents are expected to participate 
in the decision-making process and their child’s educa-
tional planning, which has led to family-centered inter-
ventions. In eff ect, families are now recognized as im-
portant resources, and seen as part of the solution; they 
are kept in the forefront of children’s intervention needs, 
not in the background.
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Empowering Families
Th is underlying philosophy of family empowerment re-
duces stress and dependency, and enables families to 
obtain the necessary information to make informed 
decisions and take competent actions. Chen’s family 
members, for example, took an active role in enhancing 
his quality of life and were not frightened away or un-
informed about his needs and their opportunities. His 
mother explains:

Physiotherapy has helped Chen be less dependent on 
mom and dad. Th e goal is for him to think ahead and be 
prepared to do things on his own. An example is at bed-
time getting his clothes out and onto the bed for the fol-
lowing morning. Th en in the morning he can get himself 
dressed and transferred into his chair by himself.

Support groups and educational programs of vari-
ous types off ered considerable benefi ts to children and 
other family members. Helping families connect with 
one another and share their common experiences and 
concerns generates both personal power and important 
resources for change (Drotar, 2006; Ellis et al., 2007). 
Participation is the active agent in empowerment, and 
a cooperative health professional–family model encour-
ages individuals to support one another while provid-
ing a venue for modeling positive attitudes and values. 
Similarly, educational programs that provide informa-
tion and skills training to family members oft en are 
benefi cial. Th e most benefi cial promote knowledge and 
self-management of the illness, reintegration of children 
into the school setting, and support and coordination 
of care among parents of children with chronic illness 
(Drotar, 2006). Gaining more knowledge about their 
child’s disease promotes greater parental understanding 
of the child and the overall eff ect of the disease on the 
family.

In short, treatment-related activities for children 
with chronic illness oft en are based on the needs of the 
entire family. However, these eff orts must fi t the degree 
to which parents want to be, and realistically can be, in-
volved in their child’s overall care. Intervention meth-
ods that favor these adaptive processes adhere to medi-
cal regimens and psychologically based approaches, to 
help children cope with pain that is associated with in-
vasive medical procedures and illness, as described in 
the next section.

Helping Children Cope
Th roughout our discussion of children with chronic ill-
ness, we have seen how they must cope with numerous 
stressful circumstances, ranging from painful medical 
procedures to peer rejection and functional limitations. 
For this reason, considerable eff ort has been placed on 
ways to enhance their successful coping through support 

groups (see Box 12.1) and recreational activities (see Box 
12.2). Much of this work focuses on coping with painful 
medical procedures, yet these methods also apply to set-
tings and circumstances, at school or during home rou-
tines. Parent involvement and maternal adaptation are, 
once again, key components in children’s coping; to ef-
fectively assist their children, parents must maximize 

A  C L O S E R  L O O K

B O X  1 2 . 1  Virtual Support Groups

In her private room at New York City’s Mount Sinai Medical 
Center, 12-year-old Lauren peers intently into the colorful 
screen of a computer monitor. Lauren was diagnosed with 
a malignant tumor in her right wrist; 9 months of chemo-
therapy followed, and the radius bone in her right forearm 
was replaced with a metal rod. But today her mischievous 
brown eyes and smile light up the room as she plays. Fi-
nally tiring of the game, she clicks her way out and uses 
the computer to place a video call to one of her friends. 
“I’ve had bothersome moments,” Lauren says after com-
pleting the call. “Like when I was in intensive care, and I 
wasn’t allowed to do anything or see anyone. But this sys-
tem lets me talk to kids from other hospitals who have the 
same thing as I do. I realized I’m not alone, and that made 
me feel better.”

The system that cheers Lauren and children like her is 
an interactive network called STARBRIGHT World (SBW). 
For some of the children, SBW helps speed their recovery; 
for those less fortunate, it helps provide a measure of plea-
sure, comfort, diversion, and solace in their last months 
and weeks. SBW is a safe and secure online community 
where kids and teens living with serious illnesses can con-
nect with each other. Kids on SBW can chat, read and post 
to bulletin boards, email, search for friends with similar 
illnesses, participate in fun events and contests, surf pre-
screened Web sites and play games.

Source: www.starbright.org.
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their sense of control over the outcome and progress of 
their children’s health (Robinson et al., 2007).

Enhancing adaptation and quality of life of children 
with chronic illness similarly requires that children 
comply as much as possible with medical regimens, both 
inside and outside the doctor’s offi  ce. Since children of-
ten don’t comply with even simpler tasks, like follow-
ing directions, eating what they should, or getting ready 
for school, how can we expect them to comply with the 
unpleasant demands of medical procedures? Th e signif-
icance of these procedures has caused the emphasis in 
pediatric health psychology to shift  to helping children 
and their parents cope with necessary protocols, rather 
than developing ways to make them comply.

Evidence suggests that most children and adults do 
best if a stressful medical procedure is explained fi rst and 
they are given an opportunity to see what is going to hap-
pen. Accordingly, interventions for reducing stress and 
managing pain during pediatric procedures have applied 
behavioral and cognitive approaches that emphasize cop-
ing and stress management (Zehnder, Prchal, Vollrath, & 
Landolt, 2006). Children who actively seek information 
about impending painful events show improved adjust-

ment and less distress (Blount, Smith, & Frank, 1999). 
In addition, maternal and family functioning, eff ective 
child-rearing strategies to reinforce desired behaviors, 
and a positive doctor–patient relationship all contribute 
to children’s improved adherence to the requirements of 
monitoring and treating their illness (Drotar, 2006).

In general, there are two main psychological ap-
proaches to helping children cope with stressful medical 
procedures and chronic and recurrent pain: providing 
information and training them in coping skills (Th omp-
son & Gustafson, 1996). Information strategies off er ver-
bal explanations and demonstrations as well as modeling 
the procedure, which reduce distress because the medi-
cal procedure is more predictable (Jaaniste, Hayes, & 
von Baeyer, 2007). Coping strategies involve teaching the 
various coping skills of deep breathing, attention distrac-
tion, muscle relaxation, relaxing imagery, emotive imag-
ery, and behavioral rehearsal. For example, children may 
be asked to imagine themselves as superheroes undergo-
ing a test of their powers (Dahlquist, 1999). Children are 
encouraged to identify specifi c stressors associated with 
their illness (e.g., giving themselves an injection), and to 
learn ways to handle those stressors and prevent distress 

A  C L O S E R  L O O K

B O X  1 2 . 2  A Summer Retreat

Promoting social adjustment among children with a chronic 
illness can be diffi  cult, but enrolling them in summer camps 
for children with similar illnesses is one way of encouraging 
social interaction with peers. Camp Oochigeas, the fi rst resi-
dential camp for pediatric cancer patients in Canada, is an ex-
ample of a place where children with similar medical issues 
can come together and share their experiences. Campers 
come for a free 2-week stay and participate in a number of 
camping activities with rest hours and medical regimens built 
in to their schedule. A team of oncologists and 180 volunteers 
received over 200 children in 2003, referred from the local 
children’s hospital. Many of the volunteers were once camp-
ers themselves, and serve as role models and success stories 
for the campers.

Going away to summer camp provides these children with 
a chance to interact with their peers and be accepted, and to 
realize they are not the only ones coping with a chronic ill-
ness. It boosts their confi dence and self-esteem and provides 
them with a social network that is often missing due to be-
ing out of school or feeling diff erent from everyone else. “At a 
camp like Oochigeas, no one really pays attention to the fact 
that you have cancer because everyone does.” It also gives 
their families a much needed break from the responsibility of 
caring for a child with a chronic illness; and encourages the 
child to develop some independence and self-care skills. Of-
ten, the developmental task of gaining self-care skills and au-

tonomy from parents is delayed for these children, due to the 
nature of their illness. Camp is a way for both the child and 
parents to have a positive separation experience (in contrast 
to hospital visits), and to recognize the need for appropriate 
levels of independence.

Source: http://www.ooch.org/about_overview.html.

Child with chronic illness attending summer camp.
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or failure. Amanda, for instance, coped with her injec-
tions by thinking of positive things in her life.

Parents can serve as coaches during the stress and 
coping procedures and help their children rehearse cop-
ing skills both at home and in the clinic (Walker et al., 
2007). Using these coping skills leads to the reduction 
of pain and physical symptoms, but it also has a wide 
range of benefi ts that include fewer health care con-
tacts and school absences, and less interference with 
family functioning (Gil, Anthony, & Carson, 2001). To 
help children cope with invasive medical procedures, 
parents are encouraged to use distraction, contingent 
praise, and active directives (“take a deep breath now”), 
but they should avoid explanations, vague commands, 
or criticism (Dahlquist et al., 2001). Because of its dem-
onstrated benefi t, cognitive–behavioral therapy for chil-
dren with chronic medical conditions that require pain-
ful medical procedures has become routine (Elkin & 
Stoppelbein, 2008).

section summary
Chronic Illness
• Children with chronic illness are at increased risk for psy-

chosocial problems, which generally refl ect their attempts 
to cope with stress.

• Children respond to the stress of chronic conditions in 
many diff erent ways, and adjustment problems are more 
likely among children with increased disability. Adjust-
ment problems may appear in the form of behavioral and 
emotional distress symptoms, such as low self-esteem, 
lack of social competence, poor school performance, and, 
sometimes, psychiatric disorders.

• Many children and their families adapt favorably to the 
challenges associated with chronic illness. Perceived so-
cial support and maternal adaptation are key components 
aiding their adaptation.

• Recent shifts to greater family empowerment and paren-
tal involvement have resulted in innovative ways to help 
children cope with the challenges of chronic illness. Psy-
chosocial interventions assist children’s adaptation to 
chronic illness by enhancing their social problem-solving 
skills and coping skills and by reinforcing eff ective child-
rearing methods.

Adolescent Substance 
Use Disorders
Let’s begin this section with a short quiz. Many of us be-
lieve we have a good understanding of the nature and 
extent of substance use in our peer culture, so please 
look at Box 12.3 before reading this section to see if you 

A  C L O S E R  L O O K

B O X  1 2 . 3   Test Your Knowledge on 
Substance Use

1. Which age group has the highest percentage of drug 
abusers?
a. 10–17, b. 18–25, c. 26–35, d. 36–60, e. 61 and over

2. Which is the most commonly used drug in the United 
States?
a. marijuana, b. alcohol, c. cocaine, d. heroin

3. Which of the following poses the greatest health 
hazard to most people in the United States?
a. cigarettes, b. heroin, c. codeine, d. LSD, e. caff eine

4. Which of the following drugs does not cause physical 
dependence?
a. alcohol, b. morphine, c. peyote, d. codeine

5. Which of the following poses the highest immediate 
risk?
a. inhalants, b. marijuana, c. nicotine, d. LSD

6. Overall, why is intravenous injection the most danger-
ous method of using illicit drugs?
a. Because the drugs enter the system so rapidly,

b.  Because nonsterile equipment and solutions can 
cause serious complications,

c.  Because users usually get a larger amount of the 
drug by this method,

d. (a) and (c) only 

e. (a), (b), and (c)

Answers

1. (b)

2. (b)

3. (a) Approximately 300,000 deaths annually from 
coronary disease, other heart disease, lung cancer, 
 respiratory disease, and other types of cancer have 
been linked to smoking.

4. (c) Physical dependence on mescaline (the active ingre-
dient of the peyote cactus) or other hallucinogens has 
not been verifi ed.

5. (a) Inhalants. Sniffi  ng aerosols or other volatile sub-
stances can result in immediate death.

6. (e) The danger of contracting AIDS, hepatitis, or other 
infections is often overlooked by drug users who inject 
with nonsterile equipment.

Source: http://www.brazoria-county.com/sheriff /narc/quiz.htm.

know the facts! As you probably will discover, many 
myths remain about substance use that merit greater 
education and awareness, especially among the most 
vulnerable youth. Although most adolescents experi-
ment with substances ranging from cigarettes to street 
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drugs without experiencing adverse eff ects, the risks in-
clude increased mortality and morbidity related to im-
paired driving, unsafe sexual practices, aggression, and 
similar concerns (Williams, Holmbeck, & Greenley, 
2002). Frequent and prolonged consumption not only 
increases their risk of developing a substance use dis-
order, but interferes with the development of important 
psychosocial skills (Trim, Meehan, King, & Chassin, 
2007).

Th e use and abuse of substances (e.g., nicotine, alco-
hol, marijuana, and other drugs) is an increasing area of 
concern, particularly in adolescents. Th e abuse of such 
substances has physical implications for the developing 
child or adolescent, and may produce symptoms that 
mimic other psychopathological behaviors. Substance 
abuse is also related to a wide variety of psychological 
disorders.

Substance use disorders (SUDs) during adolescence 
include substance dependence and substance abuse, 
which result from the self-administration of any sub-
stance that alters mood, perception, or brain functioning 
(Brown & Abrantes, 2006). Whereas almost all abused 
substances can lead to psychological dependence, some 
also extend to physical dependence. Psychological de-
pendence refers to the subjective feeling of needing the 
substance to adequately function. Physical dependence 
occurs when the body adapts to the substance’s con-
stant presence, and tolerance refers to requiring more of 
the substance to experience an eff ect once obtained at 
a lower dose. Another aspect of physical dependence is 
the experience of withdrawal, an adverse physiological 
symptom that occurs when consumption of an abused 
substance is ended abruptly, and it is thus removed from 
the body.

Diagnostic criteria for the two types of SUDs (abuse 
and dependence) are shown in Tables 12.4 and 12.5, 
based on the DSM-IV-TR (APA, 2000). To receive a diag-
nosis of substance dependence, an adolescent (or adult) 
must show a maladaptive pattern of substance use for at 
least 12 months, accompanied by three or more signif-
icant clinical signs of distress—tolerance (the need for 
increased amounts to achieve intoxication), withdrawal 
(cognitive and physiological changes upon discontinu-
ation of the drug), and other indices of compulsive use. 
Substance dependence also is characterized as with or 
without physiological dependence (i.e., with or without 
evidence of tolerance or withdrawal). Criteria for sub-
stance abuse, in contrast, involve one or more harmful 
and repeated negative consequences of substance use 
over the last 12 months. Because substance dependence 
is the more serious of the two, a diagnosis of substance 
abuse would not be given if an individual met criteria 
for substance dependence.

As with other disorders described in this textbook, 
these criteria do not adequately consider important de-
velopmental diff erences between adults and adolescents. 
Whereas substance-abusing adolescents experience 
withdrawal symptoms, their physiological dependence 
and symptoms are less common than the same among 
adults. Adolescents are more likely to show cognitive 
and aff ective features associated with substance abuse 
and/or withdrawal, such as disorientation or mood 
swings (Brown & Abrantes, 2006).

SUDs among youths also diff er from those of adults 
in terms of their pattern of use, which is likely a function 
of the restrictions on availability. For example, adoles-
cents tend to drink less oft en, but drink larger amounts 

Source: Reprinted with permission of Diagnostic and Statistical Manual of Mental Disor-
ders, DSM-IV-TR, Text Revision, Fourth Edition. Copyright 2000 by the American Psychi-
atric Association.

S R i t d ith i i f Di ti d St ti ti l M l f M t l Di

T A B L E  1 2 . 4  DSM-IV Criteria for Substance 
Dependence

DSM-IV-TRA. A maladaptive pattern of 
substance use, leading to clinically signifi cant 
impairment or distress, as manifested by three (or more) 
of the following, occurring at any time in the same 
12-month period:

 (1) tolerance, as defi ned by either of the following:

 a.  a need for markedly increased amounts of the 
substance to achieve intoxication or desired eff ect

 b.  markedly diminished eff ect with continued use of 
the same amount of the substance

 (2) withdrawal, as manifested by either of the following:

 a.  the characteristic withdrawal syndrome for the 
substance

 b.  the same (or a closely related) substance is taken 
to relieve or avoid withdrawal symptoms

 (3)  the substance is often taken in larger amounts or 
over a longer period than was intended

 (4)  there is a persistent desire or unsuccessful eff orts to 
cut down or control substance use

 (5)  a great deal of time is spent in activities necessary to 
obtain the substance (e.g., visiting multiple doctors 
or driving long distances), use the substance (e.g., 
chain-smoking), or recover from its eff ects

 (6)  important social, occupational, or recreational activi-
ties are given up or reduced because of substance 
use

 (7)  the substance is continued despite knowledge of 
having a persistent or recurrent physical or psycho-
logical problem that is likely to have been caused or 
exacerbated by the substance (e.g., current cocaine 
use despite recognition of cocaine-induced depres-
sion, or continued drinking despite recognition that 
an ulcer was made worse by alcohol consumption)
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Source: Reprinted with permission of Diagnostic and Statistical Manual of Mental Disor-
ders, DSM-IV-TR, Text Revision, Fourth Edition. Copyright 2000 by the American Psychiatric 
Association.

Source: Reprinted with permission of Diagnostic and Statistical Manual of Mental Disor

T A B L E  1 2 . 5  DSM-IV Criteria for Substance Abuse

DSM-IV-TRA. A maladaptive pattern of 
substance use leading to clinically signifi cant 
impairment or distress, as manifested by one (or more) 
of the following, occurring within a 12-month period:

 (1)  recurrent substance use resulting in a failure to fulfi ll 
major role obligations at work, school, or home (e.g., 
repeated absences or poor work performance re-
lated to substance use; substance-related absences, 
suspensions, or expulsions from school; neglect of 
children or household)

 (2)  recurrent substance use in situations in which it 
is physically hazardous (e.g., driving an automobile 
or operating a machine when impaired by sub-
stance use)

 (3)  recurrent substance-related legal problems (e.g., 
arrests for substance-related disorderly conduct)

 (4)  continued substance use despite having persistent 
or recurrent social or interpersonal problems caused 
or exacerbated by the eff ects of the substance (e.g., 
arguments with spouse about consequences of in-
toxication, physical fi ghts)

B. The symptoms have never met the criteria for Substance 
Dependence for this class of substance.

at any one time than adults drink (i.e., binge drinking), 
which is associated with acute health and social risks 
(Chassin, Presson, Rose, & Sherman, 2007). Adolescents’ 
substance use also is strongly infl uenced by peers, their 
desire for autonomy and experimentation with adult 
“privileges,” and the level of parental supervision they 
received (Williams et al., 2002). Th ese infl uences aff ect 
the expression and features of the SUDs in ways that dif-
fer from adults.

Prevalence and Course

It should come as little surprise that alcohol remains 
the most prevalent substance used, and abused, by ad-
olescents. As shown in Figure 12.3, two-thirds of high 
school seniors, over half of tenth graders, and a third 
of those in eighth grade report that they have used al-
cohol over the past year, based on 2006 data (Johnston, 
O’Malley, Bachman, & Schulenberg, 2007). About one-
third of these teens report a history of binge drinking, 
defi ned as episodic heavy drinking of 5 or more drinks 
in a row. Cigarettes are the second most commonly used 
substance among adolescents, with about 60% of high 
school seniors reporting lifetime use of nicotine, and 
one-third smoking cigarettes in the last month.

Marijuana use is also common among these age 
groups, increasing from 10% in eighth grade, to 30% in 
twelft h grade. One substance use problem of great con-
cern regarding youths during the last decade is the in-
crease in illicit drugs other than marijuana. Th e num-
ber of adolescents who have used MDMA (i.e., Ecstasy), 
opiates, cocaine, and crack has been increasing, yet, the 
number of adolescents using hallucinogens and inhal-
ants has decreased somewhat (Johnston et al., 2007).
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Rates of substance use among adolescent girls have 
increased over the last decade to a level similar to that 
of boys.
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Given the relatively high levels of substance use 
among adolescents, it is not surprising that a signifi -
cant portion meet criteria for a substance abuse or de-
pendence diagnosis. Th e 2001 National Household Sur-
vey on Drug Abuse, which involves a community-based 
sample of youths, found that close to 8% of adolescents 
aged 12 to 17 met criteria for substance abuse or depen-
dence (Substance Abuse and Mental Health Services Ad-
ministration [SAMHSA], 2003). Not surprisingly, much 
higher rates of these disorders (about one in three) are 
reported among youths with histories of other mental 
health problems, or with involvement in the child wel-
fare or juvenile justice systems (Fidalgo, da Silveira, & 
da Silveira, 2008; Wilens, 2007).

Age of Onset
A certain amount of substance use during adolescence is 
normative behavior; therefore, researchers have looked 
at several factors that may diff erentiate trajectories of 
use that are relatively benign from those that have last-
ing signifi cance. One of the most widely supported risk 
factors for the onset of substance use problems and sub-
sequent disorders is age of fi rst use (Brown & Abrantes, 
2006). Th e National Longitudinal Survey of Youth 
(NLSY), for example, found that the odds of develop-
ing alcohol dependence decreased by 9% for each year 
that the onset of drinking was delayed (Grant, Stinson, 
& Harford, 2001). In general, researchers fi nd that alco-
hol use before age 14 is a strong predictor of subsequent 
alcohol abuse or dependence (Grant & Dawson, 1997), 
especially when early drinking is followed by rapid es-
calation in the quantity of alcohol consumption (King & 
Chassin, 2007).

Sex and Ethnicity
Although past surveys have found that girls typically use 
fewer types of drugs and use them less oft en than boys, 
sex diff erences in the lifetime prevalence rates of sub-
stance use are converging, due mostly to increased sub-
stance use among girls (Wallace et al., 2003). Similarly, 
rates of diagnoses for SUDs no longer diff er signifi cantly 
between boys and girls (about 8%) (SAMHSA, 2003).

Notable ethnic diff erences in prevalence rates of 
substance use and abuse have been found, however. As 
shown in Figure 12.4, African American eighth, tenth, 
and twelft h grade students have substantially lower us-
age rates for most illicit drugs when compared to white 
students. Hispanics generally have rates of use for many 
drugs that tend to fall between usage rates for whites and 
African Americans. However, Hispanic seniors have the 
highest rate of lifetime usage for powder cocaine, crack 
cocaine, heroin with and without a needle, metham-
phetamine, and crystal methamphetamine (SAMHSA, 
2003).

Course
Typically, rates of substance use peak around late ado-
lescence and then begin to decline during young adult-
hood, in conjunction with adult roles of work, marriage, 
and parenthood (Brown & Abrantes, 2006). For some 
youths, however, a pronounced pattern of early-onset 
risk-taking may signal a more troublesome course that 
can threaten their well-being in both the short and long 
term. As we note in Chapter 6 on conduct disorders, con-
cern is particularly warranted when high-risk behaviors 
begin well before adolescence, are ongoing rather than 
occasional, and occur among a group of peers who en-
gage in the same activities (Lerner & Galambos, 1998). 
Indeed, most adolescent risk and problem behaviors co-
occur, so an indication of one problem is oft en a signal 
that others may be happening or on their way (Wolfe, 
Jaff e, & Crooks, 2006).

Although experimentation with substances is com-
monplace among teenagers, it is not harmless; substance 
use lowers inhibitions, reduces judgment, and increases 
the risk of physical harm and sexual assault (Th omp-
son, Sims, Kingree, & Windle, 2008; Young, Grey, Ab-
bey, Boyd, & McCabe, 2008). A survey of Canadian high 
school students found that alcohol use infl uenced the 
practice of, or involvement in, many other high-risk be-
haviors (Feldman, Harvey, Holowaty, & Shortt, 1999), 
most notably unsafe sexual activity, smoking, and drink-
ing and driving. Moreover, girls who report dating ag-
gression are 5 times more likely to use alcohol than girls 
in nonviolent relationships, whereas boys are 2.5 times 
more likely (Pepler, Craig, Connolly, & Henderson, 
2002). Teens who use alcohol and drugs are more likely 
to have sexual intercourse at an earlier age, have more 
sexual partners, and have greater risk of sexually trans-
mitted diseases (Connolly, Furman, & Konarski, 2000). 
Substance use is also a risk factor for unhealthy weight 

F I G U R E  1 2 . 4  Past month illicit drug use among 
persons aged 12 or older, by race/ethnicity: 2002.
Source: Substance Abuse and Mental Health Services Administration (2003).
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 CHAPTER 12 Health-Related and Substance Use Disorders 393

control (such as taking diet pills or laxatives), suicidality, 
and mood and anxiety disorders (Swahn, Bossarte, & 
Sullivent, 2008).

Associated Characteristics
Turning more specifi cally to adolescents diagnosed with 
substance use disorders, many related symptoms and 
behaviors have been noted. Th ese youths tend to use 
more than one drug simultaneously, with marijuana 
and alcohol the most common combination, followed 
by alcohol and hallucinogens. Th ey also have problems 
related to poor academic achievement, higher rates of 
academic failure, higher rates of delinquency, and more 
parental confl ict (Chassin et al., 2007). Emerging re-
search also suggests that heavy drinking may be physi-
cally more dangerous at 15 years of age than a few years 
later at age 20, because it may disrupt or disturb ongo-
ing neurodevelopmental processes of myelination and 
synaptic pruning. When compared to teens with lower 
substance use levels, teens with long histories of heavy 
drinking performed poorly on tests of memory and at-
tention, in addition to exhibiting other signs of abnor-
mal neurological development (Clark, Th atcher, & Ta-
pert, 2008). Given these characteristics associated with 
SUDs, it comes as no surprise that there is high co-
morbidity with many disorders covered in this textbook, 
especially ADHD and conduct problems (Brown & 
Abrantes, 2006).

Causes

Similar to conduct disorders, several pathways and var-
ious risk factors have been associated with problem-
atic substance use in adolescents, including personality 
characteristics, family history, family functioning, and 
peer involvement.

Personality Characteristics
Personality characteristics that may predispose a teen 
to substance use stem from basic temperament charac-
teristics, such as increased sensation seeking (Connell, 
Dishion, & Deater-Deckard, 2006). Sensation seeking 
has been described as a preference for novel, complex 
and ambiguous stimuli, and has been linked to a range 
of high-risk behaviors. Although originally identifi ed 
as a personality characteristic, recent debate has arisen 
about whether sensation seeking is better understood as 
a more complex phenomenon that has hereditary com-
ponents but is also infl uenced by socialization (Dona-
hew et al., 1999). Th e implication of the more expanded 
conceptualization of sensation seeking is that it is a be-
havior that can be changed or shaped.

Regardless of whether sensation seeking is a per-
sonality trait or learned behavior, it has a clear link to 

adolescent substance use (Martin, Storr, Alexandre, & 
Chilcoat, 2008). A longitudinal study looking at two 
samples of adolescents between grades 8 and 10 found 
sensation seeking had strong predictive value for both 
current and future marijuana and alcohol use (Craw-
ford, Pentz, Chou, Li, & Dwyer, 2003). Th e relationship 
between sensation seeking and substance use was stron-
gest for predicting marijuana, followed by alcohol, and 
to a lesser extent, cigarette use. Furthermore, there were 
both sex and ethnicity diff erences in levels of sensation 
seeking—males tended to score higher than females, 
and white adolescents tended to score higher than ado-
lescents with other ethnic backgrounds. One of the most 
important fi ndings from this study indicated sensation 
seeking was not stable over time, suggesting that there 
may be a window of opportunity to intervene and pre-
vent sensation seeking.

Th ere are also many attitudes that predict substance 
use; some relate directly to substance use and others 

Associating with deviant and substance-using peers in-
creases access to, and adoption of, beliefs supporting 
drug use.
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394 PART 5 Problems Related to Physical and Mental Health

are more general attitudes. Positive attitudes about sub-
stance use (i.e., high perceived benefi t and acceptability, 
low perceived risk) and having friends who hold simi-
lar views are attitudes and beliefs found to be associated 
with substance use (SAMSHA, 2003). Perceiving oneself 
to be physically older than same-age peers and striving 
for adult social roles are also risky attitudes. Finally, how 
positively adolescents feel about school—in particular, 
how connected they feel to their school community—
predicts a lower risk for use of substances (Holmbeck, 
Friedman, Abad, & Jandasek, 2006). Th is concept of 
school connectedness is a nonspecifi c risk factor; that 
is, adolescents who feel engaged with and supported by 
their school tend to exhibit lower levels of risk behav-
ior in a variety of domains (e.g., substance use, violence, 
sexual behavior, suicidality). In contrast, youths who are 
more alienated and not involved in school tend to report 
higher levels of these behaviors.

Family Functioning
Th e lack of parental involvement and parent–child aff ec-
tion, inconsistent parenting and poor monitoring, and 
negative parent–child and inter-parent interactions are all 
factors that increase the risk of substance use (Brown & 
Abrantes, 2006). An investigation of drinking initia-
tion among sixth graders found that low parental ex-
pectations for abstaining from alcohol predicted ear-
lier onset of drinking, and interacted with adolescents’ 
own expectations. Th at is, if teens held positive expec-
tancies about alcohol use and believed their parents 
did not hold strong expectations for them not to drink, 
they were much more likely to initiate alcohol use dur-
ing grade 6. If they held these same beliefs but thought 
that their parents had clear expectations for them not to 
use alcohol, they were not as likely to initiate (Simons-
Morton & Chen, 2006). Th is fi nding was present for 
males, females, white, and African American youths, 
and demonstrates that even at a time when youths are 
turning toward their peers for cues about acceptable 
behavior, parent attitudes and parental drinking pat-
terns still play an important role (Latendresse et al., 
2008).

Low parental monitoring, or the extent to which par-
ents do not know “where their adolescents are and who 
they are with” has consistently emerged as a predictor of 
adolescent substance use (DiClemente et al., 2001). In-
terestingly, it seems to be the teens’ perception of paren-
tal monitoring that is important. (Presumably there is a 
correlation between adolescent perceptions of parental 
monitoring and actual parental practices.) For example, 
research with six cross-sectional, culturally diverse data 
sets found a signifi cant protective eff ect of perceived pa-
rental monitoring in predicting lower levels of substance 
use in each of the six cohorts (Rai et al., 2003).

Some researchers have found sex diff erences in the 
relationship between parental monitoring and substance 
use. For example, a study of 700 ninth and tenth graders 
found higher levels of parental monitoring were associ-
ated with less alcohol use in males, but had no aff ect on 
females’ behavior (Borawski et al., 2003). In this same 
study, trust between adolescent females (but not males) 
and their parents was a strong deterrent for risk behav-
iors. Other family characteristics that have been linked 
to adolescent substance use include a parental history of 
substance abuse, poor parent–teen communication, and 
family confl ict (Fergusson & Horwood, 1999; Hussong, 
Bauer, & Chassin, 2008; Hussong, Flora, Curran, Chas-
sin, & Zucker, 2008).

Peers and Culture
Given the importance that peer culture generally plays in 
adolescents’ lives, it is not surprising that peer infl uences 
play a large role in determining substance use. Th e role of 
peers seems to operate in more than one way. For exam-
ple, associating with deviant and substance-using peers 
causes youths to likely adopt beliefs supporting drug use 
(we tend to have similar beliefs to our friends). At the 
same time, affi  liation with these peers also increases ac-
cess to substances. In addition, the idea of a false consen-
sus (i.e., the belief that everyone is doing it) exerts pres-
sure on youths to engage in substance use. Th e extent to 
which individual teens think that their peer group is us-
ing substances is related to the individual’s decision to 
use or not use substances (Musher-Eizenman, Holub, & 
Arnett, 2003). Peer culture also glamorizes substance 
use, encouraging teens to use alcohol and drugs as a way 
of “fi tting in.” About one-third of hit songs, including 
three-quarters of rap songs, have some form of explicit 
reference to drug, alcohol or tobacco use (Primack, Dal-
ton, Carroll, Agarwal, & Fine, 2008).

Treatment and Prevention

Treatment outcomes for adolescents with SUDs have 
been mixed. Approximately one-half of adolescents re-
ceiving treatment for substance use disorders (SUDs) re-
lapse within the fi rst 3 months following treatment, and 
only 20% to 30% remain abstinent at 1 year (Cornelius 
et al., 2003). Despite limitations, among the more prom-
ising treatments for adolescent substance abuse are those 
that involve the larger systems aff ecting the adoles-
cent’s behavior (Waldron & Turner, 2008). Derived from 
interventions for conduct disorders, family-based ap-
proaches seek to modify negative interactions between 
family members, improve communication between mem-
bers, and develop eff ective problem-solving skills to ad-
dress areas of confl ict (Anderson, Ramo, Schulte, Cum-
mins, & Brown, 2007; Brown & Abrantes, 2006; Rowe & 
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Liddle, 2006). Multisystemic Th erapy (MST), for exam-
ple, involves intensive intervention that targets family, 
peer, school, and community systems, and has been es-
pecially eff ective in the treatment of SUDs among delin-
quent adolescents (Henggeler, Clingempeel, Brondino, 
& Pickrel, 2002; Randall & Cunningham, 2003). In gen-
eral, the type of treatment indicated depends on levels 
of use and the individual’s home environment. Adoles-
cents with low to moderate levels of substance abuse and 
a more stable home environment are reasonable candi-
dates for outpatient treatment, whereas those with more 
severe levels of substance abuse, an unstable living situ-
ation, or comorbid psychopathology may require an in-
patient or residential setting (Brown & Abrantes, 2006).

Because adolescence is a time of rapid, major tran-
sitions and changes in physical, emotional and social 
domains, prevention eff orts related to substance use in-
creasingly are being introduced at the elementary and 
secondary school levels. Facilitating successful transi-
tions, for example, in the areas of romantic and peer rela-
tionships, sexual behavior, and healthy lifestyle choices, 
has the added major benefi t of reducing multiple prob-
lematic outcomes in later life. Critical health-damaging 
behaviors that are preventable include substance use 

and abuse, unsafe sexual practices, and abusive behav-
ior, which have a common context of peer and dating re-
lationships (Wolfe et al., 2006). Th ese eff orts are being 
recognized as having important payoff s in terms of re-
ductions in future health problems and enhancement of 
personal goals (Irwin, Burg, & Cart, 2002).

Eff ective approaches to adolescent substance abuse 
prevention have addressed multiple risk factors from 
infl uences of the individual, peer, family, school, and 
community. Life Skills Training, a detailed and well-
evaluated program, emphasizes building drug resis-
tance skills, personal and social competence, and al-
tering cognitive expectancies around substance use 
(Botvin & Griffi  n, 2007). Because adolescents must re-
ceive consistent messages and reinforcement regarding 
pressures to use alcohol and drugs, as well as develop ef-
fective refusal skills, societal messages about responsi-
ble use are emphasized to infl uence students’ behavior. 
Prevention programs also target the social environment 
through the community and school norms and their ef-
fi cacy to enact change, and they oft en include some level 
of parent involvement and education to improve parent–
child communication about substance use (Greenberg, 
Domitrovich, & Bumbarger, 2000).

Study Resources
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www.cengage.com/psychology/mash
Supplement your review of this chapter by going to the 
book’s companion website, where you can take tutorial 
quizzes, use fl ash cards to master key terms, follow live links 
to useful websites, and explore the other study resources 
you’ll fi nd there.

CengageNOW is an easy-to-use resource that helps you 
study in less time to get the grade you want. An online 
study system, CengageNOW* gives you the option of taking 
a diagnostic pre-test for each chapter. The system uses the 
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results of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 
corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.

Study Resources (continued)
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ALTHOUGH SERIOUS EATING PROBLEMS have only recently 
been considered mental disorders, bizarre and unusual eating hab-

its have been documented for many centuries. Th e ancient Egyptians be-
lieved that illness could be avoided through monthly purges. Th e ancient 
Romans built the aptly described “vomitorium,” where men purged their 
stomachs aft er overindulging in a heavy banquet—before returning to eat more. 
For centuries, voluntary as well as forced starvation has had both saintly and 
evil guises, whether as religious fasting or as a way to put an end to individuals 
who seemed possessed and bewitched. Today, as always, eating and starvation 

C H A P T E R  P R E V I E W

13 Eating Disorders and 

Related Conditions

I feel like I’m disappearing, getting smaller every day but I look in the mirror—I’m 
bigger in every way.

—Lyrics from “Tunic (Song for Karen)” by Sonic Youth, written in memory of singer Karen Carpenter, who died of anorexia.
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valued. Th e various types of eating disorders increas-
ingly have become a problem for adolescents in Western 
society: It is the third most common illness in adoles-
cent females (Hudson, Hiripi, Pope, & Kessler, 2007).

How Eating Patterns Develop
Anyone who has ever watched a 2-year-old eat spaghetti 
knows that learning to feed oneself is not a simple pro-
cess. In fact, feeding and eating problems are a normal 
part of development for most children as they learn 
through gradual approximations.

Normal Development

Troublesome eating habits and limited food prefer-
ences are among the most distinguishing characteris-
tics of early childhood. Almost one-third of young chil-
dren (under age 10) are described as picky eaters by their 
mothers. Picky eating is more common among girls than 
boys (Rydell & Dahl, 2005; Marchi & Cohen, 1990), but 
its relationship to the emergence of eating disorders dur-
ing adolescence or adulthood is unclear (Jacobi, Hay-
ward, de Zwaan, Kraemer, & Agras, 2004). Beginning 
around age 9, girls are more anxious than boys about 
losing weight (Philipsen & Brooks-Gunn, 2008).

Th ese typical developmental patterns are, in part, 
a function of societal norms and expectations, espe-
cially for girls, as portrayed through images of thinness 
and attractiveness in magazines, television, and movies 
(Levine & Harrison, 2004). In addition, normal concerns 

are connected to mental health problems and unusual 
cultural practices.

Th is chapter addresses several eating disorders and 
their related conditions aff ecting children and youths. 
We begin with a discussion of risk factors that aff ect eat-
ing habits among infants and children, followed by dis-
cussion of the developmental signifi cance of childhood 
obesity. Obesity is not a psychiatric disorder, nor is it as-
sociated with greater psychopathology. However, chil-
dren with obesity are at risk of establishing unhealthy 
dieting patterns, oft en caused by social discrimination, 
that sometimes lead to chronic health problems and eat-
ing disorders (Puhl & Latner, 2007). We then turn our 
attention to feeding and eating disorders that occur dur-
ing infancy or early childhood, such as pica and failure 
to thrive.

Th e last section of the chapter addresses the two ma-
jor eating disorders of adolescence and young adult-
hood: anorexia nervosa and bulimia nervosa (shortened 
to “anorexia” and “bulimia” throughout the chapter). 
Anorexia emerges primarily among adolescent girls and 
may continue into young adulthood. It oft en is marked 
by an obsession with food and a drive for thinness that 
causes the person to lose sight of what is healthy. Buli-
mia is characterized by binge eating followed by an ef-
fort to compensate, usually through self-induced vom-
iting but sometimes by fasting, by misusing laxatives, 
diuretics, or other medications, or by exercising exces-
sively. Individuals with bulimia are also obsessed with 
food and with losing weight, but they do not experi-
ence the excessive weight loss associated with anorexia. 
Most persons with bulimia are within 10% of their nor-
mal weight, whereas individuals with anorexia refuse to 
maintain even a minimally normal weight.

Eating disorders have traditionally been only a med-
ical concern. Studies of their etiology and treatment 
have focused on physiological mechanisms and the se-
rious biological consequences associated with these dis-
orders. Over the last quarter century, as mental health 
professionals began to study psychosocial factors—ge-
netic makeup, cognitive and social development, and ev-
eryday experiences between infant and caregivers—they 
discovered that many of the same factors underlying 
other major childhood disorders signifi cantly infl uence 
early feeding and eating disorders.

Unlike most disorders of childhood and adolescence 
described in this text, however, the causes of major eat-
ing disorders seem to be disproportionately related to 
sociocultural infl uences, rather than psychological and 
biological infl uences. What makes these disorders par-
ticularly unusual is that they are so closely linked to 
Western culture, where food is plentiful and a person’s 
appearance, especially for young women, is so highly 

Eating disorders should not be confused with disorderly 
eating, a normal part of early development.
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increase the risk of an eating disorder (Touyz, Polivy, & 
Hay, 2008).

Early Eating Habits, Attitudes, and Behaviors
Disturbed eating attitudes describe a person’s belief that 
cultural standards for attractiveness, body image, and so-
cial acceptance are closely tied to one’s ability to control 
diet and weight gain. Even among 7- to 10-year-olds, con-
cerns about weight, dieting, and physique are common, 
suggesting that Western sociocultural values and preoc-
cupation with body weight and dieting—factors that lead 
to eating disorders among vulnerable adolescents—may 
be internalized and expressed at a very early age (Grif-
fi ths et al., 2000; Th ompson, Rafi roiu, & Sargent, 2003).

Researchers following sample groups of children and 
adolescents over several years have documented the con-
tinuity between eating problems during childhood (such 
as struggles at mealtime or disinterest in food) and the 
subsequent onset of a disorder. Examining patterns of 
eating problems over 8 years among normal adolescent 
girls, Graber, Brooks-Gunn, Paikoff , and Warren (1994) 
discovered that about 25% of them showed signs of a 
serious eating problem at each assessment. Th ese teens 
had earlier pubertal maturation, higher percentages of 
body fat, concurrent psychological problems (especially 
depression), and poorer body image than teens without 
eating problems (Tyrka, Waldron, Graber, & Brooks-
Gunn, 2003).

Weight concerns (such as fear of weight gain, worry 
over weight and body shape, diet history, and perceived 
fatness) and body image, in particular, appear to be sig-
nifi cantly related to the onset of eating problems and eat-
ing disorders during adolescence (Tyrka et al., 2003). Th is 

about weight and appearance can either be reduced or 
increased by the comments of parents, friends, and ro-
mantic partners. Th e eff ects of the early parent–child 
relationship on fundamental biological processes such 
as eating and growth patterns are of paramount impor-
tance (Canetti, Kanyas, Lerer, Latzer, & Bachar, 2008). 
Entering school is the next signifi cant developmental 
landmark because of increasing social pressure to con-
form to narrow perceptions of desirable body type. Sig-
nifi cantly, the desire to achieve an ideal image can turn 
into an obsession during adolescence.

Developmental Risk Factors

A developmental perspective of eating problems and 
eating disorders raises the intriguing possibility of a 
continuum of “eating pathology” that ranges from diet-
ing to clinical syndromes, across all developmental peri-
ods (Attie & Brooks-Gunn, 1995). Figure 13.1 illustrates 
how problem eating from a young age may contribute 
to being overweight or obese during childhood. For ex-
ample, peers in elementary school oft en tease or reject 
overweight children, which, in turn, may cause a drive 
for thinness with the intention of improving their neg-
ative body image and acceptance (Hayden-Wade et al., 
2005). Drive for thinness is a key motivational variable 
that underlies dieting and body image, among young 
females in particular, whereby the individual believes 
that losing more weight is the answer to overcoming her 
troubles and to achieving success (Philipsen & Brooks-
Gunn, 2008; Sands, 2000). However, such behavior cre-
ates the negative side eff ects of weight preoccupation, 
concern with appearance, and restrained eating, which 

F I G U R E  1 3 . 1  A developmental continuum of eating habits and disorders

Problem eating Teasing Drive for thinness

Early childhood

Developmental Periods

Eating Problems

Middle childhood Adolescence

Negative body image,
dieting, weight concerns
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1999). Th e importance of one’s perceived body image is 
discussed later in the sections on anorexia and bulimia.

Dieting and Weight Concerns
Restrictive dieting has become a North American pas-
time, especially among youths, who choose to diet at 
very young ages. A large-scale survey of students in 
grades 5 through 8 found that approximately 60% had 
tried to lose weight in the past 7 days (Th ompson et al., 
2003), which is consistent with the notion that these 
concerns oft en begin as early as elementary school and 
increase steadily throughout adolescence (Huon & Wal-
ton, 2000). A signifi cant number of these students re-
port feeling depressed aft er overeating and choose strict 
dieting as a form of weight control (Stice, Marti, Spoor, 
Presnell, & Shaw, 2008).

Chronic dieting seems strongly related to both gen-
der and developmental factors. By mid-adolescence, 
about two-thirds of girls report being on a diet during 
the previous year, which is a twofold increase over el-
ementary school. Among those who diet, about 10% of 
girls are chronic dieters—that is, someone who continu-
ously remains on a diet or who diets sporadically more 
than 10 times during the year (French, Story, Downes, 
Resnick, & Blum, 1995). In contrast, only 2% of boys are 
chronic dieters.

