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For Roxana and Dante



vi·rus (vı̄rəs), n., pl. -rus·es.1. an infectious agent, esp. any of a group
of ultramicroscopic, infectious agents that reproduce only in living
cells [ . . . ] 5. a corrupting influence onmorals or the intellect; poison
[ . . . ]

(Webster’s Encyclopedic Unabridged Dictionary of the
English Language)

SIR, [ . . . ] AIDS appeared out of the blue a few years ago and,
apart from causing immunodeficiency, it has been responsible for
two other syndromes – the “minimum publishable unit syndrome”
(MPUS) and the “howmany authors can I cram onto one paper syn-
drome” (HMACICOOPS). These syndromes may well be responsi-
ble for as many deaths as AIDS itself. Many important medical pa-
pers must have been squeezed out by the interminable reporting of
AIDS, and, more importantly, a great deal of useful and potentially
more beneficial research has not been founded or carried out because
so many scientists have jumped on the AIDS bandwagon knowing
that most of their work, whatever the results, will be published in
reputable journals, which seem to be AIDS struck. [ . . . ] It is this
sort of publication that has encouragedMPUS and HMACICOOPS
to such an extent that they threaten to strangle our journals and
stop good work being done or published. It is time journals of in-
ternational repute took a stand and stamped these malignant syn-
dromes out.

(A. R. Mellersh, “AIDS and Authors,” The Lancet
11/8393, July 7, 1984, p. 41)
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Introduction

AIDS and Scientific Knowledge

Brightly colored condoms, arranged in the shape of bicycles, eyeglasses,
or flowers: part of an extensive campaign against the AIDS risk, these
have been a common sight on billboards in Germany for several years
now. An advertising spot presented on the Arte television channel
(which defines itself as the cultural television channel of Europe) calls
on viewers to “fight together.” The spots on German television (dis-
tributed by both private and public channels) are about “not giving
AIDS a chance.” At the beginning of December, the major television
and radio stations, advertising companies, and the press reminded the
public not only aboutChristmas and family values, but also about risks,
being safe, and not giving viruses any chance to spread. Since Decem-
ber 1st was declared World AIDS Day, the AIDS risk has been featured
regularly in the media in the pre-Christmas period. Not that this topic
is completely absent from the media in the first eleven months of the
year; in fact, the opposite is true. The activities around December 1st
are simply an extra reminder to be vigilant, keep up the fight, and not
give this deadly enemy any opportunity. And fight it the populace must
because these risks seem now to be almost everywhere.

The media have alerted people to “contamination risk,” “occu-
pational risk,” “technological risk,” and “Third World risk.” In the
1990s, cases of patient–physician or patient–dentist contamination
(Stine 1993, p. 418), and blood bank and organ transplant contamina-
tion – to name only a few of the situations highlighted by the media in
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2 AIDS, Rhetoric, and Medical Knowledge

Western Europe and the United States – gained prominence.1 The rapid
spread of AIDS in underdeveloped and developing countries has also
been a major topic. Issues such as “risk factors” and “risk behavior,”
along with the latest epidemiological trends and “risk groups,” old and
new, have received media attention. With the advent of a number of
epidemiological models, there has been a globalization of “AIDS risk”
as well (Mane and Aggleton 2001, p. 23; Maticka-Tyndale 2001); since
the end of the 1980s, the AIDS risk topics featured in the press and on
radio and television have multiplied and diversified. This public pres-
ence of AIDS has been amplified by its being made a subject for novels,
plays, docu-fictions, Hollywood-style and French existentialist movies,
television medical drama series, votive painting, and avant-garde art-
works, among other things (Treichler 1993; Miller 1992).

Reports and articles about “risk behavior” and “factors” in various
parts of the world are not a rarity. Tourists and travelers are warned
about them when traveling to some region with a “risk pattern.” Host
countries, when not adopting concrete legislation, are thinking aloud
about screening the risks tourists might bring in with them. In 1994,
when the organizers of the Tenth International AIDS Conference in
Yokohama announced in their preliminary programs2 that nobody
coming to Yokohama to discuss risk reduction (among other topics)
would be denied a visa because of his seropositive status, they implic-
itly asserted that the exceptional character of the occasion legitimated
an exceptional, temporary suspension of risk screening.3

Health institutions have been confronted with the topic of “AIDS
risk” from the beginning: the reaction to this challenge has been to
enact measures for preventing, screening, coping with, controlling,
or minimizing risks. This implies, among other things, increasing the
knowledge of various social groups about AIDS risk; inducing overall

1 Cases of dentist–patient contamination have beenmuch publicized in the United States,
whereas the theme of blood bank contamination seems to be a European one; the most
prominent cases were recorded in France at the end of the 1980s and in Germany in
1993–4. Both events enjoyed a large amount of publicity and have been debated in
courts of law.

2 See, for example, the Advance Program of the Conference, p. 41; also,
www.aidsinfobbs.org/periodicals/atn/1993/187.05. Downloaded on May 13, 2004.

3 According to reports in German newspapers (Tageszeitung, August 6, 1994, pp. 1,
3; Frankfurter Allgemeine Zeitung, August 6, 1994, p. 7) there were attempts on the
part of the organizers to forbid seropositive conference participants from entering
Japan.
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behavioral changes supposed to be risk-reductive; increasing the
knowledge of public health institutions about individual and collective
risks; systematically monitoring these risks in one form or another;
preparing healthcare institutions to meet future challenges, accord-
ing to knowledge about risk; and modifying other policies (concern-
ing insurance and immigration, for example) according to the same
knowledge. This broad spectrum of risk-reduction policies has been
implemented in many countries.

Many social studies of AIDS operate with and have a concept of
“risk” at their core: they describe individual and collective risks, ana-
lyze their avoidance, or examine social and behavioral “risk factors.”
“AIDS risk” has also become an important topic for health economics
and for calculating the present and future costs of medical care, re-
search, and drug development. Social security institutions, insurance
firms, as well as courts of law, have been confronted with the rela-
tionship between AIDS risk on the one hand, and responsibility, care,
partnership, and general human rights on the other.

At perhaps a deeper level, “AIDS risk” continues to be a topic for
biomedical research. In its basic and applied aspects, research is ori-
ented according to certain criteria of “risk persons,” “risk groups,”
“behavior,” and the like. Drug design and clinical trials, as well as
clinical and epidemiological studies, constantly operate with notions
of risk: at their core is the effort to construct trial groups as homoge-
neously as possible according to risk criteria. Especially in the United
States, this has generated much criticism from activist organizations;
counter-trials have become part of an alternative expert culture (Arno
and Feiden 1993; Epstein 1992, 1996).

AIDS risk is then a topic for (1) clinical and epidemiological re-
search; (2) applied pharmaceutical research; (3) public and health pol-
icy; (4) politics, economics, ethics, and law; (5) the social sciences;
(6) the media; and (7) the arts and entertainment industries.What these
approaches have in common, in spite of their diversity, is the assump-
tion that notions such as “AIDS risk,” “risk factors,” “risk behavior,”
“risk groups,” and “populations at risk” can be understood because
they are ultimately grounded in a body of expert medical knowledge
about AIDS. In other words, this body of knowledge about the syn-
drome, its modes of transmission, and the nature of the infectious agent
is taken as reliable ground for specifying other aspects and implications
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of “risk.” “AIDS risk” as an issue for expert, scientific knowledge pre-
cedes particular (political, juridical, economic) redefinitions of risk.
Scientific knowledge determines what “risk” is and what it is not, and
how it can be assessed in its various aspects.

The relation of precedence is understood as a logical as well as an
empirical–historical one. Its empirical–historical dimension is given by
“AIDS risk” initially appearing as a medical issue. Its logical dimension
is that “AIDS risk” as a medical topic is necessarily prior to its being
a topic for health, insurance, or legal policies. It is hardly imaginable
that “AIDS risk” would be referred to without appealing in some way
to scientific knowledge. Even mid-1980s televangelists preaching that
AIDS was the wrath of God visited upon sinners took care to legiti-
mate their statements by constantly referring to this knowledge (Patton
1985; Treichler 1988b). References to expert knowledge and the ex-
perts’ presence are constant features of the media’s handling of the
issue. The idea that this knowledge is a necessary condition (in both
the logical and the empirical sense) for analyzing particular aspects of
AIDS risk can also be found in historical accounts (e.g., Grmek 1990),
as well as in many social studies. They all refer to expert knowledge not
only as a source of authority and legitimation but also as the epistemic
condition for “AIDS risk.”

Scientific Knowledge and Rhetoric

At the center of this book lies the relationship between rhetoric and
scientific knowledge about AIDS. In this, I depart from the thesis of
AIDS as a “full blown medical and cultural phenomenon” (Sturken
1997, p. 147), which implies that these two aspects are completely
separate and brush against each other only at their fringes. I exam-
ine here their entanglement at the core of scientific knowledge. There
are several social sites where scientific knowledge about AIDS is pro-
duced: research institutions, laboratories, clinics, operating theaters,
and treatment centers. Moreover, as Steven Epstein (1996) has shown,
social movements and alternative organizations are large, significant
sites of knowledge production. The study will concentrate on only one
such site, one which does not even appear in the previous enumeration;
indeed, it does not appear to be a site at all: or, if it is one, then it is very,
very flat. It seems to lack the richness, depth, and complexity of the
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lab, the clinic, and the operating theater, and the vigor, determination,
and commitment of social movements. It consists of a thousand dis-
parate pieces which circulate constantly, continuously appearing and
disappearing in all sorts of places. This site consists of expert articles
on AIDS in medical journals; they are what form the core of what is
known as medical AIDS discourse. (That a text can be and is a social
site is argued at length in the pages to come.)

Seeing journal articles as knowledge-producing social sites may ap-
pear paradoxical; after all, a (scientific) text is ultimately merely a
vehicle for expressing knowledge produced elsewhere, a means for
transmitting knowledge, not an engine that constitutes it. In express-
ing knowledge, texts may rearrange and reconfigure it according to
the logic of literary representation and the canons and conventions
of scientific prose (e.g., Gross 1999; Prelli 1989; Knorr 1981). Tex-
tual resources, the nature of which is ultimately rhetorical (Fish 1989,
pp. 472–3), can perhaps persuade (which is in itself bad enough) but
cannot produce knowledge. In other words, a (scientific) text can (more
or less successfully) convey its knowledge content to the reader by us-
ing rhetorical devices – i.e., it can persuade the reader that something
is the case, but its task ends there. Instruments of persuasion may have
different forms: coherence and rigor in textual organization and an ap-
parent minimum of rhetoric (as is common in scientific texts) are only
two examples of rhetorical strategies. However, such texts remain no
more than instruments for transmitting something, or to put it more
colloquially, for selling some knowledge content to the reader.

Moreover, isn’t rhetoric (that of scientific texts included) contingent
upon the skills of the author and, therefore individual, fluctuating, and
non-standardizable? Does it not, ultimately, belong to the realm of the
literary critic, and exclusively so? To make matters even worse, what
about the rhetoric of this text? Isn’t it proof of what Woolgar and
Pawluch (1985) would call ontological gerrymandering, when a text
claims to have something sociologically relevant to assert about the
textual (i.e., rhetorical) production of knowledge by pretending not to
have any rhetoric – or, if it has, that it is just an innocent means of
conveying some external knowledge?

In setting myself the aim of looking more closely at “AIDS risk” in
this book, I was confronted with the ways in which rhetoric appears
to insinuate itself parasitically into scientific knowledge. For if rhetoric
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is supposed to not have any place in scientific texts, yet invariably in-
sinuates itself into them, how else can it be regarded than as a parasite
that lives and feeds on the knowledge content it helps convey to read-
ers? It may successfully persuade skeptical readers; the usual scientific
rhetoric of clarity and rigorousness may help convey the message bet-
ter, but it is still a parasite. Worse still, in this light, do (scientific) texts
not actually start to look like parasites on the activities through which
scientific knowledge is produced? Do they not live on the richness and
complexity of the local production of (scientific) knowledge? If there
is something to be said about this, then texts are not the place to look:
they may say something about communicating, about transporting this
knowledge, about making it available to the public – but not about its
production. In the flatness of a (scientific) text, one is confronted with
the rhetoric that lives and feeds on the knowledge content and therefore
should be rigorously separated from it, but how?

I argue that:

1. Texts are not to be viewed as flat, thin conveyors of knowledge,
but rather as social “dispositives” (Derrida 1972a, p. 359).

2. Rhetoric is not the (more or less sophisticated) form of the know-
ledge content, meant only to persuade the reader that something
is the case, but a social practice producing knowledge.

Arguments contesting the parasitic position of rhetoric with respect
to the authorial intention and to content are not new: they have al-
most become commonplace in the fields of literary studies (De Man
1983; Fish 1989), historiography (White 1985, 1987), anthropology
(Geertz 1988), and economics (McCloskey 1998, 1990, 1994). Argu-
ments about the conceptual primacy of writing and texts for the social
constitution of meaning are also commonplace in so-called deconstruc-
tivist philosophy (e.g., Derrida 1972a,b, 1979; Sarup 1988; Norris
1990). In the field of sociology, the idea that texts should be viewed as
social dispositives and rhetoric as a social practice is a matter of de-
bate and dissension. More recently, Actor-Network Theory (ANT) has
argued that texts act as “immutablemobiles” (Latour 1999), transport-
ing knowledge across various contexts and disentangling it from local
practices. The sociology of knowledge and science has shown the dou-
ble (local and textual) embeddedness of scientific knowledge (Knorr
1981; Latour and Woolgar 1986), its reconfiguration according to the
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logic of literary representation (Woolgar 1988; Potter 1988), as well as
the role played by rhetoric in the constitution of scientific knowledge
(Prelli 1989; Gross 1996; Gragson and Selzer 1993; Berkenkotter and
Huckin 1995; Ceccarelli 2001; Fahnestock 1999; Halliday andMartin
1993; Montgomery 1996; Myers 1990; Swales 1990). The arguments
for rhetoric as a social practice are presented and detailed throughout
the study not in a purely theoretical fashion but by means of examin-
ing the concrete historical constitution of scientific knowledge about
AIDS.

The first argument is this: what would appear to be nothing more
than strategies of argumentation actually played a constitutive role
with respect to the primary knowledge about the nature of the infec-
tious agent, its means of transmission, and its causal role in the Ac-
quired Immunodeficiency Syndrome. In other words, social representa-
tions of “risk” are intrinsic to this knowledge. This means that both the
conditions under which it becomes possible to speak about a new syn-
drome and the concrete forms taken by the scientific knowledge about
the syndrome, its causal agent, and its modes of transmission were gen-
erated by representations of risk. They played a central part in making
the Acquired Immunodeficiency Syndrome the Acquired Immunodefi-
ciency Syndrome – that is, a condition under which old, familiar dis-
eases became new, complex, previously unseen diseases.Moreover, they
were central in shaping knowledge about the nature of the infectious
agent: something coming out of the environment, a behaviorally de-
termined agent, a gender- or genetically determined predisposition, or
a mixture of all of these. Later on, when it was debated whether the
French or the American retrovirus was the causal agent, these represen-
tations were at the core of the two sides’ arguments: both vigorously
contended that theirs was the etiological agent because it fit patterns of
risk. In shapingmedical knowledge about the retrovirus, its effects, and
itsmeans of transmission, risk representations also constituted an order
of knowledge from which they themselves emerged as secondary and
derived, and as feeding on the essential medical knowledge about the
syndrome. Risk representations emerged as dependent on whether the
causal agent is environmentally or sexually transmitted, spatial loca-
tion, gender particularities, and membership in certain population seg-
ments – i.e., on factors derived from knowledge about the causal agent
and how it is transmitted, which, in turn, were constituted by “risk.”
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Scientific Knowledge and the World Risk Society

Scientific representations of risk become fully relevant only if we con-
sider them against the broader picture of the world risk society. In the
past decade, the notion of risk society has attained a visibility compa-
rable to that attained by the concept of “postmodern society” in the
1980s; intellectual fashions aside, this notion helps us better under-
stand the broader significance and consequences of scientific knowl-
edge about risk.

The sociological concept of risk is usually understood in opposition
to the notions of uncertainty and danger. Whereas uncertainty desig-
nates lack of valid knowledge about a present or future event, risk
implies a set of procedures and techniques through which valid, albeit
probabilistic knowledge about the event in question is obtained. Risk
emerges when social actors are able to compute the probability of a
(natural or social) event, as, for example, when social organizations
compute the probability of a technological failure and forecast its con-
sequences (as in the case of electricity grid failures) or compute the rate
of spread of infectious diseases (SARS is a good example here).

Analogously, at a basic level the notion of danger presupposes an
undesirable (natural or social) event occurring with a lack of social
knowledge about its causes, concrete shape, and consequences. By con-
trast, risk implies a set of tools and procedures through which knowl-
edge about the causes, shapes, consequences, and means of prevention
of undesirable events is gained. In both pairs (risk/uncertainty and
risk/danger), the concept of risk is grounded in tools and procedures
through which unknown events are made into an object of analysis
and valid expert knowledge is gained. This body of knowledge enables
social actors and institutions to devise paths of action, maintain trust,
make decisions, and prevent or reduce the consequences of undesirable
events.

It follows, then, that expert scientific knowledge plays a central
role with respect to risk. At the macro-social level, however, the pic-
ture becomes more complicated. Roughly speaking, we encounter two
main theories about how risk works at this level: a systemic ap-
proach promoted mainly by Ulrich Beck (1992), Scott Lash (2000),
and Niklas Luhmann (1990), and an anthropological one promoted by
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Mary Douglas (1992a, 1985) and Aaron Wildawksy (Douglas and
Wildawsky 1982).

Beck’s argument is that processes of social modernization (indi-
vidualization, industrialization, the penetration of technology into all
spheres of social life, and the expansion of capitalist exchanges) bring
with them not only benefits, but also undesirable effects (e.g., tech-
nological failures, epidemics, economic recession, and environmental
destruction). Once these are recognized, science is called upon to an-
alyze them and devise countermeasures. Scientific knowledge lies at
the core of modernization processes, and the solutions it provides are
inescapably scientific: analysis and knowledge will be used to counter-
act the undesirable effects of modernization. But there is no guarantee
that these measures designed to counteract risks will not, in turn, have
undesirable side effects. This, in fact, happens in many cases. The so-
cial consequences, argues Beck, are manifold: late modern societies
learn that total indemnity from risks is impossible. They have to reflect
constantly upon the social consequences of the decisions taken at the
collective, institutional, and individual level; risk society implies then a
stage of advanced modernization, where society “disenchants and then
dissolves its own taken-for-granted premises” (Beck, Bonss, and Lau
2003, p. 3).

Another consequence is that risk groups occupy a prominent place
in the social fabric: they are defined by their exposure to undesirable
events and by their means for reducing exposure (Scott 2000, p. 35).
This is evident in the process of biomedicalization, among others,
where the health state of individuals is comprehensively monitored
on a mass level with the help of standardized risk-assessment tools
(Clarke et al. 2003, p. 172).

Yet another consequence is that, due to globalization processes, risk
society becomes world risk society: undesirable events can no longer
be geographically contained but rather unfold on a planetary scale.
Epidemics such as SARS (which surfaced simultaneously in several
cities on two continents) and AIDS are cases in point.

There are, however, still more implications: developed societies learn
that the total management of undesirable effects is impossible, but
in this process they are confronted with the fears and anxieties of
their citizens. A major social institution that should alleviate fears and
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restore trust is science itself, because undesirable effects cannot beman-
aged without scientific expertise. The increased need for expertise in
all domains of social life gives rise to a class of “professionals of rep-
resentation, simultaneously oriented towards their constituency (so-
cial reality, the citizenry) and their professional rivals (fellow scientists
and politicians)” (Pels 2000, p. 7). Several levels of dialogue have to
be maintained in the social management of risks: a dialogue among
experts/scientists, as well as dialogues between the general public and
scientists, and between policy makers and scientists. In many cases,
group interests intervene in this dialogue and can shape it in decisive
ways (Brint 1994, p. 18).

The maintenance of social order also requires trust in social institu-
tions, which in turn requires the ability of these institutions to account
for events. This implies, among other things, that responsibility is as-
sumed and blame is ascribed. The notion of risk intervenes in this pro-
cess: Niklas Luhmann (1990, pp. 10, 23; see also Nelkin and Gilman
1988) argues that causes of undesirable events can be attributed either
to one’s own social institutions (and they become risks) or to external
entities (natural and supra-natural forces, external enemies, and rad-
ically different societies), in which case they become dangers. “Risk”
is not only a tool for assessing the probability of undesirable events,
but also a device for attributing responsibility, maintaining trust, and
ensuring social order.

In a similar line of argumentation, Mary Douglas (1967) sees risk
as a cultural component of social order: social cohesion, she argues, is
determined by the degree of internal and external cohesion of social
groups, among other things, as well as by the categories with which
these groups operate. In making use of categories such as pure/impure,
safe/unsafe, social groups establish paths of individual and collective
action and, at the same time, trace the boundaries of their social world.
From this perspective, risk appears as one of the categories with the
help of which social actors make sense of their world: it is used for
defining responsibility, placing blame, establishing accountability, and
maintaining trust. At the same time, risk is a device with the help of
which fundamental distinctions between society and nature are estab-
lished: we talk about risks generated in our own society, but we talk
about dangers coming from nature or from other societies perceived as
radically different (e.g., in the case of terrorism).
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Ultimately, risk appears as irreducible to a set of technical proce-
dures for estimating the probability and harm degree of events: “it
is cultural perception and definition that constitute risk” (Beck 2000,
p. 213; emphasis in original).

There are several important implications here: the first is the distinc-
tion between scientific knowledge and cultural definitions of risk. Ac-
cording to this distinction, scientific knowledge is influenced in its inter-
ests, but not in its substance, by cultural perceptions of risk. These may
orient the focus of research, whereas the content of scientific knowledge
is determined by other factors.

The second implication derives from the the first: because society is
constrained to reflect upon the risks it generates and scientific knowl-
edge is distinct and separated from broader cultural perceptions, ex-
pertsmust enter into a dialoguewith a concerned public to find effective
ways of preventing and/or avoiding risks. This dialogue is an intrinsic
feature of reflexive modernization: examples here are the dialogue be-
tweenAIDS experts and alternativeAIDSorganizations (Epstein1996),
between experts and environmental groups, and between nuclear sci-
entists and concerned farmers (Wynne 1996). Such dialogue requires
a “public understanding of science” (see, e.g., Locke 2002), that is,
social groups that acquire a relevant amount of expert knowledge and
efficiently translate their own viewpoints into the language of science.

A third and even larger implication concerns democracy itself: if sci-
entific expertise plays such a prominent role in all domains of social life,
to what extent is the democratic decision-making process influenced
by it? Several authors have recently argued that “technical democracy”
(Callon, Lascoumes, and Barthe 2001) or “expert democracy” (Turner
2003), with scientific expertise at its core, raise important problems
with regard to transparency, dialogue, civil society, and participation
in policy-making.

With respect to the topic examined here, these implications can be
specified as follows:

1. Can we maintain a sharp distinction between scientific knowl-
edge about AIDS and cultural representations of risk?

2. To what extent is this knowledge influenced in its very substance
by cultural representations of risk?

3. How do such representations work and what is their effect?
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4. What are the practical consequences of (2) and (3) for the orga-
nization of AIDS research, prevention, and treatment policies?

5. What are the challenges posed to the “expert democracy” by
scientific knowledge of AIDS?

Seen in this perspective, an examination of the ties between scien-
tific knowledge and “AIDS risk” has deep implications, addressing the
possibility of an informed dialogue, the participation of the public in
policy-making, and the nature of the “knowledge society” itself. In
Chapter 7, I discuss these implications in more detail. For now, I turn
to how “AIDS risk” works with regard to scientific knowledge.

What Is “AIDS Risk?”

(1) At the first, basic level, “risk” can be regarded as a rhetorical device
aimed at enhancing authors’ illocutionary force (Austin 1970, pp. 235–
52). This is what emerges if we look at the usual opening or closing
sequences of a medical paper on AIDS. Many opening sentences say
something like, “In this paper, we study the risk of transmission . . . ,” or
“We report [the occurrence of x] in a risk population. . . . ” Closing se-
quences repeat the pattern in a somewhat changed form: “The findings
support the view that risk of transmission . . . ,” or “The study of this
risk population shows that. . . . ” In these cases, the illocutionary force
of “reporting x” or “studying y” is enhanced by “risk”: one reports or
studies this or that not for its own sake but because of risk. In other
words, “risk” is a tool or device by which a text formulates claims
about its epistemic intentions and assertions, and about its position
with respect to other texts.

(2) At a further level, “risk” can be seen as a classifying device:
it establishes limits (i.e., categories) within which a certain form of
pneumonia or skin cancer is to be seen as “normal” or “usual.” It also
establishes by whom a retrovirus can be sexually transmitted, and how.
One and the same form of pneumonia or skin cancer can be classified
with the help of “risk” as unusual, problematic, previously unseen,
or as seen in a category where it is not possible for it to be seen oth-
erwise. Risk defines the domain of the possible, traces its limits, and
shapes a pattern of knowledge. As such, “risk” produces categories of
everyday medical practice and of everyday life. These categories are
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constitutive for the patients’ identities, how they account for infection,
and the physicians’ management of the syndrome. One example is the
classification of risk subjects through medical interview practices, in
which the interviewees ascribe themselves to a category that is taken
for granted by virtue of the operation of ascribing. Another example
is that of AIDS patients’ self-classification in everyday life, as belong-
ing to a clear-cut risk category, and their continuous identification with
that category, even if their personal circumstances are much more com-
plex (Carricaburu and Pierret 1992). Another example is that patients
classified as belonging to a risk category are more ready to accept (and
in some cases even expect) a diagnosis of HIV infection. Patients with
similar symptoms who perceive themselves as non-risk are much more
reluctant to accept such a diagnosis.

More generally, “risk” is a device that classifies and reclassifies dis-
eases as seen/unseen, usual/unusual. It is generated by the work of
ascribing different meanings to these diseases according to the social
categories to which they are assigned. The figure of “risk” plays an
instrumental role in the construction of AIDS as a phenomenon in its
own right and acts as a negotiating device with respect to its defini-
tion. Moreover, the syndrome has varying meanings depending on the
risk categories to which it is ascribed. Because “risk” is a device for
defining the disease and classifying its forms, it can be seen as a set of
classificatory operations and their outcomes.

(3) At a deeper level, “risk” acts as a device for producing causality
from and through agency. This may seem paradoxical, because causal-
ity and agency aremutually exclusive: the retrovirus entering the blood-
stream and attaching itself to the surface of CD4+ cells, reproducing
itself in these cells and exhausting them, and so forth, cannot be rep-
resented as having purposeful agency. But it is agency, presented in
terms of risk, that makes possible the construction of various forms
of natural causality: descriptions of natural events leading to infec-
tion and to the syndrome (even when given in the language of protein
strings and biochemical reactions) are embedded in discourses about
agency. The natural history of the causal agent is produced from the
social history of the patient. For example, the (biochemical) descrip-
tion of the way in which amyl nitrites may affect the immune system
and lead to immunodeficiency is made possible by, and grounded in,
a discourse about the risk agency of people belonging to some urban
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subcultures – people who sleep little, spend a good deal of time in dis-
cotheques, and have excessive amounts of sex, exhausting their bodies
to the point where the amyl nitrites consumed interact with parts of a
weakened immune systemwhose cells have been partially depleted. An-
other example: the (physiochemical) description of how the HI-virus is
passed from women to men (a medical mystery for a very long time) is
tied to narratives about uncircumcised African men, whose long fore-
skins covering the penile shaft oversensitize the penile glans and are
a medium for infections. These narratives are complemented by those
about tribal traditions forbidding circumcision, which are encountered
in exactly those places where infectionwithHIV is at its highest. Repre-
sentations of social agency frame the physiological discourse about the
HI-virus entering the body; the latter, in turn, confirms and legitimates
the social risk.

(4) “Risk” is a device that accounts for the order it produces and
for the construction of natural causality through agency. In an order
of knowledge with heterogeneous categories (homosexuals, Haitians,
African men, prostitutes, female sexual partners, drug users, infants,
blood parts recipients), each risk category defines itself via difference
(homosexuals are non-Haitians, non-Africans, non-infants) and by ref-
erence to the classification system.

Another device is provided by the narratives on how the infectious
agentwas transmitted fromone risk category to another: fromprimates
carrying the virus to Africans, then from the latter to Haitians working
in Zaire, from Haitians to homosexuals, from them to drug users, then
to female sexual partners, to infants, prostitutes, and so on.

A third mechanism is that of constructing a past for the present – by
showing, for instance, that risk had already been there for a long time.
This is illustrated by the post hoc (and ad hoc) proofs of antibodies to
varieties of HIV in blood probes from various risk categories, collected
well before the first reports on the syndrome. Another illustration for
the case in point is the reinterpretation of clinical files of persons de-
ceased in the 1960s and the 1970s as being actually indicative of an
AIDS diagnosis.

A fourth device is the reconstruction of social agency from relations
of natural causality: of the heterosexual male risk as derived from the
retrovirus entering the body through the oversensitized penile glans, or
of the homosexual male risk as derived from the single-cell lining of the
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rectum. From this perspective, “risk” appears not as a result of etiologic
and epidemiologic models of disease, but rather as a device that plays
a role in the construction of these models, enabling the representation
of (1) disease origins and (2) etiologic agents.

(5) “Risk” also appears as a device for producing the future from
present orders of knowledge and the corresponding relations of natural
causality. The common acceptance of risk as the computable probabil-
ity of something occurring in the future occurs at this level. In the
present context, however, the question is a more complex one. It can
be formulated as follows: how does it become possible to produce
computable probabilities from heterogeneous social categories? Under
which conditions are these categories invested with forecasting power?
For example, how does it become possible to compare “quantities” of
risk of Kaposi’s sarcoma in homosexuals and in the general popula-
tion, starting from the premise that Kaposi’s sarcoma is so rare, so
problematic, that it is not even seen in the general population? How
does it become possible to compute the “quantity” of risk of AIDS in
the general population, under the premise that AIDS risk is actually
category-specific? The answer requires taking into account the devices
by which “quantities” of risk are produced from qualitatively differ-
ent risk categories, as well as the ways in which these “quantities” of
risk (re)produce qualities of risk. The construction of risk-in-the-future
implies several transformations of distinct risk qualities into “quanti-
ties” and the reworking of “quantities” into distinct qualities. It im-
plies, moreover, a “normal” risk – expressed in the statistical figures
showing how many sexual contacts, what age, what geographical lo-
cation, and which gender constitute the norm of being at risk of getting
the HI-virus. It implies wiping out accidents, individual idiosyncrasies,
and so forth, in favor of figures showing what it means to be a person
normally at-risk, with which everyone can be compared. The future
can be produced from the present because of the work done by “risk.”

The representation of AIDS risk as a computable probability rests
on this classificatory system, which allows the transformation of het-
erogeneous categories into “quantities.” Conversely, risk as a quantity
reinforces the categories of the system. Consequently, “risk” should
be regarded neither as a natural fact mirrored by the expert discourse,
nor as a simple corollary of medical knowledge about the infectious
agent. It is, rather, a complex, multilayered result of classification
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operations, a device for producing classifications, a strategy for set-
ting up etiologic models, a device for providing the syndrome with a
cluster of meanings, and a concrete quality resulting from quantifying
and amalgamating various other qualities.

These different dimensions might give the impression that rhetori-
cal practices of risk are graded from the simplest to the most complex,
and that, accordingly, the simplest would matter less than the more
sophisticated ones. In this perspective, risk as an illocutionary force
in asserting epistemic claims is less important than the device produc-
ing causality through agency. This might also give the impression that
only at the simplest level does risk act as a rhetorical device, whereas
at more complex levels it is not rhetoric anymore. My argument is
that all these dimensions of “AIDS risk” are imbricated, reciprocally
reinforcing and (re)producing each other. In textual practices, they can
never be regarded as distinct from one another.

One might think that “AIDS risk” is nothing but another piece of
fiction or a fantasy, something that exists at best in the flat world of
texts; given the death toll from AIDS, this view seems curious at the
very least. My argument is that “AIDS risk” is a rhetorical (and there-
fore social) practice, and as such it is neither a product of authors’
imaginations nor an ideological instrument; it is something very real,
and it has consequences, but its order of reality is not constituted ac-
cording to a clear-cut distinction between soft and hard worlds that
nevermingle. It is the rhetorical practice of “AIDS risk” that constitutes
the system of knowledge we have about the syndrome, its etiological
agent, and its modes of transmission. It is this practice that generates
the concrete, lived definitions of risk subject, the self, her means of
protection, and her relationships to other subjects and to animate and
inanimate objects. But in constituting the system ofmedical knowledge,
this practice seems to withdraw to a marginal position, appearing as
something derived from hard-won scientific concepts. Showing how it
unfolds therefore means showing the moments through which it both
co-constitutes the system of medical knowledge and withdraws to its
present position.

In this case one could ask: where is this practice to be retrieved
from? Is it to be recovered from the history of medical concepts about
the Acquired Immunodeficiency Syndrome, from gradual progress in
this area? Or is it to be recovered from the passage from a “primitive”
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to an “enlightened” stage in the mid-1980s, as historians of medicine
argue? Showing how this textual practice unfolds presupposes examin-
ing the genealogy (Foucault 1966, 1989) of scientific knowledge about
AIDS, with which it is coextensive. This examination is based not on
the assumption of something being produced by external forces, but on
that of collocation of producer and products. At the same time, it pre-
supposes examining the body of scientific knowledge by questioning
its claims of unity and homogeneity, and its inconsistencies, contradic-
tions, and fragmentation. It presupposes inquiring how the rhetorical
practices of “risk” are reproduced in various discourses which run par-
allel or in opposite directions, intersect each other, or stand in mutual
contradiction. In other words, this practice reproduces itself not as the
simple repetition of the same statements; rather, it unfolds in a variety
of discourses, simultaneously performing different movements.

The expression “medical AIDS discourse” presupposes that there is
a unitary body of medical knowledge about the syndrome, knowledge
that has evolved from the simpler hypotheses (or the astonishment) of
the beginning, along more or less straight paths, up to today’s sophis-
ticated standpoint. This is indeed the position adopted by historians
of AIDS, as well as by many social scientists (Treichler 1988a,b, 1992;
Patton 1990; Seidel 1992): as more became known about the retrovirus
and its means of transmission, the risks of different categories became
better known, so that we can tell today what puts a woman at risk, or a
heterosexual man, aman fromKinshasa, or an infant inMilan. There is
indeed little doubt that considerable progress has beenmade in medical
research on AIDS in the past twenty years. But take the risk category
of women: a closer look reveals that in the 1980s there were several
discourses on “female sexual partners,” “spouses,” “mothers,” “pros-
titutes,” and “African women,” which ran in parallel and sustained
different, indeed conflicting epistemic claims about the retrovirus and
the ways it was transmitted. Each of these discourses actually con-
tradicts the others: a spouse having sexual intercourse only with her
husband (and getting the retrovirus from him) cannot transmit it fur-
ther. Hence, transmission from female to male is not possible. Or, if she
can transmit it, this happens through “household contacts,” in which
case the nature of the retrovirus must be revised. Prostitutes are “reser-
voirs” of the retrovirus: males get it through direct contact with the
semen of other males, deposited in the vagina. Therefore, transmission
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from female to male is actually nothing but disguised male-to-male
transmission. African women have frequent sexual intercourse, and
the retrovirus is transmitted through vaginal secretions to their part-
ners; therefore, female-to-male transmission is possible.

The discourses on “infants and AIDS” are necessarily distinct:
there is one on infants as such, and one on infants as “Haitians”
or “Africans,” offspring of “high-risk households.” This dual percep-
tion made “pediatric AIDS” what it is – i.e., distinct from other, well
known pediatric immunodeficiency syndromes. Or take the represen-
tations of Kaposi’s sarcoma (KS), which are central in making the Ac-
quired Immunodeficiency Syndrome a new and problematic disease:
we encounter a representation of KS in homosexual men as radically
different from the African KS, which legitimates the skin cancer as a
previously unseen sign of an immunodeficiency. We also encounter a
representation of KS in homosexual men (and not only) as identical
with the African KS, which legitimates the African origins of AIDS.
Further, the African KS is old and new, endemic and epidemic at the
same time, according to whether or not it is an argument for the human
T-lymphotropic virus III being the causal agent of AIDS. What is gen-
erally termed the “medical AIDS discourse” emerges on closer inspec-
tion, I submit, as a variety of representations and narratives crossing,
overlapping, and contradicting each other.

At the same time, I argue that theses and views on the causal agent
and its transmission that are regarded as valid today were produced
in these manifold discourses, transferred between them, modified, and
abandoned or taken up again. One example is that of sexually trans-
mitted diseases, widely regarded today as a major risk factor (if not
the risk factor) for the Acquired Immunodeficiency Syndrome (in fact,
every major medical conference on AIDS is a conference on AIDS and
sexually transmitted diseases, or STDs). The view that STDs are the
major risk factor was formulated in the first medical papers on the
syndrome, which related it to STD agents causing immune deficien-
cies. Later on, STDs as a risk factor reappeared in a discourse that
made them features of risky environments, or consequences of risky
lifestyles; they became something that may accidentally accompany
immune deficiencies. In turn, these retroviruses (HTLV-III, LAV) were
represented as the causal agents of the syndrome by virtue of being sim-
ilar to STD agents. STDs (and their agents) opened the gates through
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which the retroviruses (this time not STD-like) entered the body and
the bloodstream (through sores or abrasions). Sexually transmitted dis-
eases were thus reinterpreted several times according to their specific
discursive context.

One objection could be raised here: it may well be that the “medical
AIDS discourse” is actually made up of heterogeneous threads running
in different directions. But what actually counts is the way in which
they are made sense of in particular contexts by medical practitioners,
bound by their particular, locally determined practices. In other words,
what counts is the way in which texts are read in particular contexts
and how this reading process is related to significant aspects of local
medical practices. It may well be that there were some medical papers
arguing that semen carrying HIV is deposited in prostitutes’ vaginas
like sediments, but the problem is: what difference does that make with
respect to local medical practices? Does this influence the practice of
the clinician; are these discourses disseminated in the broader medical
world; do they have consequences? Because if they do not, we are again
left with a flat world of texts having little to do with the real world.
This possible objection contains several aspects: the first pertains to
the audience of medical papers. It amounts to asking: are medical jour-
nal articles really widely read in the community? Isn’t the readership
restricted instead to a small circle of researchers? Or, to put it more
radically: is there a readership at all? The second objection, which is
more complex, puts the reading process in opposition to the supposed
primacy of texts. Readers filter through their own intentionality what
texts have to offer; they interpret, select, adapt, reject, and provide
texts with new meanings. In short, reading implies a set of operations
on texts which the latter cannot control; otherwise, it would mean that
from the outset a text already contains all its readers’ intentions and
therefore all possible interpretations. Such a state contradicts the con-
ditions of possibility of a text. As there is no reason to believe that
medical practitioners are not readers in this sense, it follows that med-
ical texts as such have less sociological relevance than the process of
reading.

A third, no less important objection, concerns the real impact of
medical articles on how physicians and other medical practitioners act
toward their patients and families. There is mounting evidence (which
I discuss in the following chapters) that the rhetorical categories of
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the medical AIDS discourse do have real consequences for diagnosis,
prevention, counseling, and health policies.

Medical journal papers on AIDS do matter, in the sense that they
have a readership that goes beyond a small circle of specialists. Evidence
for this claim is provided by, among other things, the fact that more
than a decade ago some of themajor EuropeanAIDSnon-governmental
organizations (NGOs) set up reference departments to translate papers
published by the leading medical journals in the field. These trans-
lations are distributed to medical practitioners. The same is done in
Western Europe by governmental organizations (such as the German
Federal Center for Health Education); specialized journals of abstracts
and databases (to be found in several European countries) do the same
for professionals and lay people alike. This situation is to be found,
for example, in France and Germany, where nationwide organizations
such as AIDES and Deutsche AIDS-Hilfe systematically translate med-
ical journal articles and distribute them to practitioners.

Concerning the supposed primacy of the text vs. reading, the fol-
lowing should be said here:

(1) The text is the necessary prerequisite for the constitution of read-
ing; reading as such is nomore an abstract, universal process than there
is an abstract, universal text.

(2) (Scientific) texts do not and cannot include all readers’ inter-
pretations. But they provide limits of possibility. In other words, texts
trace the limits of what can be an object of debate, approval, con-
testation, development, selection, interpretation, and transformation
through reading (Prelli 1989). They provide the inter-subjective social
world with typifications (Bazerman 1994, p. 28). Take, for example,
the medical texts about transmission of HIV through “household con-
tact.” Aiming initially at explaining how infants and children have
become infected, they focused later on saliva and tears as media of
transmission or as an alternative to the sexual transmission between
spouses. Medical papers about “household contacts” elicited a consid-
erable amount of reader response in the form of letters addressed to
journal editors. (This leaves aside other forms of reader response, such
as the hysteria of the media and public about contamination through
saliva, tears, and sweat, which was manifest in the mid-1980s.) The
responses of researchers and medical practitioners commented upon
medical journal articles, contested them, provided empirical evidence
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for and against them, and singled out and commented on certain para-
graphs, and so forth; a very large spectrum of interpretations was ex-
pressed by the “letters to the editor” concerning the transmission of
HIV through “household contact.” But all these reactions started from
the assumption that “household contact” is a topic of discussion, some-
thing that can be talked about. That such a topic does not appear natu-
ral or self-evident is shown by subsequent debates about the retrovirus
being at the same time characteristic of a sexually transmitted dis-
ease and transmissible only with the help of other sexually transmitted
diseases.

(3) One of my previous arguments was about the difficulties of dis-
tinguishing clearly between the products of a social practice and this
very practice located in those products. The argument about reader re-
sponse vs. text actually puts into opposition something characterized
as a (social) activity – reading – and something presented as a product –
text. From this opposition, the argument leads to the conclusion that a
product cannot have conceptual or empirical primacy over the activity.
But if one goes beyond this opposition (which is itself a rhetorical de-
vice), there are no grounds for postulating a radical difference between
textual practices and reading practices. In fact, they are the same kind
of social practice located in the products of the practice, only these
products are not identical. Reader responses may take many forms,
only one of which is producing even more texts (“letters to the editor”
are a case in point). A text may be read in many ways: it may be trans-
formed, denied, accepted, deconstructed, and so forth, in the process
of reading. But all readings are made possible by the reader being able
to organize her response, whatever form this may take, on the basis of
her participation in a social practice.

This does not imply that there is a kind of Machiavellian machine
somewhere determining our total amount of knowledge or that there
is something like “The Machine.” It does not imply that all texts, or
all reader’ responses ultimately embody some kind of invariant mech-
anism (or deep structure) of knowledge. Rhetorical practices cannot
be absolutely identical, because: (1) They are collocated with their
products, so we can recover only the rhetorical practice of a cer-
tain discourse, not the rhetorical practice. (2) When (re)producing,
rhetorical practices change shape. They are thus not really like ma-
chines (which one expects to function approximately in the same way
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regardless of conditions), but rather like viruses. They are dead out-
side the discourses they inhabit. They can only reproduce in these very
discourses, multiplying them (and thereby multiplying themselves) in a
non-identical fashion. In attempting to trace the rhetorical practice of
“AIDS risk,” I do not claim that the ultimate machine (rhetorical prac-
tices being unlike machines), or the ultimate risk definition, has been
recovered, but only that a specific rhetorical practice, producing a spe-
cific body of knowledge, has been traced. (The question of whether the
rhetorical practice of risk appears in this study only as a dead specimen
under the microscope or rather is alive and multiplying is examined in
Chapter 7.)

AIDS Risk and History

In recent years, historians ofmedicine and cultural analysts have looked
at how “AIDS risk” was turned into a biomedical topic. Historical
studies distinguish three phases:

(1) The first runs from mid-1981 to 1986 and is characterized by
the use of a group-oriented concept of risk, which distinguished be-
tween, on the one hand, geographically, socially, and culturally defined
groups who were susceptible to the risk of infection, and on the other
hand, the rest, who were regarded as being safe (Berridge 1992a,b;
Berridge and Strong 1991; Strong and Berridge 1990; Oppenheimer
1988; Treichler 1988a). Vulnerability to the infectious agent was ex-
clusively related to belonging to such a “risk group,” which in turn
was defined through lifestyle. Hemophiliacs were an exception: they
were presented as being at risk not because of their lifestyle but because
their safe lifestyle had been destroyed. The “lifestyle” of hemophiliacs
was presented in the biomedical discourse as a result of medical and
technological advances that made self-administered transfusions and
storage of blood parts possible; the hemophiliac identity was largely
presented as a biomedical creation. Carricaburu and Pierret’s field study
of hemophiliacs living with HIV in France (1992, pp. 97–121) showed
that they too perceive themselves as a product of biomedicine. Histo-
rians and community activists took a critical stand with respect to the
way risk was defined in this phase, arguing that it left children, women,
and heterosexuals out (although such cases had already been signaled)
and that it produced a discriminating and stigmatizing notion of risk,
which was much exploited by the media.
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(2) In the second phase, which began around 1986 and lasted un-
til the early 1990s, the notion of “risk group” was replaced by that
of “risk behavior.” The transition to this new perspective was made
possible by the identification of the human immunodeficiency virus
in 1983.4 Risk was understood primarily as an individual attribute:
the vulnerability to infection was attributed to individual behaviors,
and safety did not come from belonging to the right group or popu-
lation but from the behavior one adopted. This change of perspective
is regarded as having enabled a larger and more complex definition of
risk, which included women, heterosexuals, and infants. At the same
time, it allowed differentiated patterns of risk. However, because it was
behavior-oriented, it could not account for cases of infection where be-
havior did not seem to play a major role, as in children, infants born
with the virus, or hemophiliacs. This is why such cases were defined as
being dependent on the risk behavior of another person: the mother,
as in the case of infants, or a blood donor, as in the case of hemophili-
acs. The cases of hemophiliacs infected with HIV as a consequence of
blood parts transfusions were what led to the topic of institutional and
technological risk in the biomedical discourse, that is, to the debate
over whether permeability to infection can still be ascribed to a group
or to certain kinds of behavior, or whether it has become an intrinsic
feature of medical institutions.5

(3) A third phase in the definition of risk started in the early 1990s:
its core feature is the emphasis on the Third World and on institu-
tional aspects of risk. These aspects consist mainly of the professional
or occupational risk of medical personnel, the risk of the patient of
becoming infected during interaction with medical personnel, as well
as the intrinsic institutional risk posed by blood banks. Some of these
topics were already present in the biomedical discourse in the mid-
1980s (such as the risk of medical personnel becoming infected during

4 It was named human T-lymphotropic virus III, lymphadenopathy-associated virus, or
both, until 1988 (Rawling 1994).

5 AIDS-related institutional risk is a complex topic which is not addressed here. It has,
however, only recently gained prominence in Europe and the US, so one has to differ-
entiate between representations of institutional risk for Western and Eastern Europe.
The topic of AIDS risk has diversified since the end of the 1980s and has come to
include features of occupational, institutional, technical, and behavioral risk. As this
study is mainly concerned with the role played by the rhetoric of risk in the medical
construction of the syndrome, topics such as institutional or occupational risk are not
followed here in detail.
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interaction with patients) but rose to prominence at the beginning of
the 1990s. Historians usually distinguish neatly between these phases
(Oppenheimer 1988, pp. 280–1, 1992) and evaluate the passage from
a group- to a behavior-oriented definition of risk (or, as they put it,
from “lifestyle” to a “transmissible agent”) positively, in view of the
diminished social stigma effects. This passage had a positive effect on
the political discourse and on health policy, directly influencing the
adoption of more realistic and efficient prevention measures. It is thus
argued that a behavior-oriented concept of risk does not lead to the
stigmatization of social groups or lifestyles and that it enables a more
direct and person-centered prevention approach, as well as better epi-
demiological estimates.

A closer look at the way historians of medicine talk about “AIDS
risk” reveals that they identify (1) a conceptual break and (2) a scientific
advance in the transition from a group-oriented to a behavior-oriented
concept, made possible by previous advances in identifying the nature
of the infectious agent and its modes of transmission. After an initial
phase of scientific confusion and puzzlement, biomedical progress took
its normal course. Commenting on the impact made by the identifica-
tion of HIV and subsequent blood tests, Gerald Oppenheimer claims
that they led to a double shift: from the epidemiological to the biolog-
ical definition of disease, and from group to behavioral risk (the latter
becoming full-blown with the advent of heterosexual risk):

Standardized blood tests thus initially provided a biological justification for
the previously defined high-risk groups. At the same time, antibody testing
could determine which individuals within the risk groups were seropositive and
which were not. As a result, group membership and carrier status could the-
oretically be separated. Given the logic of the biological model, moreover, the
concept of high-risk group membership should actually have withered away,
and been replaced by the notion of high-risk activities that made infectionmore
likely (italics in original). Despite this logic, a shift in emphasis from “status”
to “act” did not occur until “mainstream” heterosexuals were targeted as a
population at risk. (Oppenheimer 1992, p. 64)

“Risk” appears here as the consequence of biomedical knowledge
about natural facts such as the infectious agent and the correspond-
ing means of transmission. This state of knowledge determined which
concept of risk was adopted. Consequently, the status of “AIDS risk”
is relativized with respect to the advancement of medical knowledge
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about the nature of the infectious agent, its effects, and its means of
transmission.

What strikes the reader of medical journals is that the syndrome,
in spite of being signaled and discussed in the medical press against a
background of longstanding, well established medical knowledge, was
reported as being completely new, mysterious, and highly problematic.
The whole story began with epidemiological reports about opportunis-
tic infections (a skin cancer and a form of pneumonia) which had been
known and described since the 1870s and the 1930s, respectively. And
yet, they were presented as very new, problematic, rare, and indeed
as previously unseen. There had been research on retroviruses since
the beginning of the 1970s, and on human retroviruses since the mid-
1970s. Still, it took more than two years to identify the infectious agent
of AIDS as a human retrovirus. This process was related to a conflict
in the medical world and later led to a political agreement between
the presidents of France and the US about which researcher identified
what retrovirus (Rawling 1994, p. 343; Grmek 1990). Furthermore,
AZT (azidothymidine), one of the main drugs used in AIDS therapy,
had been developed in the mid-1960s and had therefore been known
for a long time (Arno and Feiden 1993, p. 247). It has been used in
AIDS therapy only since 1987.

Medical historians argue that it was exactly this frame of established
medical knowledge about the retroviruses and the immune system,
along with the advances in lab analysis techniques that have made pos-
sible the identification and description of such a complex syndrome as
AIDS (Grmek 1990; Oppenheimer 1988, 1992). Professional struggles
between epidemiologists and “bench” scientists over the definitions
of the syndrome (Oppenheimer 1992, p. 75), along with stereotypes,
the power of epidemiological tradition, previous criticisms of the CDC
(Centers for Disease Control and Prevention), and too rigid an ori-
entation toward the hepatitis B model were responsible for delays.
When it comes to discussing the knowledge background against which
the first opportunistic infections (and with them, the syndrome) were
presented as new, mysterious, and problematic, historians embrace the
orthodox viewpoint that they really were very new, mysterious, and
problematic. Unanswered remains the question of why heterosexual
cases of Pneumocystis pneumonia and other opportunistic infections
were concomitantly reported and ignored.
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Other unexplained issues are why risk groups such as “Haitians”
were maintained as a medical AIDS category for so long, although this
was obviously absurd; and why groups such as women and infants, in
spite of being reported on very early, were acknowledged as being at
risk only later. The same questions apply for the “Africans,” a category
that survived “Haitians” in the statistics, although bothwere ethnically
defined. These developments have been explained in terms of a racist
bias in the medical knowledge (Chirimuuta and Chirimuuta 1989) or
different medical beliefs about the relationships between ethnic groups
and homosexuality. Others have branded such explanations simplistic,
claiming that they do not take into account the complexity of medical
knowledge of AIDS (Patton 1990).

The notion of “risk groups” is seen in two ways: (1) as an early
error, due to lack of sufficient knowledge about the nature of the syn-
drome, its action, and its transmission (Grmek 1990); (2) as actually
quite useful, because it provided medical knowledge with a heuristic
instrument for building up conjectures about the nature of the infec-
tious agent and making “the epidemic potentially less frightening by
making it appear more likely that the disease would eventually be un-
derstood and controlled” (Oppenheimer 1992, p. 52). The consensus
is that “risk groups” were in operation until the mid-1980s, being
abandoned afterwards in favor of “risk behavior” and “risk factors.”

A closer look at “risk groups” and “risk behavior” reveals that there
is no point of rupture at which the first was replaced by the second lead-
ing to a radical change in the understanding of AIDS risk. Rather, “risk
groups,” “risk factors,” “risk behaviors,” “cofactors,” and “high and
low risk” were used simultaneously and continuously from the first ar-
ticles published on the topic of unexplainable opportunistic infections.
The empirical evidence speaks rather for a cluster of these notions op-
erating together rather than for them replacing one another; therefore,
the idea of a conceptual break should be reexamined.

AIDS-related medical and biological research have come to the at-
tention of cultural critics and sociologists (e.g., Treichler 1988a,b,
1992, 1999; Patton 1990; Epstein 1988, 1996) who have asked con-
crete questions about the status of risk groups and the meanings sur-
rounding the syndrome. Their initial question was: “how was it possi-
ble that x and not y has been presented as a risk category, and how was
this accomplished?” One of these questions is why women and infants
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at risk of contracting AIDS, in spite of being signaled and described
by several clinical papers relatively early, were given the status of risk
categories much later than others (Treichler 1988a,b); other questions
have concerned the discursive background against which homosexuals
have come to be represented as the main risk group for AIDS (Epstein
1988). The answers have focused primarily on gender-oriented fea-
tures of the biomedical discourse and on differences in the biomedical
representation of the male and female body. Thus, Steven Epstein has
argued that in the 1970s homosexuality had already been represented
as a medical condition and as a lifestyle conducive to contracting sexu-
ally transmitted diseases. This discursive repertoire provided the basis
for representing homosexuals as the AIDS risk group par excellence,
and it supported the thesis of AIDS as a variety of sexually transmitted
disease. Paula Treichler’s arguments have focused on the systematic
representation of women and infants as secondary categories that can-
not achieve a risk status of their own, being derived from the main risk
categories. Thus, between 1981 and 1985, women and infants were
ascribed risk status only insofar as they stood for another category:
as spouses of bisexuals, sexual partners, or children of intravenous
drug users, Haitians, and Africans. This regime led to the paradoxi-
cal situation of signaling and describing cases of women and infants
and at the same time neglecting the fact that they might be at risk.
Although valuable, these approaches have been concerned only with
certain partial aspects of the role played by risk in the construction of
the syndrome, emphasizing above all the gender-oriented distinctions
which led to some categories being presented as being at risk while
others were ignored.

Discourse and Speech Acts

The present study does not argue for either a break or continuity in
the medical history of “AIDS risk,” or for or against “good” or “bad”
medical knowledge. It examines “aberrations” in a larger context, as
intrinsic to the economy of discourse and to its specific rationality. It
also questions the paradoxical character of this economy, in which dis-
eases are at the same time old and new, problematic and unproblematic.

The following issues are examined here: (1) how “risk” generates
the possibility of a discourse about a new immune deficiency syndrome;



28 AIDS, Rhetoric, and Medical Knowledge

(2) the relationship between “risk” and the representations/definitions
of the syndrome; (3) the role “risk” plays in the construction of eti-
ologic and epidemiological models; (4) and (5) the conditions under
which “risk” is made possible as a forecasting instrument and as a
computable probability; and (6) how “risk” provides the syndrome
with context-bound, heterogeneous meanings.

Up to this point, I have liberally used terms such as “discourse”
and “rhetoric”; the time has come to introduce some specifications.
This task is made even more difficult by the plethora of definitions and
conceptualizations produced in the past twenty-five years (e.g., Bowers
and Inei 1993; Fairclough 1992; Van Dijk 1993; Dillon 1986; Fuller
1993; Gusfield 1976; Hak 1989; Nash 1989; Peters 1990). It is not my
aim here to provide an overview of all these notions and approaches.
However, the following specifications necessarily focus on those that
are relevant to my analysis. Some of these conceptualizations have
extended the notion of discourse to any kind of linguistic exchange,
be it written or oral; some have argued that because discourse is the
general domain of the production and circulation of rule-governed
statements it need not be speech-based. This broad definition includes
visual artifacts in the sphere of discourse, and textual ones (Mills 1997,
p. 9).

Another, perhaps more productive approach is to define discourse
not by its object, but by its operations.Michel Pêcheux (1990, pp. 297–
9), in the footsteps of Mikhail Bakhtin, conceives discourses as sets of
practical operations (called “machines”) that structure social experi-
ence through utterances. These operations relate primarily to one an-
other and not to a given, external reality. They are located in their prod-
ucts (texts and images) and are understood as collections and networks
of practices (Lay, Gurak, Gravon, and Myntti 2000, p. 7; Fairclough
2001, p. 236). These networks can expand in various directions; as
a consequence, the products of the “discursive machine” do not need
to be logically consistent and coherent. Rather, they are flexible and
adaptive enough to generate contradictory yet related texts, accord-
ing to circumstances. In a similar vein, Ron Scollon (2001, p. 6) puts
forward the view that discourses can be best conceived as social ac-
tions embedded in networks of practical doings and sayings (see also
Schatzki 1996, p. 99). Another related argument has been recently
formulated by literary and legal scholars engaged in debates about
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violent and hate speech (e.g., Butler 1997; MacKinnon 1993; Douglas
1995). They argue that speech cannot be conceived as a mere medium
for communicating abstract ideas; the act of communicating is a form
of conduct (hence, of social action) that enacts the message (Butler
1997, p. 351).

In this perspective, discourses and practices are mutually constitu-
tive (Scollon 2001, p. 162) without being linearly linked to each other.
Rather, these linkages are shaped differently at various points in the
network, and they can be shifted around. Concretely, this means that
we should conceive of texts as configurations of “frozen” social ac-
tion that incorporate knowledge and cognitive skills and require at the
same time certain kinds of knowledge and skills from human actors.
Human actors and texts are positioned in a cognitive network, which
enables the circulation, justification, acceptance, and practical use of
knowledge. Pêcheux’s and Scollon’s arguments are similar to those of
Bruno Latour (1988), who argued that scientists mobilize networks of
texts (journal articles and other publications), along with laboratory
artifacts, to support their knowledge claims. These networks of texts,
generated by sets of highly flexible and adaptive operations, achieve in
time a life of their own. What, then, do these operations look like?

One answer has come from the rhetoric of science. Over the past
two decades, it has become relevant for sociology mainly via two chan-
nels: (1) the sociology and philosophy of (scientific) knowledge, and
(2) theories of social practice as an alternative to structuralist and func-
tionalist theories of social action (e.g., Schatzki, Knorr-Cetina, and
von Savigny 2001). Since the end of the 1970s, the new sociology of
knowledge and science (e.g., Latour and Woolgar 1986; Knorr 1981;
Woolgar 1988; Ashmore 1989) has questioned the traditional assump-
tions that there is a clear distinction between the content of a scientific
theory (its logical structure) and the form in which it is expressed (its
rhetoric as a literary genre) and that although the second is socially
produced, the first is immune to interests, power, persuasion, or other
social influences.

It was argued instead that (scientific) knowledge is intrinsically con-
ditioned by the linguistic frames that make it possible for it to exist
as expressed knowledge. Therefore, we are confronted with a dou-
ble embeddedness of knowledge – in local practices (of the lab, the
corporation, the clinic, and so forth) and in the context provided by
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scientific discourses and embodied by scientific texts, journal articles,
conferences, and symposia. Relevant in this respect are also conver-
sations and debates between scientists (e.g., Lachmund and Stollberg
1992; Prior 1992). They show that making knowledge public actually
implies complex (language-determined) processes of producing, nego-
tiating, and legitimating what can be accepted as scientific knowledge.
If we take scientific texts at their face value – that is, as pieces of writ-
ing – we can see that stylistic features, conventions, canons, rhetorical
devices, argumentation structures, and metaphors leave an imprint on
the knowledge content of scientific papers (Woolgar 1988; Bazerman
1988, 1989, 1994). The traditional distinction between content and
form does not appear to be clear-cut anymore. Aspects of scientific
texts considered to be purely formal and without relevance to con-
tent are now seen as socially legitimated ways of producing knowledge
and socially informed writing techniques. They are inseparable from
knowledge content. On the one hand, they are intrinsic to producing
this content as written knowledge (and therefore as quintessentially sci-
entific). On the other hand, they operate by selecting what is expressed
(and expressible) scientific knowledge and what is not.

A related approach (also known as rhetoric of science) has been
to show how shared conventions, semantics, and rhetorical devices
form a web that makes the social reproduction of knowledge possible
(e.g., Prelli 1989; Gross 1999; Pera 1994; Berkenkotter and Huckin
1995; Fahnestock 1999; Halliday andMartin 1993;Maasen andWein-
gart 2000; Swales 1990; Urban and Silverstein 1996). Because these
elements are intrinsic to making knowledge public and thereby le-
gitimizing it, they show the historical and social boundaries within
which scientific knowledge can be (re)produced. A further direction
of research6 can be described as focusing on particular cases to show

6 It should be said here that in the past decade discourse analysis has become a large
and complex field that embraces several subdirections, which differ substantially in
the methods they use, as well as in the empirical material they analyze. At the same
time, discourse analysis has not been confined to the sociology of scientific knowledge;
it is also largely practiced in media and communication studies and in the sociology of
literature, and it has made its way into policy studies too. Outside the field of sociology,
it has been largely used in literary studies and linguistics; many analytical techniques
have been developed in these fields.
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in detail how rhetorical, semantic, and stylistic techniques act as de-
vices for producing legitimate knowledge (Potter,Wetherell, and Chitty
1991; Ceccarelli 2001; Gragson and Selzer 1993; Myers 1991; Sauer
1996).

The critique of the traditional distinction between content and form
of knowledge has been accompanied by empirical studies from disci-
plines such as historiography (White 1973; De Certeau 1988), anthro-
pology (Geertz 1988), and economics (McCloskey 1998; Mirowski
1994), showing that historical, anthropological, or economic knowl-
edge cannot be distinguished from the ways it is expressed, and that
apparently peripheral aspects (such as rhetoric) lie at their core.

These developments have been paralleled by theories of social prac-
tices7 as an alternative to the concept of social action. Theories of social
action8 draw a clear distinction between the subject(s) of (social) ac-
tion and its object(s) (Lemert 1990, p. 238): social action in elementary
form is seen as the reciprocal tuning of (black box) beliefs and infor-
mation held by subjects so that they can successfully (i.e., according to
criteria of success) perform together a set of operations upon an inert
object (Elster 1986, p. 12). Criteria and rules (of rationality) determine
both the tuning operations (which need not necessarily be harmonious)
and those performed upon the object. In this perspective, there is little
or nothing to be said about texts, nor about rhetoric or language. Texts
can be of sociological interest at best in the sociology of literature, and
even then only as objects upon which some action is performed (by
the author or by the readers). They are only conveyors of informa-
tion and/or intentions. Information is seen as those elements hidden
behind the rhetorical surface of a text and achieving a one-to-one cor-
respondence with reality: statistical figures in an economics text, for
example, are the information about the real phenomena of, say, prices
or inflation (as a conceptual construct which manages somehow both
to condense economic reality and to achieve a one-to-one correspon-
dence with it). Similarly, a text can provide information about many
aspects of reality, if not about all of them. It is simply an instrument

7 An overview of these is provided by Stephen Turner (1994).
8 See for example Gary Becker’s (1986) account of social action from the viewpoint of
rational choice.
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(or a kind of information warehouse) used in the process of tuning the
beliefs and information of social actors.

The character of texts as (more or less inert) objects or instruments is
closely linked both to the distinction between their form (means of per-
suasion) and their content (information, intention), and to the capacity
of the said content for establishing a one-to-one correspondence with
external reality. What makes a text an object of (social) action is its
capacity to store information (or intention) retrievable by actors, who
can act on the grounds of the established correspondence with reality.
The form–content distinction implies that there are various forces at
work in a text, some of which are concentrated on the informational
or intentional content, others on the form. These forces can coexist in
various combinations in a text and are like those at work in oral speech.

But the notion of force itself, which is social and institutional in
character, subverts the distinction between informational content and
form. There are many situations – systematically explored by John
Langshaw Austin (1976 [1962], 1970) in his speech act theory – where
forces directed at the form of speech manage to achieve social actions
by themselves. Austin argued that, at least in certain situations, utter-
ances can be seen as forms of social action: they change the social setting
in which they occur significantly and lastingly (e.g., when baptizing a
child, making a will, or making a bet). Performing the utterance is per-
forming the respective social action. Hence, performative utterances,
such as bets or baptismal formulas, have to be distinguished from con-
stative ones, which merely describe states of fact. Whereas constative
utterances may be considered true or false, performative ones are felic-
itous or not, according to whether they successfully change the social
setting in which they are formulated. This actually means that social
reality can somehow (or in some cases) be changed by the inner force
of language – which calls into question its role as simply a transparent
medium in reproducing reality.

In this perspective, utterances can be characterized by three types of
forces at work in them: locutionary, illocutionary, and perlocutionary
forces (Austin 1976 [1962], pp. 101–2). They are present (in vari-
ous degrees) in every speech act: whereas the locutionary force refers
to concrete, context-bound production (uttering an intelligible sen-
tence), the illocutionary force designates the intention of the speaker in
formulating that utterance (advising, asking, ordering, requiring, and
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so forth). In turn, the perlocutionary force designates the impact of an
utterance on the hearer/reader (making her do something, inducing a
reaction to the utterance). The perlocutionary force of speech acts is
the rhetorical force by which the audience is persuaded that the world
changes as a consequence of their being performed (and by which they
therefore change the world). Austin saw distinguishing between these
three kinds of forces as a means of deepening the distinction between
constative and performative utterances. One of the consequences is
that the correspondences between content elements of a text and exter-
nal reality cannot be given or automatically ensured; rather, they are
the result of forces at work in both oral speech and texts. Although
Austin argued that constative utterances can be seen as short-circuited
performatives, he explained their performative character as stem-
ming from their illocutionary force (Austin 1970). In the tradition of
Ferdinand de Saussure (1959 [1916], p. 24), who privileged oral speech
over written language, Austin (and many of his followers) focused his
analysis on spoken utterances. However, there was never an explicit
argument that written utterances cannot be analyzed as speech acts;
in fact, we encounter many examples of written speech acts (such as
wills, decrees, and contracts) in everyday life.

John Searle (1970, p. 25), in his development of speech act the-
ory, argued that the distinction between constative and performative
utterances is relative and context-bound: “propositional acts cannot
occur alone; that is, one cannot just refer and predicate without mak-
ing an assertion or asking a question or performing some other illo-
cutionary acts.” Searle (1979, pp. 12–16) distinguishes five types of
illocutionary acts: assertives, directives, commissives, expressives, and
declarations. From the perspective of scientific journal articles, as-
sertive, commissive, and declarative illocutionary acts are especially in-
teresting. Assertive speech acts commit the speaker to something being
the case: scientific hypotheses, as well as scientific statements, belong to
this class. Commissives commit the speaker to a future course of action:
when they establish a program of research by stating that certain do-
mains require further inquiry, for example, scientists employ commis-
sive speech acts. The successful performance of declarative speech acts
guarantees that the propositional content corresponds to the world:
this is what happens, for example, when scientists declare having per-
formed an experiment or ameasurement. The question is whether these
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speech acts systematically have perlocutionary force too: because if
they do, then rhetoric becomes an intrinsic feature of scientific writing.

The Sociological Inquiry of Scientific Texts

Texts as objects of sociological inquiry are very often legitimated with
respect to the reading process. This process is socially determined and
as such has sociological relevance (in the sense that, for example, one
may look at the way in which medical experts “read” AIDS risk and
at the social consequences of this reading); nevertheless, texts are not
social processes but objects or “props,” obtaining their meaning only
through the socially organized activity of interpretation (e.g., De Vault
1990). A skilled reader can disentangle and rearrange the knowledge
expressed in a text, ignoring persuasion devices. The premises of this
opposition, first elaborated in literary theories of reader response (e.g.,
Iser 1993; Fish 1989), are that there are some fundamental distinc-
tions between the readers’ activities of interpreting, on the one hand,
and texts, on the other: (1) the ontological distinction between a social
activity and the tools it employs; (2) the epistemic distinction between
the reader’s (and reading’s) own rationality (stripping knowledge of all
adornments) and the type of rationality texts obey (putting the best pos-
sible persuasion devices to work to convince the reader). In the worst
case, the reader can turn the text’s own persuasion devices against
textual and authorial intentions, to reach the conclusion that the text
will always be betrayed by its own rhetoric, which regularly fails to
persuade completely (De Man 1978, 1983). Moreover, the reader’s ra-
tionality is not only opposed to that of the text, as in a kind of strategic
game, but also superior to it. The reader will always be able to separate
the knowledge content of a (scientific) text from its persuasion devices.

Consequently: (1) texts are of little relevance as objects of sociolog-
ical study; and (2) therefore not much can be said about the social pro-
duction of medical knowledge on AIDS starting from these premises.
Even if we accept that in medical papers knowledge claims depend
on particular persuasion devices, this would mean nothing more than
that medical knowledge is (re)arranged according to a textual logic of
persuasion, being produced according to other contextual rationalities,
and that skilled expert readers will disentangle this knowledge anyway,
rearranging it according to their own interests.
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The counterargument is that the rules of knowing cannot be sepa-
rated from the rules of persuasion. Just take the literary conventions
of scientific papers, which begin with the textual arrangement in clear-
cut sections claiming to perform the reconstruction of how knowledge
was produced in the clinic or laboratory: which cases were observed,
what was seen, what methods were used, which results the lab analyses
arrived at, whether or not therapy had an effect, and finally, what con-
clusions can be drawn from this long process of gaining knowledge.
These conventions are continuous with those of the speech mode, re-
quiring one to let the facts speak for themselves, facts which almost
beg observation from the researcher. The author either (1) disappears
behind the acting facts, (2) becomes an instrument these use for the
purpose of letting themselves be observed, measured, and analyzed, or
(3) intervenes in the direct speech mode as an entity of the same order
as the facts. The order of human actors and phenomena is reversed;
humans are arranged in a scientific paper according to the logic of
phenomena, and not the other way around. According to these con-
ventions, the textual logic claims to reproduce what it presents as the
logic of the laboratory, but at the same time it brackets it out. In this
textual arrangement, there is no place for statements about wonder-
ing about, say, laboratory results, but only about how things went
logically from case observation to diagnosis, analysis, therapy, mon-
itoring, more analysis, and so forth, to conclusions. By claiming to
perform only the reproduction of an external logic of knowledge pro-
duction, conventions of textual arrangement and speech mode in fact
claim, paradoxically enough, to be only conventions and are thus taken
as non-conventions, that is, as having a necessary character. They say:
look, it is only a convention to arrange a medical paper like this; it is
only done to show how these conclusions about a new form of Kaposi’s
sarcoma were obtained. They elicit the answer: well, if they say they
are conventions, then they aren’t, because they necessarily reflect this
compelling logic.

Furthermore, there are the literary canons specific to scientific pa-
pers: the catalog of formulas acknowledged as authentic and legitimate
for opening, framing, and ending medical papers. In short, authors use
these canons for establishing a field of possible knowledge claims and
for positioning their own claims within it, for example. When stat-
ing what has been previously published on a certain topic, a paper
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generates both precedence for its own epistemic claims and positions
itself in a knowledge frame: it claims continuity, difference, contradic-
tion, or novelty.

Rules of stasis (Prelli 1989) set out the issue to be argued or de-
bated. In this sense, they are neither simple conventions of scientific
writing, recognizable as such by the community, nor a set of explicit
rules separable from the issues they have built up, such as kit assembly
instructions; they are set out in the work of building up the issues. In
setting out what is talked about, argumentation rules also set out how
it is to be talked about, tracing both the limits of valid discourse and
the limits of a valid modus operandi for a discourse. Argumentation
strategies unfold around the issues set up by stasis rules: they both de-
velop and supplement them with new ones. Arguing for or against an
issue at stake does not challenge the rules of persuasion that validate
the discourse, but rather reproduces them.

The consequences of the above arguments are that (1) rhetoric be-
comes a form of social action, (2) the idea of performance is seen as
central to understanding this kind of action, and (3) language is an in-
dispensable tool with the help of which social actors perform actions.
This means that conveying information can never be separated from
rhetoric and the means of expression by which this is achieved, and
there is no way of showing (or deciding) that these very means of ex-
pression do not have a hand in producing information and/or intention.
This is also valid for texts with an apparent lack of rhetoric (or min-
imal rhetoric), such as scientific ones. When rhetoric is understood to
be means and techniques of expression, as the performance of linguis-
tic (textual) expression, there is hardly a text that does not perform.
The performative character of a text goes well beyond conventions and
rules related to a specific (literary or non-literary) genre (Bakhtin 1986;
Berkenkotter and Huckin 1995, p. 3; Swales 1990, p. 46). And if what
is written and how it is written cannot be completely separated, texts
are not simple informational warehouses. Rather, they are signifying,
knowledge-producing practices9 (Derrida 1972b, p. 124).

9 Derrida (1972b, p. 363) repeatedly refers to texts as spectacles or as scenes that perform
themselves, thus stressing their character as social practices. A related approach is
the Actor-Network Theory developed by Michel Callon (1986, 1991), Bruno Latour
(1988), and John Law (1986).
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In this perspective, a (scientific) text can no longer be conceived as
an inert object, a transparent medium that conveys knowledge about
reality, or a simple rearrangement of the authors’ claims according
to the conventions of a literary genre. It appears rather as a social
practice, and it not only traces the limits of possibility for speaking10

but also provides the tools for doing so – the modalities and techniques
of expression that allow one to speak about the world.

Another consequence is that rhetoric does not appear peripheral
with respect to knowledge, or as impeding on it, but rather as a con-
dition and a set of tools for producing knowledge. The rhetoric of a
(scientific) text is not simply a device for convincing an incredulous au-
dience, something added to the content or the message to be conveyed,
or a simple rearrangement of facts so as to sound more convincing. It is
both the space in which such facts have to be meaningfully performed
(i.e., constituted) and the tools for performing them.

Overview of the Book

In a certain sense, the perspective adopted here is an historical one: the
medical knowledge of AIDS is examined in its historical unfolding, and
references are made to the background of historical knowledge against
which the medical explanations of AIDS changed. However, this study
does not set out to write another history of the medical advances in the
field of AIDS, to be added to those already in existence. Therefore, it
has to operate on two levels: one is that of what is medically asserted
about the Acquired Immunodeficiency Syndrome – its causes, means of
transmission, risk factors, and risk populations; the other is the level of
how this is done – how these complexmedical assertions are performed
and how they come to express what they express.

Recovering the rhetorical practices that produce medical knowledge
from the manifold theses, explanatory models, representations, and
narratives implies looking not only at what is being said and written
but also at how it is being said. This is the second level on which the

10 This is the sense Foucault gives to his notion of discourse and discursive practices,
characterized as the definition of a legitimate perspective for the subject of knowl-
edge and the fixing of norms for building up concepts and theories (Foucault 1989,
pp. 9–10).
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study operates: I examine the movements of a large variety of medical
representations and narratives and the specific practices through which
they are constituted with respect to risk. The reader is thus provided
with a double perspective: that of a network of models, representa-
tions, and narratives, on the one hand; on the other hand, the level of
rhetorical practices producing them. Because the two are collocated,
the study does not contain distinct chapters for each level but intends
to recover the second from the first; however, shifts between these two
levels are marked by different analytical techniques.

I examine here medical journal articles on the Acquired Immuno-
deficiency Syndrome from mid-1981 to 1989. Since the first report on
“Pneumocystis pneumonia – Los Angeles” in the June 5, 1981 issue
of theMorbidity and Mortality Weekly Report (a date which has now
gone down in history), a vast amount of medical literature has been
published on the topic. The number of papers on AIDS in medical
journals alone increased ninefold between 1983 and 1988. A consid-
erable share of them have been published in a relatively small number
of select medical journals, considered to publish at the cutting edge of
medical research. Thus, in 1983, 29% of the medical papers on AIDS
worldwide were published by five journals, considered by media ana-
lysts and practitioners to be the most prestigious and influential in the
field of medicine. At the end of the 1980s, this share came to represent
about 10%, which, on a world scale, is nevertheless considerable. In
analyzing these articles, I also take into account medical papers pub-
lished by other journals (“pediatric AIDS” was a topic largely debated
in pediatric journals at the end of the 1980s, for instance). In the first
half of the same decade, pediatric AIDS papers were written mostly by
the same researchers who regularly published in the most prestigious
journals, so the body of expert knowledge has, for this period and in
this regard, a relatively high degree of homogeneity.

There are now several international journals devoted exclusively
to AIDS. The international journal database for medical literature,
MedLine,11 shows for the keyword “Acquired Immunodeficiency

11 Unfortunately,MedLine provides no information about the articles published in 1981
and 1982, but judging by the general trend, it is to be assumed that the share of the five
journals was even larger then. Duringmy documentation, I could not find anymedical
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table 1. Share of Five Leading Scientific Journals Among the Articles on
the Acquired Immunodeficiency Syndrome Published Worldwide
Between 1983 and 1989 (as Registered by MedLine)

1983 1984 1985 1986 1987 1988 1989

Medical articles 655 1139 1686 2563 3704 5794 5354
on the Acquired
Immunodeficiency
Syndrome
published
worldwide

Share of the five 191 256 363 412 512 558 461
journals 29.1% 22.4% 21.5% 16% 13.8% 9.6% 8.6%

Note: The five journals are: The Lancet, New England Journal of Medicine, Journal of
the American Medical Association, the Annals of Internal Medicine, and Science.

Syndrome” that the number of medical articles published on this topic
grew from 655 in 1983 to 5,354 in 1989 (the timespan of this study
extends from 1981 to 1989). Until 1986, five journals had a consider-
able share of the total number of published articles (see Table 1). Al-
though this share has diminished over the years (the number of articles
published by them grew at a slower rate than the total number world-
wide), it is to be assumed that these articles have essentially shaped
the medical discourse about AIDS and risk, even if only because in the
first years they represented almost one-third of the medical articles on
AIDS published worldwide.

Because this is a qualitative study done from a historical perspective,
not all medical papers published on AIDS between 1981 and now have
been taken into account. To have a data set that is as homogeneous as
possible, two criteria of selection have been chosen. The first was to
select those medical journals which have published articles on AIDS
from the beginning – that is, from mid-1981, when the appearance of
a new and problematic disease was signaled in medical papers – and
which have continued to publish on the topic until now. The second

papers published in other journals with international circulation in the second half
of 1981. Notable exceptions were the reports published byMorbidity and Mortality
Weekly Report.
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criterion was the scientific prestige of the journals – their circulation
figures and international repute. Although there are a great number
of medical journals, few of them have a large international circulation
and corresponding prestige, and the most prestigious are published in
English. Some have published papers on AIDS from its beginnings and
have constantly attracted an international authorship. Papers on AIDS
from authors based in widely different countries have been published
here. Interestingly enough, Luc Montagnier and his French team chose
to publish their paper on the infectious agent of AIDS (then named
lymphadenopathy-associated virus) in Science (May 20, 1983, 220,
pp. 868–71), a U.S.-based journal, and not in a French one. The arti-
cles examined here come from The Lancet, the Journal of the American
Medical Association, the New England Journal of Medicine, Science,
the Annals of Internal Medicine, the American Journal of Epidemiol-
ogy, and the American Journal of Diseases in Children, along with the
weekly bulletin of the Centers for Disease Control and Prevention in
Atlanta, GeorgiaMorbidity and Mortality Weekly Report.

I also examine letters, editorial pieces, and comments published in
Nature, another highly prestigious journal. Nature, however, did not
publish clinical or epidemiological articles on AIDS in the early 1980s
(it published articles on the genetic structure of HIV after 1983). Com-
pared with Science, Nature published more features, but less scientific
articles between 1983 and 1989. During this period, Science published
a total of 335 features andNature a total of 420 features. The percent-
age of scientific articles published by Science was 37.6% of this total;
the share of scientific articles among Nature’s features was 10.71%.
In 1983, for example, Nature did not publish any scientific article
about AIDS, while Science published 6. During 1984, 25 scientific ar-
ticles were published in Science, whileNature published only 5. Science
reached a peak in 1986with 27 articles (Nature: 3 articles).Nature had
its peak in 1988 with 13 articles (Science: 23 articles). The articles pub-
lished by Science included clinical and epidemiological analyses, while
Nature focused on virology, molecular genetics, and the biochemistry
of HIV. Due to these facts, I did not include Nature in Table 1.

Popular science accounts, as well as articles written by science jour-
nalists for newspapers and weekly magazines have not been taken
into consideration, because they pose special problems with regard
to the analysis (for such an analysis, see Sturken 1997, p. 220; Albert
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1986; Lupton 1993; Lupton, McCarthy, and Chapman 1995; Tulloch
and Chapman 1992; Baker 1986; Champagne 1991; Grover 1992;
Herzlich and Pierret 1989; Jones 1992; Nelkin 1991; Sherry 1993). In-
terviews and media features on AIDS have also been left aside; they too
require a separate analysis (see, as an example, Dobrovolskij 1997). In
their analysis of how medical expertise on AIDS is represented in the
media (“model of the thought-collective of the AIDS-world”), Horton
and Aggleton (1989, p. 74) situate journal science (on AIDS) at the cen-
ter of a radius whose circles are (in this order): handbook science; med-
ical tabloids; textbook science; popular science journals; newspapers/
magazines/television; talk social/gatherings/jokes. They assert that the
center of medical knowledge production is located in the medical jour-
nals, each further step implying a series of transformations of the
content and expression of knowledge. This would mean that medical
knowledge as it is found in handbooks or in popular science journals
has a different character from that of “journal science;” they are related
yet different discourses.

As shown by Kinsella (1989, pp. 87, 259), the practices of science
journalism and of writing popular science features rely heavily on con-
stantly monitoring what professional science journals publish; most of
these features are written by either compiling professional articles or
interviewing their authors, thus reworking the topics of the articles.
Since the 1970s, these journals – perceived as the most prestigious in
the biomedical field (they also have the largest circulations) – have
moreover secured a kind of monopoly: they are the exclusive sources
from which news agencies can buy biomedical news. They reject sub-
mitted manuscripts that have already been thematized as news, thus
deterring attempts to circumvent them. Clinicians’ accounts, as well as
publishing practices, ascribe a major role to both these journals and
the articles they publish on AIDS topics. Historically, they were the
first to publish articles on the immune deficiency syndrome in autumn
1981,12 and although the number of AIDS-related articles has grown
exponentially ever since, these journals have maintained a prominent

12 The first reports on “unexplainable” cases of Pneumocystis carinii pneumonia and
Kaposi’s sarcoma were published in May 1981 by Morbidity and Mortality Weekly
Report, followed by articles in theNew England Journal of Medicine and The Lancet
in August and September 1981.
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place. From this perspective, it can be argued that the articles they
published, along with the stands taken by the American Academy of
Sciences (which are mostly written by the same authors), the CDC bul-
letins, and conference papers, form a relevant data set for examining
the textual production of medical knowledge on AIDS and risk.

Clinicians’ recollections about the beginnings of AIDS have not been
taken into account, because recollections about the past tend to repro-
cess events somewhat, selecting and reinterpreting them. Interviews
with clinicians from one of Germany’s largest AIDS research clinics
about their perception of medical journals’ prestige and influence re-
vealed that they considered some of the journals used in this study the
most prestigious in their field (clinical medicine) and as most impor-
tant for their work. Although they said they did not intend to submit
papers for publication in these top international journals, they con-
stantly read them because the most important clinical descriptions of
AIDS were published there. They perceived papers published by these
journals as being addressed to a readership like themselves (i.e., work-
ing in large therapy and research units, with a central position in the
field); they described clinical journals of national or regional circula-
tion as mainly addressing a readership of individual medical practices
or smaller research units. Although it was clear that clinicians related
the importance of international journals to the perceived prestige of
their unit, it was also clear that they constantly monitor them. As one
of them put it, these journals were the only places to find clinical studies
of AIDS in children and women. That clinicians ascribe great impor-
tance to these journals is to be seen not as a new phenomenon, but
rather as an index of the central position they have held in the field of
medical knowledge on AIDS over the years.

Chapter 1 focuses on the rhetorical devices by which different classi-
fications of the same diseases produced a new, unusual, and mysterious
syndrome. Chapter 2 examines the paradoxical economy of risk cat-
egories and formulates answers to the question of why women and
infants were not deemed risk categories, whereas “Haitians” were,
somewhat incomprehensibly, maintained as a risk category for a long
time. It shows how risk reemerged from this process as a very concrete
entity and how the Acquired Immunodeficiency Syndrome’s seemingly
unambiguous, universal signification breaks down into a variety of par-
ticular, context-bound meanings, depending on what is seen as “risk.”
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Chapter 3 examines the role played by “risk” in the various repre-
sentations of the causal agent and shows how etiological models were
shaped by discourses on risky human agency. Chapter 4 examines how
the thesis of a sole human retrovirus was constructed and imposed by
arranging and rearranging “risks”; it also looks more closely at the
role played by risk in the articles published by Drs. Gallo and Mon-
tagnier and shows how risk-related rhetorical strategies were used by
both parties in their debates. Chapter 5 looks at how means of trans-
mission and epidemiological models accounting for the origins of the
virus were rhetorically determined. “AIDS risk” as a set of computable
probabilities, a currently common view among epidemiologists (and
social scientists), is the focus of Chapter 6. The question here is not
to see whether there is some better statistical procedure of computing
risk, but to examinewhat conditionsmake such computations possible.
I show the rhetorical transformations by which heterogeneous quali-
ties become quantities, which in turn reinforce and reproduce distinct
qualities of risk. Chapter 6 also provides the reader with a short trans-
lation study, which shows the successive transformations from journal
article to journal article by which a precise quantity of risk came to be
produced from qualities and was then asserted, legitimized, and passed
over as taken for granted.

Finally, Chapter 7 reviews the arguments about the relationship be-
tween rhetorical practices and scientific knowledge. I argue that rhetor-
ical practices have concrete, important consequences for how research,
prevention policies, diagnosis, and treatment are conceived. I also ex-
amine the question of the “expert democracy,” i.e., of the conditions
under which a genuine dialogue between expert knowledge and con-
cerned social groups can take place in the public sphere.

Since the end of the 1980s, one trend in social studies of science
has been reflexivism (Woolgar 1988; Knorr-Cetina 1999): because so-
ciological texts are themselves a social enterprise, the ways they are
produced do not radically differ from those in which knowledge is
produced in other scientific disciplines. Hence, reflection is necessary
to bring one’s own production devices to the surface.

One of the possible dangers of the present book is ontological gerry-
mandering: that is, claiming that rhetorical practices produce knowl-
edge and at the same time acting as if this book were devoid of any
rhetorical turns and devices that might affect, soil, or unnecessarily
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adorn the message it conveys to the reader. The reader has undoubt-
edly seen by now that even this introduction has used a considerable
number of such strategies, and she probably thinks that this is not all.
It is not my aim to proceed in a reflexive manner here, by unveiling my
own rhetoric in the very process of analyzing that of the medical AIDS
discourses. Rather, I bracket out reflection on my own strategies. But
let the reader be warned that such strategies are used here.
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Making Up the Rules of Seeing

Opportunistic Infections and the New Syndrome

The Rhetoric of a New Syndrome

From a medical viewpoint, AIDS (Acquired Immunodeficiency Syn-
drome) is described as a syndrome manifested by a state of immuno-
suppression, due to the infection with varieties of the human immuno-
deficiency virus1 (Stine 1993, p. 35). This means that there is no single
disease involved, but that the state of immune deficiency allows var-
ious infectious agents to enter the body; subsequently, infections and
various diseases develop. The immune deficiency also allows for organ-
isms already present in the body that might otherwise remain harmless
to get out of control and proliferate. In this sense, rather than being
regarded as a single homogeneous disease, AIDS is seen as a condition
of the human body in which the immune system can control neither
the organisms already present in the body nor the ones that enter it.
The agent that induces this condition of the immune system is now
medically described as a human retrovirus (with several varieties) that,
once in the body, binds itself to the surface of certain cells of the im-
mune system (CD4+ cells), inhabits them for a while, and then begins
to reproduce itself there, using the genetic material of the cells. The re-
production process consumes the cells andweakens the immune system
to the point where it collapses.

1 The official definitions of the syndrome (formulated by the Centers for Disease Control
and Prevention and by theWorld Health Organization) have been revised several times
and are periodically updated.

45
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The first infections historically documented in relationship to this
condition of the immune system (and hence toHIV)were Pneumocystis
carinii pneumonia (PCP) and Kaposi’s sarcoma (KS).2 They were doc-
umented by reports published in June and July 1981, respectively, in
Morbidity andMortalityWeeklyReport (MMWR), which is theweekly
bulletin of the Centers for Disease Control and Prevention in Atlanta,
Georgia.3 Pneumocystis carinii pneumonia is medically characterized
as a form of pneumonia due to a microorganism present in the lungs.
It was signaled and described before World War II and has remained in
the catalogued repertoire of lung diseases ever since. Kaposi’s sarcoma
is characterized as a form of skin cancer, predominantly affecting the
limbs. It was described by a Viennese physician in the 1870s and bears
his name; it is now part of the standard repertoire of diseases studied
by dermatologists. Both had thus been known for a long time in the
international medical community.

Historical reconstructions of AIDS usually begin by stating that in
mid-1981 the Centers for Disease Control and Prevention in Atlanta
signaled inexplicable cases of a rare form of pneumonia (Pneumocystis
pneumonia) and of a rare skin cancer (Kaposi’s sarcoma) in theirweekly
bulletin Morbidity and Mortality Weekly Report; the cases were clus-
tered in Los Angeles andNewYork.4 These unexplainable phenomena,
which were signaled with increasing intensity, led to the discovery and
description of an underlying immune deficiency, which was named the
Acquired Immunodeficiency Syndrome at the beginning of 1982. From
this point onward, the story is well known.

2 Medical reconstructions published after 1981 have claimed to describe the Acquired
Immunodeficiency Syndrome in clinical cases seen before 1981 and tried to push back
the first cases of AIDS as far as the 1950s. Initially, these reconstructions relied on
reinterpreting clinical descriptions from hospital files. After 1983, when the human
immunodeficiency virus was identified and described (as HTLV-III and/or LAV), re-
constructions relied on analyzing serum and tissue samples, stored in a frozen state,
from various parts of the world. The beginning is considered here to be the time of the
first reports of infections and diseases explicitly related to an immune deficiency and
considered as new and unexplainable – i.e., June 1981.

3 “Pneumocystis Pneumonia – Los Angeles.”MMWR, June 5, 1981, 30/21, pp. 250–1;
“Kaposi’s sarcoma and Pneumocystis Pneumonia Among Homosexual Men – New
York City and California.”MMWR, July 3, 1981, 30/25, pp. 305–7.

4 The reconstruction of the “mysterious beginnings” in a historical flashback has also
become a common rhetorical figure in cultural studies on AIDS (see, for example,
Treichler 1988a, p. 197) as well as in journalistic accounts (Shilts 1987).
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Scientific discoveries such as the discovery of a new disease exert a
fascination not only on the scientific community and the lay public,
but also on social scientists. For the first, discovery is the main drive
and the ultimate goal. For the lay public, it is often accompanied by
the promise of curing illnesses and improving people’s lives. For social
scientists, scientific discoveries are the domainwhere the role, influence,
and limitations of social factors – such as interests, resources, and
relationships – can be perhaps best examined.

That such factors play a role in discovery making has not been
contested; the question is whether scientific discoveries are evaluated,
acknowledged, and accepted by the scientific community according
to universal standards of rationality or according to the resources,
influence, and social relationships of the scientists themselves. The
positivist tradition has solved this problem by distinguishing between
the context of discovery and the context of justification. Whereas the
former is messy (involving serendipity, accident, resources, interests,
and the like), the latter is determined by rigorous criteria of universal
applicability.

This distinction has been contested by sociologists and historians of
science alike who argue that, in practice, the two contexts are indis-
tinguishable: justification takes place in the process of discovery itself
(e.g., Nickles 1992, p. 89; Hacking 1996, p. 51). Consequently, justifi-
cation is not exclusively determined by logical criteria; factors such as
interests, resources, and networks of relationships play a considerable
role (Stump 1996, p. 445). We may construct an abstract, normative
model of justification, entirely grounded in criteria of rationality, but
the practice of scientific justification does not fit this model. The con-
ceptual argument against the normative model is that empirical data
are not sufficient by themselves for deciding to reject (that is, to justify)
the discovery claim (e.g., Bourdieu 2001, p. 45; Nickles 1992, p. 105;
Lynch 1992, p. 255n40). This is shown by numerous empirical stud-
ies of scientific discoveries (e.g., Pickering 1995; Latour 1988): social
factors can never be eliminated from the context of justification.

Are then rhetorical practices among these factors? There are two
lines of argument here, one coming from the philosophy of science; the
other one, from the sociology of science. According to the first, writing
scientific papers is an intrinsic part of the research process. Therefore,
the persuasion devices and argumentative strategies used in scientific
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articles are part and parcel of the scientific discovery process. If the
context of discovery cannot be separated from the context of justifi-
cation, it follows that rhetoric does play a part in the justification of
scientific discoveries (Nickles 1992, pp. 93, 96). Claims of discovery
have to be presented to the scientific community and made plausible.
This presentation (usually in scientific articles) belongs to the process
of justification and is grounded in rhetoric: we can hardly imagine a
presentation aimed at convincing the scientific community that does
not employ any persuasion devices (Gieryn 1999, p. 188).

The second line of argumentation is that the fate of scientific
discoveries – including their status as discoveries – is decided by the
ability of scientists to mobilize heterogeneous resources to support
their claims. These resources include not only social relationships but
also laboratory instruments, experimental probes, and scientific ar-
ticles (e.g., Latour 1999, pp. 99, 102). Scientists mobilize rhetorical
resources, among others, in announcing their discoveries. These re-
sources are especially important: journal articles, for example, circulate
more quickly than laboratory probes and reach a larger audience. These
articles diffuse discovery claims throughout the community and help
build support for them. In other words, resources such as these stan-
dardize truth and discovery claims and make them portable – that is,
transferable across various contexts (Nickles 1995, p. 160). Other sci-
entists begin to see the same things in the same way: they acknowledge
not only one’s own results, but also the accompanying argumentation
strategies. Rhetorical practices are thus an intrinsic part of scientific
discoveries (see, e.g., Atkinson, Batchelor, and Parsons 1997, p. 121).

With respect to the case examined here, I look first at the rhetorical
practices of discovering a new immune deficiency. The first questions
that arise are: what was so unexplainable about a skin cancer form
known since the 1870s? How did a known form of pneumonia come
to be a mystery? Let us consider how the said forms of pneumonia
(Pneumocystis carinii) and skin cancer (Kaposi’s sarcoma) were sig-
naled, presented, and discussed from mid-1981 up to the end of 1982.
Historians of medicine regard these articles as being decisive for the
biomedical community (Grmek 1990; Oppenheimer 1988, 1992), be-
cause (1) they pointed out the singularity of these forms of infection
and cancer, thus indicating that they were the manifestation of a new
disease; (2) they brought together two apparently disparate infections,
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stating that both Pneumocystis pneumonia and Kaposi’s sarcoma (i.e.,
a form of pneumonia and a skin cancer) had a common cause; (3) they
assessed the risk related to this new disease; and (4) they formulated
the hypothesis of an immune deficiency as the underlying cause of the
opportunistic infections.

The Cognitive Rules of the Unseen: The Unusual
Opportunistic Infections

For comparison, here is how a case of Pneumocystis carinii pneumo-
nia was described in a clinical report in April 1981, two months before
the first new and unusual cases were signaled; the case was a patient
with Cushing’s syndrome, and it was reported because the association
between this form of pneumonia and the syndrome had not been pre-
viously seen. The introduction of the report presents the disease as
follows:

Pneumocystis carinii pneumonia as a complication of steroid therapy in im-
munocompromised patients has been well documented. However, pneumonia
in the presence of endogenous hypercorticolism from Cushing’s syndrome has
not been previously reported. We report here a patient with Cushing’s syn-
drome from bilateral adrenal hyperplasia in whom pneumocystis pneumonia
developed. (AIM, April 1981, 94/4-1, p. 488)

First, the definition of Pneumocystis pneumonia determines its
meaning: this pneumonia form is a well documented complication of
steroid therapy in immunocompromised patients. The introduction has
already framed the field in which the meaning of pneumonia and the
knowledge claims of the paper can take shape. The claim is not to
present something new or unseen, but to provide new documentation
about a disease that is well known. The following paragraphs describe
the clinical and laboratory findings and assert Pneumocystis pneumo-
nia as the cause of the patient’s death. The discussion section concludes
that “Pneumocystis carinii pneumonia, probably as a complication of
the endogenous hypercorticolism in Cushing’s syndrome, is an infec-
tion such patients may develop” (AIM, April 1981, 94/4-1, p. 489).
This frames the claims of the paper as conservative: by using hedging
expressions such as “probably” and “may” after the accurate quanti-
tative description of lab and clinical findings, the paper seeks to convey
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an image of “scientific reserve”; in fact, however, the conclusion creates
the opposite effect – that of strongly reasserting what the introduction
has stated. Apart from specific rhetorical figures, the overall textual
strategy is to be low-key about something presented as unproblematic
and part of established knowledge.

Another report on therapy for PCP in children, published a year
earlier, presented a more differentiated picture:

Pneumocystis carinii, a ubiquitous protozoan organism that may reside symbi-
otically in the respiratory system of man and animals, develops pathogenic po-
tential in immunosuppressed patients. This group includes patients with cancer
undergoing chemotherapy or radiation therapy and patients receiving immuno-
suppressives for a variety of disease states. In addition, several malnourished
or congenitally immunodeficient patients may have a rapidly progressive and
often fatal interstitial pneumonitis owing to this protozoan. Only rarely is PCP
found in normal, healthy individuals. (AJDC, January 1980, 134/1, p. 35)

The disease is defined here not on the level of studies and reports
documenting it, but on that of the infectious agent, which is “ubiqui-
tous” and “resides symbiotically” in humans and animals. PCP gets
its meaning from categories such as “patients with cancer undergoing
immunotherapy,” “patients receiving immunosuppressives,” “severely
malnourished,” “congenitally immunodeficient,” as well as from the
“normal healthy individuals,” which undermines any attempt at clear-
cut categories.

By contrast, the first reports on the AIDS-related Pneumocystis
pneumonia present us with a much more complicated and contra-
dictory picture: what was hitherto reported as “ubiquitous infection”
(NEJM, December 10, 1981, 305/24, p. 1431), as frequent among
people suffering from malnutrition, and as “frequently seen in patients
having undergone immunosuppressive therapy,” is now “highly un-
usual” and “uncommon.” In opening its editorial note (which came
immediately after the case descriptions), the first report fromMorbid-
ity and Mortality Weekly Report stated that:

Pneumocystis pneumonia in the United States is almost exclusively limited
to severely immunosuppressed patients. The occurrence of pneumocystosis in
these previously healthy individuals without a clinically apparent underlying
immunodeficiency is unusual. (MMWR, June 5, 1981, 30/21, p. 251)
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Apparently, a definition not unlike the preceding ones is used this
time to make completely dissimilar claims and to frame PCP differ-
ently. A second look reveals significant divergences, however. The re-
port on the Cushing syndrome–related pneumonia framed its claims
by stating that pneumonia as a complication of immunosuppression is
well known. This report establishes a frame for Pneumocystis pneu-
monia, which the reported cases do not fit. (Remember that the case of
Cushing’s syndrome also did not fit the “seen,” but it was treated dif-
ferently.) Because they do not fit the frame, cases are predicated as “un-
usual.” They are an impossible possibility. This is achieved by a classi-
fication that provides the meaning of Pneumocystis pneumonia and its
conditions of possibility: its relevant categories are those of “severely
immunosuppressed patients” and “previously healthy individuals.”
The catachresis of “almost exclusively limited” gives PCP a paradoxi-
cal meaning: if it is exclusively limited, it is “seen,” “well known,” etc.
But it is only “almost,” which negates this very status. In this frame,
infection and patients are incompatible with each other; this incom-
patibility makes the phenomenon “unusual.” Similar strategies were
used by other clinical articles too; thus, one article used the category of
“normal adult” as incompatible with that of “immunocompromised
host” to build a classification of PCP fromwhich unusualness is derived
(JAMA, April 2, 1982, 247/13, pp. 1860–1).5 Other studies first ac-
knowledged PCP as a relatively common disease and then classified it as
common or uncommon according to population categories. A clinical
report opened by stating the usualness of PCP; immediately thereafter,
it characterized it as unusual, thus providing an even stronger frame
for making this form of pneumonia epistemically problematic:

Pneumocystis carinii is an ubiquitous organism that infects human beings by
a respiratory route. The organism appears to be relatively avirulent, since it
rarely if ever causes disease in immunologically competent persons. In North
America, almost all cases have occurred in patients who have had diagnoses of
primary congenital immunodeficiencies or who have received immunosuppres-
sive chemotherapy for malignant neoplastic disease or organ transplantation.
Despite the rarity of P. carinii pneumonia in previously healthy persons, we

5 See also The Lancet, December 12, 1981, II/8259, p. 1339, where a letter to the editor
about PCP opens with the short statement that “Pneumocystis pneumonia almost
invariably affects the immunosuppressed.”
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recently recognized 11 cases of this disease in young men with no previous
history to suggest immunologic dysfunction. All 11 men were drug abusers or
homosexuals or both. (NEJM, December 10, 1981, 305/24, p. 1431)

The opening assertion characterizes PCP as a respiratory disease
caused by a “ubiquitous organism,” which is avirulent (if it is so ubiq-
uitous, one would assume that it is avirulent; but it is only “relatively
avirulent”). The necessary condition of this predicament is the cat-
egory of “immunologically competent persons.” The next sentence
provides the categories relevant for PCP as disease: people with con-
genital immunodeficiencies and recipients of chemotherapy or organ
transplants. Here, PCP appears as usual; the unusualness comes from
giving the disease a new meaning, incompatible to these categories,
and from redefining a category according to this incompatible mean-
ing. The rarity of PCP in healthy persons is contrasted with the eleven
recognized cases, reclassified as “drug abusers,” “homosexuals,” and
“both.” The incompatibility that generates unusualness was clearly
expressed by another report. After characterizing the “outbreak of
P. carinii pneumonia” as “highly unusual,” it provided the disease with
a classification that made it unusual:

Although P. carinii causes several hundred cases of severe pneumonia in the
United States annually, these cases were previously found almost exclusively
in patients whose immunity was severely compromised by underlying disease,
immunosuppressive therapy, or both. (NEJM, January 28, 1982, 306/4, p. 250)

Classifications of PCP constantly appeared in the first medical ar-
ticles in this area; the theme was developed in an almost symphonic
manner, to allow for the construction of “risk groups” and of an ex-
planatory model:

P. carinii pneumonia is usually a disease of persons with previously recognized
immunosuppressive disorders. In adults, pneumocystis is usually associated
with hematologic neoplasia or organ transplantation, although the widespread
use of immunosuppressive therapy (especially corticosteroids) has facilitated
its occurrence in patients with a wide range of malignant neoplastic and in-
flammatory diseases. In children, pneumocystosis has also been associated with
primary congenital immunodeficiency syndromes and protein-calorie malnu-
trition. (NEJM, December 10, 1981, 305/24, p. 1436)
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The article continues with a description of PCP among infants and
small children from Eastern Europe, as well as among adult Asian
refugees. The theme appears again toward the end of the section:

Serologic data and limited autopsy studies suggested that pneumocystis is an
ubiquitous organism to which many people are exposed in early life. Studies
in animals have demonstrated that murine transmission can occur through a
respiratory route. Nursery epidemics in economically disadvantaged regions
and clusters of cases of Pneumocystis pneumonia among oncology patients
at three separate hospitals have suggested that person-to-person spread does
occur, probably by a respiratory route, and that normal, healthy persons can
serve as vectors. (NEJM, December 10, 1981, 305/24, p. 1437)

The appearance of Pneumocystis pneumonia in persons from New
York and Los Angeles (the five originating Los Angeles cases are dis-
cussed after “Asian refugees”) is treated in a classificatory system,
which makes it possible to speak about this form of pneumonia. PCP
is something seen in certain social categories; the meaning of what
is seen depends on each category. In an apparently paradoxical way,
an immunodeficiency-related, unusual PCP is made possible by the in-
compatibility of these categories. Remember that immune deficiency
was also presented as underlying the usual PCP. After discussing vari-
ous forms of cellular immunity, the article stated that the eleven cases
had “profound defects in the cell-mediated immune response,” and
“perhaps, given sufficient time, all [the patients] would have had a
recognizable disease that caused their immunosuppression” (NEJM,
December 10, 1981, 305/24, p. 1437). The explanatory model of an
immunosuppression underlying the unusual PCP does not emerge from
a simple analogy with the usual PCP (such an analogy might read as
follows: because until now all usual cases of PCP were associated with
immunosuppression, the unusual and newonesmust be associatedwith
that too). The incompatibilities asserted here are hardly reconcilable
with an analogical explanation.

Instead, the explanation is made possible by building up incom-
patible categories. The unusualness and newness of PCP does not
exclude explanatory models (though one cannot easily explain new
and unusual phenomena); rather, it makes them possible. This is the
frame into which “risk” makes its way, reinforcing the classification
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provided and functioning as a name-giving device for the categories
newly introduced. It makes sense to write of risk for patients from Los
Angeles and New York only in this system, which puts them into sev-
eral categories: “young men with no history to suggest immunologic
dysfunction,” “drug abusers, homosexuals, or both,” – at any rate,
people totally different from patients who have undergone immuno-
suppressive therapy, or undernourished people, or Asian refugees. At
the same time, “risk” appears here as a device for epistemic insight
and reconfiguration. The explicit argument for the “risk groups” is
formulated in closing the “discussion” section:

Since homosexuals are suddenly contracting a variety of opportunistic fun-
gal, viral and mycobacterial infections, it seems unlikely that this outbreak
has been due exclusively to a new virulent or resistant strain of pneumocystis.
This outbreak was more probably related to the immunologic consequences
of some unknown process. The high mortality rate also seems more likely
to have been due to the immunologic lesion than to virulence or resistance
of the specific organism or to peculiarities of clinical management. This out-
break of community-acquired P. carinii pneumonia among young male ho-
mosexuals and drug abusers raises questions about increased exposure to
pneumocystis as well as about the prevalence and origin of abnormal cel-
lular responses in these populations. (NEJM, December 10, 1981, 305/24,
p. 1437)

Pneumocystis pneumonia is presented as (1) self-referential
(“community-acquired”) and thus not compatible with the given clas-
sification, (2) due to exposure to the same agent (old Pneumocystis
carinii), and (3) correlated with an immune deficiency. In turn, this
cannot be like the known, PCP-associated immune suppressions. This
is confusing, because the newly created categories are presented as re-
sulting from the unusual PCP being and at the same time not being like
the usual PCP. The correlation between exposure to the Pneumocystis
agent and cellular immune problems emerges as a consequence of the
classificatory system, not as its criterion. “Risk” reinforces these cate-
gories and is justified by them. Moreover, it presupposes their contin-
uous transformation: from “eleven patients” to healthy “young men,”
and then to “drug abusers or homosexuals or both,” who are finally
inscribed in the order of disease.
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The Unusual Kaposi’s Sarcoma

Kaposi’s sarcoma had also been well described and reported since the
1870s. In 1980, it was described inmedical papers as having a “feasible
and highly satisfactory” management (Cancer, 45/3, p. 427). Manage-
ment of KS was characterized as “well reviewed.” Kaposi’s sarcoma
was defined as follows:

(It) has been classified into three clinical forms: 1) a nodular, non-destructive
type (the commonest); 2) a locally aggressive type; and 3) a generalized form.
The first type represented 68% in one Ugandan study of 112 patients and is by
far the most common in American studies. In our series of 14 patients, reported
here after vinblastine therapy, 9 had this type, 2 had the locally aggressive and
2 had a generalized form. In our overall series of 37 patients, the overwhelming
majority also had the nodular, non-destructive type of disease. (Cancer, 45/3,
p. 429)

The classification providing the meaning for KS in turn depends on
regional and national studies: they show concretelywhat “commonest”
means and establish a remainder that is uncommon. The generalized
form of KS is presented as neither problematic nor unusual, but rather
as what remains after the first categories have been subtracted.

Another medical paper dating from the same year characterized KS
as “extremely common in equatorial Africa among all ages, but in
America it usually affects men primarily of Jewish and Italian descent
over the age of 60 years” (Cancer, 1980, 45/4, p. 684). It stated that
“an association between racial origin and Kaposi’s sarcoma in North
America has been shown. Of our 60 patients, 27 were of Jewish de-
scent, 24 were of Italian origin, 2 were from other peri-Mediterranean
regions, 2 were of Scandinavian descent, 2 were of Portuguese origin,
and 2 were born in the United States but did not know their origins”
(p. 685). This shows the impossibility of establishing a meaning for KS
based on geographical or racial categories: these are sometimes shown
as Jewish, sometimes as Italian, peri-Mediterranean (whatever this may
mean), Scandinavian, or “unknown.”

In the articles discussed here, KS was presented as usually or nor-
mally seen in totally heterogeneous population categories, such as
“Ashkenazi Jews” (who come from Eastern Europe) or populations
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“from around the Mediterranean.” A German medical treatise on
AIDS-related diseases, published in 1991 and intended for practicing
clinicians, presented Kaposi’s sarcoma as “affecting in the first place
older men from Southeastern Europe. It affects especially men from
the Danube Delta or Italy.”6

The “problematic” cases of Kaposi’s sarcoma were presented in a
rhetorical key, very similar to that of PCP: it was stated that Kaposi’s
sarcoma is “unusual,” “rare,” and “uncommon” and that it had been
frequently seen in oldermen and inmales from theMediterranean area.
The distinction between common and uncommon operated here on the
grounds of contrasting something that had been seen in the past with
the same thing as seen in the present, and of introducing a classification
(based on the diagnosis of KS) between older men/males from around
the Mediterranean and New York men:

Kaposi’s sarcoma is rare in the United States, where the annual incidence is
0.021–0.061 per 100 000 population. In North America and Europe, this dis-
ease commonly presents as tumors of the lower extremities, and the clinical
picture is that of a localized disease with an indolent cure. Most patients are in
their seventh decade. This form of the disease is commonest among Ashkenazi
Jews and those of Mediterranean origin, and especially in men. The incidence
of Kaposi’s sarcoma in African Blacks residing in an endemic region is much
higher than among Blacks and Caucasians in North America and Europe. (The
Lancet, September 19, 1981, II/8247, p. 598)

This classification is decisive for the presentation of the clinical cases.
The statement about the rarity of Kaposi’s sarcoma in the general pop-
ulation is at the same time specified and negated by the statement that
it actually occurs in categories such as older Ashkenazi Jews, older
persons of Mediterranean origin (with men as a subcategory), and
Africans. The opening (1) establishes a classification that provides KS
with a meaning, (2) states the commonness of KS on the grounds of
this classification, and (3) declares its rarity by putting the abstract
population category side by side with the established ones. The study
ends by “suggesting that the homosexual population may have an

6 See Jäger, H. (ed.). 1991. AIDS and HIV Infections. Diagnosis, Clinical Symptoms,
and Treatment. A Handbook and Atlas for Clinics and Medical Practices [AIDS und
HIV-Infektionen: Diagnostik, Klinik, Behandlung. Handbuch und Atlas für Klinik
und Praxis], Landberg: Ecomed, IV–1, p. 1.



Making Up the Rules of Seeing 57

increased risk of Kaposi’s sarcoma” (The Lancet, September 19, 1981,
II/8247, p. 600). The novelty and unusualness do not derive from the
diagnosis itself (which is similar to that of the African variety of KS),
but from the classification. When speaking of the “increased risk of
Kaposi’s sarcoma in homosexual men,” this ambivalent formulation –
which simultaneously suggests that the risk was already there and that
it is new – gains its meaning and justification from the classification.
New York–dwelling homosexual men are presented as a new category
with respect to the old ones and therefore as being at an “increased
risk”; at the same time, the figure of risk consolidates the classification
and makes it appear valid:

The eight patients with Kaposi’s sarcoma reported here have several distinc-
tive unusual features. Their median age was 34 years at the time of diagnosis,
instead of the seventh decade as in other series. The generalized distribution
of their skin lesions, the presence of lesions on the head and neck, and the ab-
sence of predominantly lower extremity involvement is atypical of the form of
Kaposi’s sarcoma encountered in North America and Europe. [ . . . ] This rapid
clinical course closely resembles that of the lymphadenopathic form of Kaposi’s
sarcoma seen in Africa. The etiology and pathogenesis of Kaposi’s sarcoma is
unknown. Several mechanisms have been proposed for the development of this
tumor – the effects of an oncogenic virus, an immunosuppressed state resulting
in impaired tumor surveillance, or a combination of both. Observations sup-
porting immunosuppression as the underlying factor are the high incidence of
Kaposi’s sarcoma in renal transplant recipients and in patients receiving corti-
costeroids or cytotoxic drugs, and the anergy and depressed cellular immune
function in patients with this tumor. Of interest is the observation that a consid-
erable proportion of patients in whom Kaposi’s sarcoma develops after organ
transplantation have visceral involvement similar to that seen in our patients.
[ . . . ] We do not know of reports of an increased risk of Kaposi’s sarcoma in
homosexuals. Furthermore, there have been no studies of immune function in
this population. (The Lancet, September 19, 1981, II/8247, pp. 599–600)

KS in “homosexuals” is compared to both the African variety, which
is “atypical for North America and Europe” and “unusual and distinc-
tive,” and to renal transplant recipients, in order to argue for an un-
derlying immunosuppression. The meanings of Kaposi’s sarcoma and
the immune suppression depend on these categories. KS is presented
as either usual or unusual, as a new skin cancer form arising from
immune suppression, or a well-managed disease. Here again, in an
apparently paradoxical way, unusualness makes possible the thesis of
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immunosuppression. “Increased risk of Kaposi’s sarcoma in homosex-
uals” is asserted in an epistemic mode (“we do not know of reports”),
in conjunction with “there have been no studies of immune function in
this population.” “Risk” is a device by which the paradoxical status of
unusualness/usualness is maintained as such: new categories are similar
and at the same time dissimilar to the old ones. Risk brings epistemic
insight and legitimates the reconfiguration of the disease: KS and PCP
are now to be found in the old categories, but also in new ones.

In both cases, classifications create an epistemic frame for speaking/
writing of PCP and/or KS. They provide the possibility for formu-
lating explanatory models about the role of the immunosuppression.
Thus, a discursive mode that showed how to write about PCP and KS
and that was by no means restricted to the articles analyzed here, was
produced.7 Without exception, the first reports and articles referred
to the classification of Kaposi’s sarcoma as providing the framework
in which the thesis of underlying immunosuppression can be argued.
Many of them used the strategy of opening the article with classifi-
cations, which were then repeated in the “discussion” or “comment”
sections – where the immunosuppression thesis was asserted. Invari-
ably, all of them used the word “unusual” to assert the immune de-
ficiency thesis as the “unusual” usual. This mode was widely used in
reporting other opportunistic and viral infections, as well as for assert-
ing that an immune deficiency underlay them. Infections and diseases
were introduced according to the scheme usual/unusual, seen/unseen,
whereby their meaning was established according to risk categories.

The structure of the argument is: it was usual that we see a and b
in x and y, but now we have an unusual situation, because we have
seen a and b in z. This changes the meaning of a and b. Henceforth,
it becomes usual that we see a and b in x, y, and z, but this remains
unusual. (See also Figure 1.)

In clinical reports on other infections, the immunosuppression thesis
was also supported by classification schemes. Thus, a report on herpes
simplex lesions (bearing the title “Severe Acquired Immunodeficiency
in Male Homosexuals, Manifested by Chronic Perianal Ulcerative
Herpes Simplex Lesions”) stated that:

7 See also JAMA, March 26, 1982, 247/12, pp. 1739–41; The Lancet, July 17, 1982,
II/8290, p. 125; NEJM, December 10, 1981, 305/24, p. 1466.



Making Up the Rules of Seeing 59

Transplant recipients
Danube Delta fishermen
Malnourished children 
Older men  
Jewish men
Mediterranean men  

 

Homosexuals
Drug users 
Homosexual drug users

Usual PCP/KS 
resulting from 
immunosuppression 

Unusual PCP/KS
as a result of
immune
suppression   

 

Incompatibility Incompatibility 

Compatibility

Compatibility 

figure 1. Classifications and “unusualness.”

Chronic ulcerating lesions caused by herpes simplex viruses (HSV) are un-
usual even in patients with severe immunologic defects. These lesions occur
in advanced lymphoproliferative disease, after immunosuppression for organ
transplantation, during treatment with high doses of corticosteroids, and in
certain primary immunodeficiency disorders. In four previously healthy ho-
mosexual men we found chronic perianal ulcers infected with HSV. (NEJM,
December 10, 1981, 305/24, p. 1439)

The classification leads directly to the thesis of an underlying im-
mune deficiency:

Ulcerative lesions caused byHSV are observed only in patients with severe defi-
cient immunity associated with another underlying disease. That four patients
[ . . . ] have been previously immunocompromised [ . . . ] suggests that some fac-
tor in all the patients was operative. The fact that they were homosexual men
was striking. Reports of Kaposi’s sarcoma and opportunistic infections similar
to those that we observed [ . . . ] suggest that they are part of a nationwide epi-
demic of immune deficiency among male homosexuals. (NEJM, December 10,
1981, 305/24, p. 1441)

A double classification is used to make the immune deficiency both
the underlying cause of herpes simplex lesions and a “nationwide epi-
demic.” On the one hand, the reported cases are classified as not hav-
ing immune defects, although an immune defect is asserted as the un-
derlying cause. On the other hand, they are declared to belong to a
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newly created category with respect to immune deficiency, which justi-
fies speaking of a nationwide epidemic. Los Angeles cases of infection
with mycobacteria were later reported in a similar manner:

Although mycobacterial infection occurs more commonly in immunocompro-
mised patients than in immunologically intact patients, it remains only an
occasional event even in these susceptible hosts. [ . . . ] Mycobacterium avium
intracellulare most commonly causes chronic, slowly progressive pulmonary
disease in middle-aged men and, heretofore, has rarely caused disseminated in-
fection. Human pulmonary infections have been most commonly described in
the southeastern part of the United States. No accurate estimate of the preva-
lence of MAC infections is available, although skin test surveys suggest that
inapparent infection is common and varies geographically within the United
States. (JAMA, December 10, 1982, 248/22, p. 2982)

Again, what infection withMycobacterium avium intracellulare and
the underlying immune deficiency are is determined by the classifica-
tory frame. In this perspective, the categories of “homosexual men” or
“drug abusers” are complex rhetorical constructions, which continu-
ally process four, five, or six “patients” to “otherwise healthy adults,”
“previously normal,” “without a history of immunosuppression,” and
then to “homosexual” and “drug abusers.” With respect to the re-
ported diseases, they are treated first as beyond the possible (they
cannot have these infections, cancer forms, and so forth) and after-
ward introduced to the classification as “striking” and “extraordinary”
(JAMA, December 10, 1982, 248/22, pp. 2980, 2982) – in short, as
the category from which all these opportunistic infections and diseases
receive their newmeaning. A comment published in 1983 in the journal
Nature (302, p. 749) characterized the disease as “unusually uncom-
mon” in groups such as IV drug users, their sexual partners, hemophil-
iacs, Haitians, and (of course) “male homosexuals.” This litotes (un-
usually uncommon) is what makes the syndrome “disturbing . . . either
new or newly recognized”; the immune deficiency is new because it is
seen in these categories, and it is seen only here because it is new.

Classification as an Epistemic Practice

In view of all of the previous discussion, can we still say that risk cat-
egories appeared as determined by new and unusual diseases? Rather,
the opposite appears to be true. Classification operations produced “a
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set of boxes . . . into which things can be put to do then some kind
of work” (Bowker and Star 1999, p. 10). That is, they produced cat-
egories according to which a set of laboratory results, or a clinical
diagnosis, could do different kinds of work. They could confirm a
given knowledge frame, or (as in the cases discussed here) they could
signal novelty and unusualness, redirecting the production of medical
knowledge. These categories can be seen as sets of instructions (Berg
1997, p. 52) for reducing epistemic uncertainties: they provided med-
ical practitioners with rules for seeing things. They established paths
of action and traced the horizon of knowledge. As Émile Durkheim
(1965 [1915], p. 172) put it, classificatory systems “have possibilities
of extension which go far beyond the circle of objects which we know,
either from direct experience or from resemblance.” These possibili-
ties, as I show in Chapter 2, played a key role with respect to how the
medical knowledge of AIDS unfolded.

Murray and Payne (1989, pp. 26–8), among others, have argued
that the AIDS risk groups have a tautological character, admitting only
those cases that were selected on the grounds of a group definition. In
this sense, it can be said that the meaning of Pneumocystis pneumonia,
Kaposi’s sarcoma, mycobacterium infections, and so forth, is redefined
according to the new category, as the new and unseen pneumonia form,
the unusual Kaposi’s sarcoma, and the striking and extraordinary my-
cobacterium infection. Accordingly, the underlying immune deficiency
receives the same meaning of new, unexplained, formerly unseen –
as something very specific to the category to which it is ascribed. In
this system, the meanings of opportunistic infections, of their under-
lying cause, and of the new categories are mutually reinforcing: the
opportunistic infections are striking because the new categories are ex-
traordinary, and the latter are extraordinary because the opportunistic
infections are striking. Opportunistic infections and their underlying
immune deficiency are new and old at the same time: this makes them
recognizable and describable as what they are – Kaposi’s sarcoma and
Pneumocystis pneumonia.

But does such a classificatory system have real consequences? Does it
leave its mark on the ways in which medical practitioners and patients
(inter)act? According toMary Douglas (1967, 1992a), “risk” must not
necessarily be conceived primarily in terms of the probability calculus;
rather, “AIDS risk” has to be understood as the result of a system
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of classifications by which participants in a culture situate themselves
with respect to the representations of disease. At the same time, it is a
tool that enables actors to (re)produce and enforce their own identities
in this system. Douglas uses this notion of risk to develop her own
classificatory system, in which the ascription of social identities leads
to different notions of risk (1992a, p. 106). Her aim is to show the gap
that appears between the actors’ classifications and the “natural fact”
of risk.