Why does dieting sometimes lead to overeating? De-
creasing caloric intake reduces a person’s metabolic rate, 
which allows fat to remain in the cells, so weight loss is 
in fact impeded. Th is failure to lose weight sets the stage 
for a vicious cycle of increased commitment to dieting 
and vulnerability to binge eating. Psychological conse-
quences also contribute to this cycle by creating what 
some researchers call the “false hope syndrome”—an 
initial commitment to change one’s appearance leads to 
short-term improvements in mood and self-image, but 
this hope declines as feelings of failure and loss of con-
trol increase (Polivy & Herman, 2005). Loss of control 
may lead to binge eating, and purging is seen as a way 
to counteract the perceived eff ects of binge eating on 
weight gain. Purging is the voluntary use of vomiting, 
laxatives, or other methods to rid the body of food. In-
variably, purging is followed by disgust and self-recrim-
ination, which prompts renewed vows of abstinence and 
sets the stage for the whole cycle of dieting, overeating, 
dietary failure, and aff ective distress to begin again (Po-
livy & Herman, 2005).

Although dieting is clearly a risk factor in relation to 
the onset of eating disorders, it should be viewed in per-
spective: Many young persons diet in order to infl uence 
body weight and shape, yet only a small minority de-
velop eating disorders. Dieting can be harmful or bene-
fi cial, depending on the individual and the conditions. It 
is important to distinguish between dieting in individu-

constellation of physical and psychological factors, linked 
to early eating problems and distorted beliefs, signifi es a 
considerable risk pattern for the development of persis-
tent and possibly severe eating problems (Jacobi et al., 
2004; Striegel-Moore & Bulik, 2007). Th e desire to ap-
pear thin may be responsible for the near-epidemic rates 
of referral of young people with eating disorders, espe-
cially bulimia, since the mid-1970s throughout Western 
society. In contrast, regular family meals may function 
as a protective factor for eating disorders (Neumark-
Sztainer, Eisenberg, Fulkerson, Story, & Larson, 2008).

Transition into Adolescence
Passage from childhood to early adolescence is full of 
unexpected challenges, not the least of which is under-
going the signifi cant changes in body shape that re-
quire considerable adjustments in self-image. Research 
has consistently shown that anorexia and bulimia typi-
cally occur during adolescence and that onset thereaf-
ter is rare (Striegel-Moore et al., 2005). Th e timing of 
maturation also aff ects dieting behavior, because girls 
who mature early are likely to be heavier than their late-
maturing peers (Tyrka et al., 2003).

As we saw with younger children, girls report feeling 
worse about themselves than do boys, most likely because 
girls place greater emphasis on their self-perceptions of 
their physical appearance (Kiang & Harter, 2006; Pax-
ton, Eisenberg, & Neumark-Sztainer, 2006). Although 
they readily acknowledge their interpersonal and social 
abilities, many post-pubescent girls say they frequently 
feel fat and unattractive. In contrast, boys see themselves 
in a more positive light with respect to achievement, aca-
demic aspirations, self-assertion, and body image (O’Dea, 
2006, 2008). Contradictory societal messages implying 
that women must be successful both in traditionally fem-
inine and traditionally masculine roles place added pres-
sure on young women to aspire to some elusive super-
woman caricature (Smolak, 2004). Female adolescents 
who describe themselves in superwoman terms are more 
likely to associate thinness with autonomy, success, and 
recognition for their independent achievements; how-
ever, they also are signifi cantly more at risk for eating 
disorders (Striegel-Moore & Steiner-Adair, 1998).

Th e all-too-familiar interaction of pubertal weight 
gain, the beginning of social dating, and threats to 
achievement status oft en promote body dissatisfaction, 
distress, and perceived loss of control in young adoles-
cents, especially because they occur cumulatively over 
a relatively short period (Philipsen & Brooks-Gunn, 
2008). As you might expect, these changes also encour-
age smoking and other substance use among teenage 
girls, who feel that these activities protect them from 
the impulse to binge eat and the consequences of weight 
gain (Crisp, Sedgwick, Halek, Joughin, & Humphrey, 
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can be overlooked when they are accompanied by more 
pronounced emotional and behavioral problems.

Body Weight
Anyone who has tried dieting knows how hard it is to 
lose weight and keep it off . Weight loss is rapid for the 
fi rst few weeks, but most of the lost weight returns with 
time. In fact, 90% to 95% of those who lose weight re-
gain it within several years (Garner & Wooley, 1991). 
Why is body weight so resistant to change? For years the 
blame was primarily placed on the dieter’s weak resolve 
or lack of willpower, but today researchers place more 
credence in the view that each person is biologically and 
genetically programmed to weigh within a certain, nat-
ural weight range. A person’s natural weight is regulated 
around his or her own set point, which is a comfortable 
range of body weight that the body tries to “defend” and 
maintain (Garner, 1997).

In eff ect, people who gain or lose weight will expe-
rience metabolic changes that strive to bring the body 
back to its natural weight. If fat levels decrease below 
our body’s normal range, the brain (specifi cally, the hy-
pothalamus) compensates by slowing metabolism. We 
begin to feel lethargic, we increase our sleep, and our 
body temperature decreases slightly to conserve energy 
(which is why many persons with anorexia complain of 
being cold). In this state of relative deprivation, uncon-
trollable urges to binge are common because our bod-
ies are telling us that they need more food than they are 
getting to function properly.

Similarly, the body fi ghts against weight gain by in-
creasing metabolism and raising body temperature in an 
eff ort to burn off  extra calories. (Admittedly, this valiant 
eff ort is seldom enough to conquer the force of holidays 
and other feasts.) Because of its responsivity to change, 
researchers oft en compare the body’s set point to the set-
ting on a thermostat that regulates room temperature. 
When room temperature falls below a certain range, the 
thermostat automatically sends a signal to the heating 
system to increase the heat level until it again reaches 
the established temperature setting. Human bodies re-
spond similarly to deviations in body weight by turning 
their metabolic “furnace” up or down (Garner, 1997).

Growth
Under normal conditions, the biological mechanisms of 
growth are like the well-orchestrated ecosystem of a for-
est or a lake—a system of feedback loops, messenger sig-
nals, and major organs that work together to maintain 
a healthy balance. For humans, the biology of growth 
fundamentally involves the manner in which circulating 
hormones interact with available nutritional resources 
to produce changes throughout the skeletal system. Th e 
most signifi cant hormonal determinants of growth rate 

als (especially children) who are not overweight, and di-
eting in individuals whose excess weight increases medi-
cal or psychological risk (Brownell & Rodin, 1994). Th ere 
is a critical diff erence between watching your weight as 
part of a health-conscious lifestyle and chronic, unreal-
istic dieting that upsets your body’s natural rhythm and 
balance.

A developmental approach to researching and treat-
ing eating disorders in youths is essential, yet few re-
searchers have adopted a developmental perspective in 
their studies (Pratt, Phillips, Greydanus, & Patel, 2003). 
While many of the symptoms exhibited are similar to 
adult symptoms, the eff ects of those symptoms may have 
lasting and signifi cant eff ects on adolescents’ growth 
and development. Adolescents with an eating disorder 
may be deprived of key social, emotional, and biological 
developmental processes that normally develop during 
this period.

Biological Regulators

How do we know when to eat and how much to eat? For 
most of us, eating, like sleeping, is a natural process, 
controlled by biorhythms that have adapted successfully 
over time to the stress and strain of our individual lives. 
However, normal patterns of eating and growth, as well 
as the disorders based on disturbances in these patterns, 
are infl uenced by physical and psychological processes 
that continuously interact. In essence, your particular 
growth and weight pattern is based on the relation be-
tween your genes and your constitution, which governs 
your ability from early infancy to self-regulate your sleep 
and elimination patterns, appetite, and past and current 
nutritional patterns.

Metabolic rate, or balance of energy expenditure, is 
established based on individual genetic and physiologi-
cal makeup, as well as eating and exercise habits. Indi-
vidual metabolism, in turn, serves to self-monitor and 
self-regulate behavior, which is why we may have trouble 
maintaining changes in weight or exercise. If you burn 
more energy than you take in, a state of chronic negative 
energy balance, or hypocaloric malnutrition, can occur. 
Malnutrition, even for brief periods of time, is followed 
by physical attempts to adapt, which can produce sig-
nifi cant biological, behavioral, and psychological eff ects, 
including loss of circadian rhythm, increase in the re-
lease of growth hormones, dermatological changes with 
the loss of fatty tissue or hair pigmentation, and emo-
tional and behavioral changes such as lethargy, depres-
sion, and apathy (Woolston, 1991). Th ese changes can 
have long-term consequences if they occur during cru-
cial developmental stages, or during the acquisition of 
fundamental cognitive abilities. Feeding and eating dis-
orders thus merit careful study, because these problems 

W4871.indb   401W4871.indb   401 9/19/08   11:14:06 AM9/19/08   11:14:06 AM



402 PART 5 Problems Related to Physical and Mental Health

• Attempts to reduce weight by dieting can lead to a vicious 
cycle of weight loss and weight gain. Chronic dieting is as-
sociated with the onset of adolescent eating disorders.

• Normal patterns of eating and growth, as well as the later 
emergence of eating disorders, are infl uenced by biologi-
cal processes such as one’s metabolic rate and set point.

Obesity
Childhood obesity is considered to be a chronic medi-
cal condition similar to hypertension or diabetes, and is 
characterized by excessive body fat. Persons with obesity 
regulate their weight appropriately, but their set point is 
elevated. Obesity usually is defi ned in terms of a body 
mass index (BMI), essentially a height-to-weight ratio, 
which is above the 95th percentile, based on norms for 
the child’s age and sex.

As we have seen, more and more children and ad-
olescents are caught up in a dieting cycle, and the rea-
sons for wanting to lose weight are compelling. Obesity 
is severely stigmatized in North American society and 
carries many social and health hazards (Puhl & Latner, 
2007). Herein lies a fundamental confl ict: Th e mass me-
dia powerfully promote the thin ideal in a land where 
fast food is widely available and accessible. Although 
obesity clearly is not a mental disorder, it can aff ect a 
child’s psychological and physical development signifi -
cantly. Obese children and adolescents are fi ve times 
more likely than healthy children to experience an im-
paired quality of life, similar to children with cancer 
(Schwimmer, Burwinkle, & Varni, 2003).

during childhood are the growth hormone (GH) and thy-
roid hormone, with additional gonadal steroids kicking 
in during adolescence to produce a further growth spurt 
and skeletal maturation. From 50% to 75% of growth 
hormone production occurs aft er the onset of deep sleep 
in children and young adults (Woolston, 1991), which 
may explain why eating and sleep disorders coexist in 
some younger children (Lyons-Ruth, Zeanah, & Benoit, 
1996).

Individual growth depends on GH circulating 
throughout the body. Th e release of GH from the pitu-
itary gland is determined by the hypothalamus and the 
higher brain structures that aff ect it (the limbic cortex 
and amygdala). Th ese higher brain structures are in-
volved in emotional sensation and response, which may 
account for the connection between eating and emo-
tional disorders (discussed in the following section). Just 
as a thermostat determines the need to increase or de-
crease temperature, the hypothalamus senses the need 
to release more or less GH throughout the body. To ac-
complish this task, the hypothalamus releases two con-
trolling hormones that exert opposite eff ects. Th e growth 
hormone inhibiting factor (i.e., somatostatin) essentially 
inhibits the GH response to internal signals of hunger, 
so we stop eating. In contrast, the growth hormone re-
leasing factor has the specifi c function of telling our 
body when, how, and where to grow by releasing growth 
hormone from the pituitary.

Familiarity with these biological processes makes 
it easier to understand how the biological substrates of 
growth and metabolism can be thrown off  balance by 
many factors that cause behavioral and physiological 
changes in children or young adults. Although we do 
not know if the majority of eating disorders are caused 
by biological abnormalities, or if the disorder itself cre-
ates a biological disruption, these underlying biological 
mechanisms infl uencing weight regulation are impor-
tant to the understanding of eating disorders discussed 
in the remainder of this chapter.

section summary
How Eating Patterns Develop
• Eating problems are common among children.

• Normal concerns about weight and appearance can be 
infl uenced unduly by parents and peers, sometimes re-
sulting in eating disturbances.

• Early eating habits, attitudes, and behaviors that place 
undue concern on body image and a drive for thinness in-
crease the risk of eating disorders.

• Increased dieting and weight concerns often accompany 
the transition into adolescence, especially for girls, which 
can lead to the emergence of unhealthy eating patterns.

E L L E N

Self-Image and Self-Esteem

It does matter to me what people say and think about my size. I 

guess the whole self-esteem thing began when I was little and 

other kids made fun of me for being fat—which basically I feel 

has continued until about a year ago.

OK, fi ne, that is other people’s rudeness and lack of sensitiv-

ity about someone’s problem. Because of these a__holes, I have 

always had to try harder at everything to prove I wasn’t just a fat 

blob—there was a person living, breathing, caring inside that 

has to be dealt with. . . . 

 . . . I fell into the trap from about age 5 of letting others’ im-

ages of a fat me be my own self-image. I have now let myself get 

to the point of only accepting others’ concept of my new getting-

thin person and don’t allow myself to think thin. There are times 
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among boys age 7 to 13 nearly tripled between the early 
1980s and the mid-1990s, while the prevalence of obesity 
among girls of the same age more than doubled (Trem-
blay & Willms, 2000). In addition to obesity, researchers 
are predicting that the number of overweight children 
will continue to increase worldwide, with half of chil-
dren in North America and over a third in the European 
Union becoming overweight (Wang & Lobstein, 2006).

Figure 13.2 discusses how children’s meal portions 
make a huge diff erence in their caloric intake, which 
may account for the jump in the percentages of boys and 
girls who are overweight, especially over the last decade 
(see “Unsafe at any age”). Th is fi gure also shows how the 
BMI index is calculated and plotted (see “Is your child 
overweight?”). Note how the BMI rate is expected to in-
crease with age, especially during adolescence. Th e ex-
ponential increase in fast-food restaurants and conve-
nient junk foods can also contribute to the rise in obesity 
rates. On any given day, 30% of American children eat 
fast food (Bowman et al., 2004), and 50% of the caloric 
intake of youths in the United States comes from added 
sugar and fat (Muñoz, Krebs-Smith, Ballard-Barbash, & 
Cleveland, 1997).

Although obesity during infancy and obesity dur-
ing later childhood are not strongly related, childhood-
onset obesity is more likely to persist into adolescence and 
adulthood (Philipsen & Brooks-Gunn, 2008; Troiano, 
Kuczmarski, Johnson, Flegal, & Campbell, 1995). Even 
during their youth, individuals with obesity risk many 
health concerns, such as cardiovascular problems and 
elevated cholesterol and triglycerides (Hayman, Mein-
inger, Coates, & Gallagher, 1995). Obesity during child-
hood may have long-term eff ects in that many lifestyle 
and behavioral choices associated with obesity develop 
during the school-age years. In fact, obesity is a ma-
jor factor in one out of every 10 adult deaths in North 
America (Katzmarzyk & Ardern, 2004).

One troubling fi nding is that preadolescent obesity 
is a risk factor in the later emergence of eating disor-
ders, especially for females, primarily due to the manner 
in which peers ignore or tease children who are obese. 
Obesity is strongly correlated with teasing by age-mates 
at an early age; teasing, in turn, predicts overall dissat-
isfaction with appearance and body image, and sets in 
motion a chain of restrictive and high-risk eating prac-
tices (Eisenberg, Neumark-Sztainer, & Story, 2003). 
Overweight children and adolescents may require assis-
tance at an early age in developing a healthy, acceptable 
body image and eating patterns to resist the harmful 
and cruel pressures of early adolescence (Hayden-Wade 
et al., 2005; Tanofsky-Kraff  et al., 2004).

Overweight students in middle and high schools use 
fewer healthy weight-control strategies (e.g., physical 
activity, healthier eating), and more unhealthy strate-

Ellen, an 18-year-old who fi rst became aware of her 
obesity when she was 9, describes her thoughts and feel-
ings with respect to her weight: Ellen’s self-disclosure 
captures the social and emotional dilemma that over-
weight children and adolescents so oft en face, which 
she characterizes as “the self-esteem thing.” Many obese 
children and adults suff er the consequences of Western 
cultural attitudes that equate attractiveness and compe-
tence with thinness. As early as fi rst grade, children are 
less likely to befriend overweight peers, and these atti-
tudes intensify during adolescence (Striegel-Moore & 
Bulik, 2007). Although her weight losses were slow, with 
the help of group and individual therapy, Ellen defeated 
the critical messages that had plagued her since child-
hood, allowing her to reach and maintain her realistic 
goal of 170 pounds.

Prevalence and Development

For the past decade, alarm bells have been sounding over 
the fact that the number of children who are overweight 
or obese is increasing. For example, the obesity rate 

when I get what I need—either trying a smaller-sized outfi t, 

having a total stranger compliment me or a friend tell me I’m 

looking nice that day—I get high on those compliments and I 

can be fueled on them for a day or so and then I’m back to square 

one—who is this person in the picture?

I am scared. All my life I have wanted to be thin. . . . 

I know the day I weigh 170 . . . the number isn’t going to 

make my mind snap into line and make me happy with my 

accomplishment.

The whole self-esteem thing seems as diffi  cult if not more 

so than the actual weight loss. To lose weight you eat the right 

foods and exercise—the weight falls off —but to change how 

you feel about yourself is a whole diff erent ball of wax. How do 

you change approximately 18 years of thinking about yourself one 

way when you are really no longer that person? How do I convince 

myself—do I write 500 times a day I am thin, worthwhile, nice, 

organized, good worker, pleasant personality, pretty, smart, logi-

cal mind, good advice giver? I know all these things about myself, 

but they are shadows of the tower of this whole f__ing weight 

thing. I need a bulldozer to knock over that tower. Where does 

the bulldozer come from—from inside? But where is it buried, 

where are the good feelings, the easiness with myself, the self-

confi dence that I do look nice and desirable? (From “Obesity,” by 

J. P. Foreyt and J. H. Cousins, 1987, pp. 502–503. In M. Hersen and 

V. B. Van Hasselt (Eds.), Behavior Therapy with Children and Adoles-

cents. Copyright © 1987 by John Wiley & Sons, Inc. Reprinted by 

permission of John Wiley & Sons, Inc.)
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Chinese children are now overweight, and that number 
is expected to double within the next decade (Time, Au-
gust 25, 2003).

Minorities make up a signifi cant proportion of 
low-SES populations in North America. Fast food and 
junk food tends to be relatively inexpensive; thus rates 
of consumption of these foods are higher in low-SES 
groups (Crister, 2003). An additional problem for low-
SES groups is that many of their neighborhoods are un-
safe, and parents may keep their children at home out of 
safety concerns, which severely limits a child’s opportu-
nities for physical activities.

Causes

Body weight, like height and hair color, is to a large ex-
tent a function of pedigree. By age 17, a child of two 
obese parents has 3 times the chance of being obese as 
a child of lean parents; moreover, if one sibling is obese, 
there is a 40% chance that a second sibling also will be 
obese (Garn & Clark, 1976). Although heritability may 
account for a substantial proportion of the variance in 
obesity, other individual and family-related factors, such 
as dietary and lifestyle preferences, also play a role.

Researchers have identifi ed an obesity gene among 
mice that carries instructions to produce a protein 
called leptin (Friedman & Burley, 1995). Leptin defi cien-
cies have been found among children with severe obesity 

gies (e.g., vomiting, diet pills, laxatives) than non-over-
weight students (Boutelle, Neumark-Sztainer, Story, & 
Resnick, 2002). Th us, a childhood pattern of being over-
weight may make it more diffi  cult during adolescence 
and adulthood to achieve or maintain the culturally val-
ued degree of thinness. Th e individual then may engage 
in the more extreme weight-control measures that may 
lead to an eating disorder.

Culture and SES
While the percentage of overweight or obese children 
in the United States increased 3% to 5% in the 1990s 
alone, an alarming trend is the 10% increase for African 
Americans and Mexican Americans over the same brief 
period (Ogden et al., 2002). Rates of obesity and eating 
disorders seem to increase upon exposure to Western 
culture (Becker, Burwell, Herzog, Hamburg, & Gilman, 
2002; O’Dea, 2008). A recent survey of 15 industrialized 
countries found that the United States had the highest 
percentage of overweight children, whether compared to 
age (13 vs. 15 years) or gender (Lissau et al., 2004). Fig-
ure 13.3 shows how the United States compares with the 
next highest countries and the country with the lowest 
percentage of obese youths (Lithuania). It could be that 
the massive Western infl uence and globalization of the 
fast-food industries may continue to fuel the rapid rise 
in obesity rates. Other countries, however, have obesity 
rates that are catching up. For example, up to 10% of 
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Unsafe at any age: The percentage of American kids who 
are overweight has more than doubled since the 1960s.

Is your child overweight? To find out, calculate the child’s BMI, and 
plot it by age on one of the two graphs below:
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of fat.
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F I G U R E  1 3 . 2  Bigger meals, bigger kids
Source: Newsweek, July 3, 2000, p. 43. Data from Centers for Disease Control and Prevention, and McDonald’s.
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Treatment

Because of the combination of health and social conse-
quences, prevention or intervention of childhood obe-
sity involves not only the individual’s health but also the 
family’s resources. Except when there are serious medical 
complications, pediatricians oft en recommend proper 
nutrition to arrest weight gain until the child’s height and 
weight are proportional. Note, however, that this nutri-
tion program does not involve putting the child on a diet, 
since energy-restricted or unbalanced diets can place a 
child in jeopardy of medical or learning problems.

Family functioning not only infl uences eating pat-
terns and obesity, it also can be instrumental in its pre-
vention and treatment. To no one’s surprise, any decrease 
in physical activity relative to food intake, such as eating 
while viewing television, can result in increased weight. 
Th us, eff orts to curb childhood obesity oft en focus on 
addressing parents’ knowledge of nutrition and increas-
ing children’s physical activity (Gable & Lutz, 2000).

Treatment should instill active, less sedentary rou-
tines. Obese and overweight children need parental en-
couragement, so many eff ective weight-loss programs 
teach parents and children ways to be more active. Chil-
dren who are taught to be active and reinforced for be-
ing less sedentary (such as playing outdoors rather 
than watching television) increase their liking for high-
intensity activity, which in turn reduces weight (Salvy, 
Kieff er, & Epstein, 2008). Similarly, pitfalls of weight-
control plans must be anticipated and removed to al-
low the child’s environment and daily routines to be al-
tered. For example, parents may be advised not to bring 
high-calorie snack foods into the house and to monitor 
what they eat in front of their children, as obese children 
are highly sensitive to food cues in their environments 
(Braet & Crombez, 2003).

Other behavioral interventions focus on the goal of 
making the child’s eating behaviors and physical activity 
patterns more adaptive and self-managed. Self-control 
procedures encourage children to set their own goals 
for diet, weight, and exercise, and teach them the neces-
sary skills to achieve these goals with minimal outside 
directives from parents or therapists. For example, chil-
dren may be taught to monitor the quantity and nature 
of their food, when they eat it, and who shared the meal; 
similar self-monitoring is encouraged for exercise goals 
(Wilfl ey et al., 2007). Even if some children are unable to 
reach or maintain their intended goal of weight loss, self-
control training encourages a greater sense of perceived 
control among children with obesity (Israel, 1999).

Lately, schools have begun to take a bigger role in 
helping young children develop a healthy body image 
and promote healthy eating habits (Kater, Rohwer, & 
Levine, 2000). Th e increase in the involvement of educa-

(Montague et al., 1997). Persons with obesity are some-
how resistant to leptin’s eff ect, a situation similar to adult 
diabetes, in which a person usually produces insulin but 
it fails to work properly, causing sugar levels to go out of 
control. Leptin levels decrease with dieting, so leptin is 
less likely to provide feedback to the hypothalamus. Par-
adoxically, this connection between dieting and lower 
leptin levels may explain why dieting increases hunger 
and slows metabolism, and results in gaining back the 
lost weight (Laessle, Wurmser, & Pirke, 2000).

Despite strong biological forces, proper diet and exer-
cise still play a critical role in determining a child’s level 
of obesity. We not only inherit our biochemical makeup 
from our parents, we also look to them as routine in-
structors and role models as we develop our attitudes to-
ward food and eating. Parents determine what food is 
available, and they model an approach to exercise and 
diet. However, inexperienced or highly pressured par-
ents may respond to any sign of distress in the infant or 
toddler by attempts to feed, by neglect, or by both re-
actions. Moreover, parents of obese children sometimes 
have greater diffi  culty setting limits, which has obvi-
ous implications for the child’s tendency to overeat (J. 
B. Sherman, Liao, Alexander, Kim, & Kim, 1995). Like 
many other childhood disorders, obesity and poor eat-
ing habits are related to the degree of family disorgani-
zation, ranging from poor communication and a lack of 
perceived family support, to sexual and physical abuse 
(Neumark-Sztainer et al., 2008).
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F I G U R E  1 3 . 3  Childhood obesity among boys 
and girls in the United States, Greece, and Portugal 
(countries with the highest rates) compared to 
Lithuania (lowest rate).
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• Obesity rates have increased dramatically in the past 
few decades, with a steeper increase in U.S. minority 
populations.

• The causes of obesity and related conditions (such as dis-
turbed eating attitudes) include genetic predisposition 
and family infl uences such as poor communication, lack 
of support, and in extreme cases, sexual and physical 
abuse.

• Treatment and prevention eff orts often are aimed at help-
ing parents take an active role in children’s proper nutri-
tion and activity level. Schools contribute to this eff ort by 
educating children in nutrition, exercise, and awareness 
of healthy eating attitudes and body image.

Feeding and Eating Disorders
Feeding and eating disorders that occur during infancy 
or early childhood constitute a general diagnostic cat-
egory that includes several diff erent developmental and 
behavioral problems associated with eating and growth 
that are evident from a very young age.

Feeding Disorder of Infancy or Early 
Childhood

Feeding disorder of infancy or early childhood is char-
acterized by a sudden or marked deceleration of weight 
gain in an infant or a young child (under age 6) and a 
slowing or disruption of emotional and social develop-
ment. Th is disorder can lead to physical and mental re-
tardation and even death.

Prevalence and Development
Feeding disorders and failure to gain weight are rela-
tively common, aff ecting up to one-third of young chil-
dren (Lyons-Ruth et al., 1996). If not identifi ed early, 
feeding disorders are particularly troublesome because 
they can have lasting eff ects on growth and develop-
ment. Feeding disorders are equally common among 
males and females.

Th ere is no typical developmental outcome among 
children with feeding disorders, probably because many 
of the factors that initially led to the problem in the fi rst 
place also aff ect the course of the illness. However, the 
onset of feeding disorder commonly occurs during the 
fi rst 2 years of life, which can lead to malnutrition with 
serious developmental consequences. If there is no med-
ical reason for the failure to gain weight, such early on-
set oft en is associated with poor caregiving that includes 
abuse and neglect (APA, 2000). Th us, feeding disorder 
can lead to, or be the result of, a failure to thrive (dis-
cussed in the following section). As expected, the factors 

tors was sparked by the alarming number of overweight 
children over the past decade, as well as their concern 
that children may be inundated by cultural forces that 
place undue value on dieting and appearance. Given the 
greater awareness of the importance of early eating hab-
its and the infl uence of cultural expectations, school-
based programs now address children’s and teens’ desire 
for knowledge and support in developing a healthy body 
image and eating attitudes (Neumark-Sztainer et al., 
2006). As shown in Box 13.1, schools have been active in 
developing educational strategies that involve the whole 
school environment, from classroom education, to caf-
eteria and vending machine selections, to training staff  
to recognize signs of disordered eating and promote 
healthy eating attitudes (Littleton & Ollendick, 2003).

section summary
Obesity
• Childhood obesity is defi ned by a body mass index above 

the 95th percentile for children of the same age and sex.

• Obesity is not a mental disorder, but it can aff ect a child’s 
psychological and physical development in signifi cant 
ways.

• Obesity poses a risk for unhealthy dieting patterns, chronic 
health problems, and later-onset eating disorders.

A  C L O S E R  L O O K

B O X  1 3 . 1   Junk Food Corporations 
in Schools

As education resources have decreased in recent years, 
schools boards have increasingly felt the need to seek 
funding elsewhere. Corporate sponsors have been quick 
to jump on board and sign contracts with school districts, 
allowing their products to be sold exclusively within the 
schools. In 2002, there were 240 U.S. school districts that 
had exclusive contracts with soft drink companies, and 
60% of U.S. middle and high schools had soft-drink vend-
ing machines (Fried & Nestle, 2002). Junk food is readily 
available in most school cafeterias and vending machines, 
and is often cheaper than healthy foods.

The plethora of junk food and rising obesity rates have 
led to criticisms of corporate contracts, and some districts 
are starting to take action. In 2001, California passed a 
bill placing nutrition regulations on all foods sold in pub-
lic schools (California State Education Code, §27), and Re-
freshments Canada, which represents 30 soft drink compa-
nies, announced in 2004 that it would voluntarily remove 
all soda drinks from Canadian elementary schools (Minis-
try of Education, January 6, 2004).

Source: Newsweek, July 3, 2000, p. 43.
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Prevalence and Development
Pica is more prevalent among institutionalized children 
and adults, especially persons with more severe impair-
ments and mental retardation (de Koning, Moreland, 
Valenti, & Dosen, 2007). Among children and adults 
with intellectual disabilities, the prevalence of pica 
ranges from 0.3% to 14.4% in the community, and 9% to 
25% in institutions (Ali, 2001). Th e degree of severity of-
ten is related to the degree of environmental deprivation 
and mental retardation in individuals suff ering from the 
more extreme forms of pica.

Causes and Treatment
Historically, pica was sometimes encouraged by fashions 
and social pressures that were similar to those aff ecting 
body image and appearance today. During the 18th and 
19th centuries, for example, young girls sometimes ate 
lime, coal, vinegar, and chalk, because these substances 
were believed to produce a fashionably pale complexion 
(Parry-Jones & Parry-Jones, 1994).

Specifi c causes of pica have not been isolated. Pica 
may appear during the fi rst and second years of life, 
even among otherwise normally developing infants and 
toddlers. Th e only distinguishing characteristic of these 
children is that they typically have poor stimulation in 
their home environment and may be poorly supervised. 
Because of the risk of lead poisoning or of obstruction 
in their intestine, pica can become a very serious and 

that lead to more serious problems over time include the 
degree and chronicity of malnutrition, the degree and 
chronicity of developmental delay, the severity and du-
ration of the problems in the infant–caregiver relation-
ship (Blissett, Meyer, & Haycraft , 2007; Drotar, 1991).

Causes and Treatment
Th e etiology of feeding disorder has been studied from 
both biological and psychosocial perspectives, and the 
best conclusion at present is that many interacting risk 
factors infl uence how a child adapts to a certain level of 
caloric intake, and infl uence whether the child shows 
normal or abnormal behavioral development. Because 
feeding disorder has long been associated with family 
disadvantage, poverty, unemployment, social isolation, 
and parental mental illness, considerable attention has 
been focused on those concerns.

Maternal eating disorders have been identifi ed as a 
specifi c risk factor for an infant’s eating or feeding dis-
order. A failure of children to thrive has been associated 
with mothers who have a history of disturbed eating 
habits and attitudes (Blissett et al., 2007; A. Stein, Mur-
ray, Copper, & Fairburn, 1996). Because the mother–
child relationship during the early stages of attachment 
is critical, eating disorders shown by infants and young 
children may be symptomatic of a fundamental problem 
in this relationship (Lyons-Ruth et al., 1996). Th us, treat-
ment regimens involve a detailed assessment of feeding 
behavior and parent–child interactions like smiling, 
talking, and soothing, while allowing the parents to play 
a role in the infant’s recovery (Linscheid, 2006).

Pica

Pica is the ingestion of inedible substances, such as hair, 
insects, or chips of paint, and primarily aff ects very 
young children and those with mental retardation. In-
fants and toddlers typically put things into their mouths, 
since taste and smell are their preferred ways of explor-
ing the physical world. Th is disorder is one of the more 
common and usually less serious eating disorders found 
among very young children, yet an infant or young child 
who eats inedible, nonnutritive substances for a period 
of one month or longer may have a more serious prob-
lem (Linscheid & Murphy, 1999).

Although children with pica also are interested in 
eating normal foods, they persist in consuming inedi-
ble items as well. In most reported cases, the disorder 
begins during infancy and lasts for several months, at 
which time it remits on its own or in conjunction with 
added infant stimulation and improved environmental 
conditions. For individuals with intellectual disability, 
however, pica may continue into adolescence before it 
begins to diminish gradually.

Infants and toddlers with pica may develop the disor-
der as a result of poor stimulation and supervision. They 
are at considerable risk of lead poisoning or intestinal 
obstruction.
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nosed with failure to thrive were found to be more inse-
curely attached than mothers of normal infants. Th ese 
mothers also were more passive and confused, and ei-
ther became intensely angry when discussing past and 
current attachment relationships or dismissed the at-
tachments as unimportant and non-infl uential (Benoit, 
Zeanah, & Barton, 1989). Children who have suff ered 
from failure to thrive as a result of early abuse exhibit 
poorer outcomes 20 years later than children whose 
failure to thrive resulted from neglect, lack of parent-
ing, or feeding diffi  culties (Iwaniec, Sheddon, & Allen, 
2003).

Th ese fi ndings support the notion that eating and 
growth disorders during early infancy are highly re-
lated to the poor quality of the caregiver–child attach-
ment, which is likely to refl ect the insensitive treatment 
the caregiver received as a child. Poverty, family disor-
ganization, and limited social support contribute to the 
likelihood of malnutrition and growth failure, as do in-
fants who are diffi  cult to feed and nurture because of 
temperament and acute physical illnesses (Olsen et al., 
2007). Hospitalization to achieve weight gain, without 
consideration of ways to improve the parent–child rela-
tionship, is oft en insuffi  cient to protect the child from 
further harm (Black, Dubowitz, Krishnakumar, & Starr, 
2007).

What is particularly striking about FTT is that a 
child’s developmental outcome is highly related to the 
child’s home environment. Signifi cant changes in qual-
ity of care and in the emotional environment results in 
better adjustment 20 years later, even for children who 

substantial problem for this group of infants or toddlers 
(Linscheid & Murphy, 1999; Woolston, 1991).

Researchers also have suspected, and in some cases 
discovered, vitamin or mineral defi ciencies among per-
sons with pica, although no specifi c biological abnormal-
ities have shown a causal link to the disorder (de Koning 
et al., 2007). Th ere is no evidence, except in cases of in-
tellectual disability, that genetic factors play a role in the 
etiology of the disorder.

Because of the limited number of treatment studies, 
no conclusions can be drawn about the relative success 
of any treatment for pica. Most clinical interventions for 
children with pica emphasize operant conditioning pro-
cedures, in which caregivers are shown how to reinforce 
the child for desirable behaviors such as exploring the 
room or playing with objects. Positive forms of atten-
tion, including smiling, laughing, and tickling, provide 
additional stimulation and are especially benefi cial, be-
cause the disorder oft en is related to inadequate inter-
action with caregivers (Linscheid, 2006). Caregivers are 
also taught to keep the child’s environment tidy and to 
remove or safely store dangerous substances.

Failure to Thrive

Failure to thrive (FTT) is a growth disorder associated 
with early feeding disturbances, which can have severe 
consequences for a child’s physical and psychological 
development. Like feeding disorder, this associated dis-
order is embedded in social and economic disadvantage, 
and oft en is connected to inadequate or abusive caregiv-
ing that originates during early infancy. Failure to thrive 
is considered the fi nal common pathway for multiple bi-
ological, psychological, and social factors that infl uence 
growth and viability of the infant or toddler (Attie & 
Brooks-Gunn, 1995).

Prevalence
Failure to thrive is characterized by weight below the 5th 
percentile for age and/or a deceleration of at least 2 stan-
dard deviations in the rate of weight gain from birth to 
the present, using standard growth charts for compari-
son (Spencer, 2007). Th e eating and feeding disorders of 
early childhood previously described can lead to, coexist 
with, or be the result of failure to thrive.

Causes
A prominent controversy concerns the signifi cance of 
emotional deprivation (lack of love) and malnutrition 
(lack of food). Investigators have argued that the in-
fant with failure to thrive has been deprived of mater-
nal stimulation and love, which results in emotional 
misery, developmental delays, and eventually, physio-
logical changes. In one study, mothers of infants diag-

This 4-month-old infant stopped gaining weight and 
developed failure to thrive.
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prompted Lasègue to propose a connection between a 
lack of parental aff ection (believed to be relatively com-
mon among wealthy families) and a preoccupation with 
food. Confl ict between parents and children could drive 
some teenage girls to refuse food as an expression of 
their feelings of rejection. Accordingly, by the turn of 
the century, the prescribed treatment for anorexia was a 
“parentectomy,” the removal of the child from the fam-
ily home, which was combined with force-feeding by 
any means necessary (C. J. Epstein, 1990).

References to the disorder we now refer to as bulimia 
date back to 6th-century descriptions of more than 40 
individuals who displayed symptoms described as “insa-
tiable voracity, morbid or canine appetite, with or with-
out vomiting” (Parry-Jones & Parry-Jones, 1994, p. 288). 
Interestingly, almost all of these historical cases de-
scribed males, perhaps because overeating was socially 
accepted as a sign of wealth or success, a reversal of the 
pattern today.

Ideal body sizes change with the times and with cul-
tural preferences. Rubenesque fi gures were considered 
highly attractive and desirable until the late 19th cen-
tury, when body image preferences were usurped by ma-
jor cultural changes. During the Victorian period, refus-
ing food was in keeping with prevailing social pressures. 
A hearty appetite was considered a wanton expression 
of sexuality and lack of self-restraint; women were ex-
pected to be passively uninterested in both sex and food. 
Th us, it became morally, spiritually, and socially desir-
able for women to refuse food, in response to shift ing 
cultural norms for women’s appearance and behavior 
(Brumberg, 1988).

According to physicians around the turn of the 
20th century, anorexia nervosa was a symptom of inap-
propriate romantic choices, blocked educational or so-
cial opportunities, and confl icts with parents. Slimness 
symbolized asexuality and gentility, which implied a re-
spectable amount of social distance from the working 
classes (Attie & Brooks-Gunn, 1995). Originating in the 
1930s, today’s attitudes and beliefs about women’s ideal 
body size and appearance have been shaped by advertis-
ers, fi lm stars, clothing designers, and similar forces, re-
sulting in a prevailing cultural preference for slimness.

Th e meaning of food and eating for female identity, 
the role of family and social class in determining body 
image and food choices, and the use of weight regula-
tion as a substitute for self-regulation and control in ad-
olescence remain salient causes of eating disorders to 
this day. Within the last quarter century, additional as-
pects of eating disorders, such as the chronic refusal of 
food, emphasis on overactivity, and bulimic symptoms 
of bingeing and purging, have gained recognition as sig-
nifi cant and potentially dangerous complications (Tyrka 
et al., 2003).

failed to thrive because of abuse (Iwaniec et al., 2003). 
Moreover, early FTT may aff ect physical growth in 
childhood, but there is no evidence that it aff ects future 
cognitive functioning (Black et al., 2007). For these rea-
sons, much of the etiology of FTT has focused on paren-
tal psychopathology that results in maltreatment of the 
child. In short, these associated feeding disorders may 
be a biological outcome of child abuse and neglect.

section summary
Feeding and Eating Disorders
• Pica is the eating of inedible substances. It aff ects 

mostly infants, toddlers, and some children with mental 
retardation.

• Feeding disorder of infancy or early childhood is charac-
terized by a sudden or rapid deceleration of weight gain 
and a disruption in major developmental milestones. The 
disorder can have serious consequences.

• Feeding disorder of early childhood can lead to or result 
from failure to thrive (FTT), characterized by weight be-
low the fi fth percentile for age.

Eating Disorders 
of Adolescence
Eating disorders (EDs), as well as eating-related prob-
lems such as dieting and bingeing, are most likely to 
appear during two important periods of adolescent de-
velopment: the early passage into adolescence and the 
movement from later adolescence to young adulthood 
(Herzog & Eddy, 2007; Touyz et al., 2008). Early- and 
middle-childhood risk factors, such as eating prob-
lems, dieting patterns, and negative body image, clash 
with the ongoing challenges that confront adolescents. 
Th is clash leads some teens, particularly girls, to exert 
excessive control over their eating in a misguided ef-
fort to manage stress and physical changes. In some in-
stances this controlled pattern of eating, coupled with 
other ill-conceived eff orts to overcompensate for eating 
and weight changes (such as excessive exercise), leads to 
major eating disorders such as anorexia nervosa and bu-
limia nervosa.

Anorexia nervosa gained medical attention in 1873, 
when two doctors fi rst described the disorder. Sir Wil-
liam Gull, an English physician, named the malady and 
described it for the fi rst time as a specifi c disease. About 
the same time, in Paris, psychiatrist Charles Lasègue de-
scribed anorexia from a social and psychological stand-
point. Both investigators observed that the disease was 
most prevalent in the wealthiest social classes, which 
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• a signifi cant disturbance in the individual’s percep-
tion and experiences of his or her own size.

As Martha’s story shows, anorexia nervosa is a se-
vere eating disorder with serious health and mental 
health consequences if left  untreated. One of the most 
notable features of the psychopathology of the disease is 
that persons who have it deny they are too thin or that 
they have a weight problem. As a result, friends or fam-
ily members oft en must insist on taking them to see a 
physician. Diagnostic criteria for anorexia nervosa are 
shown in Table 13.1.

Although the word anorexia literally means “loss 
of appetite,” that defi nition is misleading because the 
person with this disorder rarely suff ers appetite loss. 
Weight loss is accomplished deliberately through a very 
restricted diet, purging, or exercise. Although many 
persons occasionally use these methods to lose weight, 
the individual with anorexia intensely fears obesity and 
pursues thinness relentlessly.

Young persons who suff er from anorexia show a 
major distortion in how they experience their weight 
and shape. Th ey may become obsessed with measuring 
themselves to see whether the “fat” has been eliminated. 
Th us, how they see themselves and how they relate to 

Anorexia Nervosa

M A R T H A

Obsessed with Food and Weight

At 14, Martha was fi ve-foot-two and 69 pounds. And she thought 

that was normal. “I feel like I don’t need to gain weight, like I’m 

at a reasonable weight now,” reads her journal entry. Martha was 

in the hospital’s Eating Disorders Program because her dieting, 

which had begun 6 months earlier as a health kick, had evolved 

into anorexia: an obsession with food and weight that was con-

suming her life and threatening to kill her.

“It started when I was 13,” Martha explains. “Before I left for 

camp I had a physical, and the doctor said I should start eating 

more because I hadn’t started menstruating. At camp, Martha 

started eating “kind of the way a dieter would. In the morning I 

would eat a bowl of peaches. And at fi rst I’d eat the hot entrees, 

but then I started just having salads. My friends would say, ‘Gosh, 

you’re a healthy eater.’ Martha staved off  her period, but she 

embarked on a food fi xation that would stay with her for years. 

Along with the new eating regimen came a strict exercise pro-

gram. “It was gradual, but I really got into it: get home, no snack, 

do homework. In the afternoon, jump rope for ten minutes. Eat 

dinner. Every night I would do situps, leg lifts and jumping jacks. 

Fifty of each—no more, no less.”

Her mother tried everything to get her daughter to eat. The 

dinner table became a nightly battleground as everyone focused 

on Martha’s stubborn refusal to eat. “I wanted to eat, to be like 

other people, but I couldn’t,” she explains. “I thought a lot about 

the things that I wasn’t going to allow myself to eat each day. I 

felt like eating was something I had total control of, and I didn’t 

want to let go of that control.”

No one was able to convince Martha that she was in danger. 

Finally, her doctor insisted that she be hospitalized and carefully 

monitored for treatment of her illness. It took a lengthy hospi-

talization and a good deal of individual and family outpatient 

therapy for Martha to face and solve her problems.

Today, at age 16, she weighs 100 pounds and [is] gaining. 

Martha plans to attend medical school and go into pediatrics—

undaunted by the fact that she’ll be in school for many, many 

years to come. “I’m not afraid to work really hard,” she says. “I’m 

good at that.” (Solin, 1995)

Martha is suff ering from the restricting type of anorexia 
nervosa, an eating disorder characterized by

• the refusal to maintain a minimally normal body 
weight.

• an intense fear of gaining weight.

T A B L E  1 3 . 1  Main Features of DSM-IV-TR 
Diagnostic Criteria for Anorexia Nervosa

DSM-IV-TRA. Refusal to maintain body weight 
at or above a minimally normal weight for age and 
height.

B. Intense fear of gaining weight or becoming fat, even 
though underweight.

C. Disturbance in the way in which one’s body weight or 
shape is experienced, undue infl uence of body weight 
or shape on self-evaluation, or denial of the seriousness 
of the current low body weight.

D. In postmenarcheal females, amenorrhea—that is, the 
absence of at least three consecutive menstrual cycles.

 Specify type:

 Restricting Type: During the current episode of an-
orexia nervosa, the person has not regularly engaged 
in binge-eating or purging behavior (i.e., self-in-
duced vomiting or the misuse of laxatives, diuretics, 
or enemas).

 Binge-Eating/Purging Type: During the current epi-
sode of anorexia nervosa, the person has regularly 
engaged in binge-eating or purging behavior (i.e., 
self-induced vomiting or the misuse of laxatives, di-
uretics, or enemas).

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Disor-
ders, DSM-IV-TR, Fourth Edition Text Revision, Copyright © 2000 by the American Psychi-
atric Association.

W4871.indb   410W4871.indb   410 9/19/08   11:14:10 AM9/19/08   11:14:10 AM



CHAPTER 13 Eating Disorders and Related Conditions 411

Keel, Baxter, Heatherton, & Joiner, 2007). Th is lack of 
clarity has led some researchers to question the validity 
of the subtypes for anorexia (Eddy et al., 2007; Wonder-
lich, Joiner, Keel, Williamson, & Crosby, 2007). Th e an-
orexia binge–purge subtype may represent a more severe 
form of anorexia rather than a distinct diagnostic sub-
category (Eddy, Dorer, Franko, et al., 2008).

Bulimia Nervosa

others is oft en a function of their perceived shape and 
weight. To such an individual, weight loss is a triumph of 
self-discipline. Martha expressed this perfectly: “When 
I lose weight, I look better and I feel better.” But with 
anorexia there is never enough weight loss: Th e person 
always wants to lose more weight to be on the safe side, 
and if not enough weight is lost one day, the person may 
panic and work extra hard to lose weight the next day.

Th e DSM-IV-TR specifi es two subtypes of anorexia 
based on the methods used to limit caloric intake. Th is 
distinction has to do with possible diff erences in etiol-
ogy and treatment avenues. In the restricting type, in-
dividuals seek to lose weight primarily through diet, 
fasting, or excessive exercise; in the binge-eating/
purging type, the individual regularly engages in epi-
sodes of binge eating or purging, or both. Compared 
with persons with bulimia, those with the binge-eating/
purging type of anorexia eat relatively small amounts of 
food and commonly purge more consistently and thor-
oughly. Approximately one-half of the individuals meet-
ing criteria for anorexia engage in binge-eating and 
purging behavior (APA, 2000).

While the two subtypes of anorexia may be useful 
for distinguishing diff erent etiologies or treatment ap-
proaches in some cases, empirical support for the sub-
types has been limited. Recent studies have failed to 
fi nd signifi cant evidence of the diff erences between the 
binge-purge and restricting subtypes of anorexia in co-
morbid psychopathology, recovery, relapse, or mortal-
ity rates (Keel, Dorer, Franko, Jackson, & Herzog, 2005; 

Although Phillipa dieted and exercised to lose weight, 
unlike Martha she regularly ate huge amounts of food 
and maintained her normal weight by forcing herself to 
vomit. Phillipa oft en felt like an emotional powder keg—
angry, frightened, and depressed. Unable to understand 
her own behavior, Phillipa thought no one else would ei-
ther. She felt isolated and lonely. Typically, when things 
were not going well, she would be overcome with an un-
controllable desire for sweets. She would eat pounds of 
candy and cake at a time, and oft en not stop until she 
was exhausted or in severe pain. Th en, overwhelmed 
with guilt and disgust, she would make herself vomit.

Her eating habits so embarrassed her that she kept 
them secret until, depressed by her mounting problems, 
she attempted suicide. Fortunately, she didn’t succeed. 
While recuperating in the hospital, Phillipa was referred 
to an eating disorders clinic where she became involved 
in group therapy. Th ere she received medications to treat 
the illness and the understanding and help she so des-
perately needed from others who had the same problem. 
With a smile, Phillipa explains: “It taught me that my 
self-worth is not absolutely correlated with my appear-
ance or what others may think of me.” (National Insti-
tute of Mental Health [NIMH], 1994)

Of the two major forms of eating disorders affl  ict-
ing adolescents and young adults, bulimia nervosa is far 
more common than anorexia. Th e DSM-IV-TR diagnos-
tic criteria listed in Table 13.2 note that the primary hall-

P H I L L I P A

A Well-Kept Secret

Phillipa developed bulimia nervosa at 18. Like Martha, her 

strange eating behavior began when she started to diet. But Phil-

lipa began gaining weight because she was eating a lot at night. 

With the extra weight came self-loathing. “I felt like my body was 

in the way of me being successful at school, and getting dates. 

I looked in the mirror several times a day, thinking ‘I don’t even 

want to be in this body.’ There wasn’t a minute in my life that I 

didn’t think about some aspect of how I looked.”
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Persons with bulimia attempt to conceal binge eating 
out of shame. Although binges are not planned, a ritual 
may form wherein the person, sensing no one around, 
makes a split-second decision (on the way home from a 
late-night party, for example) to stop, purchase, and con-
sume massive quantities of food. Typically, binge eating 
follows changes in mood or interpersonal stress, but it 
also may be related to intense hunger from dieting, or to 
feelings about personal appearance or body shape. Al-
though these feelings may dissipate for awhile, the de-
pressed mood and self-criticism usually return (Smyth 
et al., 2007).

Th e second important part of the diagnostic criteria 
involves the individual’s attempts to compensate some-
how for a binge. Compensatory behaviors are intended 
to prevent weight gain following a binge episode, and in-
clude self-induced vomiting, fasting, exercising, and the 
misuse of diuretics, laxatives, enemas, or diet pills. Th e 
criteria subdivide bulimia into purging type, in which 
there is regular self-induced vomiting or regular over-
use of laxatives or diuretics to reduce fl uids and sol-
ids, and non-purging type, in which the individual uses 
other forms of compensation, such as fasting or exces-
sive exercise.

Approximately two-thirds of persons with bulimia 
engage in purging. By far the most common compen-
satory technique aft er an episode of binge eating is in-
duced vomiting—stimulating the gag refl ex with the fi n-
gers or another instrument—a method reported by 80% 
to 90% of individuals with bulimia who seek treatment. 
Vomiting produces immediate relief from physical dis-
comfort and reduces fear of gaining weight.

A diff erent pattern of compensatory behavior is re-
ported among community samples of individuals who 
fi t criteria for bulimia (i.e., individuals who have not 
sought help but are identifi ed through random inter-
views by phone or in person). Figure 13.4 shows the vari-
ous compensatory behaviors of males and females who 
met all criteria for bulimia nervosa, based on their re-
sponses to part of the Ontario Health Survey, in which 
over 8000 individuals were interviewed in person about 
their health habits. Among these non-referred subjects, 
vigorous exercise and strict diet are the preferred means 
of compensating for bingeing. In contrast to clinical 
samples, only 1 in 5 reported vomiting as a compensa-
tory behavior (Garfi nkel et al., 1995).

Research with community (nonclinical) samples 
has not identifi ed any signifi cant diff erences between 
persons with bulimia who purge and those who do not 
(Stice & Fairburn, 2003; Tanofsky-Kraff  et al., 2007). Di-
etary symptoms (e.g., restraint, purging) are central fea-
tures of bulimia, but only a subset of people with buli-
mia exhibit both dietary restraint and depressive aff ect. 
Young women who have the dietary-depressive subtype 

mark of bulimia nervosa is binge eating. Because most 
of us overeat certain foods at certain times, you may 
ask “What exactly is a binge?” As noted in the criteria, 
a binge is an episode of overeating that must involve an 
objectively large amount of food (more than most people 
would eat under the circumstances), and lack of control.

No specifi c quantity of food constitutes a binge—it is 
the context of the behavior that must also be considered. 
Overeating at celebrations or holiday feasts, for example, 
is not considered bingeing. Although most binge eaters 
report overeating junk food rather than fresh fruits and 
vegetables, the amounts of food they consider a binge 
vary widely. On average, eaters consume roughly 1500 
calories during a binge, about 5 times more than they 
normally ate at one time (Rosen, Leitenberg, Fisher, & 
Khazam, 1986).

T A B L E  1 3 . 2  Main Features of DSM-IV-TR 
Diagnostic Criteria for Bulimia Nervosa

DSM-IV-TRA. Recurrent episodes of binge 
eating. An episode of binge eating is characterized 
by both of the following:

(1) Eating, in a discrete period of time (e.g., within any 
2-hour period), an amount of food that is defi nitely 
larger than most people would eat during a similar 
period of time and under similar circumstances

(2) A sense of lack of control over eating during the epi-
sode (e.g., a feeling that one cannot stop eating or 
control what or how much one is eating)

B. Recurrent inappropriate compensatory behavior in or-
der to prevent weight gain, such as self-induced vomit-
ing; the misuse of laxatives, diuretics or enemas, or other 
medications; fasting; or excessive exercise.

C. The binge eating and inappropriate compensatory be-
haviors both occur, on average, at least twice a week for 
3 months.

D. Self-evaluation is unduly infl uenced by body shape and 
weight.

E. The disturbance does not occur exclusively during epi-
sodes of anorexia nervosa.

 Specify type:

 Purging Type: During the current episode of bulimia 
nervosa, the person has regularly engaged in self-
induced vomiting or the misuse of laxatives, diuret-
ics, or enemas.

 Nonpurging Type: During the current episode of 
bulimia nervosa, the person has used other inappro-
priate compensatory behaviors, such as fasting or 
excessive exercise, but has not regularly engaged in 
self-induced vomiting or the misuse of laxatives, di-
uretics, or enemas.

Source: Reprinted with permission from Diagnostic and Statistical Manual of Mental Dis-
orders, DSM-IV-TR, Fourth Edition, Text Revision, Copyright 2000 by the American Psychi-
atric Association.
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side surface of the front teeth, is due to the contact of 
the acidic stomach contents with the teeth. Among fe-
males, menstrual irregularity or amenorrhea may oc-
cur, although it is not clear whether these disturbances 
are related to weight fl uctuations, other nutritional defi -
ciencies, or stress. Electrolyte imbalances due to purg-
ing behavior are sometimes severe enough to cause sig-
nifi cant medical problems. Box 13.2 lists bulimia danger 
signals that point to the need for further assessment and 
intervention.

Binge eating disorder (BED) (APA, 2000) has be-
come increasingly widespread during this age of abun-
dant fast food and obesity. Although similar to the binge 
eating found in bulimia, BED is without the compensa-
tory behaviors. It involves periods of eating more than 
other people would with a feeling of a loss of control. 
Researchers diff er on whether binge episodes are objec-
tive overeating (e.g., over 1000 calories) or an individ-
ual, subjective feeling of losing control (e.g., eating two 
cookies on a strict diet). Youths defi ne overeating in a 
variety of ways, including the amount and types of food 
eaten, emotional consequences aft er the binge (e.g., feel-
ing guilty), and the individual’s reasons for overeating 
(Neumark-Sztainer et al., 2006).

Th e prevalence of BED is approximately 3.5% for 
women and 2.0% for men (Hudson et al., 2007). Th e 
mounting concern over BED is justifi ed not only by the 
higher rates of obesity and weight loss attempts, but also 
by the negative mental health correlates. Youths with 
BED score lower on body satisfaction and self-esteem, 

exhibit more eating pathology, social impairment, psy-
chiatric comorbidity, and persistence of bulimic symp-
toms over 5 years than women with only the dietary 
subtype (Stice & Fairburn, 2003).

Like those with anorexia, adolescents and adults with 
bulimia oft en are described as rigid and absolutistic (dis-
playing an all-or-nothing attitude) in their thinking 
(Joiner, Katz, & Heatherton, 2001; Th ompson-Brenner 
et al., 2008). Th ey see themselves as either completely in 
control or completely out of control, and view everyday 
events in extremes of either black or white. Martha re-
vealed such thinking by her comment, “I felt like eating 
was something I had total control of, and I didn’t want to 
let go of that control.” Phillipa also expressed absolutistic 
thinking, attributing her woes to one thing and one thing 
only: “I felt like my body was in the way of me being suc-
cessful at school, and getting dates.” Th ese beliefs relate to 
the DSM-IV-TR criteria, which stress the importance of 
body shape and weight to self-evaluation. Young women 
with bulimia, as well as those with anorexia, have greater 
dissatisfaction with their body proportions and distort 
their true body size, behaviors that are more strongly 
connected to cognitive factors, such as biases in attention 
and memory, and selective interpretation or judgment, 
than with any actual problem with perceptual ability 
(Cash & Deagle, 1997; Striegel-Moore & Bulik, 2007).

Th e medical consequences of chronic bulimia can be 
signifi cant, although they are not as severe as the con-
sequences that result from anorexia. Common physical 
complaints include fatigue, headaches, and puff y cheeks 
(due to enlarged salivary glands). Th e permanent or sig-
nifi cant loss of dental enamel, especially from the in-
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F I G U R E  1 3 . 4  Compensatory behaviors of 
full-syndrome bulimia nervosa among community 
samples.
(Data from Garfi nkel et al., 1995)

A  C L O S E R  L O O K

B O X  1 3 . 2   Bulimia Danger Signals

• Regular bingeing (eating large amounts of food over a 
short period of time)

• Regular purging (by vomiting, using diuretics or laxa-
tives, strict dieting, or excessive exercising)

• Retaining or regaining weight despite frequent exer-
cise and dieting

• Not gaining weight but eating enormous amounts of 
food at one sitting

• Disappearing into the bathroom for long periods of 
time to induce vomiting

• Abusing drugs or alcohol or stealing regularly

• Experiencing long periods of depression

• Having irregular menstrual periods

• Exhibiting dental problems, swollen cheek glands, 
bloating, or scars on the backs of the hands from forced 
vomiting

Source: American Anorexia/Bulimia Association (1996).
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414 PART 5 Problems Related to Physical and Mental Health

(Lock & le Grange, 2006). Because the majority of adoles-
cents with eating problems don’t meet the diagnostic cri-
teria for bulimia or anorexia (Eddy, Doyle, Hoste, et al., 
2008), professional organizations such as the Society for 
Adolescent Medicine have advised clinicians to set lower 
thresholds for diagnosing adolescents with eating disor-
ders (i.e., not requiring they meet all the DSM criteria).

Eating Disorders Among Boys
Th ere is increased recognition that eating disorders are 
more common among young men than originally be-
lieved. Males also are subjected to powerful media im-
ages, although not to the same extent as females. Th e in-
creasingly muscular male body ideal may be contributing 
to body dissatisfaction, disordered eating, and harmful 
weight-control or body-building behaviors (Labre, 2002). 
Young men with eating disorders show some of the same 
clinical features as young women. However, men show 
less of a preoccupation with food or a drive for thinness, 
and want to be more muscular than they actually are, 
and more muscular than the average male body (Cohane 
& Pope, 2001; Olivardia, Pope, Borowiecki, & Cohane, 
2004). Because eating disorders are considered a problem 
aff ecting primarily women, young men may be under di-
agnosed (Nelson, Hughes, Katz, & Searight, 1999).

Sexual Orientation
Since the early 1980s, the relationship between sexual 
orientation and eating disorders has attracted increasing 
attention from researchers. Research suggests that gay 
men appear to be at greater risk for behavioral symptoms 
of eating disorders compared to heterosexual men (Yel-
land & Tiggemann, 2003). Gay men also are more sus-
ceptible than heterosexual men to media images promot-
ing thinness (Levine & Harrison, 2004), and are more 
likely than heterosexual men to experience poor body 
image and body dissatisfaction and related eating disor-
ders symptomatology (Kaminski, Chapman, Haynes, & 
Own, 2005; Martins, Tiggemann, & Kirkbride, 2007).

While these studies suggest that gay men may be 
more susceptible to developing eating disorders and neg-
ative body image, the research examining the etiology of 
body dissatisfaction and eating problems in gay men is 
sparse. In a survey of 4,374 adolescent boys, those who 
described themselves as gay or bisexual reported mak-
ing more eff orts to look like boys or men in magazines 
than did heterosexual boys (Austin et al., 2004). While 
this study does not necessarily suggest a causal relation-
ship to eating disorders, it does add to the body of litera-
ture suggesting homosexuality as a possible risk factor 
for the development of eating disorders in males. Fur-
ther research into the risk factors that may infl uence the 
trajectory of eating problems in gay men will focus our 
clinical and intervention eff orts more effi  ciently.

higher on depressive mood, and are more likely to re-
port that weight and shape are very important to their 
overall feelings about themselves (Ackard, Neumark-
Sztainer, Story, & Perry, 2003). Perhaps the most shock-
ing fi nding in this study was that over 25% of both boys 
and girls meeting criteria for BED reported that they 
had attempted suicide.

Prevalence and Development 
of Anorexia and Bulimia

Based on population-based studies, the prevalence of 
anorexia nervosa is 0.9% for women and 0.3% for men; 
prevalence of bulimia nervosa is 1.5% and 0.5% for 
women and men, respectively (Hudson et al., 2007). Dis-
tinguishing between the two major eating disorders of 
adolescents and young adults can be diffi  cult, because 
anorexia and bulimia share many features. Members of 
both groups have distorted body images and nervous 
feelings aft er eating. However, persons with anorexia are 
15% or more below normal weight, whereas persons with 
bulimia are within 10% of normal weight. Also, persons 
with anorexia engage in binge eating only occasionally 
and typically avoid forbidden food, whereas those with 
bulimia binge frequently on forbidden food, then purge 
to control their weight.

Eating disorders can overlap with other mental dis-
orders, such as depression and schizophrenia, obscuring 
some features and leading to misdiagnosis (Herzog & 
Eddy, 2007). However, in terms of cognitive beliefs and 
self-image, only patients with anorexia show an intense 
drive for thinness and a disturbance in their perception 
of body image. As well, criteria for eating disorders de-
fi ned by the DSM-IV-TR remain the subject of consider-
able debate. Recent data indicate that the majority (ap-
proximately 60%) of those with eating disorders do not 
meet the full DSM-IV-TR diagnostic criteria for either 
anorexia or bulimia (Eddy, Doyle, Hoste, Herzog, & le 
Grange, 2008; Wade, Crosby, & Martin, 2006).

Th e diagnosis of eating disorders is especially diffi  cult 
among youths, who are still maturing physically, cogni-
tively, and emotionally. As a result, they are more likely 
to meet criteria for an Eating Disorder, Not Otherwise 
Specifi ed (EDNOS). For example, the vast majority of 
the disorders found in Wade et al. (2006) were diagnosed 
with EDNOS (APA, 2000), a category of eating disorders 
for those individuals who are deemed to have a clinically 
signifi cant eating disorder that does not meet the crite-
ria for anorexia or bulimia. Within this broad category, 
binge-eating disorder is defi ned by signifi cant binge eat-
ing and associated distress in the absence of any compen-
satory behaviors. Th e EDNOS category is less stringent 
than DSM-IV-TR criteria for anorexia or bulimia, and 
therefore is sometimes more appropriate for adolescents 
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higher SES more likely to diet and have a lower body 
weight (Nevonen & Norring, 2004). It is plausible that 
as populations in non-Western nations become more af-
fl uent, the risk of developing an eating disorder will in-
crease, regardless of culture or ethnicity. African Amer-
ican women from higher SES backgrounds reported 
similar levels of body dissatisfaction to North-European 
American women, suggesting that body dissatisfaction 
is associated with SES more powerfully than it may be 
to ethnicity (Polivy & Herman, 2002). But wealth itself 
does not automatically assume an increased prevalence 
of eating disorders. Once a certain level of affl  uence has 
been achieved in a particular society, the association of 
high SES with eating disorders may no longer exist, ow-
ing to the globalization of the boundaries between the 
socioeconomic classes in modern times (Sohl, Touyz, & 
Surgenor, 2006).

Th e cross-cultural evidence for eating disorders is 
further complicated by what some researchers call a fail-
ure of a diagnostic system to adequately capture disor-
ders of eating experienced by members of diff erent eth-
nic and cultural groups (Wonderlich, Joiner, et al., 2007). 
Th is may have deleterious eff ects for these individuals 
who may be suff ering from an eating disorder and not 
receiving the proper treatment.

Understanding the role that culture, ethnicity, and 
SES play in the etiology of eating disorders is challeng-
ing. Most of the studies on eating pathology and body 
image disturbances in non-Western subjects have been 
undertaken in Western nations rather than the coun-
try of origin. Th e question of whether or not exposure 
to Western culture induces eating pathology is compli-
cated further by cultural diff erences in family environ-
ment and socioeconomic levels. Few studies have mea-
sured the degree to which an individual has retained his 
or her traditional cultural values or absorbed the main-
stream values. Further complicating the study of ethnic-
ity and eating disorders is that most of the cross-cultural 
research has focused on the disorders as they have been 
defi ned by the DSM-IV-TR. Th us, it is much more diffi  -
cult to comment on the eating disorders such as binge-
eating disorder outside of a Western context. Further 
scientifi c enquiry into all these areas hopefully will con-
tribute to understanding and managing eating disor-
ders, which now are increasingly recognized in individ-
uals from all cultural or ethnic backgrounds.

Developmental Course
Anorexia nervosa usually strikes during adolescence, 
between the ages of 14 and 18, although it occasionally 
does aff ect older women, men, and prepubertal children. 
It oft en begins insidiously, with dieting that gradually 
leads to life-threatening starvation (Lock & le Grange, 
2006). Sometimes the onset of this dieting and starva-

Ethnic and Cross-Cultural Consideration
Anorexia has been observed in Western countries as well 
as every non-Western region of the world, suggesting 
that anorexia may not be a “culture-bound” syndrome 
as once believed (Sohl, Touyzl, & Surgenor, 2006). What 
does not appear to be universal is the presence of weight 
concerns as a motivating factor for food refusal (Tareen, 
Hodes, & Rangel, 2005). It is becoming increasingly clear 
that eating disorders do not always appear the same in 
diff erent cultures. In Hong Kong, for example, studies 
suggest anorexia may be divided into fat-phobic and 
non–fat-phobic subtypes, and that questionnaires used 
in Western countries to assess eating disorders may not 
be suffi  ciently sensitive to detect the Chinese non–fat-
phobic subtype (Lee, Lee, & Leung, 1998).

However, the cross-cultural evidence for bulimia 
outside of a Western context tells a diff erent story. Keel 
and Klump’s (2003) review of culture and eating disor-
ders found no studies reporting the presence of bulimia 
in an individual with no exposure to Western ideals. 
Epidemiological data for bulimia in non-Western na-
tions suggest that bulimia has a lower prevalence than 
anorexia in these countries, and even when it is found 
in non-Western nations, it is not found in the absence of 
Western infl uence. A meta-analysis examining the role 
of ethnicity and culture in the development of eating 
disturbances found few diff erences across ethnic groups 
for bulimia (Wildes & Emery, 2001). Th ese fi ndings seem 
to suggest that bulimia is a culture-bound syndrome, 
arising predominately in Western regions of world or in 
places where individuals probably or defi nitely were ex-
posed to Western ideals and culture.

Socioeconomic status (SES) has long been consid-
ered a risk factor for eating disorders, with women of 

Like African American women, Latina women were 
thought to possess a kind of cultural immunity to eating 
disorders, but current trends disprove that.
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by binge eating, purging follows as compensation. Bu-
limia either can follow a chronic course or occur inter-
mittently, with periods of remission alternating with 
binge eating and purging (Fairburn, Cooper, Doll, Nor-
man, & O’Connor, 2000). However, it is not easy to re-
verse the developmental course. Because the habits and 
cultural infl uences that led to the disorder are so pow-
erful, a chronic pattern of disturbed eating may be es-
tablished, such as secretive bingeing at social gatherings, 
which in turn leads to further problems.

Follow-up studies of patients with bulimia indicate 
that they have a greater chance of recovery than patients 
with anorexia—between 50% and 75% show full recovery 
over several years (Chavez & Insel, 2007; Herzog et al., 
1999). Th e best predictors of a more favorable outcome 
were younger age at onset and higher social class. A 
study of bulimic teens with a family history of alcohol 
abuse suggests that once the teen left  the negative fam-
ily circumstances, improvement was made (Collings & 
King, 1994). Importantly, bulimia responds favorably to 
treatment that disrupts its cyclical course.

Similar to the study of long-term outcomes of per-
sons with bulimia, studies of eating behaviors and at-
titudes among college student populations suggest that 
maturing into adulthood and getting away from power-
ful social pressures that emphasize thinness help many 
women escape from chronic dieting and abnormal eat-
ing. A 20-year follow-up study of body weight, dieting, 
and symptoms of eating disorders among male and fe-
male college students found both encouraging and dis-
couraging results (Keel, Baxter, Heatherton, & Joiner, 
2007). On a positive note, women reduced their eating 
disorder behaviors and increased their body satisfac-
tion ratings. However, body dissatisfaction and desires 
to lose weight still remained relatively high. Men, on the 

tion pattern is linked to stressful events, such as being 
teased about weight, onset of menses, school transitions, 
and so forth.

Although the symptoms of anorexia are quite spe-
cifi c and well defi ned, its developmental course and 
outcome are highly variable. Findings averaged across 
119 studies of persons with anorexia show that the rate 
of mortality is signifi cant (5%); of the survivors, fewer 
than one-half show full recovery, one-third show fair im-
provement, and one-fi ft h continue on a chronic course 
(Steinhausen, 2002; Steinhausen, Grigoroiu-Serbanescu, 
Boyadjieva, Neumärker, & Winkler-Metzke, 2008).

Most common is a fl uctuating pattern that involves a 
restoration of normal weight followed by relapse (Fich-
ter, Quadfl ieg, & Hedlund, 2006). As the individual 
loses weight and becomes dangerously malnourished, 
she is hospitalized and begins to show signs of improve-
ment. A signifi cant number of patients—between 6% 
and 10%—die from medical complications or suicide 
(Bulik et al., 2008; Herzog, Kronmueller, Hartmann, 
Bergman, & Kroeger, 2000). Features correlated with fa-
tal outcome are longer duration of illness, bingeing and 
purging, comorbid substance abuse, and comorbid af-
fective disorders. Although the disorder itself is rare, it 
has the highest mortality rate of any psychiatric disorder 
and is a leading cause of death for females 15 to 24 years 
old in the general population (Striegel-Moore & Bulik, 
2007; Sullivan, 1995).

Full-blown symptoms of bulimia usually emerge in 
late adolescence and young adulthood, although epi-
sodes of bingeing and purging and a preoccupation with 
weight begin much earlier (Lock & le Grange, 2006). A 
noteworthy aspect of bulimia is that binge eating oft en 
develops during or aft er a period of restrictive dieting 
(Hsu, 1990). Because of the guilt and discomfort caused 

© 1997 Cathy Guisewite. Reprinted with permission of Universal Press Syndicate. All rights reserved.
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biological changes throughout the central nervous and 
neuroendocrine systems that, in turn, create more dis-
ruption. Th us, it also makes sense that success at con-
trolling important bodily functions like hunger or appe-
tite may lead to unnatural eating habits, resulting in an 
abusive eating pattern.

Genetic and Constitutional Factors
Eating disorders tend to run in families. Research con-
ducted over the past decade has found that relatives of 
patients with anorexia or bulimia, especially female rela-
tives, are 4 to 5 times more likely than persons in the gen-
eral population to develop an eating disorder (Kaye et al., 
2000; Strober, Freeman, Lampert, Diamond, & Kaye, 
2000). Studies on twins, in which genetic factors are bet-
ter controlled, indicate that the heritability of anorexia 
is estimated to fall between 58% (Wade, Bulik, Neale, & 
Kendler, 2000) and 76% (Klump, Miller, Keel, McGue, & 
Iacono, 2001). In these studies, the contribution of the 
shared environment was found to be negligible, and the 
remaining variance was primarily attributable to unique 
environmental factors. A recent large-scale study of 
31,406 Swedish twins born between 1935 and 1956 found 
the heritability estimate for the stringent DSM-IV-TR 
criteria of anorexia to be 56%, with only a small contri-
bution of shared environment (5%) and 38% attributable 
to unique environment (Bulik et al., 2006).

If bulimia and anorexia are connected to genetic fac-
tors, what exactly is inherited? Some people may have 
a biological vulnerability that interacts with social and 
psychological factors to increase their chances of de-
veloping an eating disorder (Bulik et al., 2006). For ex-
ample, inherited personality traits, such as emotional 
instability and poor self-control, would predispose an 
individual to be emotionally reactive to stress, which, 
in turn, could lead to impulsive eating in an attempt to 
relieve the feelings associated with stress (Th ompson-
Brenner et al., 2008).

Neurobiological Factors
Because serotonin regulates hunger and appetite, this 
neurotransmitter has been focused on as a possible 
cause of both anorexia and bulimia (Monteleone et al., 
2007). Essentially, the presence of serotonin leads to a 
feeling of fullness and a desire to decrease food intake, 
so a decrease in serotonin leads to continuous hunger 
and greater consumption of food at one time—the per-
fect condition for bingeing.

One of the strongest fi ndings in support of the se-
rotonin explanation for bulimia comes from studies in-
vestigating the relationship of diet to the availability in 
the brain of the serotonin precursor tryptophan. Meals 
that are rich in protein or low in carbohydrates decrease 
tryptophan; carbohydrate-rich meals increase it. Put an-

other hand, were prone to weight gain aft er college, and 
many reported increased dieting or disordered eating in 
the 20 years following college. Although disordered eat-
ing tends to decline during the transition to early adult-
hood, body dissatisfaction remains an issue for many 
young adults (Keel et al., 2007).

Causes

Why would people starve themselves to near emacia-
tion or eat to the point of illness? Th e dramatic eff ects 
on physical and psychological well-being that can result 
from eating disorders have inspired many theories. No 
single factor has been isolated as the major cause of any 
type of eating disorder, and searching for causes is com-
plicated by the “chicken and egg” problem of causation: 
Do neurobiological processes disrupt eating patterns, or 
do eating problems lead to changes in neurobiology?

Th e single best predictor or risk for developing an 
eating disorder is being female, and adolescence marks 
the period of the greatest risk for onset (Striegel-Moore & 
Bulik, 2007). But not all women or all adolescents de-
velop eating disorders. Th us, explaining the gradual 
degenerative process of developing an eating disorder 
requires acknowledging the contribution of all three 
major etiological domains—biological, sociocultural 
(including family and peers), and psychological—which 
can operate singly or in combination to disturb self-
regulation in any given individual. Too oft en, discus-
sions of the etiology of eating disorders become polar-
ized into “cultural” versus “biological” explanations that 
oft en ignore the fact that biological and environmental 
variables are inextricably linked (Striegel-Moore & Bu-
lik, 2007). While the fi eld has made great leaps in un-
derstanding the risk factors for the “prototypical” eating 
disorder case, which is oft en a young, white, middle- or 
upper-class North American woman, our knowledge 
about risk factors unique to diverse cultural populations 
remains incomplete.

Biological Dimension
Th ere is reasonable agreement that neurobiological fac-
tors play only a minor role in precipitating anorexia and 
bulimia. However, these factors may contribute to the 
maintenance of the disorder because of their eff ects on ap-
petite, mood, perception, and energy regulation (Lock & 
le Grange, 2006).

It makes sense to suspect that biological mechanisms 
(a gene? a neurochemical process?) acting together or 
alone are responsible for corrupting normal regula-
tory functions. A slight twist of this scenario places the 
problem on the individual who disrupts his or her nor-
mal regulatory processes in an ill-conceived attempt to 
achieve weight or diet goals. Th is disruption may cause 
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but not anorexia, is related primarily to Western culture. 
Examination of history and of other cultures reveals in-
stances of anorexic behaviors for physical appearance or 
control issues; however, this is not the case for bulimia 
(Keel & Klump, 2003).

Sociocultural Factors
Adolescents’ concerns about undereating and overeat-
ing are legendary, which causes us to question: What 
aspects of Western culture drive someone, most likely a 
young woman, to overcome the body’s natural rhythm 
and force it into a punishing and dangerous routine of 
semistarvation or frequent purging?

It is well known that for most young white females 
in middle- and upper-class society, self-worth, happi-
ness, and success are determined primarily by physical 
appearance, and most eating disorders represent an at-
tempt to feel good with respect to personal appearance 
and self-control. In reality, body size itself has little or 
no long-term correlation with personal happiness and 
success; one’s self-concept and self-effi  cacy are more im-
portant. However, a collision may be occurring between 
our culture and our physiological boundaries, because 
the average North American woman between the ages of 
17 and 24 is heavier by 5 to 6 pounds than 20 years ago, 
and she is not satisfi ed with her body image (Andreyeva, 
Puhl, & Brownell, 2008; Brownell, 1991).

It appears that as fashion models and media images 
of women have gotten smaller, adolescent girls have be-
come unhappier. Today, only 15% of teenage girls feel 
happy “the way I am,” compared to 29% just 10 years 
earlier (Clay, Vignoles, & Dittmar, 2005). Th e pursuit 
of the thin ideal is so pervasive that girls today consider 
weight loss and being skinny to be more important than 
sexual issues, alcohol and drug abuse, mental health, 
disease, and environmental issues (Clark & Tiggemann, 
2007). Perhaps this accounts for the abundance of “pro-
eating disorders” websites that are gaining in popularity 
(see Box 13.3).

Th e infl uence of mass media on body dissatisfaction 
also aff ects younger children. Smolak (2004) pointed out 
that the observed gender, ethnic, cross-cultural, histori-
cal and age diff erences in levels of body esteem all sug-
gest that culture and society play a major role in the con-
struction of body image in younger children, as they do 
in adults. While limited research exists on the infl uence 
of mass media on body dissatisfaction in children, so-
ciocultural infl uences such as the media and peers are 
all potential contributors to children’s body image.

For example, in 9- to 12-year-old girls, exposure to 
media did not predict body dissatisfaction directly but 
was predictive of conversations about appearance, which 
in turn predicted body dissatisfaction (Clark & Tigge-
mann, 2006). In accord with the sociocultural model, 

other way, bingeing on sweet and starchy foods creates 
conditions in the brain that produce more serotonin, 
which, eventually, leads to a sense of fullness. Binge eat-
ing (which usually involves high-carbohydrate food), es-
pecially for women, may increase the availability of tryp-
tophan, thereby temporarily increasing brain serotonin 
and forestalling the compensatory response (Martins, 
Cowen, & Smith, 1999). It is still not known, however, 
whether problems related to the availability of serotonin 
in the brain are due to dieting or are a pre-morbid char-
acteristic (Jacobi et al., 2004).

Because of their similarities to other types of addic-
tions, researchers have questioned whether anorexia and 
bulimia are a form of “food addiction.” Such an addic-
tion may be biochemically caused (say, by a serotonin 
imbalance), or could even be sociocultural—women suf-
fer from eating disorders more oft en than men, while 
men suff er more oft en from substance use disorders 
and gambling (M. Reid & Burr, 2000). Although eating 
disorders do not have the same dependency features as 
other addictions, they tend to be associated with sub-
stance abuse and dependence in clinical and community 
samples (Wilson, 1999). Th is connection is not causal, 
however, and it is more likely that their co-occurrence is 
related to personality or other characteristics.

In addition to connections between depression and 
eating disorders, scientists have found biochemical simi-
larities between people with eating disorders and people 
with obsessive–compulsive disorder (OCD). Just as se-
rotonin levels are known to be abnormal in people with 
depression and people with eating disorders, they also 
are abnormal in patients with OCD (Wentz et al., 2005). 
Moreover, many persons with bulimia show obsessive–
compulsive behavior as severe as that shown among pa-
tients diagnosed with OCD, and patients with OCD of-
ten have abnormal eating behaviors.

In summary, some neurobiological abnormalities are 
found among persons with eating disorders, although 
these problems are probably the result, rather than the 
primary cause, of semi-starvation or the binge/purge cy-
cle. Understanding how normal eating patterns may ini-
tially become disturbed requires a close look at the cul-
tural and psychological components of eating disorders.

Social Dimension
Th e features of contemporary Western culture could be 
considered prerequisites for eating disorders. Personal 
freedom, an emphasis on instant gratifi cation, the avail-
ability of food any time of night or day, lack of supervi-
sion, and the cultural ideal of diet and exercise for weight 
loss add up to powerful infl uences (Attie & Brooks-
Gunn, 1995). Th ese factors contribute to a drive for thin-
ness and an emphasis on body image and appearance as 
the key to success. Th ere is some evidence that bulimia, 
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Images of women in the 21st century and assumptions 
about what it is to be feminine are based largely on the 
idea that girls must be pretty (i.e., not fat) to draw atten-
tion and praise from others, whereas boys are admired 
for their athletic or academic accomplishments. Body 
build and self-esteem are correlated for girls, but not for 
boys, by the time they reach the fourth grade (Striegel-
Moore & Bulik, 2007). Th is fi nding endorses the view 
that the relationships on which young women’s identity 
and self-worth depend are overly infl uenced by physical 
attractiveness and body image.

Sex-role identifi cation is closely tied to cultural 
norms and expectations, so it is not surprising that 
women in diff erent cultures do not share the same per-
ception of ideal body weight. Cogan, Bhalla, Sefa-Dedeh, 

increased exposure to appearance media, such as tele-
vision and magazines, and taking part in peer conver-
sations about appearances were related to body dissat-
isfaction and dieting behaviors in young girls in grades 
4 to 7 (Clark & Tiggemann, 2007). Although media ex-
posure increases children’s awareness that appearance is 
highly valued in our society, actual conversations about 
this among peers may be a better predictor of the im-
portance a young girl places on this in her life. Th ese 
fi ndings may inform intervention or prevention eff orts 
targeted at preadolescent girls and the usefulness of me-
dia literacy, as well as targeting self and peer beliefs sur-
rounding appearance.

Few would argue that eating disorders are more 
common in women because of sex-role identifi cation. 

A  C L O S E R  L O O K

B O X  1 3 . 3   Pro-eating Disorders Websites

The Internet can be a good source of information, but it 
also can help people who are isolated by a disorder to seek 
out similar others for mutual support, and not necessar-
ily in healthy ways. With the advent of widespread Inter-
net use has come a proliferation of pro-anorexia and pro-
bulimia websites, or “pro-ana” and “pro-mia” as referred 
to on these sites. These websites recently have emerged 
as an online movement supporting the virtues of eating 
disorders. People on these sites reinforce each other’s 
views, share tips on purging and fooling others, and de-
fend their “lifestyle choice.” Many of these websites con-
tain controversial and dangerous content. Disturbingly, 
pro-ana websites are much more numerous than pro-
recovery or professional services websites (Chesley, 
Alberts, Klein, & Kreipe, 2003). Web servers, recognizing 
the potential harm, quickly shut down these sites on their 
servers, but many are still out there. A “Letter from Ana” 
can be found on most personal websites: “I expect a lot 
from you. You are not allowed to eat much. I will expect 
you to drop your caloric intake and increase your exercise. 
I will push you to the limit. You must take it because you 
cannot defy me. Pretty soon, I am with you always.”

Other excerpts from pro-ana websites:

“You’ll be FAT if you eat today. Just put it off  one 
more day.
Guys will want to get to know you, not laugh at you 
and walk away.
Starve off  the parts you don’t need. They’re ugly and 
drag you down.
Nothing tastes as good as thin feels.”

“What’s the nutritional information for the chocolate 
laxatives? If anyone knows, please let me know. 
I can’t believe I’m obsessing over the calorie and 
carb[ohydrate] content of a laxative.”
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“That’s the designer’s dream size . . . On their sketches, the 
body is like a hanger. The smaller the sample, the better it 
drapes—the natural shape of the body distorts their cloth-
ing . . . It’s almost like the body is not present.” (Cosmopoli-
tan, 2001).
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orders in their children. Young people recovering from 
an eating disorder also may face scrutiny and criticism 
by other family members, which can lead to poorer re-
covery (Herzog, Kronmueller, Hartmann, Bergmann, & 
Kroeger, 2000).

Early clinical suspicions that child sexual abuse could 
be a risk factor for eating disorders have been supported 
by ongoing investigations of this important issue (Jacobi 
et al., 2004). For example, women with a history of one 
or more incidents of sexual abuse were three to fi ve times 
more likely to have bulimia, compared to women with-
out abuse histories (Sanci et al., 2008). Childhood sexual 
abuse may be more highly associated with symptoms of 
bulimia, such as bingeing or purging, because these be-
haviors can represent an attempt to regulate negative in-
ternal states, such as depression, that can be the result 
of the earlier childhood abuse (Yelland & Tiggemann, 
2003).

Similar fi ndings have been reported among popula-
tion samples of school-aged youths, whereby youths at 
risk for disordered eating reported more negative per-
ceptions of their families and parents, and more sexual 
or physical abuse experiences (Neumark-Sztainer, Story, 
Hannan, Beuhring, & Resnick, 2000). In addition, sexu-
ally abused children report many of the early risk signs 
of eating disorders, such as higher levels of weight dis-
satisfaction and purging and dieting behavior (Wonder-
lich, Rosenfeldt, et al., 2007). Recent studies have shown 
that the association between a history of child abuse and 
eating disorders also is evident among gay and bisexual 
men (Feldman & Meyer, 2007).

Th is connection between abuse and eating disorders 
should be tempered by the awareness that childhood 
sexual abuse is a general risk factor for psychopathol-
ogy, rather than a specifi c risk factor for eating disorders. 
Such events are not uncommon in the backgrounds of 
individuals with eating disorders, as well as those with 
other psychiatric disorders. Presumably, childhood sex-
ual abuse is associated with many undesirable adolescent 
and adult outcomes, of which eating disorders are prom-
inent. (Th ese issues are discussed further in Chapter 14.)

Th e importance of family factors has led to valuable 
treatment approaches, as we will see later in this chap-
ter. Nonetheless, family factors must be considered in 
conjunction with individual and sociocultural factors to 
explain why the particular features of eating disorders 
emerge in some families with such dynamics, but not in 
others.

Psychological Dimension
Understanding the role of psychological processes in the 
expression of eating disorders requires keeping in mind 
the powerful social and cultural forces noted previously. 
External pressures to look thin and be in control of one’s 

and Rothblum (1996) looked at cross-cultural trends in 
attitudes on obesity and thinness and how they aff ect di-
eting patterns in young women from the United States 
and Ghana. Ghanaian women, compared with Ameri-
can women, rated larger body sizes as ideal for both 
sexes. American women scored higher on measures of 
eating restraint and eating-disordered behavior, and 
perceived the experience of being overweight as inter-
fering with social acceptance. A disturbing trend indi-
cates that a greater drive for thinness is emerging among 
young African American girls in the United States in re-
lation to increased peer criticism about weight and ap-
pearance (Striegel-Moore et al., 2000).