In his turn, Marcel Calvez (1990, pp. 43–58) has emphasized the
ways in which clinicians, paramedics, patients, and their social con-
tacts (including relatives) use “AIDS risk” to generate classifications
reproducing (1) an order of disease that rigorously differentiates be-
tween “safe” and “dangerous” and (2) a social order of interactions
(closely related to (1)) between medical staff and patients, patients and
their social contacts, and medical staff and social contacts. In this way,
“risk” becomes an instrument for making sense of infections in an
orderly way and for identifying the actors’ positions in this order, as
well as for creating and enforcing an interaction order closely related
to that of disease. In this perspective, it makes little sense to speak
of risk as a kind of probability calculus because it is used mainly as
a present-oriented, and not as a future-oriented, category. The actors
in the clinic make use of “risk” not to evaluate their future behav-
iors, and even less to compute probabilistic outcomes, but to construct
present-oriented classifications with respect to the disease – classifica-
tions in which they identify themselves as having varying degrees of
safety. The future is, thus, constructed through (re)producing classifi-
cations and categories of the present. Cultural differences in the ways
actors make sense of risk appear to be due no longer to the exoticism of
marginal or “tropical” cultures, but rather to the various ways inwhich
actors identify themselves and others when relating to this order of
disease.

Moreover, knowledge about AIDS risk used by actors to position
themselves with respect to disease representations is neither exclusively
derived from medical expert knowledge nor “natural.” Rather, the ac-
tors in the clinic use medical knowledge to produce “risk” and then use
the latter as a tool for ordering and legitimizing their medical knowl-
edge: they assemble the order of their social world using “risk” as a
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cultural tool. Calvez stresses that the (re)production of medical knowl-
edge generates a social order in the clinic, in the patients’ family envi-
ronment, and in relations with the outside world.

In the cases examined here, what “risk” designates is the paradox-
ical situation of using a classification to give meaning to diseases that
cannot be represented without such a classificatory system. The mean-
ings of the opportunistic infections crystallize in a system of categorial
differences, where the categories are presented not only as mutually
exclusive, but also as incompatible – as pertaining to different orders
of possibility. “Risk” serves here as the rhetorical device that results
from and at the same time allows for introducing a new order and
contrasting it with the old one: the Kaposi’s sarcoma of the “men from
around the Mediterranean” (or that of “Africans”) is incompatible
with the KS of “homosexuals.” Were it not for this system of dif-
ferences, “risk” would lose its meaning. If, say, KS can be gotten by
Jews, Italians, Scandinavians, Danube Delta fishermen, homosexuals,
Africans, heterosexuals, women, and “others” alike, where’s the risk?
The social order of risk makes it possible to make the epistemic claims
of the discourse more striking: the reported insights are about a new
and extraordinary phenomenon. In this sense, “risk” is also a device
by which knowledge claims are made relevant: insight into the new
opportunistic diseases and underlying immune deficiency is new and
important because the social categories of disease are new and strik-
ing. In turn, these new categories are made possible by the system of
differences between old and new PCP and KS, respectively. Almost
every report discussed here ends by referring to risk categories, to its
own newness, and to the necessity of answering “tantalizing questions”
and investigating further.8 This shows that classification practices re-
lying on social representations of risk operate not only on the fringes
of medical knowledge, or exclusively among lay actors, but also at the
very core of biomedical knowledge, enabling the management of prob-
lematic epistemic situations and the constitution of new knowledge
domains.

8 SeeNEJM, December 10, 1981, 305/24, pp. 1437, 1467 and January 28, 1982, 306/4,
p. 252; The Lancet, September 19, 1981, II/8247, p. 600 and September 26, 1981,
II/8248, p. 688;MMWR, June 4, 1982, 31/21, p. 278.
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Classification and Scientific Discovery

What is the relevance of classification practices for the sociology of
scientific discoveries? First, classification practices highlight scientific
communication as an intrinsic part of the discovery process. Journal
articles are not a neutral medium through which discoveries are made
known to the scientific community. Scientific articles set out the cog-
nitive framework in which something can be seen as a discovery; they
establish rules for representing scientific objects as known or unknown,
usual or unusual.

Second, articles play a role in rhetorical replication. As sociologists
of science have pointed out, a key aspect for the success of scientific
discoveries is the replication of experimental results in different labora-
tories (e.g., Gieryn 1999, p. 184; Collins 1992). Experimental replica-
tion serves as a powerful tool in the validation of scientific discoveries:
it presupposes that other scientists obtain the same results when con-
ducting the same procedure, under the same conditions, with the same
instruments and tools, in a similar laboratory setting. When the results
of experiments are reproduced in different laboratories by different sci-
entists, the community becomes convinced about the procedural and
substantial soundness of the discovery.

Although it is doubtlessly important, I argue that the replication of
experimental results is not the only kind of replication involved in the
justification of scientific discoveries. There is at least one other kind
of replication that also plays a role, which I call rhetorical replica-
tion. The first reports about the opportunistic infections established a
classification according to which PCP and KS could be seen as either
usual or unusual. Accordingly, the underlying immune deficiency was
presented as either known or a newly discovered one. The claim of
having discovered something genuinely new depended on this frame.
Replicating the claim of discovery implied replicating not only labo-
ratory results, but also the classificatory frame in which these results
indicated a new immune deficiency. Without this frame, one could not
decide if laboratory results signaled a known or an unknown immune
dysfunction.

Without exception, the classificatory system for PCP and KS was re-
produced in subsequent scientific articles published by various authors
in various journals. They replicated not only the laboratory results
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confirming opportunistic infections, but also the frame in which these
infections were presented as signs of a scientific discovery.

The significance of this classificatory frame should not be under-
estimated. It was stated from the beginning that the opportunistic
infections were accompanied by an immune deficiency. More gener-
ally, it was known that immune deficiencies cause opportunistic infec-
tions. Yet, the newly signaled deficiency was not presented against a
classification of immune impairments (e.g., acquired vs. induced vs.
congenital, viral vs. non-viral), but against one of social categories.
This rhetorical move was fundamental to further developments. With-
out risk categories as a key initial element of the scientific discovery,
we would have a different social and cultural history of AIDS, different
prevention policies, and a different path to the discovery of HIV.

Experimental replication was, however, accompanied by rhetorical
replication, which became an intrinsic part of the justification of dis-
covery. Risk categories became a fixture of scientific articles about a
new immune dysfunction. Very soon, new categories were added to the
initial ones. As I show in Chapter 2, they grew and formed a system,
which took on an existence of its own.

In a similar way, Severe Acute Respiratory Syndrome (SARS) was
represented in the spring of 2003 in medical journals in a classificatory
frame that allowed scientific claims that this was a newly discovered
syndrome. SARS was signaled as a very severe, even lethal form of
pneumonia in late February and early March 2003 in Hong Kong
and Guangzhou. Afterward, cases from other Asian countries, North
America, and Europe were signaled, too. But was it just an old form
of pneumonia that had become especially virulent in winter, or was
it a new syndrome? This time, to show that the syndrome could af-
fect anybody, patients were presented in medical articles as unremark-
able, without previous respiratory illnesses, and without a history of
cigarette smoking (NEJM, May 15, 2003, 348/20, p. 1979). Several
articles stressed that only a small proportion of the patients diagnosed
with the new disease smoked or had health problems in the past. Pa-
tients were classified along travel habits, contacts, profession, and fam-
ily relationships to show that despite their diversity, they had been
infected by the same agent. In the classification of SARS, the risk cat-
egories were travelers and healthcare workers (EID, September 2003,
9/9, pp. 1064–9; MMWR, March 21, 2003, 52/11, pp. 226–8). This
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time, social stigmatization accompanied the handling of the epidemic:
travelers coming from Asia were screened with particular care in air-
port lounges, and social contacts with them were avoided. This shows
that risk categories are not a thing of the past but are still used in fram-
ing diseases as new and previously unseen. It also shows that the use
of social categories of risk for framing the interpretation of biologi-
cal phenomena usually entails social stigmatization. As I show in the
following chapters, social classifications of risk have important conse-
quences for how prevention and health policies are conceived.



2

The Economy of Risk Categories

In the early 1980s, all at once “new” and “unusual” diseases began to
generate an immune deficiency unseen before. As we very well know,
this deficiencywas not restricted to a single risk category.When reading
the clinical reports dating from the 1980s, we can see that the cases
were quite diverse with respect to gender, ethnic origin, age, geographic
area, and habits. Yet this diversity was channeled and systematized into
risk categories. The recognition of the new immune deficiency relied
precisely on a classificatory system that would tie it to certain social
categories. What was the economy of this system?Which resources did
it use and how? What were the relationships between risk categories?
How were they constituted with respect to one another? How did they
shape knowledge of the causal agent and its transmission?

The Classification of Risks

The first risk categories with which the medical AIDS discourse oper-
ated were hardly new or unusual. The term “homosexuals” was es-
tablished as a medical category at the end of the nineteenth century,
occupying an important role in medical models of human sexuality
(Conrad 1986; Conrad and Schneider 1985, pp. 181–5; Poirier 1988;
Pressman 1990). It was presented both as a disease and as a medical
condition liable to attract other diseases. In the 1970s, homosexuality
was associated with (and held responsible for) the reemergence of sex-
ually transmitted diseases, especially hepatitis B (Epstein 1988); it was
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thus seen more as a general condition favoring the appearance of in-
fectious diseases than as a disease per se. The 1970s also witnessed the
emergence of “homosexual lifestyle” as a medical category. The back-
ground of this process was the medicalization of “lifestyle,” a larger
and complex process related to the growing interpretation of everyday
life in medical terms (Brandt 1990; Nelkin 1985; Hilgartner 1985).
In turn, this interpretation was a central feature of biomedicalization
(Clarke et al. 2003), understood as a larger socioeconomic process
starting at about the same time. Biomedicalization represents everyday
life in terms of medical risks and relies on standardized instruments for
monitoring health at the collective and individual level.

From this perspective, “homosexual lifestyle” emerged at the inter-
section of two distinct developments. One was the reinterpretation of
everyday life in the gay cultures of big cities in medical terms (Conrad
and Schneider 1985, pp. 199–204). The other was the association with
infectious (and mainly sexually transmitted) diseases. The category of
drug users, although a much newer medical construct, was constituted
essentially along the same lines (Kane andMason 1992). (Intravenous)
drug use was transformed into a medical category both as a disease
(addiction) and as a bodily and psychological condition favoring other
diseases. In this case, the catalytic factors were the construction of “ad-
diction” and “lifestyle” as medical concepts, in a context larger than
that of drug use.

Because the Acquired Immunodeficiency Syndrome is perceived in
terms of being a sexually transmitted disease (STD), categories already
associated with STDs may have appeared as the “natural” candidates
for (exclusive) AIDS risk1 (Grmek 1990; Epstein 1988). There are,
however, other categories which do not appear to be “natural” but
played an important role nevertheless: Haitians, women, and infants
were not previously subject to medicalization in the same way “homo-
sexuals” and “drug abusers” were. At the same time, they are seen as
problematic, in the sense that they do not seem to fit a pattern of ra-
tionality: “Haitians,” for example, were maintained as a risk category
without any apparent reason, whereas “infants” and “women” were
neglected for a long time.

1 The rhetorical construction of AIDS as various diseases is detailed in Chapters 3
and 5.
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Therefore, the questions are (1) howwere “homosexuals” and “drug
users” transformed into risk categories for something that was old and
new at the same time? (2) How were the reported infections, along
with the underlying immune deficiency, presented as entities with a
completely new meaning (i.e., as related to the Acquired Immunodefi-
ciency Syndrome)? (3) How did they form a self-sustaining classifica-
tion system in 1982–3, which functioned by virtue of its own economy
and allowed for apparently paradoxical risk categories? (4) What role
did these risk categories play with respect to scientific knowledge?

These questions can help us better understand how classification
practices work. Scientific knowledge relies on classifications, those
within scientific disciplines, among these disciplines, and between sci-
ence and non-science. Classifications appear to be a basic operation in
every scientific domain. We are confronted here with a relevant case
because AIDS risk categories, the outcome of a classificatory system,
take such an important place in etiologic and epidemiologic models.
By examining their production as a system, their relationship to each
other, and their exchanges (that is, their economy), we can gain insights
into how classifications work and with what consequences.

I do not detail here the “homosexual” risk category, which has
been the object of many studies (Clatts and Mutchler 1989; Treichler
1988a,b; Epstein 1996). Instead, I first examine how the production
of a new entity – the Acquired Immunodeficiency Syndrome – was de-
pendent on the newly introduced risk categories; then, how a specific
classification system was produced; and finally, the role played by cat-
egories such as Haitians, Africans, hemophiliacs, women, and infants.

The distinction between the old and the new Pneumocystis carinii
(PCP) and Kaposi’s sarcoma (KS), respectively, was achieved in part
by calling them (and the underlying immune deficiency) “acquired”
or “community-acquired” (NEJM, December 10, 1981, 305/24,
pp. 1425, 1431, 1437). Also, “severe acquired immunodeficiency” was
present in the title of clinical reports dating from late 1981 (NEJM,
December 10, 1981, 305/24, p. 1439). Usually, “acquired” receives its
meaning from the contrast with “congenital.” It designates a disease or
immune deficiency that is not innate or genetically determined but ap-
pears at a later moment in one’s life, due to non-genetic factors. Both
old and new immune deficiencies associated with PCP and KS were
acquired; however, the new were “more acquired” than the old ones.
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“Acquired immunodeficiency” got its meaning not from any wholly
new symptoms associated with it, but from being presented as seen
only in certain categories. This circularity is due to the “old” immune
deficiencies now being presented as having genetic grounds (p. 1443) –
which, ironically, amounts to redefining “acquired” as “congenital” –
or as being due to the “lifestyle” of risk categories.

Other expressions were “Kaposi’s sarcoma and opportunistic infec-
tions in previously healthy persons” (MMWR, September 24, 1982,
31/37, p. 507), “KSOI syndrome” (Kaposi’s sarcoma/opportunistic in-
fections syndrome) (MMWR, June 4, 1982, 31/21, p. 277 and June 11,
1982, 31/22, p. 300), and “gay compromise syndrome” (The Lancet,
December 12, 1981, II/8259, p. 1338). In these cases too, the syndrome
was category-specific, whereas categories were syndrome-specific. A
clinical report on the “gay compromise syndrome” justified this name
as follows:

This case is a paradigm of the newly recognized syndrome of opportunistic
infections and/or Kaposi’s sarcoma in homosexual males. Because these pa-
tients seem to be severely immunocompromised, we have called it the “gay
compromise syndrome.” P. carinii infection is rare and, before its appearance
in homosexuals, was found almost exclusively in malnourished or immunode-
ficient patients.C. neoformans is likewise an infrequent pathogen; it may infect
immunodeficient or apparently healthy individuals. (The Lancet, December 12,
1981, II/8259, p. 1338)

This was one of the very rare cases where the terms “gay” and
“gay syndrome” appeared in the medical articles. Usually, the term
“acquired immunodeficiency” was used; when writing about risk cat-
egories, the term “homosexuality” was used. The fact that P. carinii
(“rare,” “in homosexuals,” “almost exclusively in malnourished or
immunodeficient patients”) was previously seen in immunodeficient
patients did not prevent the name “gay compromise” being given be-
cause of the category-specific immune deficiency. With the risk cate-
gory defining the specificity of the syndrome, and the latter defining
the specificity of the risk category, they become mutually reinforcing.

In September 1982, the Morbidity and Mortality Weekly Report
(31/37, p. 507) introduced the expression Acquired Immunodeficiency
Syndrome (AIDS), which replaced previous names. Cultural critics
(Treichler 1988a,b) and journalists (Shilts 1987) have each offered
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their versions of how the name was coined in a meeting at the Cen-
ters for Disease Control and Prevention. Relevant here is that expres-
sions such as “acquired immunodeficiency” or “community-acquired
immune deficiency” were present in the medical discourse from the be-
ginning, helping to distinguish between different categories of immune
deficiency.

With the Acquired Immunodeficiency Syndrome as characteristic
for some categories, which in turn were the risk of a specific immune
deficiency, the classification system produced both its criterion and its
categories. Within this self-referential frame, the distinction between
old and new immune deficiency lost its meaning.

Patterns of Differences: How “Haitians” Were Made Into
a Risk Category

The construction of Haitians as an additional “risk group” illustrates
the case in point. “Haitians” has been maintained for more than two
years as an official epidemiological category by the Centers for Disease
Control and Prevention,2 in spite of strong protests about the absur-
dity of classifying a whole nation as a risk category. The standard
explanations refer either to a circumstantial error or to a bias in the
biomedical discourse: in 1982–3, AIDS was perceived as being (among
other things) a tropical disease brought to North America by tourists
(Treichler 1999). But if we look more closely at the way this risk cat-
egory was introduced we can see that neither a circumstantial error
nor a simple racist bias was behind it. Although certain racist biases
in the biomedical AIDS discourse have been documented and analyzed
(Treichler 1999, 1993; Seidel 1992), I argue here that explanations
based solely on these biases are not satisfactory when we get down to
understanding the paradoxes of the biomedical AIDS discourse, such
as the long-term maintenance of apparently absurd categories, or the
long-term ignoring of relevant ones. Besides, we still have to answer
the question of how AIDS was transformed in such a short time from
an STD into a tropical disease. How could these contradictory repre-
sentations be concomitantly maintained? Were they without any con-
sequences for representations of the infectious agent?

2 Medical reports on the “Haitian” risk factors appeared until 1987.
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The first report on “Opportunistic Infections and Kaposi’s Sarcoma
amongHaitians in the United States” appeared in the July 9, 1982 issue
ofMMWR (31/26, pp. 353–61). It stated that 19Haitian patients from
a hospital in Miami and 10 Haitian residents of Brooklyn had been di-
agnosed with opportunistic infections and Kaposi’s sarcoma. The enu-
meration of opportunistic infections for each group of patients was fol-
lowed by a description of laboratory findings, including those showing
“severe T-cell dysfunction.” Three additional cases were reported from
California, Georgia, and New Jersey. The editorial note stated that:

The occurrence of severe opportunistic infections among 32 Haitians recently
entering the United States is a new phenomenon. The in vitro immunologic
findings and the high mortality rate (nearly 50%) for these patients are sim-
ilar to the pattern recently described among homosexual males and IV drug
abusers. None of the 23 Haitian males questioned reported homosexual activ-
ity, and only 1 of 26 gave a history of IV drug abuse – substantially lower than
the prevalence reported for heterosexual patients of other racial/ethnic groups
who had Kaposi’s sarcoma or opportunistic infections. (MMWR, July 9, 1982,
31/26, p. 360)

Haitians, as a “new phenomenon,” have to thus enter a classifica-
tion system inwhichmutually exclusive categories reinforce each other.
Another clinical report (“Acquired Immune Deficiency in Haitians.
Opportunistic Infections in Previously Healthy Haitian Immigrants”)
stressed the differences between risk categories as relevant for themean-
ing of the syndrome. “Haitians” were not “homosexuals,” nor did
they have a history of drug abuse or illness. Moreover, they were re-
cent immigrants and, as such, a clearly defined ethnic group (NEJM,
January 20, 1983, 308/3, p. 125).

Risk categories were seen as characteristic for the immunodeficiency
syndrome. In Haitian men, AIDS was accompanied by a variety of op-
portunistic infections. These infections (M. tuberculosis, Pneomocystis
carinii,C. neoformans, andCandida albicans) were indicative of a cell-
mediated immune deficiency. At the same time, unlike other patients
withAIDS,Haitianswere “neither homosexuals nor addicted to drugs”
(NEJM, January 20, 1983, 308/3, p. 127). After discussing CD4+ cell
counts in the same section, the report concluded that: “These immuno-
logic findings are characteristic of AIDS among drug addicts, homo-
sexuals, and now Haitians” (p. 127). Other articles, in an attempt
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to exculpate “Haitians” from homosexuality, argued that “solarium
exposure can produce immunological disorders in otherwise normal
(and presumably heterosexual) subjects” (Nature, June 2, 1983, 303,
p. 371). AIDS in “black Africans” and in “Haitians” should be con-
sidered against this background.

It is interesting to note that reported cases of AIDS in women and
heterosexual men did not affect the risk categories; neither did the case
of a Haitian using drugs, reported a few months later (NEJM, April 7,
1983, 308/14, p. 842). Cases of infants were reported in this context
as “infants born of Haitian mothers” and “Haitian infants,” thus clas-
sifying them as “Haitians.” The fact that some of the opportunistic
infections (such as tuberculosis) were considered to be endemic among
Haitian immigrants did not prevent the authors of clinical reports from
considering them AIDS-related, by virtue of the fact that “Haitians”
had already been introduced as a new risk category.

The basic differences that transform “Haitians” into a new risk
group are traced with respect to sexual orientation, drug consumption,
health, citizenship, and racial status. These classification criteria, when
put side by side, may seem completely heterogeneous, even absurd:
after all, what is the connection between sexual orientation, citizenship,
and race? And how can such a connection sustain the thesis of a new,
formerly unseen immune deficiency? Yet it is exactly this heterogeneity
that makes the classification system flexible and expandable in several
directions at once.

An MMWR article distinguished between “Haitians in the United
States” and “Haitians inHaiti”;Haitian patients from two hospitals lo-
cated inMiami and New York became “Haitians in the United States,”
a general category related to “Haitians in Haiti.” Diseases were prob-
lematic and new for “Haitians in Haiti” and hence for “Haitians in the
United States.” Both groups were previously healthy and had no his-
tory of immunosuppressive therapy. However, over a period of two and
a half years, KS had been diagnosed in eleven cases in Port-au-Prince.
In turn, recent Haitian immigrants in the US had had a high preva-
lence of tuberculosis, associated with immune deficiencies (MMWR,
July 2, 1982, 31/25, p. 360). Thus, both KS and tuberculosis were
new and problematic in Haiti (a country generally known for its ex-
treme poverty). Both were associated with immunosuppression. As a
conclusion, “Haitians” were associated with immunosuppression.
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In later articles, this syllogism was reversed: diseases and oppor-
tunistic infections that are problematic and new for “Haitians in the
United States” become problematic for “Haitians in Haiti” (NEJM,
Oct. 20, 1983, 309/16, p. 949). We encounter here two different argu-
ments, according to different epidemiological theses: to argue that the
syndrome was already present in Haiti and then brought by Haitian
immigrants to the United States, diseases endemic in Haiti, such as tu-
berculosis, are called new and problematic for “Haitians in the United
States” because they are actually new and problematic for “Haitians in
Haiti” (The Lancet, October 15, 1983, II/8354, p. 877). Tuberculosis,
although systematically presented as endemic in Haiti, was counted
in clinical reports among the AIDS-related opportunistic infections by
virtue of its association with the “Haitian” risk group and was consid-
ered relevant for the immune deficiency.

Conversely, to argue that the syndrome was brought to Haiti from
the United States, these opportunistic infections must become new
and problematic for “Haitians in Haiti.” They were characteristic for
“Haitians in the United States”:

The recognition of Kaposi’s sarcoma and opportunistic infections in Haiti is
temporally related to the appearance of AIDS in the United States. The earliest
possible case of opportunistic infections in Haiti that is known to our group
occurred in July 1978, and the first case of fulminant Kaposi’s sarcoma was
diagnosed in June 1979. The first cases of Kaposi’s sarcoma and opportunistic
infections in homosexual men in the United States were documented in early
1978. We do not believe that AIDS was present in Haiti before 1978. This
contention is supported by the clinical experience of practicing pathologists
and dermatologists inHaiti and by our inability to identify earlier cases through
examination of autopsy and biopsy records. It also seems likely that Haitians
would have presented to U.S. hospitals sooner if AIDS have been occurring
(sic) in Haiti before 1978. (NEJM, Oct. 20, 1983, 309/16, p. 949)

Apparently, what we have here are several arguments for the pro-
posed epidemiologic model: (1) a historical one (pushing back the ini-
tial moment of the disease), (2) one based on clinical experience, and
(3) a commonsensical one. But all of them depend on distinguishing
between the risk categories “of Haiti” and those “of the United States,”
and on arranging them in different temporal and clinical orders. Argu-
ing for one epidemiologic model or another (with completely different
consequences) thus depends less on the intrinsic characteristics of the
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reported diseases and infections than on rearranging the categories of
the classification system to change the pattern of differences between
them.

In the economy of risk classification, “Haitians” made very good
sense: they were integrated by exclusion from other categories, thus
both helping to define and being defined by this exclusion. Clinical
cases gained their meaning from ascription to one of these categories:
there was no room left for ambiguities. In this sense, having “Haitians”
be an ethnic and not a medical category did not affect the classifica-
tory system. The representation of infections and diseases (such as tu-
berculosis or Kaposi’s sarcoma) in “Haitians” as AIDS-related helped
integrate the new risk category in the given classification. “Haitians”
are part of the same risk system, it is argued, because their opportunis-
tic infections (and KS) are common to all risk categories. At the same
time, they are different, because in “Haitians” these infections have an
“endemic” and “old” form, as well as a “new” and “problematic” one.

Clinical reports written by Haitian physicians argued for integrating
Haitian patients into other risk categories. During the 1983 hearings on
AIDS in the Subcommittee on Intergovernmental Relations andHuman
Resources of the U.S.House of Representatives, medical experts argued
for the removal of “Haitians” from the epidemiologic classification of
the Centers for Disease Control and Prevention; the category was re-
moved from the NewYork reports in July 1983. Its presence was called
“arbitrary,” the result of a lack of conclusive scientific data, and of the
oral (hence: implicitly biased) denial by Haitian AIDS patients of “any
history of homosexuality, drug abuse or hemophilia” (Compas 1983a,
p. 41). What was contested was not the classificatory system as such,
but (1) that Haitians could be translated into other categories, and
(2) the presence of Haitians as an ethnic and not as a socio-medical
category. A clinical report (“Characteristics of the Acquired Immunod-
eficiency Syndrome [AIDS] in Haiti”) argued that homosexuality was
not as unknown in Haiti as was asserted by other reports:

Some of the risk factors for AIDS in the United States were present in our
patients with opportunistic infections and Kaposi’s sarcoma in Haiti. Bisex-
ual activity was reported by 15 percent of the men with Kaposi’s sarcoma or
opportunistic infections for whom such information was available and by 24
percent of the men prospectively questioned by a clinician in the Haitian Study
Group. The identification of bisexual Haitian patients who had had sexual
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relations with American homosexuals in New York and Miami also provides
a link between the two populations. There is a very strong bias against homo-
sexuality in Haiti, and our data may underestimate this risk factor. (NEJM,
Oct. 20, 1983, 309/16, p. 949)

Another clinical report (“Acquired Immunodeficiency Syndrome
with Severe Gastrointestinal Manifestations in Haiti”) argued that
many Haitians will not admit homosexual contacts because they vio-
late Haitian social taboos. Although they denied it, a good proportion
of Haitian men (and hence of Haitian immigrants) were homosexu-
als. Moreover, homosexual prostitution in Haiti was a well known
phenomenon. As a consequence, in spite of different clinical symp-
toms (among which diarrhea and tuberculosis were prominent), the
reported patients should be reclassified as homosexuals (The Lancet,
October 15, 1983, II/8354, p. 877).

In his medical statement before the Subcommittee on Intergovern-
mental Relations and Human Services of the U.S. Congress, Dr. Jean-
Claude Compas argued that “Haitians” were not a proper medical
category, but an ethnic one:

Three social/medical groups, homosexuals, intravenous drug abusers and
hemophiliacs, and one ethno-national community, Haitian immigrants, were
labeled as being responsible for the eruption and the spread of the AIDS out-
break. For the first time in history, a diseasewas being attributed to a nationality
without clear epidemiologic or scientific justification. (Compas 1983b, p. 44)

Haitians should, Compas argued, therefore be integrated into the
“homosexual” risk group. The rationale for the reclassification, he
continued, was that more than 30%of the “Haitian AIDS population”
had actually admitted to homosexual experience. This percentage was
reason enough for a redefinition, and it made any questions (such as
those about AIDS and heterosexuality) about the other 70% super-
fluous. This brought “Haitians” from one extreme to the other: from
a nation without homosexuals to one with widespread homosexual
experience. What it argued for was actually not the abolition of the
risk category as such, but its integration into that of homosexuals: a
“separate high-risk classification” would lead to the scapegoating of
Haitians by the “other high-risk groups.”

In all these arguments, the classification system imposes speaking
or writing of risk in its own terms; by force of this requirement, the



The Economy of Risk Categories 77

argumentation strategies have to operate continuously with the cate-
gories they claim to contest, and reproduce them as such. They speak of
two populations (“Haitian patients” and “American homosexuals”),
distinguish them from “previously described high-risk groups,” and
identify a distinct “Haitian AIDS population.” This made possible the
construction of causal and epidemiological models in the mid-1980s
in which Haiti played a central role. The key thesis – namely, that the
infectious agent might have passed the barrier between animals and
humans – relied heavily on a Haitian setting. This thesis was formu-
lated first in a letter to The Lancet (April 23, 1983, I/8330, p. 983)
by a Harvard virologist; its main statements were that the infectious
agent concerned might have been the swine fever virus (which, like the
human immunodeficiency virus, is a retrovirus) and that it might have
been passed from animals to humans via the consumption of rawmeat,
after which it was further transmitted by sexual contact.

Seen from this perspective (which I detail in the Chapters 3 and 4),
“Haitians” appears less as a discursive accident than as an important
strand in this classificatory network. This category supported a central
thesis about the nature of the infectious agent and played an important
part in narratives of its origins.

“Hemophiliacs” and Blood Transfusions

Although the relationship between “Haitians” and “homosexuals”
was a special one, other categories seemed to be irreconcilable with this
classificatory system. How could “hemophiliacs” be brought into such
a classification? An explanatory model associating them with STDs or
tropical diseases was not available. Their character as a group was not
clear at all; they were not identified by a common ethnic origin or by
a distinct urban lifestyle.

The first reports about persons with hemophilia A diagnosed with
Pneumocystis carinii pneumonia were published by the CDC weekly
bulletin in mid-1982. Against the background of a classification pro-
vided by the risk categories already in operation, hemophiliacs were
first presented as clearly distinct, then as similar in diagnosis, and
afterwards as part of the same classification. One report stated that
hemophilia A patients diagnosed with Pneumocystis carinii pneu-
monia were “all three heterosexual males; none had a history of
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intravenous drug abuse” (MMWR, July 16, 1982, 31/27, p. 365); they
were presented as “a 62-year-old resident of Westchester County, New
York . . . a 59-year-old lifelong resident of Denver, Colorado, and a pre-
viously healthy 27-year-old lifelong resident of northeastern Ohio”
(pp. 365–6).

They were spatially distinct from the existent “risk groups,” which
included cases located in New York City, Los Angeles, andMiami. The
editorial note concluded that the three patients had clinical and im-
munological features similar to those of “homosexuals,” “heterosexu-
als who abuse IV drugs,” and recent Haitian immigrants. Therefore, it
was the same immune deficiency, which in turn suggested transmission
of an agent through blood products (MMWR, July, 16, 1982, 31/27,
p. 366). The representation of risk as spatially distributed played an im-
portant role in the construction of etiologic and epidemiologic models
of the infectious agent and took the form of risk maps showing which
cases were to be found in what cities and boroughs, ordered according
to zip codes. This was a combination of epidemiologic models of an
infectious agent transmitted through the environment and models of a
sexually transmitted disease (more about this topic in Chapter 5). In
this context, it was relevant to construct hemophiliacs as a distinct risk
category by taking into account spatial location.

The stress placed on spatial distance and dispersion was meant to
support the thesis of “transmission of an agent through blood prod-
ucts” (without direct sexual contact), among others. Because one of
the main epidemiological models of the time stressed social environ-
mental factors, located in cities such as New York, San Francisco, and
Los Angeles, the spatial isolation of persons with hemophilia A was
an argument for a different etiology. Six months later, another CDC
report emphasized again the spatial distance and dispersion of persons
with hemophilia A diagnosed with opportunistic infections and cellu-
lar immune deficiency. It was stated that data about the patients did
not suggest infection through personal contact with homosexuals, drug
users, or Haitian immigrants. Their only common feature was transfu-
sion with factor VIII concentrate (MMWR, December 10, 1982, 31/48,
p. 644).

The cases discussed here were “a 55-year-old severe hemophil-
iac from Alabama . . . a 10-year-old severe hemophiliac from Pennsyl-
vania . . . a 49-year-old patient from Ohio, and a 52-year-old severe
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hemophiliac from Missouri” (pp. 644–5), respectively. Thus, the new
risk group matched neither (1) previously known means of transmis-
sion nor (2) the direct contact model. Two classifications are actually in
operation here: one lies along a “sexual activities, drug usage, travel,
and residence” axis, and the second lies along a “contact with each
other, with homosexuals, with illicit drug abusers, or with Haitian im-
migrants” axis. Each classification matches a risk group with a trans-
mission path. The new risk category had not only special spatial at-
tributes, but also a lack of direct contacts. Although blood components
are not explicitly declared a means of transmission, all other known
possible ways were excluded. Spatial dispersion, lack of direct contact,
and diversity, in their turn, support blood components as a means of
transmission: “inmost instances, these patients have been the first AIDS
cases in their cities, states, or regions. They have had no known com-
mon medications, occupations, habits, types of pets, or any uniform
antecedent history of personal or family illnesses with immunological
relevance” (MMWR, December 10, 1982, 31/48, p. 652).

At the beginning of 1983, a different way of presenting the
“hemophiliac risk group” appeared. It introduced a distinction be-
tween hemophiliacs diagnosed before and after the Acquired Immuno-
deficiency Syndrome was discovered. The hemophiliacs from “before”
were active and mobile, due to medical advances. Danièle Carricaburu
and Janine Pierret (1995, 1992, pp. 9–25) confirm, for the case of
France, that the medical discourse has constantly presented hemophil-
iacs as the result of medical technology. This had allowed “risk” to be
defined as a technical feature of “product damaging.” It is interesting to
note that “hemophiliacs” sustained not only the thesis of transmission-
at-a-distance, but also of the transmission of the infectious agent
through ordinary, occasional transfusions. A clinical report about
transfusion-associated immunodeficiency in an infant asserted that
the widespread occurrence of AIDS (i.e., in several risk groups) sug-
gested accidental transmission through blood products (The Lancet,
April 30, 1983, I/8331, p. 956).

Presenting the “lifestyle” of persons living with hemophilia as a
product of medical advances and transfusion technology was not a
new turn in the medical discourse. New in this context is the shift from
the initial undifferentiated construction of “hemophiliacs” as spatially
isolated, immobile, and dispersed (all elements which contrasted it to
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the other risk categories and sustained the thesis of transmission-at-
a-distance) to a new distinction. This shift, along with reports about
transfusion-related immunodeficiency cases,3 led to a redefinition of the
group risk, as leading to loss of lifestyle, on the one hand, and on the
other hand as a technical risk, actually associated more with the trans-
fusion technology than with the group as such. The “hemophiliac”
group was consequently given a double status. It was still considered
a risk group and retained its place in the risk classifications, but be-
cause risk was also understood as technology-related, this group was
presented as a victim of technology.

This double status led to a double moral status, based on the dis-
tinction between self-induced risks (as in the case of the other estab-
lished “risk groups”) and externally induced risks, such as those faced
by hemophiliacs (Miller 1992; Patton 1989; Carricaburu and Pierret
1992). The individual is responsible for self-induced risks, but not for
externally induced ones. In the first case, it is his/her duty to know
about the consequences of his/her actions; in the second case, the indi-
vidual has to rely on the knowledge of other social actors. This double
status reverses Niklas Luhmann’s distinction between risk and danger,
discussed in the introduction: blame is placed upon persons at risk,
whereas persons in danger are exempted from blame.

Another effect was the distinction between technological (trans-
fusion-related) and group risks. From 1983 on, clinical reports and
articles on hemophiliacs with opportunistic infections and/or AIDS
did not discuss transfusion technology. One exception4 was seen in a
short-lived argument in the medical literature about whether US blood
products imported to Europe were safe or not. It did not concern trans-
fusion technologies, focusing instead on US blood products contam-
inated by risk donors. This argument was that the infectious agent
was transmissible through blood products. “Risk donors”5 had to be
identified making use of the existent risk classification.

A closer examination of how this was achieved shows the role of
rhetorical devices in building up a double status for risk. The first

3 See for example MMWR, Dec. 10, 1982, 31, pp. 652–4 and The Lancet, April 30,
1983, I/8331, pp. 956–8.

4 The Lancet, June 30, 1984, I/8391, p. 1455.
5 The Lancet, June 30, 1984, I/8391, p. 1453 and January 29, 1983, I/8318, p. 213;
NEJM, February 21, 1985, 312/8, p. 484.
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reports on persons with hemophilia A stressed their spatial disper-
sion, immobility, and lack of contact – all arguments for transmission
through blood products: “the lives of hemophiliacs have been trans-
formed by advances in treatment during the past decade” as a conse-
quence of “techniques of concentrating and storing [factor VIII].”

Remarkable changes have occurred during the past decade with this program
of self-administration of a factor VIII preparation. It has provided a means of
early and preventive treatment and has minimized hospital admissions among
hemophiliacs. The program has given patients a new degree of freedom and in-
dependence in managing their disease. Besides decreasing the need for hospital
admissions, it has diminished the number and severity of complications. The
availability of concentrates of factor VIII has also allowed safe surgical treat-
ment of acute problems and repair of severe joint deformities. Thus, lifestyle
and life itself have changed for many hemophiliacs. (NEJM, January 13, 1983,
308/2, p. 94)

The article presented hemophiliacs as a compact group, whose
“lifestyle” was the product of a medical technology. It stated that “the
risk associated with exposure to plasma from multiple donors” is not
new and has “long been a concern in the care of these patients” be-
cause of “hepatitis, a common event in the histories of many of these
patients.” The etiology of the syndrome was declared to be completely
unclear: “Whether it is secondary to multiple antigenic exposures, to
a specific transmitted agent or to some other mechanism is not yet
known” (NEJM, January 13, 1983, 308/2, p. 94). The paper’s con-
clusions about hemophiliacs’ risks were that the home-infusion pro-
gram needed revision and that more cryoprecipitates would be used
and risk thus minimized. This meant that physicians should become
more aware of the problems related to blood-parts concentrates. The
choice was between preventing AIDS and preventing the complications
of hemophilia, and AIDS prevention had priority (NEJM, January 13,
1983, 308/2, p. 95).

The study argues for the costlier cryoprecipitate technology, which
excluded self-administration and related single donors to single re-
cipients. But before it came to this argument, the study proposed a
redefinition of risk: it was a “clear fact” that hemophiliacs were at
risk of contracting AIDS. Then it introduced a conditional clause: al-
ternative technologies (i.e., cryoprecipitates) could in the future min-
imize the risks of this category. Although in vitro abnormalities of
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immunoregulation have been shown, case numbers are not statistically
significant “for definitive comparison of the risks of different modes of
treatment.” This actually reverses the initial assertion; it refers now not
to abnormalities of immunoregulation in persons, but to those in blood
samples, without relating the two. Their statistical insignificance does
not allow a definitive comparison of technological risks. In this context,
transfusion technology is seen as being conducive to or as favoring risk,
and not as risk itself. The assertion about the statistical insignificance
of in vitro studies, however, reverses this view in discussing “risks of
different modes of treatment.” The reversal of perspective allows de-
bate about whether transfusion technologies are risky, irrespective of
risk categories.

After the retroviral agent was described as HTLV-III (human
T-lymphotropic virus III) in American and British-authored papers,
and as LAV (lymphadenopathy-associated virus) in French-authored
ones, identifying risk donors decreased in significance andwas replaced
by direct identification of the retroviral agent in blood products.6 Be-
cause the retroviral agent was not immediately accepted (two different
candidates were competing for this role), the debate over transmission
through blood products was prolonged until 1985. In later media de-
bates on contaminated transfusions (the “blood scandals” fromFrance,
the United Kingdom, and Germany), 1985 was presented as a turning
point.7 Because there was no medical knowledge about transmission
through blood products before 1985, nobody could be held responsible
for early transfusions. But this knowledge depended, as shown in the
preceding discussion, on a double risk status. The disjunction of tech-
nological, transfusion-related risk from “hemophiliacs” played a rele-
vant role in this process, until it became possible to identify the retro-
viral agent directly in blood products. Along with “hemophiliacs,”
“transfusion recipients” supported the theory of transmission-at-a-
distance, reinforcing the viral agent model. At the time of the first
reports,8 this theory was not the only one claiming legitimacy.

6 The Lancet, April 7, 1984, I/8380, p. 730 and August 18, 1984, II/8399, p. 397;
NEJM, February 21, 1985, 312/8, p. 483.

7 See, for example, the features in the German weekly Der Spiegel (10/1991, 47/1991,
25/1992, 48/1992) and in the French weekly Le Nouvel Observateur (June 13, 1991).

8 The first report on a transfusion-associated infection in a non-hemophiliac person was
reported inMMWR, Dec. 10, 1982, 31/48, pp. 652–4. On pp. 644–52 the same issue
reported on hemophiliac cases.
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The heterogeneity and complexity of “transfusion recipients”
brought about additional problems: e.g., for infants acquiring immuno-
deficiency as a consequence of blood transfusions, it had to be ex-
plainedwhy such cases were not ascribed to the risk category of infants,
and why the immunodeficiency was an acquired and not a congen-
ital one. Several types of immunodeficiency syndromes in infants
(Nezeloff’s, Di George’s, and others) were known. Their symptoms
were more or less similar to those in cases claimed to be Acquired
Immunodeficiency Syndrome. Similarly, in the case of adults classified
as transfusion recipients, it had to be argued that transfusion was the
only event that could have induced the reported immunodeficiency.
Therefore, classifying reported cases as transfusion recipients had to
begin with declassifying them as other possible cases; also, the donor
had to be classified as a risk too. Thus, a report about an infant with
immunodeficiency (“Acquired Immunodeficiency in an Infant: Possible
Transmission by Means of Blood Products”) declassified the case with
respect to other risk categories and simultaneously asserted a causal
link to them. Because the patient’s parents were heterosexuals, non-
Haitians, and did not use IV drugs, there was no risk group with which
to directly match the infant’s AIDS diagnosis. However, the diagnosis
could be matched with a gay man as a blood donor. This was not a
one-to-one but rather a list-to-list match. The list of blood donors was
compared with that of AIDS patients in the San Francisco area, and a
single match was found (The Lancet, April 30, 1983, I/8331, p. 957).

There were two possibilities: this was a congenital immunodefi-
ciency or an acquired one. The first was excluded on the grounds of
this match. A clinical report of eighteen cases (“Acquired Immuno-
deficiency Syndrome (AIDS) Associatedwith Transfusions”), published
eight months later, presented the modes of transmission according to
the risk classification: between homosexual men, between drug addicts
through needle sharing, and from heterosexual men to their female
partners (NEJM, January 12, 1984, 310/2, p. 69). Its selection of eigh-
teen cases (out of 2157) was legitimated as follows:

Patients with AIDS who did not fit into one of the groups known to have an
increased incidence of AIDSwere investigated. The medical and social histories
obtained included information on receipt of blood or blood products during
the five years preceding the diagnosis of AIDS. If no other potential risk fac-
tors were identified and the patient had previously received transfusions, he or
she was classified as having transfusion-associated AIDS. [ . . . ] Donors may or
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may not experience symptoms or have signs associated with AIDS, but most
donors transmitting the disease would be expected to come from populations
previously recognized as having an increased incidence of AIDS (i.e., homosex-
ual men with multiple partners, abusers of intravenous drugs, persons born in
Haiti, or patients with hemophilia). Using the definition of a high-risk donor
(a person belonging to a group at increased risk for AIDS or having a reversed
ratio [<1.00] of T-helper to T-suppressor lymphocytes), we identified a sin-
gle high-risk donor during each of the initial investigations, regardless of the
number of donors. (NEJM, January 12, 1984, 310/2, p. 70)

The classification of donors reproduces exactly that of the risk cat-
egories (although a hemophiliac as a blood donor may seem prob-
lematic), and the newly created category of “high-risk donor” actu-
ally matches the whole classification. The chain is constructed both
through one-to-one correspondence (there is one “high-risk donor”
corresponding to every recipient) and through category-related corre-
spondence (other categories correspond to one distinct risk category).

In the articles analyzed here, the selection of cases (from large sam-
ples)was legitimated by risk categories and, at the same time, reinforced
them. Besides the circular character of this procedure, it is striking that
the heterogeneity of the classification hinders neither its continuous en-
largement, nor its use in apparently contradictory situations. Rather,
it is precisely this heterogeneity that makes the classificatory system so
plastic. Cases that may seem irrelevant with respect to sexual orienta-
tion are classified with respect to ethnic origin, or drug use, and vice
versa.

Declassifying transfusion recipients (as “homosexuals,” “Haitians,”
and so forth) in order to reclassify them became common; the construc-
tion of causal links illustrating the thesis of transmission-at-a-distance
of the infectious agent was common as well.9 “Transfusion recipients”
were thus constituted through a complex set of rhetorical operations,
similar to those that served for the construction of other categories –
analogies with hemophiliacs, declassification, and causal chains based
on indexical and category-related correspondences.

The criterion of mutual exclusivity (i.e., hemophiliacs being non-
homosexuals, non-Haitians, and vice versa) played a central role as

9 See also NEJM, January 12, 1984, 310/2, p. 115; The Lancet, January 14, 1984,
I/8368, p. 102.
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a device for building up risk groups here. However, it must be seen
for what it is, namely as a device for classifying that does not reflect
the complex reality of social groups. That this criterion cannot have
empirical relevance is convincingly proven by the empirical study of
Carricaburu and Pierret (1992, pp. 97–155), who have shown that real
people actually do not accurately mirror “risk classifications.” Their
research was conducted with French hemophiliacs who were also HIV
carriers. Although some of them were heterosexuals, others had same-
sex or bisexual relationships. In these cases, it was impossible to give
a clear-cut account of the relationship between HIV infection and a
single transmission path (sexual or transfusion-related). Nevertheless,
these persons chose a unique identity as a way of accounting for how
they had becomeHIV carriers: some identified themselves as hemophil-
iacs, whereas others stressed their sexual orientation. Persons diag-
nosed with HIV tried thus to recompose their identities around these
classifications, so that they could “pass” for members of a clearly de-
fined “risk group.” These recompositions of identity (Carricaburu and
Pierret, 1992, pp. 201–11) not only were conducted with respect to
the present and future, but also implied a reconstruction of the past,
so that a person retrospectively ascribed herself to a “risk group.” On
the other hand, physicians used these classification devices continually
to manage clinical diagnoses: in this way, classifications appear as a
tool for managing disease used by patients and physicians alike. These
classifications have concrete consequences for the ways in which peo-
ple consulting a physician perceive (or shape) their identities, as well
as for how physicians evaluate and diagnose their patients.

Out of Africa: “Africans” and Kaposi’s Sarcoma

Another “ethnic” group playing a similar role, but with far larger con-
sequences, is the “African risk group.” “Africans” as a medical cat-
egory was related to rare, tropical infectious diseases (Prims 1986;
Patton 1989; Seidel 1992). In the late 1960s and in the 1970s, the term
“Africans”10 was frequently used in reporting and describing a num-
ber of virally induced diseases (Marburg disease, Ebola fever, African

10 They were understood in this context as the populations from sub-Saharan Africa.



86 AIDS, Rhetoric, and Medical Knowledge

yellow fever); sub-Saharan Africa was generally presented as a (poten-
tially unlimited) reservoir of disease (an image reinforced by the media
reports on the outbreak of the Ebola virus in the late 1990s).

In contemporary epidemiological models, the “African pattern”
means the transmission of HIV at accelerated speed through sexual
contact from male to female and from female to male, as well as the
transmission from mother to child.11 Like “Haitians,” the category
“Africans” has been a matter of heated controversies, attracting accu-
sations of racism (Treichler 1992; Chirimuuta and Chirimuuta 1989;
Kitzinger and Miller 1992). Several studies have highlighted ethnic bi-
ases and racial prejudices in the media treatment of “Africans” (e.g.,
Patton 1993). In his ethnographic study of AIDS in Tanzania, Philip
Setel (1999, p. 21) has characterized the epidemiologic knowledge base
of AIDS in Africa as “a hodgepodge of figures from different kinds of
studies among numerous population subgroups in scattered locations.”

As in the case of “Haitian AIDS,” media accounts have tried to
identify a geographic origin of the syndrome and to explain it on the
grounds of local “socio-medical” factors. These accounts have been
criticized because the blame was laid (directly or indirectly) on a num-
ber of ill-conceived risk categories, suggesting biased health policies.
On the other hand, media narratives of the origins of AIDS have gen-
erated counter-models: these claimed, among other things, that ho-
mosexual American tourists brought the virus to Africa from North
America and not the other way around (Chirimuuta and Chirimuuta
1989).

In the present context, the relevance of “Africans” lies not primarily
in the study of media-generated biases (however important these may
be for the public perception of AIDS), but in this category’s key role
with respect to the causal models of the acquired immune deficiency.
This category supported a series of narratives which framed the thesis
of a viral agent; it also supported narratives of the origins of AIDS,
which left an indelible print on today’s epidemiological models. Con-
temporary attempts at providing alternative explanations of how the

11 See Brown et al. 1993; Stine 1993; Barnett and Whiteside 2002, pp. 55–7; Stevenson
2001, p. 319. See also the features from popular magazines such as the German Der
Spiegel (4/1990, 9/1991, 25/1991) or the French Le Nouvel Observateur (June 28,
1990 and November 30, 1989).



The Economy of Risk Categories 87

HI-viruses appeared (e.g., Hooper 2000a, p. 19; 2000b, p. 73) still
stick with this framework, even when giving it a different twist.

The first clinical reports on “Africans” or “Black Africans” with
an acquired immune deficiency were published in the spring of 1983,
almost two years after those on the first risk groups. “Africans” had al-
ready played a role in the presentation of Kaposi’s sarcoma as new and
problematic, when it was asserted that KS was usually seen in Equato-
rial Africa, in an aggressive form similar to the one reported from New
York and Los Angeles. From March 1983 onward, a series of articles
described cases of opportunistic infections in Europe-based Africans as
fulfilling the CDC criteria of AIDS.12 A month later, cases of African
patients examined years before in Zaire were retrospectively diagnosed
as AIDS cases. A Danish surgeon who had worked in Zaire until the
mid-1970s and died in Europe in 1977 got the same retrospective diag-
nosis.13 A year later, cases of Kaposi’s sarcoma among natives in Zaire,
Zambia, and Uganda were reported as indicative of AIDS.14 In these
reports, “Africans” as a category was introduced as new, distinct, and
formerly unseen. This category was related to some important new
developments: (1) the re-presentation of past cases as having actually
been AIDS cases and (2) the reworking of the initial classification.
The first development, although not exclusively related to “Africans,”
made it possible to push the origin of the disease further into the past,
asserting that AIDS had been present in Africa for a long time and
had ancestral origins. The second, not less interesting, development
shows that Kaposi’s sarcoma was differently presented and negoti-
ated at different moments in the discourse: in the beginning it played
a decisive role in constructing risk categories (the KS seen in North
American patients looked like, but was not, the old KS seen in African
patients). Later, the old KS, which looked like, but was not, the new
Kaposi’s sarcoma, became the new“new”KS.Differentmedical entities
were constituted out of fairly similar symptoms and clinical signs.

More generally, the retrospective description of clinical cases as
AIDS cases, which identifies the origins of infection in a more or less

12 The Lancet, March 19, 1983, I/8325, p. 642 and March 26, 1983, I/8326, p. 701.
13 The Lancet, April 23, 1983, I/8330, pp. 925–6.
14 The Lancet, June 16, 1984, I/8320, pp. 1318–20; March 17, 1984, I/8377, pp. 631–2,

and March 3, 1984, I/8375, pp. 478–80.
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remote past, was used for negotiating the definition of disease and var-
ious transmission models. A paper published by The Lancet in 1986
(May 31, I/8492, p. 1279) pushed back evidence for HTLV-III/LAV
as far as 1959. In the case of a Frenchman who was diagnosed with
AIDS in Paris in 1983, the moment of infection was presented as a
blood transfusion received four years earlier in Haiti – that is, in 1979
(The Lancet, October 15, 1983, II/8354, p. 883). The thesis of trans-
mission by blood transfusion was supported by the reconstruction of
a past event as the original moment of infection, and by connecting it
to a risk category. The absolute origin of AIDS, as the place where the
infectious agent was born a long time ago is unequivocally related to
“Africans” (see, for example, Science, March 20, 1992, 255, p. 1505).

At first glance, the construction of “Africans” seems not to differ
very much from that of other categories: it is introduced by presenting
a classification in which they are not homosexuals, hemophiliacs, or
transfusion recipients. They have been healthy and have a new form
of immunodeficiency:

Acquired immune deficiency syndrome (AIDS) has been described in homo-
sexual or bisexual men, in drug addicts, in hemophiliacs, and in Haitian im-
migrants. To our knowledge there is no report of AIDS and opportunistic in-
fections in previously healthy Black Africans with no history of homosexuality
or drug abuse. (The Lancet, March 19, 1983, I/8325, p. 642)

After data on the patients’ residence and their “good socioeconomic
status,” the opportunistic and viral infections, and the laboratory
results, the paper asserted that “these patients fulfilled all the criteria
of AIDS.” But the criteria, which are supposed to be grounded in the
description of opportunistic and viral infections, gain their relevance
only as correlates of the risk classification. It is precisely risk categories,
their mutual exclusiveness, and the incompatibility of the new category
with other disease definitions that allow for “criteria of AIDS” and for
opportunistic infections as being AIDS-related. Conversely, these crite-
ria make “Black Africans, immigrants or not . . . another group predis-
posed to AIDS.” Relevant in this respect are the transformations in the
regime of representation. “Africans” begins with “previously healthy
Black Africans with no history of homosexuality or drug abuse”; then,
it becomes “Black patients seen in Brussels and who were from Central
Africa.” Toward the end, it becomes “Black Africans, immigrants or
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not,” defined as a “group predisposed to AIDS.” This is the new risk
category to be added to the classification. In arguing for unusual im-
munosuppression in Africa, medical papers reinforced categories al-
ready in use: they argued that, because homosexuality, promiscuity,
drug use, or transfusion were unknown in the reported cases, the whole
of Central Africa “might be an endemic zone for the AIDS agent.”15

Moreover, because AIDS had been reported in a “Black Malian who
had never been to Central Africa,” the epidemiological frontiers of
AIDS were open.16

In other instances, “Africans” were used to argue for a certain infec-
tious agent: Robert Gallo used them for his human T-lymphotropic
virus III (HTLV-III), and Luc Montagnier used them for the
lymphadenopathy-associated virus (LAV). A paper authored by Luc
Montagnier and his team opened with a direct invocation of the spe-
cial position of “Africans” in the classification:

Evidence of a role for retroviruses in acquired immunodeficiency syndrome
(AIDS) has been supported by the isolation of a new human T-lymphotropic
retrovirus (lymphadenopathy-associated virus; LAV) from high-risk popula-
tions such as homosexual men with lymphadenopathy syndrome and from
AIDS patients such as a young hemophiliac. [. . .] Many cases of this disorder
reported in Europe since 1983 have been in Black patients from Central and
Equatorial Africa or Whites who have traveled in this area. They have none of
the usual risk factors. Clearly, the isolation of LAV in AIDS patients from the
African group, which has geographical, ethnic and epidemiological character-
istics distinct from those of the other AIDS risk categories, would be strong
support for its role in the disease. (The Lancet, June 23, 1984, I/8391, p. 1383)

The competition (in the form of a paper by Robert Gallo and his
team, published a year later) answered in a similar way; the special
character of the “African” risk category legitimates HTLV-III. Usually,
AIDS occurred in homosexuals, bisexuals, IV drug users, their infants,
female sexual partners of men with the syndrome, Haitians, and pa-
tients with hemophilia. But it had been recently reported in Africa,
where there was a high prevalence of KS. KS in African children was
similar to KS in homosexual men with AIDS. HTLV-I (the first human
retrovirus identified by Robert Gallo) was highly frequent in Central

15 The Lancet, April 23, 1983, I/8330, pp. 925–6.
16 The Lancet, October 29, 1983, II/8356, p. 1023 andMarch 17, 1984, I/8377, p. 631.
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Africa too (Science, March 1, 1985, 227, p. 1036). Hence, HTLV-III
is the causal agent of AIDS. The components of this argument were:
(1) dissociation between “Africans” and other risk categories, which
reinforces again the special character of the former; (2) association be-
tween AIDS-related KS and African KS, which reinforces the special
character of “Africans”; (3) HTLV-I is present in Central Africa; and
(4) HTLV-I and HTLV-III belong to the same family. Conclusion: the
distinctiveness of “Africans” and the copresence between them and a
human retrovirus support another retrovirus as the causal agent.

A particular role in making “Africans” an older, special category
was played (and not only here) by the “African” Kaposi’s sarcoma as
the new, AIDS-related KS; this reconfiguration supported the idea that
KS (and AIDS too) were much older, endemic phenomena in Equato-
rial Africa. The identity of the viral agent is supported by the special
position of “Africans;” conversely, the African origin of the viral agent
reinforces this position. Under these circumstances, “Africans” was a
much more stable category than “Haitians.” The logic of classifica-
tion did not require homogeneity; in other words, categories were not
included by virtue of certain intrinsic properties, but were defined ad
hoc. According to this logic, cases of women and infants of African
origin were also classified as “Africans,” whereas other similar cases
were classified as “Haitians,” “women,” or “infants.” Similarly, cases
of homosexual patients of Haitian origin were classified as “Haitians”
and not as “homosexuals.”

Why Women Were “Discovered” So Late

In January 1983, cases of women with opportunistic infections
were clinically described under the heading “Female Sexual Partners
of Males with Acquired Immune Deficiency Syndrome” (MMWR,
January 1983, 31/52). In December 1982, cases of infants with op-
portunistic infections and immune deficiencies were reported under
the heading “infants” (MMWR 31/49). Previous reports about op-
portunistic infections and immune deficiencies in women and children
ascribed them to risk categories such as “Haitians” or “transfusion
recipients.” In spite of early identification, such cases were classified as
“risk groups” only in the mid-1980s. This time sequence, among those
for other categories, is in contrast to that for “Haitians,” which was
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introduced early and remained a category for two and a half years.
Sociologists and cultural critics have tried to explain this paradox ei-
ther as the effect of moralization (Perrow and Guillen 1990), or of a
gender bias (Treichler 1999; Patton 1990). The first explanation es-
sentially claims that the stigma associated with “homosexuals” led to
the peripheralization of other risk groups. Women and infants were
simply ignored because the strong stigmatization of homosexuals mo-
nopolized the attention. The second explanation is that biomedical
representations of AIDS were actually gender biased, leaving little or
no place for women as a “risk group”: AIDS was seen as an essentially
male sexual disease with lethal effects, whereas cases of women were
a kind of secondary effect.17 Consequently, they were affixed to the
category to which their male partners belonged – i.e., as drug users,
Haitians, or sexual partners of bisexual males. According to this logic,
cases of infants were classified according to the mothers’ status.

The problem with this account is that it is not clear whether AIDS
was represented exclusively as a male sexual disease. The empirical evi-
dence seems to inform this thesis: intravenous drug users and hemophil-
iacs were not represented as gendered, being part of the classification
system all the time. Moreover, the syndrome acquired different mean-
ingswith respect to “Haitians,” “Africans,” and “homosexuals”: AIDS
was presented as a tropical disease, as an endemic state, as related to
tribal practices, and much more. Consequently, the place women occu-
pied in the economy of discourse seems to be more complex; although
for a long time they were represented as “secondary effects,” this does
not completely account for them being first ignored and then made into
a risk category.

Looking more closely at the first reports and articles on cases of
women with opportunistic infections and immune deficiency, we can
see that they relate to other risk categories in a specific way. Consider
for example the first clinical descriptions. They established a classi-
fication for “opportunistic infections or Kaposi’s sarcoma (or both)
associated with the acquired immune deficiency syndrome (AIDS) in

17 Authors such as Paula Treichler have convincingly shown that the biomedical dis-
course included a gender bias, AIDS being represented as a male sexual disease related
to the “homosexual lifestyle.” The question is whether this bias is characteristic of
all medical representations of AIDS. Treichler, like other authors, seems to adopt this
view, but she restricts her analysis mostly to the “homosexual risk group.”
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previously healthy persons,” which included “white male homosexuals
living in urban areas,” “heterosexual intravenous drug abusers, a dis-
proportionate number of Haitian immigrants, and a small number of
hemophiliacs” (NEJM, May 19, 1983, 308/20, p. 1181). Accordingly,
the possible causes were defined as “environmental and host factors,
including viral or other transmissible agents, illicit drug use, and genetic
factors.” The main claims were that:

The distribution of the syndrome best fits the hypothesis that AIDS is caused by
a biologic agent transmissible by a variety of routes, including sexual contact
and intravenous injection. To define further the populations affected with this
syndrome and explore the possible role and routes of transmission of a biologic
agent, we studied the regular female sexual partners of our male patients with
the syndrome. (NEJM, May 19, 1983, 308/20, p. 1181)

We encounter several rhetorical strategies here: first, the paper intro-
duces the classification as a framework for representing (1) AIDS and
(2) the possible causes, which are of an environmental and/or genetic
nature. Two contradictory statements are joined: that the exact cause is
unknown and that there are environmental and/or genetic causes. Fur-
ther, (3) the risk classification (“actual distribution”) sustains the thesis
of a biologic agent transmissible by different routes. Thus, (3) actually
denies (2) and states that a unique agent is the cause of AIDS, on the
basis of (1), so that when it comes to formulating the explicit aim of
the paper, this already requires taking the unique agent hypothesis for
granted.