Th e forces of culture, combined with gender-based 
expectations, are powerful determinants of one’s per-
ception of ideal body size and associated eating and di-
eting patterns. Fortunately, these sociocultural patterns 
may be shift ing gradually toward more healthy norms 
of eating behaviors and lifestyle choices. Eating disorder 
symptoms, dieting, and body dissatisfaction have been 
declining signifi cantly on college campuses over the past 
25 years (Heatherton, Nichols, Mahamedi, & Keel, 1995; 
Keel, Heatherton, Dorer, Joiner, & Zalta, 2006). Th e in-
crease in public health advertisements, talk shows, and 
television shows devoted to discussions of eating disor-
ders and to healthy lifestyles may be responsible for rais-
ing awareness and prevention of these various disorders 
and dieting patterns. Perhaps as a further result of these 
awareness eff orts, sociocultural messages about the im-
portance of proper nutrition and body satisfaction are 
changing as well.

Family Infl uences
Researchers and clinicians have placed considerable im-
portance on the role of the family, and parental psycho-
pathology in particular, in considering causes of eating 
disorders. Th ey have argued that alliances, confl icts, or 
interactional patterns within a family may play a causal 
role in the development of eating disorders among some 
individuals (Minuchin, Rosman, & Baker, 1978). Accord-
ingly, a teen’s eating disorder may be functional in that it 
directs attention away from basic confl icts in the family 
to the teen’s more obvious (symptomatic) problem.

Because of the importance of the family in shaping 
a young adolescent’s values, it is understandable that 
family processes may contribute to an overemphasis on 
weight and dietary control. For example, a mother who is 
critical of her daughter’s weight, or who diets frequently 
herself and encourages her daughter to diet, may unin-
tentionally become a co-conspirator in the development 
of an eating disorder (Fairburn, 1994). Similarly, parents 
who drink heavily or abuse drugs, or who oft en are ab-
sent, uninterested, demanding, or critical, may lay the 
groundwork for the emergence of bulimia and other dis-
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ance of harm, low novelty seeking, and reward depen-
dence (Strober, 1991). Th ese features render persons 
vulnerable to developmental events, like puberty, that 
disrupt their carefully maintained sense of self.

In a 10-year follow-up of anorexia patients, their ob-
sessions, compulsions, and social interactions persisted 
even among those who had their weight restored, lead-
ing the researchers to conclude that these problems may 
be constitutional rather than a result of the disorder 
(Nilsson, Gillberg, Gillberg, & Rastam, 1999). Moreover, 
more than 4 out of 5 persons with adolescent-onset an-
orexia experienced at least one episode of major depres-
sion or dysthymia within 10 years aft er onset (Ivarsson, 
Rastam, Wentz, Gillberg, & Gillberg, 2000). Research-
ers believe the common association between anorexia 
and depression may be due to genetic or neurobiologic 
factors that increase the risk of both disorders (Striegel-
Moore & Bulik, 2007).

Adolescents with bulimia exhibit somewhat diff er-
ent personality characteristics involving mood swings, 
poor impulse control, and obsessive–compulsive be-
haviors (Aragona & Vella, 1998). In the study by Gar-
fi nkel et al. (1995), persons with bulimia had a threefold 
increase in the lifetime occurrence of major depression 
and at least a doubling of the rate for anxiety disorders. 
Specifi c phobias, agoraphobia, panic disorder, general-
ized anxiety disorder, and alcohol dependence were all 
more elevated among bulimic individuals than non-
bulimic community members. Moreover, abuse of alco-
hol or stimulants to control appetite is also present in 
about one-third of the clinical samples of adolescents 
with bulimia (APA, 2000). Depression, in particular, 
may co-occur with bulimic symptoms in adolescent 
girls because they are reciprocally related—each one in-
creases the risk for onset of the other disorder (Smyth 
et al., 2007; Stice, Burton, & Shaw, 2004). Finally, sex dif-
ferences also emerge in relation to psychological factors. 
Females with chronic bulimic symptoms report more 
drive for thinness than do males with similar chronic 
symptoms, but these same males report more perfection-
ism and interpersonal distrust (Joiner, Katz, & Heather-
ton, 2001; Keel et al., 2007).

Eating disorders almost always are accompanied by 
other disorders. Community samples in which adoles-
cents are randomly selected and interviewed for psychi-
atric disorders reveal that almost 90% of persons fi tting 
the criteria for an eating disorder also have other Axis 
I disorders—usually depression, anxiety, or OCD (Her-
zog & Eddy, 2007; Lewinsohn, Striegel-Moore, & Seeley, 
2000). Although genetic links certainly play a role, re-
searchers also have focused on personality characteris-
tics such as perfectionism, rigidness, or neuroticism that 
may be a common link between these disorders (Th omp-
son-Brenner et al., 2008). For example, persons who are 

weight and appearance interact with certain psychologi-
cal characteristics to increase the risk of an eating disor-
der, especially during important developmental transi-
tions. Th is is a complex, interactive process embedded 
in multiple layers of biological, familial, personality, and 
environmental factors. Understandably, this complexity 
makes causal connections diffi  cult to pinpoint.

Consideration of the psychological dimensions re-
lated to eating disorders grew out of the pioneering ef-
forts of Hilda Bruch (1962, 1973), who was the fi rst to 
propose that self-starvation among persons with an-
orexia was related to their struggle for autonomy, compe-
tence, control, and self-respect. She linked this struggle 
most closely to parental failure to recognize and confi rm 
their child’s emerging independent needs. Th is sets in 
motion further confusion that can lead to the principal 
symptoms of anorexia: disturbance in body image; the 
inability to recognize and respond to internal sensations 
or emotions; and the all-pervasive feelings of ineff ective-
ness and loss of self-control. Her early work set the stage 
for the cognitive–behavioral interventions used today. 
She proposed gradual but deliberate relabeling of mis-
conceptions and errors in thinking resulting from faulty 
developmental experiences, and encouraged patients to 
learn healthy ways of expressing their thoughts and feel-
ings in a genuine and more direct fashion (Silverman, 
1997).

Arthur Crisp, another pioneer in the understanding 
and treatment of eating disorders, considers anorexia 
to be a type of phobic avoidance disorder in which the 
phobic objects are normal adult body weight and shape. 
He describes this fear metaphorically as a fl ight from 
growth (Crisp, 1997). As a result of family and cultural 
infl uences, a young female may begin to perceive herself 
as being fat as she reaches puberty and starts to change 
into a more adult size and weight. In response, she tries 
to pursue and maintain her prepubertal weight as a way 
to avoid the unwelcome aspects of her own growth. Th is 
pursuit becomes a vicious cycle, of course, because try-
ing to maintain one’s prepubertal body weight meets 
powerful biological resistance, so she continues her pur-
suit of weight loss as “insurance” against these unrelent-
ing forces of nature. In eff ect, a person with anorexia 
fears loss of control over her attempts to avoid growth, 
which oft en translates into a fear of weight gain above 95 
to 100 pounds. Like Hilda Bruch’s insights, this expla-
nation has led to important treatment eff orts.

Adolescents with anorexia are described clinically as 
being obsessive and rigid, showing emotional restraint, 
preferring the familiar, having a high need for approval, 
and showing poor adaptability to change (Casper, Hede-
ker, & McClough, 1992; Th ompson-Brenner et al., 2008). 
Th e psychological dimensions underlying these clinical 
features constitute a triad of personality features: avoid-

W4871.indb   421W4871.indb   421 9/19/08   11:14:16 AM9/19/08   11:14:16 AM



422 PART 5 Problems Related to Physical and Mental Health

high on the need for perfection and who also experi-
ence high levels of daily stress are more likely to exhibit 
symptoms of depression (Smyth et al., 2007). Similarly, 
individuals who score high on perfectionism and also 
perceive themselves as being overweight have a greater 
risk of bulimic symptoms (Joiner, Heatherton, Rudd, & 
Schmidt, 1997). Simply stated, a discrepancy between 
one’s actual self (in this case, perceived weight) and ideal 
self (striving toward perfection) increases the likelihood 
of eating problems, especially among women.

Let’s look at a practical example of how the preceding 
information can be put into dynamic perspective. Th e 
adolescent with bulimia or anorexia feels her eff orts to 
restrict her diet and lose weight are ways of gaining con-
trol over her life and of becoming a better person, beliefs 
that are formed during childhood and become opera-
tional when she faces the challenges of early adolescence. 
What develops into the rigidity of anorexia or the battle 
for control of bulimia may begin as a moderate diet. A 
teenager unwittingly may begin a dangerous eating pat-
tern because of her dissatisfaction with body weight and 
shape, and her eff orts initially are rewarded by weight 
loss and a sense of greater control and self-worth, such as 
former gymnast Erica Stokes describes in Box 13.4.

Th e transition from dieting to eating disorder may be 
prompted by the extra attention from peers for what ap-
pears to be dramatic willpower and weight loss. Th erefore, 

powerful psychological needs may be at the root of the 
eating disorder, because the disorder itself is a way to 
cope with strong feelings that the person otherwise does 
not know how to express or resolve (Maloney & Kranz, 
1991). Th is dynamic process accounting for the many 
determinants of eating disorders is depicted visually in 
Figure 13.5.

Because of high-profi le cases of gymnasts and other 
performers with eating disorders, the demands of com-
petitive sports and performing arts have received much 
scrutiny. Both types of activities emphasize appearance 
or weight restriction, so involvement in them was cited 
early on as a risk factor for developing an eating disorder 
because of the pressure to be thin (Owens & Slade, 1987). 
Although elevated rates of subclinical symptoms of eat-
ing disorders have been found among female dancers 
and other athletes involved in weight-related sports, the 
relationship between participation in sports that empha-
size thinness and eating disorders is a topic of consid-
erable debate. In a meta-analysis of studies, researchers 
concluded that there are circumstances when sports par-
ticipation constitutes a risk factor for eating disorders, 
as well as situations where it may be protective. Th at is, 
diff erent combinations of body focus, sport type, perfor-
mance level, age, and personality variables may infl u-
ence risk (Smolak, Murnen, & Ruble, 2000).
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ment of choice (Gowers & Bryant-Waugh, 2004). Because 
of the strong association between anorexia and bulimia 
and the aff ective disorders, serotonin-reuptake inhibi-
tors (SSRIs) such as fl uoxetine (Prozac) have been the 
most extensively studied and used medications to treat 
eating disorders, and are the only treatment approved by 
the U.S. Food and Drug Administration (Chavez & In-
sel, 2007). Th e weight-loss benefi ts of SSRIs were discov-
ered serendipitously during clinical trials of their ability 
to regulate mood. It was believed that people with obe-
sity load up on carbohydrates to elevate mood, and that 
a sense of well-being could be achieved artifi cially by 
regulating serotonin levels.

To date, however, no drug has proved useful or ef-
fective for treating symptoms of anorexia among adoles-
cents, and none has improved long-term weight main-
tenance consistently, changed a distorted self-image, or 
prevented relapse (Lock & le Grange, 2006). In contrast, 
there is a consensus that antidepressants have a useful 
role in the treatment of bulimia, but probably not as the 
initial treatment of choice. Persons with bulimia may 
respond favorably to antidepressants and serotonin-
reuptake inhibitors, as long as they are continued for 
6 months or so and are accompanied by psychosocial 
treatments with proven eff ectiveness, as described in the 
next section (Touyz et al., 2008). Although drug therapy 
has its use, especially in cases that are not responding 
to psychological therapy, cognitive–behavior therapy 
(CBT) remains a more eff ective choice than medication 
alone (Gowers & Bryant-Waugh, 2004; Wilson et al., 
2007).

Psychosocial
Th e presence of both emotional and physiological prob-
lems in eating disorders requires a comprehensive treat-
ment plan, which ideally consists of a treatment team 
with an internist, a nutritionist, a psychotherapist, and 
a psychopharmacologist. Once an eating disorder has 
been diagnosed and any other illness has been medically 
ruled out, the clinician determines whether the individ-
ual can be treated as an outpatient. Family engagement 
then may become necessary, to assist family members 
in managing their fears and worries, as well as to enlist 
their cooperation. For younger patients, family involve-
ment oft en is necessary and practical, since parents are 
responsible for their child’s well-being and can off er im-
portant directives and guidance that increase success-
ful treatment. In some cases, resolution of family prob-
lems, such as parental psychopathology, family isolation, 
and a poor parent–child relationship, are crucial to re-
covery from an eating disorder. Recovered patients con-
sider the resolution of family and interpersonal prob-
lems as pivotal to their recovery (Lock & Le Grange, 
2006).

Sports participation has long been known to be asso-
ciated with higher levels of self-esteem in boys and men 
and some research suggests the same is true for girls and 
women (Schmalz, Deane, Birch, & Davison, 2007). Th us, 
sport participation might actually serve to help pro-
tect against the development of eating problems, given 
that high self-esteem generally is associated with lower 
psychopathology. On the other hand, personality char-
acteristics such as perfectionism and a need for high 
achievement are found in both eating disorder patients 
and athletes (Martinent & Ferrand, 2006; Sassaroli et al., 
2008). Th e sporting environment, where an athlete’s aim 
is oft en to improve performance rather than appear-
ance, can lead to an unhealthy mix of pressure for some 
women (Hulley, Currie, Njenga, & Hill, 2007).

Treatment

Psychological interventions for eating disorders oft en 
include some form of individual and/or family-based 
psychotherapy, sometimes accompanied by medical in-
terventions. However, the evidence base for the eff ective-
ness of any form of intervention is still weak, especially 
for anorexia nervosa (Gowers & Bryant-Waugh, 2004). 
Th e discouraging news, based on a systematic review of 
treatment studies, is that very limited evidence exists to 
support specifi c interventions for anorexia at any age, 
especially for adolescents. Th e benefi ts of psychologi-
cal treatments for bulimia, on the other hand, are more 
encouraging (Wilson, Grilo, & Vitousek, 2007). More 
than 30 controlled studies have supported the effi  cacy 
of cognitive–behavioral approaches that focus on modi-
fying abnormal eating behaviors and related cognitions 
underlying bulimia and related conditions (Fairburn & 
Harrison, 2003).

Most adolescents with anorexia, bulimia, and related 
eating disorders can be managed on an outpatient basis. 
Hospitalization usually is required only for a small per-
centage of adolescents with anorexia who have serious 
complications due to comorbid diagnoses, or are at high 
physical and/or psychiatric risk. Inpatient treatment is 
usually brief, as long as psychological counseling and 
outpatient psychotherapy are made available (Gowers 
& Bryant-Waugh, 2004). However, because psychologi-
cal treatments are under pressure to show eff ectiveness 
in increasingly briefer periods of time, there is growing 
concern that high-risk patients are released too soon, 
before they reach their normal body weight, primarily to 
reduce costs (Pratt et al., 2003).

Pharmacological
Pharmacological treatments are gaining recognition for 
assistance in the management of eating disorders, al-
though they are not considered to be the initial treat-
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family therapy); in some cases seeing family members 
separately is the best approach. For instance, instead of 
challenging family members’ negative interaction pat-
terns, such as confl ict avoidance and alliances (similar 
to the early work of Minuchin et al., 1978), therapists 
encourage parents to mobilize the family’s resources 
to take control of their adolescent’s eating patterns, 
raise parents’ morale, and engage all members in fur-
ther therapy. Focusing on the nature of the illness and 
its treatment helps to avoid further criticism of the child 
and placing blame on family members. Working with 
parents separately from their teenage daughters (which 
of course makes it impossible to challenge interaction 
patterns and alliances) has been as eff ective as conjoint 
methods, and has been even more benefi cial for families 
with high levels of criticism and hostility (Eisler et al., 
2000; Le Grange, Crosby, & Lock, 2008).

As noted, the most eff ective current therapies for bu-
limia involve cognitive–behavioral treatment delivered 
individually or by involving the family unit (Ruther-
ford & Couturier, 2007; Wilson et al., 2007). Cognitive–
behavioral therapists change eating behaviors by reward-
ing or modeling appropriate behaviors, and by helping 
patients change distorted or rigid thinking patterns that 
may contribute to their obsession. CBT has become the 
standard treatment for bulimia nervosa, and forms the 
theoretical base for much of the treatment for anorexia 
(Chavez & Insel, 2007). Th is evidence-based method is 
the treatment that patients choose whose age does not 
mandate family therapy, and whose symptoms are mod-
erate to severe.

Th e clinical application of CBT has been expanded 
to address specifi c cues that trigger the urge to binge 
or to vomit; it also addresses the underlying interper-
sonal issues that bother some patients. Th e goals of CBT 
are to modify abnormal cognitions on the importance 
of body shape and weight, and to replace eff orts at di-
etary restraint and purging with more normal eating 
and activity patterns (W. G. Johnson et al., 1996). CBT 
for treatment of bulimia includes several components. 
Patients are taught at fi rst to self-monitor their food in-
take and bingeing and purging episodes, as well as any 
thoughts and feelings that trigger these episodes. Th is is 
combined with regular weighing; specifi c recommenda-
tions on how to achieve desired goals, such as the intro-
duction of avoided foods and meal planning, designed 
to normalize eating behavior and curb restrictive diet-
ing; cognitive restructuring aimed at habitual reasoning 
errors and underlying assumptions relevant to the de-
velopment and maintenance of the eating disorder; and 
regular review and revision of these procedures to pre-
vent relapse.

Some evidence indicates that other psychothera-
peutic approaches besides standard CBT also are eff ec-

Th e etiology and course of anorexia result in a dis-
order that is less responsive to treatment than bulimia; 
nevertheless, inroads certainly are being made. Th e ini-
tial phase of treatment must involve the restoration of 
weight and the monitoring of any medical complications 
that might arise. However, restoring a patient’s weight 
may be the easier part of the process. Many patients re-
gain weight initially (especially if placed in hospital), but 
the pattern of weight loss and distorted beliefs returns 
unless careful attention is paid to family and individual 
factors that initially led to the overemphasis on control 
of eating.

Th e lack of empirical support for any treatment for 
anorexia partially is due to the diffi  culty of randomly 
assigning individuals with this life-threatening condi-
tion to a control group. Nonetheless, the “best practices” 
for treating this disorder have evolved based on existing 
clinical wisdom and modifi ed research designs. One al-
ternative is to assign patients to two diff erent “known” 
treatment conditions to compare their relative eff ective-
ness (without a no-treatment or placebo control group). 
Robin, Siegel, and Moye (1995), for example, compared 
behavioral family systems therapy (BFST) with ego-
oriented individual therapy (EOIT) over a 16-month 
treatment regimen that involved 22 adolescents with an-
orexia. BFST emphasized parental control over eating, 
cognitive restructuring, and problem-solving commu-
nication training, whereas EOIT emphasized building 
ego strength, adolescent autonomy, and insight. Both 
treatments led to improvements in body mass and resto-
ration of menstruation, and produced signifi cant reduc-
tions in negative communication and parent–adolescent 
confl ict. Th ese changes were maintained 1 year later, 
which is a critical period for recovery, and were repli-
cated in more recent work (Robin et al., 1999; Ruther-
ford & Couturier, 2007).

As mentioned, family therapy is the initial treatment 
of choice for persons with anorexia who are younger and 
living at home. Th e facade of togetherness expressed by 
family members of girls with anorexia oft en is seen by 
clinicians as an attempt to disguise covert or overt ag-
gression and avoid confl ict. Family-based interventions, 
therefore, oft en are required to restore healthy commu-
nication patterns (Wilson et al., 2007). By involving the 
whole family, therapists can attend to the family’s at-
titudes toward body shape and body image that, to an 
adolescent, can be perceived as subtle but critical judg-
ments. Once weight is restored to within acceptable levels 
and family support becomes more available, cognitive–
behavioral methods similar to the methods described 
previously can focus more specifi cally on the patient’s 
rigid beliefs, self-esteem, and self-control processes.

Family therapy does not necessarily mean that all 
family members are seen at the same time (i.e., conjoint 

W4871.indb   424W4871.indb   424 9/19/08   11:14:17 AM9/19/08   11:14:17 AM



tive for treating bulimia. One favored approach is to of-
fer interpersonal therapy that addresses situational and 
personal issues contributing to the development and 
maintenance of the disorder (McIntosh, Bulik, McKen-
zie, Luty, & Jordan, 2000). Studies that involve random 
assignment of bulimia patients to CBT or interpersonal 
therapy conditions suggest that both approaches are 
equally benefi cial, especially those that are long-term 
(Agras, Walsh, Fairburn, Wilson, & Kramer, 2000; Fair-
burn et al., 1995).

section summary
Eating Disorders of Adolescence
• Anorexia nervosa is characterized by a refusal to maintain 

body weight, an intense fear of gaining weight or becom-
ing fat, a distorted body image, and amenorrhea.

• Bulimia nervosa involves recurrent episodes of binge eat-
ing, followed by an eff ort to compensate by self-induced 
vomiting or other means of purging. Individuals with buli-
mia also are unduly infl uenced by body shape and weight, 
and are obsessed with food.

• Anorexia is less common than bulimia, and has an earlier 
onset (ages 14 to 18). Bulimia aff ects 1% to 3% of mostly 
older adolescents. These disorders are much more com-
mon in girls than boys, although the rate of EDs in males 
appears to be increasing.

• If untreated, both disorders can become chronic and pose 
serious threats to health; bulimia has a higher rate of re-
covery than anorexia.

• Biological factors likely do not precipitate eating disor-
ders, but their eff ects on appetite, mood, perception, and 
energy regulation contribute to the maintenance of the 
disorder.

• Features of Western culture and family life play a sig-
nifi cant causal role in eating disorders. Emphasis on di-
eting and physical appearance can lead to a drive for 
thinness.

• Eating disorders have one of the highest rates of comor-
bidity. The most common co-existing disorders are de-
pression (including dysthymia) and anxiety (including 
OCD).

• Adolescents with anorexia are described clinically as be-
ing obsessive and rigid, preferring the familiar, having a 
high need for approval, and showing poor adaptability to 
change.

• Adolescents with bulimia are more likely to show mood 
swings, poor impulse control, and obsessive–compulsive 
behaviors.

• Psychosocial and pharmacological treatments for an-
orexia are limited, with no form of intervention particu-
larly benefi cial. Clinical approaches often emphasize 
the importance of changes in family communication 
patterns.

• Cognitive–behavioral treatments that focus on the atti-
tudes, beliefs, and behaviors supporting dieting, binge 
eating, or purging are supported as the most eff ective 
psychosocial treatments for bulimia. Pharmacological in-
tervention sometimes is used as a corollary treatment for 
comorbid disorders, such as depression.
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B O O K  C O M P A N I O N  W E B S I T E

www.cengage.com/psychology/mash
Supplement your review of this chapter by going to the 
book’s companion website, where you can take tutorial 
quizzes, use fl ash cards to master key terms, follow live links 
to useful websites, and explore the other study resources 
you’ll fi nd there.

CengageNOW is an easy-to-use resource that helps you 
study in less time to get the grade you want. An online study 
system, CengageNOW* gives you the option of taking a 

diagnostic pre-test for each chapter. The system uses the re-
sults of each pre-test to create personalized chapter study 
plans for you. The Personalized Study Plans

• help you save study time by identifying areas on which 
you should concentrate and give you one-click access to 
corresponding pages of the interactive Cengage Learn-
ing eBook;

• provide interactive exercises and study tools to help you 
fully understand chapter concepts; and

• include a post-test for you to take to confi rm that you are 
ready to move on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.

Study Resources (continued)
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Peace in society depends upon peace in the family.
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Since records of offi  cial reports began in the United 
States and many other countries in the early 1970s, child 
abuse and neglect has been recognized as a signifi cant 
problem, and the fact that the lives of some children like 
Nadine end tragically and without purpose has been re-
vealed. Unfortunately, Nadine is not alone in her tragic 
end—in fact, more than three children in the United 
States die at the hands of their parents or caregivers each 
day, more oft en as a result of neglect than any other type 
of maltreatment (U. S. Department of Health and Hu-
man Services, Administration on Children, Youth, and 
Families [USDHHS], 2008).

In North America, before they reach adulthood, it 
is estimated that 1 in 12 girls and boys will experience 
some form of sexual victimization by an adult or peer 
(Finkelhor, Ormrod, Turner, & Hamby, 2005). Each 
year, about 1 of every 10 children receives harsh physi-
cal punishment by a parent or other caregiver that puts 
them at risk of injury or harm (Straus & Stewart, 1999). 
Countless other children suff er the eff ects of emotional 
abuse and neglect, which, like the eff ects of physical and 
sexual abuse, can cause known harm to their psycholog-
ical development.

Violence against children and other family mem-
bers has been viewed as a private matter for many gen-
erations, and its signifi cant negative eff ects continue to 
be poorly acknowledged. Until very recently, violence 
against members of one’s family was considered, in the 
eyes of the law, to be less consequential, less damaging, 
and less worthy of society’s serious attention than vio-
lence between strangers. Today we know better: Family 
violence occurs in numerous forms, from mild acts of 
frightening or yelling at children, to severe acts of as-
saulting them with fi sts and weapons. Moreover, vio-
lence and abuse wax and wane in a cyclical manner that 
creates tension, uncertainty, and fear in children, forcing 
them to cope with harsh realities and fearful demands 
(Wekerle, Miller, Wolfe, & Spindel, 2006).

We devote an entire chapter to maltreatment be-
cause severe disturbances in the parent–child relation-
ship, the family, or the community are common causes 

THIS HEARTBREAKING AND TRAGIC re-
port of the abuse Mary Ellen experienced led 

to the formation of the New York Society for the 
Prevention of Cruelty to Children in the winter of 
1874, when citizens discovered that animals were 
protected from mistreatment, but children were not. 
Sadly, it took another 100 years before legislation was 
passed that clearly defi ned and mandated the reporting 
of child abuse and neglect, fi nally launching new eff orts 
to identify and assist abused and neglected children in 
North America. Despite these eff orts, child abuse and 
neglect remain one of the most common causes of non-
accidental child deaths, as Nadine’s sorrowful story 
reveals:

M A R Y  E L L E N

Her Legacy

She is a bright little girl, with features indicating unusual mental 

capacity, but with a careworn, stunted, and prematurely old look. 

Her apparent condition of health, as well as her scanty wardrobe, 

indicated that no change of custody or condition could be much 

for the worse.

 . . . On her examination [in court] the child made a state-

ment as follows: “ . . . I don’t know how old I am. . . . I have never 

had but one pair of shoes, but I cannot recollect when that was. 

I have had no shoes or stockings on this winter. . . . I am never 

allowed to play with any children, or to have any company what-

ever. Mamma has been in the habit of whipping and beating me 

almost every day. She used to whip me with a twisted whip—a 

raw hide. The whip always left a black and blue mark on my body. 

I have now the black and blue marks on my head which were 

made by mamma, and also a cut on the left side of my forehead 

which was made by a pair of scissors. She struck me with the scis-

sors and cut me; I have no recollection of ever having been kissed 

by any one. . . . I have never been taken on my mamma’s lap and 

caressed or petted. . . . I do not know for what I was whipped—

momma never said anything to me when she whipped me.” (New 

York Times, April 10, 1874)

N A D I N E

What Went Wrong?

Prison was only the last stop on Carla Lockwood’s miserable fam-

ily journey, one that over the years brought the troubled mother 

and her children into contact with far more institutions than just 

the city’s child welfare agency. Before her daughter, Nadine, 4, 

was found starved to death last week, there were public schools, 

hospitals and welfare offi  ces, among other social-service agen-

cies, that touched the family. . . . In the end, the mix of bad 

fortune and good intentions, blessings, mistakes and a mother’s 

apparent act of malice, did not prevent Nadine from dying. (From 

“For Dead Child’s Family, Long History of Troubles,” by Joe Sexton. 

The New York Times, September 5, 1996, p. B6. Copyright © 1996 

by The New York Times. Reprinted by permission.)
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riod of reconciliation may follow, with increased af-
fection and attention. Children are always hopeful 
that the abuse will not recur.

• Th e intensity of the violence tends to increase over 
time, although in some cases physical violence may 
decrease or even stop altogether. Abusive behavior 
may vary throughout the relationship, taking ver-
bal, sexual, emotional, or physical forms, but the 
adult’s abuse of power and control remains the cen-
tral issue.

Many societies are struggling to balance parental 
rights (e.g., the right to discipline their children) and the 
rights of children to be safe and free of harm. Conse-
quently, a signifi cant shift  is under way in how child mal-
treatment is defi ned and in how its eff ects are studied. In 
the past, abuse was defi ned primarily by visible physi-
cal injuries. However, today we recognize that physical 
injuries are only one of many consequences. Maltreat-
ment also can damage an individual’s developing rela-
tionships with others, and his or her fundamental sense 
of safety and self-esteem (United Nations Secretary-
General’s Study on Violence against Children [United 
Nations], 2006).

We begin our discussion of child abuse and neglect 
by considering the role of the family in children’s healthy 
socialization, and the need for more clear and well-
established boundaries between appropriate and inap-
propriate actions toward children.

History and Family Context
Society’s view of child-rearing and intolerance of abuse 
and neglect has evolved over a relatively short pe-
riod. Child maltreatment and non-accidental forms of 
trauma have always existed, and most likely were even 
more commonplace in previous generations (Radbill, 
1987), but these acts were seldom identifi ed as a problem 
or concern. For generations, children were viewed as the 
exclusive property and responsibility of their fathers, 
who had full discretion as to how punishment could be 
administered. Th is right was unchallenged by any coun-
termovement to seek more humane treatment for chil-
dren up until the recognition of the abuse Mary Ellen 
experienced, just over 100 years ago.

Ironically, the same legal system that was designed to 
support and assist the family has tolerated and, in some 
respects, condoned the abuse of family members, in-
cluding children, women, and the elderly (Jaff e, Lemon, 
Sandler, & Wolfe, 1996). Two major cultural traditions 
have infl uenced this position until recently: absolute au-
thority over the family by the husband, and the right to 

of abnormal child development (Chapman, Dube, & 
Anda, 2007). Th is chapter departs from the traditional 
taxonomic approach to abnormal child psychology, and 
considers how disturbed child-rearing environments or 
unsafe communities play an important role in abnormal 
development during childhood and adolescence.

Child maltreatment is a generic term that refers 
to four primary acts: physical abuse, neglect, sexual 
abuse, and emotional abuse. Maltreatment can take 
many forms, including acts experienced by the major-
ity of children, such as corporal punishment, sibling vi-
olence, and peer assault, as well as acts experienced by a 
signifi cant minority, such as physical abuse (Centers for 
Disease Control [CDC], 2008). It cuts across all lines of 
gender, national origin, language, religion, age, ethnic-
ity, disability, and sexual orientation. Non-accidental 
trauma refers to the wide-ranging eff ects of maltreat-
ment on the child’s ongoing physical and emotional de-
velopment. Children, because of their social and psycho-
logical immaturity, are highly dependent on adults. Th is 
dependency makes them more vulnerable to diff erent 
forms of victimization, which is defi ned as the abuse 
or mistreatment of someone whose ability to protect 
him- or herself is limited (Finkelhor, Ormrod, & Turner, 
2007).

Child abuse and neglect have considerable psycho-
logical importance because they occur within ongoing 
relationships that are expected to be protective, support-
ive, and nurturing. Children from abusive and neglect-
ful families grow up in environments that fail to pro-
vide consistent and appropriate opportunities to guide 
their development; instead, these children are placed 
in jeopardy of physical and emotional harm (Wolfe & 
Jaff e, 2001). Yet, their ties to their families—even to the 
abuser—are very important, so child victims may feel 
torn between a sense of belonging and a sense of fear and 
apprehension. A child victim of sexual abuse expressed 
it this way: “I was afraid. When it happened, [my father] 
behaved as if it never happened—he made me doubt 
myself. I was afraid that I would embarrass my father 
[the abuser] and be a shame to his family” (Sas, Hur-
ley, Hatch, Malla, & Dick, 1993, p. 68). Because children 
are dependent on the people who harm or neglect them, 
they face other paradoxical dilemmas as well (Report of 
the American Psychological Association, 1996/2007):

• Th e victim wants to stop the violence but also longs to 
belong to a family. Loyalty and strong emotional ties 
to the abuser are powerful opponents to the victim’s 
desire to be safe and protected.

• Aff ection and attention may coexist with violence and 
abuse. A recurring cycle may begin, whereby mount-
ing tension, characterized by fear and anticipation, 
ultimately gives way to more abusive behavior. A pe-
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sirable child-rearing methods, such as physical coercion, 
verbal threats, and neglect of the child’s needs (Gershoff , 
2002; Wolfe, 1999).

Understanding the dire eff ects of abuse and neglect 
on the mental health of children and adults must begin 
with a discussion of what children should expect from a 
healthy family environment. For healthy development, 
children need a caregiving environment that balances 
their need for control and direction, or “demanding-
ness,” with their need for stimulation and sensitivity, 
or “responsiveness” (Maccoby & Martin, 1983). Deter-
minants of healthy parent–child relationships and fam-
ily roles derived from these two primary developmental 
needs include:

• Adequate knowledge of child development and ex-
pectations, including knowledge of children’s nor-
mal sexual development and experimentation;

• Adequate skill in coping with stress related to car-
ing for small children, and knowledge of ways to en-
hance child development through proper stimula-
tion and attention;

• Opportunities to develop normal parent–child at-
tachment and early patterns of communication;

• Adequate parental knowledge of home management, 
including basic fi nancial planning, proper shelter, 
and meal planning;

• Opportunities and willingness to share the duties of 
child care between both parents, when applicable;

• Provision of necessary social and health services.

Th ese healthy patterns depend not only on parental 
competence and developmental sensitivity, but also on 
family circumstances and the availability of community 
resources, such as education and child-rearing informa-
tion, as well as social networks and supports. Th e family 
situation itself, including the parents’ marital relation-
ship and the child’s characteristics, such as tempera-
ment, health, and developmental limitations, provides 
the basic context for child-rearing.

Although we would expect a considerable range in 
ability and resources among North American families, 
certain features of a child’s environment should be fun-
damental and expectable. For infants, an expectable 
environment requires protective and nurturing adults, 
as well as opportunities for socialization within a cul-
ture. For older children, an expectable environment 
includes a supportive family, contact with peers, and 
ample opportunities to explore and master their envi-
ronment (Cicchetti & Valentino, 2006). Moreover, re-
sponsible parenting involves a gradual shift ing of control 
from the parent to the child and the community. Seldom 
is this process a smooth one, but healthy families learn 

family privacy. Th e Roman Law of Chastisement (753 
B.C.), for example, required that if a husband intended 
to beat his wife, he should use a stick no bigger around 
than his right thumb. Th is “rule of thumb” was later in-
corporated into Church doctrine, along with the adage 
“spare the rod and spoil the child” (Jaff e et al., 1996). 
Sadly, this view of children as personal property to be 
managed however the parent wishes is still adhered to 
throughout many developed and developing societies 
(Wolfe & Nayak, 2003).

Fortunately, over the last century and a half, par-
ticularly the last 30 years, the legal system’s response 
has shift ed to one of condemnation of such behavior 
throughout much of the Western world (albeit with con-
siderable resistance). Th e Convention on the Rights of 
the Child (U. N. General Assembly, 1989) spurred ef-
forts to value the rights and needs of children, and to 
recognize their exploitation and abuse in many devel-
oped countries. Today, 42 countries have established an 
offi  cial government policy regarding child abuse and ne-
glect, and about one-third of the world’s population is 
included in the various countries that conduct an annual 
count of child abuse and neglect cases (International So-
ciety for Prevention of Child Abuse and Neglect, 2006). 
Th ese eff orts provide the critical fi rst steps to identifying 
the scope of the problem, and justify the implementation 
of important societal, community, and cultural changes 
to combat child abuse.

Healthy Families

It is diffi  cult to talk about child abuse and neglect with-
out talking about the importance of families. Family re-
lations are the earliest and most enduring social rela-
tionships that signifi cantly aff ect a child’s competence, 
resilience, and sense of well-being. For most of us, family 
infl uences are positive and benefi cial, off ering a primary 
source of support and nurturance that sets the stage for 
lifetime patterns of secure relationships and well-being. 
For others, however, family events and experiences are 
profoundly negative and harmful, providing the context 
for some of the most severe violence in society (Straus, 
Gelles, & Steinmetz, 2003).

As parents, we recognize that children require con-
siderable direction and control, and sometimes behave 
in ways that challenge our decisions and interfere with 
our plans. If you’ve not experienced this yourself, ask a 
parent you know if you can take their young child gro-
cery shopping! Individuals who are ill-prepared for the 
vital and challenging role of being parents may rely 
heavily on child-rearing methods from their own child-
hood, without questioning or modifying those methods. 
Although this approach to parenting is natural and of-
ten appropriate, in some cases it can perpetuate unde-
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they are deprived of positive adult relationships, eff ec-
tive models of problem solving, and a sense of personal 
control or predictability (Luthar, 2006).

Continuum of Care

Most of us agree that children who lack the basic ne-
cessities of life—food, aff ection, medical care, educa-
tion, and intellectual and social stimulation—are placed 
in jeopardy, but diff erent cultural values, community 
standards, and personal experiences make one person’s 
abuse another person’s discipline or education (Korbin, 
2002).

Figure 14.1 depicts a hypothetical range of child care 
from healthy to abusive and neglectful, which provides 
some guidelines and boundaries for acceptable behav-
ior between parents and children (Wolfe, 1991). At the 
child-centered end of this continuum we see appropriate 
and healthy forms of child-rearing actions that promote 
child development. Competent parents encourage their 
child’s development in a variety of ways and match their 
demands and expectations to the child’s needs and abili-
ties. Of course, parents are human, and many on occa-
sions will scold, criticize, or even show insensitivity to 
the child’s state of need; in fact, discipline oft en requires 
such fi rm control, with accompanying verbal statements 
and aff ect.

Borderline actions, however, represent greater de-
grees of irresponsible and harmful child care. Parents 
who show any discernable degree of these actions to-
ward their child oft en need instruction and assistance in 
eff ective child care methods. Finally, parents who vio-
late their child’s basic needs and dependency status in a 
physical, sexual, or emotional manner are engaging in 
inappropriate and abusive behavior. Similarly, their fail-
ure to respond to a child’s needs is the cornerstone of 
neglect.

section summary
History and Family Context
• Child maltreatment refers to four primary acts: physical 

abuse, neglect, sexual abuse, and emotional abuse.

• Child abuse has always existed, but until fairly recently it 
was seldom identifi ed as a problem or concern.

• Child maltreatment represents one of the greatest failures 
of the child’s expectable environment. It is among the 
worst and most intrusive forms of stress, and often leads 
to poor adaptive outcomes.

• Maltreating families fail to provide many of the expected 
emotional and physical necessities for children, and off er 
few supports and opportunities for children to explore 
and master their environment.

to move gradually from nearly complete parental con-
trol, through shared control, to the child’s growing self-
control and eventual independence as an adult.

Family Stress and Disharmony

You know the only people who are always sure about 
the proper way to raise children? Those who’ve never 
had any.

—Bill Cosby

Children have an amazing ability to adapt to changing 
demands, an ability that is essential for healthy develop-
ment. Nevertheless, they need a basic expectable envi-
ronment to adapt successfully, or their development may 
be compromised. All children must cope with various 
degrees of stress, and these experiences can be strength-
ening if they do not exceed the child’s coping ability 
(Masten, 2007). However, a child’s method of adapting 
to immediate environmental demands (such as avoid-
ing an abusive caregiver) may later compromise his or 
her ability to form relationships with others. A child’s 
successful methods of adapting to outbursts of anger 
and aggression between family members are constantly 
challenged. Signs of stress appear, such as increased ill-
ness, symptoms of fear and anxiety, and problems with 
peers or school (El-Sheikh, Cummings, Kouros, Elmore-
Staton, & Buckhalt, 2008).

Stressful events in the family aff ect each child in 
diff erent and unique ways. However, certain situations 
trigger more intense stress reactions and consequences 
than others. (Consider, for example, the diff erence be-
tween the stress of moving to a new school and the stress 
of being bullied by an older child.) Child maltreatment 
is among the worst and most intrusive forms of stress. 
It impinges directly on the child’s daily life, may be on-
going and unpredictable, and is oft en the result of ac-
tions or inactions of people the child is supposed to trust 
and depend on. Also keep in mind that even traumatic 
events like abuse, neglect, and family violence do not af-
fect each child in a predictable, characteristic fashion. 
Rather, their impact depends on the child’s makeup and 
available supports (Masten & Powell, 2003).

A prime factor in how children respond to various 
forms of stress is the degree of support and assistance 
they receive from their parents to help them cope and 
adapt. Parents provide a model that teaches the child 
how to exert some control even in the midst of confu-
sion and upheaval. Understandably, a warm relation-
ship with an adult who provides a predictable routine 
and consistent, moderate discipline, and who buff ers 
the child from unnecessary sources of stress, is a valu-
able asset. Maltreated children may have the hardest 
time adapting appropriately to any form of stress when 
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434 PART 5 Problems Related to Physical and Mental Health

ther specify the forms of maltreatment that are crimi-
nally punishable. We all have a role to play in keeping 
children safe from harm, which begins with being at-
tentive to signs of possible abuse; professional or police 
involvement should be sought if you are concerned or 
uncertain.

A widely used defi nition of child maltreatment was 
established by the U.S. Child Abuse Prevention and 
Treatment Act (CAPTA):

Any recent act or failure to act on the part of a parent 
or caretaker, which results in death, serious physical or 
emotional harm, sexual abuse, or exploitation, or an 
act or failure to act which presents an imminent risk 
of serious harm (Child Welfare Information Gateway, 
2007, p. 1).

Please note that incidents of maltreatment that aff ect 
children’s health and well-being involve abuse and ne-
glect by adults, and therefore are not forms of abnormal 
child behavior or psychological disorders. Th us, specifi c 
defi nitions of types of child maltreatment do not appear 
in DSM-IV-TR. Instead, DSM-IV-TR considers severe 
maltreatment (of an adult or a child) under the Axis I 
category “Other conditions that may be a focus of clini-
cal attention.” If a child who was abused is also suff ering 
from a clinical disorder, such as depression (Axis I), the 

• Child care can be described along a hypothetical contin-
uum ranging from healthy to abusive and neglectful.

• Boundaries between appropriate and inappropriate be-
havior toward children are not always clear or well es-
tablished, but an awareness of what is right and what is 
wrong can go a long way in preventing maltreatment.

Types of Maltreatment
Have you ever babysat a young child or been in charge 
of a group of children at a camp or school? If you saw 
bruises on a child, what would you do? First, you would 
consider that bruises on a child can be caused by any 
number of factors, so you would need to obtain more 
information, if possible, to see if the bruises were acci-
dental or not. You should be aware that all states and 
provinces in North America have civil laws, or statutes, 
that obligate persons who come in contact with children 
as part of their job or volunteer work (bus drivers, day 
care workers, teachers, babysitters, and so forth) to re-
port known or suspected cases of abuse to the police or 
child welfare authorities. Th ese statutes also provide cri-
teria for removing children from their homes if they are 
suspected of being maltreated. Criminal statutes fur-

Child-Centered

•  Provides a variety of sensory 
stimulation and positive emotional 
expressions

•  Engages in highly competent, child-
 centered interactions

•  Communicates to child about 
normal sexuality and healthy 
relationships

•  Makes rules for safety and health
•  Occasionally scolds, criticizes, 

interrupts child activity
•  Uses emotional delivery and tone 

that are sometimes harsh

Borderline

•  Shows rigid emotional expression 
and inflexibility in responding to 
child

•  Uses verbal and nonverbal pressure 
to achieve unrealistic expectations

•  Frequently uses verbal and non-
verbal coercive methods and mini-
mizes child’s competence

•  Is insensitive to child’s needs
•  Makes unfair comparisons
•  Takes advantage of or ignores 

child’s dependency status
•  Impinges on the child’s personal 

need for privacy

Inappropriate/Abusive/Neglectful

•  Denigrates, insults child
•  Expresses conditional love and 

ambivalent feelings toward child
•  Emotionally or physically rejects 

child’s attention
•  Uses cruel and harsh control 

methods
•  Shows no sensitivity to child’s 

needs
•  Intentionally seeks out ways to 

frighten, threaten, or provoke child
•  Responds unpredictably with emo-

tional discharge
•  Takes advantage of child’s depen-

dency status through coercion, 
threats, or bribes

•  Is sexually or physically coercive 
and intrusive

F I G U R E  1 4 . 1  Continuum of parental emotional sensitivity and expression
Source: From Preventing Physical and Emotional Abuse of Children by D. A. Wolfe, p. 13. Copyright © 1991 Guilford Press. Reprinted with permission.
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• A child who sustained second- and third-degree 
“stocking” burns to the feet aft er being held in hot 
water.

As a result of their harsh and insensitive treatment, 
physically abused children like Milton oft en are de-
scribed as more disruptive and aggressive than their 
age-mates, with disturbances that reach across a broad 
spectrum of emotional and cognitive functioning (Teisl 
& Cicchetti, 2008). Physical injuries may range from 
minor (bruises, lacerations), to moderate (scars, abra-
sions), to severe (burns, sprains, or broken bones). Th ese 
physical signs represent only the visible injuries; we will 
see later in this chapter that the psychological develop-
ment of physically abused children oft en is impaired in 
less visible, but very serious, ways as well. We ask you to 
keep Milton’s case in mind, since we refer to him several 
times throughout the chapter.

Neglect

maltreatment would be noted on Axis IV (psychosocial 
and environmental problems), because maltreatment 
may aff ect the diagnosis, treatment, and prognosis of the 
child’s depression.

Physical Abuse

M I L T O N

Abused and Abusive

Four-year-old Milton’s rambunctious nature and his mother’s 

hair-trigger temper were an explosive mix. He was constantly in 

trouble at home and often was spanked, yelled at, and locked in 

his room. One evening his babysitter took him to the emergency 

department because she thought he had a bad cold. During the 

examination, the doctor discovered that Milton had a fracture 

to his left forearm that was a couple of weeks old. There was a 

goose egg on Milton’s forehead and multiple bruises on his face 

at various stages of healing, as well as bruises on his back. Several 

people had noticed Milton’s aggressive behavior—pushing other 

children or hitting them with something at preschool—but no 

one had realized that he was being abused. His preschool teacher 

told investigators, “I’m never sure from one minute to the next 

how Milton will react to the other children. He could be playing 

and suddenly become angry at something and start to destroy 

things or hit someone. I’ve also seen him become frightened—at 

what I don’t know—and withdraw into a corner. I’ve tried several 

times to discuss these things with his mother, but she says he’s 

just trying to get his way all the time.”

Milton has been physically abused. His behavior is in-
dicative of growing up in an environment with puni-
tive disciplinary methods that are the norm and are 
detrimental to child-centered stimulation and appropri-
ate limit setting. Physical abuse is multiple acts of ag-
gression that include punching, beating, kicking, bit-
ing, burning, shaking, or otherwise physically harming 
a child. In most cases, the injuries from physical abuse 
are not intentional, but they occur as a result of over-
discipline or severe physical punishment. Th e severity 
and nature of the injuries vary considerably, as shown 
by these sobering examples of physical abuse (Sedlak & 
Broadhurst, 1996:

• A 1-year-old child who died of a cerebral hemorrhage 
aft er being shaken by her father;

• A teen whose mother punched her and pulled out 
her hair;

J A N E  A N D  M A T T

Used to Neglect

Although Janet had worked for child protective services for over 

10 years, she still cringed when she described the conditions of 

the home from which she had just removed two young siblings. 

“Neighbors and relatives have complained about the parents’ 

never being around much, and how they often hear children cry-

ing,” Janet explained during our interview. “I’ve been to the home 

before, and usually it stays clean for a few days after my visit. 

But this time the children were left with a teenaged babysitter, 

who went off  to play in an arcade. They walked out of the home, 

and had to be returned by the police. What I saw this time was 

worse than before. Little Matt, who’s almost 3 years old, was 

running around in soiled diapers, crawling across broken dishes 

and spilled food, putting things in his mouth. His sister Jane, who 

turns 6 next month, was dressed in dirty clothes and looked like 

she hadn’t eaten in a week. The odor from the house forced me 

to step outside for air. The children seemed used to it—they just 

moved things out of their way and didn’t seem to care.”

I met with both children once they were settled into a 

foster home, and off ered ways for the foster parents to manage 

Jane’s strong-willed behavior and Matt’s delay in speech and 

toileting. The foster mother noted how both children seemed 

to need “constant attention and control,” and how neither had 

knowledge of typical routines like sitting down together for din-

ner, cleaning up, bed times, basic hygiene, and the need to wear 

clean clothing.
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Th ese two children suff ered the eff ects of physical and 
emotional neglect, characterized by a failure to provide 
for their basic physical, educational, or emotional needs. 
Physical neglect includes refusal or delay in seeking 
health care, expulsion from the home or refusal to al-
low a runaway to return home, abandonment, and in-
adequate supervision. Educational neglect involves ac-
tions such as allowing chronic truancy, failing to enroll 
in school a child who is of mandatory school age, and 
failing to attend to a child’s special educational needs. 
Emotional neglect, one of the most diffi  cult categories 
to defi ne, includes actions such as marked inattention to 
the child’s needs for aff ection, refusal or failure to pro-
vide needed psychological care, spousal abuse in the 
child’s presence, and permission of drug or alcohol use 
by the child.

Th e determination of child neglect requires consid-
eration of cultural values and standards of care, as well 
as recognition that the failure to provide the necessities 
of life may be related to poverty. Th e examples shown in 
Table 14.1 are actual cases of the three forms of neglect 
(Sedlak & Broadhurst, 1996):

Neglected children may suff er physical health prob-
lems, limited growth, and increased complications in 
other health conditions, such as diabetes, allergies, 
and failure-to-thrive (Lyons-Ruth, Zeanah, & Benoit, 
2003). Th ey also may show behavior patterns that vac-
illate between undisciplined activity and extreme pas-
sivity (Hildyard & Wolfe, 2002), due to their ways of 
adapting to an unresponsive caregiver. As toddlers, they 
show little persistence and enthusiasm; as preschoolers, 
neglected children show poor impulse control and are 
highly dependent on teachers for support and nurtur-
ance (M. R. Erickson & Egeland, 2002).

Note that emotional neglect also includes children 
who witness parental or partner violence in the home. 
Child witnesses of abuse and violence are aff ected in 
much the same way as other victims of maltreatment 

T A B L E  1 4 . 1  The Three Forms of Child Neglect

Physical Neglect Educational Neglect Emotional Neglect

• A 2-year-old who was found wan-
dering in the street late at night, 
naked and alone;

• An infant who had to be hospital-
ized for near-drowning after being 
left alone in a bathtub;

• Children who were living in a home 
contaminated with animal feces 
and rotting food.

• An 11-year-old and a 13-year-old 
who were chronically truant;

• A 12-year-old whose parents per-
mitted him to decide whether 
to go to school, how long to stay 
there, and in which activities to 
participate;

• A special education student whose 
mother refused to believe he 
needed help in school.

• Siblings who were subjected 
to repeated incidents of family 
violence between their mother 
and father;

• A 12-year-old whose parents 
permitted him to drink and use 
drugs;

• A child whose mother helped 
him shoot out the windows of a 
neighbor’s house.

Child neglect, the most common form of maltreatment, is 
tied to poverty, substance abuse, and parental indiff erence.
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(Wolfe, Crooks, Lee, McIntyre-Smith, & Jaff e, 2003). 
Younger abused children are fearful and oft en show 
regressive and somatic signs of distress, such as sleep 
problems, bed-wetting, headaches, stomachaches, diar-
rhea, ulcers, and enuresis. Older boys tend to be more 
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• A 10-year-old girl who was raped by her father;
• Two sisters and a brother who were sexually molested 

by their mother’s live-in boyfriend;
• A 4-year-old who was fondled by his father during 

weekend visitations.

Th e behavior and development of sexually abused 
children may be aff ected signifi cantly, especially in re-
lation to the duration or frequency of abuse, the use of 
force, penetration, and a close relationship to the per-
petrator (Berliner & Elliott, 2002). Th e physical health 
of these children may be compromised by urinary tract 
problems, gynecological problems, sexually transmitted 
diseases (including AIDS), and pregnancy (National Re-
search Council, 1993).

About one-third of sexually abused children report 
or exhibit no visible symptoms, and about two-thirds of 
those who do show symptoms recover signifi cantly dur-
ing the fi rst 12 to 18 months following the abuse (Ken-
dall-Tackett, Williams, & Finkelhor, 2001). Nonetheless, 
the possibility of delayed emergence of symptoms is be-
coming more widely recognized (L. M. Williams, 2003). 
Children’s reports of sexual abuse and their reactions 
and recovery vary, depending on the nature of the sex-
ual assault and the response of their important others, 
especially the mother (London, Bruck, Wright, & Ceci, 
2008). Many acute symptoms of sexual abuse resemble 
children’s common reactions to stress, such as fears, in-
creased anger, anxiety, fatigue, depression, passivity, dif-
fi culties focusing and sustaining attention, and with-
drawal from usual activities.

In reaction to an abusive incident, it is common for 
younger children to regress temporarily, such as by be-
coming enuretic or easily upset, or having problems 
sleeping. In later childhood and early adolescence, these 
signs of distress may take the form of acting-out behav-
iors, such as delinquency, drug use, promiscuity, or self-
destructive behavior (Wekerle et al., 2006). Some sexu-
ally abused children may exhibit sexualized behaviors 
with other children or toys that may include excessive 
masturbation, age-inappropriate knowledge of sexual 
activity, and/or pronounced seductive or promiscuous 
behavior. Any of these symptoms of distress may be as-
sociated with a decline or sudden change in school per-
formance, behavior, and peer relations.

Unlike physical abuse and neglect, sexual abuse 
has no connection to child-rearing, discipline, or inat-
tention to developmental needs. Rather, it constitutes a 
breach of trust, deception, intrusion, and exploitation 
of a child’s innocence and status. Whereas all types of 
maltreatment share a common ground in relation to the 
abuse of power by an adult over a child, sexual abuse 

aggressive with peers and dating partners; girls tend 
to be more passive, withdrawn, and low in self-esteem 
(Crooks & Wolfe, 2007). Based on a nationally repre-
sentative sample of 1,615 dual-parent U.S. households, 
approximately 15.5 million American children live in 
families in which partner violence had occurred at least 
once in the previous year (McDonald, Jouriles, Ra-
misetty-Mikler, Caetano, & Green, 2006), which sug-
gests that such events are signifi cantly underreported to 
authorities.

Sexual Abuse

Rosita was sexually abused by her father and disbelieved 
by her mother; as a result, she faces many ongoing psy-
chological complications. Because Rosita was seen sev-
eral times throughout the course of her childhood and 
adolescent development, her case is discussed further in 
a later section of this chapter on the course of develop-
ment of children and adolescents who have been sexu-
ally abused.

Sexual abuse includes fondling a child’s genitals, in-
tercourse with the child, incest, rape, sodomy, exhibi-
tionism, and commercial exploitation through prostitu-
tion or the production of pornographic materials. Th e 
actual number of sexual abuse cases may be underre-
ported because of the secrecy or “conspiracy of silence” 
that so oft en characterizes these cases, making deter-
mination of abuse diffi  cult (Haugaard, 2000; Mitch-
ell, Wolak, & Finkelhor, 2007). Th e following are actual 
reported cases of sexual abuse (Sedlak & Broadhurst, 
1996):

R O S I T A

No Haven at Home

Rosita was not quite 4 years old when her family doctor suspected 

that something was going on that troubled her. He expressed his 

concerns to child welfare, and Rosita reenacted several sexual 

acts for them, using dolls depicting her father and herself. “Daddy 

said I can play a game, and it’s OK ’cause grownups do it,” she 

hesitantly explained. Rosita made the dolls kiss, then the male 

doll rubbed the female doll’s vagina. “But he hurt me, and it 

made me scared. I didn’t want to get in trouble.” To make matters 

worse, her mother became furious with Rosita and the agency 

when she heard the accusations, and was unwilling to ensure her 

daughter’s protection and safety at home. “Rosita just wants a lot 

of attention—she’s said this stuff  before and I don’t believe her 

one minute,” was her mother’s only comment.
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givers may use extreme or bizarre forms of punishment, 
such as confi nement of a child in a dark closet. Emo-
tional abuse also includes verbal threats and put-downs 
like those Evan experienced, as well as habitual scape-
goating, belittling, and name-calling. Emotional abuse 
exists, to some degree, in all forms of maltreatment, so 
the specifi c psychological consequences of this form of 
maltreatment are poorly understood (Follingstad, 2007; 
Glaser, 2002).

Th e following cases tend to be more severe forms of 
emotional abuse because of the defi nitional requirement 
that the acts have caused, or could cause, serious harm 
(Sedlak & Broadhurst, 1996):

• A young child strapped in a high chair all day while 
her parents went to work;

• A 4-year-old who was locked in a closet as a means of 
discipline;

• Children traumatized when their father took them 
to a store to buy a gun, with which he threatened to 
kill them and their mother.

Exploitation

Children also suff er trauma from commercial or other 
sexual exploitation, such as child labor and child prosti-
tution. Globally, as many as 10 million children may be 
victims of child prostitution, the sex industry, sex tour-
ism, and pornography, although accurate statistics are 
not available (United Nations, 2006). Sadly, many ex-
ploited children began as victims of abuse and rape in 
their homes, and are forced into commercial sexual ac-
tivity at a young age (Cooper, Estes, Giardino, Kellogg, & 
Vieth, 2005). Rates of child prostitution tend to be higher 
in Asia and Latin America, but an alarming growth has 
been recorded in Africa, North America, and Europe. 
Eastern Europe recently has emerged as the newest mar-
ket in the worldwide sexual exploitation of children 
(Wolfe & Nayak, 2003). Poverty is the greatest factor in 
the child prostitution explosion, as migration of families 
from the rural areas into cities creates unemployment, 
the breakdown of family structures, homelessness, and, 
inevitably, an increase in child prostitution.

section summary
Types of Maltreatment
• Physical abuse includes acts of aggression such as punch-

ing, beating, kicking, biting, burning, shaking, or other-
wise physically harming a child.

• Child neglect is a failure to provide for a child’s basic phys-
ical, educational, or emotional needs.

stands out from physical abuse and neglect in terms of 
these specifi c dynamics.

Emotional Abuse

Evan experienced very harsh, emotionally abusive 
threats and put-downs from his parents, which can be 
as harmful to a child’s development as physical abuse 
or neglect. Emotional abuse includes repeated acts or 
omissions by the parents or caregivers that have caused, 
or could cause, serious behavioral, cognitive, emotional, 
or mental disorders. For example, the parents or care-
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15 years. Economic improvement began in the early 
1990s, coupled by more law enforcement and child pro-
tection resources and more aggressive prosecution and 
incarceration policies. North America also has seen more 
public awareness about abuse and neglect, and more 
forms of treatment have become available. Rates of child 
neglect, on the other hand, have remained fairly stable, 
perhaps because it has not received the same level of pol-
icy attention and public awareness as sexual and physi-
cal abuse (Finkelhor, 2008; Finkelhor & Jones, 2006).

Incidence of child maltreatment also can be esti-
mated from large-scale community or nationwide sur-
veys that represent societal views, and which avoid some 
factors that may inhibit children or adults from report-
ing maltreatment to offi  cials. Consequently, asking rep-
resentative samples of parents to respond anonymously 
about their various child-rearing methods results in 
much higher estimates of the number of children at risk 
of maltreatment each year than the estimates provided 
by offi  cial reports. Based on telephone interviews with 
over 3,500 families in the United States in 1985 and 1995, 
about 10% of parents admitted using some method in 
the past year to control their child that amounted to a se-
vere violent act, such as hitting with an object, pushing, 
or scalding their child (Straus & Gelles, 1986; Straus & 
Stewart, 1999).

Lifetime prevalence estimates of maltreatment are 
derived by asking adults if they experienced particular 
forms of maltreatment as children. Th ese studies have 
been conducted almost exclusively on sexual abuse, per-
haps because discrete sexual acts are more readily de-

• Sexual abuse ranges from sexual touching to exhibition-
ism, sexual intercourse, and commercial exploitation (por-
nography, prostitution).

• Emotional abuse includes acts or omissions that could 
cause serious behavioral, cognitive, emotional, or mental 
disorders.

• Exploitation of children includes child labor and child 
prostitution, which are recognized as a signifi cant form of 
trauma to children and adolescents worldwide.

Prevalence and Context
When the battered child syndrome (the early term for 
physical abuse) was fi rst described in the early 1960s 
(Kempe, Silverman, Steele, Droegenmueller, & Silver, 
1962), it was believed that this phenomenon applied to 
fewer than 300 children in the United States. Today, 
state child protective services agencies investigate over 
3.5 million suspected cases of child abuse and neglect 
each year, of which about one-third are confi rmed (US-
DHHS, 2008).

Incidence of Abuse and Neglect in 
North America

Over 900,000 children in the United States were sub-
stantiated victims of child maltreatment in 2006, which 
is a rate of 12.1 per 1,000 children in the population 
(CDC, 2008; USDHHS, 2008). By comparison, Canada’s 
substantiated incidence of maltreatment is 9.7 per 1,000 
children (Trocmé & Wolfe, 2001). Th e diff erence in inci-
dence between these otherwise similar countries is due 
to a higher number of neglect cases in the United States, 
which may be a function of higher poverty rates and less 
access to medical services.

Figure 14.2 shows the percentages of each subtype 
of abuse and neglect. As shown, child neglect (includ-
ing medical neglect) continues to be a worrisome prob-
lem, accounting for almost two-thirds (64%) of all doc-
umented cases of maltreatment in the United States. 
Physical abuse (16%), sexual abuse (9%), psychological 
maltreatment (7%), and other forms of maltreatment 
(e.g., abandonment or threats of harm, 15%) make up 
the remaining substantiated cases. In addition, about 1 
in 4 of these children suff ered more than one form of 
maltreatment.

Interestingly, both sexual abuse and physical abuse 
cases have declined considerably since 1992 (53% and 
48%, respectively; Jones, Finkelhor, & Halter, 2006). 
Although no one knows for sure, this decline most 
likely stems from several factors occurring over the last 

Neglect
64.1%

Other
15.1%

Emotional abuse
6.6%

Sexual abuse
8.8%

Physical abuse
16%

F I G U R E  1 4 . 2  Percentages of types of 
maltreatment
Data from USDHHS (2008). “Other” forms of maltreatment include abandon-
ment, threats of harm to the child, and congenital drug addiction. The percent-
ages total more than 100% because children may have been victims of more 
than one type of maltreatment.
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races had the highest rates of victimization at 19.8, 15.9, 
and 15.4 per 1,000 children, respectively. White chil-
dren and Hispanic children both had rates of approx-
imately 11 per 1,000 children of the same race or eth-
nicity, whereas Asian American children had the lowest 
rate (2.5 per 1,000 children of the same race or ethnicity; 
USDHHS, 2008). Th ese racial diff erences are believed to 
be a function of the disproportionate impact of poverty, 
stress, and disadvantage on minority children and their 
families (Jones et al., 2006).

Characteristics of Family and Perpetrator

Family characteristics remind us of the cultural and so-
cial forces that shape child-rearing methods. Most sig-
nifi cant is the well-established fi nding that maltreatment 
is more common among the poor and disadvantaged 
(although it also occurs among higher-income families). 
Th is connection is not likely due to a reporting bias, be-
cause it has remained constant for the past 30 years, de-
spite increased awareness and reporting (Wekerle et al., 
2006). What it does imply, however, is that the economi-
cally based context of maltreatment—restricted child 
care opportunities, crowded and unsafe housing, lack 
of health care, to name a few conditions—is a powerful 
backdrop to the high incidence rates.

Family structure also is connected to the probabil-
ity of child maltreatment. Children living with a single 
parent are at signifi cantly greater risk of both physical 
abuse and neglect. Th ose living with single fathers are 
almost twice as likely to be physically abused as those 
living with single mothers (Sedlak & Broadhurst, 1996; 
Trocmé & Wolfe, 2001). Maltreatment—especially phys-
ical and educational neglect—is more common in larger 
families, where additional children in the household 
mean additional tasks, responsibilities, and demands.

Who commits these acts? It shouldn’t surprise you 
that 80% of the victims are maltreated by one or both 
parents, across all forms of maltreatment. However, 
there are important exceptions, as well as key sex dif-
ferences in the nature of abuse or neglect. Nearly 50% 
of sexually abused children are abused by persons other 
than parents or parent fi gures, compared with only a 
fraction in other categories. Child neglect is committed 
predominantly—about 90% of the time—by mothers, 
which fi ts with the fact that mothers and mother sub-
stitutes tend to be primary caregivers. In contrast, sex-
ual abuse is committed more oft en—also about 90% of 
the time—by males, about 50% of whom are the child’s 
father or father fi gure. While males are the dominant 
perpetrators in sexual abuse, for child maltreatment in 
general the most common perpetrator pattern overall is 
a female parent acting alone, who typically is younger 
than 30 years of age (USDHHS, 2008).

fi ned than other forms of abuse and neglect. A notable 
exception is the Ontario Health Supplement, a general 
population survey of nearly 10,000 residents of Ontario, 
Canada, in which people 15 years and older were asked 
about physical and sexual abuse during childhood (H. L. 
MacMillan et al., 1997). A history of physical abuse dur-
ing childhood was reported more oft en by males (31.2%) 
than females (21.1%), whereas sexual abuse during child-
hood was more commonly reported by females (12.8%) 
than males (4.3%). Keep in mind that these fi gures are 
estimates only. Retrospective reports of childhood expe-
riences are inexact, and it is rarely possible to corrob-
orate episodes of maltreatment to get precise accounts. 
Nevertheless, these incidence and prevalence data indi-
cate a substantial problem that, until quite recently, was 
disregarded.

Characteristics of Victimized Children

Improvements in data collection methods over the past 
decade indicate that child maltreatment aff ects more 
vulnerable or disadvantaged children disproportion-
ately, as indicated by age, sex, and racial diff erences. 
Child maltreatment occurs at all ages, but there is cor-
respondence between certain types of maltreatment and 
children’s age. Younger children, who have the greatest 
need for care and supervision, are the most common 
victims of abuse and neglect, which corresponds to the 
emergence of their greater independence and to paren-
tal confl ict during this developmental period. Sexual 
abuse, in contrast, is more common among the older 
age groups (> age 12). Other than for sexual abuse, the 
rate of victimization is inversely related to the age of the 
child (USDHHS, 2008).

Child maltreatment aff ects boys and girls almost 
equally (48% of boys and 52% of girls) except for sexual 
abuse, where girls account for about 80% of the reported 
victims (USDHHS, 2008). Moreover, the dynamics of 
sexual abuse diff er considerably for boys and girls. Al-
though boys as well as girls are more likely to be abused 
by someone they know and trust than by a stranger, 
boys are more likely to be abused by male nonfamily 
members—camp staff , teachers, scout leaders—whereas 
girls are more likely to be sexually abused by male fam-
ily members. Th is fi nding suggests diff erent patterns of 
vulnerability for boys and girls, and has implications for 
safety and prevention.

In terms of racial characteristics, almost half of sub-
stantiated victims of maltreatment are white (49%), 23% 
were African American, and 18% were Hispanic. For 
all racial categories except Native Hawaiian and Pa-
cifi c Islander, the largest percentage of victims suff ered 
from neglect. African American children, American In-
dian or Alaska Native children, and children of multiple 
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treated children and youth. Abuse and neglect are more 
than physical pain and transitory fear; to a child or ad-
olescent, these events oft en represent threats to their 
emerging sense of self, their world, and their feelings of 
safety and well-being. We return to Rosita’s case to illus-
trate this dramatic impact:

Cross-Cultural Comparisons

How do children fare in other Western countries and in 
other countries around the world? Although it is diffi  -
cult to draw comparisons between countries because of 
the diff erences in defi ning and reporting cases of child 
maltreatment, what little is known about the prevalence 
of maltreatment in other countries suggests that physical 
and sexual abuse are at epidemic proportions in many 
societies worldwide.

International organizations estimate that 40 mil-
lion children, by the age of 14, are victims of child abuse 
and neglect annually around the world (United Nations, 
2006; World Health Organization, 1999), confi rm-
ing suspicions that child abuse is found in all societies 
and is almost always a highly guarded secret. Studies in 
which children or young adults were interviewed about 
their childhood experiences further confi rm that rates 
of child sexual abuse in other Western societies are com-
parable to those rates in North America, which cluster 
around 20% for females, and between 3% and 11% for 
males (Finkelhor, 2008).

section summary
Prevalence and Context
• Child abuse and neglect are at epidemic proportions in 

the United States, Canada, and many other countries 
worldwide.

• Physical neglect is most common among younger 
children.

• Physical and emotional abuse are most common among 
toddlers, preschoolers, and young adolescents.

• Sexual abuse aff ects children, mostly girls, from about 
age three on.

• Poverty and single parenthood are the most prominent 
demographic features of abuse and neglect.

Developmental Course and 
Psychopathology

The child trapped in an abusive environment is faced with 
formidable tasks of adaptation. She must fi nd a way to 
preserve a sense of trust in people who are untrustworthy, 
safety in a situation that is unsafe, control in a situation 
that is terrifyingly unpredictable, power in a situation of 
helplessness.

—From Herman (1992)

Th is statement by prominent clinician and researcher 
Judith Herman captures the essence of the world of mal-

R O S I T A

Feeling Trapped

At age 6, Rosita was brought to the hospital following two sui-

cidal/self-harm gestures. While camping, she wrapped a rope that 

hung from a tree around her neck and her foster mother grabbed 

it and untangled it. She did not appear to be hurt, but she sat and 

cried for a long time while her foster mother cuddled her.

 “Rosita is preoccupied with themes of death and self-harm, 

in her drawings, stories at school, and even with her classmates,” 

her teacher explained. “She has problems making friends, be-

cause she acts silly when she tries to join their games. More than 

once she’s asked other children to touch her vagina, and she has 

tried to put her fi nger in one girl’s vagina. Needless to say, this 

has alarmed other parents and teachers. But she’s such a needy 

child—she’ll go from a temper tantrum to becoming clingy in a 

matter of seconds.”

Rosita’s life became more settled, and by age 9 her school 

performance had improved noticeably. However, at age 15, her 

psychological condition rapidly grew worse. She made suicide at-

tempts and began cutting her arm with glass and other sharp ob-

jects. When I saw her following her release from the hospital, she 

was very distraught, and felt unloved and abandoned. Her feel-

ings of depression and anxiety were evident: “I’ll jump or get re-

ally scared, for no reason. I just want to go somewhere and hide, 

and get away from people,” she explained. “I can’t trust anybody 

except for my friend Mary—but even she thinks I’m weird when 

I get like this. It’s like I’m trapped or caught, and can’t get away.” 

My interview went on to reveal Rosita’s sleeping problems and 

her constant crying and sadness.

Rosita had never forgotten the abuse she experienced as a 

child, and sometimes had intrusive reminders of what happened. 

“I feel tied in a knot, and I feel like I’m going crazy or something. 

That’s when I might start cutting on my arm or something, just 

to feel like I’m not dreaming, that I’m real.” Sometimes she even 

blamed herself for losing her family years ago, explaining that “no 

matter how bad it was I wish no one had ever found out, because 

it wasn’t worth all the pain I’m going through.”

Rosita lacks a sense of self-esteem and a sense of the 
future. She is very vulnerable to recurring victimization 
because she lacks self-awareness and has limited self-
protection skills. She feels a terrible loss and ambiva-
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more dramatic events, such as marital violence and sep-
aration of family members, as well as the mundane but 
important everyday activities that may be disturbing or 
upsetting, such as unfriendly interactions, few learn-
ing opportunities, and a chaotic lifestyle. Children who 
are sexually abused undergo pronounced interruptions 
in their developing view of themselves and the world, 
which result in signifi cant emotional and behavioral 
changes, indicative of their attempts to cope with such 
events. Because the source of stress and fear is central-
ized in their family, children who are maltreated are 
challenged regularly to fi nd ways to adapt that pose the 
least risk, and off er maximum protection and opportu-
nity for growth (Collishaw et al., 2007).

Child maltreatment, like other forms of adversity 
and trauma during childhood, does not aff ect each child 
in a predictable or consistent fashion. To the contrary, 
the impact of maltreatment depends not only on the se-
verity and chronicity of the specifi c events, but also on 
how the events interact with the child’s individual and 
family characteristics. Without proper support and as-
sistance, young children who initially may have achieved 
normal developmental milestones can show a dramatic 

lence over her family, sometimes blaming herself for the 
abuse or wishing it had never been discovered. Although 
she is a verbal and insightful young woman, she oft en is 
overcome with worries, anxiety, fear, and emotional dis-
tress related to her current circumstances.

Resilience and Adaptation

What happens to the development of children who were 
abused or neglected during their important formative 
years? Normal development follows a predictable, orga-
nized course (see Chapter 1), beginning with the child’s 
mastery of physiological regulation (eating, sleeping), 
and continuing throughout the development of higher 
skills, such as problem solving and peer relationships. 
However, under abnormal and unusual circumstances, 
especially abuse and neglect, predictability and organi-
zation are disrupted and thrown off  course, which re-
sults in developmental failure and limited adaptation.

Maltreated children not only must face acute and 
unpredictable parental outbursts or betrayal, but also 
must adapt to environmental circumstances that pose 
developmental challenges. Th ese infl uences include the 

Young Jason never goes unarmed. Grabbing his plastic gun and rubber knife, he tells his mother, “If daddy comes, I’ll be 
able to stop him.”
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fort and to regulate their own physiological and emo-
tional processes. As a result, maltreated children are 
more likely than other children to show an absence of an 
organized attachment strategy (Baer & Martinez, 2006).

Parent–child attachment and the home climate play a 
critical role in emotion regulation, another early develop-
mental milestone. Emotion regulation refers to the abil-
ity to modulate or control the intensity and expression 
of feelings and impulses, especially intense ones, in an 
adaptive manner (Maughan & Cicchetti, 2002). Without 
consistent stimulation, comfort, and routine to aid in the 
formation of secure attachment, maltreated infants and 
toddlers have considerable diffi  culty establishing a recip-
rocal, consistent pattern of interaction with their caregiv-
ers. Instead, they show a pattern described as insecure–
disorganized attachment, characterized by a mixture of 
approach and avoidance, helplessness, apprehension, 
and a general disorientation (Barnett, Ganiban, & Cic-
chetti, 1999). Th e lack of a secure, consistent basis for re-
lationships places maltreated children at greater risk of 
falling behind in their cognitive and social development, 
and can result in problems regulating their emotions 
and behavior with others. Emotions serve as important 
internal monitoring and guidance systems, designed to 
appraise events as benefi cial or dangerous, and provide 
motivation for action.

Because emotions provide important signals about 
our internal and external worlds, children must learn to 
interpret and respond to them appropriately. Most chil-
dren learn this naturally through the emotional expres-
sions and explanations given by their caregivers. Mal-
treated children, on the other hand, live in a world of 
emotional turmoil and extremes, making it diffi  cult for 
them to understand, label, and regulate their internal 
states (Shipman et al., 2007). Expressions of aff ect, such 
as crying or signals of distress, may trigger disapproval, 
avoidance, or abuse, so maltreated youngsters tend to in-
hibit their emotional expression and regulation, and re-
main more fearful and on alert. Similarly, they show in-
creased attention to anger- and threat-related signals like 
facial expressions, and less attention to other emotional 
expressions (Masten et al., 2008; Shackman, Shackman, & 
Pollak, 2007). When a new situation that involves a 
stranger or peer triggers emotional reactions, they do 
not have the benefi t of a caring smile or words from a fa-
miliar adult to assure them that things are okay.

Diffi  culties modulating emotions can be expressed as 
depressive reactions as well as intense angry outbursts. 
Accordingly, as maltreated children grow older and face 
new situations involving peers and other adults, poor 
emotional regulation becomes more and more problem-
atic, resulting in unusual and self-harmful behaviors, 
such as Rosita’s attempts to cut herself. Over time, this 
inability to regulate emotions is associated with inter-

downturn in their developmental progress as a result 
of chronic or acute maltreatment and similar types of 
stress (Crooks & Wolfe, 2007). Consequently, their core 
developmental processes are impaired, which results in 
emotional and behavioral problems ranging from speech 
and language delays to criminal behavior.

Children may be protected, in part, from the ef-
fects of maltreatment or witnessing parental violence by 
a positive relationship with at least one important and 
consistent person in their lives who provides support 
and protection, such as other family members or peers 
(Haskett, Nears, Ward, & McPherson, 2006; Skopp, Mc-
Donald, Jouriles, & Rosenfi eld, 2007). Paradoxically, 
this person also could be a maltreating parent, a notion 
that at fi rst may be hard to comprehend. However, many 
maltreated children do not think of their parents as abu-
sive; rather, they adapt to their own experiences as best 
as possible. Loyalty to one’s parents is a powerful emo-
tional tie, so from the child’s point of view, a parent who 
at times yells, hits, and castigates, may at other times be 
a source of connection, knowledge, or love (Wekerle & 
Wolfe, 2003). Personality characteristics such as posi-
tive self-esteem and sense of self also are related to fewer 
negative outcomes among maltreated children (Curtis & 
Cicchetti, 2007; Haskett et al., 2006).

Simply stated, if children are raised in environments 
where love and positive attention are expressed rarely 
or inconsistently, the children have no other standard 
of comparison. Th eir natural inclination is to distort 
their view of their parents as being more like others’—
positive, well-meaning, and all-important. It may be 
more adaptive for children to focus on what their par-
ents provide, rather than what they don’t provide, be-
cause this focus will allow them to seem normal and ac-
cepted themselves. Th is view has important implications 
for intervention eff orts, because some interventions, 
such as removing children from their families, can be-
come another source of stress and disruption, with un-
desired side eff ects (Wilson & Melton, 2002).

Developmental Consequences

Understanding the major consequences of the maltreat-
ment of children requires consideration of the basic 
developmental processes that are impaired or delayed 
among this population. We begin by focusing on early 
attachment and aff ect regulation—the building blocks 
of the development of important self-regulatory and in-
terpersonal competencies.

Early Attachment and Emotion Regulation 
Episodes of child abuse and neglect, whether chronic or 
sporadic, can disrupt the important process of attach-
ment, and interfere with children’s ability to seek com-
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as a result of their maladaptive view of themselves and 
others.

Representational models of oneself and others are 
signifi cant because they contain experience, knowl-
edge, and expectations that carry forward to new situ-
ations (Cicchetti & Lynch, 1995). For example, consider 
how a child’s internalized belief that “my mother is usu-
ally there for me when I need her” or that “I am loved 
and worthy of love” shapes his basic beliefs about him-
self and others, and how these ideas refl ect a sense of 
well-being and connection. Maltreated children, in con-
trast, oft en lack these core positive beliefs about them-
selves and their world. Instead, they may develop neg-
ative representational models of themselves and others 
based on a sense of inner “badness,” self-blame, shame, 
or rage, all of which further impair their ability to regu-
late their aff ective responses (Feiring & Cleland, 2007; 
Valentino, Cicchetti, Rogosch, & Toth, 2008). One male 
survivor of child sexual abuse explains this feeling of 
inferiority:

I could not see anybody loving me. I could not see any-
body liking me or wanting to be with me, I could not see 
myself as signifi cant to the point where I would actually 
be in a relationship with someone else (quoted in Lisak, 
1994, p. 542).

Feelings of powerlessness and betrayal oft en are de-
scribed by children and adults who have been victims of 
maltreatment—feelings that become salient components 
of their self-identity (Wolfe, Jaff e, Jette, & Poisson, 2003; 
van der Kolk, 2007). In a situation of powerlessness, the 
child’s will, desire, and sense of self-effi  cacy are thwarted 
and rebuked, which is oft en linked to fears, worries, and 
depression. In the words of one survivor, “It’s as if the 
world was evil, it’s coming to get you, and you could do 
almost nothing to defend from it” (Lisak, 1994, p. 533). 
Betrayal involves the degree to which the child feels the 
perpetrator gained his confi dence through manipula-
tion and coercion, as well as the position of trust or au-
thority held by the perpetrator. As a consequence, the 
child’s emotional needs may be compromised by intense 
and contradictory feelings of the need for closeness and 
the fear of it.

One’s sense of personal power or self-effi  cacy can be 
undermined by physical and verbal abuse, as well as by 
physical and emotional neglect; this maltreatment de-
values the child as a person. Feelings of betrayal also can 
challenge an individual’s sense of self, because the per-
son the individual depended on violated that trust and 
confi dence. Such feelings may not be identifi ed until 
years later, once the individual reaches an age whereby 
he or she can recognize this betrayal dynamic as the 
source of feelings of self-blame, guilt, and powerlessness 
(Freyd, DePrince, & Gleaves, 2007; Williams, 2003).

nalizing disorders, such as depression and fearfulness, 
as well as externalizing disorders, such as hostility, ag-
gression, and various forms of acting-out (Teisl & Cic-
chetti, 2008).

Brain Development 
Neuroscientists have connected the behavioral signs of 
poor emotion regulation among maltreated children to 
alterations in the developing brain. Studies with mal-
treated children and adults with a history of childhood 
abuse show long-term alterations in the hypothalamic–
pituitary–adrenal (HPA) axis and norepinephrine sys-
tems, which have a pronounced eff ect on one’s respon-
siveness to stress (Bremner, 2007; Nemeroff , 2004). 
Brain areas implicated in the stress response include 
the hippocampus (involved in learning and memory), 
the prefrontal cortex, and the amygdala, which can lead 
to long-term mental health problems (Kitayama et al., 
2007).

In eff ect, acute and chronic forms of stress associ-
ated with maltreatment may cause changes in brain de-
velopment and structure. Th e neuroendocrine system 
is designed to handle sudden stressful events by releas-
ing cortisol to produce a fi ght-or-fl ight response (see 
Chapter 2). However, aft er prolonged and unpredict-
able stressful episodes associated with all forms of child 
abuse and neglect, cortisol levels become depleted and 
the feedback systems that control hormone levels in the 
brain may not function correctly. Stress fl oods the brain 
with cortisol; the brain, in turn, resets the threshold at 
which cortisol is produced, so that ultimately it circu-
lates at a dramatically low level. As a result, the neu-
roendocrine system becomes highly sensitive to stress 
(De Bellis, Hooper, & Sapia, 2005). Th ese neurobiologi-
cal changes that occur in response to untoward early-life 
stress partially may account for the psychiatric problems 
that emerge throughout the lives of maltreated children, 
as described in the following section.

Emerging View of Self and Others 
As normal development progresses, regulation of aff ect 
and behavior becomes less dependent on the caregiver 
and more and more autonomous (parents oft en use the 
vernacular expression, “terrible twos”). Toddlers’ devel-
oping self-regulation is now applied to new situations, 
which further strengthens their emerging view of them-
selves and others. Importantly, children form complex 
mental representations of people, relationships, and the 
world during this developmental period. Th eir emerging 
view of themselves and their surroundings is fostered by 
healthy parental guidance and control that invoke con-
cern for the welfare of others. Because these opportuni-
ties are seldom available to maltreated children, emo-
tional and behavioral problems are more likely to appear 
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fear, evolve to become highly responsive to threatening 
or dangerous situations. Th ese strategies confl ict, how-
ever, with the new challenges of school and peer groups. 
As a result, some maltreated children, especially those 
with histories of physical abuse and neglect, may be 
more distracted by aggressive stimuli, and misread the 
intentions of their peers and teachers as being more hos-
tile than they actually are (Dodge et al., 1994).

Th e development of empathy and social sensitivity 
for others during the preschool years are prerequisites 
for the development of positive, reciprocal peer relation-
ships. Physically abused and neglected children, how-
ever, show less skill at recognizing or responding to dis-
tress in others, since this has not been their experience 
(Smetana et al., 1999). Observational studies of the be-
havior of maltreated children and their non-maltreated 
peers reveal that physically abused children engaged in 
more stealing behavior, and neglected children engaged 
in more cheating behavior and less rule-compatible be-
havior (Cicchetti & Valentino, 2006; Koenig, Cicchetti, & 
Rogosch, 2004).

Th is is how one 2-year-old boy, who had been physi-
cally abused by his parents, responded to a crying child:

He then turned away from her to look at the ground and 
while looking at the ground began vocalizing “Cut it out! 
Cut it out!” with increasing agitation, each time speaking 
more loudly and more quickly. He patted the child on the 
back, but when this disturbed her he retreated from her, 
hissing and baring his teeth. He again began patting her 
on the back, but this time his patting turned into beating. 
He continued beating the little girl despite her screams. 
(Main & Goldwyn, 1984, p. 207)

Th omas, an abused 1-year-old, exhibits disturbing 
signs of fearful distress when he hears a child crying in 
the distance:

Suddenly, Th omas becomes a statue. His smile fades and 
his face takes on a look of distress also. He sits very still, 
his hand frozen in the air. His back is straight, and he be-
comes more and more tense as the crying continues. . . . 
Th e (distant) crying diminishes. Suddenly Th omas is 
back to normal, calm, mumbling, and playing in the 
sand. (Main & George, 1985, p. 410)

Th ese quotes illustrate a lack of social sensitivity as 
well as a disorganized, victim–victimizer reaction to 
peer distress. Th e non-abused children in these studies 
typically showed concern or attempted to provide com-
fort to the distressed child, but not one maltreated child 
exhibited a concerned response at witnessing the distress 
of another toddler. Maltreated children not only failed 
to show concern, but actively responded to distress in 
others with fear, physical attack, or anger. Can you see 
the continuity between their own experiences and their 
behavior with peers?

Th e following are typical of children’s and adoles-
cents’ descriptions of having their sense of safety and 
self-esteem undermined by the sexual abuser (Sas et al., 
1993, p. 68):

I was scared that if someone else found out, that my fa-
ther would believe that we had told and that he would kill 
our mother.

I was embarrassed, worried, especially as I was a boy, I 
was being molested by a man. I thought people might 
think I was gay or my parents might not believe me.

Emotional reactions elicited by harsh punishment or 
sexual exploitation require the child to search for an an-
swer to a fundamental question concerning responsibil-
ity and blame: “Why did this happen to me?” Th e previ-
ous quotes about self-esteem illustrate how some sexually 
abused children feel responsible for failing to recognize 
the abuse, participating in the abuse, causing their fami-
lies’ reactions to disclosure, failing to avoid or control 
the abuse, and failing to protect themselves. Rather 
than acknowledge or believe that one’s own parents or 
a trusted adult could be the person at fault, some mal-
treated children may ascribe non-malevolent intentions 
to the off ender, which can then be used to explain and 
justify to others their family problems and disruption. 
Shift ing the blame to themselves or to situational fac-
tors that are less important than one’s own parents pro-
vides a more acceptable explanation (McGee, Wolfe, & 
Olson, 2001). One male survivor describes this attri-
bution of blame: “I had to make sense out of what was 
going on. And the sense I made out of this was that 
I’m not really a good person. Th ere’s something dif-
ferent about me and something wrong” (Lisak, 1994, 
p. 541).

Girls and boys tend to diff er in the ways they pro-
cess and express their turmoil. Maltreated girls tend to 
show more internalizing signs of distress, such as shame 
and self-blame (Quas, Goodman, & Jones, 2003; Wolfe, 
Sas, & Wekerle, 1994); boys, on the other hand, tend to 
show heightened levels of physical and verbal aggression 
(S. J. Kaplan, Pelcovitz, & Labruna, 1999; Wekerle, Mac-
Millan, Leung, & Jamieson, 2008).

Emotional and Behavioral Problems 
It comes as no surprise that the relationships maltreated 
children have with their peers and teachers typically 
mirror the models of relationships they know best. In-
stead of a healthy sense of autonomy and self-respect, 
their models of relationships have elements of being a 
victim and a victimizer—those who rule and those who 
submit—and during interactions with peers, maltreated 
children may alternate between being the aggressor and 
being the victim (Dodge, Pettit, & Bates, 1994). Th eir 
strategies for adaptation, such as hypervigilance and 
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ior with peers), as well as depression, withdrawal, and 
anxiety. Many of these acute symptoms are indications 
of a child’s attempt to cope with the confusion, anxi-
ety, and fear that accompany such a breach of trust and 
exploitation.