(1) The construction of a new risk category is announced before
it actually begins (“define further the populations affected”); (2) then
the thesis of the biological agent is taken for granted; (3) it is defined
with respect to the transmission routes; and (4) after this definition,
the new risk category is given a name – i.e., “female sexual partners.”
These four steps can be grouped in the construction of (1) a new risk
category and (2) the biologic agent, supported by the representation
of transmission routes. At the same time, “female sexual partners” are
the grounds for representing transmission routes (it is affirmed that
they were studied to define the latter). At a time when the viral model
(sexual transmission) clashed with the environmental one (contagious
transmission), “female sexual partners” was a strong argument for the
former.
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Further on, the article stated that the women were exclusively het-
erosexual, did not use IV drugs, and did not inhale drugs; they did
not manipulate drug paraphernalia, were monogamous, and practiced
(with the exception of a minority) only vaginal intercourse. By con-
trast, their male partners used IV drugs, and one of them had had
homosexual encounters (NEJM, May 19, 1983, 308/20, p. 1182).

The category of “women”was coextensivewith “female sexual part-
ners,” as the negation of “male partners.” The discussion section stated
that risk factors like promiscuous male homosexuality and illicit drug
use were absent in the women reported by the study: “None were
Haitian and none had hemophilia. The only common risk factor we
could identify in all the subjects was prolonged monogamous contact
with a male patient who had documented AIDS” (NEJM, May 19,
1983, 308/20, p. 1183). If one resists the temptation of ruminating
about women who were neither male homosexuals nor hemophiliacs,
one can see that “women” (or “female sexual partners”) as a risk are
part of a system which defines them by exclusion from any of the
other categories. At the same time, they serve to represent (and con-
firm) a transmission route. The article states that “subjects who are
sexual partners of heterosexual men with AIDS are at risk of acquiring
the syndrome.” This is repeated twice: “this syndrome is transmissi-
ble from men to their female sexual contacts” and the “study suggests
that AIDS may be sexually transmitted between heterosexual men and
women” (NEJM, May 19, 1983, 308/20, p. 1184).

This reveals a more complex situation than that of simply ignoring
cases of women with opportunistic infections and immune deficien-
cies. “Women” is coextensive only with “female sexual partners” here,
and the latter is meant as an instrumental representation of a means
of transmission. This can work only if female “sexual partners” are
at the same time a link in transmitting the disease, a way of transmit-
ting the infectious agent per se, and a “risk” integrated in the given
classification.

Other reports proceeded in a similar way: they first presented the
cases as “steady sexual partners of males with the acquired immune
deficiency syndrome” and of risk groups (MMWR, January 7, 1983,
31/52, p. 695), as “heterosexual patients who could not be included in
any of these known risk groups” (JAMA, September 9, 1983, 250/10,
p. 1310), “wives of patients with ARC and AIDS,” and “female sexual
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partners of male members of high-risk groups” (JAMA, October 18,
1985, 254/15, p. 2094). Women were “steady sexual partners” or had
“only one sexual partner,” “only had sexual relations with [her] hus-
band” “limited to genital intercourse” (JAMA, September 9, 1983,
250/10, p. 1310) or “vaginal–penile intercourse” (JAMA, October 18,
1985, 254/15, p. 2095). The infectious agent was “transmitted sexually
or through other intimate contact” (MMWR, January 7, 1983, 31/52,
p. 698); a “new transmissible agent . . . spread parenterally and through
sexual contact in a fashion similar to hepatitis B” (JAMA, September 9,
1983, 250/10, p. 1312). This allowed AIDS to be identified first in
risk groups like the “bisexual, homosexual, and drug-abusing popula-
tion.” From them, the immune deficiency would spread via heterosex-
ual contacts, but at a diminishing rate, in the “general population.”
Because risk factors are characteristic to risk groups, the general popu-
lation does not know risk factors (JAMA, September 9, 1983, 250/10,
p. 1312).

“Female sexual partners of males with AIDS” stood for one-way
transmission. Other models relied on completely different categories,
such as “prostitutes,” “Haitians” or “African” women. These were
gender categories and subdivisions of “Haitians” or “Africans” at the
same time (The Lancet, March 17, 1984, I/8377, p. 631). Whereas
“female sexual partners” supported male-to-female transmission,
“Haitian” and “African” women supported two-way transmission,
albeit in a complex way, depending on whether they were presented as
prostitutes or not (JAMA, March 15, 1985, 253/11, p. 1571). More-
over, the latter two categories supported the argument that the immune
deficiency was expanding in several directions. In turn, “prostitutes”
stood as an intermediary link in a heterosexual male-to-male trans-
mission model. “Mothers with known risk factors” upheld the model
of vertical transmission.18 These categories relied on different ways of
presenting male and female sexual organs with respect to the infectious
agent and its action.

Because “normal sexual intercourse”was constantly associatedwith
spouses (who were the only women having “normal intercourse”), it
was an argument against female-to-male transmission. Transmission

18 JAMA, May 6, 1983, 249/17, p. 2350 and August 3, 1984, 252/5, p. 643; NEJM,
January 12, 1984, 310/2, p. 76.
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of the infectious agent from female to male is possible only if the male
partner’s penis is bruised (as a consequence of past or present STDs).19

Another argument was that anal intercourse is more infectious than
vaginal intercourse: this infectiousness increases when one is having sex
with an unknown person. But because anal sexual intercourse is not a
great risk factor for heterosexuals, the choice of sexual partner is more
important. This, again, marginalized “spouses” with respect to female-
to-male transmission (JAMA, April 22/29, 1988, 259/16, pp. 2430–
31). Besides, female-to-male transmission reported from Africa simply
did not match “western culture”:

Evidence cited in support of female-to-male transmission is unsubstantiated.
Maternal-to-infant transmission of HTLV-III is not analogous to a sexual route
of transmission [ . . . ] Moreover, data fromZaire, where a 1:1 sex ratio of AIDS
cases (there is a 9:1 male–female ratio in New York City) may be consistent
with female-to-male transmission, do not necessarily apply to Western culture.
In central Africa, the role of unsterile needles in the spread of HTLV-III remains
unclear. Furthermore, citing the presence of HTLV-III infection in prostitutes
does suggest male-to-female spread or IV acquisition of infection; it does not
substantiate female-to-male spread. (JAMA, April 4, 1986, 255/13, p. 1704)

Prostitutes were then the main argument in favor of female-to-male
transmission. They were a “reservoir” of the infectious agent, from
which men got infected. The term “reservoir” was used in reports in
a double sense: on the one hand, metaphorically, designating an ac-
cumulation of infection in this particular “risk group.” Thus, “prosti-
tutes constitute a reservoir of HIV, particularly in Central Africa” (The
Lancet, July 16, 1988, II/8603, p. 164) and “female prostitutes could
be an important human reservoir of HTLV-III among the heterosexual
population” (JAMA, June 21, 1985, 253/23, p. 3378). “African pros-
titutes” had (unspecified) “abnormal sexual practices” (The Lancet,
July 16, 1988, II/8603, p. 164), which could facilitate female-to-male
transmission. On the other hand, prostitutes were a “reservoir” in the
literal sense of the word, with the sperm of customers being deposited
in their vagina and directly infecting further clients. They were reser-
voirs of STDs, facilitating the infection of their clients (JAMA, 1986,
April 4, 255/13, p. 1704), susceptible to “loss of epithelial integrity”

19 See JAMA, Dec. 13, 1985, 254/22, p. 3177; also,NEJM, Feb. 13, 1986, 314/7, p. 417
and Oct. 30, 1986, 315/18, p. 1167.
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(that is, bruises of the vagina) which could ease transmission of the
virus:

The associations between certain sexually transmitted diseases and HTLV-III
antibody in the prostitutes are of interest. These results are consistent with
those of a case-control study, which identified a significant correlation between
AIDS in homosexual men and a history of syphilis or a reactive microhemag-
glutination assay for T. palladium. It may be that epithelial integrity is an
important barrier to viral transmission and that diseases such as gonorrhea,
chancroid or syphilis, which cause mucosal or squamous epithelial discontinu-
ity or bleeding, are risk factors for AIDS virus infection. (NEJM, February 13,
1986, 314/7, p. 417)

Because female sexual organs were little more than a reservoir of
toxic sperm, it was only logical that the latter was the immunosup-
pressive agent. Female sexual organs (and hence the female body) were
much more suited for dealing with sperm than the male body, which
produced it but had no natural mechanisms to filter the sperm’s tox-
icity, as does the female body. Therefore, women received, deposited,
and passed on infectious sperm (which could not penetrate the double
barriers of the vagina). The female body was presented not so much as
being affected by the infectious agent, but as a kind of store where the
latter is deposited over fairly long periods of time and then passed over
to male bodies through sexual contact. Women as stores and carriers of
sexually transmitted infectious agents was hardly a new concept in the
medical discourse on sexually transmitted diseases (Treichler 1988a);
medical representations of female sexuality have been entangled with
moral judgments and stigmatization of prostitution at least since the
nineteenth century (see, e.g., Bernheimer 1989). Cultural representa-
tions of female prostitution, and of the prostitutes’ bodies, were thus
adapted and embedded in the economy of the risk categories.

Women’s “natural resistance” to sperm was challenged twice: once
in the mid-1980s, by the concurrent two-way transmission model,
according to which the infectious agent was transmitted both ways,
although at different speeds (JAMA, October 18, 1985, 254/15,
pp. 2094, 2096). The thesis of two-way transmission at different speeds
was also reinforced by the theory that sexual contact might not be the
only form of “intimate contact” that could lead to transmission. Other
contacts, such as kissing, could lead to infection with the virus. At
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the beginning of the 1990s, this thesis was challenged a second time,
when women were presented as naturally vulnerable to sperm. This
theory operated on reversed premises – i.e., that under certain circum-
stances the female sexual organs might actually be badly equipped for
handling sperm and the infectious agents it carried.20 This “natural
vulnerability” was illustrated by “African women”; they were vulner-
able to sperm because of the sexual techniques through which they in-
creased sexual satisfaction (techniques of tightening the vagina), their
“amoral” or “promiscuous” sexual life with many partners, and ritu-
als such as female circumcision.21 The thesis of “immunosuppressive
sperm” was challenged by the viral agent in the mid-1980s and was
reconfigured in the context of “homosexual” risk practices (or factors)
at the beginning of the 1990s (see Meyer-Bahlburg et al. 1991). As
Philip Setel (1999, p. 184) has convincingly shown, stigmatizing no-
tions such as “promiscuity” or “prostitution” do not adequately apply
to the situations of many young African women, who have been dislo-
cated from their traditional village contexts and had to find newmeans
of subsistence in the precarious context of menial trades and services.

We can thus see that there was no unique and coherent etiologic
model based on “women.” This fact, among others, can explain the
paradox of reporting cases without making them into a risk category.
And with several subcategories sustaining different, contradictory
models, there could hardly be a single, consistent “women” category.
“Female sexual partners” supported only male-to-female transmission
because they were supposed to have only one steady, already infected
sexual partner. “Female sexual partners,” “spouses,” and “mothers
with known risk factors” supported “infants” as a distinct category, but
they were a strong counterargument to transmission through “house-
hold contact” (JAMA, March 15, 1985, 253/11, p. 1573), a thesis sus-
tained by the first reports on “infants.” “Prostitutes” sustained the idea
of a “reservoir for HTLV-III infection for heterosexually active indi-
viduals” (JAMA, Oct. 18, 1985, 254/15, p. 2096). “African” women,
in turn, meant that the infectious agent circulates by both of these

20 See, for example, NEJM, August 20, 1992, 327/8, p. 572; also, JSTD, 1992, 20,
pp. 96–9.

21 NEJM, July 18, 1985, 313/3, p. 182; Science, Nov. 21, 1986, 234, p. 955 and
March 14, 1986, 231, p. 1236.
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means – a theory upheld by reports of Kaposi’s sarcoma in women pa-
tients of African origin (the new, immunosuppression-related KS was
considered to be male-specific).

“Infants at Risk”

Cases of infants with opportunistic infections and immune deficien-
cies (unrelated to transfusions) were signaled only very shortly before
“female sexual partners” of men with AIDS. In the beginning, these
categories were sometimes represented as separate, sometimes as re-
lated. It looked as if in some cases infants and newborns could acquire
the immune deficiency on their own, independently of their mothers’
immune deficiency or of transfusions. Infants of Haitian origin were
presented as “Haitian”; being affected by the Acquired Immunodefi-
ciency Syndrome as a newborn did not automatically mean that the
mothers were presented as a related category – that is, as “mothers-
with-AIDS” (NEJM, April 7, 1983, 308/14, p. 842). In the mid-1980s,
newborns and infants with the acquired immune deficiency were pre-
sented as “infants” and related systematically to “mothers with known
risk factors.” They supported the vertical transmission of the infectious
agent, and a horizontal one (male sexual partner to mother). Thus, in-
fants were sometimes treated as “infants” and sometimes as something
completely different; sometimes they supported a specific transmission
model, and sometimes they were an additional argument for a given
category.

Immune deficiencies in newborns and infants have been known for
a long time; several syndromes of congenital immune deficiencies, such
as Di George’s, Nezelof’s, Wiscott-Aldrich’s, and SCID (severe com-
bined immunodeficiency disease) were known and described at the
time when the first cases of infants were reported. Acquired immune
deficiencies in infants and newborns were considered to be, among
other things, a consequence of poor diet and living.22 Both congeni-
tal and acquired immune deficiency syndromes in infants lead to the
appearance of various opportunistic infections and the depletion of
blood cell populations. At the beginning of the 1980s, papers describing

22 See, for example, AIM, 1973, 79, pp. 545–50; JP, 1974, 85, pp. 717–23.
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“cell-mediated immune defects” (AJDC, 1980, 134, p. 824), “immuno-
logically compromised children” (AJDC, 1980, 134, p. 1149) or “an-
tibody deficiency” (AJDC, 1981, 135, p. 618) were frequent in pe-
diatric journals. These syndromes were characterized (in the context
of AIDS) as “well-defined,” “rare, poorly characterized” (MMWR,
December 17, 1982, 31/49, p. 667), “recognized laboratory patterns
for known congenital immune defects” (JAMA, May 6, 1983, 249/17,
p. 2347), “readily diagnosable,” and “sporadic and of uncertain eti-
ology” (The Lancet, April 30, 1983, I/8331, pp. 957–8). The problem
was to present opportunistic infections and laboratory findings indica-
tive of immunodeficiency in infants as AIDS-related, and not as related
to other syndromes of pediatric immune deficiency. One could suppose
that “infants” appeared in this context as a consequence of laboratory
evidence and arguments made about the specific characteristics of the
opportunistic infections – in other words, that it was derived from
and enforced by “facts.” But let us examine how the first report from
MMWR presented “Unexplained Immunodeficiency and Opportunis-
tic Infections in Infants – New York, New Jersey, California.”

The case descriptions stated the ethnic status of infants (Black/
Hispanic, Haitian, andWhite), followed by short descriptions of Pneu-
mocystis,Mycobacterium avium-intracellulare, andCandida infections
(MMWR, December 17, 1982, 31/49, pp. 665–6). The mothers of the
infants were described according to residence and to the “sociodemo-
graphic profile” – that is, according to ethnic status, drug abuse history,
and prostitution history. The editorial note stated that the nature of the
immune dysfunction is “unclear” and compared it with other congen-
ital immunodeficiency syndromes described in children (Di George’s
and Nezelof’s). It also asserted that “they [the immunologic features
of high-normal or elevated immunoglobulin levels and T-lymphocyte
depletion] have, however been described in a few childrenwith variants
of Nezelof’s syndrome.” The conclusion was that:

It is possible that these infants had the acquired immune deficiency syndrome
(AIDS). Although the mother of the infant in case 1 was not studied immuno-
logically, her death from PCP was probably secondary to AIDS. The mothers
of the other three infants were Haitian or intravenous drug abusers, groups
at increased risk for AIDS. The immunologic features described in the case
reports resemble those seen both in adults with AIDS and in a child reported
to have developed immunodeficiency following receipt of blood products from
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a patient with AIDS. [. . .] Although the etiology of AIDS remains unknown,
a series of epidemiologic observations suggest it is caused by an infectious
agent. If the infants described in the four case reports had AIDS, exposure
to the putative “AIDS agent” must have occurred very early. [. . .] Transmis-
sion of an “AIDS agent” from mother to child, either in utero or shortly after
birth, could account for the early onset of immunodeficiency in these infants.
(MMWR, December 17, 1982, 31/49, p. 667)

The whole structure of the argument is (1) to make an assertion (that
a patient has AIDS), (2) to then state it as a possibility, (3) to then deny
it as a mere possibility on the grounds of the given classification, and
(4) to state similarities with immunologic features in the classification.
Simultaneously, it is stated that: (1) the cases belong to this classifi-
cation, (2) therefore, it is the same disease. The first line of argument
negates the opening assertions of the “editorial note” and excludes
the immune deficiency from being a congenital syndrome. The second
line of argument concerns the etiology of AIDS. It is made possible
by the classification of the immune deficiency as AIDS. It first states
that the etiology is unknown, and then negates this statement by as-
serting that (1) there is a causally acting infectious agent (2) supported
by epidemiologic observations. Afterward, it states that early exposure
to the infectious agent depends on whether the described infants had
AIDS. This is already taken for granted, and the argument takes the
form of a syllogism. The transmission (i.e., the “early exposure”) is “ei-
ther in utero or shortly after birth” and accounts for the early onset of
immunodeficiency. Simultaneously, this is used as a counterargument
to the possibility of a congenital syndrome. Thus, the thesis of a new
(intra- or extrauterine) means of transmission is the result of a complex
string of arguments which, paradoxically enough, identify the reported
cases as instantiations of given risk classifications.

“Facts” such as opportunistic infections or laboratory evidence for
depletion of blood cells are presented here in a classificatory frame that
actually made them possible as “facts” and as evidence for AIDS. In
turn, they enforce the classification, along with “infants” as empirical
evidence. The possibility that laboratory findings and clinical symp-
toms are related to other congenital or acquired immune deficiencies
appears as incompatible with the frame and is rejected. Journal ar-
ticles argued that the association between malnutrition, poor living,
and immune deficiencies was known for many years, whereas that



The Economy of Risk Categories 101

between AIDS and the reported symptoms in the “children’s commu-
nities” was new (JAMA, May 6, 1983, 249/17, pp. 2348–9). This news
was a strong argument for AIDS in infants. Others argued that the
observed immune deficiency was not congenital; it was like the one re-
ported in homosexuals and drug addicts (JAMA, May 6, 1983, 249/17,
pp. 2353–4). Several cases had been initially diagnosed with Nezelof’s
syndrome, a diagnosis which had to be revised. The means of contest-
ing such diagnoses was to assert that syndromes such as Nezelof’s were
unknown and contested in the medical community (JAMA, August 3,
1984, 252/5, pp. 642–3). Because the report of such symptoms in chil-
dren coincided with the appearance of AIDS, the coincidence itself was
a powerful argument in favor of anAIDS diagnosis (NEJM, January 12,
1984, 310/2, p. 80).

This reversed the characterization of pediatric immune deficiencies
as well known or well defined and put them on a par with AIDS. Both
were unknown; consequently, they could not be distinguished from
each other. This reversal transformed AIDS – one might say with a
single stroke – into a pediatric immune defect. Relevant here is the fact
that the classification of the reported cases is paralleled by a reclassifi-
cation of AIDS as another form of immune deficiency. When children
and infants are no longer “Haitians” or “offspring of drug abusers,”
it becomes important to redefine AIDS too, so that it can fit the new
category. The two – “children” and “pediatric AIDS” – become now
mutually reinforcing, without affecting the meaning of “adult AIDS.”

The result of these transformations in the line of argument – i.e., a
new category in the risk classification based on the empirical evidence –
is the premise allowing the argument to unfold from empirical evidence
to its conclusion (Pêcheux 1975).

“Infants” as a distinct category was confronted with pediatric im-
munodeficiency syndromes that have similar opportunistic infections
and symptoms; therefore, “infants” could not have the syndromes
they can have as infants. The possibility of congenital immune defects
(Nezelof’s and Di George’s syndromes) was mentioned in articles. Lab
results were compared both to known pediatric immune syndromes
and to the risk group of “homosexuals and drug addicts with AIDS.”
The classificatory frame, however, made it possible to present the syn-
drome as a distinct pediatric disease and as a variety of AIDS at the same
time. Later reports used the expression “pediatric AIDS” to designate
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this double status, which was usual throughout the 1980s. A clinical
report stated that “the hypothesis that these children (i.e., the cases de-
scribed) have a pediatric form of AIDS is most strongly supported by
associations with adults with AIDS” (JAMA, August 3, 1984, 252/5,
pp. 642–3), thus using risk classification as the strongest argument.
Writing in the comment section about the fact that some children were
initially diagnosed with Nezelof’s syndrome, the report concluded:

A few of the children included in our survey had a provisional diagnosis of
Nezelof’s syndrome, a variant of severe combined immunodeficiency (SCID).
This syndrome, when originally put forth, was described as a condition of
cell-mediated immunodeficiency in a child with embryonic thymus. There is
disagreement in the literature as to the diagnostic criteria for Nezelof’s syn-
drome, and rather than being considered a distinct entity, it is characterized
as a variant of SCID. [ . . . ] Nothing is known of the etiology of Nezelof’s
syndrome. Until a specific diagnostic test for either Nezelof’s syndrome or pe-
diatric AIDS becomes available, a clear distinction between these two entities
may not be possible. (JAMA, August 3, 1984, 252/5, p. 643)

The report pleads here directly for “pediatric AIDS” as a variety of
Nezelof’s syndrome, and therefore as a pediatric disease; at the same
time, it invokes risk classification as the strongest argument for the
described condition being a form of AIDS. (The paper refers through-
out to the difficulties of diagnosing congenital infection and congenital
immune deficiency.)

The paradox is that to show that infants do have the acquired im-
munodeficiency syndrome, they have to be presented as non-infants,
and if they are presented as infants, then it cannot be shown that they
have AIDS. Conversely, AIDS in “infants” has to be the Acquired
Immunodeficiency Syndrome of the adult risk categories and, at the
same time, a pediatric syndrome distinct from other pediatric syn-
dromes. Thus, “infants” are similar to “women,” where the central
risk figure is supported by different representations that are parallel
and at times contradict each other.

This explains why AIDS historians had the impression that “in-
fants” and “women” were latecomers, neglected or inconsistent, al-
though they were in fact central categories enforcing theses such as
the universal or the vertical transmission of the infectious agent. They
were actually a multiplicity of discourses running in different direc-
tions, intersecting, and retaining traces of each other. Their manifold
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and contradictory character made possible central claims about AIDS
as having universal, two-way, or vertical transmission.

Classification Practices and the Meaning of AIDS

Did these classification practices produce different meanings for AIDS?
If one takes into account only the official definitions provided by the
Centers for Disease Control and Prevention and by the World Health
Organization (which have also changed several times over the past
two decades), the answer is no. According to these definitions, there are
precise criteria (periodically updated) for diagnosing AIDS (McGovern
and Smith 2001, p. 33). The official definition of the syndrome seems
to provide a precise meaning for the Acquired Immunodeficiency Syn-
drome. It is grounded in empirical evidence (provided by lab results)
for the presence of antibodies to the HI-viruses and/or the presence of
opportunistic infections. The definitions of AIDS have also been differ-
entiated according to the laboratory technology available in different
countries. We now have an advanced definition of AIDS, appropriate
for technologically developed countries, and a less advanced one, for
the less developed countries. This sometimes gives occasion for open
controversies about the interpretation of opportunistic diseases, or
about whether there is actually any opportunistic disease at all (Crystal
and Jackson 1992; Miller 1992). Nevertheless, the definitions (and
hence the meaning) of the syndrome do not seem to be shattered by
such incidents, assuming that the advanced definition always works in
advanced countries, and the less advanced one works in less advanced
countries. Upon closer examination, this very definition appears to be
not only a matter of negotiation, but also rhetorically constituted.

I briefly discuss here an empirical example that shows how themean-
ing of the retroviral agent and the definition of the syndrome are con-
stituted. The reported case is one of a patient whose death has been
diagnosed as due to renal failure. The report simultaneously negotiates
two different, contradictory aspects of the case: it contests the diagno-
sis of renal failure and argues that the official definition of AIDS should
be enlarged to cover apparent cases of renal failure:

It is recognized that renal failure leads to impairment of host defenses, includ-
ing cell-mediated immunity. Therefore, the occurrence of Pneumocystis carinii
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pneumonia or other opportunistic infections in a patient with preexisting renal
failure would not meet the case definition for AIDS. A patient seen recently at
our clinic illustrates this problem. [ . . . ] This patient was a member of a group
(intravenous drug abusers) clearly at risk for AIDS and had one of the char-
acteristic opportunistic infections, the characteristic immunodeficiency and a
positive ELISA for antibodies to the causative virus. It was assumed that he had
infection caused by HTLV-III/LAV, and he was treated accordingly. However,
because of renal failure he did not meet the case definition for AIDS. (NEJM,
May 22, 1986, 314/21, p. 1386)

We encounter here a strong argument: antibodies to HTLV-III/LAV
were identified through a test. But the problem is whether these an-
tibodies were produced as a reaction to the retrovirus entering the
body after an immune impairment caused by renal failure, or whether
renal failure was a consequence of the presence of HTLV-III/LAV in
the body. The first possibility means rejecting the causal role of the
retrovirus, which appears only as a consequence of an already existing
immunodeficiency. The dilemma cannot be decided on the grounds of a
laboratory test for antibodies to HIV. The two claims of the paper are
mutually exclusive: if the patient did not die of renal failure, an exten-
sion of the definition would not be necessary, and if the definition has
to be extended, then it would not be necessary to contest it anymore.
Nevertheless, the article actually succeeds in supporting both claims.
First, it contrasts renal failure to AIDS and stresses similarities with
other cases (impairment of host defenses); then, it defines the patient
in a way that denies a relationship between renal failure and IV drug
consumption. The latter, as a risk factor, is associated with AIDS. Thus,
renal failure is conducive to immunosuppression, which in turn leads
to Pneumocystis pneumonia. This excludes the case from being AIDS.
This argument is contradicted by a second: belonging to a risk group,
taken along with the presence of PCP, immunosuppression, and the
positive result of the ELISA test, makes the case for AIDS. The con-
junction is at the same time an implication: belonging to a risk group
means that Pneumocystis, immunosuppression, and a positive ELISA
test mean AIDS.

Thus, (1) renal failure as a diagnosis is denied and (2) an incon-
sistency of the AIDS definition is emphasized. The definition does
not succeed in covering consistently the risk group to which it refers.
The device of risk manages in this case to (1) enforce a classification,



The Economy of Risk Categories 105

(2) successfully challenge a possible causal model, (3) argue for an alter-
native model, and (4) demand a revision of the definition. The identity
of the retrovirus, its role in the immune deficiency, and the significance
of the test are enforced by an apparently paradoxical rhetorical move:
contesting and reconstructing the definition of AIDS with the help of
“risk.” This shows that risk groups are not derived from the definition
of the disease; the latter is dependent on how one operates with risk
groups. Although the definition as such does not explicitly refer to risk,
but rather to opportunistic infections and to test results, what counts
as relevant is negotiated and decided by using the device of risk.

The construction of categories such as “homosexuals,” “Haitians,”
“hemophiliacs,” or “Africans” did not necessarily imply presenting the
syndrome in one and the same way everywhere (Brandt 1988; Gilman
1993). “Haitians” and the first accounts of a virus passing the barrier
between animals and humans relied on a tropical setting. In “homosex-
uals,” the infectious agent was tied to histories of sexually transmitted
diseases, sexual acts, and frequencies of sexual contacts. These are only
two examples of how the meanings of the syndrome vary depending
on risk classifications.

With respect to “homosexuals,” AIDS took the meaning of a sex-
ually transmitted disease supported by the history of other sexually
transmitted diseases, the environment of sexual contacts, the “sexual
lifestyle,” and the spatial organization of sexual acts. Even the retrovi-
ral agent was presented as the agent of a sexually transmitted disease
and, simultaneously, of an immune deficiency. It could induce immune
deficiency only if it induced STDs. On the one hand, AIDS was pre-
sented as a syndrome and therefore as a general condition that led
to the further development of various diseases and infections. On the
other hand, it was ascribed the status of a sexually transmitted disease.
Opportunistic infections such as Pneumocystis pneumonia or Kaposi’s
sarcoma were represented as sexually transmitted diseases, related ei-
ther to sexual orientation or to a known sexually transmitted agent.23

The first reports on opportunistic infections and Kaposi’s sarcoma,
while presenting them as new and problematic phenomena, stressed
the significance of the sexually transmitted cytomegalovirus and sexual

23 JAMA, March 26, 1982, 247/12, p. 1741 and April 2, 1982, 247/13, p. 1861.
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orientation. Several epidemiologic studies took hepatitis B (as a sexu-
ally transmitted disease) as a pattern for AIDS in the “homosexual”
group; this similarity supported the idea of a viral agent. Interestingly
enough, the possibility ofmultiple, simultaneousmeans of transmission
(present in the hepatitis B model) was ignored, although it meant that
a virus can be transmitted through sexual contact and blood transfu-
sions at the same time. Reports argued instead for sequential transmis-
sion, first through homosexual contact and then through transfusions.
Hepatitis B–modeled AIDS remained essentially a sexually transmitted
disease.

The virus was transmitted first through homosexual, as well as
heterosexual, contacts and afterward through IV drug consumption
(shared needles) and blood transfusion. Frequency of sexual contacts
among homosexuals played a key role as a trigger of this chain reaction
(NEJM, January 12, 1984, 310/2, p. 69). However, risk-specific gender
differences made it very difficult for the infectious agent to be trans-
mitted through heterosexual sex.24 Hence, the syndrome had a double,
paradoxical status: it was a particular condition of the immune system,
leading to various diseases and infections, and a group-specific sexu-
ally transmitted disease, explained through special risk factors. One
might believe that such theses have long since been abandoned and
constitute nothing more than a kind of historical curiosity now. This
is in fact not the case. I show in Chapter 3 how the “resistant vagina”
thesis was replaced by that of the “fragile vagina” in the late 1980s and
early 1990s. The contraposition of the former (i.e., the “fragile anus”
thesis) was still used in the 1990s in prevention research, with results
that sometimes seem absurd. Thus, a study on “risk behaviors” pub-
lished in 1991 (Meyer-Bahlburg et al. 1991, pp. 18–9) correlated
different types of sexual acts in HIV-positive and HIV-negative “ho-
mosexuals” with blood cell counts. The results were that CD4+ lym-
phocytes correlated positively with unprotected anal sex and that the
CD4/CD8 ratio was positively correlated with the variables “troubles
with climax” and “troubles with ejaculation.”

My argument here is that the view of AIDS as an STD has led to spe-
cific approaches in prevention research and policies that do not always

24 JAMA, May 6, 1983, 249/17, p. 2372 and January 13, 1984, 251/2, pp. 240–1.
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seem to be very effective. As recently noted,25 this approach does not
work at all well with gay people in their early and mid-twenties. The
STD-based prevention policies represent condoms as a means of pro-
tection against STD and AIDS. Condoms help prevent the unwelcome,
scary consequences of infection. Although this scare-based strategy
worked well with earlier generations (which had direct, concrete expe-
rience of what it means to live with HIV and AIDS), it remains abstract
and ineffective in younger generations, which may not perceive con-
doms as protection against AIDS anymore.

Classifications as Boundary Objects

Another effect of this classification system was that at least in certain
instances it brought together scientists from various disciplines. It cre-
ated a frame inwhich heterogeneous research interests and perspectives
could talk to each other. The property of scientific objects of accom-
modating heterogeneous interests, time horizons, and perspectives is
expressed by the notion of boundary object (Star 1989, p. 47). Bound-
ary objects can be engineering blueprints, software codes, maps, or
classifications (but not only these). They are heterogeneous, expand-
able, and recombinable. They are not given once and for all, but are
continuouslymodified in the process of their use. Due to their plasticity,
they can be used by scientific practitioners from different disciplines,
thus enabling scientific cooperation and the production of knowledge.
At least in the case of “pediatric AIDS,” the classification of AIDS risk
displays the properties of a boundary object.

Even if the association STD/AIDS has been noticed and discussed by
sociologists, the significance of AIDS for the risk group of infants and
children has remained relatively obscure and neglected. Children were
a paradoxical group: they were presented as belonging to a known
category (such as “Haitians,” “Africans,” or “drug users”) and as a
special category at the same time. Apparently, the description of op-
portunistic diseases, infections, and symptoms was uniform. For many
cases of children and infants, the diagnostic of Acquired Immunodefi-
ciency Syndrome was accompanied by the description of opportunistic

25 See Erica Goode: “With Fears Fading, More Gays Spurn Old Preventive Message.”
The New York Times, August 19, 2001. Section 1, p. 1.
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infections and other diseases. The blood cell count was a ubiquitous
argument. Laboratory results of antibody tests for HTLV-III, LAV, or
HIV appeared later (and were discussed at various times in various
journals), so that until 1988–9 arguments relied mainly on cell counts
and laboratory evidence for opportunistic diseases. Another important
factor was the evolution of the diagnosed opportunistic infections and
their response to treatment. This is a widely established canon in clin-
ical reports; its significance here was augmented by the necessity of
showing the problematic or different character of the respective infec-
tions, or their resistance to therapy. Against this background, reported
cases were classified according to the parents’ ethnic status, addiction,
social situation, weight, and developmental milestones, all mixed to-
gether (JAMA, May 6, 1983, 249/17, pp. 2351–2). Openings also con-
tained short descriptions of the mothers’ risk status (“drug addict,”
“promiscuous,” “alcoholic,” “heroin addict”), which reclassifies the
cases as belonging to different risk categories.

The classifications were followed by detailed descriptions of the
opportunistic infections, the infants’ actual condition and, occasion-
ally, the therapy. At first sight, there is nothing unusual about the
case descriptions; but such mixed-up classifications in the case open-
ings project the opportunistic infections and diseases against the back-
ground of typical infant diseases. Data about birth weight and preg-
nancy term, along with “normal developmental milestones,” created
a pediatric frame for the descriptions of infections (JAMA, May 6,
1983, 249/17, p. 2356). At the same time, case descriptions opened
up the possibility of reordering cases according to the mother’s risk
status. They created thus two representational tracks, one pediatric
and one AIDS-related, so it became easy to shift “infants” back and
forth between them. This also allowed shifting the description of clin-
ical symptoms back and forth between the two tracks (JAMA, May 6,
1983, 249/17, p. 2354).

“Acquired Immunodeficiency Syndrome in infants,” equated with
“pediatric AIDS,” became a condition with a double status: an infant-
specific disease and at the same time one characteristic of the risk group
background. It was made possible by the abandonment of “household
risk” in favor of integrating households or families in risk areas (that is,
in risk categories). The “household risk” thesis did not compare the de-
scribed immune deficiency symptoms in infants with known congenital
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immunodeficiencies, but rather considered only the possibility of the
said symptoms being due to neglect and malnutrition. This possibility
was rejected because poverty, neglect, and malnutrition in children had
been present for a long time,while theAcquired Immunodeficiency Syn-
drome was recent (JAMA, May 6, 1983, 249/17, p. 2348). The double
status of infants was maintained until the end of the 1980s, well af-
ter serologic evidence for antibodies to the retrovirus became possible.
Cases of children with opportunistic infections were continuously pre-
sented against the background of adult risk groups.26 The expressions
“infants at-risk” and “mothers at-risk,” or “at-risk population,” were
used simultaneously inmedical articles at the end of the 1980s,meaning
one and the same thing: the ascription to established risk categories.
Infants were designated as being at risk (which made them a some-
what autonomous category) and at the same time as “at-risk infants,”
which ascribed them to pre-existing categories. Individual case presen-
tations retained the form discussed previously: the openings created
a pediatric frame (developmental milestones, birth weight, pregnancy
term, infant-specific diseases),27 against which the syndrome was to
be evaluated. Nevertheless, the ambiguity of the distinctions between
the diagnosis of “pediatric AIDS” and that of congenital immunodefi-
ciency syndromes, between adult and pediatric AIDS, was clear in later
clinical reports and articles:

The major difficulty in diagnosis of HIV infection in infants results from pla-
cental transfer of maternal IgG to the fetal circulation, thereby preventing
accurate diagnosis by routine enzyme-linked immunosorbent assay or Western
blot. (AJDC, 1989, 143, p. 1147)

The paper acknowledged the difficulty of a “conclusive diagnosis
of congenital infection”: a clear-cut identification of the immune defi-
ciency as acquired or congenital was difficult for practitioners. At the
same time the presence of antibodies to HIV was regarded as a mere
confirmation of the mother’s status (AJDC, 1989, 143, p. 1151). The
double status of acquired immune deficiency in infants also made it
possible to argue for perinatal (or vertical) transmission of the infec-
tious agent as an additional means of transmission, complementing

26 See for example AJDC, 1988, 142, p. 29 and 143, pp. 775, 1147.
27 See AJDC, 1988, 142, pp. 32–3.



110 AIDS, Rhetoric, and Medical Knowledge

the model of horizontal transmission (sexual and through blood/blood
products). In turn, vertical transmission reinforced this double status,
providing a satisfactory explanation for how an adult disease could be
transformed into an infant one.

This rhetorical strategy made it possible to bring researchers with
quite different interests into the same cognitive frame: it connected
AIDS researchers, mainly oriented toward male adults, with pedia-
tricians, who were interested in children’s and infants’ diseases and
immune deficiencies. A common frame for discussion and debate was
created for specialists who otherwise would not have had any contact
and continued to work separately. Moreover, in introducing a problem
(Is there a pediatric AIDS?), it legitimated the collaboration between
different fields of expertise.

From this perspective, it can be argued that this strategy (distributed
over several articles), with its double representational track, indecisive-
ness, openness, and multiple and continuous reclassifications, acted as
a boundary object in the sense described by Star and Griesemer (1989):
it brought together specialists from different medical fields, created a
common pool of problems and expectations, legitimated a research
area, and contributed to the coordination of knowledge production.

How Classifications Work

How do these classifications work? How do they produce knowledge?
A classical argument about classifications is that the categories with
which people make sense of the natural world mirror their social or-
ganization (Durkheim 1965 [1915]). In other words, social actors rep-
resent natural phenomena according to the categories in which they
structure their lives. These categories are stable and orderly; therefore,
they allow social actors to produce stable, reliable knowledge about
the natural world.

Themedical representations of the Acquired Immunodeficiency Syn-
drome, of its accompanying symptoms, and of its character as a new
disease were certainly framed by classificatory operations which pro-
duced risk categories. The historically determined cultural background
of these categories played a significant role here. At the same time,
their plasticity is surprising: classifications were not made according
to a strict definition or scheme, but rather according to the ad hoc
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requirements of concrete contexts of argumentation. The completely
heterogeneous character of the risk categories was not a hindrance, but
rather a significant element in advancing the thesis of a new immune
deficiency. Categories were not monolithic; they were made up of vari-
ous, and not seldom contradictory subcategories. As previously shown,
“women” comprised several subcategories, supporting contradictory
representations of how the causal agent worked.

Therefore, we cannot conceive of classifications as consisting of
given, immutable categories, in the way Émile Durkheim and Marcel
Mauss (1963) saw them operating in “primitive societies.” In the
Durkheimian tradition, Mary Douglas (1992b, p. 263) sees the cat-
egories according to which the natural world is classified as an unam-
biguous, “perfect notation system” on which theories are built. The
classifications examined here, however, are neither clear-cut nor im-
mutable. Rather, classifications are hybrids, in the sense that they mix
up formal and informal, clear-cut and fuzzy criteria (Bowker and Star
1999, p. 54).

The view I propose here is a practice-ground one: we should not
see classifications as sets of categories, but rather as networks of clas-
sificatory operations. These operations stabilize and expand the clas-
sificatory system by making it plastic and adaptable. In the course of
these transformations, categoriesmay change locally, while the stability
of the system as such is increased. In the economy of AIDS risk cate-
gories, definitions and characterizations of particular groups changed
all the time; this, however, did not affect the stability of the system.
Risk categories continued to be used in medical articles well into the
1990s.

A helpful analogy may perhaps be provided here by thinking of the
ways in which viruses survive and adapt by changing small portions of
their protein structure. Classifications may be said to possess the same
property of effecting local, context-bound changes. This allows them
to remain stable, reproduce, expand, and absorb various, even contra-
dictory explanatory models. It is not so much logical coherence, un-
derlying general principles, and immutability that make classifications
work. Rather, it is adaptability, local changeability, expandability, and
absorption of contradicting categories. As I show in Chapter 3, classi-
fications played an active role in the hybridization and transformation
of causal and epidemiologic explanations, as well as in controversies
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about the AIDS infectious agent. A key criterion for their epistemic
success and relevance was the ability to support heterogeneous repre-
sentations of the agent.Without this ability, little additional knowledge
could be gained. As it turned out, the classificatory system was able
to support not one, but several (contradictory) representations. How,
then, did this happen?



3

The Etiologic Agent and the Rhetoric
of Scientific Debate

The Sociology of Scientific Debates

In this chapter, I show how the system of risk categories generated
and supported a number of contradictory theses about the etiologic
agent. One of the first questions arising here is: how were these theses
debated in medical articles? Did they unleash a controversy? How was
it resolved, and what factors played a role in this process?

Scientific controversies have been studied intensively in the sociology
of science (e.g., Collins 1988; Latour 1988; Barnes, Bloor, and Henry
1996). A scientific controversy is usually understood as “a publicly and
persistently maintained dispute . . . concerned with a matter of belief”
(McMullin 1987, p. 51). It implies an ongoing disagreement, with con-
tinuing argument and counterargument, usually on two sides. These
sides have public exchanges, so that the scientific community can judge
the case. In many cases, scientific controversies involve the replication
of a key experiment (Gieryn 1999); the mobilization of material, social,
and cultural resources; or changes in group competencies and social re-
lations as major factors influencing the controversies’ outcomes.

Some controversies are decided in a couple of months or even weeks;
others may take several years or even decades. Controversies may be
resolved or closed: in the first case, the scientific community agrees
on the merits of the case. In the second case, there is no community
agreement, yet the topic at stake becomes less important, slips quietly
out of the limelight, or does not receive the material and time resources
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it needs to be resolved. A scientific disagreement or debate is different
from a controversy: although they are public, scientific debates do not
involve a direct challenge to one thesis by its opposite (McMullin 1987,
p. 53). Several positions may be involved in scientific debates: these
positions are not necessarily clear-cut, and resolution may not always
take the shape of an unequivocal decision. Generally speaking, debates
may involve beliefs, attitudes, or both. Scientific debates, however, are
mostly concerned with beliefs about the nature, way of working, or
properties of an entity.

Because debates, as well as controversies, imply the public expres-
sion of beliefs, they are intrinsically tied to the use of argument and
persuasion. They require the public presentation of data and facts, the
formulation of hypotheses, and the construction of ties from these hy-
potheses to the conclusion. Students of scientific controversies (e.g.,
Latour 1988; Clarke 1990; Pickering 1995) have stressed the role
played by (1) themobilization of various resources, including rhetorical
ones, and (2) the negotiation of problem boundaries. These elements
are relevantwith respect to how a scientific explanatorymodel becomes
dominant while others are rejected.

The first element essentially means that capacity of scientific per-
suasion depends on the weight of the assets a scientist can accumulate:
these include journal articles, but also laboratory probes, instruments,
research money, social relations, and her position at a prestigious re-
search center. The more persuasive means a scientist has, the better
she will disseminate her results in the community. In the case of a de-
bate or controversy, she will be able to tip the balance in her favor
by using these resources. The second position claims that the defini-
tion of scientific problems and the distinctions between different kinds
of problems and between problems and non-problems are not given
but rather subject to negotiations in the scientific community. In fact,
scientists spend a great deal of time tracing these boundaries (Galison
1996a). Deciding what is a scientific problem and what is not plays a
decisive role in many scientific controversies; therefore, scientists will
seek to persuade the community of their definition of the problem.
In this respect, again, rhetorical resources are used to define prob-
lems and to trace boundaries between science and non-science and
between the relevant and the irrelevant, in order to win debates and
controversies.
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Therefore, an important feature of the sociology of scientific de-
bates is examining the rhetorical resources and strategies, as well as the
broader cultural representations, that intervene in debates in the scien-
tific community. In this chapter, I analyze the debates about the nature
of the etiologic agent of AIDS. In Chapter 4, I focus on the full-fledged
scientific controversy about the discovery of the HI-virus.

The common wisdom is that it took a long time to identify the
etiologic agent of AIDS as a human (retro)virus because of the extraor-
dinary complexity of the syndrome; that at first there were several
hypotheses about the nature of the agent, mere errors in the devel-
opment of medical knowledge. In time, the empirical (that is, lab-
oratory) evidence led to the correct identification of the retrovirus.
Some notions about “risk factors” (such as those concerning the role
of amyl nitrites) may have initially led medical researchers up a dead-
end street, but in the end the human retrovirus was almost unani-
mously accepted as the causal agent. There was of course some messy
controversy between Dr. Robert Gallo and Dr. Luc Montagnier, but
this is secondary with respect to the unanimous acceptance of the
retrovirus idea.

AIDS historians consider that, in the mid-1980s (when the retroviral
agent was identified), the notion of “risk factors” replaced that of “risk
groups” (Oppenheimer 1992). This replacement played an important
role in the identification of the HI-virus because it allowed more accu-
rate representations of how it entered the body and how it acted upon
the immune system. Therefore, the shift from a focus on collective to in-
dividual behavior stimulated the advance of medical knowledge. Most
of the time, “risk factors” have been interpreted as forms of (sexual)
behavior (Wermuth, Ham, and Robbins 1992; Meyer-Bahlburg 1991;
Estep, Waldorf, and Marotta 1992; Connors 1992): the sexual behav-
ior of men who have sex with men (equated by most empirical studies
with “homosexuals”), the sexual behavior of African women, that of
sex workers, and that of intravenous drug users. But it is not at all clear
whether “risk factors” ever actually did surplant “risk groups”: both
have continued to be used to date.

Between mid-1981 and mid-1983, two clusters of etiologic models
were dominant: (1) viral and (2) environmental models. After mid-
1983, a hybrid emerged, combining elements of the two. The re-
sult is known today as the explanatory model of a family of human
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retroviruses (human immunodeficiency viruses), whose effects on the
immune system are favored (and accelerated) by a series of factors.
The first reports of Kaposi’s sarcoma stipulated a viral cause for this
skin cancer form; opportunistic infections such as PCP, in turn, were
clearly associated with an immune deficiency. Bringing together KS
and opportunistic infections contributed to a model in which a viral
agent, favored by sexually transmitted diseases, led to an immune de-
ficiency. This infectious agent affected certain categories, according to
their specific “risk factors”; these provided the facilitating environ-
ment in which the agent could affect the immune system and pass from
individual to individual.

Viruses and Lifestyles

The environmental model asserted that the agent responsible had to be
sought in the social environment of “risk groups.” This environment
consisted of category-specific “risk factors,” which were sufficient and
necessary conditions for the immune deficiency. The viral agent was
related to the “history of sexually transmitted diseases” of risk groups,
which was either directly associated with the infectious agent (as in
the cytomegalovirus thesis) or constituted the antecedents of the viral
infection. A “history” of STDs was also considered proof of multiple
sexual partners. The “disease history” of the body was understood
as being the social history of the patients and as providing a profile of
their risk. Environmental discourses stressed risky “lifestyles,” circum-
scribed by certain social spaces. The use of inhalant drugs and sexual
practices in baths or in clubs were seen as being intrinsic to the defi-
nition of risk groups, as constituting their social environment, and as
being the cause of the immunodeficiency.

After mid-1983, environmental risk factors were seen as related to
a viral agent, irrespective of whether there was a history of sexually
transmitted diseases. The result was that the viral agent thesis was
reinforced by behavior- and lifestyle-determined, group-specific “risk
factors.” These were seen as forms of (sexual and non-sexual) behavior
produced in and by a social environment favorable to the transmission
of the human retrovirus. An example: throughout most of the 1980s,
female sexual organs were considered a biological environment much
more resistant to HIV than the male sexual organs of “homosexuals.”
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Because of this natural resistance, it was very improbable that the virus
could pass into blood through the vaginal walls. At the beginning of the
1990s, when the rates of infection among women rose, it was argued
that the female sexual organs are much more sensitive and vulnerable
to infection than the male sexual organs (Brown, Ayowa, and Brown
1993). But thismade it difficult to explain how the virus could be passed
from women to men. “Women” were overwhelmingly represented as
receivers or “reservoirs” of the retrovirus; an account was needed for
how they managed to pass it to men, if penises are more resistant. The
“history of sexually transmitted diseases” made it possible to explain
how the virus could get through the cuts and sores of the penile skin and
enter the bloodstream. The differences in the “natural vulnerability” of
heterosexual men and women were thus constituted as translations of
the differences in the nature and character of risk factors. On the one
hand, therewas the “female vulnerability,” provoked by environmental
factors (circumcision rituals, sexual practices of “African” women,
and so forth); on the other hand, there was the “male vulnerability,”
determined by the history of STDs.

Another significant aspect of this model was the spatialization of
risk factors. These were initially conceived as given by the history of
sexually transmitted diseases. The environmental model saw them as
spatially arranged factors – that is, as forms of behavior that in certain
social spaces are specific to each “risk group.” Thus, the risk behav-
ior of the “homosexual” risk group was produced in clubs, bars, and
saunas. That of IV drug users was given by the shooting galleries.
For Africans, it was remote rural places. Spatial models of contagious
agents were not a novelty: they have been used since the nineteenth
century in order to make sense of contagious diseases such as diphthe-
ria, typhus, or tuberculosis (Hardy 1993). The environmental model
was to a large extent similar to these action-at-distance models: all as-
serted that the social environment propagated the immune deficiency.
It is no coincidence that theses such as “household transmission” or
“transmission through casual contact”1 were formulated in this model.
Relevant in this context is that the STD model was combined with a
contagious one – a hybridization with important consequences for the
idea of a retroviral agent.

1 See JAMA, May 6, 1983, 249/17, pp. 2345–49 and Sept. 20, 1985, 254/11, p. 1429.
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Against this background, a series of puzzles arises: how was it pos-
sible that two such contradictory models should appear and coexist
(for a while at any rate) in the same system of categories? The differ-
ences between the “viral agent” and the “lifestyle” theses have long
been noted by commentators; however, the fundamentally different as-
sumptions on which they rely have not been discussed in detail. Their
hybridization appears then even more puzzling. How was it possible
to combine them? In the case examined here, however, the “lifestyle”
model was not completely rejected; rather, some of its key elements
became incorporated in explanations of how the viral agent worked.

Scientific Knowledge, Debates, and the Financing
of AIDS Research

In many cases, the debates between proponents of the viral and the en-
vironmental thesis, respectively, did not take the form of open contro-
versies, with each party explicitly attacking the opponents’ arguments.
Rather, these debates were conducted as oblique attacks on the funda-
mental assumptions of the opponents. In mid-1983, the debates gained
in significance, due to the decision of the U.S. Public Health Service
to spend an extra $14.5 million on AIDS research. Critics pointed
out that, actually, these were not additional research funds but money
taken from other research programs and redirected to AIDS research
(Nature, August 11, 1983, 304, p. 478). The problem was determining
onwhichAIDS research topics thismoney should be spent. At about the
same time, in August 1983, the Subcommittee on Intergovernmental
Relations and Human Resources of the U.S. House of Representatives
held a series of hearings on AIDS research, where passionate arguments
were made for research funding.2

The decision to redirect the research money came at a time when (1)
theAIDS research community still debated the viral vs. the environment

2 The Reagan administration had been strongly criticized for its lack of interest in fund-
ing AIDS research and for ignoring the social dimensions of the epidemic. The hearings
before the Subcommittee on Intergovernmental Relations andHumanResources of the
U.S. House of Representatives assembled prominent AIDS researchers and activists;
moreover, they revealed the amounts spent between 1981 and 1983 by the Centers
for Disease Control and Prevention and the National Institutes of Health on AIDS
research.
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thesis and (2) the first papers by Dr. Robert Gallo and Dr. Luc
Montagnier, respectively, were published in Science (see Chapter 4 for
a detailed analysis). Dr. Robert Gallo claimed that he had discovered a
retrovirus, HTLV-III, that caused AIDS. In turn, Dr. Luc Montagnier
claimed that he had discovered a retrovirus, called LAV, that caused
AIDS. Journal articles on AIDS research funding, as well as the state-
ments before the subcommittee of the U.S. House of Representatives
made reference to Dr. Robert Gallo’s discovery of HTLV-III.

Should then the new researchmoney be directed to research on retro-
viruses? Or should it be directed to research on the immune system and
on immune cell functions, or maybe even better, to research on lifestyle
factors? The U.S. Public Health Service’s decision to redirect money to
AIDS research came after sustained criticism of the federal government
for its lack of interest in AIDS research. Although $14.5 million was a
modest sum, it was nevertheless welcome, additional research money.
This decision did not go unnoticed in scientific journals, which debated
the kind of research on which the money should be spent. Because the
participants in these debates include both authors and reviewers of re-
search grant proposals, the debate’s outcome and the terms in which
the arguments are formulated are not without consequences for the
financing of future research.

Relevant in this context are the arguments for and against channel-
ing money into research on lifestyle factors, or retroviruses. Scientific
debates usually center upon a topic that is made into an object of con-
testation. Generally speaking, this is true of other debates too, such
as political ones. Starting with political debates as models, classical
rhetoric has defined the object of contestation as stasis (Gross 1999;
Prelli 1989) and considered its treatment crucial for the outcome of de-
bates. The way in which this object is defined and the way the definition
is used to support each position considerably influence the course and
outcome of debates.

In the case examined here, Robert Gallo and Luc Montagnier pub-
lished their respective articles in Science only a month before the
funding decision was announced. Therefore, the general question was
whether to fund research on retroviruses; the particular question was
whether to fund research on the HTLV family of retroviruses, believed
at the time to include the causal agent of AIDS. The object of contes-
tation, however, was not whether to fund research on retroviruses or
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on the HTLV family. The object of contestation was whether there was
enough scientific knowledge about retroviruses and their effects on the
immune system to justify channeling research money in this direction.

Proponents of the environmental model argued that very little was
known about immune cell functions and that the proven presence of
antibodies to a (retro)virus did not necessarily mean that this was the
cause of the immune dysfunction. After all, the virus could have entered
the body in the presence of an already existing immune deficiency (Na-
ture, April 28, 1983, 302, p. 749). Besides, very little was known about
cell immune functions “in real life.” These arguments simply stated that
there was no proof of a retrovirus as a causal agent and that the state
of knowledge at that time did not justify this as a preferred direction
of research. Areas of investigation such as immune cell functions were
considered equally important. Other position articles made an analogy
with the drive to conquer cancer in the 1970s, which had generated “a
lot of poor research and, on the whole, poor returns” (Nature, August
25, 1983, 304, p. 672 and September 29, 1983, 305, p. 349). It was
argued that funding of AIDS research should not abandon the peer-
review process and that money should not be given to a few prominent
researchers without due review of grant proposals. These arguments
pleaded for funding several research tracks in an open manner.

Proponents of the viral model acknowledged lack of knowledge
about immune cell functions and that the existence of antibodies was
no proof of the causal role of the retrovirus, whether it was HTLV
or not. Nevertheless, it was argued that money should be channeled
into research on this topic. Lack of knowledge was no proof that a
retrovirus did not cause AIDS. “Sheer ignorance of the cause” justified
the hypothesis of a retrovirus: “The search for antibodies among rep-
resentative samples of the groups which are apparently susceptible to
AIDS is plainly an urgent matter” (Nature, June 2, 1983, 302, p. 364).
This search alone is not sufficient; it has to be accompanied by a “fuller
understanding of the consequences of retroviruses capable of causing
malignancy for the biology of the infected cell” and by research on
the biology of immune cells. The latter, however, was already being
researched by many people.

During the hearings before the Subcommittee on Intergovern-
mental Relations and Human Resources, Dr. Edward Brandt, the
U.S. Assistant Secretary for Health stated that research and funding
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efforts were concentrated at the National Cancer Institute (NCI) and at
the National Institute of Allergy and Infectious Diseases (NIAID), be-
cause “this is an infectious disease, and a sexually transmitted disease”
(Brandt 1983, p. 384). At the fundamental level, research funds were
directed at identifying the etiologic agent, for which three candidates
stood up: cytomegalovirus, the Epstein–Barr virus, and HTLV (Brandt
1983, p. 385). The Epstein–Barr virus was never a serious candidate; of
the remaining candidates,HTLVwas the strongest. As Brandt stressed,3

two meetings had already taken place at the NCI on the topic of retro-
viruses and AIDS, involving intramural research staff and university
scientists (1983, p. 295).

Relevant here is that where AIDS research is done depends on the
definition of the disease: it is an infectious disease, but also a sexually
transmitted one. Therefore, research money and programs are divided
between two institutes: the NCI and the NIAID. This is relevant for the
funding of fundamental AIDS research: a certain institute is defined not
only through the specific competencies of its research staff and specific
technologies, but also through very specific research interests, all of
which influence the further direction of research. In our case, retroviral
research was being done at the NCI. At the time of the hearings and
the funding debates, HTLV-III was emerging as the etiologic agent of
AIDS. At the same time, it was at the center of a bitter discovery dispute
along with LAV, its French counterpart (more about this in Chapter 4).
Although the decision to divide funds for research between the NCI
and the NIAID (with all the consequences entailed by this) cannot be
attributed to rhetoric alone, it was clearly legitimated by the definition
of the syndrome.

The object of contestation (there is not enough scientific knowledge)
was made into an argument for supporting research on retroviruses
and their effects upon cell biology. This is, actually, the course taken
by AIDS researchers in the 1980s: research efforts (and money) were
mostly directed at the structure of retroviruses (HIV, SIV) and their
effects upon the immune system at the cellular level. In the late 1980s,
the standard view, supported by Dr. Robert Gallo and other promi-
nent researchers, was that AIDS fundamental research should focus

3 In his statement, the Secretary of Health had ruled out amyl nitrites as a serious
candidate for the role of etiologic agent (Brandt 1983, p. 382).
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on the HIV retrovirus and on the development of a vaccine against it
(see, e.g., Gallo et al. 1987, p. 27; Curran and Morgan 1987; Letvin
et al. 1987; Levy et al. 1987). Research on cell immunity was not
mentioned as a priority anymore, although some French researchers
stated that the cell protectionmechanism is not known (Klatzmann and
Gluckman 1987). Twelve years after the 1983 debates, a book written
by a former member of the staff of the President’s Commission on the
HIV Epidemic complained that the immune system was still poorly
understood and that researchers had just started to work on immu-
nity at the cellular level (Grady 1995, pp. 93–4). Reviewing the efforts
to develop a vaccine against AIDS, Christine Grady considered them
futile in the absence of an understanding of how the immune system
works (p. 95). The idea of a preventive HIV vaccine, characteristic for
AIDS research in the late 1980s, relied exactly on the assumption that
research should focus on the structure of the retrovirus and on how
it works. This meant that the structure of the retrovirus is the main
thing worth knowing to prevent and heal the immunodeficiency syn-
drome. Other topics, such as immune functions at the cellular level,
were not relevant. This assumption, however, has its roots at least in
the scientific debates of 1983, when the retroviral thesis, boosted by the
articles of Dr. Robert Gallo, was combined with the argument that lack
of knowledge about retroviruses justifies focusing all research efforts
on them.

AIDS, Sexually Transmitted Diseases, and Viruses

A major problem for the viral model of AIDS was to bring together
viruses, STDs, and immune deficiency in a (more or less) coherent
causal account. This was no easy task, because an immune deficiency
can be presented as the background against which a virus enters the
body or as the effect of a virus. If the second was the case, what role
did STDs play? And how could a virus be tied to STDs? What was the
order of the pieces in the puzzle?

The first reports on “Kaposi’s sarcoma in homosexual men” dating
from September 1981 – a period when KS was presented as a problem-
atic, new disease – associated KS with ethnic origin, sexual orientation,
and number of sexual partners, thus establishing a link between the
viral cause of KS, STDs, and homosexuality (The Lancet, September
19, 1981, II/8247, p. 598).
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The ethnic as well as the age determinants served to enforce the new
and problematic character of KS; the sexually transmitted diseases and
number of sexual partners seemed to have little place in the description
of a skin cancer form not usually associated with sexually transmitted
diseases. Without any explicit association, the report referred to them
twice, then stated that the etiology and pathogenesis of KS were un-
known; it then formulated the thesis of a viral etiology, supported by
evidence for cytomegalovirus (CMV) in the tumor cells. It continued
by asserting that the increased risk of KS and the immune function of
homosexuals had not been studied in sufficient depth. Because they, ho-
mosexuals (explicitly defined as a “population” – that is, as a distinct
group), had a high prevalence of STDs and there was the hypothesis
that CMV might be venereally transmitted, the “homosexual popu-
lation” might be at an increased risk of contracting KS (The Lancet,
September 19, 1981, II/8247, p. 600). CMV antibodies in the reported
patients were presented as an argument for the “viral cause of KS”
(which at the time of the report was a matter of scientific controversy).
Because KS is tied to AIDS, the argument went, the viral cause of KS
must be tied to AIDS too.