As a useful summary of the above information, 
Table 14.2 shows the major dimensions of development 
that are aff ected by physical abuse, neglect, and sexual 
abuse.

Psychopathology and Adult Outcomes

Th e developmental disruptions and impairments that 
accompany child abuse and neglect set in motion a se-
ries of events that increase the likelihood of failure and 
future maladaptations. As stated earlier, not all mal-
treated children who face these developmental chal-
lenges will develop psychopathology—let alone the same 
form of psychopathology—but they are at a much greater 
risk for signifi cant emotional and adjustment problems 
(Wekerle et al., 2008).

In general terms, adolescents and adults with his-
tories of physical abuse and exposure to violence be-
tween parents are at increased risk to develop interper-
sonal problems marked by their own acts of aggression 
and violence (El-Sheikh et al., 2008; Springer, Sheridan, 
Kuo, & Carnes, 2007). Th is relationship between being 
abused as a child and becoming abusive toward others as 
an adult is known as the cycle-of-violence hypothesis, 
which infers that victims of violence become perpetra-
tors of violence (Widom, 1989). In contrast, persons 
with histories of sexual abuse are more likely to develop 
chronic impairments in self-esteem, self-concept, and 
emotional and behavioral self-regulation, including se-
vere outcomes such as post-traumatic stress disorder 
(PTSD) and depression (Campbell, Greeson, Bybee, & 
Raja, 2008; Feiring & Cleland, 2007).

As adulthood approaches, developmental impair-
ments that stem from child maltreatment can lead to 
more pervasive and chronic psychiatric disorders, in-
cluding anxiety and panic disorders, depression, eat-
ing disorders, sexual problems, and personality distur-
bances (Chapman et al., 2007). In the following section, 
we examine four prominent developmental outcomes 
of maltreatment—mood and aff ect disturbances, post-
traumatic stress-related problems, sexual adjustment, 
and criminal and antisocial behavior—and whenever 

Th e general nature of maltreated children’s peer rela-
tionships can be organized into two prominent themes 
(Cicchetti & Lynch, 1995). First, maltreated children, 
particularly physically abused children and those who 
witness violence between parents, are more physically 
and verbally aggressive toward their peers. Th ey are 
more likely to respond with anger and aggression equally 
to friendly overtures from peers and to signs of distress 
in other children (Shields & Cicchetti, 1998; Teisl & Cic-
chetti, 2008). As a result, they are less popular and have 
atypical social networks marked by aggression and neg-
ative attention-seeking. Given their propensity to mis-
takenly attribute hostile intent to others and their lack of 
empathy and social skill, it is not surprising that abused 
and neglected children are rejected by their peers (An-
thonysamy & Zimmer-Gembeck, 2007; Bolger & Patter-
son, 2001; Haskett & Kistner, 1991).

Th e second theme is that maltreated children, espe-
cially neglected children, withdraw from and avoid peer 
interactions. Neglected preschool and school-age chil-
dren tend to remain isolated and passive during oppor-
tunities for free play with other children, and seldom 
display overtures of aff ection or initiate play with their 
mothers or peers (Hildyard & Wolfe, 2002; McSherry, 
2007).

Children with histories of neglect stand out as having 
the most severe and wide-ranging problems in school 
and interpersonal adjustment. Th ey perform worse than 
other maltreated children on standardized tests of read-
ing, language, and math (Eckenrode, Laird, & Doris, 
1993). Th ey are described by teachers unaware of their 
backgrounds as lacking maturity and academic readiness. 
Th ese descriptions indicate problems completing school-
work, lack of initiative, overreliance on teachers for help, 
and behavior that is both aggressive toward and with-
drawn from their peers (Egeland, Yates, Appleyard, & 
van Dulmen, 2002). Th is pattern of poor adjustment of-
ten persists, leading to higher rates of personality disor-
ders in early adulthood (J. J. Johnson, Smailes, Cohen, 
Brown, & Bernstein, 2000).

Many sexually abused children have emotional and 
behavioral problems, although these vary consider-
ably among victims. Children with histories of sexual 
abuse are more likely than non-abused children to suff er 
in their academic performance and their ability to fo-
cus on tasks, be frequently absent from school, and re-
ceive teacher ratings of shyness–anxiousness (Trickett, 
McBride-Chang, & Putnam, 1994). Due to stress and 
fear, sexually abused children may regress to behav-
iors of earlier levels of development, such as bed-wet-
ting, clinging, sleeping problems, and self-destructive 
behaviors (Berliner & Elliott, 2002). Some child sexual 
abuse victims may show specifi c symptoms of sexual-
ized behaviour (e.g., masturbation, inappropriate behav-
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CHAPTER 14 Child Maltreatment and Non-Accidental Trauma 447

unrecognized, however, they are likely to increase dur-
ing late adolescence and adulthood, and can lead to life-
threatening suicide attempts and self-mutilating behav-
ior, especially among those sexually or physically abused 
since childhood (Fitzgerald et al., 2008; Kaplow & 
Widom, 2007; Najman, Nguyen, & Boyle, 2007).

Similarly, teens with histories of maltreatment 
have a much greater risk of substance abuse, which, in 
turn, increases the risk of other adjustment problems 

appropriate note the similarities and diff erences in the 
outcomes according to particular forms of abuse.

Mood and Aff ect Disturbances 
Th e following comment is from an adult survivor of sex-
ual abuse:

I trusted him so I think that it was confusing that he 
was doing this to me. I think that when I got older I 
was afraid more oft en than I was confused. I was really 
afraid. I really didn’t want him to come near me. I’d try 
to avoid the situation and try to pretend that I was asleep 
so that he wouldn’t come in to the room or anything like 
that, but it never worked. I felt helpless, which gradually 
turned into hopelessness and despair. (Transcribed from 
Th e Nature of Th ings with David Suzuki, executive pro-
ducer, Michael Alder for the Canadian Broadcasting Cor-
poration, originally aired on October 6, 1994.)

Some say that child maltreatment aff ects children to 
their very soul, since it disrupts and impairs so many 
signifi cant childhood memories and experiences. Per-
haps this is why symptoms of depression, emotional dis-
tress, and suicidal ideation are common among children 
with histories of physical, emotional, and sexual abuse 
(Crooks & Wolfe, 2007). On a more positive note, the 
causes of these symptoms sometimes can be avoided if 
children are provided with available support from non-
off ending family members, and are given opportunities 
to develop healthy coping strategies and social supports. 
If symptoms of depression and mood disturbance go 

T A B L E  1 4 . 2  Range of Child Characteristics Associated with Physical Abuse, Neglect, and Sexual Abuse

Dimension of 
Development Physical Abuse Neglect Sexual Abuse

Physical Minor: Bruises, lacerations, 
abrasions 
Major: Burns, brain dam-
age, broken bones

Failure-to-thrive symptoms: 
Slowed growth, immature physi-
cal development

Physical symptoms: Head-
aches, stomachaches, appetite 
changes, vomiting; gynecological 
complaints

Cognitive Mild delay in areas of 
cognitive and intellectual 
functioning; academic 
problems; diffi  culties in 
moral reasoning

Mild delay in areas of cognitive 
and intellectual functioning; aca-
demic problems; diffi  culties in 
moral reasoning

No evidence of cognitive impair-
ment; self-blame; guilt

Behavioral Aggression; peer prob-
lems; “compulsive 
compliance”

Passivity; “hyperactivity” Fears, anxiety, PTSD-related 
symptoms; sleep problems

Socioemotional Social incompetence; 
hostile intent attribu-
tions; diffi  culties in social 
sensitivity

Social incompetence; withdrawal, 
dependence; diffi  culties in social 
sensitivity

Symptoms of depression and low 
self-esteem; “sexualized” behav-
ior; behaviors that accommodate 
to the abuse (e.g., passive compli-
ance; no or delayed disclosure)

Source: From “Child Maltreatment” by C. Wekerle and D. A. Wolfe, in E. J. Mash and R. A. Barkley (Eds.), Child Psychopathology, 2nd Edition, p. 644. Copyright © 2003 Guilford Press. 
Reprinted with permission.

Many women, as well as men, with histories of child sex-
ual abuse face lifelong struggles in establishing close and 
trusting relationships.
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448 PART 5 Problems Related to Physical and Mental Health

fears, such as fear of being alone and fear of men, as well 
as idiosyncratic fears related to specifi c events of abuse, 
such as fear of sleeping (van der Kolk, 2007). PTSD-re-
lated symptoms also are more likely to occur if the abuse 
was chronic and the perpetrator relied on a method 
of coercion or trickery to force compliance (Williams, 
2003).

In reaction to emotional and physical pain from abu-
sive experiences, children voluntarily or involuntarily 
may induce an altered state of consciousness known as 
dissociation, which can be adaptive when neither re-
sistance nor escape are possible (Valentino et al., 2008). 
Th e process allows the victim to feel detached from the 
body or self, as if what is happening is not happening to 
him or her. Almost all people dissociate in minor ways, 
such as daydreaming, but abuse victims may rely on this 
form of psychological escape to the extent that profound 
disruptions to self and memory can occur (Macfi e, Cic-
chetti, & Toth, 2001). Over time, this fragmentation of 
experience and aff ect can progress into borderline disor-
der, multiple personality disorder, or chronic pain (Bri-
ere, 2002; Walsh, Jamieson, MacMillan, & Boyle, 2007).

Sexual Adjustment 
As we noted earlier, sexual abuse also can lead to trau-
matic sexualization, in which a child’s sexual knowl-
edge and behavior are shaped in developmentally in-
appropriate ways. About 35% of preschoolers who have 
been sexually abused show age-inappropriate sexual be-
havior, such as French-kissing, open masturbation, and 
genital exposure (Friedrich & Trane, 2002).

For some children, the off enders’ means of entice-
ment—gift s, privileges, aff ection, and special attention—
teaches them that their own sexual behavior is a means 
to an end. Th us, the abused child may attempt to sexual-
ize interpersonal relationships by indiscriminately hug-
ging and kissing strange adults and children, something 
that is relatively uncommon among non-sexually abused 
children (Cosentino et al., 1995). For others, however, 
sexual behavior is associated with strong emotions, such 
as fear, disgust, shame, and confusion. Th ese feelings 
may translate into distorted views about the body and 
sexuality, in some cases leading to weight problems, eat-
ing disorders, poor physical health care, and physically 
self-destructive behaviors (Friedrich & Trane, 2002; 
Noll, Trickett, & Putnam, 2003).

Although sexualized behaviors are more common 
among younger abused children, they sometimes re-
emerge during adolescence or young adulthood in the 
guise of promiscuity, prostitution, sexual aggression, 
and victimization of others (Noll, Horowitz, Bonanno, 
Trickett, & Putnam, 2003; Wilson & Widom, 2008). In 
fact, a history of any type of maltreatment among males 

(Kilpatrick et al., 2003; Widom, White, Czaja, & Mar-
morstein, 2007). Perhaps as a result of their chronic emo-
tional pain, some teens and adults attempt to cope with 
unpleasant memories and current stressors by abusing 
alcohol and drugs, in a futile eff ort to reduce or avoid 
their distress. Substance abuse also, temporarily, may 
bolster self-esteem and reduce feelings of isolation. As 
we note in Chapter 13, child sexual abuse also can lead 
to eating disorders, such as anorexia nervosa and buli-
mia nervosa (Murray, Macdonald, & Fox, 2008).

C E L I A

Walled Away

“What I would end up doing was separating from the physical 

feeling and couldn’t comprehend the physical pain and emotional 

sensation. The only word I can use now—I didn’t have the word 

when I was fi ve—the word I use now is rape, and the only way I 

could deal with that was I would separate into the wallpaper and 

the wallpaper was all diff erent ballerinas and diff erent poses and 

what I could see from them was that they didn’t move. They were 

always smiling or they always had this look on their face and they 

couldn’t be touched. They just stood still. So I would become this 

ballerina and I couldn’t be touched and whatever he did to me I 

couldn’t feel it because I was in the wall.” Transcribed from The 

Nature of Things with David Suzuki, executive producer, Michael 

Adler Canadian Broadcasting Corporation, originally aired on 

October 6, 1994.

Post-traumatic Stress-Related Problems 
A signifi cant number of men and women who have 
been subjected to severe physical or sexual abuse dur-
ing childhood suff er long-term stress-related disorders, 
which we describe in Chapter 7. Like Rosita, these adults 
may be haunted by intrusive thoughts or feelings of be-
ing trapped or, like Celia, they may dissociate or become 
emotionally numb, as they had done originally to escape 
from the pain and fear.

As many as half of victims of maltreatment involv-
ing sexual abuse or combined sexual and physical abuse 
meet criteria for post-traumatic stress disorder (PTSD) 
during childhood or adolescence (Masho & Ahmed, 
2007; Scott, Wolfe, & Wekerle, 2003). Th e prevalence of 
PTSD among adults is equally disturbing: About one-
third of the childhood victims of sexual abuse, physical 
abuse, or neglect meet criteria for lifetime PTSD (Kilpat-
rick et al., 2003; Widom, 1999). Th e course of this dis-
order may begin during childhood with abuse-specifi c 
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As we said, many children with maltreatment histo-
ries do not become violent off enders. Yet there is a sig-
nifi cant connection between these events and subse-
quent arrests as a juvenile or an adult, even among girls, 
or engaging in sexual and physical violence as a young 
adult, especially for males (Campbell et al., 2008; Lans-
ford et al., 2007). A history of maltreatment is associated 
with an earlier mean age at fi rst off ense and a higher 
frequency of off enses, as well as a higher proportion of 
chronic off enders (Widom, 1989). Box 14.1 describes a 
study that links childhood violence and adult violence.

Although most child victims of maltreatment do not 
grow up to be perpetrators of violence, a disturbingly 
high number—approximately 30%—do carry the pat-
tern into adolescence and adulthood (J. L. Kaufman & 
Zigler, 1989). Growing up with power-based, authori-
tarian methods can be toxic to relationship and social 
patterns, even if they don’t result in physical injuries or 
identifi ed maltreatment. Even the amount of routine 
violence—frequently being hit with objects or physi-
cally punished—that one experiences as a child is signif-
icantly associated with violent delinquent behavior later 
in life (Straus, 2001).

section summary
Developmental Course and Psychopathology
• Child maltreatment disrupts the normal course of de-

velopment; therefore, maltreated children show a wide 
range of diff erent problems.

• Children may be protected, in part, from the eff ects of 
maltreatment by a positive relationship with at least one 
important and consistent person who provides support 
and protection in their lives.

• Early child maltreatment can disrupt caregiver–infant 
attachment, thus interfering with the child’s ability to 
seek comfort and to regulate his or her emotions and 
behavior.

• Emotion regulation refers to the ability to modulate 
or control the intensity and expression of feelings and 
impulses.

• By early childhood, maltreated children show defi cits in 
sensitivity to others, including problems with empathy, 
interpersonal trust, and mood.

• Impairments in cognitive and moral development often 
lead to problems in social judgment, communication, and 
school performance, as well as problems in self-control 
and aggression toward peers.

• Child maltreatment can result in signifi cant negative re-
percussions that persist into adulthood, including mood 
disturbances, PTSD, diffi  culties in sexual adjustment, and 
criminal and antisocial behavior.

is a signifi cant risk factor for inappropriate sexual be-
haviors, alienation, and social incompetence during ad-
olescence (Salter et al., 2003; Tewksbury, 2007). Women 
with childhood histories of sexual abuse, in particular, 
are more likely to report diffi  culties during adulthood 
related to sexual adjustment that range from low sexual 
arousal to intrusive fl ashbacks, disturbing sensations, 
and feelings of guilt, anxiety, and low self-esteem con-
cerning their sexuality (Merrill, Guimond, Th omsen, & 
Milner, 2003).

Because their normal development of self-awareness 
and self-protection was severely compromised, adult 
survivors of child sexual abuse may become less capa-
ble of identifying risk situations or persons, or know-
ing how to respond to unwanted sexual or physical at-
tention. Consequently, both men and women who were 
sexually abused as children are more likely to fall vic-
tim to further trauma and violence during adulthood, 
such as rape or domestic violence (Holmes, 2008; Wolfe, 
Francis, & Straatman, 2006).

Criminal and Antisocial Behavior 
Does violence beget violence, as predicted by the cy-
cle-of-violence hypothesis mentioned earlier? Although 
many persons convicted of heinous crimes and child 
abuse report signifi cant histories of child abuse and 
neglect, most abused children do not go on to commit 
crimes. How do we reconcile this obvious, but compli-
cated, connection between victim and victimizer roles?

Consider the developmental importance of adoles-
cence. Th is developmental stage may represent a criti-
cal transition between being a victim of child maltreat-
ment and the future likelihood of becoming abusive or 
being abused as an adult (Scott et al., 2003). Social dat-
ing, a favorite—and signifi cant—adolescent pastime, 
can be a testing ground whereby one’s knowledge and 
expectations about relationships are played out. Youths 
who have learned to adapt to violence and intimidation 
as a way of life, and who lack suitable alternative role 
models or experiences, are more likely to enter the so-
cial dating arena with inappropriate expectations about 
relationships.

Indeed, youths (girls as well as boys) who grew up 
in violent homes report more violence—especially ver-
bal abuse and threats—toward their dating partners and 
toward themselves (Wolfe, Wekerle, Scott, Straatman, & 
Grasley, 2004). Dating violence that occurs during ado-
lescence, when combined with a past history of violence 
in their own family, is a strong pre-relationship predic-
tor of intimate violence during early adulthood and mar-
riage (White & Widom, 2003). Th us, adolescence may be 
the middle stage, or initiation period, in the formation 
of a violent dynamic in intimate partnerships.

W4871.indb   449W4871.indb   449 9/19/08   11:14:30 AM9/19/08   11:14:30 AM



450 PART 5 Problems Related to Physical and Mental Health

times of family instability and disruption (Wolfe, 1999). 
Th e caregivers’ failure to provide nurturant, sensitive, 
available, and supportive care, especially during critical 
periods, is a fundamental feature of maltreatment.

Notwithstanding the critical role of the adult of-
fender, abuse and neglect are rarely caused by a single 
risk factor. In addition, even though the risk signs and 
indicators are present, it is still very diffi  cult to predict 
who will become abusive and who will not. Remember 
that child maltreatment is an event, not a uniform disor-
der; therefore, it is necessary to consider multiple causes 
that interact unpredictably. Like a tornado that arises 
from just the right conditions of heavy wind, atmo-
spheric pressure, and open terrain, child maltreatment 
may emerge in any given family if the “right” conditions 
exist. Th ese causal conditions stem largely from the in-
teraction of child, familial, and cultural infl uences, but it 

Causes of Child Maltreatment

My father was frightened of his mother. I was frightened 
of my father and I am damn well going to see to it that my 
children are frightened of me.

—George V, King of England (1865–1936)

Why do some family relationships give rise to pain and 
confl ict instead of support and harmony? Th ere is no 
simple answer to this question, so we must rely on a com-
bination of theory, clinical observations, and empirical 
fi ndings. For physical abuse and neglect, an important 
fact is that they are relational disorders. Th ese forms of 
maltreatment occur most oft en during periods of stress-
ful role transitions for parents, such as the postnatal at-
tachment period, the early childhood and early adoles-
cence “oppositional” periods of testing limits, and the 

A  C L O S E R  L O O K

B O X  1 4 . 1   What Are the Long-Term Criminal Consequences of Child Maltreatment?

This important question has plagued the fi eld and the gen-
eral public, from therapists and educators to policy makers 
and criminal justice offi  cials. Cathy Widom (1996) addressed 
this question by examining the criminal records of over 900 
individuals subjected as children to physical or sexual abuse 
or neglect prior to age 12, along with a matched cohort of 
non-maltreated children. Both groups were followed into ad-
olescence and early adulthood to determine whether they 
engaged in criminal or delinquent behavior as adolescents or 
adults.

The results are telling: Of the people who experienced any 
type of child maltreatment (physical abuse, sexual abuse, or 
neglect), 27% were arrested as juveniles, compared with 17% 
of their non-abused counterparts. The same pattern contin-
ued into adulthood: 42% of the abused/neglected group, 
compared with 33% of the controls, had arrest records as 
adults. Consistent with the cycle-of-violence hypothesis, 
those with histories of physical abuse (21%), neglect (20%), or 
both (16%) were particularly likely to be arrested for a violent 
crime (Maxfi eld & Widom, 1996).

One disturbing result is that women with histories of phys-
ical abuse and neglect were signifi cantly more likely than 
non-maltreated women to be arrested for a violent act (7% 
vs. 4%, respectively), whereas this relationship was barely 
signifi cant for men (26% vs. 22%, respectively). Notably, per-
sons with histories of sexual abuse were no diff erent from the 
other maltreated children in their rates of criminal off enses.

But what about sex crimes? Are persons who were sexu-
ally abused during childhood more likely to commit sexual of-
fenses, as suggested by the backgrounds of the known sexual 
off enders? If all types of abuse and neglect are combined, the 
odds of being arrested for a sex crime were 2 times greater 
for maltreatment victims than for non-victims. However, if 
maltreatment backgrounds were broken down by type, only 

those with physical abuse and neglect backgrounds were as-
sociated with increased arrest for sex crimes; those with sex-
ual abuse backgrounds were not (this fi nding remained when 
only male subjects were compared). Children who were sexu-
ally abused were about as likely as the controls to be arrested 
later for any sex crime, and less likely than victims of physical 
abuse and neglect (see the accompanying fi gure).

Thus, although any type of maltreatment puts victims at 
higher risk for criminal behavior, persons who were sexually 
abused in childhood are less likely than victims of physical 
abuse or neglect to commit a sex crime, and no more likely 
than demographically similar individuals.
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CHAPTER 14 Child Maltreatment and Non-Accidental Trauma 451

my older brother, or my mom,” Brenda explained. “After being 

pushed around and beaten for so long, I took off  and left home 

as soon as I was able to, when I was 15. I lived with friends until 

I was old enough to get welfare; then I hooked up with Milton’s 

father. He was good to me at fi rst, but it wasn’t long until he 

started hitting me, just like my dad had done.” In recounting her 

background, Brenda would sometimes grow quiet and sad, but 

this soon was overpowered by her eff orts to force herself back to 

her complaints about her son. Her aff ect changed rapidly to one 

of hostility and annoyance, which spilled over into her actions 

with Milton.

To many parents like Brenda, child-rearing is a diffi  cult 
and aversive event that can escalate unpredictably into 
a sudden abusive incident, or more gradually turn into 
avoidance and neglect. Lacking experience and guid-
ance in child-rearing and facing overwhelming stress, 
these parents cannot think of ways to best handle the 
situation. Instead, they succumb to the irritation of the 
moment—the child—and respond emotionally, without 
thinking.

Brenda’s history and situation are very typical: How 
would she know how to raise her child, given her own 
childhood experiences? Many abusive and neglectful 
parents had little past or present exposure to positive pa-
rental models and supports. Th eir own childhoods oft en 
were full of diffi  cult, sometimes very traumatic, episodes 
of family violence, alcoholism, and harsh family cir-
cumstances related to frequent moves, unemployment, 
and poverty (Wolfe, 1999). As adults, they fi nd daily liv-
ing stressful and irritating, and prefer to avoid potential 
sources of support because it takes additional energy to 
maintain social relationships. Chronic physical ailments 
and a pervasive mood of discontent are common com-
plaints, which are understandable in light of the circum-
stances and limited coping resources.

Off ender Characteristics 
Maltreatment doesn’t happen accidentally, but it rarely 
is a planned or intentional act. One parent described it 
this way:

I felt I was spinning out of control. Everywhere I went, 
things just built up and tension mounted. When I tried to 
quiet my kids down, I would start shouting. When I tried 
to run away, everything followed me like a trail of debris. 
I just wanted the craziness to stop.

Like a chain reaction, a tragic combination of events 
can cause some predisposed individuals to maltreat a 
child in their care. Most of these events have one fac-
tor in common: Th ey pose added stress for an individual 
who has already reached his or her limit.

is not possible to predict with precision where and when 
they will detonate (Cicchetti & Valentino, 2006).

Stress is one of those forces of nature and human-
kind that can convert static, stable conditions into dy-
namic, chaotic patterns. For example, physical abuse 
and neglect occur most oft en in the context of social and 
economic family deprivation, which can transform any 
predisposed, high-risk parents into abusive or neglect-
ful ones. A greater degree of stress in the social environ-
ment that the abusive parent experiences will increase 
the probability that violence will surface as an attempt 
to gain control or cope with irritating, stressful events. 
In the case of neglect, stress may be so severe that par-
ents withdraw from their childcare responsibilities.

Sexual abuse also is infl uenced by cultural and fa-
milial practices, as well as the dynamic forces of stress. 
However, unlike physical abuse and neglect, sexual 
abuse is primarily a premeditated act, during which the 
adult off ender plays a purposeful and intentional role. 
Th e abuser plans ways to circumvent the child’s natural 
resistance and self-protection, and controls the situation 
to avoid detection. In the following sections, we address 
these important causal issues in relation to psychologi-
cal, social, and cultural dimensions.

Maltreatment seldom is caused by severe forms of 
adult psychopathology (Wolfe, 1999). Fewer than 10% of 
maltreating parents have a primary psychiatric illness, 
such as paranoid schizophrenia or Factitious disorder 
by proxy (formerly Munchausen by proxy; see Box 14.2), 
which might cause them to harm a child. However, these 
parents are likely to have a history of learning and in-
tellectual defi cits and personality disorders that impede 
their day-to-day abilities to cope successfully with child-
related and other stressors (Haskett, Smith Scott, & Sab-
ourin Ward, 2004; Kolko, 2002).

Similarly, child sexual abuse perpetrators oft en show 
various personality disorders related to immaturity and 
interpersonal adjustment, but these disorders do not fi t 
a homogeneous pattern (Fagan, Wise, Schmidt, & Ber-
lin, 2002). We begin to unravel this complicated story by 
looking at the important psychological dimensions that 
contribute to these adult behaviors toward children.

Physical Abuse and Neglect

B R E N D A

Unhappy Childhood, Unhappy 
Motherhood

Milton’s mother, Brenda, described her childhood as one of 

harsh discipline and physical abuse. “My father was an alcoholic, 

and when he was drunk he’d start picking on one of us—me, 
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unpleasant. Physically abusive parents, in contrast, tend 
to deliver a lot of threats or angry commands that ex-
ceed the demands of the situation when interacting with 
their children, rather than off er their children positive 
forms of guidance and praise (Azar & Wolfe, 2006).

Let’s return to Brenda’s situation and consider how 
her learning history, combined with her situational 
events, became a recipe for disaster. When her son mis-
behaved, she responded with a harsh combination of 
emotional and physical threats—the methods most fa-
miliar to her. At fi rst, the physical punishment would 
stop Milton’s misbehavior, but over time it led to a 
standoff , forcing her to increase the severity of her pun-
ishment, and the child to escalate his aversiveness.

Her cognitive perceptions and distortion of events 
also played a signifi cant role in this coercive process. 
Th e eff ect of information-processing disturbances
causes maltreating parents to misperceive or mislabel 
typical child behavior in ways that lead to inappropri-
ate responses and increased aggression (Azar & Wolfe, 
2006; Francis & Wolfe, in press). Th ey are unfamiliar 
with their roles as parents and with what is develop-
mentally appropriate behavior for a child at a given age. 
Brenda believed that her son was able to understand—at 
age 4—what she was thinking and feeling, and to put her 
needs ahead of his own.

Over time, Brenda thought Milton was misbehav-
ing intentionally, presumably because, in her mind, 
he should have known better. (“I can never get him to 
listen—he’s a troublemaker, and he knows how to push 
my buttons.”) Some parents apply the same faulty rea-
soning to their own behavior as well, which results in 
lowered self-effi  cacy. (“I’m not a good mother; other 
mothers can get their children to do these things.”) 
Th ese unrealistic expectations and negative intent at-
tributions can lead to greater punishment for child mis-
behavior, and less reliance on explanation and positive 
teaching methods (Azar & Wolfe, 2006). Children are 
seen as deserving of harsh punishment, and its use is ra-
tionalized as a way to maintain control. By now you can 
see where this process might end up.

Neglectful parents have received far less research at-
tention than physically abusive ones, perhaps because 
omissions of proper caretaking behaviors are more dif-
fi cult to describe and detect than commissions (Dubow-
itz & Bennett, 2007). Personality characteristics and 
lifestyle choices of abusive and neglectful parents over-
lap considerably, as a group. However, neglectful par-
ents have more striking personality disorders and in-
adequate knowledge of children’s needs, and they suff er 
more chronic patterns of social isolation than both abu-
sive and non-maltreating parents. Furthermore, ne-
glectful caregivers typically disengage when they are 
under stress, whereas abusive parents become emotion-

A  C L O S E R  L O O K

B O X  1 4 . 2   Factitious Disorder by Proxy—
The Deadly Game

After 22 months of unsuccessful diagnostic procedures in 
a hospital setting in England to determine the cause of a 
baby’s breathing problem, staff  concealed a video cam-
era in the baby’s hospital room, and a policewoman and 
a nurse jointly monitored the scene. The following events 
occurred:

Sixteen hours after the onset of video monitoring, the 
child was asleep in his cubicle with only his mother in at-
tendance. She moved the chair away from the cot and 
lowered the cot sides. She then placed a soft garment (a 
T-shirt) on the bedding close to the child’s face. Five min-
utes later she placed the garment over his nose and mouth 
and forced his head onto the mattress. He awoke immedi-
ately and struggled violently. After ten seconds the offi  cer 
alerted the nurses who went into the cubicle. . . . In this fi rst 
episode the police offi  cer had intervened prematurely [by 
legal standards] because of her own distress at what she 
had seen. She decided to continue surveillance. Twenty 
minutes later, when the child was asleep on his side and 
the mother was again alone in the cubicle, she placed him 
in a supine position with his face upright and tucked his 
arms under the bedding. Ten minutes later she again ap-
plied the garment to his nose and mouth and forced his 
head onto the mattress. The child struggled violently. For-
ty-two seconds later the nursing staff  was alerted by the 
police and went into the cubicle. . . . The mother claimed 
that he had woken screaming and that she was comfort-
ing him. (Schreier & Libow, 1993, p. 40)

Munchausen is the name of an 18th-century mili-
tary mercenary who became famous for his wartime 
tales, suspected to be fabrications. As an adult disorder, 
Munchausen syndrome (now called Factitious disorder) 
refers to an intentional fabrication of illness. As a form of 
child abuse, it refers to physical and psychological harm 
either through direct attack by the parent (which can be 
life-threatening) or as a function of being subjected to 
painful and numerous medical assessment procedures. Al-
though the disorder is more likely to involve the mother, 
the father may be a passive colluder and an uninvolved or 
absent parent. Little is known of this form of abuse, other 
than over 95% of known cases are perpetrated by women 
(Schreier, 2002).

Source: Schreier & Libow, 1993.

Because abuse and neglect usually occur in relation 
to child-rearing demands, it is not surprising that both 
neglectful and abusive parents interact with their chil-
dren less oft en than other parents during everyday ac-
tivities involving their children. In general, neglectful 
parents actively avoid interacting with their children, 
even when the child appropriately seeks attention, most 
likely because social interaction is unfamiliar and even 
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Child and Family Infl uences 
Do certain child characteristics or behaviors increase 
the likelihood of abusive or neglectful care? Children 
have an uncanny ability to fi gure out what their parents 
are going to do before they actually do it, and they be-
come amazingly accomplished at weighing the odds for 
desired outcomes. However, even though children might 
do things that are annoying, adults are fully responsible 
for abuse and neglect. No child—no matter how diffi  cult 
to manage or how challenging to teach—ever deserves 
to be mistreated. Children’s behavior or developmen-
tal limitations may increase the potential for abuse, but 
only if accompanied by the other critical factors noted 
previously.

With the important exception of girls being sexually 
abused more oft en than boys, no child characteristic, 
such as conduct problems, has been associated with the 
risk of maltreatment, once environmental and adult fac-
tors are controlled (USDHHS, 2008). Unintentionally, 
however, the child may still play a role in the continua-
tion or escalation of abusive or neglectful relationships. 
For example, children with disabilities such as mental 
retardation or physical impairments are more likely to 
be abused than are their nondisabled peers (Hershkow-
itz & Lamb, 2007; Sullivan & Knutson, 2000).

Th e kind of coercive family interactions that we dis-
cuss in Chapter 6, with regard to aggressive children, 
frequently occur in abusive families (Wolfe, 1999). Phys-
ically abused or neglected children, for example, may 
learn from an early age that misbehaving oft en elicits a 
predictable parent reaction—even though it’s negative—
which gives the child some sense of control. If crying 
and clinging are the only ways to get a parent’s atten-
tion, these behaviors may escalate in intensity over time, 
especially if the parent fails to provide appropriate child 
stimulation and control.

Th is type of coercive interaction explains why abu-
sive incidents occur most oft en during diffi  cult, but not 
uncommon, episodes of child behavior such as disobe-
dience, fi ghting and arguing, accidents, and dangerous 
behavior, which may produce anger and tension in some 
adults. In contrast, circumstances surrounding inci-
dents of neglect relate more to chronic adult inadequacy, 
which spills over into daily family functioning (B. C. 
Herrenkohl, Herrenkohl, & Egolf, 1983). Neglected chil-
dren’s early feeding problems or irritability may place an 
increased strain on the parents’ limited child-care abili-
ties, again setting in motion an escalation in the child’s 
dependency needs and demands, accompanied by fur-
ther parental withdrawal (Drotar, 1999).

Family circumstances, most notably confl ict and 
marital violence, also have a causal connection to child 
maltreatment. In about one-half of the families in which 
adult partners are violent toward one another, one or 

ally and behaviorally reactive. Neglectful parents try to 
cope with the stress of child-rearing and related family 
matters through escape and avoidance, which can lead 
to severe consequences for the child and to higher risk of 
substance abuse and similar coping failures for the par-
ents (Hildyard & Wolfe, 2007).

Like a tropical storm with an unpredictable course, 
a confl ict between the parent and child suddenly can in-
crease in intensity and turn into a damaging hurricane, 
or it simply can blow over. Negative arousal and emo-
tions are highly “conditionable,” so that salient events 
later can trigger the same feelings. Th is conditioning 
may occur gradually and build into uncontrollable out-
bursts, or occur suddenly during highly stressful, pro-
vocative episodes of confl ict (Averill, 2001).

To illustrate, picture yourself trying to get your child 
ready for school each day, and going through the same 
frustrating chain of events: You’re late for work and un-
der pressure to get to a meeting, when your preschooler 
starts to fuss about wearing his boots or combing her 
hair. For all but a hearty few, this combination of stress 
and all-too-familiar child demands spells anger and 
frustration. While most of us manage to control our 
emotions to deal with the situation in the best possible 
way, parents who have defi cits in child-rearing and in-
formation-processing skills may see the child as inten-
tionally causing them to be late. Anger and arousal are 
powerful emotions, so rational problem solving quickly 
can give way to emotional and refl exive reactions.

Anger and rage are highly dependent on situational 
cues, which usually stem from prior emotionally arous-
ing events. In Brenda’s case, certain “looks” that her son 
gave led her to believe that he wasn’t going to comply. 
We discovered this interaction by videotaping the two of 
them playing together, and then having Brenda ask Mil-
ton to straighten up the room. We played the tape back 
and asked Brenda to tell us whenever she felt that Milton 
was doing something that bothered her. She stopped the 
tape at several diff erent points, telling us that “he’s giv-
ing me that look,” or “I know what he’s thinking—why 
should I have to do what she says?” At this point, Bren-
da’s tone of voice would become more tense and frus-
trated, and her instructions to Milton more forceful and 
abrupt.

Although Brenda could acknowledge she was getting 
very angry, at fi rst she was not able to interrupt this pro-
cess and calm herself down. Th is demonstrates how pa-
rental arousal can be triggered by events, including past 
memories and current emotional tension, that may be 
highly specifi c to a particular parent–child relationship. 
Th is may lead, of course, to an overgeneralized—more 
angry, more aggressive—parental response, because the 
parent is responding impulsively to cues that previously 
have been associated with frustration and anger.
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An Integrated Model
In a dynamic process, parental and situational factors 
interact over time either to increase or decrease the risk 
of physical abuse or neglect. Figure 14.3 depicts this dy-
namic process in relation to three hypothetical transi-
tional stages. Th ese stages suggest that maladaptive in-
teraction patterns, like adaptive ones, develop not simply 
because of the predilections of the parent or child. To 
the contrary, these patterns are the result of complex in-
teractions between child characteristics, parental per-
sonality and style, the history of the parent–child rela-
tionship, and the supportive or non-supportive nature 
of the broader social context within which the family 
is embedded (Wolfe, 1999). Th is process, moreover, in-
cludes both destabilizing and compensatory factors that 
can infl uence the likelihood of abuse or neglect in a neg-
ative or positive fashion, respectively.

Sexual Abuse

Th ose seeking explanations for child sexual abuse have 
looked for evidence of deviant sexual histories of the 
adult off ender, as well as environmental and cultural 
risk factors that play a role in the sexual exploitation of 

both parents also have been violent toward a child at 
some point during the previous year (Edleson, 1999). 
Domestic confl icts and violence against women most of-
ten arise during disagreements over child-rearing, dis-
cipline, and each partner’s responsibilities in child care 
(Gewirtz & Edleson, 2007). Children may be caught in 
the cross fi re between angry adults, or in some cases, 
instigate a marital confl ict by misbehaving or demand-
ing attention. In either case, an escalating cycle of fam-
ily turmoil and violence begins, whereby children’s be-
havioral and emotional reactions to the violence create 
additional stress on the marital relationship, further ag-
gravating an already volatile situation.

Th e physical and psychological consequences of vi-
olence, moreover, cause abused women to be less capa-
ble of responding to their children’s needs, which again 
increases pressure on the family system. Tragically, not 
only do marital violence and family turmoil frighten 
and disturb children in a direct manner, but the result-
ing fallout from these events—ranging from changes 
in fi nancial status and living quarters to loss of fam-
ily unity and safety—prolongs the stress and thus the 
harmful impact on children’s development (Margolin, 
2005).

“I hate you! Never come back to my house,” screamed an 8-year-old at his father as police arrested the man for attacking 
his wife.
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children. Yet, similar to physical abusers of children, 
sexual abusers are a very mixed group who defy all per-
sonality labels or psychiatric descriptors. Some are de-
scribed as timid and unassertive, whereas others show a 
pattern of poor impulse control and domineering inter-
personal style. Th eir common ground is a preference for 
sexual exploitation of children and adolescents who, be-
cause of their age and innocence, cannot consent to the 
activities or easily disclose the abuse to someone.

Off ender Characteristics
Sexual abusers of children come from many walks of 
life, and they are seldom discernable based on personal-
ity traits, occupation, or age (other than the conclusion 
that the vast majority of off enders are male). As a group, 
these off enders are more likely to have signifi cant so-
cial and relationship defi cits, including social isolation, 
diffi  culty forming emotionally close, trusting relation-
ships, and low self-esteem (Marshall, Serran, Marshall, 
& O’Brien, 2008). Comorbid psychiatric disorders and 
substance abuse also emerge as proximate risk factors 
for sexual abuse of children (Fagan et al., 2002).

Sexual off enders of children usually meet DSM-IV-TR
 criteria for pedophilia, defi ned as sexual activity or sex-
ually arousing fantasies involving a prepubescent child 
(generally age 13 years or younger), by someone who is 
at least 16 years old and at least 5 years older than the 

child. Some persons with pedophilia are sexually at-
tracted only to children (exclusive type), whereas others 
also are attracted to adults (nonexclusive type).

Persons who commit pedophilia may limit their ac-
tivities to incest that involves their own children, step-
children, or other relatives, or they may victimize chil-
dren outside their families (APA, 2000; Marshall et al., 
2008). Signifi cantly, over 50% of individuals who are pe-
dophiles report an awareness of their pedophilic inter-
ests before they turn 17 years old (63% of those who tar-
get male children and 50% of those who target female 
children), which they begin to act out on average by their 
late teens or early twenties (Abel, Osborn, & Twigg, 1993; 
Seto, 2008a). Th ere is emerging evidence of defi ciencies 
in cerebral white matter in cortical regions of the brain 
that respond to sexual cues, suggesting that pedophilia 
may result from a partial disconnection within that net-
work (Cantor et al., 2008).

Th ose who victimize children develop complicated 
techniques to gain access and compliance from the 
child, which emphasizes the sexually opportunistic and 
predatory nature of this behavior. Pedophiles may win 
the trust of the child’s mother or marry a woman with 
an attractive child. Th ey may use methods to lower a 
child’s resistance, such as initiating a friendship, play-
ing games or giving presents, having hobbies or interests 
that appeal to the child, and using peer pressure (Wek-

• Poor child-rearing preparation
• Low sense of control and predictability
• Stressful life events

• Supportive spouse
• Socioeconomic stability
• Success at work and school
• Social supports and healthy models

Stage 1: Reduced tolerance for stress and disinhibition of aggression

• Conditioned emotional arousal to child
behavior

• Multiple sources of anger and aggression
• Belief that child’s behavior is threatening or

harmful to parent

• Improvement in child behavior
• Community programs for parents
• Coping resources

Stage 2: Poor management of acute crises and provocation

• Child habituates to physical punishment
• Parent is reinforced for using strict control

techniques
• Child increases problem behavior

• Parental dissatisfaction with physical
punishment

• Child responds favorably to non-coercive
methods

• Community restraints/services

Stage 3: Habitual patterns of arousal and aggression with family members

Destabilizing factors Compensatory factors

Destabilizing factors Compensatory factors

Destabilizing factors Compensatory factors

F I G U R E  1 4 . 3  An integrated model of physical child abuse
Source: Wolfe, 1999
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erle et al., 2006; Wolak, Finkelhor, Mitchell, & Ybarra, 
2008).

Sexual off enders seldom resort to violence or force 
to gain the child’s compliance; rather, they are attentive 
to the child’s needs to gain the child’s aff ection, inter-
est, and loyalty, and to reduce the chances that the child 
will report the sexual activity. Typically, sexual behav-
ior takes place only aft er a period of “grooming,” with 
a gradual indoctrination into sexual activity, which 
underscores how sex off enders of children are “sophis-
ticated, calculating, and patient” (Singer, Hussey, & 
Strom, 1992, p. 884). As one off ender asserted, “You can 
spot the child who is unsure of himself and target him 
with compliments and positive attention” (Elliott et al., 
1995, p. 584).

A perpetrator’s eff orts to establish a relationship with 
the child or youth, such as spending time alone or sin-
gling the child out as favored or special, also may reduce 
the child’s internal inhibition by distorting the roles of 
the relationship and blurring interpersonal boundaries. 
His special status as a teacher, religious fi gure, or scout 

leader may cover his intentions with a sense of entitle-
ment or privilege with a child, distorting his role into 
one that is a central part of the child’s life (Wolfe, Jaff e, 
et al., 2003). Sadly, children made more than 11,000 al-
legations of sexual abuse by over 4,000 priests between 
1950 and 2002, which represents about 4% of the 110,000 
priests who served during the 52 years covered by the 
study (U.S. Conference of Catholic Bishops, 2004) (see 
Box 14.3).

Like the backgrounds of physical abusers, the back-
grounds of sexual abusers of children reveal a link be-
tween being abused during childhood and perpetrating 
abuse against others, although this link is by no means 
well understood or inevitable. One possibility is that 
negative childhood experiences—sexual abuse, as well 
as other forms of maltreatment—set in motion a cau-
tious, distrustful approach to intimate relationships (Fa-
gan et al., 2002; Marshall et al., 2008).

For example, an adolescent male with a history of 
unhealthy or exploitative relationships may justify us-
ing coercive and abusive actions toward others who are 

A  C L O S E R  L O O K

B O X  1 4 . 3  Abuse in the Catholic Church

John Geoghan, below, stands out as one of the worst se-
rial molesters in the recent history of the Catholic Church in 
America. For three decades, Geoghan preyed on young boys 
in a half-dozen parishes in the Boston area while church lead-

ers looked the other way. Despite his disturbing pattern of 
abusive behavior, Geoghan was transferred from parish to 
parish for many years before the church fi nally defrocked him 
in 1998.
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Bernie McDaid and Gary Bergeron, right, say they were 
molested by Rev. Joseph Birmingham in the 1960s.
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Source: http://www.boston.com/globe/spotlight/abuse/geoghan/
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smaller or weaker because his other attempts at close-
ness have failed (Ward & Beech, 2008). His sexual inter-
ests and arousal become fused with his need for emo-
tional closeness, which can lead to sexual preoccupation, 
promiscuity, and the possibility of increasing sexual de-
viancy as his attempts to gain intimacy escalate through 
sexual contact (Seto, 2008a).

Family and Situational Infl uences 
Families in which incest has occurred oft en are isolated 
from other families and community activities as an at-
tempt by the off ender to maintain control and domina-
tion of other family members. He may restrict what other 
family members are allowed to do, and/or enforce strict 
moral and religious views in a veiled attempt to pro-
tect the “family secret” (Seto, 2008b). Not surprisingly, 
marital couples report signifi cant levels of relationship 
distress and dissatisfaction, including sexual discon-
tentment (Berliner & Elliott, 2002). As in other types of 
maltreating families, these characteristics refl ect a cli-
mate of domination and abuse of power, in which chil-
dren are powerless at controlling unpleasant, unwanted, 
or abusive events toward themselves or others.

Certain situational factors increase children’s vul-
nerability to sexual abuse, a fact that off enders exploit 
to their advantage. Off enders see children as more vul-
nerable if they have family problems, spend a lot of time 
alone, and seem unsure of themselves; they also admit 
to preferring victims who are attractive, trusting, and 
young (Elliott, Browne, & Kilcoyne, 1995). To gain ac-
cess to the child, off enders look for circumstances that 
create lax supervision or opportunities for them to be-
come involved, such as parental unavailability, illness, 
stress, spousal abuse, or lack of emotional closeness to 
the child. Low income and social isolation also increase 
a child’s risk of sexual abuse, if parents lack the resources 
or opportunities for suitable child care and safety pre-
cautions (Wekerle & Wolfe, 2003).

Social and Cultural Dimensions

What role does our culture play in the abuse and neglect 
of children? Intuitively, a primary focus on individual 
factors as causes of child abuse and neglect is very limit-
ing, since we live in a society that not only condones vio-
lence but also glorifi es it directly and indirectly.

Consider how the entertainment industry, including 
many aspects of the media and professional sports, earns 
billions of dollars in profi ts from exploiting our inter-
ests in violence in all of its forms. Equally disturbing is 
the portrayal of sex roles by society’s envoys in the me-
dia and the entertainment industry: Females are stereo-
typically presented as relatively powerless and passive, 

and men as vested with power; women are encouraged 
to defer to the benevolence of powerful men, and men 
are encouraged to challenge the autonomy of powerful 
and assertive women (Hedley, 2002). Th ese cultural phe-
nomena are ingrained through years of repeated imag-
ery, and are presumed to be the basis for the motivation 
of some men to maintain control and power in a rela-
tionship (Williams, 2003).

At the family level, we have noted that child maltreat-
ment usually occurs in the context of homes and neigh-
borhoods with multiple problems, where poverty, social 
isolation, and wide acceptance of corporal punishment 
signifi cantly infl uence child development. Th ese factors 
stem from racism and inequality, which are arguably the 
major sociocultural factors contributing to abuse and 
neglect, not only of children, but of many adults and 
members of minority groups. Th e extent to which a so-
ciety deems any particular group as being less worthy 
of recognition and economic or political support repre-
sents the level of vulnerability for that group to violence 
and a host of other indignities.

Poverty and Social Isolation
Although child maltreatment certainly is not limited 
by the boundaries of socioeconomic status, the prob-
lem must be considered in the context of poverty and 
environmental stress. Poverty is associated with severe 
restrictions within the child’s expectable environment, 
such as lack of adequate day care, safety, and hous-
ing, which oft en impair or impede the development of 
healthy parent–child relationships. In addition, adults 
who exist below poverty level suff er more individual and 
family problems, such as substance abuse and emotional 
disorders. Th is is refl ected by the fact that, on average, 
40% of substantiated child maltreatment cases involve 
substance abuse (Wekerle & Wall, 2002).

Although the relationship between poverty and child 
maltreatment is a fact, this explanation is not suffi  cient. 
To explain this connection more fully requires consider-
ation of the psychological dimensions noted previously. 
Social and cultural disadvantage amounts to an extra 
burden of stress and confusion, and a limited number 
of alternatives. Th e coping abilities of family members 
are impaired by their circumstances and further con-
strained by their resources.

Perhaps as a result of cultural and social factors, mal-
treating families oft en lack signifi cant social connections 
to others within their extended families, neighborhoods, 
and communities, as well as to social assistance agencies 
(Coulton, Crampton, Irwin, Spilsbury, & Korbin, 2007). 
Unfortunately, maintaining family privacy and isolation 
may result in restricted access to healthier child-rearing 
models and social supports. Neglectful families espe-
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cially are prone to isolation and insularity, which may 
be related directly to the parents’ signifi cant interper-
sonal problems (Gaudin, Polansky, Kilpatrick, & Shil-
ton, 1996).

Child-Rearing Practices 
and Family Privacy 
Child-rearing practices have been changing dramatically 
over the past 50 years or so. Today’s parents are expected 
to appreciate their child’s developmental strengths and 
limitations, and to move away from total reliance on dis-
ciplinary control methods toward methods that encour-
age the child’s emerging independence and self-con-
trol. However, hypocrisy emerges when attempting to 
diff erentiate child abuse from child discipline, because 
cultural norms in many countries have long accepted 
corporal punishment as a primary, even necessary, com-
ponent of discipline. As a result, four out of fi ve 3-year-
old children in the United States are physically punished 
by their parents during any given year, and about one 
in ten receive discipline so severe that they are at con-
siderable risk of physical and emotional harm (Straus & 
Stewart, 1999).

Whether it is acceptable to spank children has be-
come very controversial among lay and professional 
audiences in recent years (Benjet & Kazdin, 2003; Ger-
shoff , 2002). Does corporal punishment, however, infl u-
ence the likelihood of child abuse? Th e tentative answer 
is yes, but only indirectly. Most parents who use physi-
cal discipline are not abusing their children in either 
the physical or psychological sense. However, a change 
in circumstances—increased stress, more diffi  cult child 
behavior—can up the ante quite suddenly.

Acceptance of corporal punishment leaves it up to 
local standards and parental judgment to defi ne what 
is reasonable punishment, because no universal stan-
dard exists. Cultural values, historical precedent, and 
community standards, therefore, may set the stage for 
one person’s abuse as being another person’s discipline. 
Th us, child maltreatment occurs to a certain extent be-
cause of limited cultural opportunities to learn about 
appropriate child-rearing and to receive necessary edu-
cation and supports, as well as long-held social customs 
that endorse the use of physical force to resolve child 
confl icts. Given increasing evidence that corporal pun-
ishment of children is harmful (Gershoff  & Bitensky, 
2007), a growing number of countries are choosing to 
abolish the practice (see Box 14.4).

Cultural norms and practices infl uence the preva-
lence of sexual abuse as well. Th e erotic portrayal of 
children, not only in pornography but also in main-
stream advertising, raises many concerns about per-
sonal boundaries and appropriate messages. Th ere is 
also grave concern stemming from the quantity of child 

pornography circulating on the Internet, where sexual 
abusers of children share information, exchange pornog-
raphy, and make contact with potential child victims. 
Children exposed to pornography, directly or through 
the Internet, may be desensitized and socialized into be-
lieving that the activity is normal (Wolak et al., 2008, 
2003). Children used in the production of pornography 
show psychological symptoms such as emotional with-
drawal, antisocial behavior, mood swings, depression, 

A  C L O S E R  L O O K

B O X  1 4 . 4   Mounting Evidence Against 
Corporal Punishment of Children

A recent meta-analysis examined the long-range eff ects 
(positive as well as negative) of parental corporal punish-
ment on key aspects of development and behavior. Nega-
tive or undesirable outcomes were found in terms of

• decreased moral internalization;

• increased child aggression;

• increased child delinquent and antisocial behavior;

• decreased quality of relationship between parent and 
child;

• decreased child mental health;

• increased risk of being a victim of physical abuse;

• increased adult aggression;

• increased adult criminal and antisocial behavior;

• decreased adult mental health;

• increased risk of abusing own child or spouse.

Corporal punishment was associated with only one desir-
able behavior: increased immediate compliance on the 
part of the child (which is often why parents say they rely 
on this method). Although causal relationships cannot be 
fi rmly established by these results, the fi ndings make it 
fairly evident that the use of corporal punishment is a risk 
factor for a number of undesired outcomes in child- and 
adulthood.

Source: Gershoff , 2002

Given the accumulating evidence, many countries have 
abolished the use of corporal punishment of children 
by parents or other caregivers (date of abolition is in 
parentheses):

Austria (1989) Greece (2006) Norway (1987)

Chile (2007) Hungary (2005) Portugal (2007)

Croatia (1999) Iceland (2003) Spain (2007)

Cyprus (1994) Israel (2000) Sweden (1979)

Denmark (1997) Latvia (1998) Ukraine (2004)

Finland (1983) Netherlands (2007) Uruguay (2007)

Germany (2000) New Zealand (2007) Venezuela (2007)
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fear and anxiety, and disorders such as PTSD (Cooper 
et al., 2005).

section summary
Causes of Child Maltreatment
• Abusive and neglectful parents often have had little past 

or present exposure to positive parental models and 
supports.

• Parental lack of knowledge of child-rearing and ways of 
coping with anger and arousal play prominent roles in 
physical abuse and neglect.

• Mental disorders seldom are responsible for child abuse 
and neglect; however, stress-fi lled environments contrib-
ute to poor coping and social isolation.

• A sexual off ender’s preference for sexual exploitation 
of children and adolescents is a primary cause of sexual 
abuse.

• Sexual off enders of children usually meet DSM-IV-TR cri-
teria for pedophilia, defi ned as sexual activity or sexually 
arousing fantasies involving a child.

• Child maltreatment also stems from poverty and inequal-
ity, social isolation, and unhealthy cultural norms concern-
ing child-rearing practices and family privacy.

Prevention and Treatment
It should come as no surprise that child maltreatment 
exacts an enormous toll on society, both in terms of 
human suff ering as well as economic loss. Th e costs of 
medical, legal, educational, and child welfare services 
related to maltreatment are estimated to be a staggering 
$103.8 billion a year in the United States (Wang & Hol-
ton, 2007; see Table 14.3). Accordingly, there is a sense of 
urgency in addressing this issue at all levels of preven-
tion and intervention.

Consider these obstacles to intervention and preven-
tion services for maltreating families: (1) Th ose most in 
need are least likely to seek help on their own; (2) they 
are brought to the attention of professionals as a result 
of someone else’s concern, usually aft er they have vio-
lated expected norms or laws; and (3) parents do not 
want to admit to problems because they fear losing their 
children or being charged with a crime (fears that are, of 
course, realistic).

Many children and adults who seek treatment related 
to child abuse and neglect are under some form of legal 
constraint. Similar to other psychological interventions, 
child abuse treatments are based on the principle of ben-
efi cial assistance—but who wants assistance for some-
thing they won’t admit to being a problem? As a result, 
treatments for child abuse and neglect have languished 

because of this basic dilemma: Access to treatment and 
prevention depends on admitting to or recognizing one’s 
own culpability (Azar & Wolfe, 2006).

Despite these obstacles, children and youths who 
have grown up with violence can make major shift s 
through treatment in how they relate to others, especially 
if treatment is begun early (Saunders, Berliner, & Han-
son, 2004). Seeing their strengths and abilities, rather 
than their defi cits, is a plausible approach to prevent-
ing physical abuse, neglect, and related social problems. 
Fift een years aft er receiving pre- and postnatal home-
visitation services to establish resource linkages and 
learn about their child’s developmental needs, fi rst-time 
parents—who were initially at risk of maltreating their 
child based on either low socioeconomic status, young 
age (under 19 years), or unmarried status—gained con-
trols on important dimensions such as better family 
planning concerning number and spacing of children, 
less need for welfare, less child maltreatment, and fewer 
arrests of their children during adolescence (Olds et al., 
1997). As a result of intensive research, home-visita-
tion programs to prevent child abuse and neglect have 
become widespread in many parts of North America 
(Duggan et al., 2007).

Clearly, eff orts to enhance positive experiences at 
an early stage in the development of the parent–child 

T A B L E  1 4 . 3  Total Annual Cost of Child Abuse and 
Neglect in the United States (2007)

Direct Costs

  Estimated Annual Cost 
(in 2007 dollars)

Hospitalization $ 6,625,959,263

Mental Health Care System 1,080,706,049

Child Welfare System 25,361,329,051

Law Enforcement 33,307,770

Total Direct Costs $33,101,302,133

Indirect Costs

Special Education $ 2,410,306,242

Mental Health and Health Care 67,863,457

Juvenile Delinquency 7,174,814,134

Lost Productivity to Society 33,019,919,544

Adult Criminal Justice System 27,979,811,982

Total Indirect Costs $70,652,715,359

TOTAL ESTIMATED COST $103,754,017,492

Source: Wang & Holton (2007).
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Once parents learn a more fl exible, adaptive teach-
ing style that suits their child’s development, eff orts are 
begun to strengthen the child’s compliance and self-
control. Parents observe while the therapist models pos-
itive ways to encourage the child’s attention and ap-
propriate behavior, followed by practice and feedback. 
Th erapists model for the parent how to express positive 
aff ect—with smiles, hugs, physical aff ection, praise—
and how to show dismay or concern when necessary 
with appropriate facial expression, fi rmer voice tone, 
and similar cues that express disapproval.

Parent training seldom goes smoothly, especially 
with multiproblem families. What do you do when a 
child just “acts himself” and doesn’t follow your direc-
tions, while his parent watches? Th ese situations oft en 
are valuable for helping a parent apply the new skills un-
der the naturalistic, this-is-what-it’s-really-like condi-
tions. Serendipitously, the value of modeling how to han-
dle such a challenge was discovered a few sessions later:

relationship hold considerable promise for prevention 
of child maltreatment and the reduction of its conse-
quences. Similarly, programs that instruct children and 
their parents on how to avoid and report sexual abuse 
will improve children’s responses to victimization, espe-
cially those programs that encourage children to partic-
ipate actively in prevention activities (Finkelhor, 2007). 
Formal treatment eff orts also increase the chances of 
overcoming the harmful eff ects of abuse and neglect. We 
discuss these treatments for physical abuse and neglect 
in the same section because of their close connection to 
child-rearing disturbances. Treatment of child sexual 
abuse is presented separately because of its unique na-
ture and course.

Physical Abuse and Neglect

Treatment of child abuse and neglect can be delivered in 
many ways: to individual parents, to children, to parents 
and children together, or to the entire family. Although 
most interventions emphasize desired changes in paren-
tal behavior, such changes can have a pronounced eff ect 
on their children’s development as well.

Interventions for physical abuse usually involve ways 
to change how parents teach, discipline, and attend to 
their children, most oft en by training parents in basic 
child-rearing skills, accompanied by cognitive–behav-
ioral methods that target specifi c anger patterns or dis-
torted beliefs. Treatment for child neglect also focuses on 
parenting skills and expectations, coupled with teaching 
parents how to improve their skills in organizing impor-
tant family needs, such as home safety, fi nances, medical 
needs, drug and alcohol counseling, among others (Azar 
& Wolfe, 2006). Similarly, children who have witnessed 
violence in the home benefi t from interventions that ad-
dress their needs in the context of their family circum-
stances. For example, their non-off ending mothers may 
attend treatment with them, so that mothers learn ways 
to deal with problem child behavior while providing ap-
propriate maternal support (Graham-Bermann, Lynch, 
Banyard, DeVoe, & Halabu, 2007).

Because maltreating parents place too much empha-
sis on control and discipline, or ways to avoid contact 
and responsibilities, they seldom know how to enjoy 
their child’s company. Treatment, therefore, oft en be-
gins with eff orts designed to increase positive parent–
child interactions and pleasant experiences. Parents are 
shown, through modeling, role playing, and feedback, 
how to engage with their children in daily activities that 
serve to strengthen the child’s areas of defi ciency, and 
to promote adaptive functioning (Wolfe, 1991). Activi-
ties are selected to maximize the child’s attention and 
provide ample opportunity for pleasant interchanges. 

M I L T O N ’ S  T R E A T M E N T

Session 1

It didn’t take long to see what Brenda faced at home. Partway 

through our fi rst session, Milton (age 4) wanted his mother’s at-

tention and became quite angry when she was asked to leave 

the room for a few minutes. During this outburst, he pushed an 

easy chair over and tried to hit Brenda with a rolled-up poster. 

She happily left for the observation room, leaving him and me 

together for the fi rst time. I found a game and some puppets that 

he liked, and began the process of establishing a relationship. As 

soon as Milton started to lose interest, I switched to a new activ-

ity. I modeled for Brenda some ways simply to observe Milton’s 

behavior and express my interest:

 “Milton likes to explore everything! Look! I have a talking 

doll! Can you make him say something? Excellent—he spoke to 

you!” (Milton starts to go for the toy chest). “Look, Milton! I have 

a puppet. Would you like to hold him? Good, you’re coming back 

to play with me. After we play with the puppet, mommy will 

come in and play too! When we’re all done, we’ll go get a drink. 

Can you stack these blocks? Oops, you knocked them down; that 

looked like fun. Let’s try again; only this time, you put one on 

here for me.” I closely guided Milton to new activities to reduce 

his distractibility, all the time talking aloud so that his mother 

could hear in the adjoining room where she was observing the 

interaction.

Milton’s treatment plan illustrates this important initial 
step:
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rearing and self-control skills. Techniques such as re-
laxation and self-management skills training, cognitive 
restructuring (viewing child behavior more appropri-
ately), problem-solving training, and stress and anger 
management training oft en are combined with struc-
tured training in basic child-rearing skills. Th ese meth-
ods, either alone or in combination, have been successful 
at teaching coping and problem-solving skills to abusive 
and neglectful parents (Azar & Wolfe, 2006).

In addition to learning new ways to stimulate child 
development and structure child activities, neglectful 
parents oft en require very basic education and assis-
tance in managing everyday demands, such as fi nan-
cial planning and home cleanliness (Allin, Wathen, & 
MacMillan, 2005). Programs like Project SafeCare pro-
vide multi-component interventions that address the 
various needs of neglectful and multi-problem families, 
such as marital counseling, fi nancial planning, lessons 
on cleanliness, and similar concerns (Gershater-Molko, 
Lutzker, & Wesch, 2003). Treatment services for abused 
or neglected children are less common than parent-ori-
ented interventions, largely because parental behavior is 
oft en the primary concern. We have seen, however, that 
maltreated children oft en lag in important developmen-
tal competencies, which is a strong rationale for focus-
ing additional attention on these areas.

Th e programmatic eff orts of John Fantuzzo and his 
colleagues provide an excellent example of a develop-
mentally focused intervention for maltreated children. 
Day care activities are coupled with resilient peer treat-
ment (RPT), a peer-mediated classroom intervention 
that involves pairing withdrawn children (some with 
maltreatment histories) with resilient peers who are ex-
ceptionally strong at positive play activities (Bulotsky-
Shearer, Fantuzzo, & McDermott, 2008; Fantuzzo, 
Manz, Atkins, & Meyers, 2005). Play activities are spe-
cifi cally targeted in this program, because play is a pri-
mary means for younger children to develop peer rela-
tionship skills. Competent “players” are encouraged to 
interact with less competent children in special play ar-
eas where adults participate in a minimal role. As a re-
sult, withdrawn children have the uncommon experi-
ence of being the center of another child’s attention, and 
of experiencing a resilient child’s repertoire of tactics for 
creating play and getting along with others.

Th e results of this series of studies have been im-
pressive: Relative to controls, withdrawn children with 
histories of abuse or neglect show improvement in so-
cial behavior, cognitive development, and self-concept, 
and reduction in aggressive and coercive behaviors. A 
further strength of this intervention is that it can be 
conducted in community settings, such as Head Start 
classrooms, that off er comprehensive services for disad-

From this and similar misadventures, we discovered 
how familiar problems that emerge during treatment de-
livery will add authenticity for parents (and conveniently 
happen whether or not we plan them!). Th ese situations, 
as well as less stressful ones, also are used to teach par-
ents how to manage themselves calmly, yet fi rmly. Th er-
apists model how parents can express frustration and 
annoyance without becoming abusive and harsh, and 
parents then are encouraged to discuss and rehearse how 
they can handle the situation. Gradually, they learn to 
replace physical punishment or apathy with more pos-
itive approaches. Th is process takes time, and parental 
frustration and impatience are to be anticipated.

On the whole, evaluations of interventions for physi-
cal abuse and neglect indicate that for several valid rea-
sons, cognitive–behavioral approaches are the most 
widely supported methods for assisting maltreating 
parents (Saunders et al., 2004). Most signifi cantly, these 
methods are eff ective (relative to standard protective-
service interventions that involve brief counseling and 
monitoring) in modifying parental behaviors most rel-
evant to child maltreatment, such as appropriate child-

M I L T O N ’ S  T R E A T M E N T

Session 4

Milton was tired of following my directions. Unaware that his 

mother was watching, he seized the opportunity to have some 

fun. He picked up toys and tossed them, and turned the light 

switch off  and on. I thought I could simply get Milton to settle 

down by taking him down from his chair (which he was using to 

reach the light switch) and bringing him back to the couch. I was 

wrong. He started throwing a tantrum and screaming violently. 

With no other choice (child psychologists know when they’re 

licked), I decided to talk above the noise so that his mother could 

hear how I was feeling and what I thought I might do: “I’m not 

sure just what to do yet. Milton seems to be uninterested in lis-

tening at the moment. Rather than getting angry, I think I’ll wait 

a minute or two and try again. I’ve seen my 3-year-old do this, 

and I know you can’t always expect kids to listen.”

Brenda, familiar with this behavior at home, thought the situ-

ation was priceless—“Now you know what I have to deal with!” 

In lighthearted defense, I explained how there may not be an 

easy solution for these situations, which is why it is so important 

to maintain your composure and not expect or demand coopera-

tion from Milton immediately. Tongue-in-cheek, I reminded her 

of Murphy’s law of child behavior—“Anything that can go wrong, 

will”—and its corollary, “Just because it worked last time doesn’t 

mean it will work every time!”
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Cognitive–behavioral methods are valuable particu-
larly in achieving these goals (Cohen et al., 2006). Pref-
erably, education and support are provided not only to 
the child victim, but to (non-off ending) parents as well. 
Th e secretive betrayal that underlies the nature of sex-
ual abuse causes some parents to feel ambivalent about 
whether to believe their child or how they feel about the 
alleged perpetrator, whom they may have trusted. Par-
ents may need advice on ways to understand and man-
age their child’s behavior, which may involve regressive 
or sexual behaviors due to the abuse. Parents oft en ex-
perience their own fears and worries as a result of the 
disclosure, and discussion with other parents and thera-
pists can provide valuable support.

In conjunction with education and support, sexu-
ally abused children must express their feelings about 
the abuse and its aft ermath—anger, ambivalence, fear—
within a safe and supportive context. Younger children, 
for example, oft en cannot report their psychological re-
actions to the trauma unless they are asked specifi cally 
about the aspects of the trauma (Wolfe et al., 1994). Sex-
ual abuse elicits attempts by children to cope with pow-
erful and confusing feelings, and it is understandable 
that some will use every method possible to avoid these 
feelings. However, attempts to escape or avoid internal 
states of fear and anxiety, paradoxically, can make them 
worse.

For these reasons, controlled-exposure techniques, 
similar to those used for treatment of anxiety disorders 
(see Chapter 7), have been adapted for child sexual abuse 
victims. Th e child is asked to recall gradually her mem-
ories of events, oft en to the point of feeling distressed, 
to allow the powerful emotions to be extinguished with 
repeated exposure. In addition, she learns to cope with 
negative thoughts and feelings about the abuse by us-
ing positive statements and imagery. Gradual expo-
sure, modeling, education, coping, and prevention-skills 
training with the child may be important in the treat-
ment of PTSD-related symptoms (Cohen, Mannarino, 
Perel, & Staron, 2007).

Th ere is strong agreement that successful interven-
tions for sexually abused children should result in sev-
eral important outcomes (Berliner & Elliott, 2002). 
Treatment services should help children understand 
that what happened to them was abuse, that it was 
wrong, and that it may have caused them some tempo-
rary problems. Emotional and behavioral problems that 
may have arisen from the abuse should subside, and chil-
dren should have the personal resources to handle fu-
ture problems. Importantly, they should have supportive 
relationships in place, especially with parents and other 
caregivers who have received adequate knowledge and 
assistance to understand the possible impact the abuse 
may have on their children’s behavior and adjustment. 

vantaged children and their families (Fantuzzo, Steven-
son, Kabir, & Perry, 2007).

Sexual Abuse

What allowed this to happen was that so many people 
were silent about it.

—Adult sexually abused as a child

Sexually abused children have experienced a world of 
secrecy, silence, and isolation. Aft er they break that si-
lence by disclosing the abuse, or the abuse is discov-
ered by accident, the path toward healing can be diffi  -
cult. Th ey must access not only unpleasant memories, 
but also buried feelings of guilt, confusion, fear, and low 
self-worth.

Despite advances in understanding the prevalence 
and impact of sexual abuse of children, children’s treat-
ment programs are only beginning. Like physical abuse 
and neglect, sexual abuse carries a special treatment 
challenge: Sexually abusive experiences aff ect each child 
unpredictably, which leads to diverse short- and long-
range outcomes. As a result, treatments must match the 
needs of a wide age range of children who may show all 
kinds of symptoms or no symptoms at all.

Moreover, sexual abuse, like many other problems 
of childhood, occurs in the context of other individual, 
family, and community problems that aff ect its impact 
and treatment. Elements of family functioning, espe-
cially maternal support and help-seeking in response to 
the crisis, are known to aff ect children’s levels of distress 
and aid in their recovery, so treatment oft en must ad-
dress these situational issues as well.

Treatment programs for children who have been sex-
ually abused usually provide several crucial elements to 
restore the child’s sense of trust, safety, and guiltless-
ness (Cohen, Mannarino, Murray, & Igelman, 2006; 
Johnson, 2008). One major element of treatment in-
volves education and support to help these children un-
derstand why this happened to them, and how they can 
learn to feel safe once again. Information and education 
about the nature of sexual abuse helps clarify false be-
liefs that might lead to self-blame, and children’s feel-
ings of stigma and isolation oft en are addressed through 
reassurance or group therapy that involves other child 
victims. Animated fi lms and videos off er ways for child 
victims to acknowledge and validate their feelings, and 
help them talk about their feelings, which allows them 
to move toward the future with a sense of hope and em-
powerment. Children also are taught ways to prevent 
sexual abuse and restore their sense of personal power 
and safety. Th rough the use of animated fi lms and be-
havioral rehearsal children learn how to distinguish ap-
propriate from inappropriate touches.
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• Prevention of maltreatment holds considerable promise, 
especially if begun early in the formation of the parent–
child relationship.

• Interventions for physical abuse and neglect emphasize 
parent- and family-focused training in child-rearing and 
stress management. This method also benefi ts the child 
as a result of improved parental care.

• Treatment of physical abuse involves training parents in 
more positive child-rearing skills, accompanied by cogni-
tive–behavioral methods to target specifi c anger patterns 
or distorted beliefs.

• Treatment for child neglect focuses on parenting skills 
and expectations, coupled with training in social compe-
tence and household management.

• Interventions for children who have been sexually abused 
emphasize the children’s needs for safety, understanding, 
and expression of emotional consequences.

• Cognitive–behavioral methods have shown value in 
working with sexually abused children, especially when 
accompanied by education and support to supportive 
caregivers as well.

Finally, successful treatment results in children’s regain-
ing their normal rate of development.

Twenty years ago, psychology textbooks never dis-
cussed these issues. We had little knowledge of the dev-
astating developmental, mental health, and societal con-
sequences of abuse and neglect, and very few treatments 
were available. Since that time, considerable progress 
has been made in understanding and helping children 
who have been abused and neglected and their fami-
lies. Most importantly, broader eff orts at prevention and 
family support may help reduce or eliminate the likeli-
hood of such unnecessary and harmful mistreatment of 
children and youths.

section summary
Prevention and Treatment
• Treatment services for maltreating families have been 

limited, in part due to the diffi  culty of parents’ acknowl-
edging their own weaknesses and seeking help without 
coercion.
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you’ll fi nd there.
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agnostic pre-test for you to take. The system creates a per-
sonalized study plan for you based on the results of your 
pre-test. The Study Plan will

• help you save study time by identifying areas on which 
you should concentrate and giving you one-click access 
to electronic versions of corresponding pages from the 
text;

• provide interactive exercises to help you fully understand 
chapter concepts; and

• provide a post-test to confi rm that you are ready to move 
on to the next chapter.

*Requires a Cengage Learning eResources account. Visit www.cengage.com/
login to register or login.

Study Resources (continued)
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A-B-A-B reversal design  A type of single-
case experimental design in which a baseline 
of behavior is fi rst taken (A), followed by an 
intervention phase (B), then a return to base-
line phase where the intervention is removed 
(A), and a fi nal phase in which the interven-
tion is reintroduced (B). When changes in 
behavior occur only during the intervention 
phases, this provides evidence that changes in 
behavior are due to the intervention.

acute stress disorder  A form of anxiety 
disorder characterized by the development 
of anxiety, dissociation, and other symptoms 
following exposure to an extremely traumatic 
stressor. Th ese symptoms last for at least 
two days but do not persist for more than a 
month.

adaptational failure  Failure to master or 
progress in accomplishing developmental 
milestones.

adaptive functioning  Th e ability to cope 
eff ectively with ordinary life demands, to live 
independently, and to abide by community 
standards. Adaptive functioning is a neces-
sary component for defi ning levels of mental 
retardation.

ADHD: combined type (ADHD-C)  A 
subtype of attention-defi cit/hyperactivity 
disorder characterized by a combination of 
inattentive symptoms and hyperactive-
impulsive symptoms. (Also see attention-
defi cit hyperactivity disorder.)

ADHD: predominantly hyperactive-
impulsive type (ADHD-HI)  A subtype 
of attention-defi cit/hyperactivity disorder 
characterized by predominantly hyperactive-
impulsive symptoms. (Also see attention-
defi cit hyperactivity disorder.)

ADHD: predominantly inattentive type 
(ADHD-PI)  A subtype of attention-defi cit/
hyperactivity disorder characterized by pre-
dominantly inattentive symptoms. (Also see 
attention-defi cit hyperactivity disorder.)

adolescent-limited (AL) path  A devel-
opmental pathway to antisocial behavior 
whereby the child’s antisocial behavior begins 
around puberty, continues into adolescence, 
and later desists in young adulthood.

adolescent-onset conduct disorder  A 
specifi c type of conduct disorder for which 
the characteristics are not exhibited prior to 
10 years of age.

agoraphobia  A form of anxiety character-
ized by a fear of being alone in, and avoiding, 
certain places or situations from which escape 

may be diffi  cult or embarrassing, or in which 
help may be unavailable in the event of a 
panic attack.

alerting  Refers to an initial reaction to a 
stimulus, and involves the ability to prepare 
for what is about to happen.

amplifi er hypothesis  Th e premise that 
stress may serve to amplify the maladaptive 
predispositions of parents, thereby disrupting 
family management practices and compro-
mising the parents’ ability to be supportive of 
their children.

analogue research  Research that evaluates 
a specifi c variable of interest under conditions 
that only resemble or approximate the situa-
tion to which one wishes to generalize.

Angelman syndrome  A genetic disorder 
associated with an abnormality of chromo-
some 15. Children with Angelman syndrome 
typically suff er from moderate to severe 
mental retardation, ataxia (awkward gait), 
jerky movements, hand fl apping, seizures, the 
absence of speech, and distinctive facial fea-
tures such as a large jaw and open-mouthed 
expression.

anhedonia  A negative mood state charac-
terized by a lack of enjoyment in anything 
one does and a loss of interest in nearly all 
activities.

anorexia nervosa  A severe eating disorder 
characterized by the refusal to maintain a 
minimally normal body weight, an intense 
fear of gaining weight, and a signifi cant 
disturbance in the individual’s perception and 
experiences of his or her own size.

antisocial behavior  See conduct problems.

antisocial personality disorder (APD)  An 
adult disorder characterized by a pervasive 
pattern of disregard for, and violation of, the 
rights of others, as well as engagement in 
multiple illegal behaviors.

anxiety  A mood state characterized by 
strong negative aff ect, bodily symptoms of 
tension, and apprehensive anticipation of 
future danger or misfortune.

anxiety disorder  A disorder in which the 
child experiences excessive and debilitating 
anxiety.

apprehensive expectation  Excessive and 
exaggerated worry and tension in the absence 
of conditions that would normally provoke 
such a reaction.

Asperger’s disorder (AD)  A pervasive de-
velopmental disorder characterized by major 

diffi  culties in social interaction and unusual 
patterns of interest and behavior in children 
with relatively intact cognitive and communi-
cation skills.

assent  Evidence of some form of agree-
ment on the part of a child to participate in a 
research study without the child’s having the 
full understanding of the research that would 
be needed to give informed consent.

attachment  Th e process of establishing and 
maintaining an emotional bond with parents 
or other signifi cant caregivers. Th is process is 
ongoing, typically beginning between 6 and 
12 months of age, and provides infants with a 
secure, consistent base from which to explore 
and learn about their worlds.

attentional capacity  Th e amount of infor-
mation in short-term memory to which one 
can attend.

attention-defi cit/hyperactivity disorder 
(ADHD)  A disorder in which the indi-
vidual consistently and repeatedly shows age-
inappropriate behaviors in the two general 
categories of inattention and hyperactivity-
impulsivity, resulting in signifi cant impair-
ment in life functioning.

autism  A pervasive developmental disorder 
characterized by abnormalities in social 
functioning and in language and communica-
tion, and by unusual interests and behav-
iors. More specifi cally, autism aff ects every 
aspect of the child’s interaction with his or 
her world, involves many parts of the brain, 
and undermines the very traits that make us 
human—our social responsiveness, ability to 
communicate, and feelings for other people.

autism spectrum disorders  Autism 
spectrum disorders include several pervasive 
developmental disorders (PDDs), all 
characterized by signifi cant impairments 
in social and communication skills, and 
stereotyped patterns of interests and 
behaviors. Th ese include autistic disorder, 
Asperger’s Disorder, and Pervasive Develop-
mental Disorder, Not Otherwise Specifi ed 
(PDD-NOS).

autistic disorder  DSM-IV-TR diagnos-
tic category used to describe children with 
autism.

behavior analysis or functional analysis 
of behavior  An eff ort to identify as many 
factors as possible that could be contributing 
to a child’s problem behavior, thoughts, and 
feelings, and to develop hypotheses about 
which ones are the most important and/or 
most easily changed.

Glossary
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behavior lens principle  A principle which 
states that child psychopathology refl ects a 
mixture of actual child behavior and the lens 
through which it is viewed by others in a 
child’s culture.

behavioral activation system (BAS)  A 
subsystem of the brain that activates 
behavior in response to cues of reward or 
nonpunishment.

behavioral assessment  Th e evaluation of 
the child’s thoughts, feelings, and behaviors in 
specifi c settings, based on which hypotheses 
are formulated about the nature of the prob-
lem and what can be done about it.

behavioral genetics  A branch of genetics 
that investigates possible connections be-
tween a genetic predisposition and observed 
behavior.

behavioral inhibition (BI)  Th e ability to 
delay one’s initial reactions to events or to 
stop behavior once it has begun.

behavioral inhibition system (BIS)  A sub-
system of the brain that produces anxiety and 
inhibits ongoing behavior in the presence of 
novel events, innate fear stimuli, and signals 
of nonreward or punishment.

best practice guidelines  Systematically de-
veloped statements to assist practitioners and 
patients with decisions regarding appropriate 
treatment(s) for specifi c clinical conditions.

betrayal  Th e degree to which a child feels 
a perpetrator gained his or her confi dence 
through manipulation and coercion, as well 
as the position of trust or authority held by 
the perpetrator. As a consequence, the child’s 
emotional needs may be compromised by 
intense and contradictory feelings of the need 
for closeness and the fear of it.

binge  Episode of overeating that involves 
both excessive amounts of food and a lack of 
control.

binge eating disorder (BED)  A disorder 
that involves periods of excessive eating with 
a feeling of a loss of control. It is similar to 
binge eating but without the compensatory 
behaviors and has become increasingly wide-
spread during this age of abundant fast food 
and obesity.

binge eating/purging type  A type of 
anorexia whereby the individual regularly 
engages in episodes of binge eating or purg-
ing, or both.

bipolar disorder (BP)  A type of mood dis-
order characterized by an ongoing combina-
tion of extreme highs and extreme lows. An 
episode of mania is an abnormally elevated or 
expansive mood, and feelings of euphoria are 
an exaggerated sense of well-being. Th e highs 
may alternate with lows, or both extremes 
may be felt at about the same time.

brain circuits  Paths made up of clustered 
neurons that connect one part of the brain to 
another.

bulimia nervosa  An eating disorder that 
involves recurrent episodes of binge eating, 
followed by an eff ort to compensate by self-
induced vomiting or other means of purging. 
Individuals with bulimia are also unduly 
infl uenced by body shape and weight, and are 
obsessed with food.

bullying  When one or more children ex-
pose another child, repeatedly and over time, 
to negative actions, such as physical contact, 
words, making faces or dirty gestures, and 
intentional exclusion from a group.

callous and unemotional interpersonal 
style  A mode of social interaction that is 
characterized by such traits as the absence of 
feelings of guilt, not showing empathy, and 
not showing emotions.

case study  An intensive and usually 
anecdotal observation and analysis of an 
individual subject.

categorical classifi cation  Th e diagnostic 
systems that are primarily based on informed 
professional consensus, which is an ap-
proach that has dominated and continues 
to dominate the fi eld of child (and adult) 
psychopathology.

central coherence  Th e strong tendency of 
humans to interpret stimuli in a relatively 
global way that takes the broader context into 
account.

child maltreatment  Th e abuse and neglect 
of children by parents or by others respon-
sible for their welfare. Child maltreatment is a 
generic term used to refer to the four primary 
acts of physical abuse, neglect, sexual abuse, 
and emotional abuse of persons less than 18 
years of age.

childhood disintegrative disorder 
(CDD)  A pervasive developmental disorder 
characterized by a signifi cant loss of previ-
ously acquired skills, as well as the presence 
of abnormalities in two of the following 
three areas of functioning: social interaction, 
communication, and patterns of behavior, 
interests, and activities.

childhood obesity  A chronic medical 
condition characterized by an excessive ac-
cumulation of body fat relative to gender- and 
age-based norms.

childhood-onset conduct disorder  A 
specifi c type of conduct disorder whereby the 
child displays at least one characteristic of the 
disorder prior to 10 years of age.

chronic illness  An illness that is long last-
ing and oft en irreversible.

classifi cation  A system for representing 
the major categories or dimensions of child 
psychopathology and the boundaries and 
relations among them. One defi nition of diag-
nosis is the assignment of cases to categories 
of the classifi cation system.

clinical assessment  A process of diff erenti-
ating, defi ning, and measuring the behaviors, 

cognitions, and emotions that are of 
concern, as well as the environmental 
circumstances that may be contributing to 
these problems.

clinical description  A summary of 
unique behaviors, thoughts, and feelings 
that together make up the features of a given 
psychological disorder.

coercion theory  A developmental theory 
proposing that coercive parent-child interac-
tions serve as the training ground for the 
development of antisocial behavior. Specifi -
cally, it is proposed that through a four-step 
escape-conditioning sequence, the child 
learns how to use increasingly intense forms 
of noxious behavior to escape and avoid 
unwanted parental demands.

cohort  A group of individuals who are 
followed over time and who experience the 
same cultural or historical events during the 
same time period.

combined type (ADHD-C)  See under 
ADHD.

communication deviance  A measure 
of interpersonal attentional and thought 
disturbance observed in families of children 
with schizophrenia or schizotypal personality 
disorder. Children from families with high 
communication deviance show the most 
severe impairment and the poorest 
attentional functioning.

communication disorders  A diagnostic 
term that refers to diffi  culty producing speech 
sounds (phonological disorder) or with 
speech fl uency (stuttering); diffi  culty using 
spoken language to communicate (expressive 
language disorder); or diffi  culty understand-
ing what other people say (mixed expressive-
receptive language disorder).

comorbidity  Th e overlapping of two or 
more disorders at a rate that is greater than 
would be expected by chance alone.

compensatory behavior  Behavior shown 
by persons suff ering from bulimia nervosa 
to prevent weight gain following a binge 
episode. Compensatory behaviors include 
self-induced vomiting, fasting, exercising, and 
the misuse of diuretics, laxatives, enemas, or 
diet pills. (Also see purging.)

competence  Th e ability to adapt to one’s 
environment. Children’s competence involves 
their performance relative to their same-age 
peers as well as their individual course of 
development.

compulsions  Repetitive, purposeful, and 
intentional behaviors or mental acts that are 
performed in response to an obsession.

conduct disorder (CD)  A form of disrup-
tive behavior disorder in which the child ex-
hibits an early, persistent, and extreme pattern 
of aggressive and antisocial acts that involve 
the infl iction of pain on others or interference 
with others’ rights through physical and 
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verbal aggression, stealing, vandalism, tru-
ancy, or running away.

conduct problems (antisocial 
behavior)  Age-inappropriate actions and 
attitudes that violate family expectations, 
societal norms, and the personal or property 
rights of others.

continuity of development  A theoretical 
position for explaining development which 
proposes that normal and abnormal develop-
mental changes are gradual and quantitative. 
Continuity theorists argue that development 
is an additive process that is ongoing rather 
than occurring in distinct stages.

correlation coeffi  cient  A number that 
describes the degree of association between 
two variables of interest.

cortisol  A stress hormone produced by the 
adrenal glands.

cross-sectional research  A method of 
research whereby diff erent individuals at dif-
ferent ages/stages of development are studied 
at the same point in time.

cultural compatibility hypothesis  Th e 
hypothesis that treatment is likely to be more 
eff ective when compatible with the cultural 
patterns of the child and family.

cultural-familial group  Mental retardation 
in which there is no evidence of organic brain 
damage (usually associated with mild MR).

culture-bound syndromes  Recurrent 
patterns of maladaptive behaviors and/or 
troubling experiences specifi cally associated 
with diff erent cultures or localities. Th ese 
syndromes rarely fi t neatly into one Western 
diagnostic category.

cycle-of-violence hypothesis  Th e repetition 
of patterns of violent behavior across genera-
tions. For example, persons who are abused as 
children are more likely to be abusive toward 
others as adults.

decoding  A skill necessary for reading that 
involves breaking words down into parts.

delusions  Disturbances in thinking involv-
ing disordered thought content and strong 
beliefs that are misrepresentations of reality.

depressogenic cognitions  Th e negative 
perceptual and attributional styles and beliefs 
associated with depressive symptoms.

destructive-nondestructive dimension  An 
independent dimension of antisocial behavior 
consisting of a continuum ranging from acts 
such as cruelty to animals or destruction of 
property at one end, to nondestructive behav-
iors such as arguing or irritability at the other.

developmental coordination disorder  A 
disorder characterized by marked motor 
incoordination (e.g., clumsiness and delays in 
achieving motor milestones).

developmental history or family 
history  Information obtained from the 
parents about potentially signifi cant historical 

milestones and events that might have a bear-
ing on the child’s current diffi  culties.

developmental pathway  A concept to de-
scribe the sequence and timing of particular 
behaviors, and to highlight the known and 
suspected relationships of behaviors over 
time.

developmental psychopathology  An ap-
proach to describing and studying disorders 
of childhood and adolescence in a manner 
that emphasizes the importance of develop-
mental processes and tasks. Th is approach 
uses abnormal development to inform nor-
mal development and vice versa.

developmental tasks  Psychosocial tasks 
of childhood that refl ect broad domains of 
competence and tell us how children typically 
progress within each of these domains as they 
grow.

developmental tests  Tests used to assess 
infants and young children that are generally 
carried out for the purposes of screening, di-
agnosis, and evaluation of early development.

developmental-versus-diff erence contro-
versy  A debate regarding the developmental 
progression of children with mental impair-
ments. Th e developmental position argues 
that all children, regardless of intellectual 
impairments, progress through the same 
developmental stages in the same sequence, 
but at diff erent rates. Th e diff erence position 
argues that the development of children with 
mental impairments proceeds in a diff erent, 
less sequential, and less organized fashion 
than that of children without impairments.

diagnosis  Th e identifi cation of a disorder 
from an examination of the symptoms.

diathesis-stress model of depression  A 
theory of depression proposing that the im-
pact of stress is moderated by individual risk 
factors and that the occurrence of depression 
depends on the interaction between the sub-
ject’s personal vulnerability and life stress.

diff erence viewpoint  Th e view that cogni-
tive development of children with mental 
retardation diff ers from that of normally 
developing children in more ways than 
merely diff erences in developmental rate and 
upper limit.

dimensional classifi cation  An empiri-
cally based approach to the diagnosis and 
classifi cation of child psychopathology which 
assumes that there are a number of indepen-
dent dimensions or traits of behavior and that 
all children possess these to varying degrees.

direct instruction  An approach to teaching 
children with learning disorders based on the 
premise that to improve a skill the instruc-
tional activities have to approximate those of 
the skill being taught.

discontinuity of development  A theo-
retical position for explaining development 
proposing that normal and abnormal devel-

opmental changes are abrupt and qualitative. 
Discontinuity theorists, such as Piaget and 
Erikson, argue that children pass through 
developmental stages that are qualitatively 
diff erent from each other.

discrete trial training  A method of teach-
ing readiness skills or other desired behaviors 
that involves a step-by-step approach of 
presenting a stimulus and requiring a specifi c 
response.

disruptive behavior disorders  A DSM-
IV-TR category for persistent patterns of 
antisocial behavior that includes oppositional 
defi ant disorder and conduct disorder.

dissociation  An altered state of conscious-
ness in which the individual feels detached 
from the body or self. Th is process may be 
voluntary or involuntary, and can be adaptive 
when resistance or escape from a life-
 threatening situation is not possible.

distractibility  A term used to describe 
defi cits in selective attention.

double depression  An instance in which a 
major depressive episode is superimposed on 
the subject’s previous dysthymic disorder.