“Homosexuals” were now a group at risk for Kaposi’s sarcoma, a
risk that was defined through a high prevalence of sexually transmitted
diseases. Because all the patients had “histories of a variety of sexually
transmitted diseases,” the thesis of a viral origin of KS was supported
by putting together disparate entities: the cancer was associated with
the cytomegalovirus, and CMV in turn was associated with sexually
transmitted diseases. Henceforth, Kaposi’s sarcoma was discussed as
though it could have a viral origin, and it was believed that the virus
“might be venereally transmitted,” in a population which had both the
respective skin cancer form and the risk factors.

The association of cytomegalovirus with KS had already been dis-
cussed inmedical journals before 1981.4 In that debate, however, CMV
was seen as only one factor in the triggering of KS, with additional fac-
tors such as malaria needed to induce “persistent infection”; factors
such as “genetic background” and “immunodisbalance with persistent
heterogenic stimulation” were needed to provoke “persistent heavy in-
fection.” It was this combination of several factors, over a long period

4 See, for example, the journal Cancer, 1980, 45/6, pp. 1472–7.
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of time, which would finally lead to “multiple primary malignancies in
KS patients.” The novelty of this article was that it associated a skin
cancer form both with a viral cause and with sexual transmission. It
relied for its argument on bringing together apparently disparate def-
initions of a risk category. The causal model, in turn, relied on “risk
factors” and “groups” forming a mutually reinforcing, self-sustaining
construction. Various rhetorical devices converge to construct risk fac-
tors: there are successive substitutions of categories, simultaneously
creating different classifications (of KS and of sexually transmitted dis-
eases) and extrapolating causal chains from them.

By the end of 1981, opportunistic infections associatedwithKaposi’s
sarcoma supported the thesis that the unusual or problematic disease
was actually a syndrome, defined as a “new acquired cellular immuno-
deficiency,” “a potentially transmissible immune deficiency,” “cellu-
lar immune dysfunction,” or a “severe acquired immunodeficiency”
(NEJM, December 10, 1981, 305/24, pp. 1425, 1431, 1439). These
names coexisted with those of “opportunistic infections and Kaposi’s
sarcoma” in the same issue of the journal (p. 1465).5 Contrary to what
has been stated by other authors, I did not find designations such as
GRID (gay-related immune deficiency) or “gay cancer” in the medi-
cal press. The only time that I encountered a similar designation was
in a letter published by The Lancet on December 12, 1981 (II/8259,
p. 1338), which used the syntagm “gay compromise syndrome.” With
this exception, from the end of 1981 medical reports and articles al-
ternately used names such as “immune deficiency” (with variations) or
“Kaposi’s sarcoma and opportunistic infections.” An examination of
medical articles shows how the rhetoric of risk factors promoted these
theses. A report on “evidence of a new acquired cellular immunodefi-
ciency” presented the immunodeficiency–cytomegalovirus connection6

as follows:

The fact that this illness was first observed in homosexual men is probably
not due to coincidence. It suggests that a sexually transmitted infectious agent
or exposure to a common environment has a critical role in the pathogenesis

5 See also NEJM, January 28, 1982, 306/4, p. 250.
6 The connectionwas already signaled in the summary as: “A high-level exposure ofmale
homosexuals to cytomegalovirus-infected secretions may account for the occurrence
of this immune deficiency.”
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of the immunodeficiency state. Sexually transmitted infections, including cy-
tomegalovirus, are highly prevalent in the male homosexual community. In a
recent study, 94 per cent of exclusively homosexual men had serologic evidence
of cytomegalovirus infection, as compared with 54 per cent of heterosexual
men attending the same venereal disease clinic. (NEJM, December 10, 1981,
305/24, p. 1429)

The paper ties cytomegalovirus and immune suppression in “ho-
mosexuals” to sexually transmitted diseases, which in turn are a risk
factor because they belong to the history of this group. Although two
etiologic factors are stated (“sexually transmitted infectious agent or
exposure to common environment”), only the former is detailed in the
“discussion” section. The only factor with respect to which the patients
did not differ from one another is the “history of sexually transmitted
disease.”

The immunodeficiency–cytomegalovirus connection emerged as the
only coherent model: the virus enters the body with the sexually trans-
mitted diseases, after which it remains in “the semen of asymptomatic
subjects for more than a year,” being activated later. Repeated sexual
contact would lead to “overdoses” of the viral agent and therefore to
“overwhelming chronic infection and immunodeficiency or Kaposi’s
sarcoma.” Alternatively, there is a specific strain of cytomegalovirus
“transmitted initially in the male population” (NEJM, December 10,
1981, 305/24, p. 1430). The real alternative, which was acknowledged
but not taken seriously, was that “cytomegalovirus infection was a
result rather than a cause of the T-cell defect, and that some other
exposure to an undetected microorganism, drug or toxin made these
patients susceptible to infection with opportunistic organisms, includ-
ing cytomegalovirus.” This would mean that the supposed viral agent
becomes just another opportunistic infection and that risk factors are
conceived as collectively shared environments. The grounds for reject-
ing this thesis are that “cytomegalovirus is highly suspect, in view of its
prevalence among male homosexuals and its previously documented
potential for immunosuppression.” Interestingly enough, the transmis-
sion of the infectious agent through sexual contact and its inactivity
in asymptomatic subjects, which are not pursued further, later become
part of the HIV etiology.

This article was cited in other clinical reports (NEJM, December 10,
1981, 305/24, p. 1443), which regularly presented cases as (former)
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patients at clinics for sexually transmitted diseases. As some articles
acknowledged, many epidemiological studies selected STD patients as
AIDS-relevant simply because (inner city) clinicians had addresses of
venereal medical practices, where patients were more easily reached.7

Until the second half of 1982, reports linked immunosuppression to
a viral agent on the grounds that it entered the body together with
sexually transmitted diseases; at the same time, the cytomegalovirus
was seen as an oncogenic agent, causing both the immune deficiency
and KS. CMV’s role as an oncogenic agent, but not an agent for STDs,
had been debated in the medical press through the 1970s and at the
beginning of the 1980s. CMV had a double, completely paradoxical
role: it caused KS in an already immunocompromised host and was a
major cause of immune deficiency in the same KS patients. Thus, CMV
produced cancer and immune deficiency, together with STDs, all at the
same time (The Lancet, July 17, 1982, II/8290, p. 126). In this strange
constellation, the cytomegalovirus was ascribed almost magical pow-
ers, in a process not dissimilar to the patterns of shamanistic thinking
discussed by Bertrand Hell (1999). Hell argues that evil phenomena
(such as a virus) cause disorder, which is not only an ontological but
also a cognitive disorder. The task of the shaman is to master cognitive
disorder by providing an account (however illogical) of the origins of
the evil.

Another medical paper asserted that the cytomegalovirus was
widespread among homosexual men. The majority of these men al-
ready had antibodies to CMV when they were in their twenties.
Promiscuity, combined with CMV infection, led to the spread of im-
mune suppression: “There is convincing evidence that active CMV
infection suppresses cell-mediated immunity. Thus, frequent sexually
transmitted exchange of multiple strains of CMV among promiscuous
homosexual men is likely” (The Lancet, September 18, 1982, II/8298,
p. 632). Because the cytomegalovirus had been identified in tumor
cells, it acted in combination with cancer viruses, and was itself such

7 A “special report” on the epidemiology of the “current outbreak of Kaposi’s sarcoma
and opportunistic infections” described the selection methods it used as follows, in its
“surveillance and reporting methods” section: “In several of the metropolitan areas,
physicians who serve large numbers of homosexual men were known by the staff of
clinics for sexually transmitted diseases or by other health-care personnel” (NEJM,
January 28, 1982, 306/4, p. 249).
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a virus (The Lancet, September 18, 1982, II/8298, p. 633). Others
stated that the “homosexual” risk group was exposed to more vari-
eties of cytomegalovirus than the general population, because it also
had a higher rate of infection and exposure to sexually transmitted
diseases. Therefore, this “risk group” experienced a “more profound”
immunodeficiency:

It [CMV] may be transmitted sexually, and homosexuals may have high rates
of infection by CMV, up to 95% in some studies. Moreover, CMV is immuno-
suppressive, although the milder immunosuppression it causes has not been
associated with Kaposi’s sarcoma or opportunistic infections. [ . . . ] Another
possibility is that the homosexual population at risk for AIDS experiences a
more profound immunosuppression than members of the general population
whomight contract a viral infection, because they are exposed tomany variants
of CMV and other viruses. (Science, August 13, 1982, 217, p. 619)

Multiple, repeated STDs also induced a state of immune deficiency
which, in turn, led to KS (The Lancet, May 15, 1982, p. 1086). Ac-
cording to this pattern, sexually transmitted diseases played a causal
role, whereas the action of a KS-related virus was only the consequence
of a weakened immune system. The cytomegalovirus, it was argued,
was effectively inducing immunosuppression in the context of a genetic
predisposition of the “homosexual” risk group to immune deficiencies.
In discussing the possibility of the body overproducing antigens, be-
cause of repeated infections with the Herpes simplex virus and the
cytomegalovirus, and speculating about whether this overproduction
led to immunodeficiency, one paper concluded that such cases were
“rare even among homosexuals” and that additional factors, such as
genetic background, have to be taken into consideration. This back-
ground would consist in hyporesponsiveness to the action of viruses.
As a consequence, persistent viral infection would lead to immune de-
ficiency, which would open the gate for other infections. Alternatively,
the paper proposed, a “latent, broad-based cellular immunodeficiency”
may exist among homosexuals (NEJM, December 10, 1981, 305/24,
p. 1443).

Sander Gilman (1998, p. 21) has argued that anxieties about STDs
have a long tradition in literary representations of the male body and of
“natural” (i.e., heterosexual) sexual relationships. We are confronted
here not with the domain of literature and poetry, but with the more
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restricted (though no less important) one of medical representations. A
whole group, one which does not have “natural” sexual relationships,
is assigned a genetically determined immune deficiency, associated with
a collective history of STDs. The cultural “otherness” is translated into
a biological one, supporting (and justifying at the same time) the thesis
of a viral agent.

The “certain factors”making the immune deficiency clinically active
were sexually transmitted diseases in the past 20 years, which were a
sign for this “predisposition.” Still another variety of the viral model
emphasized the significance of hepatitis B for identifying the agent
responsible for the acquired immunosuppression: hepatitis B was seen
in the 1970s as a sexual disease, transmissible through repeated sexual
contact (Epstein 1988). Moreover, it was considered that hepatitis B
and immunosuppression had a similar transmission pattern and that
in some of the reported cases antibodies to the hepatitis B virus (HBV)
had been identified. The claim that the AIDS agent and the hepatitis B
virus had a similar genetic structure was advanced with the argument
of risk categories too:

In the USA and in most developed countries transmission of HBV is mainly
horizontal, with high-risk groups comprising intravenous drug abusers, homo-
sexual males, intimate heterosexual contacts of HBsAg carriers, people living
in institutions for the mentally retarded, patients on haemodialysis, and pa-
tients who require large numbers of blood transfusions, such as those with
haemophilia and thalassaemia. The common factor in all of these groups is
contact with potentially infected blood, blood products or body fluids. Verti-
cal transmission occurs less frequently. However, in developing countries ver-
tical transmission is more important; the virus is most likely to be acquired
by neonates at parturition. In many parts of the world, including Southeast
Asia, parts of Africa, and the Caribbean basin, detectable HBV markers may
be found in half or more of the population. In homosexual men the virus is
probably transmitted when mucosal surfaces are breached during intercourse.
In homosexual men the risk of acquiring hepatitis B is statistically related to
the number of different sexual partners. The groups at highest risk of acquiring
AIDS are male homosexuals, intravenous drug users, Haitians and haemophil-
iacs. There is evidence that blood transfusion is an additional risk factor and
that AIDS can be acquired through heterosexual contact. Vertical transmission
may also occur. In homosexual men the risk of acquiring AIDS is also related
to the number of different sexual partners. Thus, the epidemiology of AIDS
is remarkably similar to that of HBV infection. It is possible that AIDS and
hepatitis B are unrelated blood-borne viral infections, since these same groups
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are also at risk of acquiring other potential blood-borne infections such as
cytomegalovirus (CMV). However, for reasons discussed below, we favour an
association with HBV. (The Lancet, October 15, 1983, II/8354, p. 883)8

The infectious agent, identified as cytomegalovirus, as an oncogenic
virus, as both, or as HBV-related, simultaneously plays the roles of an
agent that

1. is sexually transmitted,
2. induces sexually transmitted diseases,
3. induces cancer forms,
4. induces immunosuppression, and
5. is triggered by a genetically determined immune deficiency.

All these are variations on the history of sexually transmitted dis-
eases, characteristic for “homosexuals.” Their presence here is to be
explained in relationship to representations of homosexuality as ge-
netically determined that have been current since the 1970s. As Steven
Epstein and Sander Gilman (Epstein 1988; Gilman 1988, p. 247) have
shown, the 1970s witnessed a series of debates about the relationship
between sexually transmitted diseases, psychic dysfunctions, genes, and
homosexuality. The medical history of the risk group – a “history of
sexually transmitted diseases” – acts as the frame in which the etio-
logic agent, opportunistic infections, and immune deficiency can be
meaningfully differentiated from other, apparently similar infections
and deficiencies.

The multifaceted viral agent – sometimes similar to the HB-virus,
sometimes identical with CMV, and sometimes amere STD agent –was
adaptable to various situations and characteristics of the risk groups.
In this sense, contradictions and paradoxes were an advantage rather
than an obstacle: they allowed the thesis of the viral agent to persist
and incorporate whatever laboratory evidence was available. And here
“homosexuals” played a key role: the “otherness” of their genetic con-
stitution was paired with STDs to explain why all of a sudden a virus
was inducing immune deficiencies. In her exploration of the cultural
repertoire of genetic determinism, Elizabeth Shea (2001, p. 526) has
stressed themetonymic character of “genes”: that is, the capacity of this

8 See also p. 885; NEJM, Sept. 8, 1983, 309/10, p. 609 and January 12, 1984, 310/2,
p. 69; JAMA, Oct. 18, 1985, 254/15, p. 2095.
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rhetorical figure to synthesize and condense the representation of radi-
cal differences. In this sense, it can be argued that the thesis of a special
genetic constitution was a metaphor for disease-stricken otherness –
and a significant one with respect to etiologic models.

What this account lacked, however, was an explanation of how
the infection could be passed on to persons with no history of STDs
who were not necessarily “genetically different.” The solution came
from the competition: the environmental account of AIDS provided
exactly the explanation sought, subsequently being incorporated into
viral explanations and becoming standard wisdom.

AIDS as a Contagious Disease

Let us now turn to the “social environment” as the competitor of the
viral agent. A crucial element in the viral model was the history of
sexually transmitted diseases; the environmental model did not put
great emphasis on this history. Present risk factors were at the same
time present causes of the immunodeficiency. A reliable device was
contrasting “homosexuality in the past” with “homosexuality in the
present.” This, along with a redefinition of homosexuals, produced
the aggregate designated as “lifestyle.” “Lifestyle” as a risk factor was
introduced in the 1970s too (Conrad and Schneider 1985), when it
competed with psychiatric diseases as an explanation of homosexu-
ality. The same decade also witnessed several medical discourses on
“lifestyle risks,” which created a general frame of speaking about risk:
dietary risks, smoking risks, environmental risks, and so forth (Brandt
1990; Hilgartner 1985). In this framework, individual actions and de-
cisions had positive or negative health outcomes; as a consequence,
health became a matter of individual responsibility, requiring informed
decisions.

The first articles about an environmental agent and “lifestyle risks”
still referred to “opportunistic infections and Kaposi’s sarcoma in ho-
mosexual men” and rejected the cytomegalovirus thesis with the fol-
lowing arguments, which I reproduce here in their entirety:

The cytomegalovirus hypothesis suffers from an obvious problem: It does not
explain why this syndrome [Kaposi’s sarcoma] is apparently new. Homosexu-
ality is at least as old as history, and cytomegalovirus is presumably not a new
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pathogen. Were the homosexual contemporaries of Plato, Michelangelo, and
Oscar Wilde subject to the risk of dying from opportunistic infections? Cer-
tainly, a few cases caused by unusual microbes would have passed unnoticed
among the welter of other deaths caused by common infections before the ad-
vent of modern microbiology, but what of recent times? Pneumocystis has been
known for almost 30 years, and, given the right specimens and correct stains,
it is fairly easy to identify. Present indications are that we are seeing a truly new
syndrome, not explainable simply by failure to diagnose earlier cases. There-
fore, wemust suspect that some new factormay have distorted the host-parasite
relation. So-called recreational drugs are one possibility. They are widely used
in large cities where most of these cases have occurred, and the only patients
in the series reported in this issue who were not homosexuals were drug users.
Fashions in drugs change frequently, and experimentation with new agents is
common. Perhaps one or more of these recreational drugs is an immunosup-
pressive agent. The leading candidates are the nitrites, which are now com-
monly inhaled to intensify orgasm. Users of amyl nitrite are more likely than
nonusers to have hundreds of sexual partners and to contract venereal diseases.
Preliminary data indicate that this “liberated” subgroup may be at highest risk
for immunosuppression. (NEJM, December 10, 1981, 305/24, p. 1466)

We encounter several contrasts: one of them, amply developed, is
homosexuality “in the present” vs. “in the past.” This line of argument
was used later in a Science article (“Disease that Baffles Medical Com-
munity,” August 13, 1982, 217, pp. 618–21) in calling the role
of cytomegalovirus into question. Other contrasts concern numbers
(“maybe a few cases in the past” vs. those of the present) and quali-
tative differences between the opportunistic infections (i.e., Pneumo-
cystis) and Kaposi’s sarcoma of the past, on the one hand, and those
of the present, on the other. Whereas the infections of the past have
been known for a long time and are easy to identify (“given the
right specimens and correct stains”), those of the present are prob-
lematic. This strategy of contrasting the known/the usual with the un-
known/the unusual was consistently used. In introducing “recreational
drugs,” “homosexuals” are redefined. This group consists of “users”
and “nonusers” of amyl nitrite; it is even asserted that the only non-
homosexual cases reported in the same issue were drug users (actually
intravenous drug users, which makes a radical difference with respect
to the means of transmission). With respect to the opportunistic dis-
eases, KS, and immunosuppression, this is a “homosexual” group; with
respect to environmental risk factors and immunosuppression, it is a
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“drug users” group. This double status, validated solely by the place it
occupies in the rhetorical economy, supports drug use (1) as a risk fac-
tor and (2) as the cause of immunosuppression. As a risk factor of an
environmental nature, drug use is accompanied by residence (“large
cities”), number of sexual partners (“hundreds of sexual partners”),
and sexually transmitted (“venereal”) diseases. Together, they consti-
tute the social profile of a “liberated subgroup,” not far removed from
“lifestyle.”

Soon enough, “cortisone creams” (used by “homosexuals” for treat-
ing the results of traumatic sexual acts) appeared on stage as a pos-
sible causal agent (NEJM, April 15, 1982, 306/15, p. 935). But the
path was not further pursued; in the meantime, researchers were busy
showing how the use of amyl nitrites can (entirely or partially) af-
fect the immune system.9 Starting from the same premises as the viral
model, these studies offered a completely different view of the nature of
Kaposi’s sarcoma, opportunistic infections, and immunosuppression.
The first examined (1) “hyperinfection with cytomegalovirus and other
sexually transmitted agents” and (2) “the long-term use of amyl nitrite
(AN), currently in vogue as a sexual stimulant,” as possible causes of
immune deficiency (The Lancet, February 20, 1982, I/8269, p. 412).
Nevertheless, only amyl nitrites were discussed at large, because they
had been widely used since the late 1960s and were readily available
in bars and baths. A study reported fifteen cases, of which only eight
involved the use of amyl nitrites. However, the eight persons concerned
hadmore sexual partners than the other seven, a fact which justified the
association between amyl nitrites, homosexuality, and a “promiscuous
lifestyle” (The Lancet, February 20, 1982, I/8269, p. 413).

Factors such as the history of sexually transmitted diseases, length
of sexual activity, and age were dropped as irrelevant. Sexually trans-
mitted diseases were derived from drug use. Interestingly enough, the
viral agent model, which also discussed the possible role of nitrites, op-
erated in the reverse mode: the use of nitrites appeared as depending on
the history of sexually transmitted diseases and the number of sexual
partners. In the environmental model, STDs depended on the amounts
of nitrites used. After discussing the role of the cytomegalovirus at
length, another paper examined the possible role of nitrites in the

9 The Lancet, February 20, 1983, pp. 412–15; NEJM, September 30, 1982, 307/14,
p. 893.



The Etiologic Agent and the Rhetoric of Scientific Debate 133

larger context of general use of drugs: using surveys of STD clinics
in three major U.S. cities, it found that, compared with heterosexual
men (14.9%), a far larger proportion of homosexual and bisexual men
(86.4%) used nitrites. The fact that the survey included only patients
who had visited STD clinics, or used generalizations such as “homo-
sexual,” “bisexual,” or “heterosexual”men, was not regarded as prob-
lematic. Because the frequency of nitrite use was correlated with the
number of sexual partners over one month, it had to be correlated with
STDs, as well as with “types of sexual behavior” and the places where
this behavior happened:

The interest in a causal role for inhalants containing amyl nitrite or isobutyl
nitrite or both (“poppers,” as they are commonly called) stems from the hy-
pothesis that they are used as sexual stimulants or recreational drugs by some
homosexual men. In a recent survey of 420 men attending clinics for sexu-
ally transmitted diseases in New York, San Francisco and Atlanta, we found
that 86.4 per cent of homosexual and bisexual men (242 of 279) as compared
with 14.9 per cent of heterosexual men (21 of 141), reported the use of nitrite
inhalants within five years. However, the frequency of nitrite use was closely
correlated with the number of sexual partners reported during the previous
month. This suggests that the use of nitrites may be associated with other
hypothetical etiologic factors, such as sexually transmitted infections, antimi-
crobial agents for treatment or prevention of these infections, types of sexual
behavior, attendance at places where partners are encountered, and perhaps
the use of other drugs. (NEJM, January 28, 1982, 306/4, p. 252)

Nitrites are defined as being used in “homosexual” spaces, and
the role of a viral agent (cytomegalovirus) is downplayed. This is
explained in terms of a “hyperimmunisation of homosexual men to
CMV” (The Lancet, February 20, 1982, I/8269, p. 414). In the viral
model, there was no “hyperimmunisation,” but “persistent heavy in-
fection.” Whereas in the viral model there was a genetic predisposition
to becoming infected with CMV, the “lifestyle” account saw things ex-
actly the other way around. Paradoxically, to acquire an immune defi-
ciency, “homosexuals” had to have a well-functioning immune system.
The argument opened the way for the environmental agent to produce
immune “abnormalities” and explained why a viral agent cannot cause
immunosuppression:

The time and space clustering of this syndrome has not yet been explained.
Although a CMV mutant is clearly a possible cause, no point source has been
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identified and no genetic relations among CMV strains from patients with KS
or P. carinii pneumonia have been established. Other viruses have not been
epidemiologically linked with KS. There are no data on recent changes in
homosexual lifestyle apart from the casual observation of case-clustering in the
more openly homosexual U.S. coastal cities. AN (amyl nitrites), on the other
hand, has come into widespread use during the past 10–15 years. Half of our
healthy AN users and patient B never used the drug before 1975; this suggests
that AN use is becoming more widespread. If AN causes immunosuppression,
then the latency period between the start of AN use and development of KS
might be about 5 years. Similar latency periods have been reported between
use of immunosuppressive drugs such as corticosteroids and development of
KS. (The Lancet, February 20, 1982, I/8269, p. 414)

Concentration in “homosexual U.S. coastal cities” and the
widespread use of nitrites “in the past 10–15 years” define the “time
and space clustering.” Therefore, nitrites cause immunosuppression,
with a latency period similar to that of a viral agent. Later papers used
a similar line of argument when sustaining the causal role of amyl
nitrite (The Lancet, May 15, 1982, I/8281, p. 1083).

Frequency of sexual contacts was depicted as depending on drug use
(The Lancet, May 15, 1982, I/8281, pp. 1084–5). Nitrites were seen
as (1) a direct cause of immunosuppression, with an oncogenic agent
entering the already immunodeficient body; (2) allowing a “carcino-
genic agent, otherwise controlled by the immune system, to operate”;
or (3) a “surrogate for . . .overall drug use or exposure to an onco-
genic virus at present confined to the homosexual community” (The
Lancet, May 15, 1982, I/8281, p. 1085). Social spaces, risk groups,
and the causal agent mutually define each other: in “homosexual dis-
cotheques,” there is active as well as passive exposure to amyl nitrites.
These were used far more intensively by homosexuals than by het-
erosexuals anyway and were clearly associated with promiscuity. On
these grounds, it was argued, “chronic exposure” to amyl nitrites leads
to immune suppression, which in turn allows the induction of cancer
(The Lancet, May 15, 1982, I/8281, p. 1086). Nitrites are characteris-
tic for certain social spaces, which are characteristic for a certain risk
category, which characterizes the use of nitrites.

Papers supporting the immunosuppressive role of amyl nitrites and
other “lifestyle factors” argued that the presence of antibodies against
a virus (such as HTLV-I) is no proof of its causal role in the immune
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deficiency (Nature, April 28, 1983, 302, p. 749). The presence of a
virus could be the consequence of an already impaired immune system;
besides, very little is known about the various functions of different
types of blood cells, or about their genetic origins. “Male homosexu-
als” carry antibodies against other viruses anyway. By contrast, much
is known about the “lifestyle” of this group (which has a “pathetic
promiscuity”) and about amyl nitrites as immunosuppressants.

Thus, the environmental agent acts through direct use and exposure
in social environments. The use of amyl nitrites defines the risk group
(“much more common among homosexual men”) and is at the same
time an etiologic agent. It explains why immunosuppression appears
with predilection among homosexual men and how it is caused. Al-
though the number of sexual partnersmay be relevant in the short term,
the use of amyl nitrites is significant in the long run. Chronic, longtime
exposure to amyl nitrites induces immunosuppression, whereas a sex-
ually transmitted agent induces cancer against this background.

This circular explanation separates the cause of cancer (KS) from
the cause of immunosuppression and orders the two hierarchically:
whereas they were mixed up in the viral model, here they become quite
distinct. This explains how the “lifestyle” model, which could not (and
did not) ignore CMVor STDs, arranged them in such away as to obtain
completely different results. In the late 1980s, the association between
KS and amyl nitrites was integrated into the larger viral model: the use
of amyl nitrites was a “lifestyle factor” that favored the action of the
HI-virus and the occurrence of KS as an opportunistic infection (Jaffe
et al. 1987, pp. 139–40).

AIDS and “Immunosuppressive Sperm”

Let us now turn to the thesis of the “alloantigenic sperm.” This thesis,
along with the amyl nitrites one, is described today as a curiosity in
the development of medical knowledge on AIDS; it may have affected
this knowledge in the beginning, but it played no further role. Such
curiosities are sociologically relevant in a double sense: first, they are
embedded in the economy of the medical discourse; second, they are
not without consequences, but they exercise considerable influence on
subsequent developments. Indeed, “alloantigeneic sperm” was still be-
ing referred to in epidemiological papers at the beginning of the 1990s
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(Meyer-Bahlburg et al. 1991, p. 5). Moreover, it has become a com-
ponent of the Duesberg (1996) theses which, however marginal with
respect to the medical establishment, continue to attract attention. In
the late 1980s Peter Duesberg, a respected biochemist at the University
of California at Berkeley, published several articles (followed by a book
in 1996) arguing that retroviruses could not cause immune deficiencies.
AIDS was caused instead by lifestyle factors. The immunosuppressive
character of sperm played here a prominent role. Duesberg’s theses at-
tracted considerable criticism from mainstream AIDS researchers, but
he became a sort of hero in the gay community and got wide media ex-
posure (Epstein 1996, pp. 117–18). His theses were not abandoned in
the 1990s but continued to be disseminated outside the main scientific
journals.

“Alloantigeneic sperm” is also at the core of the “multifactorial
theses” developed in the late 1980s (Oppenheimer 1992). Moreover,
“African dry sex” as a risk factor (Brown, Ayowa, and Brown 1993;
McGrath et al. 1992) is directly influenced by the idea of a weaken-
ing of the “natural” resistance of the sexual organs. The main claim
regarding “alloantigeneic sperm” was that human sperm had different
effects on themale and the female body, respectively; it induced immune
deficiency in men and was responsible for the Acquired Immunodefi-
ciency Syndrome. “Homosexual behavior, specifically the passive role
in anal intercourse” was connected to immune deficiencies (Nature,
June 2, 1983, 303, p. 371). In a complementary fashion, it was claimed
that sperm had “immunopotentiating effects” on the female body, pre-
venting, among other things, the development of breast cancer. Alter-
natively, the female reproductive tract had evolved “mechanisms to
minimize the entry of spermatozoa or sperm antigens into the blood
stream, to guard against induced infertility and also perhaps AIDS”
(Nature, August 25, 1983, 304, p. 678). Because both “homosexual
lifestyle” and “cultural environment” implied the exchange of large
quantities of sperm, this led ultimately to the appearance and large-
scale spread of immune deficiency. Other infectious agents, such as the
cytomegalovirus, could enter the body with the sperm but were not the
main factors responsible for immunosuppression. Sperm was the main
culprit:

We have, therefore, postulated that under the special circumstances of anal
intercourse, the chronic, repeated exposure of some young homosexual males
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to sperm alloantigens may be equivalent to the effect of allogeneic kidney
grafts. The frequent laceration of the sperm’s recipient rectal mucosa, coupled
with the presence of colonic bacteria, may not only create a better contact
between the sperm and the immune apparatus present in lymph and blood but
also provide an adjuvant effect toward enhanced alloimmunization. (JAMA,
January 13, 1984, 251/2, p. 237)

AIDS appeared at the beginning of the 1980s and not earlier exactly
because “a subset of men” (read: gays) had been subjected to a massive
“sperm attack” since the rise of “unprecedented promiscuity” in the
late 1960s. In this perspective, AIDS was an immune deficiency similar
to those induced by malnutrition, the recreational use of drugs, or
organ transplants (JAMA, May 6, 1983, 249/17, p. 2373). Readers’
letters claimed that animal experiments had provided good evidence
about the connection between immune suppression and sperm and
about the role of “frequent anal intercourse as a causal factor in the
immune deficiency characteristic of AIDS” (Nature, June 30, 1983,
303, p. 748).

Alloantigenic spermwas an intrinsic component of the “homosexual
lifestyle” that developed in certain urban areas; it was simultaneously a
risk factor and the agent responsible for immunosuppression. A direct
consequence, discussed on television shows (Treichler 1988a; Bersani
1988), was the thesis of the “resistant vagina.” It claimed in essence that
the female vagina (being multi-layered) was much more resistant to the
sperm’s immunosuppressive effects than the single-layered male anus;
hence, heterosexual intercourse did not lead to immunosuppression.
In the late 1980s and early 1990s, this thesis was replaced by that of
the “fragile vagina” (Piot andMann 1987, p. 153; Brown, Ayowa, and
Brown 1993), which claimed that the vagina was a fragile organ, easily
made vulnerable by sexual practices, sexually transmitted diseases, and
sexual activity. This fragility explained how the HI-virus was passed
frommale to female during sexual intercourse. In the mid-1990s, med-
ical researchers called for systematic research on the mucosal immunity
of the sexual organs, considered crucial for developing effective AIDS
therapy (Grady 1995, p. 94). The call acknowledged lack of scientific
information aboutmucosal immunity and considered that research had
been unilaterally focused on the HI-virus.

Three rhetorical strategies can be seen as fundamental in the devel-
opment of the “alloantigenic sperm” thesis: (1) presenting the immuno-
suppressive agent (i.e., sperm) as starting a chain reaction, in which
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gender-determined body differences intervened; (2) describing risk as
a geographic concentration that favors such a chain reaction; and (3)
reversing the analogies with immunosuppression in kidney transplant
recipients. I now briefly discuss these strategies.

Both the environmental and viral agent theses operated with one
main etiologic factor assisted by a cluster of cofactors. In the alloanti-
genic discourse, cofactors (“profound promiscuity”) not only favored,
but also amplified the immunosuppressive effects of sperm. One arti-
cle presented a graphic scheme that showed how “profound promis-
cuity” starts a chain reaction in which microbes and drug abuse en-
hance the immunosuppressive effects of sperm (JAMA, May 6, 1983,
249/13, p. 2371). In a first phase, great quantities of sperm enter
the body, which in turn builds up antigens. Various infectious agents
(and especially those of sexually transmitted diseases) associated with
“profound promiscuity” act as an additional strain on the immune
system. In a second phase, the immune system has already been weak-
ened; infectious agents from previously acquired sexually transmitted
diseases are reactivated and become virulent; the system, becoming
even more weakened, cannot defend the body against the effects of
sperm, which amplifies the effects of other infectious agents. Gender-
specific body differences intervene in this phase of avalanche-like im-
mune suppression: the lining cells of the anal mucosa are destroyed
more easily than those of the vaginal mucosa. In a feedback loop,
these differences also confirm the role of “profound promiscuity”
in starting the chain reaction. One clinical study on “alloantigenic
sperm” compared 26 male sperm recipients with one female anal
sperm recipient and concluded that their similarity confirmed gender
differences:

The demonstration of similar immune dysregulation concomitant with the
presence of serum antibodies against her husband’s sperm in a heterosexual
female who routinely practiced anal-genital intercourse not only lends further
support to the concept of sperm-induced immune dysregulation but also un-
derscores the critical structural difference between the rectum and the vagina.
While the lining of the vaginal mucosa comprises a squamous multilayer ep-
ithelium capable of protecting against any abrasive effect during intercourse,
the inner lining of the rectum is made of a single layer of columnar epithelium.
The latter, unlike the vaginal epithelium, is not only incapable of protecting
against any abrasive effect but also promotes the absorption of an array of
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sperm antigens, thus enhancing their exposure to the immune apparatus in the
lymphatic and blood circulation. The high immunogenicity possessed by sper-
matozoa, coupled with the microbiological flora of the rectum, can work in
synergism to generate a state of chronic antigenic stimulation. (JAMA, January
13, 1984, 251/2, pp. 240–1)

The ordering of sexual acts reflects these differences: because the
linings of the mouth are different from those of the anus, oral sex is
less risky. In this respect, and in contrast to the anus, vaginal and oral
linings provide a similar degree of protection.

The comparison with “heterosexual anal intercourse,” decisive for
the thesis of gender-specific differences, led to the conclusion that
immunosuppression is specific to each risk group (“homosexuals,
Haitians, hemophiliacs, drug addicts, and certain women”) in a unique
way (JAMA, January 13, 1984, 251/2, p. 241). “Profound promiscu-
ity,” the primary risk factor in this model, was spatially ordered; it
was presented as areas favoring large numbers of sexual contacts. Risk
groups were thus made equivalent with risk areas. This explained how
spatially concentrated, repeated exposure to sperm could have taken
place, after many years of sexual activity: the epidemic had its epicenter
in Greenwich Village, where promiscuity had attained unprecedented
levels in the past decades: “In a first phase, repeated exposure to sperm
and STD agents impairs the immune system. Continued promiscuity
triggers a second phase, when the immune system is weakened even
further” (JAMA, May 6, 1983, 249/17, pp. 2370–1).

Concentrations of “promiscuity” also explained how the immune
suppression process could become self-sustaining, with various agents
boosting the effects of one another. A third, not less relevant strat-
egy was the comparison with the immunosuppression effects seen in
kidney transplant recipients. Mostly, transplant recipients emphasized
the differences between the old and the new immune deficiency. These
recipients were associated with the “old” and “well known” immune
deficiency, whereas AIDS was a completely new one. The arguments
were reversed: in transplant recipients, the foreign body part triggered
an immune response leading to organ failure. In “young homosexual
males,” foreign sperm produced a violent immune reaction which in
the end led to the body’s failure. This time, analogies were emphasized:
in both cases, the immunosuppressive reaction was due to a foreign



140 AIDS, Rhetoric, and Medical Knowledge

element (i.e., transplanted kidney or sperm, respectively) stimulating
the production of antigens:

A striking resemblance seems to exist between the young homosexual males
and the group of kidney transplant recipients in terms of their increased sus-
ceptibility to both opportunistic (including cytomegalovirus) infection and the
development of Kaposi’s sarcoma. In the kidney transplant recipients, a grow-
ing body of evidence now suggests that the underlying immune dysregulation
is governed by a process of chronic antigenic stimulation mediated through the
allogeneic graft rather than exclusively by the immunosuppressive chemother-
apy. (JAMA, January 13, 1984, 251/2, p. 237)

Kidney transplant recipients and “homosexual males with AIDS”
have in common an increased incidence of Kaposi’s sarcoma and other
opportunistic infections. This common element “definitely raises the
possibility” that allogeneic sperm may affect the male immune system.
Sperm antigens induce a “chronic immune stimulation” and open the
way for KS and opportunistic infections (JAMA, January 13, 1984,
251/2, p. 238; see also p. 241). The analogy between transplant recipi-
ents and “homosexuals” is superimposed on that between “homosex-
ual” and “heterosexual” anal sex, to the effect that risk is not ascribed
to a sexual practice as such, but to the sexual practice which circum-
scribes a risk group. Anal-genital contact is successively compared to
other sexual acts and to kidney transplant recipients, thus legitimating
gender-specific differences in sensitivity. The elements of the picture –
immunosuppression, Kaposi’s sarcoma, opportunistic infections, cy-
tomegalovirus – are arranged in a totally different way than in the viral
model. The latter presented immunosuppression as being induced by
a viral agent that was favored by previous sexually transmitted dis-
eases. Secondary risk factors (such as number of sexual partners) were
derived from STDs (supposing that a history of sexually transmitted
diseases weakened the immune system and was associated with higher
numbers of sexual partners). These factors only favored the spread of
the infectious agent. The immunosuppression and the opportunistic
diseases were both provoked by infectious agents of a viral nature.
In the environmental model, risk factors are the infectious agent and
the circumstances favoring it. The risk factors of the “homosexual
lifestyle” favor the use of nitrites; this in turn produces immunosup-
pression and is one of the risk factors. Viral agents play a subordinate
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role. Immunosuppression is socio-environmentally induced and opens
the way for the action of infectious agents.

The frame of reference with respect to which these arrangements
are produced is given by risk categories. The viral model depended
on defining “homosexuals” in the first place as a medical group, with
respect to its disease history; all other elements are derived from it.
The environmental model defined it as a social group and derived risk
factors from the social environment or “lifestyle.” The nature of the
etiologic agent and the relationships between the agent and its effects
are different in the two models; these differences do not result from
different clinical or laboratory data, but rather from different ways of
arranging risk factors.

Against this background, it is relevant to note the representation of
sperm as a pollutant, in a way which reminds us of the “primitive” dis-
tinctions between the pure and the impure (Douglas and Wildawsky
1982, p. 35). What is at stake is not the fact that sperm carries the
(unidentified) causal agent. Sperm itself is the cause of the infection,
because anal sex is a transgression. Although harmless (or even fertile)
in vaginal intercourse, sperm becomes destructive when the domain
of “acceptable” intercourse is transgressed. In this respect scientific
knowledge cannot be said to be immune to culturally determined rep-
resentation of the human body and to the taboos these representations
carry with them. The notion that only media debates on AIDS acti-
vated such taboos proves to be wrong: they were present in a place
purported to be immune to them. This can be seen as another confir-
mation of Steven Epstein’s thesis (1996) that medical AIDS research
has been less than “pure” – pure in the sense of not being susceptible
to any contamination through cultural representations or prejudices.
Instead, we discover “cultural pollution” at the very heart of scientific
knowledge.

The New Etiologic Model

After mid-1983, a new model crystallized, in which the causal role of
environmental factors was abandoned in favor of a viral agent. Yet en-
vironment and lifestyle as factors did not disappear. The new etiology
was actually a combination of both models. In this case, immunosup-
pression was due to a viral agent whose transmission was facilitated
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by environmental risk factors. The social environment, as a premise
for immunosuppression, was combined with an infectious agent as a
cause of the immunosuppression. How did such a combination become
possible?

The new model, which started from a universal infectious agent,
explained how opportunistic infections, Kaposi’s sarcoma, and im-
munosuppression appeared in each risk group, favored by specific en-
vironmental risk factors; it also explained how the universal infectious
agent was transmitted from one risk group to another. Because risk
groups were characterized through spatial clusterings or agglomera-
tions, group-to-group transmission was to be explained by mobility.
Travel to risky places was constantly presented as a feature of the
“homosexual” risk group, which allowed for the infectious agent to
be transmitted from Haiti to North America, and from North America
to Western Europe. The same explanation was used in later epidemio-
logic models, to show how the virus came from Africa to Haiti. On
the one hand, “Haitians” were presented as immobile and living in a
traditional social environment; on the other hand, they were presented
as immigrating to North America, or as circulating between Central
Africa and Haiti. The category of “hemophiliacs” was presented as
rather immobile and dispersed, in contrast to the other groups. It was
a receiver rather than a carrier of the infectious agent, and it was an ar-
gument for transmission through blood products. Thus, the newmodel
managed to be general and specific at the same time, overcoming some
of the previous difficulties.

“Haitians” played a key role in the transmission chain: they were
(1) the link through which the virus could pass between categories
otherwise unrelated, (2) the setting in which this took place, and (3)
the necessary condition for the future transmission of the virus. Be-
sides, they supported the theory of a virus transmitted from animals
to humans. In other words, “Haitians” (and later “Africans”) became
the necessary past for explaining the present and foreseeing the future.
Let us first examine how the virus passed the barrier between animals
and humans. In 1983, a letter to The Lancet stated that an animal
virus (the African swine fever virus, ASFV) was the infectious agent
for AIDS. It was followed by several extensive papers which debated
the subject. The echo in the medical press was large and, although its
core thesis (that the AIDS virus was the African swine fever virus) was
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quickly rejected, its significance was much broader. This thesis (1) was
the first thesis of a viral agent passing the barrier between animals and
humans (seen as valid until today); (2) provided an explanatory model
for how this happened, a narrative structure later adopted by “African
AIDS”; and (3) provided an epidemiologic model, consistent with the
etiologic one, which explained how the virus was transmitted among
risk groups. The letter stated a parallel course between the first cases
of AIDS in Haiti (pushed back to 1978) and the introduction of the
African swine fever virus to Haiti (from Cuba) in 1979. The clinical
description of ASFV in Haitian pigs mentioned a mortality rate of 80–
100%; the pigs did not produce neutralizing antibodies to the virus;
the special character of the Haitian ASFV isolate was singled out. The
etiologic model was formulated as follows:

A possible cycle for the accidental introduction of ASFV into the human pop-
ulation might relate specifically to the Haitian isolate. Perhaps an infected pig
was killed and eaten either as uncooked or undercooked meat. One of the
people eating the meat, who was both immunocompromised and homosexual
would be the pivotal point, allowing for the disease to spread to the vacation-
ing “gay” tourists in Haiti. As the virus is stable in blood, urine and faeces, it
might be then transmitted via traumatic sexual practices. Among pigs, ASFV is
most easily transmitted in stressed populations. Humans with concurrent viral
infections or who are in other ways physiologically stressed appear to be most
vulnerable to AIDS. Certainly blood transfusions would be an ideal mode of
transmission. (The Lancet, April 23, 1983, I/8330, p. 923)

Here again, etiology and epidemiology rely on redefining the
“Haitian” risk category. At least one “Haitian”may have eaten the raw
or undercooked meat of an infected pig; this suggests a “traditional”
lifestyle, which explains how the virus passed the barrier between an-
imals and humans. Afterwards, a homosexual and immunocompro-
misedHaitianwho also ate themeat spread it through sexual contact to
the “vacationing gay tourists.” This explains how the virus was trans-
mitted to the “homosexual” risk group. Thus, ad hoc redefinitions
produce risk factors according to every segment of the explanatory
model.

The biological account (the virus passing from pigs to humans) is
embedded in an anthropological one, which combines poverty-related
elements with sexual ones and with ritual practices. In the fashion
described long ago by Émile Durkheim and Marcel Mauss (1963) for
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the aboriginal societies of Australia, cultural categories are applied to
the natural world to make sense of how transgression happens – that
is, in such a fashion that the cognitive order is restored.

If “transfusion recipients” accounted for how the agent passed from
risk to non-risk categories, “Haitians” accounted for a more compli-
cated, intercontinental transmission route. Consider with respect to
this an “extraordinary case.” The patient, a “heterosexual French-
man” and “French geologist” who had been working in Haiti, was
diagnosed with opportunistic infections four years after returning to
Paris. The presentation of his case formulated a strong argument in fa-
vor of blood transfusion as a causal agent; the new case was excluded
from the classification and then added as a new category, thus showing
the role of blood transfusion:

Most individuals with AIDS are homosexual or bisexual young men, and the
syndrome particularly affects those who have a great number of sexual part-
ners and a great incidence of sexually transmitted diseases. Other identifiable
groups of AIDS patients include users of intravenous drugs, Haitians living in
Port-au-Prince or Haitian immigrants to the United States, and haemophiliacs.
It is noteworthy that Haiti is a favourite vacation spot for many US homo-
sexual men [ . . . ] Our patient, however, does not belong to any of the affected
communities, but has spent eight months in Haiti where he was transfused
with Haitian blood. The possibility that AIDS may be transmitted by blood
has already been suggested by its occurrence in haemophiliacs . . .but our case
shows in addition the potential danger of ordinary blood transfusions. (The
Lancet, May 28, 1983, I/8335, pp. 1187, 1190)

The case is first a “heterosexual Frenchman,” then a “French geol-
ogist,” and then a “transfusion recipient.” These rhetorical operations
present the reader with several chains of transmission. Homosexuals
vacationing in Haiti get the virus from the Haitians and, along with
Haitian immigrants, bring it to the United States. On the other hand,
Haitians pass the virus on to non-risk persons through ordinary trans-
fusions. Looking closer at the rhetorical construction, we can see that
there is no explicit statement about how Haitians managed to pass
the virus on to homosexuals vacationing there. Rather, the paper per-
forms several, apparently disparate operations: (1) it classifies AIDS
risk (which is a canonical operation) and (2) it associates and disso-
ciates the categories it operates with several times, in a way which
presents them as related or unrelated to Haiti. Thus, homosexuals are
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vacationing there; the reported case does not belong to a risk cate-
gory, but (negation) has spent some time in Haiti (as a “French ge-
ologist”) and has received “Haitian blood.” The reported case gains
its identity from being declassified several times as non-risk; at the
same time, it has to retain all the other identities to support the paper’s
claims.

Thus we have a complete narrative of how the virus was passed from
animals to humans and then from the “primitive” to the “developed”
world. In this narrative, each risk category accounts for a future step
or link in the transmission chain; at least one means of transmission
corresponds to each of these steps. The narrative is not to be found
in a single article, but rather is constituted in a network of texts: each
of them provides the reader with some elements of the plot, with a
partial view of the characters involved. The whole picture, however,
emerges from this textual network. Although many authors see nar-
ratives as “tales mapped onto tellings of personal experience” (Ochs
and Capps 1996, p. 21), the narratives of the origins that unfold here
are, rather, tales of culture mapped onto tellings of nature. They en-
list knowledge resources about society in the production of knowledge
about nature and, as such, engage social actors in continuing them
(Myers 1991, p. 45).

The Hunt for the Origins of the Virus

As previously pointed out, “Africans” played a seminal role in (1)
building up an origin of AIDS as a geographical, social, and cultural
location where the infectious agent has been present (in a more or less
dormant form) for a long time, and (2) reconstructing Kaposi’s sar-
coma in this context as a disease entirely relevant for AIDS. In the first
reports, Kaposi’s sarcoma was presented as a “usual” and “ubiqui-
tous” skin cancer form with “lesions considered benign”; at the same
time, it was “unusual” and “rare.” The “African form” of Kaposi’s sar-
coma was presented in this context as different from (and incompatible
with) the newly seen “North American form.” In the new context of
the “African” risk, a redefinition of “African” Kaposi’s sarcoma as
AIDS-relevant had to take place. This redefinition maintains a direct
relationship to the construction of an origin of the disease. The old KS
thus becomes the new, problematic KS (the two having been previously
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seen as incompatible): “AfricanKS” is no longer opposed to the “AIDS-
related KS” (an opposition which actually supported the AIDS-related
KS); it is identical with it.

Past cases were unearthed from hospital files and presented as AIDS
cases. This enterprise began with the reconstruction of the case of a
Danish woman surgeon who had worked for several years in Zaire in
the 1970s. Six years after her death in Copenhagen, her medical file was
reinterpreted as an AIDS case, being frequently cited in epidemiological
journals and in the general press as the proof that AIDS had existed in
Africa for a long time already. It is this reconstruction that is examined
here first. To make it work, the relationship between AIDS and KS had
to be reversed. An initial step in this process had to be the redefini-
tion of AIDS-related KS as similar (and not completely unrelated) to
the “hyperendemic focus of KS in Central Africa.” This achieved, a
questioning of the status of AIDS in Africa is implied. The argument
unfolded as follows: because of a lack of technical equipment, AIDS
without KS could not be detected in Africa. It could be seen only in
those patients who already had KS, because the clinical identification
of KS could be donewithout sophisticated technical equipment. Hence,
AIDS and African KS must be related. Moreover, Central Africa was
already known as a reservoir of deadly viruses. KS was thought to
be caused by a virus. The conclusion: a virus causing KS and AIDS
traveled from Africa to Haiti and from there to North America (The
Lancet, April 23, 1983, I/8330, p. 925).

Although up to that date Kaposi’s sarcoma had been described nei-
ther in hemophiliacs nor in Haitians, and although it was already seen
as indicative of AIDS, the two were now presented as parts of the same
epidemic, a fact which changed the relationship of the terms. The cause
(of the epidemic, and consequently, of AIDS and/or Kaposi’s sarcoma)
was now a viral one. The “hyperendemic focus of KS in central Africa”
was put side by side with the “epidemic of AIDS and KS”; this made
them compatible and comparable. (Remember that the opposite was
the case in the first reports on Kaposi’s sarcoma.) AIDS in disjunction
from KS is hardly identifiable, which, conversely, amounts to the claim
that AIDS in conjunction with KS is identifiable.

The structure of the argument was to state a conjunction (AIDS and
KS) for given categories, then to assert compatibility with an (until
then) unrelated category, and to state that AIDS without KS would not
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be identifiable. Because it is precisely this conjunction that makes AIDS
identifiable, the problem is how to see African KS correctly. Deadly
viruses of Central African origin appear as a middle term connecting
the viral agent with the importance of Kaposi’s sarcoma in Central
Africa. The “connection between African and American AIDS/KS,”
along with the thesis of an “African virus,” is specified in a concrete
model. Thus, AIDS and Kaposi’s sarcoma are brought together; the
“African” and “American” KS are then joined with a viral cause, lead-
ing to “another deadly, but slow-acting, African virus” being viewed as
responsible for AIDS. This account integrated two different explana-
tions, an etiologic and an epidemiologic one, on the basis of a reversal
in the understanding and significance of “African KS.” With the latter
transformed into a sure sign of AIDS, the African origin of the immune
deficiency moved to the core of explanatory models.

The only question that remained to be answered was whether the
case was a victim of a viral agent in an African setting. She was a
“previously healthy Danish woman” who, during most of the 1970s,
had worked as a surgeon in a rural hospital, as well as in the cap-
ital of Congo (Zaire). During her stay, “she had repeated episodes
of diarrhea . . .progressive therapy-resistant diarrhea, fatigue, wasting,
and, later, universal lymphadenopathy.” At the end of 1977, she died in
Copenhagen; the cause of death was diagnosed as Pneumocystis carinii
pneumonia. This is commented on as follows:

Pneumocystis pneumonia is rare in healthy people. Before her Pneumocystis
pneumonia this woman had had other symptoms of AIDS (chronic diarrhoea,
weight loss, lymphadenopathy). She could recall coming across at least one
case of KS while working in northern Zaire, and while working as a surgeon
under primitive conditions she must have been heavily exposed to blood and
excretions of African patients. She had not been to the USA or to Haiti, and
did not abuse drugs. (The Lancet, April 23, 1983, I/8330, p. 925)

The entire presentation of clinical and lab results seems to con-
tradict the “African AIDS/KS” thesis, because there is no mention of
findings which could point to the presence of Kaposi’s sarcoma. What
the presentation actually supports is not the conjunction of AIDS and
“African Kaposi’s sarcoma,” but the assertion that “cases of AIDS
without KS stand little chance of being detected locally.” It confirms an
inference and indirectly supports an identifiable conjunction of AIDS
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and KS. Instead of proof positive of the latter, proof positive of its
negation (nonidentifiable disjunction) is constructed (the nonidentifi-
able disjunction was not noted). Note that the case is not an object of
negotiation about whether it is AIDS or not; it is reconstructed as such
a case, and the arguments for it are precisely the same as those that sus-
tain the disconnectedness from Kaposi’s sarcoma. The final arguments
of the “case description” are the diagnosis of Pneumocystis pneumonia
together with diarrhea, weight loss, and lymphadenopathy. During her
work as a surgeon, the patient had come into contact with “at least
one case of KS” and with “blood and excretions of African patients”;
this explicitly suggests that the infectious agent was transmitted from
an “African patient” (with KS, because the patient had not been to the
US or Haiti and had not taken drugs). Finally, the report formulates an
epidemiological research program, which, although future-oriented in
form, serves to enforce the thesis of an “African virus,” which has re-
lied, in turn, on re-presenting past events. Accordingly, flying research
teams should be sent to Central Africa to search for “killer viruses” and
explore the connection between AIDS/KS in Africa andNorth America.
The rationale for doing this was that the “US homosexual community”
had a high frequency of tropical infections and that as early as 1968
Manhattan was given the nickname “tropical isle” (The Lancet, April
23, 1983, I/8330, p. 925).

The “possible connection” between endemic and epidemicAIDS/KS,
which seems to negate the previous argument, actually reinforces it
by reversal. What was taken as given when reconstructing the past is
supposed possible with respect to the future, and this possibility de-
pends on the given facts of the past, so that stating that a “possible
connection” is to be explored by flying teams amounts to stating that
the connection exists. This is made clear by the frequency of infec-
tions “usually seen only in the tropics” that made Manhattan into a
“tropical isle.” Originally, the new form of Kaposi’s sarcoma relied on
distinctions between “seen” and “unseen,” “ubiquitous” and “new.”
In the final argument, there are no more unexplainable varieties of dis-
ease, but only the same disease seen in different places, so that we can
explain now how it traveled from place to place.

This argument wipes out geographic differences and generates an
order in which the “US homosexual community,” substitutable with
“Manhattan,” becomes equivalent to “Central Africa.” The thesis of
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a new, unknown virus originating in Africa is framed and sustained by
a social order of the unknown – or, rather, of the “other.” The “homo-
sexual community” is as unknown, exotic, and as much a harborer of
killer viruses as Central Africa.

Several lines of argument unfold in the article analyzed above:

1. an epidemiological argument, according to which the disease
originated in Africa long before it was detected in North Amer-
ican patients; consequently, it was somehow transported from
Africa to North America and to Europe. The immune deficiency
has an endemic, as well as an epidemic form

2. an etiologic argument, according to which the AIDS agent is a
virus, present in Africa for a long time

3. an argument about Kaposi’s sarcoma, which in its African form
is the same as the AIDS-related one

4. item 3. that is not a simple consequence of the AIDS-related form
but rather coexists with it.

Both (1) and (2) rely on (3) and (4); they have been accepted until
today as valid and, in a modified form, lay the basis for more so-
phisticated epidemiological models that distinguish between different
patterns of virus transmission (Stine 1993, p. 157). They also have
several peculiar features: (1) they rest on the reconstruction of a past
case which relies in turn on (2) using the classification not only for
redefining AIDS and for (3) generating a new risk category, but also
for (4) introducing another classification of Kaposi’s sarcoma that con-
tradicts the initial one. By mid-1984, essentially one KS was associated
with and indicative of AIDS. One of the first articles that contributed
to blurring the distinction between different forms of KS apparently
intended to maintain it:

In the United States Kaposi’s sarcoma is intimately linked with AIDS, and
a common infective aetiology has been postulated. In these cases the tu-
mour is characteristically aggressive and affects the viscera. In central Africa
Kaposi’s sarcoma is a common tumour, possibly the third-commonest tumour
in Uganda. Epidemiological studies have suggested an infective aetiology. Al-
though the tumours occur most commonly in the elderly in a localised cuta-
neous form, the aggressive disseminated form does occur in younger people.
AIDS has been described in Central Africa; previously no association between
AIDS and “African” KS has been noted. Our case links AIDS and “African”
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KS, thus lending some support to the view that in Africa, as in America, AIDS
and aggressive Kaposi’s sarcoma might have a common aetiology. If this is true
it adds weight to the suggestion that AIDS may be endemic in Central Africa,
and must extend the horizons of those investigating the disease. Our patient
had no cutaneous tumour, and so may have escaped diagnosis had endoscopy
and a full pathology service not been available. The incidence of aggressive
KS in Africa may be higher than is generally believed. (The Lancet, March 17,
1984, I/8377, p. 632)

There is thus a “United States Kaposi’s sarcoma” and a “Central
Africa Kaposi’s sarcoma”: the first is “intimately linked with AIDS”
and shares a “common aetiology” with it. It has an “aggressive char-
acter,” which it shares with the “Central Africa Kaposi’s sarcoma.”
The latter has a very common form, which “occurs in the elderly in
a mostly localised cutaneous form,” and an “aggressive form,” which
occurs in the youth. What happens here is that “African KS” is identi-
fied with “United States KS” on grounds of “aggressiveness.” A single
form emerges: aggressive, AIDS-associated KS, induced by the same
infectious agent. This is an argument for the long-standing presence
of AIDS in Africa in an endemic form. Because “aggressive” KS is
difficult to identify without appropriate lab technology, AIDS might
have remained unidentified for a long time in Africa. Concerning the
question of the identification of KS, the reader will recall that other
articles argued that AIDS could be identified in Central Africa exactly
because of its association with KS, the diagnosis of which did not need
sophisticated lab technology. The thesis of a long-standing presence of
AIDS (and hence of the infectious agent) in Africa, formulated in the
first reports on the “Danish woman surgeon in Zaire,” is thus rede-
veloped in a context that (1) redefines the relationship between AIDS
and Kaposi’s sarcoma and (2) provides a model of the origins of the
syndrome.

The distinction between the “aggressive” and the “common”
African KS was re-presented in later articles as distinguishing between
the full-fledged and the endemic, or dormant, form of KS. KS would
begin in a dormant state, corresponding to the “common form,” which
would more or less gradually evolve into an aggressive one. A paper
defined Kaposi’s sarcoma as “endemic in “equatorial Africa,” with a
“generally indolent course” (The Lancet, June 16, 1984, p. 1318) and
then substituted “endemic KS” for “Kaposi’s sarcoma in equatorial
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Africa.” Then, the “endemic disease” is equated with the “classical
disease” (a subsection of the “results” section is even titled “Classical
(Endemic) Disease”). AIDS-related KS was different from the form
reported as endemic in adult African men, but it had “obvious similar-
ities” with KS as reported in African children. The distinction between
adults and children equals that between endemic and epidemic and
justifies once again the special character of African KS.

We encounter the following categories: (1) KS in young homosexual
men; (2) KS in elderly Americans; (3) endemic KS in adult men; (4) KS
in African children; (5) KS in North America and elsewhere; and (6) KS
in equatorial Africa. Because (5) combines only with (1), and (6) with
(3), a double opposition is produced: North America vs. Africa and
elderly people/adult men vs. young homosexual men/African children.
The only similarity is that between the “KS of young homosexual men”
and that of “African children,” and it is described as follows: “cuta-
neous lesions are few in number and occur in unusual sites, generalized
lymphadenopathy and visceral lesions are common, and the disease has
shown aggressive behavior and a poor response to treatment” (The
Lancet, June 16, 1984, I/8390, p. 1320). This is the aggressive form of
KS, as opposed to the “classical endemic” form found in “African adult
men.” The aggressive form of KS is accompanied by unusual symptoms
and signs which complicate the clinical diagnosis. This KS is as aggres-
sive as the KS characteristic for “immunosuppressed homosexuals.”
It is encountered in young, well-to-do, educated Africans. The overall
conclusion is that AIDS has been identified in Central Africa and that
“the transmissible agent responsible may be endemic in Africa” (The
Lancet, June 16, 1984, I/8390, p. 1320).

Evident here is the association of “aggressive KS” in Africawith “ag-
gressive KS in young (then immunosuppressed) homosexuals,” which
supports the association of the “aggressive” or “AfricanKS”withAIDS
and therefore the thesis of an endemic presence of the infectious agent
in Africa. The opposition pairs consist of (1) classical KS – longtime
presence, endemic – vs. aggressive KS – recently recognized, explosive
evolution, and (2) AIDS – recently recognized in Zambia and Zaire –
vs. infectious agent of AIDS – long-standing presence in Africa, en-
demic (see also Figure 2). The conclusion: Africa represents the reser-
voir of the infectious agent which, favored by risk factors, expanded
to Europe and North America. A European reservoir was unlikely,
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figure 2. The structure of the argument for the “African virus.”

because European patients traveled, were homosexuals or hemophili-
acs, or had blood transfusions. African patients were none of the above,
and Europe-based African patients traveled regularly to their coun-
try of origin. At the same time, KS was frequent in equatorial Africa
(NEJM, February 23, 1984, 310/8, p. 496).

Additional arguments, such as (1) defining hepatitis B as a tropical
disease and (2) rejecting malnutrition and parasitic diseases as possible
causes of immunosuppression (because patients were “of upper socioe-
conomic status”) supported the case of an “African” infectious agent.
The “African” agent left no place for environmental causal factors. It is
relevant to note how the need to locate the origins of the virus in Africa
requires reversing the distinctions between the usual and the unusual.
Travel or same-sex relationships were strong arguments for an “ab-
normal,” unusual, risky lifestyle. Making “Africans” unusual requires
regarding same-sex relationships as usual in the given AIDS context.
As regards the supposed lack of spatial and social mobility among
Africans, Philip Setel (1999, p. 51) has clearly shown that African so-
cieties have known a great degree of spatial and social mobility in past
decades: displacements, cross-continental trade routes, civil wars, and
the search for economic opportunities have forced many Africans into
migration across the continent.

From this moment on, environment was assigned the role of a cata-
lyst and shifted from etiologic to epidemiologic models. The identity of
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the (retro)virus remained to be established, but in a certain sense, it was
already known. It could not have been anything else but an identity
related to Africa and (skin) cancers, to sexually transmitted diseases,
and to the barrier between animals and humans. The debate of the
mid-1980s could not have avoided this frame, which pre-established
how the AIDS virus can be the AIDS virus. Indeed, all the parties in
the said debate made plentiful use of all these arguments: at the time
of its discovery, the AIDS virus had already been discovered.

How Scientific Debates Work

The debates about the nature of the etiologic agent did not take the
form of open clashes between clear-cut positions (environmental vs.
viral theses). In many cases, the attacks were oblique: the proponents of
the “lifestyle” theses contested the general possibility of a virus playing
a causal role in the immune deficiency, or they questioned the state
of general knowledge about immune cell functions. Their adversaries
claimed that the state of the knowledge about immune cell functions
simply required more research money channeled into the topic. Lack
of present knowledge about the causal role of a retrovirus is not a
proof that this is not the cause. What we encounter in these debates is
boundary work in which rhetorical resources are mobilized to define
the problem confronting the scientific community: is this an infectious
disease, caused by a virus? Is it a contagious disease, caused by non-
viral factors?

A key role in deciding these questions was played by three kinds of
narratives. (1) The first is about viruses inducing immune deficiencies.
This counteracted the view that viruses enter human bodies weakened
by already existing immune deficiencies. (2) The second narrative is
about environmental factors (lifestyle, sexual activities) weakening the
immune system and working to the advantage of immunosuppressive
agents (sperm, drugs, or a combination thereof). (3) The third is a nar-
rative of origins: a viral agent already present in a remote (or isolated,
or unmonitored) part of the world crosses the barrier between species,
mutates, and induces a new immune deficiency.

Each of these narratives has several subordinate plots which confer
a concrete shape upon them: these plots involve, in turn, characters
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such as the Danish woman surgeon who had worked in Zaire, or the
nameless Haitian who ate raw pork meat and had homosexual sex.
The characters of these plots, however, must not necessarily be human:
amyl nitrites, the cytomegalovirus, and the African KS are prominent
figures in environmental and viral plots, respectively.

The debate is not decided by one or more of these narratives leaving
the stage. In the end, we are not left with a single, triumphant story.
What we have in the end is a cognitive frame with a combination of
narratives (1) and (3) at its core and narrative (2) playing a subordinate
role. Crucial to this frame is the perception that the etiologic agent of
AIDS is a virus that originated in a remote part of Africa, crossed the
barrier between species, and was carried to other continents, where,
in the presence of STDs and intense sexual activity, as well as other
lifestyle factors, it induces immune deficiency. This frame provides the
necessary elements for the interpretation of clinical data. It is grounded
in cultural representations of sexual practices, disease, and otherness.

That scientific debates imply the use of rhetorical resources and de-
vices has been long recognized. My first argument here was that, at
least in the AIDS debates, the demarcation of the scientific problem
(infectious vs. contagious) played a crucial role. The work of demarca-
tion, of tracing the boundary between problem and non-problem was
done, to a very large extent, with rhetorical resources.

My second argument concerns the notion that scientific debates end
with the triumph of the right thesis and the demise of the wrong one.
The corollary of this position is that the work of demarcation is closed.
It implies that some of the actors in the debate use their (rhetorical)
resources more successfully than their opponents. In the end, the latter
adopt the arguments of the winning party. What happened in the case
examined here was not that an unsuccessful line of argumentation was
abandoned. Rather, three different narratives were recombined in such
a way that one of them took a subordinate position.

In Chapter 2, I used an analogy with a virus to characterize the
property of classifications to incorporate local changes, recombine,
expand, and absorb contradictory explanatory models. I argue that
the same property becomes visible in the debates about the etiologic
agent. The successful model made local adaptations, recombined some
of its elements, expanded, and absorbed competing models. In other
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words, at least at the rhetorical level, it displayed the same “viral”
properties that characterize classifications.

The outcome of early debates about the etiology of AIDS was the
thesis of a retrovirus playing the causal role. In this frame, the discovery
ofHIVnot long afterwas accompanied by a bitter scientific controversy
between two prominent scientists. I turn now to the arguments with
which this controversy was carried on.
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Retrovirus vs. Retrovirus

The Arguments for HTLV-III, LAV, and HIV

The HIV Controversy Revisited

In 1983, Science published a paper by Dr. Robert Gallo and his team,
which stated that an antigenic reactivity to the human T-cell leukemia
virus had been detected in AIDS patients (220, pp. 865–7). This meant
that their immune system was producing antigens to a human retro-
virus. This was human T-cell leukemia virus, whose existence was de-
tected by the sameDr.Gallo in themid-1970s. In the same issue, Science
also published a paper by Dr. Luc Montagnier and his team from the
Institut Pasteur in Paris (220, pp. 868–71). They claimed (1) the identi-
fication of a human retrovirus in the lymph tissues of an AIDS patient,
and (2) that the retrovirus was responsible for the immune deficiency.
In 1984, the same journal published another paper by Dr. Gallo and his
team, claiming that a human retrovirus had been identified (a different
one from that of Dr. Montagnier) and that it was causing the acquired
immunodeficiency (Science, 224, pp. 497–500). Dr.Montagnier named
the virus lymphadenopathy-associated virus (LAV), emphasizing its de-
tection in the lymph tissues. Dr. Gallo in turn named his virus the hu-
man T-lymphotropic virus III (HTLV-III), stressing its membership in
the family of human T-cell leukemia viruses. The first member of this
family (HTLV-I) had also been isolated by Dr. Gallo. What followed
has been amply discussed in the sociological and political literature:

1. Robert Gallo and Luc Montagnier each claimed that it was his
virus that induced AIDS.

156



Retrovirus vs. Retrovirus 157

2. Dr. Gallo claimed that his virus was completely different from
Dr. Montagnier’s, whereas other researchers argued that they
had an identical genetic structure: they were not exemplars of
the same retrovirus, but practically the same exemplar.

3. It was therefore widely believed that Dr. Gallo had rediscov-
ered Dr. Montagnier’s retrovirus in a laboratory probe sent from
Paris.

4. A political controversy between France and the United States
ensued over which country had first discovered the retrovirus.

5. In 1987, the president of the United States and the primeminister
of France settled this matter through a political agreement: both
countries were to be regarded henceforth as codiscoverers.

6. Some observers have also stressed the fact that Dr. Montagnier’s
paper submitted to Science (reviewed by Dr. Gallo) had been
delayed in publication and had its claims softened in the review
process (Connor and Kingman 1988; Grmek 1990).

Up to 1988, medical papers made reference to HTLV-III, LAV,
HTLV-III/LAV, or HIV. Afterward, the termHIV (human immunodefi-
ciency virus) gained wide acceptance and replaced the other names. For
some time, medical papers and reports argued that either HTLV-III or
LAVwas the agent responsible for AIDS, thus indirectly arguing against
LAV, or HTLV-III, respectively. After 1985, the label HTLV-III/LAV
was used much more frequently than the other two designations
(Rawling 1994).

The controversy surrounding the discovery of HIV was not the only
one in the history of AIDS: another prominent example is the con-
troversy between the scientific mainstream and the biochemist Peter
Duesberg about whether retroviruses can cause immune deficiencies
or not. Started in the late 1980s, this controversy continued well
into the 1990s. Although they received much media exposure, the
Duesberg theses actually never had an impact comparable to that of
the HIV discovery, which was settled in not only the scientific but
also the political sphere. The HIV controversy raises a whole series
of questions related not only to the political ramifications of scien-
tific research and to its symbolic status at the national level, but also
to research ethics and the peer review process at premier scientific
journals.
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The following fact needs to be borne in mind in this context: we
know now that the parties in this controversy had discovered not va-
rieties of the same virus but practically the same exemplar of the same
retrovirus. Regardless of whether they were aware of this at the time
of publishing the discovery claims, they were obliged to argue that the
same exemplar of the same viruswas not identical with itself. Of central
significance in the controversy over the discovery of HIV is the claim
of each participant that “my virus is not identical with your virus and
it is my virus which causes AIDS.” How then were distinct identities
of the same exemplar of the same retrovirus created? This was not a
controversy of fact, not a controversy of theory, and not one ofmethod-
ological principle (McMullin 1987, pp. 64–73). It was a controversy
of identity. In the following, I examine how the controversy about the
virus’s identity made use of rhetorical strategies and how these were a
key element in establishing a retrovirus as the causal agent for AIDS.

Let us recapitulate the elements of the picture: the claim that a hu-
man retrovirus was inducing the acquired immune deficiency did not
appear against an empty background. In the first place, human retro-
viruses had been known since the mid-1970s (Grmek 1990). Moreover,
various theories about the viral agent’s origins had already been put
forward, among them those that postulated the exotic “African” and
“Haitian” viruses. According to proponents of this view, then, a viral
agent induced the immunodeficiency, aided by a constellation of risk
factors and cofactors. In the mid-1980s, a kind of osmosis between ap-
parently incompatible elements occurred: (1) a virus was presented as
the agent of a sexually transmitted disease and of an immune deficiency
at the same time; and (2) the risks of transmission were described in
spatial terms, like those of a contagious disease. These elements are
incompatible, because regarding the virus as an STD agent implied
transmission through direct and intimate contact, rendering space ir-
relevant. In this case, relevance is ascribed to the temporally arranged
string of sexual contacts – that is, to the history of STDs. Seeing the
virus as a contagious agent meant that space, instead of time, became
relevant: the agent is transmitted through space-determined social clus-
ters. The debates on HTLV-III, LAV, HTLV-III/LAV, and HIV saw
the virus as the agent of an STD (or of a tropical disease), but one
restricted to certain social spaces. There is an additional aspect of this
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view, related to Africa. Legitimating the retrovirus (in one of its vari-
eties) as the causal agent of AIDS meant accounting for its appearance
in an African setting. The debate about the retrovirus relied to a large
extent on a narrative of its origins. This took various forms, from sim-
ple stories1 to more complex ones, combined with genetic analyses of
the virus in “African” cell cultures. The identity of the retrovirus had
to be established according to three risk dimensions: (1) the risk of
sexually transmitted diseases, (2) the social spaces of risk, and (3) the
“African” risk. A fourth dimension, related to (3) was added in the
mid-1980s, when arguments concentrated on simian models – that is,
on the attempt to induce an exact reproduction of the immunodefi-
ciency syndrome in monkeys. The aim of this was to show that the
retrovirus was causing the same type of immunodeficiency and that it
had crossed the barrier from the animal to the human realm.

The Competition Between HTLV-III and LAV

A central task in establishing the identity of HTLV-III and LAV, respec-
tively, was to show how each of them is related to sexually transmitted
diseases. If the retrovirus was like an STD agent, then it was trans-
mitted, among other such agents, through sexual contact between per-
sons who lived in different places on the planet (but who at the same
time traveled or frequented the same environments or spaces). Iden-
tifying such contacts would then be a strong argument for the retro-
virus as the causal agent of the syndrome. Clinical reports and articles
stressed the importance of “clusters” inwhich the viruswas transmitted
from “person-to-person” through sexual contact (NEJM, September 8,
1983, 309/10, p. 609). This required identifying and reporting clusters
with HTLV-III or LAV as the common element. Medical reports of-
ten included charts of sexual contacts; e.g., patients from the United
Kingdom were tied to persons from Australia and the United States,
some of whom had been diagnosed with AIDS-related symptoms or
had antibodies to HTLV-III (The Lancet, September 1, 1984, II/8401,
p. 481). Clusters as constellations of (sexual) relationships with a cen-
ter or a “main carrier” provided an STD-like model of continuous

1 See “Africa and the Origin of AIDS” in Science, December 6, 1985, 230, p. 1141.
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transmission and supported the thesis that HTLV-III is the sexually
transmitted causal agent:

Several of our findings are consistent with the hypothesis that HTLV-III is
the sexually transmitted agent responsible for both AIDS and PGL and that
it may be associated in certain cases without symptoms. These include: the
observation that 16/19 homosexual men in the two clusters who were tested
forHTLV-III had antibodies to the virus and that the PGL carrier (case 11), who
seems well, is among them; and the findings that 8/9 (89%) other homosexuals
with sexual contact with patients with AIDS or PGL had HTLV-III antibodies
and that PGL had since developed in 3 out of these 8. In contrast, only 19
of 86 (22%) promiscuous homosexuals without a known history of sexual
contact with AIDS or PGL have detectable HTLV-III antibodies. (The Lancet,
September 1, 1984, II/8401, p. 483)

HTLV-III is presented here as the causal agent of AIDS not be-
cause antibodies to it have been detected in patients, but because they
have been detected in clusters of individuals from different parts of the
planet who had sexual contact with one another. The “history of sex-
ual contacts,” like the one of sexually transmitted diseases, forms the
core of the argument for the identity of the retrovirus here. HTLV-III
in the semen of patients with AIDS was also a very strong argument
for its causal role. Transmitted sexually, the agent had to act like an
STD agent and, therefore, be detectable in sexually transmitted fluids
(such as sperm). This, in turn, confirmed both the retrovirus as the
causal agent of AIDS and the sexual transmission route. Moreover, it
showed that risk categories and the causal agent were practically coex-
tensive, with apparently healthy “risk persons” carrying the virus. Risk
categories appeared as a proof of the retrovirus’s causal role, and the
latter confirmed, in turn, their relevance. One paper, bearing the title
“HTLV-III in the Semen and Blood of a Healthy Homosexual Man,”
asserted that AIDS is sexually transmitted through contact with semen
(which does not necessarily imply sexual contact). On these grounds,
the main culprit must be HTLV-III, to which LAV was closely related
(Science, October 26, 1984, 226, p. 451). This argument, coming from
Dr. Gallo’s camp, presented LAV as subordinate and of secondary im-
portance to HTLV-III.

The case onwhich the argument restedwas “a 30-year-old homosex-
ual male,” whose “past medical history includes gonorrhea, hepatitis,
and sexual contacts in 1982 with a man who subsequently developed
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Kaposi’s sarcoma.” The patient did not present anyAIDS-related symp-
toms, clearly belonged to a risk group, had his sexual contacts traced
to a KS patient, and had HTLV-III detected in his semen. These were
strong arguments for the causal role of HTLV-III, as well as for a closer
monitoring of “urban male homosexuals.” The implication was that
HTLV-III might be far more widespread than the number of AIDS cases
suggested (Science, October 26, 1984, 226, p. 453). By suggesting an
immediate, unseen danger (larger undetected presence) the article not
only called for concrete health policy measures (“asymptomatic carri-
ers should be closely followed”) but also, more importantly, implied
the ubiquity of HTLV-III. This implication was taken as proof of its
causal role. Thus, through metonymy, a whole social category was
substituted for one case. The metonymy also moved the detection of
HTLV-III in semen from the realm of the accidental into that of the
regular and the ubiquitous, entrenching the causal role of the virus.
The laboratory evidence (detection in semen) derived its relevance and
strength (that is, as an empirical proof of causality) from this rhetorical
frame.

If the HTLV-III campwas to win, it had to succeed in promoting two
interrelated arguments: one with regard to the HTLV-III/LAV relation-
ship, the other concerning the connection between retrovirus and STD.
I begin here with the latter. The tenor of the argument was that the epi-
demiologic data actually supported the demonstration of HTLV-III in
semen; consequently, the syndrome was STD-like, and the presence of
the retrovirus in semen was relevant. Not only was it relevant, but it
also was inextricably tied to “urban male homosexuals.” Because the
retrovirus (HTLV-III) was STD-like, it was relatively hard to get; a lot
of sexual contacts were needed for infection. In an interview published
in the Journal of the American Medical Association (“AIDS-associated
Virus Yields Data to Intensifying Scientific Study,” November 22/29,
1985, 254/20), Dr. Malcolm Martin, chief of the Laboratory of
Molecular Microbiology at the National Institute of Allergy and Infec-
tious Diseases, sought to alleviate fears that the virus could be trans-
mitted through casual contact. He declared that “important is the way
the virus is spread 99.9% of the time”; this was the sexual (and pre-
dominantly homosexual) way. Moreover, the virus “doesn’t strip off
its jacket and infect a cell in its shirtsleeves” (JAMA, November 22/29,
1985, 254/20, p. 2868). Because the genomic structure of the virus
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is heterogeneous, and because many particles are defective, “multiple
contacts are needed to make a hit.” One has “to work hard” at get-
ting the virus (p. 2870). Moreover, the AIDS virus is different from
contagious viruses (such as the influenza and poliomyelitis ones). It is
different from other members of its family (HTLV-I, HTLV-II) as well,
because “it takes a lot of virus to get a fully infectious agent” (p. 2870).
A lot of virus means, of course, a lot of sexual contacts. It also means
that the virus could go undetected for a long time, making antibody-
positive persons into a “time bomb” (p. 2868). At the same time, AIDS
can be gotten from a single sexual encounter or a single blood unit
(p. 2870).

The assertion that the virus cannot become effective without multi-
ple sexual contacts (expressed here in the metaphor of hard work) was
of course consistent with the (by now) familiar notion that “homosex-
uals” were an extremely promiscuous group. This, in turn, was consis-
tentwith the thesis ofwidespread STDs in this group.Hence the explicit
contrast with “contagious viruses which can spread like wildfire.” But,
paradoxically, a single sexual contact may suffice to contract the dis-
ease. How does this fit in with the low-contagion view? This observa-
tion, inserted more or less as an afterthought, apparently contradicts
the previous statements: if multiple sexual contacts are needed for the
virus to enter the body (“to make a hit”), then these must be con-
tacts with persons who already carry the virus; otherwise there would
be no “hit.” What the article actually does is construct single-contact
(contagion-like) transmission as the exception to the rule of “working
hard to get it”: cases of single-contact transmission are presented here
as the exceptions that confirm this rule. The “fully infectious agent”
means thus “a lot of virus” getting into the body through multiple con-
tacts, which amounts to characterizing the retrovirus on the grounds
of its risk.

Another thesis that relied on “clusterings” and on similarity with
sexually transmitted diseases is that HTLV-III is more readily sexu-
ally transmitted than its supposed predecessor, HTLV-I. HTLV-I (the
first human retrovirus identified by Dr. Robert Gallo) is a leukemia
retrovirus, and Dr. Gallo’s initial, paradoxical thesis (also embraced
by other scientists) was that the AIDS and the leukemia retroviruses
were closely related, although very different. If HTLV-I was not readily
sexually transmitted, whereas HTLV-III was, the differences in their
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prevalence in the AIDS population, as well as in their effects, could be
explained (The Lancet, September 1, 1984, pp. 481, 483). Thus we
encounter once again the strategy of comparing two entities that, de-
pending on context, are either similar or different. The criterion used
for such a comparison (rate of transmission) is introduced post hoc in
order to justify empirical differences in the prevalence rates. The differ-
ences established according to this post hoc criterion make the entities
similar, by virtue of their being compared. Dr. Robert Gallo’s team ar-
gued that weak correlations between serum antibodies to HTLV-I and
AIDSwere actually an argument for HTLV-III being the causal agent of
AIDS, because the latter had “limited cross-reactivities with the known
HTLV subgroups” (Science, May 4, 1984, 224, p. 506). They also ar-
gued that (1) a genomic modification could account for intra-family
viral differences and (2) the HTLV virus causing AIDS is, unlike other
HTLV viruses (which induce leukemia), mainly sexually transmitted.
There were, however, further aspects of this virus that had to be ex-
plained away: HTLV-I was endemic in southern Japan, where AIDS
had not yet been reported. Besides, Japan was far away from Africa.
These facts seemed to undermine the causal role of HTLV-III. Robert
Gallo discounted them in a few sentences: the virus had undergone a
genomic modification on its way from Japan to Africa and, concomi-
tantly, Japanese people had become immune to it (Science, May 20,
1983, 220, p. 865). We should remember here that “Africans” –
whose continent was also an endemic AIDS space – had never been
represented as immune to AIDS.

Dr. Gallo also reversed the significance of transmission means, so
that they could lend more support to his thesis: for him, transmission
through blood products or IV drug use was the most common. Never-
theless, the “high incidence of AIDS in homosexuals who apparently
have not received blood transfusions or used intravenously adminis-
tered drugs” meant that the virus was to be found in sperm and saliva
too. Because the causal agent of AIDSwas sex-related and distinct from
other HTLV viruses, it would be transmitted through sexual contact.
Therefore, it would not be (1) immediately identifiable in blood, as
were the other HTLV viruses, and (2) in the places where other HTLV
viruses are identified.

Other articles by Dr. Gallo stated that “HTLV-III is clearly distin-
guishable from HTLV-I and HTLV-II but is also significantly related to
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both viruses. HTLV-III is thus a true member of the HTLV family”
(Science, May 4, 1984, 224, p. 503). The strategy was to assert first
that “viruses of the HTLV family have been detected in some patients
with the acquired immunodeficiency syndrome (AIDS) or with pre-
AIDS.” Then, “an involvement of viruses of the HTLV family” was
suggested by the findings, but that alone appeared doubtful; “instead,
it seemed likely that another member of the HTLV family might be
involved in the etiology of AIDS” (Science, May 4, 1984, 224, p. 503).
In a certain sense, the discovery of HTLV-III happened before it was
actually discovered; because the retroviral family caused AIDS, it was
only a matter of identifying a new member that was different, but not
that different. Besides, this family argument made it possible to present
the “French” retrovirus as just one genetic variety of HTLV-III, or as
a member of the HTLV-III family, which in turn was a member of
the larger “causal” family. A paper coauthored by Dr. Gallo argued
exactly this, by transferring causality to a retrovirus family and re-
defining HTLV-III as a subfamily within it. In this construction, LAV
was just a member of the HTLV-III subfamily. This concept, among
others, served to explain away the strong similarities between them,
counteract suspicion, establish a clear hierarchy, and reinforce Gallo’s
priority claim with respect to the discovery of the virus:

Perhaps because of the rapid replication [ . . . ] there is a noteworthy diversity
in the restriction-endonuclease cleavage patterns seen among HTLV-III iso-
lates from different patients to date, indicating a genetic polymorphism not
found in other viruses within the HTLV family. Therefore, we believe that
HTLV-III really represents a set of closely related but varying genetic forms,
and that lymphadenopathy-associated virus is one of these forms. (NEJM,
November 15, 1984, 311/20, pp. 1294–5)

The arguments of the competition took pretty much the same turns,
only in the opposite direction: LAV was presented as an agent similar
to those of sexually transmitted diseases, and associated with STDs.
It was also presented as a member of the HTLV family, but its “clear
distinctness” was stressed. The first report on LAV published in Science
by Dr. Montagnier’s team presented AIDS primarily as a sexually
transmitted disease, characteristic for certain risk categories. Because
Montagnier did not have anyHTLV family to defend, he did not need to
explain why other retroviruses were found readily in blood, whereas
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the AIDS virus was not. True, his LAV was not isolated from blood
either, but from lymph tissue. The best strategy for him was therefore
to stick with the accepted view about the hierarchy of transmission
means, in which sexual contacts occupied a prominent place (Science,
May 20, 1983, 220, p. 868).

Dr. Montagnier reported “the isolation of a novel retrovirus from
a lymph of a homosexual patient with multiple lymphadenopathies.”
The new virus was identified as amember of the human T-cell leukemia
virus (HTLV) family. The patient was “a 33-year-old homosexual
male” who had been treated several times for STD and had many
sexual contacts: “During interviews he indicated that he had had more
than 50 sexual partners per year and had traveled to many countries,
including North Africa, Greece, and India. His last trip to New York
was in 1979” (Science, May 20, 1983, 220, p. 870).

The association (and similarity) with sexually transmitted diseases
frames the presentation of laboratory findings and the genetic analy-
sis, so that when it comes to discussing the causal role of LAV at the
end of the paper, its sexual transmission is emphasized. Montagnier
did not claim that LAV is the causal agent, but rather that it is one
possibility among many, including immune overload by repeated infec-
tion, some other virus, and some bacteria. Subsequent medical papers
made use of the same frame, ignoring any connection to the HTLV
family. The task was, therefore, to argue for differences, and not for
any similarities between HTLV-III and LAV. Presenting HTLV-III as a
subfamily of LAV would not work, because this would have meant ac-
knowledging some sort of similarities. Montagnier’s laboratory results
needed an adequate representational frame if they were to be made
into empirical evidence for a distinct retrovirus. One way to emphasize
distinction and difference from HTLV-III was to look for similarities
with other syndromes. A paperwritten byMontagnier’s team presented
LAV as a family of retroviruses that “clearly differ from HTLV-I mor-
phologically,” and belonged “to a new group of viruses which have
the usual characteristics of retrovirus” (The Lancet, June 9, 1984,
I/8389, p. 1255). This family of retroviruses was involved in both AIDS
and the lymphadenopathy syndrome (LAS), which was presented as a
lesser variant of AIDS. The strategy was to present a syndrome (LAS)
specific to the LAV family and to argue that the latter was involved in
both AIDS and LAS and hence was different from HTLV. Referring to
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their first paper from Science, the authors reformulated its epistemic
claims as:

We have isolated a new human retrovirus from cultures of T lymphocytes
from the lymph-node of a homosexual man with lymphadenopathy syndrome
(LAS). The virus has been named lymphadenopathy-associated virus (LAV).
Other viruses, similar or identical to LAV, have been isolated from several
patients with frank AIDS or at risk of AIDS. They include a virus isolated from
a homosexual man with Kaposi’s sarcoma (KS) and viruses isolated from two
siblings with haemophilia B, one of whom had AIDS. (The Lancet, June 9,
1984, I/8389, p. 1253)

The claim about causal agency follows indirectly, by systematically
showing the presence of members of the LAV family in the known
risk categories: hemophiliacs, homosexuals, Haitians, Africans (The
Lancet, June 9, 1984, I/8389, p. 1254). The controls meant to prove
the association of AIDS with LAV were “44 homosexual men without
LAS [and hence without AIDS] who visited a venereal disease clinic in
Paris.” The identification of LAV antibodies “in a considerable num-
ber of healthy homosexual men who had had multiple partners and
venereal diseases – a group at high risk for AIDS” (The Lancet, June 9,
1984, I/8389, p. 1255) was also presented as proof of association. An-
other proof, published at about the same time, was that antibodies
to LAV were identified in serum samples “from homosexual men, 18
years of age or older, who sought medical care at the San Francisco
City Clinic” (Science, July 20, 1984, 225, p. 322) and in “apparently
normal homosexuals”:

Since we also find antibodies to LAV p25 in apparently normal homosexuals,
the results of the study on the distribution of antibodies to LAV have to be
interpreted with caution. For example, in the case of adult T-cell leukemia
(ATL) in Japan, there is a clear etiological relation between the disease and
HTLV-I. Even though nearly 25 percent of the population in the endemic area
have antibodies to HTLV-I, only a minor percentage of the population gets
ATL. Thus, as with ATL in Japan, other cofactors in addition to viruses may
be involved in the causation of AIDS. (Science, July 20, 1984, 225, p. 323)

The similarity to the situation in Japan (also discussed by Robert
Gallo) is not used as a substitute for the similarity between the two
retroviruses; rather, it is an argument for the similarity between two
transmission models. In both cases, additional risk factors are needed
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to trigger AIDS. The strategy is to create dissimilarity through similarity
to argue for the causal role of LAV: because antibodies are also found
in “apparently normal” members of risk categories, a similar situation
(“as with ATL”) can guide their interpretation. This similar situation
shows that the causal agent acts in the presence of cofactors; hence,
LAV as a causal factor may also act in the presence of cofactors. At
the same time, a dissimilarity between HTLV-I and LAV emerges: they
have different effects. The formal similarity of the two causal chains
(HTLV-I-ATL and LAV-AIDS) emerges as a difference that supports
LAV as the distinct causal agent of AIDS.

The Gallo–Montagnier contest about the identity of the viral agent
did not necessarily match standard scientific controversies: the identi-
cal genomic structure of the two retroviruses did raise questions about
how they were obtained; neither Dr. Gallo nor Dr. Montagnier tried to
discredit the other’s version of the virus directly. It was never claimed
that the competition’s virus did not cause anything at all. Rather, the
debate was about the relationship between HTLV-III and LAV, framed
as a debate about how a human retrovirus can cause immune defi-
ciency. Not only did participants in this debate mobilize laboratory
probes and diagnoses in their attempts to construct viral hierarchies,
but they also needed to provide narratives of where the virus was com-
ing from and how it had traveled to North America and Europe. They
also needed to show how it acted with respect to the various risk cat-
egories. In this respect, constructing a viral hierarchy (with HTLV-III
or LAV, respectively, as a subfamily of a more important viral family)
required a reordering of risk categories and of the relationship between
them.

Recent studies have emphasized the role of rhetorical resources
in scientific controversies (e.g., Cole 1996; Lewenstein 1995; Picart
1994), where such resources are used by the parties involved to de-
fine the object of controversy according to their own epistemic claims.
The use of these resources delineates the zone where clashes take place
and where the contested objects are situated. In our case, the contested
zone was that of the HTLV–LAV hierarchy (see Figure 3). As stated
at the opening of this chapter, each party in the controversy needed to
show that HTLV-III and LAV were distinct, yet somehow related. As
we know now, they were the same exemplar of the same retrovirus. The
opponents had to construct a representational frame in which to show
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figure 3. The contested zone of HTLV-III and LAV.

that their respective retroviruses (1) were related to STDs; (2) were
associated with risk groups; (3) had originated in Africa at some point
in time and had been disseminated around the globe; and (4) were re-
lated to each other. Because both parties had successfully argued (1)–
(3), the decisive element was (4). The relationship between HTLV-III
and LAV stood at the core of the contested zone.

Both Dr. Gallo and Dr. Montagnier had access to resources that
lay outside this zone: Dr. Gallo’s were tied to HTLV-I, whereas
Dr. Montagnier’s were based on the lymphadenopathy syndrome
(LAS). Each of the disputants tried to bring his own resources into
the contested zone and exclude the resources of the competition on the
grounds that they were not relevant. For Montagnier, the relationship
between HTLV-I and III was not of any interest because AIDS was not
a form of cancer. For Dr. Gallo, LAS was not a topic of interest because
bothHTLV-I and III were human retroviruses. Thus, (1) the continuous
reformulation of what counts as a relevant topic (Prelli 1989), (2) the
redefinition of the syndrome, (3) the reordering of risk categories in
transmission chains, and (4) the creation of narratives of the origins
and travels of the virus were among the main rhetorical strategies by
means of which both competitors tried to occupy this contested area.
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In this sense, they tried to rearrange the resources at hand according to
their aims rather than bring in new ones. In the process of reshuffling,
two elements occupied a central place: showing how the virus traveled
and where it came from. Consequently, travel narratives had to enter
the scene at this point.

Social Spaces and the Retrovirus

A rather common strategy that was used to account for how the virus
moved around was to transform simple networks or agglomerations
of people into spatially determined statistical correlations between the
retrovirus and risk factors. The argument of Dr. Gallo was based on
the premise that a statistically significant correlation of HTLV-III with
spatially deployed lifestyle factors (also named “determinants” of the
virus) would be a proof of causality. This argument aimed at statisti-
cally connecting clinically-identified opportunistic diseases, numbers
of blood cells, and laboratory-identified antibodies with the infec-
tious agent and with “lifestyle risk factors.” “Lifestyle” meant here
the number of sexual partners and “homosexual-specific” sexual prac-
tices, which were in turn associated with “homosexual men in New
York City, a group at high risk for AIDS” (The Lancet, September 29,
1984, II/8405, pp. 712–3). With spatial location defining not only
the “groups at highest risk,” but also the riskiest sexual practices, a
statistical association between the retrovirus and one of these elements
would mean evidence for the causal role of HTLV-III (The Lancet,
September 29, 1984, II/8405, p. 712). Sexual practices (called “homo-
sexual lifestyle exposures” and “lifestyle variables”) were classified
according to the criteria of “insertive/receptive,” the number of sex-
ual contacts in the previous year, and “intercourse act” (The Lancet,
September 29, 1984, II/8405, p. 714). Subjects were drawn from
Manhattan STD medical practices. The “lifestyle risk factors,” “prac-
tices,” or “determinants” were classified along a continuum from
“strong correlation” to “weaker correlation.” Statistical correlations
were presented as an important argument for (1) HTLV-III as the eti-
ologic agent of the syndrome; (2) implicitly, HTLV-III and not LAV
being the etiologic agent, at a time when the two were seen as differ-
ent; (3) evidence of the “carrier state” – that of an individual who
already had antibodies for the infectious agent, but was otherwise
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free of any symptoms; and (4) the view that men were at a lower
risk for being infected through sexual intercourse with women than
with men:

This study of homosexual men at high risk for AIDS shows that the pres-
ence of HTLV-III antibodies is an important risk factor for three AIDS-related
clinical conditions (lymphadenopathy, lesser AIDS and fully fledged AIDS).
The presence of antibodies is also associated with a low helper T-cell level,
the salient immunological characteristic of AIDS. We have also shown that the
prevalence of HTLV-III antibodies correlates best with numbers of homosexual
partners and frequency of receptive anal intercourse [ . . . ] Thus, epidemiolog-
ically HTLV-III could be the putative AIDS agent. (The Lancet, September 29,
1984, II/8405, p. 714)

Characteristically, the paper argued not on biological but on epi-
demiological grounds. These “epidemiological grounds” were pro-
duced first by selecting a risk group, and secondly, by statistically con-
structing risk factors such as “group lifestyle” in a way that is universal
and exclusive. As Clatts andMutchler (1989) have argued, the “group”
produces the “factors” and the “factors” produce the “group.” The in-
fectious agent is presented here first as “risk” for clinical conditions;
“lifestyle variables” are “risk” for HTLV-III. In turn, HTLV-III is the
“putative agent” for AIDS and initiates “immune destruction” (The
Lancet, September 29, 1984, II/8405, p. 715). Risk acquires a double
status: on the one hand, it is a set of conditions that favor the occur-
rence of something (in this case, transmission of the infectious agent).
On the other hand, risk determines this occurrence. In the second case,
because risk is group-specific, the transmission of the infectious agent
is also group-determined. In this line of argument, “lifestyle variables”
or risk factors presented as group- and place-specific sexual acts sup-
port the view that HTLV-III is the retroviral agent. With respect to the
genetic identities of HTLV-III and LAV, we can see that the authors
of the paper quoted above (Robert Gallo and his team) construct a
legitimate identity for their retrovirus by associating it with types of
sexual acts and with frequency of sexual contacts. At a time when it
was debated whether the virus had a high or a low virulence (a key
question with respect to how it attacks the immune system), the simple
copresence of antibodies and of “group-specific” sexual acts made a
risk category into the best proof of causality.
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Gender distinctions were also employed here. “Receptive anal in-
tercourse” means that “rectal mucosa may be unusually vulnerable to
passage of this lymphocytotoxic agent,” and “insertive anal intercourse
seemed to be relatively protective, a finding that may correspond to the
low risk of transmission of AIDS from women to men” (The Lancet,
September 29, 1984, II/8405, p. 715). These assertions dovetailed with
the thesis of genetically determined differences between the male and
the female body with respect to AIDS. They contradict the idea that it
takes lots of the virus in order “to make a hit.” It is exactly this thesis
which supports the argument of very frequent anal intercourse as a rel-
evant (if not the most relevant) risk factor. If certain sexual acts imply
an “unusual vulnerability” of bodily membranes, you do not need lots
of the virus to induce the immune deficiency. The strategy is to stress the
receptor’s role: once recipients are vulnerable, this vulnerability defines
how the retrovirus acts. Although the paper discussed only risk factors
pertaining to the “homosexual” risk group, it legitimized extrapola-
tions by mentioning intravenous drug users and their sexual partners,
for whom different male/female infection ratios had been statistically
constructed. The number of sexual contacts (“partners”) and the types
of sexual acts are brought together, generating a risk constellation co-
extensive with the risk group.2

Spatial agglomerations as an argument for the causal role of the
retrovirus were also present in subsequent papers, which used the
acronyms HTLV-III/LAV or HIV. Some studies on “risk factors in ho-
mosexual men,” which aimed to prove the causal role of HIV under the
action of certain cofactors, selected their cases according to neighbor-
hood; they correlated types of sexual acts with seropositivity, construct-
ing statistical differences between frequencies of sexual acts, according
to whether they were practiced in the same neighborhood or not. A
study conducted in San Francisco selected “a six square-block area”
and then investigated the differences in sexual act types and frequen-
cies of the residents with AIDS-related clinical conditions (AJE, 1987,
125/6, p. 1037). This approach followed the argumentative pattern
used for contagious diseases, because it clearly associated distribution
of the virus with social space. Yet the aim could not be to provide an

2 The paper stresses the “apparent synergistic interaction between these two activities”
(p. 711).
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overview of how the virus traveled (after all, sexual contacts must not
be restricted to one’s immediate residential area). Rather, this distribu-
tion was taken as proof of the virus’s causal role: because it was there,
it was the causal agent of AIDS.

From these spatial differences the thesis of a “sexually active subcul-
ture which was infected early with HIV” (AJE, 1987, 125/6, p. 1046)
was advanced.3 If the transmission of the retrovirus had a spatially
determined pattern, an explanatory model would need to account for
the geographical origins of the retrovirus. A story of its origins would
thus be a strong causal argument.

The Story of the Origins

One of the strategies in arguing for HTLV-III as the cause of AIDS was
to identify a retrovirus family from Africa, to derive from it the origins
of HTLV-III, and to derive afterwards from these origins the causal
role of HTLV-III. But the first members of this retrovirus family had
been identified in southern Japan; bringing them from there to Africa
might have seemed a difficult enterprise. One of Dr. Gallo’s papers
(“A Pathogenic Retrovirus [HTLV-III] Linked to AIDS”) argued that
a variety of HTLV-I had been identified in Africa, and that related
retroviruses were known in African primates. The conclusion was that:

The wide distribution of HTLV-I in Africa and the presence of a closely related
retrovirus in troops of Old World monkeys support the hypothesis that the
HTLV family originated in Africa and that at least one member arrived in
the Americas by way of the slave trade. Moreover, the presence of HTLV-I in
Japan and the identity of this virus with the HTLV-I in Africa, the United States
and the Caribbean is consistent with the speculation that HTLV-I arrived in
Japan relatively recently, perhaps brought there by 16th century Portuguese
mariners who had contacts with Africa and Japan during the same period.
(NEJM, November 15, 1984, 311/20, p. 1294)

This meant that somewhere – “in an exceedingly remote portion
of Central Africa” – there was a reservoir of the (HTLV-III) virus,

3 After discussing briefly the argument about inhaled drugs (a secondary factor in sexual
contacts, which “may increase intolerance to rectal abrasions”), the paper formulated
the thesis of the “sexual subculture” without apparent relationship to neighborhood.
This subculture is defined by its “engaging in extensive and traumatic rectal sex, ac-
companied by the use of nitrites.”
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which had recentlymigrated to urban centers through population shifts
or through some other process (NEJM, November 15, 1984, 311/20,
p. 1296). This explanation has a certain cinematic quality: at the dark-
est heart of Africa resides the unknown/the dangerous virus, which is
spread over the world by sailors/merchants/the slave trade, only to be
discovered centuries later by a scientific expedition. The “reservoir”
metaphor, which was also present in the description of prostitutes as
“reservoirs of infected semen,” introduces here a distinction between
the known and the unknown/the dangerous. It traces the limits of med-
ical knowledge but, at the same time, opens a program of research. We
should remember here that other articles had called for flying squads
to be sent to Central Africa (and Manhattan too) to investigate the
origins of AIDS.

The reservoir metaphor was taken over by other articles follow-
ing a different line: carriers of the HTLV family in the US were un-
usual and found mostly in marginal populations, like rural African
Americans or natives of Alaska. In healthy Caucasians from Europe
and North America, “HTLV infection seems to be very rare, except
perhaps in patients with the acquired immunodeficiency syndrome”
(The Lancet, October 22, 1983, II/8355, p. 962). This led to the con-
clusion that Central Africa is to be seen as a “reservoir of HTLV,” and
that the whole family of retroviruses was brought toNorth America via
the Caribbean at several points in time (Science, May 20, 1983, 220,
p. 862); hence, the earliest infection must have taken place in Africa.
“Black Africans” were infected by monkeys and, in turn, infected peo-
ple from the Caribbean (read: Haiti). From here, the virus came to
North America. The explanation links together disparate elements:
Africans, Haitians, monkeys, and North Americans, into an account of
the virus transgressing the barrier between species and traveling from
Africa to North America (Science, May 20, 1983, 220, p. 963).

The strategy employed here is to construct an origin before the ori-
gin: if the whole retrovirus family originated in Africa a long time ago,
then onemembermust also have been present there; hence, thismember
is the causal agent. Moreover, if African Kaposi’s sarcoma is associated
with a retrovirus from the HTLV family and with AIDS, then AIDS is
associated with the “African reservoir” of HTLV-III too. Earlier retro-
viruses arrived in America with the slave trade; later ones (and with
them AIDS) arrived with population shifts. HTLV-III was thus pre-
sented, depending on the context, sometimes as a sexually transmitted
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retrovirus, different from other HTLVs, and sometimes as a tropical
retrovirus, similar to other HTLVs. One strategy was thus to argue for
an indirect “African” association of AIDS with HTLV-III via “African
KS”; another was to argue for a direct association of the “African”
AIDS cases with the retrovirus. As pointed out previously, clinical re-
ports and articles on patients with Kaposi’s sarcoma seen in Central
Africa were used as an argument for the compatibility between the
“African” and the “homosexual” KS. In most cases, Kaposi’s sarcoma
was described as the only disease observed; in some of them, it was
combined with several other opportunistic infections and diseases. In
all of them it was presented as the decisive evidence for (1) a diagnosis
of AIDS in Central African patients, (2) the long-standing existence of
the infectious agent of AIDS in Central Africa, prior to its presence
in Europe and North America, and (3) the transmission of the said
agent from Africa to North America and Europe. Also important in
this context was the question of whether the retroviral agent was re-
lated to Kaposi’s sarcoma; a relationship between the two was a clear
argument for the long-standing presence (and effects) of the retrovirus
in Africa.

The emphasis was placed on the “African” risk factors, taken, how-
ever, out of the KS context in which they originated. One of these
characteristics was the lower male-to-female ratio. This served at dif-
ferent points as an argument for (1) the extraordinary character of the
“homosexual” KS, (2) the similarity between “African” and “homo-
sexual”KS, and (3) theAfrican specificity of heterosexual transmission.
The latter, in turn, was used as an argument for the long-standing pres-
ence of the retrovirus in Africa. Heterosexual transmissionwas actually
the originaly form of transmission, preserved (almost) only in Africa.
The basic structure of the argument was then:

Heterosexual transmission is a long-standing African risk factor for
AIDS.

The retrovirus has a long-standing presence in Africa.
The retrovirus (HTLV-III, LAV, HTLV-III/LAV, etc.) is associated
with heterosexual transmission and other African risk factors.

Hence, the retrovirus is the causal factor of AIDS.

Later on, the association betweenHTLV-III andKS lost its relevance,
because it became possible to show directly (1) antibodies to HTLV-III
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in African populations, as well as (2) a direct association between these
antibodies and Africa-specific risk factors. The rhetorical strategy with
regard to (1) was to push the association between AIDS and HTLV-III
further into the past by showing that antibodies to the retrovirus existed
in Africans long before the syndrome was signaled in North America.
Actually, the same construction was used in arguing for the association
between AIDS and KS – i.e., showing that AIDS-like syndromes had
been related to KS in Africa in the 1970s. One such study claimed to
have identified antibodies to HTLV-III in Ugandan children’s serum
samples from before 1973; this was proof that “residents of the West
Nile region of Uganda have been and continue to be exposed to the
virus at a very early age.” This, in turn, was a proof that “certain host
or environmental factors may facilitate or enhance exposure, suscep-
tibility, or immune responsiveness to both [HTLV-I and HTLV-III] or
even other viruses” (Science, March 1, 1985, 227, p. 1037). Showing
that the retrovirus had been present in “remote regions” of Central
Africa well before the first manifestations of the syndrome in North
America meant that the syndrome was “endemic and not newly intro-
duced,” that is, it was “present in the environment” (NEJM, Oct. 18,
1984, 311/16, p. 1051). An almost identical argument had been made
about “endemic KS” as a proof of the long-standing existence of the
AIDS agent in Africa. If the retrovirus was endemic and part of the
environment (like KS), then it would either go unnoticed or cause
milder forms of AIDS. The report on the Ugandan serum samples stated
that:

If, as we suspect, the antibody reactivities found represent widespread expo-
sure or infection by HTLV-III, then it must be asked why the incidence of AIDS
in the Ugandan population (and neighboring Zaire) has gone unnoticed for so
long. It is possible that AIDS existed in African populations without being rec-
ognized as a separate disease entity. The virus may have originated in Africa in
the past and exposure to the virus may be muchmore common than AIDS itself
in some populations. As with many other infectious diseases, host responsive-
ness may vary between severe and subclinical. (Science, March 1, 1985, 227,
p. 1038)

Full-fledged AIDS appears then as an outcome of the interaction
between the endemic retrovirus and certain “African” risk factors,
which are spatially distributed. The retrovirus was dormant in “remote
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regions” and “active” in risk spaces4; it caused both a mild and an
acute version of the syndrome, according to where it was seen. But,
then, we would have to go back to how the virus had crossed the bar-
rier between animals and humans. The culprits are wild African Green
monkeys, which harbor a virus similar to that of AIDS. This virus
crossed the species barrier and “may have mutated in man and ac-
quired some destructive properties” (Science, December 6, 1985, 230,
p. 1141). Also, the African Green monkeys “have been considered as
reservoirs or vectors of certain other viruses that sometimes cause dis-
ease in humans including Ebola fever, Marburg disease, and African
yellow fever” (Science, Nov. 22, 1985, 230, p. 954). The rural environ-
ment was the place where the retrovirus crossed the barrier; an urban
space provides the risks necessary for developing the acute version of
the syndrome. Other versions of this model asserted that various en-
vironments have different risk factors: the rural areas have rituals of
traditional medicine, through which the virus is transmitted. In urban
environments, the virus is transmitted through sexual contacts (The
Lancet, July 14, 1984, II/8394, p. 63).

The same arguments were used by Dr. Montagnier with respect to
LAV. If the “African” group was special and distinct from all other
risk categories, then an early presence of LAV in this group consti-
tuted a strong argument for its causal role (Science, Oct. 26, 1984,
226, p. 455).5 At the same time, the presence of LAV in “Africans”
enforced their distinctiveness; conversely, distinctiveness was an ar-
gument for the role of LAV in the pathogenesis of AIDS. However,
Dr. Montagnier’s problem was that the serum used in laboratory anal-
yses had come from African residents of Belgium and France, or from
Africans who had come to Paris for medical treatment. (This latter
fact makes it improbable that the patients were members of an under-
privileged, rural population.) Nevertheless, the problem was to show
that the infection with the virus had taken place in Africa, and not in
Europe. Otherwise, the arguments for the causal role of LAV would be

4 See also The Lancet, July 14, 1984, II/8394, pp. 64–5.
5 The paper reported a case of “familial transmission” dating from 1977, in which
antibodies to LAV were identified in a “Zairian mother” who died in 1978. The
daughter was presented as “a healthy 7-year-old living in Belgium,” whose serum
was “weakly positive by RIPA for LAV antibody.”
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much weakened. Therefore, the authors proceeded to show the special
connection between Africa, KS, and LAV:

There is strong evidence that AIDS is endemic in central and equatorial Africa.
The report of Kaposi’s sarcoma in Zambia with clinical and biological find-
ings similar to those in AIDS and the likely underestimation of cryptococcosis
in Zaı̈re are further evidence. Our patient 1 meets the criteria for the diag-
nosis of AIDS and his wife has the prodromal symptoms for the disorder
or AIDS-related complex. They do not differ epidemiologically from other
African patients and belong to none of the other AIDS risk categories. AIDS
in non-Africans is thought to be caused by an agent transmitted sexually or,
less commonly, through needles or blood. Several reports have suggested that a
virus from the human retrovirus family might be the etiological agent. The hy-
pothesis of LAV being the agent is supported by its isolation from this couple.
In addition, antibodies to LAV have been detected in sera of AIDS patients in
Zaı̈re and at a much lower level in a Zaı̈rian control population (unpublished).
(The Lancet, June 23, 1984, I/8391, p. 1383)

The report continues:

A virus called HTLV-III with characteristics similar to those of LAV has been
reported as a possible aetiological agent of AIDS. Whether or not HTLV-III
and LAV are the same virus is now under investigation. Since the AIDS incu-
bation period may be as long as four years, our patients may have acquired
the disease in Zaı̈re. We cannot establish whether they acquired the AIDS
causative agent through sexual relations or independently by other modes of
transmission. However, heterosexual transmission is seldom documented in
non-Africans. The African AIDS risk category is special because of the un-
known mode of transmission of the disease and its endemic pattern in Africa.
Inoculation of LAV to animals with the reproduction of an AIDS-like disease
and seroepidemiological studies, particularly in Africa, will be needed as defini-
tive proof that LAVhas an aetiological role. (TheLancet, June 23, 1984, I/8391,
p. 1385)

The first statement asserts “strong evidence” for the endemic char-
acter of AIDS in Central Africa, supported by reports on Kaposi’s sar-
coma and probable underestimation of cryptococcosis. Some evidence
is positive (reports on KS); other evidence (likely underestimation) is
negative. The implication is that reports on Kaposi’s sarcomawith clin-
ical features similar to those of AIDS are proof of the endemic pres-
ence of AIDS and “aggressive,” endemic KS. More important are the
statements that the patients examined in the Bicêtre Hospital in Paris
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met the criteria for AIDS and that they do not epidemiologically differ
from other African patients and do not belong to other risk categories.
Up to this point, the structure of the argument is as follows: (1) there is
evidence for endemic AIDS in Africa; (2) patients examined have been
diagnosed with AIDS; (3) they did not differ epidemiologically from
other African patients (which amounts to saying that they are Africans
and, indirectly, says that they were infected in Africa); and (4) they did
not belong to other risk categories. A double substitution process is per-
formed (endemic AIDS in Africa is replaced by two African patients in
Paris who afterwards are replaced by African patients), concomitantly
with the assertion of a distinct identity of “African patients.”

The metonymy supports the thesis that the patients were infected
in Africa, not in Europe. At the same time, it reiterates the endemic
character of AIDS in Africa. The infection in an African setting cannot
be proved empirically (after all, the patients could have become infected
in Paris, or even in the Bicêtre Hospital); nevertheless, it is crucial to
the narratives of the virus’s origins.

What follows is: the retroviral nature of the agent is evidence that
LAV is this agent; the detection of antibodies to LAV in AIDS patients in
Zaire is further evidence; there is a relationship between HTLV-III and
LAV.The structure of the argument is as follows: (1) a human retrovirus
is a possible agent; (2) LAV is the agent because it is a retrovirus and be-
cause it has been isolated in this African couple; and (3) LAV is the agent
because it has been isolated from African patients. Thus, the argument
for the etiologic agent relies heavily on (1) the “African risk group”
and (2) the substitutability of the patients belonging to this group who
have been examined. What follows are statements that the patients
may have been infected in Zaire and that the means of infection can-
not be exactly established. The uncertainty expressed in the active voice
is countered by the next statement in the passive: heterosexual trans-
mission is seldom documented in non-Africans. Thus, heterosexual
transmission is presented as Africa-specific, which makes “Africans”
even more special. The “two patients from Zaire living in France”
is transformed into the “African risk category,” which is special be-
cause of the “unknown transmission mode” and its endemic pattern in
Africa. On the whole, the “discussion” constructs “Africans” as a spe-
cial category by substituting parts for the whole, transforming these
parts into separate categories, and classifying and reclassifying them.
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Other papers distinguished between the mere presence of the retro-
virus in a “healthy population at risk for AIDS” (i.e., “Africans”) and
the copresence of AIDS and the retrovirus in AIDS patients: the two
were a strong argument for LAV’s causal role, in a manner similar
to that of arguing for the dormant and active states of HTLV-III in
“Africans.” On the grounds of seropositive probes from two hospitals
in Kinshasa, Zaire, it was argued that the number of AIDS cases was
indicative of a much broader infection with the virus in the “healthy
population at risk for AIDS,” although the latter was not precisely
defined:

The prediction that a single infectious agent is at the origin of AIDS implies
that all those with proven AIDS show signs of infection. Failures to show
infection by the agent should be rare or must be reasonably attributed to lack
of sensitivity for demonstrating virus or antibody. In the case of a lymphotropic,
lymphocytolytic agent such as LAV, failure to show antibody may also be due
to eventual depletion of cells that are a necessary link in immune reaction.
Evidence for secondary antibody failure in AIDS was presented earlier. The
prediction does not imply that all those infected by the agent proceed to clinical
AIDS but, unless additional factors outweigh the direct role of the agent in
the causation of AIDS, it does imply that the agent is relatively infrequent
in the healthy population at risk for AIDS, and the frequency of infection in
that population parallels, at a lower level, the frequency of AIDS cases. The
incidence of AIDS in Zaire has recently been found to be very high in Kinshasa,
ranging from 15 to 20 cases per 100,000 population. Our data, showing LAV
infection in 94 percent of Zairian AIDS cases and in at least 5 percent of
control populations, support the hypothesis that retroviruses of the LAV type
are universally involved in this disease. (Science, Oct. 26, 1984, 226, p. 455)

As “further evidence of the causal relationship between LAV and
AIDS,” the article cites the “high prevalence of LAV antibody in AIDS
among Caucasian homosexuals, parenteral drug users, and Haitians,
and its rarity in control groups”; this amounts to presenting “Africans”
as the primary evidence for the causal agency of LAV and to detach-
ing this evidence from additional evidence. Apparently, the argument
of causality is primarily theoretical, with seroepidemiologic findings
serving only as empirical “evidence.” It simply asserts that, if LAV is
the causal agent, then antibodies to LAV must be detected in all AIDS
cases and, to a lesser extent, in “healthy populations at risk.” The em-
pirical evidence is that the frequency of AIDS in Kinshasa was very
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high; therefore, the frequency of infection with LAV also must have
been high. Moreover, the frequency of infection with LAV in the AIDS
cases was very high. All this constituted the proof that LAV was the
causal agent. Let us first examine the statement that “the incidence
of AIDS in Zaire has been found to be very high in Kinshasa”: here
there is (1) a synecdoche that substitutes Zaire for Kinshasa, and (2) a
statistical construction by which this incidence is obtained by dividing
the number of cases of AIDS seen in three Kinshasa clinics by the total
population of the city. The article referred to as evidence (The Lancet,
July 14, 1984, II/8394, p. 68) relied for its assertions on cases from the
same hospital, as well as from two other smaller clinics. It calculated
an incidence of 17 per 100,000 inhabitants, which becomes “ranging
from 15 to 20 cases” here. Thus the same cases are presented once as
general incidence and once as specific cases of LAV infection, both be-
ing offered as self-confirmatory proof of causality. As a consequence,
the rate of LAV infection in the “healthy population at risk” must also
be relatively high, and higher than “that observed in European coun-
tries” (Science, Oct. 26, 1984, 226, p. 455), which again stresses the
special character of the “African” risk. Empirical evidence is repre-
sented both as special (i.e., different from non-African empirical data)
and as general. It supports the theoretical model (and hence the as-
sertion of causality) not as a specific, but as a generally valid proof.
Otherwise, it would make little sense to ground general theoretical as-
sertions in evidence that has specific, limited validity. “Africans” are
very special and very general at the same time; in this double status,
they constitute proof of LAV’s causal role. In this sense, the theoretical
assertions serve rather as a middle term through which “evidence for
LAV infection in Africans with AIDS” is transformed into “evidence
for the causal role of LAV in AIDS.”

These arguments, as well as the narratives about how Portuguese
sailors and slaves brought the viruses to Japan and North America,
respectively, or the special character of “Africans,” may seem unim-
portant compared to the identification of antibodies to HTLV-III or
LAV in “African” serum samples. After all, the decisive role was played
by laboratory results. Historically seen, the rhetorical construction of
the African origin of the HTLV family preceded the laboratory data
showing antibodies to HTLV-III, and it was also a permanent presence
in medical papers that presented this laboratory evidence. Narratives
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of the African origins of the virus thus constituted the frame in which
laboratory data became relevant as empirical, hard evidence for the
causal role of the human retrovirus. Correspondingly, proof of anti-
bodies to LAVwas always presented in a frame that stressed the special
character of the “African” risk category. This frame allowed the inter-
pretation of laboratory results not as contingent on, but as relevant for,
the causal role of the retrovirus; it made (evidence of) seropositivity
appear as such – i.e., as proof of causality.

One consequence of these (by no means singular) rhetorical moves
was that, among other things, ways of transmission became associated
with ethnically or sexually defined categories: Africans are exclusively
heterosexual and Africa is a reservoir of the virus. Homosexuals are
promiscuous and practice too much anal sex. These associations pro-
vide a frame for interpreting particular cases – interpretations that
may ignore the cases that do not fit easily or factors that are not usu-
ally ascribed to a category. For example, the strict association between
“Africans” and heterosexual sex may ignore other sexual practices,
patterns of sexual transmission, or the role of poverty and malnutri-
tion. They have been highlighted only very recently in anthropological
field research (Setel 1999).6 In other words, the categorical treatment of
risk factors necessarily leads to the ignoring of other factors not usually
associated with the group but which may nevertheless play an impor-
tant role. The strong association between risk factors and groups is also
a problem for contemporary AIDS prevention, which targets (ethnic)
groups by emphasizing factors considered to be group-specific (Cohen
1999).

The exclusive ascription of a risk behavior to a risk group, which
is then defined through this behavior, led to the (still influential) no-
tion that male–male sex defines homosexual risk, male–female sex
defines heterosexual risk, and certain ethnic and racial groups (such
as Africans) are exclusively heterosexual. Social research has consis-
tently shown that sexual behavior is complex and not confined to such
categories. Outreach and prevention approaches are confronted even
today with the fact that many African American men with (more or
less regular) same-sex contacts define themselves as heterosexuals (e.g.,

6 Even in the late 1980s, however, experienced epidemiologists had reported that African
children with anemia were susceptible to infection with HIV (Mann 1987, p. 133).
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Lemelle 2003). Sexual identity cannot thus be isolated from social and
cultural identity; prevention approaches operating with identity stereo-
types prove to be ineffective in many cases.

We could have envisaged an alternative development here, in which
means of transmission did not become associated with risk groups,
an association that has proven to be specious, given the developments
since then. This association, however, was employed as a central ar-
gument both for the causal role of a retrovirus and for establishing its
identity. Through replication in many scientific articles, the association
has moreover acquired a life of its own and has become very difficult
to dismantle.

“Simian AIDS”

After the reports on HTLV-III and LAV, it became important to con-
struct primate models of the syndrome, in order to argue that (1) the
retrovirus has actually transgressed the barrier between animals and
humans and (2) it was inducing a similar immunodeficiency in mon-
keys, being therefore the universal causal agent. After Dr. Robert Gallo
published the first article about HTLV-III in Science, the similarity be-
tween human and animal leukemia viruses was brought out as a strong
argument in favor of HTLV-III as the causal agent of AIDS. Virologists
argued that HTLV was similar to mouse Moloney leukemia virus, be-
longing to a larger family of oncogenic viruses. This was seen as proof
that the AIDS virus was a leukemia retrovirus (Nature, July 21, 1983,
304, p. 206).