Down syndrome  A chromosomal abnor-
mality in which there are three 21st chromo-
somes rather than the normal two. Children 
with Down syndrome typically function at 
the moderate level of mental retardation, have 
an increased likelihood of medical problems, 
and have unusual physical features. Th is 
syndrome is also called trisomy 21.

drive for thinness  A motivational variable 
underlying dieting and body image, among 
young females in particular, whereby the 
individual believes that losing more weight 
is the answer to overcoming her troubles and 
achieving success.

dyslexia  Disorder of reading not due to low 
intelligence.

dysphoria  A negative mood state character-
ized by prolonged bouts of sadness.

dyssomnias  A category of sleep disorders 
involving diffi  culties initiating or maintaining 
sleep. Such disorders are oft en characterized 
by problems with getting enough sleep, not 
sleeping when one wants to, and not feeling 
refreshed aft er sleeping.

dysthymic disorder (DD)  or dysthy-
mia  A form of depressive disorder charac-
terized by at least 1 year (2 years in adults) 
of depressed mood for more days than not, 
accompanied by additional depressive symp-
toms that do not meet criteria for a major 
depressive episode. In comparison to major 
depressive disorder, dysthymia is milder, but 
more long-term.

eating attitudes  A person’s belief that cul-
tural standards for attractiveness, body image, 
and social acceptance are closely tied to the 
ability to control one’s diet and weight gain.
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Eating Disorders, Not Otherwise Specifi ed 
(EDNOS)  A category of eating disorders 
that includes problems that do not quite 
fulfi ll criteria for anorexia nervosa or bulimia 
nervosa. Th e EDNOS category is less strin-
gent than DSM-IV-TR criteria for anorexia 
nervosa or bulimia nervosa, and therefore is 
sometimes more appropriate for adolescents.

echolalia  A child’s immediate or delayed 
parrot-like repetition of words or word 
combinations.

educational neglect  Failure to provide for 
a child’s basic educational needs, including 
allowing chronic truancy, failing to enroll a 
child of mandatory school age in school, and 
failing to attend to a special educational need.

electroencephalogram (EEG)  An electro-
physiological measure of brain functioning 
whereby electrodes are taped to the surface 
of the subject’s scalp to record the electri-
cal activity of the brain. EEG recordings are 
sensitive to changes in state and emotionality, 
thereby making them particularly useful for 
studying social and emotional processes.

emotion reactivity  A dimension of emo-
tional processes associated with individual 
diff erences in the threshold and intensity of 
emotional experience.

emotion regulation  Th e processes by 
which emotional arousal is redirected, 
controlled, or modifi ed to facilitate adaptive 
functioning.

emotional abuse  Abusive behavior that 
involves acts or omissions by parents or 
caregivers that cause, or could cause, serious 
behavioral, cognitive, emotional, or mental 
disorders.

emotional neglect  Failure to provide for 
a child’s basic emotional needs, including 
marked inattention to the child’s needs for 
aff ection, refusal of or failure to provide 
needed psychological care, spousal abuse in 
the child’s presence, and permission of drug 
or alcohol use by the child.

encopresis  Th e passage of feces into inap-
propriate places, such as clothing, whether 
involuntary or intentional.

enuresis  Involuntary discharge of urine oc-
curring in persons over 5 years of age or the 
developmental equivalent.

epidemiological research  Th e study of the 
incidence, prevalence, and co-occurrence 
of childhood disorders and competencies in 
clinic-referred and community samples.

epinephrine  A hormone produced by 
the adrenal glands that is released into the 
bloodstream in response to stress in order 
to energize and prepare the body for a pos-
sible threat. Th is hormone is also known as 
adrenaline.

equifi nality  Th e concept that similar 
outcomes may stem from diff erent early 
experiences.

etiology  Th e study of the causes of disor-
ders. With respect to childhood disorders, 
etiology considers how biological, psychologi-
cal, and environmental processes interact.

eugenics  First defi ned by Sir Francis Galton 
in 1883 as “the science which deals with all 
infl uences that improve the inborn quali-
ties of a race.” In the early 1900s, public and 
professional emphasis shift ed away from the 
needs of persons with mental retardation to-
ward a consideration of the needs of society; 
society was to be protected from the presum-
able harm done by the presence of these 
persons in the community. Th is misdirected 
view provided justifi cation for restricting the 
rights of individuals with mental retardation 
and their opportunities for advancement.

euphoria  An exaggerated sense of well-
being.

executive functions  Higher-order mental 
processes that enable a child to maintain a 
problem-solving set in order to attain a future 
goal. Examples of executive functions include 
working memory, mental computation, fl ex-
ibility of thinking, internalization of speech, 
response inhibition, motor coordination, self-
regulation of arousal level, and mature moral 
reasoning, among others.

expectable environment  External condi-
tions or surroundings that are considered to 
be fundamental and necessary for healthy 
development. Th e expectable environment 
for infants includes protective and nurturant 
adults and opportunities for socialization; for 
older children it includes a supportive family, 
contact with peers, and ample opportunities 
to explore and master the environment.

exposure  A behavior therapy technique for 
treating anxiety disorders that exposes the 
subject to the source of his or her fear while 
providing appropriate and eff ective ways of 
coping with the fear (other than through 
escape and avoidance).

expressive language disorder  A form of 
communication disorder characterized by 
defi cits in expression despite normal compre-
hension of speech.

external validity  Th e degree to which fi nd-
ings can be generalized or extended to people, 
settings, times, measures, and characteristics 
other than the ones in the original study.

externalizing behavior  A continuous di-
mension of behavior that includes a mixture 
of impulsive, overactive, aggressive, and 
delinquent acts.

externalizing problems  Problem behaviors 
that begin during childhood and encompass 
acting-out behaviors such as aggression and 
delinquent behavior.

failure to thrive (FTT)  Characterized by 
weight below the fi ft h percentile for age, and/
or deceleration in the rate of weight gain 
from birth to the present of at least 2 standard 

deviations, using standard growth charts for 
comparison.

family history   Using a background 
questionnaire or interview, information is ob-
tained from the parents regarding potentially 
signifi cant developmental milestones and 
historical events that might have a bearing on 
the child’s current diffi  culties.

family systems  Th eory that the behavior of 
an individual can be most accurately under-
stood in the context of the dynamics of his or 
her family.

fear  An alarm reaction to current danger 
or life-threatening emergencies; marked by 
strong escape-oriented tendencies and a surge 
in the sympathetic nervous system.

feeding disorder of infancy or early child-
hood  A disorder characterized by a sudden 
or marked deceleration of weight gain in an 
infant or a young child (under age 6) and a 
slowing or disruption of emotional and social 
development.

fetal alcohol syndrome  A disorder stem-
ming from extensive prenatal exposure to 
alcohol. Children with this disorder typically 
suff er from problems in intellectual function-
ing, central nervous system dysfunction, 
cranial feature defects, behavior problems, 
growth retardation, and physical abnormali-
ties of the face.

fi ght/fl ight response  Th e immediate reac-
tion to perceived danger or threat whereby 
eff orts are directed toward protecting against 
potential harm, either by confronting the 
source of danger (fi ght), or by escaping from 
the situation (fl ight).

fl ooding  A procedure for treating anxiety 
that involves prolonged and repeated expo-
sure to the anxiety-provoking situation until 
the subject’s level of anxiety has diminished.

fragile-X syndrome  A chromosomal 
abnormality in which one area on the X chro-
mosome is pinched. Children with fragile-X 
syndrome typically suff er from moderate 
mental retardation.

frontal lobe  Area of the brain located at the 
front of each cerebral hemisphere; responsible 
for the functions underlying much of our 
thinking and reasoning abilities, including 
memory.

frontostriatal circuitry of the brain  A 
structure of the brain consisting of the 
prefrontal cortex and the basal ganglia; as-
sociated with attention, executive functions, 
delayed response, and response organization. 
Abnormalities within this structure have been 
linked to ADHD.

functional analysis of behavior  (See behav-
ior analysis.)

general intellectual functioning  One’s 
general level of intellectual ability, defi ned by 
an intelligence quotient (IQ or equivalent) de-
rived from an assessment with one or more of 
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the standardized, individually administered 
intelligence tests.

generalized anxiety disorder (GAD)  A 
form of anxiety disorder in which the subject 
experiences chronic or exaggerated worry and 
tension, almost always anticipating disaster, 
even in the absence of an obvious reason to 
do so. Th e worrying is oft en accompanied by 
physical symptoms such as trembling, muscle 
tension, headache, and nausea.

generalized social phobia  A severe form of 
social phobia in which the subject fears most 
social situations, is afraid to meet or talk with 
new people, avoids contact with anyone out-
side his or her family, and fi nds it extremely 
diffi  cult to attend school, participate in recre-
ational activities, or socialize at all.

genotype  An individual’s specifi c genetic 
makeup.

goodness of fi t  Th e extent to which two 
things are suited. For instance, with respect 
to child psychopathology, one might use the 
term to refer to the extent to which the child’s 
early temperament and the parent’s style of 
interaction are suited to each other.

graded exposure  Gradual exposure of a 
subject to a feared situation.

hallucinations  Disturbances in perception 
in which things are seen, heard, or other-
wise sensed even though they are not real or 
present.

health promotion  An approach to the 
prevention of disease that involves education, 
public policy, and similar actions to promote 
health.

heritability  Th e proportion of the vari-
ance of a trait that is attributable to genetic 
infl uences.

hopelessness theory  Th e view that 
depression-prone individuals make internal, 
stable, and global attributions to explain the 
causes of negative events, and external, un-
stable, and specifi c attributions about positive 
events. Th is attributional style results in the 
individual taking personal blame for negative 
events in his or her life and leads to helpless-
ness, avoidance, and hopelessness about the 
future, which promotes further depression.

hostile attributional bias  Th e tendency of 
aggressive children to attribute negative intent 
to others, especially when the intentions of 
another child are unclear (e.g., when a child 
accidentally bumps into them, they are likely 
to think the other child did it on purpose).

hyperactive  Displaying an unusually high 
level of energy and an inability to remain still 
or quiet.

hypothalamic-pituitary-adrenal (HPA) 
axis  A regulatory system of the brain made 
up of the hypothalamus control center and 
the pituitary and adrenal glands; it infl uences 
a person’s response to stress and his or her 
ability to regulate emotions.

idiographic case formulation  An ap-
proach to case formulation or assessment that 
emphasizes the detailed representation of the 
individual child or family as a unique entity. 
Th is approach is in contrast to the nomothetic 
approach, which instead emphasizes the gen-
eral laws that apply to all individuals.

impulsive  Prone to acting with little or no 
consideration of possible consequences. Th is 
term is frequently used to describe children 
who suff er from attention-defi cit/hyperactiv-
ity disorder.

inattentive  Lacking the ability to focus or 
sustain one’s attention. Children who are inat-
tentive fi nd it diffi  cult to sustain mental eff ort 
during work or play and behave carelessly, as 
if they are not listening.

incidence rate  Th e rate at which new cases 
of a disorder appear over a specifi ed period 
of time.

incidental training  A method of teaching 
readiness skills or other desired behaviors 
that works to strengthen the behavior by capi-
talizing on naturally occurring opportunities.

inclusion  Th e education strategies that 
are based on the premise that the abilities of 
children with special needs will improve from 
associating with normally developing peers 
and being spared the eff ects of labeling and 
special placements.

inclusion movement  Th e integration of 
individuals with disabilities into regular 
classroom settings, regardless of the severity 
of the disability. Th e school curriculum must 
be adaptable to meet the individual needs and 
abilities of these children.

information-processing distur-
bances  Cognitive misperceptions and 
distortions in the way events are perceived 
and interpreted.

informed consent  An individual’s 
expressed willingness to participate in a re-
search study, based on his or her understand-
ing of the nature of the research, the potential 
risks and benefi ts involved, the expected 
outcomes, and possible alternatives.

insulin-dependent diabetes mellitus  A 
lifelong metabolic disorder in which the body 
is unable to metabolize carbohydrates due to 
inadequate pancreatic release of insulin.

interdependent  Applies to the assumption 
that abnormal child behavior is determined 
by both the child and his or her environment, 
and that these two factors are interconnected. 
(Also see transaction.)

internal validity  Th e extent to which an in-
tended manipulation of a variable, rather than 
extraneous infl uences, accounts for observed 
results, changes, or group diff erences.

internalizing problems  Problem behaviors 
that begin during childhood and include 
anxiety, depression, somatic complaints, and 
withdrawn behavior.

intervention  A broad concept that encom-
passes many diff erent theories and methods 
with a range of problem-solving strategies 
directed at helping the child and family adapt 
more eff ectively to their current and future 
circumstances.

joint attention  Th e ability to coordinate 
one’s focus of attention on another person 
and an object of mutual interest.

juvenile delinquency  A broad term used 
to describe children who have broken a law, 
anything from sneaking into a movie without 
a ticket to homicide.

learning disabilities  A general term that 
refers to signifi cant problems in mastering 
one or more of the following skills: listen-
ing, speaking, reading, writing, reasoning, 
mathematics.

learning disorders  A diagnostic term that 
refers to specifi c problems in reading (disor-
der of reading), math (disorder of mathemat-
ics), or writing ability (disorder of written 
expression) as determined by achievement 
test results that are substantially below what 
would be expected for the child’s age, school-
ing, and intellectual ability.

life-course-persistent (LCP) path  A devel-
opmental pathway to antisocial behavior in 
which the child engages in antisocial behavior 
at an early age and continues to do so into 
adulthood.

longitudinal research  A method of re-
search whereby the same individuals are 
studied at diff erent ages/stages of 
development.

maintenance  Eff orts to increase adherence 
to treatment over time in order to prevent a 
relapse or recurrence of a problem.

major depressive disorder (MDD)  A form 
of depressive disorder characterized by one or 
more major depressive episodes that last for 
at least 2 weeks and are accompanied by ad-
ditional symptoms such as sleep disturbances 
or thoughts of suicide.

mania  An abnormally elevated or expansive 
mood.

mediator variables  Th e process, mecha-
nism, or means through which a variable 
produces a specifi c outcome.

mentalization  Awareness of other people’s 
and one’s own mental states. Also referred to 
as theory of mind.

metabolic control  Th e degree to which an 
individual’s glucose level is maintained within 
the normal range (in reference to diabetes 
mellitus).

metabolic rate  Th e body’s balance of 
energy expenditure. Metabolic rate is deter-
mined by genetic and physiological makeup, 
along with eating and exercise habits.

metacognitive training  Instruction in 
techniques that help to improve memory and 
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learning, including how to coordinate learned 
skills across learning situations.

methylphenidate  Th e stimulant medication 
most commonly used in treating children 
with attention-defi cit/hyperactivity disorder. 
It is sold under the name Ritalin.

mild mental retardation  An IQ level in the 
range of 50–55 to approximately 70.

mixed receptive-expressive language 
disorder  A form of communication dis-
order characterized by defi cits in expressive 
language coupled with a diffi  culty in under-
standing some aspects of speech (i.e., defi cits 
in receptive language).

moderate mental retardation  An IQ level 
in the range of 35–40 to 50–55.

moderator variables  A factor that infl u-
ences the direction or strength of a relation-
ship between variables.

molecular genetics  Th e methods of genet-
ics that directly assess the association between 
variations in DNA sequences and variations 
in particular traits. More than an association, 
variations in genetic sequences are thought 
to cause the variations in the trait(s). Th ese 
methods off er more direct support for genetic 
infl uences on child psychopathology.

mood disorder  A disorder in which the 
subject suff ers from extreme, persistent, or 
poorly regulated emotional states. DSM-
IV-TR mood disorders include major 
depressive disorder, dysthymia, and bipolar 
disorder.

morbidity  Th e various forms of physical 
and functional consequences and limitations 
that result from an illness.

multiaxial system  A classifi cation system 
consisting of several diff erent domains (axes) 
of information about the subject that may 
assist a clinician in planning the treatment of 
a disorder. Th e DSM-IV-TR is an example of 
a multiaxial classifi cation system.

multifi nality  Th e concept that various out-
comes may stem from similar beginnings.

multimethod assessment approach  A clin-
ical assessment that emphasizes the impor-
tance of obtaining information from diff erent 
informants, in a variety of settings, using a 
variety of procedures that include interviews, 
observations, questionnaires, and tests.

multiple-baseline design  A single-case 
experimental design in which the eff ect of 
a treatment is shown by demonstrating that 
behaviors in more than one baseline change 
as a result of the institution of a treatment.

multisystemic treatment (MST)  An ap-
proach to treatment that attempts to address 
the multiple determinants of problematic be-
havior by involving family members, school 
personnel, peers, juvenile justice staff , and 
others in the child’s life, and by drawing on 
multiple techniques such as parent manage-

ment training, cognitive problem-solving 
skills training, and marital therapy, as well 
as specialized interventions such as special 
education placements, referral to substance 
abuse treatment programs, or referral to legal 
services.

natural experiment  An experiment in 
which comparisons are made between preex-
isting conditions or treatments (i.e., random 
assignment is not used).

naturalistic observation  Th e unstructured 
observation of a child in his or her natural 
environment.

negative aff ectivity  A persistent negative 
mood evidenced by nervousness, sadness, 
anger, and guilt.

negative cognitive schemata  Stable 
structures in memory that guide informa-
tion processing, including self-critical beliefs 
and attitudes, in a way that is consistent with 
the negative self-image of the subject. Th ese 
cognitive schemata are rigid and resistant 
to change even in the face of contradictory 
evidence.

negative cognitive triad  Negative views 
about oneself, the world, and the future 
that are characteristic of youngsters with 
depression. Th ese views maintain feelings of 
helplessness, undermine the child’s mood and 
energy level, and are related to the severity of 
depression.

neural plasticity  Th e malleable nature of 
the brain, evidenced throughout the course 
of development (use-dependent). Although 
infants are born with basic brain processes, 
experience leads to anatomical diff erentia-
tion. Th at is, certain synapses of the brain 
are strengthened and stabilized, while others 
regress and disappear.

neurodevelopmental model of schizo-
phrenia  Th is model proposes that genetic 
vulnerability and early neurodevelopmental 
insults result in impaired connections among 
many brain regions. Th is defective neural 
circuitry is then vulnerable to dysfunction 
and ultimately revealed by developmental 
processes and events during puberty and by 
exposure to stress. Th e neurodevelopmental 
model is consistent with fi ndings that infants 
and children who later develop schizophrenia 
oft en display developmental impairments 
in motor, language, cognitive, and social 
functioning well before the onset of their 
psychotic symptoms.

neuroimaging  A method of examining the 
structure and/or function of the brain. Neu-
roimaging procedures include magnetic reso-
nance imaging (MRI), coaxial tomographic 
scan (CT), positron emission tomography 
(PET), and functional magnetic resonance 
imaging (fMRI).

neuropsychological assessment  A form 
of assessment that attempts to link brain 
functioning with objective measures of be-

havior known to depend on an intact central 
nervous system.

neurotic paradox  Th e pattern of self-
perpetuating behavior in which children who 
are overly anxious in various situations, even 
while being aware that the anxiety may be un-
necessary or excessive, fi nd themselves unable 
to abandon their self-defeating behaviors.

nightmares  A form of parasomnia that 
occurs during REM sleep and is characterized 
by repeated awakenings with detailed recall of 
extended and extremely frightening dreams, 
usually involving threats to survival, security, 
or self-esteem.

nomothetic formulation  An approach 
to case formulation or assessment that em-
phasizes general principles that apply to all 
people. Th is approach contrasts with the idio-
graphic approach, which instead emphasizes 
a detailed representation of the individual or 
family as a unique entity.

non-accidental trauma  Th e wide-ranging 
eff ects of maltreatment on the child’s ongoing 
physical and emotional development.

nondisjunction  Th e failure of the 21st pair 
of the mother’s chromosomes to separate 
during meiosis. In most Down syndrome 
cases, the extra chromosome results from this 
failure of the chromosomes to separate.

nonshared environment   A subtype of 
environmental infl uences that refers to the 
environmental factors that produce behav-
ioral diff erences among siblings living in the 
same household. Nonshared environmental 
infl uence can be estimated and is calculated 
by subtracting the MZ twin correlation 
from 1.0.

nonverbal learning disabilities 
(NLD)  Learning disabilities characterized 
by defi cits related to right-hemisphere brain 
functioning, such as problems in social skills, 
spatial orientation, and problem solving.

nosologies  Eff orts to classify psychiatric 
disorders into descriptive categories.

obsessions  Persistent, intrusive, and ir-
rational thoughts, ideas, impulses, or images 
that focus on improbable or unrealistic 
events or on real-life events that are greatly 
exaggerated.

obsessive-compulsive disorder (OCD)  A 
form of anxiety disorder in which the 
subject experiences repeated, intrusive, and 
unwanted thoughts that cause anxiety and 
oft en engages in ritualized behavior to relieve 
this anxiety.

operant speech training  A strategy used 
to help children use language more appropri-
ately; it involves a step-by-step approach that 
successively increases the child’s vocaliza-
tions, teaches the child to imitate sounds and 
words, teaches the meanings of words, and 
teaches the child to use language expres-
sively to label objects, make verbal requests, 
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and  express desires. Th is training is oft en 
employed for children with autism.

oppositional defi ant disorder (ODD)  Th e 
least severe form of disruptive behavior 
disorder, in which children show an age-
inappropriate and persistent pattern of 
irritable, hostile, oppositional, and defi ant 
behavior.

organic group  Mental retardation stem-
ming from clear organic (physical) causes 
such as brain damage or improper CNS 
development.

organization of development  Th e assump-
tion that early patterns of adaptation evolve 
over time and transform into higher-order 
functions in a structured manner. For instance, 
infant eye contact and speech sounds evolve 
and transform into speech and language.

overt-covert dimension  An independent 
dimension consisting of a continuum of 
antisocial behavior ranging from overt forms 
such as physical aggression at one end, to co-
vert forms (i.e., hidden or sneaky acts) at the 
other. Th e overt forms of antisocial behavior 
correspond roughly to those on the aggressive 
subdimension of the externalizing dimension, 
whereas the covert behaviors correspond 
roughly to those on the delinquent subdimen-
sion of the externalizing dimension.

panic  A group of unexpected physical 
symptoms of the fi ght/fl ight response that 
occur in the absence of any obvious threat or 
danger.

panic attack  A sudden and overwhelming 
period of intense fear or discomfort accom-
panied by four or more physical and cognitive 
symptoms characteristic of the fi ght/fl ight 
response.

panic disorder (PD)  A form of anxiety 
disorder characterized by panic attacks and 
sudden feelings of terror that strike repeatedly 
and without warning. Physical symptoms in-
clude chest pain, heart palpitations, shortness 
of breath, dizziness, and abdominal stress. 
Th ere is also persistent concern about having 
another attack and the possible implications 
and consequences it would bring.

parasomnias  A category of sleep disorders 
in which behavioral or physiological events 
intrude on ongoing sleep. Persons suff ering 
from parasomnias oft en complain of unusual 
behaviors during sleep such as sleepwalking 
and nightmares.

parent management training (PMT)  A 
program aimed at teaching parents to cope 
eff ectively with their child’s diffi  cult behavior 
and their own reactions to it.

pedophilia  Sexual activity or sexually 
arousing fantasies involving a prepubescent 
child by someone who is at least 16 years old 
and at least 5 years older than the child.

pervasive developmental disorder, not oth-
erwise specifi ed (PDD-NOS)  A disorder in 

which the child displays social, communica-
tion, and behavioral impairments associated 
with PDD, but does not meet the criteria for 
PDD, schizophrenia, or other disorders.

pervasive developmental disorders 
(PDDs)  A category of disorders character-
ized by severe and extensive impairments in 
social interaction and communication skills, 
along with stereotyped patterns of behaviors, 
interests, and activities.

phenotype  An individual’s observable 
characteristics or behavior (the expression of 
one’s genotype in the environment).

phobia  Fear that occurs at an inappropri-
ate age, persists, is irrational or exaggerated, 
leads to avoidance of the object or event, and 
causes impairment in normal routines.

phonemes  Th e basic sounds that make up 
language.

phonological awareness  A broad construct 
that includes recognition of the relationship 
that exists between sounds and letters, detec-
tion of rhyme and alliteration, and awareness 
that sounds can be manipulated within syl-
lables in words.

phonological disorder  A form of commu-
nication disorder characterized by diffi  culties 
in articulation or sound production, but not 
necessarily in word expression.

phonology  Th e ability to learn and store 
phonemes as well as the rules for combining 
the sounds into meaningful units or words. 
Defi cits in phonology are a chief reason that 
most children and adults with communica-
tion and learning disorders have problems in 
language-based activities such as learning to 
read and spell.

physical abuse  Th e infl iction or risk of 
physical injury as a result of punching, beat-
ing, kicking, biting, burning, shaking, or 
otherwise intentionally harming a child.

physical neglect  Failure to provide for a 
child’s basic physical needs, including refusal 
of or delay in seeking health care, inadequate 
provision of food, abandonment, expulsion 
from the home or refusal to allow a runaway 
to return home, inadequate supervision, and 
inadequate provision of clean clothes.

pica  A form of eating disorder in which the 
infant or toddler persists in eating inedible, 
nonnutritive substances. Th is disorder is one 
of the more common and usually less serious 
eating disorders found among very young 
children.

positive aff ectivity  A persistent positive 
mood as refl ected in states such as joy, enthu-
siasm, and energy.

positive illusory bias  A person’s report of 
higher self-esteem than is warranted by his or 
her behavior. Th is exaggeration of one’s com-
petence may, for example, cause a child with 
ADHD to perceive their relationships with 
their parents no diff erently than do control 

children, even though their parents see things 
in a more negative light.

post-traumatic stress disorder (PTSD)  A 
form of anxiety disorder whereby the child 
displays persistent anxiety following exposure 
to or witnessing of an overwhelming trau-
matic event that is outside the range of usual 
human experience.

Prader-Willi syndrome   A complex genetic 
disorder associated with an abnormality of 
chromosome 15. Children with Prader-Willi 
syndrome typically suff er from short stature, 
mental retardation or learning disabilities, 
incomplete sexual development, certain 
behavior problems, low muscle tone, and an 
involuntary urge to eat constantly.

pragmatics  Th e aspect of language that 
focuses on its appropriate use in social and 
communicative contexts.

predominantly hyperactive-impulsive type 
(ADHD-HI)  See under ADHD.

predominantly inattentive type (AD-
HD-PI)  See under ADHD.

preservation of sameness  A characteristic 
of children with autistic disorder who show 
an anxious and obsessive insistence on the 
maintenance of sameness that no one but the 
child may disrupt. Changes in daily rou-
tine, arrangement of objects, the wording of 
requests, or the sight of anything broken or 
incomplete, will produce tantrums or despair.

prevalence rates  Th e number of cases of a 
disorder, whether new or previously existing, 
that are observed during a specifi ed period 
of time.

prevention  Activities directed at decreasing 
the chances that undesired future outcomes 
will occur.

problem-solving skills training (PSST)  In-
struction aimed at targeting the cognitive 
defi ciencies and distortions displayed by chil-
dren and adolescents who experience conduct 
problems in interpersonal situations, particu-
larly those children who are aggressive.

profound mental retardation  An IQ level 
below 20 or 25.

prognosis  Th e prediction of the course or 
outcome of a disorder.

projective test  A form of assessment that 
presents the child with ambiguous stimuli, 
such as inkblots or pictures of people. Th e hy-
pothesis is that the child will “project” his or 
her own personality on the ambiguous stimuli 
of other people and things. Without being 
aware, the child discloses his or her uncon-
scious thoughts and feelings to the clinician.

pronoun reversal  Th e repetition of 
personal pronouns exactly as heard, without 
changing them according to the person being 
referred to. For example, if asked “Are you 
hungry?”, one might reply “You are hungry,” 
rather than “I am hungry.”
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protective factor  A variable that precedes 
a negative outcome of interest and decreases 
the chances that the outcome will occur.

protodeclarative gestures  Gestures or 
vocalizations that direct the visual attention 
of other people to objects of shared inter-
est, such as pointing to a dog; done with the 
prime purpose of engaging another person in 
interaction.

protoimperative gestures  Gestures or 
vocalizations used to express needs, such as 
pointing to an object that one desires but 
cannot reach.

psychological disorder  A pattern of behav-
ioral, cognitive, or physical symptoms that 
includes one or more of the following promi-
nent features: (a) some degree of distress in 
the subject; (b) behavior indicating some 
degree of disability; and (c) an increased 
risk of suff ering, death, pain, disability, or an 
important loss of freedom.

psychological factors aff ecting physical 
condition  Psychological disorders or condi-
tions that are presumed to cause or exacerbate 
a physical condition.

psychopathy  A pattern of deceitful, callous, 
manipulative, and remorseless behavior.

purging  Behavior aimed at ridding the body 
of consumed food, including self-induced 
vomiting and the misuse of laxatives, diuretics, 
or enemas. (Also see compensatory behavior.)

qualitative research  Research for which 
the purpose is to describe, interpret, and 
understand the phenomenon of interest in 
the context in which it is experienced.

random assignment   Th e assignment of 
research participants to treatment conditions 
whereby each participant has an equal chance 
of being assigned to each condition. Random 
assignment increases the likelihood that 
characteristics other than the independent 
variable will be equally distributed across 
treatment groups.

randomized controlled trials (RCT)  A 
design used to evaluate treatment outcomes 
in which children with a particular problem 
are randomly assigned to various treatment 
and control conditions. 

real-time prospective design  A research 
design in which the research sample is identi-
fi ed and then followed longitudinally over 
time, with data collected at specifi ed time 
intervals.

reciprocal infl uence  Th e theory that the 
child’s behavior is both infl uenced by and 
itself infl uences the behavior of other family 
members.

relational disorders  Disorders that occur 
in the context of relationships, such as child 
abuse and neglect. Relational disorders 
signify the connection between children’s 
behavior patterns and the availability of a 
suitable childrearing environment.

reliability  Th e extent to which the result of 
an experiment is consistent or repeatable.

research  Generally viewed as a systematic 
way of fi nding answers to questions—a 
method of inquiry that follows certain rules.

research designs  Research designs are the 
strategies used to examine questions of inter-
est. Th ey detail the ways in which a researcher 
arranges conditions to draw valid inferences 
about the variables of interest.

residential care  A living arrangement in 
which a child whose family or school cannot 
adequately provide for him or her is cared for 
in a specialized out-of-home setting.

resilience  Th e ability to avoid nega-
tive outcomes despite being at risk for 
psychopathology.

response prevention  A procedure used 
in the treatment of anxiety that prevents the 
child from engaging in escape or avoidance 
behaviors. Th is procedure is usually used in 
conjunction with fl ooding.

response-cost procedure  A technique for 
managing a subject’s behavior that involves 
the loss of reinforcers such as privileges, 
activities, points, or tokens in response to 
inappropriate behavior.

restricting type   A type of anorexia where 
the individual uses dieting, fasting, or exces-
sive exercise to lose or avoid gaining weight. 
During the current episode of anorexia, the 
person has not engaged in binge-eating or 
purging behavior.

retrospective design  A research design in 
which the research sample is asked to 
provide information relating to an earlier 
time period.

Rett’s disorder  A pervasive developmen-
tal disorder characterized by a deceleration 
of head growth in the early years, a loss of 
previously acquired purposeful hand skills 
with subsequent development of stereotyped 
hand movements, a loss of social engagement, 
poorly coordinated gait or trunk move-
ments, severe impairments in expressive and 
receptive language development, and severe 
psychomotor retardation.

risk factor  A variable that precedes a nega-
tive outcome of interest and increases the 
chances that the outcome will occur.

schizophrenia  A form of psychotic disor-
der that involves characteristic disturbances 
in thinking (delusions), perception (halluci-
nations), speech, emotions, and behavior.

school refusal behavior  A form of anxious 
behavior in which the child refuses to attend 
classes or has diffi  culty remaining in school 
for an entire day.

screening  Identifi cation of subjects at risk 
for a specifi c negative outcome.

selective attention  Th e ability to concen-
trate exclusively on relevant stimuli and to 

avoid distraction by irrelevant stimuli in the 
environment.

selective mutism  Th e inability or refusal 
to talk in social situations, despite the fact 
that the subject may talk at home or in other 
settings.

self-injurious behavior (SIB)  Severe and 
sometimes life-threatening acts that cause 
damage to the subject’s own body, such as 
head banging, eye gouging, severe scratching, 
rumination, some types of pica, and inserting 
objects under the skin.

self-instructional training  Teaching chil-
dren to use verbal cues to process informa-
tion, which are initially taught by the thera-
pist or teacher, to keep themselves on task.

self-stimulatory behaviors  Repetitive body 
movements or movements of objects, such as 
hand fl apping or spinning a pencil.

semistructured interviews  Interviews that 
include specifi c questions designed to elicit 
information in a relatively consistent manner 
regardless of who is doing the interview. Th e 
interview format usually ensures that the 
most important aspects of a particular disor-
der are covered.

sensitive periods  Windows of time during 
which environmental infl uences on develop-
ment (both good and bad) are heightened, 
thus providing enhanced opportunities to 
learn.

separation anxiety disorder (SAD)  A 
form of anxiety disorder in which the subject 
displays age-inappropriate, excessive, and 
disabling anxiety about being apart from his 
or her parents or away from home.

set point  A comfortable range of body 
weight that the body tries to “defend” and 
maintain.

severe mental retardation  An IQ level in 
the range of 20—25 to 35—40.

sexual abuse  Abusive acts that are sexual in 
nature, including fondling a child’s genitals, 
intercourse, incest, rape, sodomy, exhibition-
ism, and commercial exploitation through 
prostitution or the production of porno-
graphic materials.

shared environment  A subtype of environ-
mental infl uences that refers to the envi-
ronmental factors that produce similarities 
in developmental outcomes among siblings 
living in the same household. If siblings are 
more similar than expected from only their 
shared genetics, this implies an eff ect of the 
environment both siblings share, such as be-
ing exposed to marital confl ict or poverty, or 
being parented in a similar manner.

single-case experimental design  A type 
of research design most frequently used to 
evaluate the impact of a clinical treatment on 
a subject’s problem. Single-case experimental 
designs involve repeated assessment of be-
havior over time, the replication of treatment 
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eff ects on the same subject over time, and the 
subject serving as his or her own control by 
experiencing all treatment conditions.

sleep terrors  A form of parasomnia that 
occurs during deep sleep and is character-
ized by abrupt awakening, accompanied by 
autonomic arousal but no recall.

sleepwalking  A form of parasomnia that 
occurs during deep sleep, in which the indi-
vidual gets out of bed and walks around but 
has no recall of such activity upon awakening.

social anxiety  See social phobia.

social cognition  A construct to describe 
how people think about themselves in 
relation to others, and how they interpret 
ambiguous events and solve problems.

social learning  A theoretical approach to 
the study of behavior that is interested in 
both overt behaviors and the role of possible 
cognitive mediators that may infl uence such 
behaviors directly or indirectly.

social phobia  A marked and persistent fear 
of social or performance situations in which 
the subject is exposed to possible scrutiny and 
embarrassment.

social selection hypothesis  Th e premise 
that people tend to select environments 
in which there are other people similar to 
themselves.

somatoform disorders  A group of related 
problems involving physical symptoms that 
resemble or suggest a medical condition, but 
lack organic or physiological evidence: soma-
tization (i.e., expression of feelings through 
physical symptoms), hypochondriasis (i.e., 
preoccupation with real or fancied ailments), 
and pain disorders (e.g., recurring stomach 
pains).

specifi c phobia  A marked and persistent 
fear of clearly discernible, circumscribed 
objects or situations.

standardization  Th e process by which a 
set of standards or norms is specifi ed for a 
measurement procedure so that it can be used 
consistently across diff erent assessments.

stigma  A cluster of negative attitudes and 
beliefs that motivates fear, rejection, avoid-
ance, and discrimination against people with 
mental illnesses.

stimulant medications  Drugs that alter 
the activity in the frontostriatal region of the 
brain by impacting three or more neurotrans-
mitters important to the functioning of this 
region—dopamine, norepinephrine, and 
epinephrine, and possibly serotonin.

structured observation  Observation of 
a subject, usually occurring in a clinic or 
laboratory, in which the subject is given 

specifi c tasks or instructions to carry out, and 
researchers look for specifi c information.

substance abuse  In contrast to substance 
dependence, this diagnosis involves one 
or more harmful and repeated negative 
consequences of substance use over the last 
12 months. Because substance dependence 
is the more serious diagnosis, a diagnosis of 
substance abuse is not given if an individual 
meets criteria for substance dependence.

substance dependence  A diagnosis of 
an adolescent (or adult) who must show a 
maladaptive pattern of substance use for at 
least 12 months, accompanied by three or 
more signifi cant clinical signs of distress-
tolerance (the need for increased amounts to 
achieve intoxication), withdrawal (cognitive 
and physiological changes upon discon-
tinuation of the drug), and other indices of 
compulsive use. Substance dependence is also 
characterized as with or without physiological 
dependence (i.e., with or without evidence of 
tolerance or withdrawal).

substance use disorders (SUDs)  Disorders 
that occur during adolescence and include 
substance dependence and substance abuse, 
which result from the self-administration of 
any substance that alters mood, perception, 
or brain functioning.

subtype  A group of people with a specifi c 
disorder who have something in common, 
such as symptoms, etiology, problem severity, 
or likely outcome, that makes them distinct 
from people with other subtypes of the same 
disorder.

sustained attention  Th e ability to maintain 
a persistent focus of attention over time or 
when fatigued.

systematic desensitization  A three-step 
behavior therapy technique for treating 
anxiety whereby (1) the child is taught to 
relax, (2) an anxiety hierarchy is constructed, 
and (3) the anxiety-provoking stimuli are pre-
sented sequentially while the child remains 
relaxed.

target behaviors  Behaviors that are the 
primary problems of concern.

temperament  Th e child’s innate reactiv-
ity and self-regulation with respect to the 
domains of emotions, activity level, and at-
tention; the child’s organized style of behavior 
that appears early in development, such as 
fussiness or fearfulness, which shapes the 
child’s approach to his or her environment 
and vice versa.

test  A task or set of tasks given under stan-
dard conditions with the purpose of assessing 
some aspect of the subject’s knowledge, skill, 
personality, or condition.

theory of mind (ToM)  Th e cognition and 
understanding of mental states that cannot be 
observed directly, such as beliefs and desires, 
both in one’s self and in others. Also referred 
to as mentalization.

tic disorders  Disorders characterized 
by sudden, repetitive, nonrhythmic motor 
movements or phonic productions, such as 
eye blinking, facial grimacing, throat clearing, 
and grunting or other sounds.

transaction  Th e process by which the sub-
ject and environment interact in a dynamic 
fashion to contribute to the expression of a 
disorder. (Also see interdependent.)

traumatic sexualization  One possible 
outcome of child sexual abuse, whereby the 
child’s sexual knowledge and behavior are 
shaped in developmentally inappropriate 
ways.

treatment  Corrective actions that will per-
mit successful adaptation by eliminating or 
reducing the impact of an undesired outcome 
that has already occurred.

treatment eff ectiveness  Th e degree to 
which a treatment can be shown to work in 
actual clinical practice, as opposed to con-
trolled laboratory conditions.

treatment effi  cacy  Th e degree to which a 
treatment can produce changes under well-
controlled conditions that depart from those 
typically used in clinical practice.

treatment planning and evaluation  Th e 
process of using assessment information to 
generate a treatment plan and evaluate its 
eff ectiveness.

true experiment  An experiment in which 
the researcher has maximum control over 
the independent variable or conditions of 
interest, and in which the researcher can use 
random assignment of subjects to groups, can 
include needed control conditions, and can 
control possible sources of bias.

two-factor theory  Th eory used to explain 
the learning and maintenance of fears 
through a combination of classical and oper-
ant conditioning.

unexpected discrepancy  A basic prem-
ise of defi nitions of learning disorders that 
denotes a disparity or discrepancy between 
an individual’s measured ability and actual 
performance.

validity  Th e extent to which a measure 
actually assesses the dimension or construct 
that the researcher sets out to measure.

victimization  Abuse or mistreatment of 
someone whose ability to protect himself or 
herself is limited (e.g., the mistreatment of a 
child by his or her parents).
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refer to fi gures and illustrations; numerals 
followed by “t” refer to tables; numerals 
followed by “b” refer to boxed information.
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ment/impairments
Vicarious learning, 47
Victimization, 429, 463
Victor of Aveyron, 5b
Violence

beliefs about youth violence, 154b
in the media, 181, 181f

Vulnerability of depression development, 251

Watson’s behaviorism, 8, 9b, 47
Wechsler Intelligence Scales for 

Children (WISC-IV), 95, 96b–97b, 
272

Wechsler Preschool and Primary Scale of 
Intelligence-III (WPPSI-R), 95

Winfrey, Oprah, 16b
Worries, normal, 195–196
Writing disorder, 350–351. See also Learning 

disorders

Youth violence, beliefs about, 154b
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