The idea that monkeys may harbor retroviruses transmissible to hu-
mans had already been formulatedwith respect to what was considered
to be the first member of the HTLV family, the human T-cell leukemia
virus (TheLancet, Sept. 18, 1982, II/8299, p. 658).7 This retroviruswas
first reported in Japanese macaques, and then in African Green mon-
keys. The Japanese macaques were presented as “a natural reservoir
for virus transmission to man,” and the question was posed whether
humans “living in the same regions as the ATLV-infected monkeys ac-
quire signs of the disease.” Reports dating from 1983 also signaled an
“epidemic of acquired immunodeficiency” and “a syndrome closely

7 See also The Lancet, January 29, 1983, I/8318, pp. 240–1.
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resembling acquired immunodeficiency syndrome (AIDS)” in rhesus
monkeys (The Lancet, February 19, 1983, I/8321, p. 388). The disease
was characterized as “striking,” with a mortality rate “seven times
greater than that observed in other groups of rhesus monkeys of com-
parable age and sex distribution,” and with a “clinical picture which
parallels that observed in human AIDS” (The Lancet, February 19,
1983, I/8321, p. 390). Later papers called it “simian acquired im-
munodeficiency syndrome” or SAIDS (Science, March 9, 1984, 223,
p. 1083); a retrovirus isolated from blood samples was successfully
transmitted through inoculation, and therefore presented as the agent
of SAIDS. The (1) identification of antibodies to HTLV-I (ATLV) in
Japanese monkeys, combined with (2) the observation of immune de-
ficiency in monkeys (“animal AIDS”) and (3) the assertion that the
retrovirus had transgressed the interreign barrier in Africa and (4) that
this transgression was proof of its causal role, led to attempts to con-
struct an “animal AIDS” that would mirror the human AIDS point by
point. This was done by inoculating primates with the cultured retro-
viruses of both SAIDS and AIDS; they were expected to induce the
“animal AIDS” in the same way in which they induced the “human”
one. One of the main arguments was that inoculation would prove that
the barrier had been transgressed. If the human retrovirus had trans-
gressed the barrier from human to primate, then it must have been able
to transgress it in the opposite direction too; this would make it possi-
ble to find “the ancestral origin of the virus,” argued Robert Gallo (The
Lancet, October 22, 1983, II/8355, p. 963). Another idea was that, by
inoculating primates with the SAIDS agent, one could observe how this
would be distributed in the respective population, how much it would
take to develop the full syndrome, and which measures would be nec-
essary for “controlling SAIDS in primates” (Science, March 9, 1983,
219, p. 1085). Ways of transmission could be observed, and different
retroviruses (HTLV-III, LAV) could be compared. Hence, a “simian
AIDS” would also be strong proof of the causal role of HTLV-III or
LAV, respectively, and an important argument in the debate. As one
paper by Dr. Luc Montagnier’s team (reporting “successful transmis-
sion of LAV to two chimpanzees”) put it:

This is the first report of LAV/HTLV-III infection of a non-human primate.
The chimpanzees had no serological or culture evidence of retrovirus infec-
tion before inoculation but demonstrated both afterwards, and the retrovirus
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recovered after inoculation was indistinguishable from prototype LAV. [ . . . ]
The identification of an animal model for LAV infection has implications for
the study of AIDS: (1) It offers the possibility of proof that LAV/HTLV-III is the
cause of AIDS. Time will show whether these two LAV-infected chimpanzees
will acquire the tumours or opportunistic infections characteristic of AIDS,
though the changes in T-cell population may be an indication. (2) It provides
an opportunity to study the natural history of LAV/HTLV-III infection. (The
Lancet, December 1, 1984, II/8414, p. 1277)8

“Simian AIDS” is relevant neither because the simian retrovirus was
identical with the human one, nor because of the more or less recent
evolution of the latter from the former. Of interest here is how the
central claim of mirroring “human AIDS” point by point is the rela-
tionship thus established between simian AIDS and risk, and what this
relationship resembles. With risk a central element in arguing for the
identity of the retrovirus and for its causal role, as well as for transmis-
sion patterns, it could be expected that such a discourse would have
to take into account simian “risks” that mirror the human ones, espe-
cially when it comes to “controlling SAIDS.” For example, we could
expect that studies of the transmission of “simian AIDS” through body
contact, body fluids, or sexual acts are important and that more could
have been learned from such studies about preventing “human AIDS.”

It appears that, although distinctions such as seropositive vs. sero-
negative and sick or diseased vs. healthy, as well as sex ratios (Science,
March 9, 1984, 223, p. 1083) and transmission from mother to infant
chimpanzee (NEJM, September 15, 1988, 319, p. 722), were used ex-
tensively for simians, there was no use of risk in the economy of the
SAIDS discourse. These same distinctions, especially the ones concern-
ing sex ratios, occupied an important place in the risk constellation for
“human AIDS,” so one could expect that sex ratios in primates would
be presented in terms of risk. In other words, the same topics that in the
case of AIDS are interpreted in terms of “risk” seem to be ordered here
in a different way, so there is no need for terms such as “high- and low-
risk macaques,” “macaque risk behavior,” or “macaque promiscuity.”
How can it be, then, that key topics with respect to understanding the
disease are sometimes interpreted in terms of risk and sometimes not?

8 For the corresponding assertion of Dr. Gallo aboutHTLV-III, see Science, November 2,
1984, 224, p. 552.
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If we take into account that the aim of “simian AIDS” was to mirror
point by point “human AIDS,” these aspects become puzzling.

Answering the question of how this can be done without the help
of “risk” requires taking the following factors into account: first of
all, the category “simians” is not subject to classification practices,
but is itself a special category of a different classification, meant to
confirm both the system as such (i.e., barrier transgression) and the
abstract “human” category. In other words, the purpose of “simian
AIDS” is to confirm that this retrovirus is the causal agent of “human
AIDS.” But, given this, “simian AIDS” depends on (and receives its
meaning from) “human AIDS,” which it is supposed to confirm. In
this context, “human AIDS” is not subject to a determination through
“risk”: rather, it is an abstract category, whose meaning is given by the
rhetoric of barrier transgression. It would be tautological to speak of
“human AIDS” with respect to people with the syndrome.

A second factor is that SAIDS has a complex status: it is represented
as an animal variety of AIDS (being simultaneously similar to and dif-
ferent fromAIDS) and as a proof for the origins ofAIDS, but at the same
time it is not seen as a disease anymore. In this latter respect, it belongs
to the same order as the macaques: they coexist rather than harm each
other. Thus, monkeys were represented as “reservoirs” and “vectors”
of the viruses, and not as a target of the infectious agent. When mon-
keys are not inoculated, “simian AIDS spontaneously occurs” (Science,
June 7, 1985, 228, p. 1200). This “spontaneous occurrence” (however
paradoxical it may seem) obscures any questions about transmission
means and risk. Because a causal model is meant only for humans (be-
ing used in the classification discussed), there is no need for the concept
of risk when presenting simians infected with SAIDS. Looking more
closely at distinctions such as “diseased vs. healthy macaques,” we
can see that they actually do not indicate any future infection. There
is no “macaque agency” for passing on the infection; this is either
externally induced through injections in the laboratory, or it occurs
“spontaneously.” The classification system of “human AIDS” allowed
the generation of two different orders: (1) that of the infectious agent
and (2) that of the agency of infection, where (1) depended on and was
produced by (2). This makes it possible to conceive the causal agent
as a human-related retrovirus, for which primates are vectors, reser-
voirs, and so forth. Hence, the discourse about “simian AIDS” cannot
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operate with “simian risk,” as this would mean changing the said con-
ditions, by constructing the causal agent (i.e., the retrovirus) through
a “simian agency,” which would radically change its identity.

One might well think that the controversies about the endemic char-
acter of AIDS in Africa, the transgression of the interreign barrier, and
“simian AIDS” now belong to the past and should be seen as char-
acteristic of the incipient phase of AIDS research, when “hard” data
were scarce and “wild” hypotheses were common. But this is not so.
Even a cursory look at themain topics in contemporary AIDS research9

shows that, on the contrary, all these themes are doing very well. For
example, for more than a decade, research had been directed at inves-
tigating how monkeys harbor retroviruses (Kestler 2001, p. 45) and
why among them there is no mass extinction due to immune deficien-
cies; and how African populations have developed a genetic resistance
to retroviruses, or how these transgress the interreign barrier. Some of
the explanations, such as the genetic resistance of African populations
to retroviruses, rework old topics (remember that “homosexuals” were
genetically different) and seem to be at odds with the high rates of infec-
tion in Africa. This, again, recalls the plea of cultural anthropologists
(but not only them) to take factors such as dire poverty and malnutri-
tion more seriously (Barnett and Whiteside 2002, p. 34). In any event,
what this does show is that the issues discussed in this chapter plainly
do not belong exclusively to the early history of AIDS research. They
have marked its evolution and continue to play a significant role today.

Contested Zones and the Rhetoric of Discovery

My main argument in this chapter is that the controversy around the
discovery of HIV has been carried on in a contested zone. A contested
zone is a definitional arena where the identity of scientific objects is
disputed. Participants in the dispute try to bring their own resources
into this arena and to exclude those of their opponents. Consequently,
the boundaries of the zone are not fixed; they may change their shape
during the controversy. Participants try to move the boundaries of the
contested zone as much as possible into their own territory.

9 See, among others, Gina Kolata: “When HIV Made Its Jump to People.” The New
York Times, January 29, 2002, p. F1.
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Peter Galison’s notion of a trading zone (1996b, p. 119) designates
an “arena in which radically different activities could be locally, but
not globally coordinated.”Out of this coordination emerge newobjects
of scientific inquiry, new projects, and cognitive tools. By contrast, a
contested zone is an arena in which the identity of scientific objects
is established through the mobilization of (rhetorical) resources, with
which this space can be occupied.

With respect to how Robert Gallo and Luc Montagnier defended
their discoveries, we can see that both tried to occupy the disputed
zone by mobilizing different arrangements of the same cognitive and
rhetorical resources. Rather than directly disputing each other’s find-
ings, they tried to define and present the debated topics in such a way
that the other’s arrangement became inapplicable. At the same time,
this mode of disputing a cognitive zone had the effect of reinforcing
a certain set of topics, which from then on were taken as given and
of fundamental importance: how the virus acts in primates, how it
built a reservoir in Central Africa, how it migrated to North America
and Europe. In this, the debate set the directions for future research
and gained a significance beyond the dispute about priorities in the
discovery of the AIDS agent.



5

The Spatial Configurations of “AIDS Risk”

Scientific Knowledge, Space, and Rhetoric

Very recently, the notion of space has received increased sociological at-
tention as part of a broader interest in artifacts and their role in the con-
stitution of social order. Space is a key dimension of social life, which is
structured around distinctions such as public vs. private spaces, spaces
of production vs. consumption, natural vs. artificial spaces, and so
forth. Space also lies at the core of the distinction between the natural
and the social world, central for our self-understanding as social be-
ings: according to this distinction, society occupies a space distinct from
that of nature. The two realms do not overlap, nor are they completely
disconnected, but rather they are contiguous.

The social world is spatially organized with the help of artifacts such
as buildings, which stabilize social life and differentiate it according to
classes of social activities (Gieryn 2000, 2002a, pp. 35–6; Prior 1992).
The distinction between the social and the natural is spatially con-
stituted. Therefore, the realm of the political has to operate with and
refer to this distinction at the symbolic level: this happens in the case of
state-built gardens and parks, which reconstruct nature in terms of po-
litical and cultural considerations (Mukerji 2002; Carroll-Burke 2002).
Consequently, social institutions, as well as human agency, are seen as
depending on these distinctions and on the social organization of space.

Against this background, it becomes relevant to explore the connec-
tions between space and the production of scientific knowledge. The

188
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traditional sites where scientific knowledge has been produced are the
laboratory and the field, closely tied to experiment and observation,
respectively, as paradigmatic scientific activities. Scientific laboratories
work as normative landscapes (Gieryn 2002b, p. 128): they establish
rules of behavior and norms of action. At the same time, laborato-
ries reconstitute nature in a controlled environment, in which “wild”
phenomena are tamed, observed, and measured. To a large extent, lab-
oratories have become standardized, so that scientists can assume a
minimal variability in architecture and local arrangements of instru-
ments. This makes experiments easier to replicate and truth claims
easier to circulate in the scientific community.

Thomas Gieryn distinguishes between place and space. Whereas
places are concrete arrangements of artifacts and human actors, space
is abstract and geometrical, detached from cultural interpretations.
Consequently, it is place that plays a role in the production of scien-
tific knowledge. Although Gieryn is concerned with the architecture of
scientific buildings, the question remains whether space, as opposed to
place, is indeed void of any cultural determination.

An example that comes to mind here is narratives of space: can we
claim that they have no cultural determination whatsoever? Given that
places (laboratories, fields of observation, and so forth) play a role in
the production of scientific knowledge, what about representations of
space? Thomas Gieryn’s argument is that, due to the high degree of
place standardization, scientists no longer need to include laboratory
descriptions in their articles: it is widely assumed that spatial arrange-
ments vary minimally from lab to lab. Therefore, scientists focus on
other means of persuasion to convince their audience. If this is so, then
the question arises: how is the object of inquiry represented in scientific
articles in relation to space? If space is a central dimension of scientific
knowledge, and representations of laboratory spaces are no longer a
rhetorical resource, what other resources are needed to represent space?
What are the cultural determinants of these representations?

In the case of AIDS, representations of space played a significant
role: the narrative of the origins of AIDS relied on an “African” space,
distinct from the “Western” one. The debates about contagion vs. in-
fection, in turn, were grounded in differing assumptions about how
the AIDS agent is transmitted in space. Therefore, the questions I ex-
amine here are complementary to those about material places: on the
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one hand, I argue that scientific representations of space and disease
are influenced by broader cultural assumptions. On the other hand,
I argue that the rhetoric of space plays a role in the constitution of
scientific knowledge.

Explanatory models represented the causal agent according to two
categories of risk factors. Those stressing the role of a “history of sexu-
ally transmitted diseases” emphasized an STD-like agent inducing the
acquired immunodeficiency. Those with “lifestyle” factors at their core
represented the agent as belonging to and emerging from the social en-
vironment. Environment was providing the opportunities for intense
risk contacts and encouraged social relations conducive to infection.
In the case of the “Haitian risk group,” it was the agglomeration and
poverty in the slums of Port-au-Prince, as well as the quasi-rural, primi-
tive space where rituals took place. In the case of the “IV drug users risk
group,” it was the shooting galleries; in the case of the “homosexual
risk group,” it was the recreation facilities of an urban gay subculture.
For “infants” and “steady female sexual partners,” it was the house-
hold space that led to infection. The syndrome was like a contagious
disease, whose transmission was determined in the first place by the
place where it happened. The “hemophiliac” model, by contrast, pre-
supposed dispersed and isolated spaces, which excluded all kind of
contacts and agglomerations. The first reports presented patients as
dispersed, isolated, and not traveling, which suggested a lack of mo-
bility and resources, as well as a spatial configuration different from
that of other risk groups.

Clinical reports endorsing the STD model stressed that the patients
did not know each other and were not part of the same environment.
Later, the emphasiswas put on “clusterings” and on “contact tracing” –
that is, on identifying constellations of patients who did have sex-
ual relationships with one another. This was seen as an argument
for the syndrome being transmitted in the same way as a sexual dis-
ease. If the syndrome is transmitted like a sexual disease, but past
STDs are not instrumental in transmitting it anymore, it becomes pos-
sible to locate the syndrome – that is, to look for the environment
where it takes place. The environmental model, which tied contagion
to “lifestyle risk,” intervened here. Medical papers endorsing envi-
ronmental factors characterized the “homosexual” risk group mainly
in terms of its shared social settings and not in terms of past clinical
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diagnoses. These papers stressed the fact that the patients had the same
“lifestyle,” frequented the same encounter places, and were part of
“clusterings” or networks. The idea of the syndrome as an infectious
disease was combined with that of the syndrome as a contagious one.
This is only apparently paradoxical: presenting the syndrome as infec-
tious (i.e., STD-like) implies that space does not count; what counts
is the direct sexual contact with persons bearing the agent. On the
contrary, presenting the syndrome as contagious implies that the envi-
ronment bears the agent; contacts emerge from and are defined through
this environment. Hence, what counts is not individuals, but the envi-
ronment that defines them. The agent is, so to speak, in that place, or
on the “epidemic streets” (Hardy 1993). The representation of AIDS
as a hybrid between an infectious and a contagious disease was crucial
with respect to how the epidemiology of the syndrome was conceived
and prevention policies were shaped. The ways in which “risk” was
quantified depended to a large extent on understanding it as a spa-
tial distribution of sexual acts and/or contacts. To see how “risk” was
translated into computable magnitudes (and to what effect), we have
to understand first how risk spaces were constituted. In the following
section on Spatial Arrangements and Transmission Models, I examine
how discourses of transmission combined these elements with regard to
risk, ascribing to each category a specific environment or space, which
in turn defined the “transmission risk.”

Spatial Arrangements and Transmission Models

One of the first spatial patterns was the “San Francisco model,” ac-
cording to which the “homosexual” risk group was clustered in certain
neighborhoods of the city. These neighborhoods, arranged on the city
map, determined incidence rates of the syndrome, transmission mod-
els, and the ratio of “homosexual” to “heterosexual” population (The
Lancet, April 16, 1983, I/8330, p. 924). The “homosexual population”
was defined by one article as the number of never-married men over
15, plus the number of past-married homosexuals minus the number of
never-married heterosexual men; two areas were drawn on the map of
San Francisco: area A, with the highest homosexual population level;
and area B, surrounding area A. Reported cases from the city’s clinics
were identified according to residence, and the ratios of the number of
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cases to the total “homosexual” population in these areas were com-
puted. The areas thus constructed served as an argument for the thesis
that the infectious agent was mainly sexually transmitted:

If the proportion of gay men among all men in area B were about 40% of
that in area A, the two sets of rates would be comparable. However, there is
reason to suppose that incidence rates of AIDS are different among different
groups of gay men, depending on aspects of lifestyle and previous exposure to
infectious diseases. Thus the lower rates in area B may represent a combination
of different lifestyles and the smaller proportion of gay men among all men
in area B. [ . . . ] Although incidence rates are given by geographical area we
are not saying that geographical proximity is associated with risk, or that area
A is a focus of infection in the classical sense. We think that rates are high
in area A and area B because they contain the principal gay neighborhoods
of the city, and most San Francisco cases are among gay or bisexual men.
Given the large number of cases among gay or bisexual men in these areas, the
small number of reported cases among heterosexual men and among women
suggests, perhaps, that AIDS is not easily transmitted by non-sexual personal
contact. (The Lancet, April 16, 1983, I/8330, p. 924)

Differences in lifestyle and the history of sexually transmitted dis-
eases are constructed according to neighborhoods and derived from
a spatial arrangement. The last paragraph of the paper claims that
the main risk is given by geographical proximity, from which other
risk factors are to be derived; this risk model excludes non-sexual,
at-a-distance contact as a transmission means. Although the authors
explicitly state that they do not consider their “area A” as a classical
focus of infection, they contradict themselves in the next sentence. Yes,
this area – a gay neighborhood – is a focus of infection, because het-
erosexual men and women cannot easily transmit AIDS sexually. The
implications here are multiple and paradoxical: (1) non-sexual direct
contact does not count as a means of transmission as long as it is not
confined to a specific space; (2) contact between “heterosexualmen and
women” is not sexual and is therefore not a means of transmission; and
(3) area-defined sexual contact (i.e., “homosexual” contact) is a means
of transmission and a risk. The “homosexual” risk group is statistically
recomposed as neighborhoods; incidence rates are also constructed
according to spatial proximity, and differences in “lifestyle” or in sex-
ually transmitted diseases are differences in vicinity; therefore, risk is
recomposed as neighborhood, and neighborhood now defines risk.
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A similar risk map was produced by a report on the AIDS epidemic
in New York City, which identified risk zones in each borough by zip
code (AJE, 1986, 123/9, pp. 1019–21). Whereas the San Francisco
maps ordered only “homosexuals” according to areas, the New York
City study ordered several risk groups: homosexual/bisexual, not a
drug user; homosexual/bisexual, non-IV drug user; IV drug user, het-
erosexual; female IV drug user; sex partner in at-risk group; other, male
or female. Special maps located each risk group and showed differences
in their spatial distribution. The report tied differences in diagnosis to
“different exposures in the different environments inhabited by these
groups” (AJE, 1986, 123/9, p. 1124). Although published in 1986, the
paper made no reference to the retroviral infectious agent and closed
with the statement that AIDS is “a condition whose etiology remains
unknown.” Its collection of cases was based only on the diagnosis
of opportunistic infections and on the statistics of the New York City
Department of Health. Each groupwas defined by zip codes. For exam-
ple, the “homosexual” risk group was located in central and southern
Manhattan, and in a Brooklyn neighborhood, whereas the IV drug
users were located in northern Manhattan and the adjacent Brooklyn
area, so that each space had its own risk factors. The spatial model of
risk became internationalized. A report on HTLV-III in “patients and
individuals at risk for Acquired Immunodeficiency Syndrome in Italy”
picked “six Italian cities considered representative from a geographic
and socioeconomic point of view” and discussed geographically de-
termined differences between the risk groups of “homosexuals” and
IV drug users (AJE, 1986, 123/2, pp. 308–15). Again, the geograph-
ically ordered findings (comparing cities from northern and southern
Italy) were presented as an argument for HTLV-III as the infectious
agent and for gradual stages in the development of the syndrome.

We encounter a similar situation in the more recent case of Severe
Acute Respiratory Syndrome (SARS). In this case too, risk categories
were spatially ordered according to whether they were present in a
Hong Kong hotel (MMWR, March 28, 2003, 52/12, pp. 241–8),
whether they resided in a specific Hong Kong condominium, and
whether they had contact with the personnel of a Hong Kong hos-
pital (EID, September 2003, 9/9, p. 1064). Maps were published in
epidemiological reports, showing how SARS patients had visited the
same spaces and traveled to the same cities. Screening and prevention
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measures were designed based on this spatial principle: closing off the
Hong Kong condominium in question, monitoring passengers travel-
ing from Asia, and screening airport lounges with infrared cameras.
Moreover, explanatory models of the epidemic had a spatial model
at their core: the sewage system of the Hong Kong condominium al-
lowed the distribution of the virus throughout the entire building and
the infection of the whole neighborhood (EID, September 2003, 9/9,
p. 1064).

Risk maps as visualization instruments made surveillance possible
(Foucault 1979, p. 195) in the sense that they allowed a monitoring of
risks on a collective (and even international) scale. At the same time,
they made comparisons possible; risk was given a concrete shape – as
something that can be pointed to not only at the individual level but
also at the abstract and general level. In this way, these instruments con-
tributed to the standardization and circulation of “AIDS risk” across
various contexts and situations (Latour 1999, pp. 24–80). This, in turn,
reinforced the association of certain risk factors with specific categories
of risk classification. The “gay neighborhoods” were the places where
risky sexual behavior was practiced, in the sameway in which northern
Manhattan was the place of shooting galleries.

Spatial classification criteria were introduced into the statistics,
along with other parameters that stood for “risk groups” or “factors.”
This led to spatially constructed “risk subgroups” and to new cate-
gories; for example, “Haitian entrants” (in the US) were distributed
in “Miami,” “New York City,” and “other US locations.” The “ho-
mosexual” risk group was reordered in New York City, New Jersey,
the Manhattan boroughs, San Francisco, Los Angeles, and other U.S.
locations (JAMA, January 11, 1985, 253/2, pp. 217–18). The samewas
done for intravenous drug users, women, infants, and children. Space
was thus a risk factor and a criterion for identifying the presence of
other risk factors at the same time, for distinguishing between the safe
and the unsafe. Such statistical constructions supported epidemiologi-
cal models that stressed transmission through sexual contact or blood.
An argument in this respect was that, because shooting galleries were
more common in New York City and New Jersey than in other parts of
the country, incidence rates among intravenous drug users from New
York City and New Jersey were higher. It was also argued that IV drug
users travel less than homosexual or bisexual men and are area-bound
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(JAMA, January 11, 1985, 253/2, p. 219). The spatialization of risk
factors sanctioned the view that the infectious agent was more readily
transmitted from male to female than vice versa: women were not be-
ing infected at the same pace as men because not all forms of sexual
behavior had the same risk; some were riskier than the others, and
some were safe. Because anal intercourse emerged from these space-
bound statistics as the riskiest form of sexual behavior, it explained
the existent male/female ratio. Heterosexual intercourse being equated
with vaginal sex, and vaginal sex being equated with lower risk sexual
behavior, women were less exposed than men (The Lancet, Septem-
ber 29, 1984, II/8405, p. 715). But forms of sexual behavior, as well
as the ratio of infection, were spatially determined. Risky heterosexual
intercourse (embodied by “female sexual contacts”) was determined
by the spaces and agglomerations within shooting galleries, whereas
homosexual intercourse was determined by neighborhood. This com-
bined with the view that female sexual organs tended to act as a kind of
reservoir for the virus and that they were resistant to infection (being
double-walled, a view formulated in the environmentalist discourse).

Because “homosexuals” were “men of extreme sexual activity”
(which was also implied by the spatial distribution of risk), they be-
came infected at a high rate. Women (with the exception of prostitutes)
were much less sexually active than men, or were only “steady sexual
partners,” and thus became infected at a much lower rate and ratio
(NEJM, February 21, 1985, 312/8, p. 522). The IV drug users had
higher incidence rates in New York City and New Jersey (the third cat-
egory of the classification was “United States”) and did not travel; the
male/female ratio for the two categories was an argument for trans-
mission through frequent sexual intercourse. The corollary was that
“there may be fewer females in the population capable of transmitting
the disease” (NEJM, February 21, 1985, 312/8, p. 522), which was an
additional argument for women not being affected by the syndrome.

Representations of sexual vulnerability (associated with transmis-
sion models) were reinforced through spatial distribution. It was now
possible to link transmission means according to a spatial pattern. The
links were constituted by the bisexual husband, the homosexual drug
user, or the Haitian prostitute. Perhaps more importantly, this linkage
reinforced the thesis that heterosexual transmission was much rarer
than homosexual transmission and therefore should not be intensively
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targeted. It was also very difficult to conceive of prevention directed at
heterosexual transmission according to this spatial ordering. The only
space associated with heterosexuality (outside Africa) was that of the
household, which in turn was associated with representations of AIDS
as a contagious disease.

By 1984, scientific journals were already using etiologic and epide-
miologic constructions of “risk” to sustain the thesis of HTLV-III as the
viral agent. “Lifestyle” or “lifestyle risk factors” were thus presented
as a certain form of sexual contact; they belonged to a “risk group” or
“community,” and to a certain space at the same time.

If the retrovirus was a contagious agent, immunodeficiency would
spread in spaces of sexual contact that involved large numbers of sex-
ual partners. The “baths debate,” which dominated the discussions on
adequate risk policy (among medical experts, as well as among local
politicians) in the mid-1980s, can be seen as a direct consequence of
this new risk model, which conceived risk factors spatially. The two
sides in this debate were the defenders and adversaries of a single pol-
icy measure: that of closing public baths, which were represented as
the major encounter places of the “homosexual” risk group. Defend-
ers of this measure argued in essence that restricting the social spaces
of risk would lead to better control of it, whereas opponents of the
measure (arguing for an educational approach in these places) con-
sidered that restrictive measures would only open up other, even less
controllable risk spaces (Bayer 1989; Pollak 1992). In a very similar
way, the first detection and prevention policies aimed at stemming the
spread of Severe Acute Respiratory Syndrome (SARS) in the spring of
2003 were grounded in a spatial notion of risk: airports were seen as
the major encounter place of people carrying the virus.1 Consequently,
airports were closelymonitored and policed (with infrared temperature
cameras, for example) whereas other public concourses and means of
transportation (railways, railway stations) were not.

The notion of policing space, along with the distinction between
high- and low-risk cities, arose from the same reasoning being used
to explain why the syndrome was not more evenly distributed, as

1 The first intercontinental cases were detected in passengers flying back to Asia from
North America via Europe. The first case was that of a physician traveling between
Hong Kong and Southern China.
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STDs were: it was argued that the homosexual population of large
cities (such as New York) was a “hyperendemic population,” charac-
terized by “the fully developed syndrome”; the homosexual population
of smaller cities developed AIDS later. An epidemiological study took
a “high-risk subset” of the customers of a Pittsburgh, PA bathhouse
(none of whom corresponded to the CDC definition of AIDS) and clas-
sified them according to history of venereal diseases, number of sexual
partners, drug use, and frequency of travel to New York City. The aim
was to construct a population comparable with that of big cities (i.e.,
bathhouse clients) with contacts to these “endemic areas,” to argue for
the thesis of a gradually developing syndrome (AJPH, March 1984,
74/3, pp. 259–60). Some epidemiological reports presented residence
as a kind of risk in itself: “high-risk” subsets of the “homosexual”
risk group came to be almost automatically identified with residents of
big cities, which, subsequently, were called “high-risk cities” or “en-
demic areas.” Medical and epidemiologic reports usually operate with
metonymy, especially in their summaries and titles: the syntagms just
mentioned were commonly used in clinical and epidemiologic studies
that investigated small numbers of individuals, selected from very few
clinical practices, mostly catering to STD patients. A study dating from
1985 (“Sexual Contact in High-Incidence Areas for the Acquired Im-
munodeficiency Syndrome”), which investigated 180 individuals from
twoWashington-based clinical practices, stressed space as a risk factor:

The data suggest that deficit of helper T-lymphocytes can be acquired by ho-
mosexual contact with men in cities where AIDS is common. This supports the
hypothesis that low helper T-cell counts may be caused by a sexually transmis-
sible agent and that frequent homosexual exposure to residents of high-risk
areas for AIDSmay be an important means of spread of this agent. (AJE, 1985,
121/5, p. 629)

The report used “high-risk cities” and “high-risk (exposed) areas”
as synonyms, to support the thesis that there are several stages in the de-
velopment of the syndrome. It did notmention either HTLV-III or LAV,
and it referred constantly to an “infectious agent” or “sexually trans-
missible agent,” without discussing its nature. The laboratory findings
consisted only in cell counts, with no antibody identification, so the
paper actually constructed a correlation between cell counts and spa-
tially organized sexual contact, presenting it afterwards as “AIDS risk.”
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After asserting that “it was our a priori hypothesis that American ho-
mosexual men from an area at low risk of AIDS who had sexual con-
tact with men from high-risk (endemic areas) would have lower helper
T-cell counts than men without such exposure” (AJE, 1985, 121/5,
p. 635), the article suggested that stages in the development of the syn-
drome are arranged in a spatial pattern, where the “high-risk areas”
have the full-blown pattern, the “low-risk” ones have lesser stages,
and the contacts between the two act as a kind of intermediary. Ac-
cordingly, “low-risk” areas gradually become “high-risk.” This argu-
ment ignored previous reports that the spatial ordering of risk actually
made the concept of a contagious agent problematic (JAMA,March 16,
1984, 251/11, p. 1441). The conceptual difficulty was that the infec-
tious agent was transmitted through highly frequent “anonymous sex,
such as in bathhouses and bars” and that this anonymity made tracing
contacts almost impossible. Nevertheless, it was possible to trace “ho-
mosexual contacts between international travelers” (JAMA,March 16,
1984, 251/11, p. 1442) and thus to establish a spreading pattern of low
risk becoming high risk.

Studies were aimed at demonstrating that high-risk sexual act types
correlated strongly with high-risk cities and less strongly with low-risk
ones (e.g., AJE, 1985, 121/5, pp. 629–36). And if part I of this partic-
ular report did not identify the infectious agent as a human retrovirus
and referred only to a general agent, part II (immediately following
part I in the same journal issue) made reference to HTLV-III in the
introduction, stating that “in the absence of this discovery, epidemi-
ologic studies of persons at high risk of AIDS relied on indirect in-
dices such as the immunologic abnormalities that are characteristic of
AIDS” (AJE, 1985, 121/5, pp. 637–8). The paper constructed three risk
groups: 85 high-risk men from central Manhattan (“New York”); 96
intermediate-risk men from Washington, D.C., with area homosexual
contacts (“Washington-exposed”); and 64 low-risk Washington, D.C.
men, without such contacts (“Washington-unexposed”). “Exposure”
meant “those who had sexual contacts in cities of high risk of AIDS”
(AJE, 1985, 121/5, pp. 637, 639). “Homosexual-specific sexual acts,”
also called “lifestyle variables” (AJE, 1985, 121/5, p. 641), were sta-
tistically correlated to risk spaces and cell counts. The result was risk
space–typical sexual acts: accordingly, lower cell counts specifically cor-
relatedmore stronglywith “NewYork homosexual” acts and gradually
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less strongly with intermediary or “Washington homosexual”–specific
acts (AJE, 1985, 121/5, p. 639). This supported the thesis of a single
infectious agent, located in a certain space (in this case, NewYork City)
and spreading through other cities. The virus was transmitted through
“risky” sexual acts associated with mucosal abrasions (such as anal
sex). They had a higher frequency in central Manhattan and a lower
one in the Washington area (AJE, 1985, 121/5, p. 643).

This risk distribution accounts for how the virus gets into the blood-
stream, and it refutes previous arguments about the immunosuppres-
sive effects of sperm and inhaled drugs. The spatial ordering is gen-
erated here through a series of uses of metonymy: relatively small
numbers of cases are made to stand for large urban areas. In turn,
the corresponding clinical and behavioral data (such as cell counts,
sexual act types, and frequency of sexual acts) are taken as substitutes
for these areas, with the effect that it becomes possible to compute
correlations and probabilities that cover a whole territory.

Risk maps and the corresponding statistics were not without in-
fluence on health policy debates. The fact that reality did not always
correspond to such maps has been shown since by studies such as
CathyCohen’s (1999), which argues that AfricanAmericanswith AIDS
did not make it onto the risk maps (and hence into prevention poli-
cies) simply because they did not frequent the STD clinics from which
most clinical studies were drawn. Although they were a very real phe-
nomenon from the beginning, African Americans were not part of the
classification system (when they were, they were “IV drug users”) and
were left out of a cognitive frame based on collective categories. Con-
sequently, later prevention approaches had to contend with denial and
misapprehension:manyAfricanAmericans flatly refused to believe that
they could get AIDS, whereas others saw AIDS as a scientific conspir-
acy against them. Either way, they resisted prevention measures. This
corroborates Rayna Rapp’s (1999, p. 70) and Michael Bloor’s (1995,
p. 26) arguments that the cognitive frames in which we conceive and
speak of “risk” are not limited to an abstract and general level but
become enacted in everyday life, in the interactions between medical
staff, patients, and their families, as well as in the decisions they make.

The configuration of “Haitian” risk factors followed a similar pat-
tern: risk was presented as having its center in the red-light district
of Port-au-Prince, where most of the Haitian patients came from, and
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whichwas frequented by “American homosexuals.”2 Later, “Haitians”
were partially absorbed into the categories of bisexuals, prostitutes,
and blood donors, so cases were reported under this double classifica-
tion. But, as late as 1987, medical papers reported “Haitians” as a risk
category, in spite of their being taken off the official CDC classification
at the end of 1983. “Haitian” risk factors (1) were of an environmen-
tal nature, (2) explained the action of a viral agent, and (3) illustrated
the transmission of the virus from risk group to risk group. At the
same time, they supported a more complex viral model. Clinical re-
ports suggested that “Haitians” have a double “lifestyle.” The “Haitian
lifestyle” factor was the male prostitution district in Port-au-Prince. In
the beginning, this was constructed somewhat amorphously, as par-
tially opposed to the North American “homosexual lifestyle.” A clin-
ical report claimed that “multiple sexually transmitted infections and
frequent use of prescription or recreational drugs were generally absent
in Haitians” (NEJM, January 20, 1983, 308/3, p. 127). Nevertheless,
this did not mean that Haitians, both in Haiti and the United States, did
not have “lifestyles,” which had to be examined more closely. Such an
examination could show that heterosexual Haitians and homosexual
Americans have more in common than one thinks (NEJM, January 20,
1983, 308/3, p. 128).

Homosexual tourists in Haiti got the virus somehow from the
“Haitian” risk group and spread it into the “homosexual community,”
whose drug addict members passed it to the “heterosexual addict pop-
ulation.” The risk factors of “homosexual Americans” are therefore
environmental: the encounter spaces of the “homosexual community”
favor frequent anonymous sexual encounters and thus the transmis-
sion of the viral agent. In this context, the risk factors of the IV drug
users are sexual contacts with “homosexual drug addicts.” The viral
agent was transmitted from the “Haitian” risk group to “vacationing
homosexuals” through sexual contact. Risk categories were arranged
in a daisy chain, each with its own risk spaces: on the one hand, they
weremutually exclusive, because every one of themwas the negation of
the others. We have thus the “Haitians,” who are non-homosexuals,
the “homosexuals,” who are “Americans” (and thus non-Haitians),

2 NEJM, October 20, 1983, 309/16, p. 949; The Lancet, May 28, 1983, I/8335,
p. 1187.
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and the “heterosexual addict population,” which is non-homosexual.
At the same time, “homosexuals” are redefined as “homosexual drug
addicts,” and “Haitians” as “homosexual.” The device allowing for
these operations is that of “lifestyle.” Risk categories are accorded a
double status: they retain their initial mutual exclusivity but can be
rearranged into common subcategories (which may negate the initial
categories). This explains how the immune deficiency is caused by a
single viral agent, which is transmitted from individual to individual
through only two routes (the sexual and the blood ones). Although
this model rejected the thesis of several infectious agents and multiple
transmission routes, it brought together relatively few risk factors, a
single agent, and various risk groups.

In this sense, neighborhood-based epidemiological maps were tied
to statistical instruments producing thus not only standardization and
comparability, but also area-specific levels of risk. The latter was disen-
tangled from its person-related, idiosyncratic aspects and transformed
into something objective, into a given. One could now expect to face
the risk of AIDS not on an individual, person-related basis, but on an
area-specific one. This way of seeing AIDS risk, of making it visible,
was not without concrete consequences.

The “Household Risk”

“Risk factors” in children were presented as family- or household-
specific, being defined as the presence of members of high-risk groups
in the family or household. The notion of “household risk” implied
that the causal agent could be transmitted through casual contact; this
idea was discussed at length in the media in the early 1980s. Several
reports aboutmedical personnel, civil employees, and sales clerks refus-
ing to touch or stay in the same room with people with AIDS received
prominent media exposure. Conservative voices argued on this basis
for tougher prevention policies, which contributed to the stigmatiza-
tion of risk groups. In turn, this triggered emotionally laden public
debates. The notion of “household AIDS risk,” then, was grounded in
the representation of the Acquired Immunodeficiency Syndrome as a
contagious disease, defined through spatial distribution. Dating from
the first clinical reports, there were two tendencies in presenting risk
factors for children, and both tendencies relied on spatial notions of
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risk. A relatively short-lived one was to treat the household in which a
member of the risk groups lived as risk. Mere spatial copresence trans-
ferred risk from the individual to the familial environment. Thus, one of
the first clinical reports on children with AIDS used expressions such as
“families with recognized risks for AIDS” and “high-risk households”
and stated that “children living in high-risk households are susceptible
to AIDS” and that “sexual contact, drug abuse, or exposure to blood
products is not necessary for disease transmission” (JAMA, May 6,
1983, 249/17, p. 2345). The case presentation clearly suggested that
the simple presence of a high-risk person in the household could lead
to infection:

His mother has no known risk factors for AIDS and has normal immunologic
function. His father is an IV drug user with recent weight loss and adenopathy.
His paternal uncle, a household contact, is homosexual and a drug abuser
who has been diagnosed as having AIDS. (JAMA, May 6, 1983, 249/17,
p. 2346)

All cases “had in common household exposure to one or more per-
sons with known risk factors” and “there was no evidence that our
patients had been sexually abused or given illicit drugs.” This showed
transmission without sexual contact or drug abuse “to an otherwise
‘normal’ host” (JAMA, May 6, 1983, 249/17, pp. 2347, 2349). The
implication was that the simple presence of the infectious agent in the
risk space of the household was sufficient for transmission. Notions
such as family and household also implied that AIDS could be verti-
cally transmitted, from mother to newborn. The possibility of casual
transmission, however, was judged to be more important (JAMA, May
6, 1983, 249/17, p. 2375).

The infectious agent was presented as similar to those inducing con-
tagious diseases; a banal bodily contact or prolonged presence in the
same room would suffice. Models of contagious diseases usually em-
phasize the decisive role of copresence in the same space; the space-
oriented epidemiological models of AIDS did not ignore this analogy.
They took it over and embedded it in various argumentation strate-
gies, according to whether they supported a viral cause or not. In this
respect, it was important to define the household or familial space not
through the presence of a “person with known risk factors for AIDS,”
but through its integration in a larger risk area, where the transmission
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of the infectious agent was already occurring in known groups. The
thesis of perinatal transmission (and later, that of postnatal transmis-
sion) was thus derived from established transmission means, such as
sexual contact and intravenous drug use. A clinical report asserted that
sexually promiscuous and IV drug–usingmotherswere transmitting the
infectious agent to their babies in utero. The best proof was the cluster
of immunodeficient children signaled in an area with a high frequency
of AIDS infection among IV drug users (JAMA, May 6, 1983, 249/17,
p. 2356).

Two central claims (about the viral nature of the infectious agent
and about intrauterine transmission) were sustained here by classifying
cases according to risk area: because “sexually promiscuous and drug
addicted mothers may undergo reactivation of EBV . . . and transmit
the virus in utero to the partially immunoincompetent fetus” (p. 2355)
and because the cases appeared in an area where AIDS was occurring
among IV drug users, it follows that there was a viral agent transmitted
in utero in this risk zone. Later papers and reports on children and
infants with the syndrome continued this practice.3 As a result, the
new category of “parental risk groups” appeared and stayed in use
until 1988–9.

In these cases, “household risk” promoted a new (perinatal) means
of transmission, integrating it at the same time into the transmission
chain. However, because the household status was unclear (Were they
IV drug users? Bisexuals? Promiscuous? Monogamous?), prevention
policies never managed to target it in a coherent fashion. Advertising
campaigns from the late 1980s targeted heterosexual singles, consid-
ered to be more promiscuous than married people (who by definition
were both heterosexual and monogamous). Prevention policies tar-
geting IV drug users stressed the importance of sterile needles and
single-use injection kits but paid little attention to the issue of sex.
This shows the (still persistent) difficulties of implementing prevention
policies grounded in the association between risk factors and groups,
according to which one has only to target a few, group-specific risk
behaviors.

3 See JAMA, August 3, 1984, 252/5, p. 642; NEJM, January 12, 1984, 310/2, p. 77.
Such a classification was first presented by the report on “household risks were already
available,” analyzed above.
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Intercontinental Connections

Spatial representations of AIDS were needed not only locally, but also
at an intercontinental level. If Central Africa had known an endemic
form of the syndrome long before it was reported inNorth America and
Western Europe, and if the origins of the virus were to be found there,
“African” risk factors should explain not only how the virus passed
the barrier between the animal and the human realm, but also how it
traveled from one continent to the next. The first clinical and epidemi-
ologic reports on these risks were somewhat contradictory, presenting
them as located in an urban and at the same time a rural environment.
Urban risk factors were “relatively high income,” “heterosexual
promiscuity,” and “contacts with prostitutes,” whereas the rural ones
were traditional medicine, ritual practices, and poor hygiene (The
Lancet, July 14, 1984, II/8394, pp. 62–5). This traditional medicine
was described by the first reports as scarification, “often done with
metallic instruments heated to redness.” The identification of the viral
agent as HTLV-III or LAV reinforced the thesis that a retrovirus had
passed the barrier between primates (identified as African Green mon-
keys) and humans. It was asserted that an HTLV-III–related retrovirus
had been isolated from African Green monkeys and that this was more
similar to the “African” retrovirus isolates than to the “North Amer-
ican” ones (Science, November 22, 1985, 230, pp. 949, 951). The
African Green monkeys were presented as common in a rural setting
(Science, November 22, 1985, 230, p. 954); other articles suggested
that the virus had been isolated from prostitutes (Science, December 6,
1985, 230, p. 1141) and had rapidly expanded into the urban pop-
ulation, even before mutating. This was an argument for the thesis
that “the monkey virus itself may not be pathogenic but it may have
mutated in man and acquired some destructive properties” (Science,
December 6, 1985, 230, p. 1141).

Epidemiological models explaining how AIDS had left Africa relied
on a narrative about the distinct character of the “African” risk group.
At the same time, this distinctiveness made it difficult to explain how
the virus had come out of Africa. The missing link was “Haitians,” a
fact which can account again for why they were maintained as a risk
group for such a long time. The first step was to compare “African
AIDS” not only to “United States AIDS,” but also to “Haitian AIDS,”
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establishing similarities and dissimilarities that made “African AIDS”
special but allowed the virus to spread to other groups:

Two important differences between AIDS in Zaire and the disease in patients
of European or American origin merit discussion – namely, the sex distribution
and apparent lack of risk factors among patients in Zaire. The 1.1:1 ratio of
males to females is likely to be more representative of the endemic situation
than the ratio in patients fromZaire seen in Europe, which probably represents
those able to afford treatment in Europe. A similar ratio (1.5:1) has also been
reported for patients without attributable risk factors in the USA. The essen-
tially equal proportion of males and females would require that transmission
occurs both male-to-female and female-to-male, since one-direction transmis-
sion would soon result in an imbalance of the ratio. (The Lancet, July 14,
1984, II/8394, p. 68)

The almost equal male-to-female ratio is considered intrinsic to the
endemic character of disease, and thus Africa-specific; the two-way
heterosexual transmission is also Africa-specific, a distinct epidemic
pattern not seen in the rest of the world. Thus, the “African group” re-
tains its exceptional nature by being older (endemic) and otherwise un-
classifiable. The thesis of an equal rate of male/female and female/male
transmission is formulated here as an argument for this exceptionality.
For “North American and European AIDS” this thesis was not accept-
able: on the contrary, it was constantly argued that due to considerable
differences in the resistance to infection of the male and female sexual
organs and bodies, the transmission ratio could only be uneven. This
is made clear by the assertion that “heterosexual male-to-female trans-
mission of AIDS has been suggested in the USA, although so far this
has been infrequent” (The Lancet, July 14, 1984, II/8394, p. 68).

An account of how the infectious agent had left its African setting
had to be anchored in the specificity of African heterosexual trans-
mission. Although several narratives about how the virus went from
monkeys to humans in a rural setting, and from there to urban centers
via prostitution, were already available, a story of how it left Africa
was still missing. The solution was reverse migration – that is, not
from Africa to the Americas but the other way around. This story was
about the migration of “several thousand professional people” (as-
sumedly heterosexual) from Haiti to Zaire in the 1960s and 1970s;
these people subsequently left for Europe and North America (The
Lancet, July 14, 1984, II/8394, p. 68). This made it possible to explain
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both the distinct heterosexual pattern in Africa and the migration of
the virus (although it required a conversion of “Haitians” from het-
erosexuality to homosexuality).

Risk Spaces and Prevention Policies

The overall implicationwas that AIDS emerged as an epidemic inAfrica
and the United States simultaneously, although it had existed in a dor-
mant form in Central Africa for a long time. The “several thousands”
of Haitians who migrated to Central Africa and back to the Western
hemisphere were the missing link: they brought AIDS from Africa and
transmitted it further in theWestern world. As for the “African AIDS,”
its pattern of heterosexual transmission remained “different and im-
portant.” It has to be “clarified” by studying the retrovirus “strongly
associated with AIDS.” The model of “AIDS leaving Africa” operates
with the following elements:

1. Two-way heterosexual transmission has an exceptional charac-
ter, can be encountered only here, and is marginal and unclassi-
fiable in the Western world.

2. The syndrome must have somehow originated in Africa, where
it remained dormant for a long time.

3. The syndrome, although clinically similar all over the world, has
completely different forms according to different risk categories.

4. Consequently, these risk categories are not only mutually ex-
clusive, but also incompatible. “African risk” is not compatible
with other risk factors, and “Western” risk categories are also
incompatible with heterosexual transmission.

Risk, as it appears here, involves a series of rhetorical operations,
such as substituting parts for the whole, constructing abstract cate-
gories from actual cases, generalizing from a few concrete descriptions,
eliminating complexity, and building up metaphors, to name only a
few. All of these were embedded in the rhetorical structure of medical
papers, as necessary elements in the construction of hypotheses and in
making sense of clinical results. These devices were not put to work
as simple formal structures, but always implied certain representations
and tacit suppositions about the social world. It was the supposition of
an incompatibility between homosexuality and “Africa” that allowed
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for the mutual exclusivity of the respective risk groups, while the ex-
clusivity of the “African” heterosexual transmission relied on a certain
view of the social world of “Africa.”

This argument structure reinforced the idea that heterosexual trans-
mission is something that is African and something prevention policies
should address only in anAfrican context. Indirectly, explanatorymod-
els such as this contributed to orienting prevention and health policies
according to spatial distributions of risk, which in turn were tied to the
categories of the classification system. This model dovetailed well with
representations of different sexual vulnerabilities, according to which
(Caucasian) women, for example, were less exposed to risk, provided
they were not prostitutes, and hence less in need of prevention policies
anyway. It also dovetailed with the notion that those absent from this
classification system (such as African Americans) did not need such
policies either. AIDS prevention policies did not question, but relied
upon, the classification of risk. As Sue Scott and Richard Freeman put
it, in the 1980s “prevailing AIDS prevention policies might best be
understood as fateful attempts to cling on to conceptions of society
rooted in progressivist understandings of modernity. This means that
they are unresponsive to the shifting conditions which prevail in late
modernity. They are intended as rational, extrinsic solutions to specific
social problems and, as such, they lack reflexivity” (1995, pp. 153–4).

The presentation of “AIDS risk” as a spatial ordering and cluster-
ing had a significant impact on health and insurance policy. In the
mid-1980s, one major policy debate in the United States was whether
measures should be centered on controlling what were perceived as
risk spaces (and thus whether bars and bathhouses should be closed)
or on educating “risk groups” (Pollak 1992; Bayer 1989, pp. 20–72).
In March 1988, a position paper jointly published by the Health and
Public Policy Committee of the American College of Physicians and the
Infectious Diseases Society of America made recommendations for two
sensitive policies (testing and insurance) in terms that clearly posited
a spatial ordering of risk (AIM, 1988, 108/3, pp. 460–9). In defining
three types of testing (mandatory, routine, and voluntary), the position
paper rejected the first on the grounds that “such an approach would
only drive potentially HIV-infected persons away from the health care
system” and argued against “further expansion of mandatory testing
in low-risk populations,” because “it is not in the public interest to
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require the testing of persons whose social or sexual lifestyles render
them unlikely to have been exposed to the virus” (AIM, 1988, 108/3,
p. 464). At the same time, it argued for selective routine testing accord-
ing to risk areas:

We do not believe that all persons admitted to hospitals should be tested on a
mandatory or routine basis. We do support, however, the concept of increased
routine testing for HIV antibody in high-risk populations. It may be appro-
priate, therefore, for hospitals in certain geographic, high-prevalence areas to
consider routine testing of selected subpopulations shown to have an increased
prevalence of HIV infection. (AIM, 1988, 108/3, pp. 464–5)

“High-risk populations” are constructed here as “high-prevalence
areas,” where “selected subpopulations” have “increased prevalence”:
risk populations and risk spaces are mutually defining. This appears
even clearer in the insurance policy proposals. The members of one
category (“single men between the ages 20 and 40”) are defined as
“risk” or “non-risk” with respect to insurance depending on whether
they come from “high-risk geographic areas of the country” or not; in
this case, too, space defines high-risk groups:

Insurance carriers may have legitimated interests in the HIV-antibody status of
persons applying for life insurance, particularly in high-risk geographic areas of
the country, and if they are single men between the ages 20 and 40, for example,
and are seeking insurance for large sums. (AIM, 1988, 108/3, p. 466)

Cultural representations of sexual organs, bodies, vulnerability, and
pollution left their imprint on medical representations of AIDS as a
contagious disease, characterized through spatial distribution; the cir-
cle was closed when these representations made their way into the
public sphere, being taken as a justification for policies which (in an
objectified, indirect form) reinforced these representations on the basis
of their scientific soundness and the objective knowledge on which they
were based. Participants and patients were selected for clinical trials
and epidemiological studies, respectively, according to spatial criteria
and risk spaces. Although in the case of clinical trials this focus on risk
space provided scientists with access to valuable community knowl-
edge (Epstein 1996, p. 249), it also left out ethnic and social groups
(such as African Americans) who did not live in “risk areas” or “risk
neighborhoods” and did not visit STD clinics (or any clinic at all).
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In a very similar way, the prevention policies against SARS were
based on the representation of risk categories as occupying certain
social spaces and having specific travel patterns: similar to the risk
category of “homosexuals,” represented as very mobile, SARS risk
groups were seen as traveling very often between continents (which led
to the monitoring of airports but not of railway or bus stations). They
lived in certain neighborhoods (which were closed off) and had certain
occupations (health care professionals, business people). Direct contact
with these risk groups had to be avoided: among other things, this led to
the use of sanitary masks irrespective of their effectiveness. This, again,
is reminiscent of the use of surgical gloves in public spaces in 1983–4,
when it was believed that the HI-virus could be transmitted through
casual contact. Needless to say, the effectiveness of using surgical gloves
in public spaces was never questioned.

With that, I come to my second argument, namely that scientific
knowledge depends not only upon place, but also upon space. Place is
understood as the material, local conditions under which knowledge is
produced. Place is crucial to science as a social institution and to scien-
tific agency. Space is understood here as the set of rhetorical procedures
and resources with the help of which the epistemic categories of disease
are meaningfully ordered according to geographical and topographical
distinctions. This ordering took the form of (1) geographic narratives
of HIV origins and travels around the world; (2) classifications of social
groups according to risk zones; and (3) classification of transmission
means according to spatial categories. As I show in Chapter 6, spatial
ordering made possible the quantification of AIDS risk. Quantities of
risk, in turn, confirmed risk categories and were a strong argument
for viral models of AIDS. In this sense, space is crucial for accounts
of causality and agency and hence for scientific knowledge about the
virus.



6

Who Is How Much?

From Qualities to Quantities of AIDS Risk

AIDS Risk, Quantification, and Rhetoric

As the word is commonly understood, risk is intrinsically related to
computing the probability of undesirable events, along with their de-
gree of harm. This operation requires quantifying,measuring, and com-
paring the consequences of events. Knowledge about AIDS risk, its
prevention, and the transmission of HIV is expressed in quantities of
risk: that is, in probabilities of infection, low cell counts, develop-
ing opportunistic infections, and the like. From a broader perspective,
quantification is an intrinsic feature of the biomedicalization process
discussed by Clarke et al. (2003): the permanent monitoring of health
status and the transformation of everyday life activities into risk factors
require the quantitative treatment of life features that we very often per-
ceive as highly idiosyncratic, personal, and even unique. Yet features
we view as pertaining to the quality of our lives are made computable
and treated in terms of magnitudes. How does this happen?

With respect to AIDS, there are quite a few epidemiological papers
computing the exact amount of risk for every risk category and for
every type of risk behavior, and quantitative evaluations of risk are
present in many clinical reports. Statistical figures seem to present us
with an objective image of risk, based on precise mathematical oper-
ations and free of any rhetorical elements. How is such an objectivity
obtained? How can we assert with such certainty that “doing X” or
“doing Y” has such and such a risk probability? The problem here is

210
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how qualitatively defined categories are transformed into computable
magnitudes and how a computable risk (relying on a probabilistic cal-
culus) becomes possible. A second aspect of the problem is how quali-
ties classified as incommensurable can be ordered from high to low on
a risk scale. A third issue is how homogeneous categories are reordered
from higher to lower risk according to “factors” or “behavior.” Finally,
a fourth, not less important, issue is the place occupied by qualities and
quantities of risk in the economy of the discourse.

Although there are many studies about the role of statistics and
quantification in science in general (e.g., Mackenzie 1981; Porter 1995;
Hacking 1990) and in medicine in particular (e.g., Bartley, Smith, and
Blane 1997, p. 130), the quantification of risk in medical articles on
AIDS has not been examined until now. Yet, as I argue in Chapter 5,
this quantification lent support to and justified prevention and health
policy proposals. Its premises were given by the treatment of AIDS
risk in spatial terms, a procedure which assigned each risk category a
supposedly homogeneous concrete environment. In this way, heteroge-
neous data (such as frequency of sex acts and cell count) were brought
together and could be statistically processed. What role did rhetoric
play in this process?

Quantity and Metaphor

Among the rhetorical techniques used to transform qualities into quan-
tities is metonymy, by which a number of cases (quantity) is postulated
as representing a category, which is reconstructed in successive steps
from this quantity. Consider how one of the first clinical reports on op-
portunistic infections performed these operations. The paper, published
at the end of 1982, reported the identification of a mycobacterium in
the lung, spleen, and lymph tissues of five patients seen in a Los Angeles
university clinic. The paper opened by simultaneously presenting the
unusual clustering of acquired immunodeficiency cases and making a
classification of risk categories: “An unusual clustering of cases of ac-
quired immunodeficiency has recently been described in NewYork and
in California in homosexual and, rarely, heterosexual men” (JAMA,
December 10, 1982, 248/22, p. 2980). Afterwards, the associated op-
portunistic infections are listed; after that, the report introduces the
cases seen at the UCLA Center for the Health Sciences as “five patients
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dying with this syndrome” that “form the basis of this report” (and
in whom mycobacterial infection is described). There is apparently no
relationship between the category of the first line (five patients) and the
category of the following lines (homosexuals). The “report of cases,”
however, reorders the above elements: the “five patients” are now “a
30-year-old homosexual man” (two such cases), “a 34-year-old homo-
sexual man,” “a 31-year-old homosexual man,” and “a 35-year-old
homosexual man” (JAMA, December 10, 1982, 248/22, pp. 2980–1).
They stand for “homosexual men,” and the technique of repetition re-
inforces it. The “comment” starts by speaking of “five case reports in
homosexual patients.” It continues by alternately using the syntagms
“homosexual patients,” “homosexual men,” and “homosexuals,” and
it ends by asserting that “we now vigorously seek evidence of mycobac-
terial infection in homosexuals with unexplained lymphadenopathy,
P. carinii infection, and Kaposi’s sarcoma,” and that “it may not be
unreasonable to treat homosexual patients with acquired immunodefi-
ciency who are seriously ill with an unexplained infection empirically,
pending the results of mycobacterial cultures, even if acid-fast bacilli
are not identified on smears and tissue sections” (JAMA, December 10,
1982, 248/22, p. 2982). The abstract category of the first opening (“ho-
mosexual men”) is thus recomposed several times in the course of the
paper, reemerging at the end as an abstract category with a new prop-
erty, namely mycobacterial infection. Thus, the report transformed its
epistemic claim from an empirical, particular one (namely, describing
one mycobacterium seen in five cases) into a general claim of broader
theoretical and practical relevance: that of a new opportunistic infec-
tion associated with immune deficiency, which necessitates appropriate
clinical treatment.

Looking more closely at the rhetorical techniques of this recompo-
sition, we can see that categories and quantities were first introduced
separately; then, quantity was transformed into a risk category, which
in turn took the place of the quantitative presentation. This was by no
means a singly occurring rhetorical device, but a strategy constantly
used for transforming quality into quantity and vice versa. A small
number of patients from a specific clinic, however, are not identical
with socio-medical categories such as “homosexuals,” or “homosex-
ual patients.” The general socio-medical category is substituted for the



Who Is How Much? 213

concrete cases and made a vehicle for general theoretical claims. In
this respect, litotes and metonymy work in a way similar to the way
theory-constitutive metaphors, which structure the object of inquiry,
work (Fleischman 2003, p. 484): we know that whole social categories
are at risk on the grounds of these substitutions.

The “General Population” as a Quantifying Device

A second rhetorical device used for transforming qualities into quanti-
ties of risk was to build up abstract and universal reference categories,
such as the “general population.” The “general population” as a uni-
versal reference category is by no means restricted to AIDS; indeed, the
majority of health factors and related risks are represented with the
help of the “general population.” This reference category can trans-
form a qualitative, abstract distinction into a quantitative comparison
and vice versa. If we take into account the insistence with which it was
asserted in the early and mid-1980s that the “general population,”
the “we,” was not at risk of contracting AIDS, its meaning becomes
even more puzzling. The construction of this universal reference cat-
egory, among others, shows how qualities and quantities of risk were
translated from one medical report to another, the result being general,
legitimate assertions about the quantity of risk for specific risk groups.
The case examined here is that of two clinical reports published in
January and July 1982, respectively, in two medical journals. The July
report formulates a general assertion about a precise quantity of risk
for Kaposi’s sarcoma in “homosexual men,” relying on and referring
to operations performed for the January report.

The risk classification by which new categories were usually intro-
duced did not allow transformations of this kind: the categories of “re-
nal transplant recipients” or “men of Mediterranean origin” could not
back up such operations, serving only to distinguish between the usual
and the unusual. Abstract and universal reference categories cannot,
apparently, be transformed into quantities; still, they allowed one-sided
transformations. Consider how the “general population” category
makes the transition from quantity to quality. The paper’s introductory
paragraph reasserts the classification of Kaposi’s sarcoma that is no
longer valid (i.e., the categories of “older men,” of “Eastern European
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origins,” and “renal allograft recipients”) and then states the new “risk
group” quantitatively, pitting it against an abstract category:

Kaposi’s sarcoma is rare in the United States, occurring predominantly among
older men of Eastern European descent and in renal allograft recipients re-
ceiving immunosuppressive drugs. Since 1979 the Centers of Disease Control
have identified 89 cases of KS in homosexual men and have suggested that the
risk of KS in this population is at least one hundred times greater than in the
general population. (The Lancet, July 17, 1982, II/8290, p. 125)

How can we know so precisely that the risk for KS in “homo-
sexuals” is exactly one hundred times greater than in the general
population – which, statistically seen, includes women and children,
who are at minimal risk of getting KS? First, KS has to be character-
ized for practical purposes. This characterization (“rare in the US”)
performs several functions: it reinforces the risk group as a category in
itself; it excludes the group from the previous categories of KS; it ex-
cludes the group from the “general population”; it makes a quantitative
assertion about risk; and it gives not absolute but relative magnitudes.
The category of “homosexualmen” is presented here ambiguouslywith
respect to risk, once quantitatively (“89 homosexual men”), and once
qualitatively (“this population”), so the comparison with the “gen-
eral population” is made both qualitatively and quantitatively. At this
point, a reference in the text sends us to a previous report (published in
January 1982) as the source of this risk comparison and of the relative
magnitude of “one hundred times.” For the sake of clarity, the January
report is called here “report A,” and the July report, “report B.” Re-
port A was a “special report” of the Centers for Disease Control and
Prevention, and it opened its “discussion section” with the paragraph:

The current outbreak of Kaposi’s sarcoma, P. carinii pneumonia, and other op-
portunistic infections is highly unusual. Kaposi’s sarcoma is a rare, malignant
neoplasm, predominantly affecting elderly men and seldom causing death. Al-
though precise rates are unavailable, the annual incidence in the United States
has been estimated to be 0.021 to 0.061 per 100,000 population. In one large
series, Safai et al. reported a 3:1male-to-female ratio and amean age of 63 years
among patients with Kaposi’s sarcoma. Precise incidence estimates specific for
sexual preference are not available, because the number of homosexual men
living in the cities where Kaposi’s sarcoma has occurred is unknown. Nonethe-
less, the highly localized occurrence of 88 cases among men under 60 suggests
at least a 100-fold increase in age-specific risk among homosexual men in
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the cities reporting cases, as compared with previous estimates of incidence.
(NEJM, January 28, 1982, 306/4, p. 250)

The first sentence is the usual one about the unusualness of Kaposi’s
sarcoma, Pneumocystis pneumonia, and opportunistic infections; the
second sentence defines both KS and the categories in which it can
be seen. (Remember that “elderly men” becomes “older men of East-
ern European descent” in report B.) The third sentence states that the
incidence rates are unknown but afterwards presents a quantitative
estimation of annual incidence rates. At this point, the text cites two
studies published in a cancer journal in 1962. The way these rates are
presented leads to reading them as numbers of cases per population
unit (with a unit of 100,000); they are designated not as risk but as
incidence rates. Through their statistical construction, they homoge-
nize and disperse reported cases of Kaposi’s sarcoma with respect to
an abstract, quantitatively built category. The next sentence provides
a specific male-to-female ratio and an average age, taken from a 1980
study (referenced in the text). After this, the paper states that there are
no incidence estimates of occurrence of Kaposi’s sarcoma with respect
to sexual orientation; the cause of this absence is the unknown num-
ber of “homosexual men living in cities where Kaposi’s sarcoma has
occurred.” No rationale is provided for why the relationship between
incidence estimates and sexual orientation should be relevant here.
The previous dermatologic literature did not claim that heterosexuals
contract KS more easily than people with other sexual orientations. A
connection is introduced at this point without any justification; once
introduced, it can be quantified and processed. Perhaps even more to
the point, the absence of data about this connection is transformed
into a topic of note. Nothing is known about this topic because of lack
of data. This is a good example of the perlocutionary force of an ap-
parently simple, constative utterance – a force by which the opposite
of what is said is achieved. In a most interesting manner, this assertion
(i.e., estimates are not available) is negated as follows:

1. A quantified category is asserted (“88 cases among men under
60”).

2. An event concerning this quantified category is asserted (“highly
localized occurrence”).

3. A subjectively formulated thesis is asserted (“suggests that”).
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4. This subjectively formulated thesis is objectified, magnified
through minimization (metonymy), and quantified in two steps
(first step – “at least”; second step – “100-fold increase”).

The syntagm “100-fold increase in age-specific risk among homo-
sexualmen” has “the annual incidence in the United States” of Kaposi’s
sarcoma as its reference. Risk is given a double meaning here: on the
one hand, it is treated as a simple statistical construct (incidence of
cases per population unit); on the other hand, it is presented as the
probability of exposure. Moreover, risk increase in the risk-specific
group of “homosexual men” is constructed from non-risk, because
it relates to the incidence in the general population. The category of
“homosexual men” is synonymous with “general population” (in the
past), and at the same time it is a special, distinct category (in the
present); this makes it possible to compare quantities apparently as-
cribed to completely different categories. The result of this chain of
operations is that the “highly localized occurrence of 88 cases among
men under 60” is asserted as the legitimate basis of “a 100-fold in-
crease in age-specific risk” for the category of “homosexual men in the
cities reporting cases.” The reader must herself perform a couple of
operations to complete the deductive chain: first, she must recompose
the “88 cases” as “homosexual or bisexual” with Kaposi’s sarcoma,
or with Kaposi’s sarcoma and Pneumocystis pneumonia, from a ta-
ble on the next page of the report; this can be done by adding and
subtracting various quantities from various categories labeled “sexual
preference.” Second, the reader has to divide this quantity by the total
number of cases reported by the paper (158 reported cases of Kaposi’s
sarcoma, Pneumocystis pneumonia, KS/PCP, KS/PCP, and other infec-
tions) to obtain a percentage that is 100 times greater than the incidence
rate of Kaposi’s sarcoma in the United States in 1962, as the text af-
firms. Therefore, the text presents the reader with two possibilities:
(1) take the assertion about risk increase for granted; or (2) perform
for herself the operations through which risk is constructed as an abso-
lute quantity, thus legitimizing herself the assertion about the relative
quantity (and dynamics) of risk.

The rhetorical strategy of the text is to leave deductive chains incom-
plete, attracting the reader into performing the text’s own operations
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of transforming qualities into quantities. As shown above, this relative
quantity of risk (a “100-fold increase in age-specific risk among ho-
mosexual men”) is taken by report B as the basis for performing a
comparison between the risk for Kaposi’s sarcoma in the general pop-
ulation and in the category of “homosexual men.” The conclusion is
an “at least one hundred times greater risk” for “homosexual men.”
Through references in the text, the assertion of report B is presented
as an already legitimate one, which does not require additional empir-
ical evidence or statistical computation. Report B thus translates the
assertions in report A as follows:

1. A relative quantity designating a change with respect to the past
is transformed into an ordinal number that allows different cat-
egories to be compared.

2. Complex descriptions such as “homosexual men under 60 in
cities reporting cases” are transformed into general categories,
such as “homosexual men.”

3. The past–present relationship (which allowed qualities to be
transformed into quantities and vice versa) is translated into a
present–present relationship, based on distinctions between gen-
eral categories.

4. A referential population unit (hence: a convention) is translated
into a universal reference category (“general population”) which
also plays the role of an absolute reference point, allowing quan-
titative orderings of distinct categories.

The introduction of a universal reference category allows a couple
of apparently paradoxical operations: namely, constructing the gen-
eral quantitative risk of a skin cancer form presented as unusual, rare,
problematic, and rarely seen before, and comparing it with the quan-
titative risk of a specific population, for whom this rare skin cancer
form was claimed to be specific. The paradox lies in that the category
of “general population” was presented simultaneously as a non-risk
and a risk category, as instrumental in performing classifications, and
as a low-risk category (i.e., as the reference point from which risk be-
gins to grow). Its use was generalized by further medical reports, so it
has become commonplace.
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How Sexual Acts Came To Be Quantified and Compared

As shown inChapter 5, a thirdway of transforming qualities into quan-
tities of risk was provided by the spatial presentation of risk itself. Risk
was represented as urban areas, zones, or agglomerations; risk classi-
fications differentiated between high- and low-risk cities, urban areas,
or neighborhoods, which (by virtue of their definition) could be trans-
formed from qualities into quantities. With high-risk areas defined as
cities where risk categories agglomerated, quantities of risk were con-
structed as estimates of such agglomerations. For the “homosexual”
risk category, these estimates were constructed on the basis of the num-
ber of single and never married men in the respective areas. This was a
central instrument in distinguishing between areas with different risk
degrees in San Francisco and New York. Numbers of AIDS cases di-
agnosed in a certain time span were divided by numbers of single and
never married men, or IV drug users. The results were presented as
“incidence rates in selected population groups in the United States in
1984.”1 Through the identification of “homosexual men” with “single
and never married men,” a distinct risk group was quantified accord-
ing to space; a similar process took place for other risk categories.2

For example, “Haitian entrants” were divided by total population (be-
fore and after 1977); the result was distinct risk rates for “Haitians.”
The same operation was performed for the categories of “persons with
hemophilia,” “sexual contacts with male IV drug users,” and “trans-
fusion recipients,” without time or space distinctions.

The spatial organization of risk as agglomerations or “densities”
opened the possibility of constructing not only frequencies, as shown
above, but also means, medians, and similar statistical instruments.
Comparing the risk degrees of different spaces according to “incidence
rates” became usual (AJE, 1985, 121/5, p. 633). This comparison
was (and continues to be) common in epidemiologic reports. I refer
here only to a couple of such reports, which I analyzed at length in

1 James W. Curran et al.: “The Epidemiology of AIDS: Current Status and Future
Prospects,” Science, September 27, 1985, 229, pp. 1352–7.

2 A risk category that remained unquantified until the 1990s in this process of organizing
risk spatially was that of infants and children; although theywere distributed according
to the parents’ risk, the usual rhetorical strategies of quantification were not applied
here.
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Chapter 5; they presented the distribution of risk in New York City by
risk group and borough, whereby risk was defined not only by group,
but also by mean age, which allowed comparison with risk for sexu-
ally transmitted diseases (AJE, 1986, 123/6, p. 1025). Another report
on high- and low-risk cities distinguished them by the construction
of mean number of sexual partners, which was correlated with the
mean number of helper T-cells. In this context, risk became primarily
frequency or density of a category in a certain area, from which the
probability of transmission was derived. At the same time, the quan-
tification of risk categories as frequencies or densities reinforced and
reproduced the spatial model of risk and hence the qualitative distinc-
tion between high- and low-risk areas and urban spaces. Risk spaces or
cities (also termed “endemic areas”) were those with a lower mean of
helper T-cell count; cities with a high helper T-cell count were low-risk
(AJE, 1985, 121/5, pp. 629, 637). Statistical constructions thus defined
qualitative differences, which in turn served as bases for creating such
constructions.

Sexual contact and, more importantly, sexual act types were defined
as risk factors for the “homosexual” risk category, which in turn was
defined through these spatially arranged risk factors. In the absence
of any self-sustaining “heterosexual” risk category, sexual contact and
sexual act types in “low-risk populations” (including women) were not
defined as risk factors; they were seen rather as dependent or collat-
eral risk (JAMA, September 9, 1983, 250/10, p. 1312). Sexual contact
as a risk factor for women enjoyed the paradoxical status of leading
to the transmission of the etiologic agent from male to female with-
out actually being a proper risk factor. “Low-risk populations” (which
included women) were populations without “obvious risk factors,”
which nonetheless acquired the virus. Therefore, even if heterosexual
contact was proved to be a means of transmission, this did not change
its risk status much; this status was always presented as “intimate
heterosexual contact directly or indirectly with persons in a high-risk
group,” thus depending on homosexual contact or IV drug use. More-
over, heterosexual act types were not even the object of a classification,
as in the case of “homosexual” risk. When they were presented as risk
factors (as in the case of “African AIDS”) they were ordered spatially.
Initially, heterosexual contact enjoyed an ambiguous status, being pre-
sented as a risk factor and at the same time as a non-factor (The Lancet,
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July 14, II/8394, 1984, p. 68). It is notable in this context that sexual
act types in “African AIDS” began to be classified (and therefore to be
presented as risk factors) very late, at the beginning of the 1990s.

Risk factors defining other categories, such as intravenous drug
users, were not quantified.3 Those associated with blood transfusions
were systematically presented as donor-related; this required identify-
ing distributions of high-risk donors in a “general donor population”
(NEJM, January 12, 1984, 310/2, pp. 70–1), which mirrored the com-
parison between “homosexual” risk and the “general population.” On
this basis, the number of transfusion units necessary to transmit the
etiologic agent was computed. Perhaps not surprisingly, the result was
one unit. In this frame, the first category for which risk factors were
quantified was the “homosexual” risk group. This operation relied on
distinguishing between types of sexual acts, and it generated a scale
ranging from the riskiest to the least risky sexual act types. Many epi-
demiological studies used this ordinal scale, indicating which sexual act
types are riskier than which others (on the basis of numerical compar-
isons), which is the riskiest, and so forth (see, e.g., AJE, 1985, 121/5,
pp. 640–2). Frequencies of sexual act types and of sexual partners (ob-
tained through interviews) were statistically correlated with diagnoses
of opportunistic infections; the result was a specific risk of AIDS for
each sexual act type. Later studies began to correlate frequencies of
sexual act types and of sexual partners directly with the diagnosis of
seropositivity, regardless of whether a diagnosis of opportunistic infec-
tions had been made.

Toward the end of the 1980s, studies began to compute and present
this scale numerically, with clear differences in the quantities of risk
induced by the frequency of each sexual act type (AJE, 1987, 125/6,
pp. 1039–41, 1053–5). This meant that one could quantitatively com-
pare the risks of performing, say, sexual act types A and B and see
that the risk of performing A was 1.5 greater than that of doing B;
conversely, this also meant that one could practice B 1.5 times more
with the same risk as practicing A. To give just one example, an arti-
cle on “Risk Factors for AIDS and HIV Seropositivity in Homosexual

3 They were continuously presented as “sharing of contaminated needles,” and they
were often characterized as being only the “presumed mode of transmission”; see
NEJM, January 12, 1984, 310/2, p. 69.
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Men” (AJE, 1987, 125/6, pp. 1035–47) published in 1987 by several
authors, including a team from the Institut Pasteur in Paris, found a
risk magnitude of 0.5 for oral insertive sexual acts, and a magnitude
of 1.5 for oral receptive sexual acts (AJE, 1987, 125/6, p. 1040). This
was presented as evidence that insertive sexual acts were less risky
than receptive acts. This evidence could also mean that practicing oral
insertive sexual acts three times more than oral receptive acts would
amount to the same quantity of risk. Evidently, three times more oral
insertive sexual acts for one person could also mean three times more
partners practicing oral receptive sexual acts, which would make oral
insertion riskier by the standards of this risk scale.

Studies from the early 1990s computed statistical correlations be-
tween the number of T-helper cells and variables such as “early ejac-
ulation” or “erectile dysfunction,” without specifying how delayed
ejaculation, for example, reduced the risk of infection. Clinical and epi-
demiologic studies from the late 1980s adopted a full-fledged quantifi-
cation of risk factors, relating them directly to the diagnosis of seropos-
itivity.4 The starting point in quantifying risk factors was provided by
the selection of a risk group; frequently used criteria were area of resi-
dence and attendance at a clinic for sexually transmitted diseases. The
population thus obtained was then quantified according to results of
serological tests, diagnosis of opportunistic infections, and sexual his-
tory. This last factor meant classifying through interviews along “scales
of homosexual behavior.”5 “Sexual histories” were classified as “life
histories”: the subjects were asked to recall their total lifetime number
of sexual partners and sexual act types. Another version of “sexual
histories” was “study year histories,” in which case the subjects had
to recall numbers of partners and sexual act types in the year preced-
ing the onset of symptoms. Additional classifications were used for
histories of drug use, sexually transmitted diseases, “history of recent
medical occupation, Italian or Eastern European ancestry, smoking or
alcohol consumption,” and “washing shortly after sex” (AJE, 1987,

4 There is no essential difference between earlier and later epidemiological studies in the
quantification of risk factors; the only differences were provided by (1) the correlation
of quantified risk factors to the diagnosis of seropositivity and (2) the more refined
statistical computing techniques.

5 Many studies used Kinsey’s scale (AJE, 1987, 125/6, pp. 1037, 1050) or self-
constructed scales (Meyer-Bahlburg et al. 1991).
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125/6, p. 1043). Secondary classifications (according to criteria such
as food, ancestry, profession, tobacco use, and the like) were already
present in clinical and epidemiological reports in 1983–4. The usual
rhetorical strategy was to show that they were not significant, in con-
trast to the main risk classifications. They acted as a contrastive means,
for showing that, say, Kaposi’s sarcoma was not due to Mediterranean
origins (as in usual KS). These contrast factors were often put in the
text under the rubric “other exposures.” The results were absolute and
relative frequencies of sexual act types for each class of partner frequen-
cies. The frequencies were statistically correlated with the diagnosis of
seropositivity, as well as with that of opportunistic infections, obtain-
ing quantities of risk for different sexual act types. Not surprisingly,
sexual act types had greater quantities of risk than factors under the
rubric “other exposures”; moreover, the sexual act type–related risks
were also quantitatively differentiated.

This leaves out the statistical techniques employed for obtaining nu-
merical values for correlations; these techniques were made possible by
several means of classifying and reclassifying risk. The first was to build
up a category through metonimy: a selected group (such as the pa-
tients of a clinic) was taken to represent a general risk category. In
a subsequent step, subcategories were set up for each risk factor; the
patient’s life history was structured along a few quantifiable dimen-
sions. Once the life history became quantifiable, subcategories of risk
could be expressed as precise quantities.

A consequence was that sexual act types that seemed incommensu-
rable were made compatible; they could now be ordered, compared,
and weighed against one another. It thus became possible to assert not
only that A was, say, riskier than B, but also how much riskier it was.
This, in turn, had the effect of consolidating the categories already pro-
duced, which were confirmed in their distinctiveness. Distinctiveness,
in turn, reinforced the abstract category of “AIDS risk.” Quality was
again produced from quantity. Here is one example from a study that
calculated comparable quantities of risk; after presenting numerical
correlations between seropositivity and sexual act types at length, it
produced in the “discussion” a new quality, namely “AIDS risk.” The
paper concluded:

AIDS risk was strongly associated with number of sexual partners, doubling
with every 20–30 partners when cases were compared with antibody-negative
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neighborhood controls. Risk of seropositivity doubled with every 30–40 part-
ners when antibody-positive and antibody-negative neighborhood controls
were compared. [ . . . ] Rectal receptivity was clearly the primary sexual be-
havior leading to the transmission of HIV. Men rectally receptive with most
or all their partners were at a four- to sevenfold risk compared with those
receptive with few or some. (AJE, 1987, 125/6, p. 1045)

Several qualities of risk emerge here from quantification: (1) a cat-
egory of men with several sexual partners, transformed later in the
section into a “sexually active subculture . . . defined by its engaging in
extensive and traumatic rectal sex”; (2) the category of “AIDS risk”
as a confirmed and predictable, very concrete probability; (3) the same
category as a causal chain, through which a specific sexual behavior
“clearly” acts as a transmission means; and (4) “AIDS risk” as a cause
of the syndrome. A second consequence of quantification was that it
generated subcategories of risk according to the frequencies of the sex-
ual act types performed. Thus, when “AIDS risk” doubles with every
20–30 partners and “risk of seropositivity” with every 30–40, this
means not only quantitative comparisons, but also clear, qualitatively
differentiated risk classes: it shows broader classes for seropositivity
than for AIDS, and it also shows that being ordered in a lower class
means being at, say, only half the risk.

A closer look, then, reveals that the quantification of AIDS risk is
not as rhetoric-free as one may think. Not only does it presuppose a
whole series of preliminary rhetorical operations that ensure the com-
parability of otherwise incommensurable categories, but the process of
quantification itself produces (and requires) rhetorical figures such as
the “general population,” without which quantitative assertions about
riskwould lose theirmeaning.Quantification standardizes “AIDS risk”
and provides this otherwise abstract, unclear entity with a concrete
shape, so that it can be processed according to the existent epidemi-
ological rules. It allows comparisons across wholly different contexts
and homogenizes the field of expert AIDS knowledge, in the sense that
it creates common reference points for all participants in epidemiologic
research.

In terms of prevention policies, quantification according to risk fac-
tors (which are strictly ascribed to groups) can achieve unintended
effects: for example, it might reinforce the idea that it is safe to prac-
tice less risky sexual acts with a greater number of partners, for whom
these acts are actually riskier. More generally speaking, it appears that



224 AIDS, Rhetoric, and Medical Knowledge

the notion of risk is inextricably tied to that of groups or categories;
the rhetorical practices in which the quantification of risk is embedded
have solidified these ties in such a manner that it becomes impossible
to speak of “AIDS risk” without associating it with a classification
system. This remains valid today, even if “risk factors” are apparently
individual. The point I am making is that these factors become signif-
icant by being ascribed to specific groups. Therefore, the question is
whether prevention approaches based on “risk” can be effective in the
long run. Recent observations suggest that they do not reach those who
do not perceive themselves as belonging to a clear-cut group and that
they wear out in time. InWestern Europe, recent prevention campaigns
have shifted from stressing “risk” to representing condoms as objects
of fun and pleasure, used not because they diminish dangers, but be-
cause it is cool and enjoyable to use them. In the same vein, those who
create prevention policies in developing countries (where the incidence
of AIDS is especially high) could reflect more on the effectiveness of
approaches based exclusively on quantified “risk.” Cultural anthropol-
ogists (Setel 1999, pp. 53–5) have recently suggested that risk-based
approaches are bound to fail because they do not take into account
the extent of concrete practices and the silent rules regulating sexual
relationships in various contexts. They argue that these rules, which
are beyond quantification, should be taken as the starting point for any
preventive policies.
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In Lieu of a Conclusion

Do Rhetorical Practices Matter?

How Rhetorical Practices Work

The aim of this book is to examine the relationship between the rhetoric
of risk and medical knowledge pertaining to the Acquired Immuno-
deficiency Syndrome. The idea of “AIDS risk” rests on the assumption
that there is a necessary relationship between retroviral entities entering
the human body and affecting its immune system (a natural process),
on the one hand, and certain social characteristics, on the other hand.
Here, the term “characteristics” covers a wide range of features: be-
longing to a social or ethnic group, pursuing a specific “lifestyle,” being
male or female, performing certain sexual acts, performing very many
sexual acts, and inhabiting certain areas. In other words, performing a
certain sexual act (or too many), embracing a certain “lifestyle,” and
belonging to a certain ethnic group are risks because they necessarily
trigger a biological process with negative outcomes. Necessity, as well
as “facts,” can take many forms here: they both can be conceived as
collective or individual and as behavior- or group-related. It is because
of this necessity that “AIDS risk” exists in the world.

This logic obliges us first to learn more about how retroviruses (or
indeed any agents or entities) enter the body and affect the human im-
mune system, to be able to see which kinds of social “facts” constitute
risk. Knowledge about rare opportunistic infections and about a new
immunodeficiency syndrome underlying them allows one to develop
knowledge about the etiologic agent, how this enters the body, and
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consequently, which acts or facts of social life lead to this process. In
this sense, knowledge of risk is derived from medical knowledge about
the natural facts of retroviruses or about their means of transmission.

One of the main questions posed in the present inquiry is whether
the rhetoric of risk can be said to co-constitute the medical knowledge
about rare opportunistic infections, the immunodeficiency syndrome
underlying them, etiologic agents, and means of transmission. The
answer is yes. The rare and new opportunistic infections are “rare,”
“new,” and “previously unseen” only with respect to a classification
that provides the frame for deciding when a disease or infection is usual
and when it is unusual, when it is known and when it is unknown.
Rhetorical devices were central in establishing the existence of a new
syndrome with its own etiology, a specific means of transmission, and
its own risks.

The frame for conceiving the etiological agent as being similar to
the etiological agents of sexually transmitted diseases, or as environ-
mental, household contact, viral, or “lifestyle factors,” was given by
classification practices. In this context, the thesis of a retrovirus as the
etiological agent of AIDS imposed itself not in spite of, but because of
and via previous theses about, STD-like viral agents and environmental
factors.

If the ways in which the syndrome, its etiologic agent, and its means
of transmission are seen to depend on particular, contextually defined
frames of risk, then there can be no unitary, homogeneous, and serial
biomedical discourse on AIDS, no line of uninterrupted progress from
modest beginnings up to the complexities seen today. Rather, there
are several disparate streams constituting what is called the “medical
AIDS discourse” and providing only an ostensible unity, if any. The
picture of steady progress and expansion of medical knowledge of the
syndrome, interrupted only intermittently by accidents, minor errors,
corrected misconceptions, and so forth, proves to be inadequate. It
is not that medical knowledge has not substantially changed between
the first reports in June 1981 and now; it has, dramatically. But these
changes are not brought about by steady progress and enlargement;
rather, it is this multiplicity of rhetorical frames that generates change.
Old discourses are not replaced by new and better ones; they simply
run in different directions and intersect, compete, borrow from each
other, and become intermingled.
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As shown in this book, a medical discourse on “women’s risk of
AIDS,” an enduring mystery for social scientists, simply does not
exist. Instead, we encounter several narratives and representations
of “spouses,” “female sexual partners,” “prostitutes,” and “African
women,” promoting different, and to a certain extent incompatible,
views on the etiological agent and its transmission, as well as on the
susceptibility of the female body to infection.

Another example is the thesis of immunosuppressive sperm: appar-
ently long forgotten, it is onemore curiosity, amisconception belonging
to a past era. Besides the fact that it was still referred to in epidemio-
logical papers on “homosexual risk” in the 1990s and is therefore not
as forgotten as one might think, it has produced arguments central to
the depiction of the action of the retrovirus and the body’s immune de-
fenses. In themid-1990s, AIDS scientists called formore research on the
immunity of mucosal linings, considering it crucial for understanding
the immune defenses of the human body (Grady 1995, p. 94). The idea
that mucosal linings played an important role in the virus entering the
human body was part and parcel of the immunosuppressive sperm
thesis. All these examples (and many others could be produced) show
that medical knowledge of AIDS did not simply follow a linear pat-
tern of progress, but has consisted of a variety of different and rather
contradictory theses, arguments, and representations.

“AIDS risk” is analyzed here as a rhetorical practice that determines
what passes as medical knowledge and what does not. As such, “AIDS
risk” is a rule for communicating knowledge shared by the (medical)
community. The rule as such would appear to be both negligible and
crucial at once; it is negligible because it does not actually determine
the production of (medical) knowledge. It only determines how things
ought to be presented if they are to be accepted as “knowledge” in
the community. It is crucial precisely because of the role it plays in
persuading, that is, in making the community accept a given body of
knowledge as legitimate. Rhetoric, it seems, is not something authors
merely append to their texts according to mood, whim, or imagination,
but rather something determined by community rules. Nor is it the case
that some authors choose to adorn their texts, whereas others prefer
not to do so, presenting instead a stark, honest account. If the com-
munity has such rules of communicating (and there is no reason why
a community should not), according to which something is accepted
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or rejected as convincing or not, and if knowledge must be shaped ac-
cording to these rules in order to pass as knowledge at all, it follows
that knowledge will always be shaped according to such rules, and that
in practice knowledge and rules of persuasion are indistinguishable.

This is, however, not the full story. I argue in the Introduction
that the context of production (discovery) and the context of justi-
fication (communicating knowledge) cannot be separated. Therefore,
community-shared rules of persuasion are intrinsic to the production
of (scientific) knowledge. Rhetorical practices are not only relevant
with respect to how the (scientific) community becomes persuaded or
convinced that something is the case. They are relevant with respect to
how knowledge is produced too.

This brings us back to the initial question of how rhetorical practices
work. Two arguments are central throughout this book: the first is
methodological, the second, conceptual. Themethodological argument
is that rhetorical practices cannot be analyzed at an abstract level;
they cannot be separated or distilled from their concrete products.
They cannot be conceived as abstract rules of persuasion or talk; this
would mean that they are external with respect to the social action they
determine (Turner 1994, p. 6). In other words, if rules of persuasion
can be separated from instances of persuasive speech, we should be
able to formulate abstract rules in such a way that they are (1) co-
extensivewith every instance of persuasive speech and (2) formulated in
a language distinct from that of concrete instances of persuasive speech.
This means that we should be able to formulate rules of persuasive
speech in a formal language, for instance. More generally speaking,
these are the two conditions every kind of abstract rule of social action
should fulfill (Arrington 1993, p. 58).

Both conditions, however, are impossible to fulfill: we cannot ex-
clude misapplications of the rules of persuasion, and we cannot for-
mulate them in a language distinct from and irreducible to natural
language. It follows from this that we cannot formulate abstract rules
of persuasion as isolated from their concrete applications (see also
Pleasants 1999, p. 16). Methodologically speaking, what we can do
is provide an analytical reconstruction of the rules of persuasion-in-
action.

Rhetorical practices are closely imbricated with the production of
knowledge. The two cannot be separated, in the same sense in which
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methods of practical action cannot be separated from what is achieved
with them. Rhetoric, understood as social practice, is not merely an as-
semblage of devices vegetating on the periphery of hard factual state-
ments, or impinging now and then upon the readers. It is the very
condition under which it becomes possible to express, order, and legit-
imate epistemic claims. The rhetorical practice of “risk” produces an
epistemic order of the Acquired Immunodeficiency Syndrome: that is,
it shows what it is possible to know about the syndrome and how it is
possible to know it.

The conceptual argument, related to the methodological one, is that
rhetorical practices do not work as rigid, unchangeable rules. They do
not automatically reproduce the same arguments. This, however, is not
necessarily a disadvantage. An important analogy I used in Chapters 1
and 2 is the one between classification practices and changes in the
protein surface of viruses. Classifications (as a variety of rhetorical
practice) do not work with fixed categories: rather, they effect local
changes, adapt, expand, engulf contradictory cases, and reproduce in
a changed shape. To push the viral analogy further, rhetorical practices
work by using local change and non-identical replication.

What is, then, the import of all this for the sociology of scientific
knowledge? First, rhetorical practices should not be understood as a
kind of social fantasy – i.e., as something that exists only in the minds
of social actors (in this case, scientists). Second, (scientific) texts are not
“flat”; instead, they are social practices of expressing and organizing
knowledge (although this statement is in itself tautological), and as
social practices they say something to the sociologist. Third, rhetorical
practices have concrete consequences. In this case, rhetorical practices
have had consequences for AIDS prevention and outreach policies,
for the organization and financing of research, and for democracy in
advanced societies.

How Rhetorical Practices Matter for AIDS Prevention

My argument here is that rhetorical practices do have consequences for
how AIDS prevention policies are conceived and organized. There are
at least four aspects of AIDS prevention to be considered here: (1) the
social groups targeted by prevention policies; (2) the self-perception
of these groups with respect to risk; (3) the persuasion techniques for
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inducing behavioral changes; and (4) the interaction between medical
practitioners and at-risk individuals.

Throughout the book, I show that what counts as an AIDS-relevant
case depends on the risk categories that frame the meaning of the syn-
drome. Contrary to what is generally assumed, the notion of risk be-
havior has not replaced that of risk categories, but coexists with the
latter in prevention policies. The thesis that certain forms of social
behavior favor infection with HIV has been accompanied by the idea
that these forms of behavior are characteristic for certain social groups.
Consequently, prevention policies cannot but target these groups in a
special manner. This is a direct outcome of the classificatory frame in
which medical knowledge about AIDS was constituted. An important
consequence is that cases of people with HIV and/or AIDS are treated
as belonging to one of the risk categories in this classificatory frame.
Cases that cannot easily be ascribed to a given category tend to be ig-
nored; cases that belong to more than one risk category are simplified.
Forms of behavior are considered to be exclusively category-specific
and are treated as such when it comes to preventive measures. And so
these measures fail, at least partly, to reach ethnic groups that do not
fit into the classificatory scheme.

For example, same-sex sexual practices are taken to be characteris-
tic of “homosexuals” as a risk category. Prevention measures focusing
on same-sex sexual practices target this medical category, which is seen
as overlapping with the socio-cultural category of “gays,” almost ex-
clusively, ignoring the fact that many individuals have same-sex sexual
practices without identifying themselves as homosexual or gay (Alonso
and Koreck 1993; Carrier and Magana 1992). This is true both for
members of some ethnic groups (e.g., Turkish men in Europe, Latinos)
and for members of the mainstream “general population.” They per-
ceive themselves as straight or “heterosexual” and resist prevention
measures. Another case in point here is that of African Americans,
who were ignored for a long time in regard to being at risk for AIDS.
Throughout the late 1980s, for example, 9% of the subjects in AIDS
clinical trials conducted in New York City were African American.
The percentage of African Americans among AIDS cases in New York
City was 35% (Institute of Medicine 1991, p. 83). Because cases of
African Americans with HIV and/or AIDS did not neatly fit in with
the categories of the classificatory scheme, they were left out of many



In Lieu of a Conclusion 231

clinical trials. Because AIDS was (and still is) defined as an STD, in
many cases the subjects of clinical trials were recruited from venereal
medical practices in certain middle class neighborhoods. Individuals
who did not frequent these practices (or any medical practice at all)
were left out of the trials. As social scientists now acknowledge, this
has made AIDS prevention among African Americans very difficult:
many do not perceive themselves as being at any risk or reject pre-
vention as an attempt to undermine their sexual and social identity
(Airhihenbuwa et al. 1992, p. 270; Icard et al. 1992, p. 441).

The orientation of AIDS prevention to certain “risk groups” corre-
lates thus with the level of self-perception: social actors perceive them-
selves as being at risk or not at risk for AIDS according to whether
they identify themselves as belonging to a risk category or not. Self-
perception affects attitudes with respect to prevention (such as condom
use) and to infection with HIV. Risk categories influence the ways in
which social actors position themselves in relationship to AIDS and
HIV as natural phenomena, as “things.” At the same time, actors po-
sition these “things” in their social universe with respect to and by
means of risk. It is the rhetorical practices of risk that shape (1) the
subject of risk, as well as (2) the non-subject, (3) the relationships of
the risk subjects (and those of the non-subjects too) to the disease, and
(4) the relationships between subjects and non-subjects with respect to
the disease. Moreover, they also shape a series of social entities, such
as the AIDS patient, her family, and the relationship of the medical
practitioner to AIDS patients.

The operation of classifying, that is, of generating social categories
susceptible to the acquired immune deficiency, generates different so-
cial positions with respect to the disease. How social actors position
themselves with respect to AIDS depends on the techniques of defining
risk through which they do or do not become members of a category
with a clear and definite position with respect to the syndrome. That
is, one can become a member of a category such as “homosexual”
or “African,” in which case this position is clearly defined. It shows
how a member has to “report” herself to the disease, how she be-
comes a subject in this relationship. Or, one becomes a non-member,
which again defines the position with respect to the disease and to
the members; the relationship of exclusion defines how non-members
align themselves to the syndrome and to members of risk categories,
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and how they become non-subjects of risk. This, again, should have
consequences for how prevention policies are conceived.We should ask
ourselves whether campaigns based on “risk” can conceivably reach
everybody, and whether we should look for new approaches. Consider
the large-scale, mass-media publicity campaigns of the early 1990s,
such as “AIDS concerns us all” inGermany, “grim reaper” in Australia,
and those in Great Britain and the US: they all claimed that there should
be no difference in the way people relate themselves to the syndrome.
In other words, they tried to assert that everyone is a risk subject and
everyone is at risk. This was their explicit message, and it failed. It
did so because the rhetorical practice of risk is inherently classificatory
and because it had already established a social cleavage, an ontology
within which there were subjects and non-subjects. Claiming that ev-
eryone is at risk was self-negating. As I mentioned above, men may
well have same-sex relationships without perceiving themselves as gay.
Consequently, they will not perceive sexual acts such as anal inter-
course as risky, because this is not “gay sex.” They see themselves as
non-subjects, engaging in non-risk activities.

If one takes into account the enormous diversity of individuals – and
of their sexual practices – risk categories do not say much. They can-
not function normatively. But as part of a classificatory system, such
categories transform abstract qualities into quantities and vice versa.
It becomes possible to count types of sexual acts, their frequency, their
environment, their history, and so forth, and thus to provide such a
risk category with a post hoc norm by showing what a “homosexual”
does, how many times, where, and so on – in short, to normatize it as a
category. Therefore, it becomes possible to find and occupy a position
with respect to normalized risk, a process that requires appropriate
discursive techniques. “Becoming a member of a risk category” means
that there are discursive techniques, grounded in the rhetorical practice
of risk, by which one is positioned and/or by which one positions one-
self with respect to the categories of the classification. It is through this
process of positioning that someone becomes a subject or non-subject
of risk. Membership is not given but rather appears as a discursive
construction. Correspondingly, subjects and non-subjects of AIDS risk
are not given but made, by means of these techniques.

This is not without consequences for the techniques of persua-
sion designed to induce behavioral changes. Worldwide, prevention



In Lieu of a Conclusion 233

strategies have promoted condom use as a measure providing rela-
tively efficient protection against infection with HIV. To get people to
use condoms, there needs to be some sort of persuasive strategy. Very
frequently, this has involved playing on people’s fears: regular condom
use is induced, campaign planners have reasoned, by instilling fear of
infection with HIV and its consequences. Many mass campaigns for
condom use have used this strategy. Although it was considered effec-
tive in the 1980s, especially in the gay communities, there are indica-
tions that it does not work well with the generation now becoming
young adults. On the one hand, a persuasion strategy based on fear
may achieve the opposite: defiance of risk in order to show lack of
fear. On the other hand, the rising generation does not have a direct
experience of the impact of AIDS on social communities. Therefore, it
has been argued that it would be a better persuasive strategy to create
the idea that using condoms on a casual basis is cool and fun. With this
approach, presumably, using condoms would no longer be perceived
as “preventive” (that is, special), but as habitual behavior.

A further and perhaps deeper level at which rhetorical practices
have made an impact is that of the interactions between medical prac-
titioners and individuals seeking counseling, diagnosis, or treatment.
In many cases, medical practitioners have to identify patients as risk
or non-risk, sometimes even before looking more closely at the symp-
toms or making a diagnosis of seropositivity. This happens as a rule
in STD clinics, because (1) AIDS has the double role of being a sexu-
ally transmitted disease and of being induced by STDs and (2) a great
number of epidemiological studies are drawn from patients in STD
clinics in inner cities. The identification requires a series of discursive
techniques through which the patient positions herself with respect to
risk categories and has to acknowledge having done “things” – i.e.,
has to admit that she is a risk subject. Until the mid-1980s, it was
a real problem for medical practitioners to achieve this positioning
by having the patients acknowledge “things,” because of poor discur-
sive techniques, as they themselves admitted. Those in many studies
complained about poor sampling or about the difficulties in identify-
ing cases and constructing relevant cohorts. A good technique makes
the interviewee talk about and recognize the things she did as “risky
things” and therefore acknowledge herself as a subject of risk. Coun-
seling manuals and instructions on how to pose good questions, both
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directed at medical practitioners, have flourished since the mid-1980s.
I give just two examples here. Complaining that physicians from STD
clinics lack knowledge about “homosexual lifestyles,” a medical article
described the following discursive techniques for gaining information
from adolescents:

The physician may determine the sexual orientation of the patient by asking
directly. Since many patients feel uncomfortable with the clinical term “homo-
sexual,” phrasing the question as “Are you gay or straight?” may convey to
the homosexual adolescent a sense of empathy and understanding. Another
way the physician may approach this question is to ask the patient “Have you
ever had sex with guys, women, both, or neither?” Still another way to inquire
about sexual orientation is to include it with other questions about personal
lifestyles: “Is there anything in your lifestyle, such as recent travels, sexual
practices, diet, or use of drugs that might help me to diagnose your medical
problem?” (JAHC, July 1985, 6/4, p. 278)

Once this knowledge has been gained, the physician may proceed
to ask questions about sexual acts or “risk factors,” which, in turn,
necessitate a very specific kind of conversation, as in the following:

If the physician feels comfortable using colloquial terms for these practices,
then he or she should use them. If not, the physician may ask, for example,
“When having sex, does your partner’s penis come in contact with your anus?”
or “Does your mouth ever come in contact with your partner’s anus?” (JAHC,
July 1985, 6/4, pp. 278–9)

A more complex AIDS. Guide to Clinical Counseling, published
in 1989 in London at the Science Press by Riva Miller and Robert
Bor, recommended discursive techniques in which the patient first had
to define what risk is, then to acknowledge the things she does, and
finally to classify them as risky. It recommended that physicians put
the following questions in this order:

What is your understanding of how the HIV is transmitted, or passed on?
What do you mean by “sex”? Is it kissing, hugging etc . . . ? What do you
understand about the risk of transmission of HIV from woman to man, and
man to woman? Through intercourse, which body fluids are most likely to
carry the virus? What sexual activities do you consider to be “risky”? What is
it that makes them “risky”? How many sexual partners have you had in the
last year? What do you know about the number of sexual partners and the risk
of transmission of HIV? (p. 43)
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After the patient has gone through them, there are questions for
transfusion recipients, intravenous drug users, people who have trav-
eled to Africa, and many more. A specific line of questioning is re-
quired here, so that the patients become subjects or non-subjects of
risk. Moreover, the patient may acknowledge herself as a risk subject
even before seeking out a medical practitioner. Members of well orga-
nized urban gay cultures are an example in this sense: immersed as they
are in the medical discourse on AIDS risk (through community med-
ical information services, newsletters, meetings, or counseling) to an
extent which makes them “better” than virologists or immunologists,
they are able to transform themselves into risk subjects. Steven Epstein
(1996) shows how the gay community has developed its own medical
counter-expertise – i.e., how it has thematized itself as a risk group
in order to defend itself as such. Having already acknowledged the
“risky things” one has done provides a frame for seeing symptoms and
bodily signs “right,” as signs and symptoms of the risk one already has.

The direction taken by the conversation may be reversed, in that the
patient gives the medical practitioner the clues to make the latter rec-
ognize him as a subject of risk. As a consequence, self-acknowledged
risk subjects may cope better with the news of seropositivity. People
who perceive themselves as non-subjects of risk, and who are recon-
structed as subjects through discursive techniques, are the ones who
have to endure the greatest shock. In an interview, a physician from
an established AIDS research clinic with about 4,000 patients annually
described self-identification as follows:

It changes, it’s very different . . . mostly yes . . . mostly yes, because the patients,
most patients belong to a risk group, and they know their risk group. This has
become a very popular idea, has become well known, and therefore people
know behavior related to infection with HIV, and naturally they do have an
idea that it might be possible that it’s an infection with HIV. That’s why people
already for themselves . . . well, perhaps they do not count on it, but they take
it as possible, possible to a high degree. Other patients, who have no risk at all,
well, the ones who have no risk at all, it’s very difficult for them, they cannot
believe it. They are shocked. . . . (Interview with clinical AIDS specialist)

Knowing one’s risk category makes it “natural” that one’s bodily
signs are signs of infection with HIV (i.e., signs of being at risk; corre-
spondingly, having no risk category at all, that is, having “no risk at
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all”/being a non-subject of risk makes it equally “natural” that bod-
ily signs are signs of not being at risk). Moreover, knowing one’s risk
category means that one has to know it with certainty – that is, one
must construct one’s identity as a risk subject with respect to one, clear-
cut category which is then adopted as “my risk,” “my identity,” and
the identity of “my bodily signs.” A similar phenomenon has been re-
cently described by Rayna Rapp with respect to the genetic counseling
of pregnant women. Rapp shows (1999, p. 70) that genetic counseling
sessions interactively construct pregnant women as subjects or non-
subjects of risk according to given statistical categories. The result is
that women represent more general, pregnancy-related problems and
anxieties in statistical and genetic terms, acknowledging themselves in
this way as members of a risk category.

When devising persuasion techniques for behavioral change, out-
reach programs, or strategies of coping with seropositivity, we should
never forget that rhetorical practices do matter. We should also keep in
mind that using risk categories inevitably means not only inclusion, but
also exclusion: prevention policies and outreach programs anchored in
classificatory systems will automatically leave some relevant cases and
groups out. Knowing the epistemic history of AIDS – the role played
by classifications, by narratives of origins, by representations of sex-
ual difference – can help us devise better persuasion techniques and
policies.

How Rhetorical Practices Matter for Scientific Research

Do rhetorical practices affect the ways in which scientific research is
organized and funded? My argument is that they do. At a first, basic
level, rhetorical practices play a role in the writing of grant proposals.
Research grant proposals are quintessential instruments of persuasion:
reviewers and grant-giving institutions must be persuaded to invest
sometimes considerable sums of money in a long research process with
an uncertain outcome. The authors’ skills in presenting their argument
play an important role here: successful applicants take grant proposals
very seriously and invest a considerable amount of time inwriting them.

At another level, rhetorical practices play a role in controversies
about research funding: I have analyzed such a case in Chapter 3. After
two years of underfunding, in 1983 AIDS research received federal
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funds of over $14 million, diverted from other research programs.
This decision was discussed in medical journals, with arguments about
how these funds should be spent. Although it cannot be argued that
funding decisions were influenced solely by the arguments formulated
during the controversy, these arguments created a legitimating frame
for funding decisions: in other words, decisions to invest the money in
a particular program (e.g., in retroviral research vs. research on amyl
nitrites) had to be justified with respect to these arguments.

A third level at which rhetorical practices influence the organization
of research is the distribution of research activities across various re-
search centers and institutes. Federal AIDS research, for instance, has
never been centralized in an already existing or newly created institute,
but rather it has been distributed across several National Institutes
of Health, in addition to the research done at the Centers for Dis-
ease Control and Prevention. The argument was that decentralization
would ensure better coordination of AIDS research with fundamental
research done at the NIH, putting resources and competencies to better
use. (It also made it easier to shift funds from other programs to AIDS
research.) In the 1980s, the bulk of AIDS research activity was con-
centrated at two NIH institutes: the National Institute of Allergy and
Infectious Diseases (NIAID) and the National Cancer Institute (NCI).
In 1991, for example, 53.8% of the AIDS research funding at the NIH
was channeled into the NIAID and 20% into the NCI. In the same
year, 47.7% of the total NIAID funding and 9.4% of the total NCI
funding were devoted to AIDS research (Institute of Medicine 1991,
p. 120). The NIAID was also the institute where federal research on
sexually transmitted diseases was concentrated. Federal research on
viruses and vaccine programs was concentrated at the NCI. In 1982,
federal research at the NIH was done only by the NCI, with a staff
of 20. A year later, research began at the NIAID too, with a staff of
12, compared with the NCI’s 31 (Institute of Medicine 1991, p. 126).
Between 1982 and 1991, AIDS research staff at the NCI grew 15-fold.
Between 1983 and 1991, research staff at theNIAID grew over 28-fold.

If we compare this growth pattern in research staff (and hence fund-
ing) with the life cycle of the various theses about the causal agent, we
can see that in 1982 Kaposi’s sarcoma topped the list of candidates.
KS was a skin cancer with a viral cause. However, 1982 was also the
year of the amyl nitrites thesis, according to which AN caused cancer
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(possibly even KS, along with immune suppression). The NCI was the
federal research institute that did research on the connection between
cancers and viruses: Dr. Robert Gallo, who worked at the NCI, had
identified HTLV-I in the 1970s as a retrovirus causing a cancer form.
The NCI also hosted vaccine research and in the 1970s had been at the
forefront of the fight against cancer (which included vaccine research).
Between 1989 and 1991, the NCI spent a total of $224,582,000 on
AIDS vaccine research (Institute ofMedicine 1991, p. 122). These fund-
ing efforts were preceded by ample discussions of vaccine benefits in
the medical press. Between 1986 and 1989, for instance, Nature and
Science alone published 26 features about a vaccine against AIDS, in-
cluding interventions from the respected polio vaccine pioneer Jonas
Salk and the announcement that the Soviets were preparing a vaccine
against AIDS (Nature, 1987, 330, p. 414).

In 1983, the association between AIDS and sexually transmitted
diseases became prominent. Since then, AIDS had been represented
as an STD and/or a contagious disease. Both infectious and conta-
gious diseases were the preserve of the NIAID. In 1985, the NIAID
was designated the leading institute in federal AIDS research. The NI-
AID director was designated the NIH AIDS coordinator (Institute of
Medicine 1991, p. 22). At that time, it had become clear that AIDS
was not a cancer form and that HIV was not associated with HTLV-I.

Whatever the advantages of a decentralized research structure and
the synergies between various research institutes (Institute of Medicine
1991, p. 37), the organization of AIDS research at the NIH level
closely follows the life cycle of the theses about the AIDS causal agent:
when the causal agent was believed to be a carcinogenic agent (virus),
research was concentrated at an institute specializing in cancer and
viruses. When this thesis faded and the definition of AIDS as an infec-
tious and contagious disease gained prominence, research was started
at an institute where STD research is done. When it became clear that
the virus is not carcinogenic, the institute where STD research is done
took the lead.

There is, however, a further level at which rhetorical practices in-
fluence research organization and funding – that of determining what
counts as important, legitimate research that is worth funding. In the
1980s, at the National Institutes of Health, AIDS research was funded
either externally, through contracts with third parties (research centers,
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university departments, and the like), or internally. Externally funded
research was done either through peer-review grant proposals or
through designated contracts. In the first case, grant applications for
external funding passed a multi-stage review process which, in the
late 1980s, took nine months on average (Institute of Medicine 1991,
p. 104). External research contracts were awarded by the NIH with-
out a peer-review process, on the basis of NIH research interests, that
could not be pursued with internal resources.

In the 1980s, the proportion of AIDS research that was internal to
the NIH declined steadily; compared with other areas of biomedical
research at the NIH, AIDS research relied less on project grants and
more on research contracts. In 1986, for example, $22.7 million was
spent on research grants, compared with $64.1 million spent on re-
search contracts (Institute of Medicine 1986, p. 242). The Committee
on AIDS Activities of the National Academy of Sciences stated twice,
in 1986 and 1991, that “with contract funding, the scope of work and
approaches used tend to be specified by federal scientists . . . emphasis
on the contract mechanism for the channeling of funds for AIDS and
HIV research means that a lower proportion of the total funding is
available for investigator-initiated proposals. The influence of the non-
federal research community in setting the national research agenda is
substantially diminished” (Institute of Medicine 1986, p. 242).

Therefore, if we examine the research projects funded through re-
search contracts and grants at the federal level in the 1980s, we can
see which topics are worth investigating and which not, and which
categories of knowledge are taken for granted and as legitimations of
research funding. In the first two years of the AIDS epidemic, federal
funding of AIDS research was negligible. In 1983, the Public Health
Service decided to appropriate over $14 million for AIDS research
from other research activities. Afterwards, federal funding at the NIH
increased steadily, reaching over $800 million in 1991. This amounted
to 9.7% of the NIH’s overall research operations budget (Institute
of Medicine 1991, p. 119). Between 1982 and 1991, the NIH spent
$3.149 billion on AIDS research; 68.18% of this sum was spent in
the fiscal years 1989–91. In the same period of time, the NIH spent
only $12.401 million on AIDS-related mechanisms of behavior and be-
havioral change. This is 0.57% of the NIH AIDS research budget for
1989–91. Although mechanisms of human behavior and behavioral
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change are crucial for AIDS prevention and are still little understood,
they were not deemed worth knowing about. Instead, the NIH struc-
tured its social research according to known risk categories: the funding
tables used by the National AIDS Program Office break down total
sums according to money spent on sexual transmission (i.e., homo-
sexuals), IV drug users, hemophiliacs, blood recipients, infants, and
mothers. These categories are used to make sense of both the disease
and funding for research on the disease simultaneously.

Deficits in research on social behavior and behavioral change were
systematically signaled by the National Academy of Sciences through-
out the 1980s and the early 1990s (Institute of Medicine 1991, p. 69,
1988, p. 247, 1986, p. 193). Yet, in the classificatory system of AIDS
risk categories, behavior did not appear to be worth any more rigor-
ous investigation. Quite the contrary: it was the known element that
allowed the direction of the investigation of the etiologic agent to be
established. As I have shown in the preceding chapters, the behavior
of “homosexuals” was considered to be characterized by excessive sex
and promiscuity, and that of “Africans” by exotic sexual practices and
so on.

During the August 1983 AIDS hearings before the Subcommittee
on Intergovernmental Relations and Human Resources of the U.S.
Congress, the Public Health Service (PHS) laid bare the research
projects financed by the NIH either through grant applications or
through contracts. 1983 was a crucial year because it marked a seven-
fold increase in federal financing of AIDS research. One of the ques-
tions asked at the hearing was whether the PHS had “a plan or a
set of guidelines that are used to set priorities for studying these or
other groups affected by AIDS.” The answer was that “investigative
priorities have been based upon surveillance data and epidemiologic
evidence that a new group may appear to be at risk for AIDS. Accord-
ingly, investigations have been conducted of AIDS in homosexuals,
intravenous drug abusers, hemophiliacs, children, heterosexually ex-
posed, and transfusion-related cases” (Federal Response to AIDS 1983,
p. 590). This shows that far from being seen as uncharted territory
worth investigating, behavior was viewed as being well understood
and indeed as the factor underlying the given lines of investigation.
Among the epidemiological studies financed by the NCI in 1983 was
a survey of a “new high risk population in Hawaiian Oriental gays”
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at a cost of $300,000 (Federal Response to AIDS 1983, p. 593). This
study came at a time when HTLV-III, Dr. Robert Gallo’s retrovirus,
was the favorite for the title of causal agent of AIDS (Gallo, inciden-
tally, worked at the NCI). A key element in the HTLV-III model was
accounting for how the virus could have come from Japan to the US.
Hawaii (and “Oriental gays”) appeared to be good candidates. The
NCI spent another $300,000 on the “investigation of the household
and sexual contact of heterosexual IV drug using cases,” which fit the
model of agent transmission through casual contact that was in vogue
at that time in medical articles.

In September 1983, the NCI received a grant application from Ohio
State University, called “Development of Laboratory Models for AIDS
and KS.” It was one of several research projects on AIDS animal mod-
els (funded by the NCI and the NIAID). Animal models were regarded
as crucial for understanding how the virus works and for developing a
vaccine. TheOhio State University’s grant application was summarized
as follows: “homosexual behavior is common between both male and
female hogs housed in communal facilities. Researchers at Ohio State
have observed the spontaneous development of a tumor with patho-
logic similarities to Kaposi’s sarcoma in a single boar so maintained.
Unfortunately, no data documenting concomitant immunosuppression
exist for this particular animal, and data from other animals (who have
not developed tumors) are quite weak” (Federal Response to AIDS
1983, p. 566). What we encounter here is a research grant proposal
postulating homosexual behavior in hogs, which purports to inves-
tigate a KS-like tumor and immunosuppression in one (presumably
homosexual) hog. In April of the same year, the thesis of a connec-
tion between viruses in Haitian pigs and AIDS had been published in
The Lancet. Although this grant proposal (and the thesis it supported)
were not followed by further research, it shows that topics such as “KS
and homosexuality in hogs” were seen as perfectly legitimate funding
requests and worthy of investigation.

Hence, my argument is that rhetorical practices do have conse-
quences for how research money is distributed, for which research top-
ics are seen as legitimate andworth funding, and for the organization of
scientific research. This, of course, is not to say that rhetorical practices
are the only factor influencing the funding and organization of research:
interests, social relationships, and the scientific and social prestige of
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the grant seekers, among other factors, may play here a role. Never-
theless, rhetorical practices set up distinctions (known/unknown, legit-
imate/illegitimate) that frame the funding process. In the case of AIDS
research, behavior and behavioral change were almost non-topics, due
to the classificatory system that associated risk categories and forms
of behavior. We are still feeling the consequences of these associations
today.

Rhetorical Practices and “Expert Democracy”

On October 9, 2003, the defense ministers of the North Atlantic
Treaty Organization, meeting in Colorado Springs, Colorado, decided
to change the rules of the game. In the future, they decided, whether
or not to intervene militarily in a non-NATO country would be de-
cided not by the parliaments of the NATO member countries, but by
a committee of military and technology experts, along with the de-
fense ministers.1 If this decision is put into practice, waging war will
be transferred from the domain of purely political decisions to that of
expert knowledge. This is just an example of the crucial role played by
expert and/or scientific knowledge in almost all domains of political,
social, and personal life.

Another example is the extent to which monitoring and prevention
of the SARS epidemic relied on sophisticated technology: infrared cam-
eras installed in airport lounges and at passport control booths were
thought to reliably detect passengers with higher body temperatures,
an indication of susceptibility to infection with the SARS virus. Wear-
ing surgical masks in public places was expected to filter the virus and
prevent its spread. Contemporary society is dominated by expert and
scientific knowledge; the democracy of advanced societies is, to a large
extent, an “expert” or “technological” democracy.

In the “world risk society,” science and technology necessarily ex-
pand their influence in all domains of social life: we expect an ex-
pert answer to all the problems, challenges, and risks we encounter
(Drori, Meyer, Ramirez, and Schofer 2003, p. 295). The increasing re-
liance on expert and scientific knowledge makes policy more and more

1 See, for example, Thom Shanker, “NATO Officials Play Out Terrorism Scenario at
Colorado Talks,” New York Times, October 9, 2003, p. A10.
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dependent on this kind of knowledge (which is not to say that this is
the only factor determining policy-making). Because it affects the val-
ues, situation, and interests of various social groups, or the society as
a whole, policy-making should be accompanied by public debate and
discussion as intrinsic features of the democratic process. The very no-
tions of civil society and democracy require informed public debate as
part of the decision-making process. But, and here the paradox arises,
how can informed public debate take place when expert (i.e., special-
ized, largely inaccessible) knowledge defines the issue at stake? How
can the public debate and decide on something only experts and/or
scientists can understand? How is democratic participation in policy
and decision-making compatible with expertise? How, then, is “expert
democracy” possible?

Apparently, we have to deal with a gap between two kinds of knowl-
edge. Scientific knowledge, on the one hand, becomes more and more
complex and difficult to access. Fewer and fewer social actors have
access to it: how many of us can claim to really understand particle
physics or molecular biology in detail? Yet this understanding becomes
crucial when it comes to policy-making on reproductive and fertility
issues, or on therapy issues, for example. On the other hand, everyday
knowledge is broadly shared and easily accessible. But can the intri-
cacies of scientific knowledge be translated into everyday knowledge,
so that all members of society can take part in informed debates? Or,
can broad social groups acquire such a level of expert knowledge as
to be able to participate in these debates? The inaccessibility of expert
and/or scientific knowledge is compounded by doubts about neutral-
ity and objectivity. Is expert knowledge really neutral, or is it biased
towards certain social interests? Because this knowledge is not eas-
ily accessible, we cannot assess its neutrality and objectivity. Stephen
Turner considers this to be an unintended legacy of liberalism, with its
stress on knowledge and democratic participation:

These two problems, the problem of the character of expert knowledge, which
undermines liberalism, and the problem of the inaccessibility of expert knowl-
edge to democratic control, thus combine in a striking way. We are left with a
picture of modern democratic regimes as shams, with a public whose culture
and life world is controlled or “steered” by experts whose actions are beyond
public comprehension and therefore beyond intelligent public discussion, but
whose “expert” knowledge is nothing but ideology, made more powerful by
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virtue of the fact that its character is concealed. This concealment is the central
legacy of liberalism. (2003, p. 23)

Again, if we take into account the ubiquity and relevance of scientific
knowledge in advanced societies, we should not underestimate these
questions.

Rhetorical practices play a central role here: persuasion, argument,
and public debate go hand in hand. At the same time, the problem
is whether scientific argument can be translated into accessible knowl-
edge, or whether social groups can acquire enough scientific knowledge
to participate in informed debates. Either way, rhetorical practices are
at the center of the picture.

With respect to the possibility of a true “expert democracy,” we
encounter three kinds of answers: two of them are more optimistic,
and the third is more skeptical. The optimistic answers are formulated
by Steven Epstein and Michel Callon, while the more skeptical comes
from Stephen Turner.

Steven Epstein’s (1996, pp. 336–7, 1997, p. 717) argument is that a
high level of education, combined with high motivation and group co-
hesion will enable social groups and communities to acquire the scien-
tific knowledge required to dialogue with scientists on their own terms.
Epstein’s examples are the gay communitieswhich, during theAIDS cri-
sis of the 1980s and early 1990s, did not despair or resign. Instead, they
studied medical articles and textbooks and acquired enough scientific
knowledge to have an informed dialogue with AIDS researchers, make
their voices heard, and have a say in clinical trials and therapy. Com-
munity activists are thus not simply external observers of a scientific
experiment or a clinical trial, but an intrinsic part of that trial or ex-
periment. At the same time, the experiment itself unfolds as a dialogue
between the scientific community and that of the activists. Social scien-
tists should not despair either, argues Epstein, because democracy is not
lost: higher education combined with high motivation and high social
solidarity mobilizes communities and enhances the democratic process.

A slightly different version of this argument is put forward byMichel
Callon, who also argues that contemporary societies are dominated by
big technical systems (Callon, Lascoumes, and Barthe 2001). These sys-
tems, alongwith the expert knowledge accompanying them, pose a true
challenge to democratic policy-making. Saving democracy, however,
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does not imply demonizing scientists and going back to policy-making
explicitly based on the agendas of narrow interest groups. Science is
irreplaceable in the social fabric. Democracy, argues Michel Callon,
is grounded in access to knowledge: this access is ensured not only
by higher education but also by debates in the public sphere. Open
controversies and debates between the (lay, but informed) public and
scientists are characteristic of vigorous democracies. Therefore, expert
democracy is saved by (1) increasing access to scientific and technical
education and (2) simultaneously encouraging and organizing public
debates between scientists and the public. Discussion, argues Michel
Callon, should be taken out of the back room and moved to the open
plaza. “You don’t understand this” is not a viable argument. Similar
with Steven Epstein, Michel Callon sees the informed, educated pub-
lic as a participant in scientific research. Scientific research projects or
experiments thus involve several communities (scientists, subjects of
clinical trials, the informed public). Dialogue and debate in the public
sphere become intrinsic features of the research process.

Stephen Turner’s argument is more skeptical: expert democracy has
a translation problem and hence an authority problem too. We have
to translate scientific theories into accessible language at minimal loss,
but at the same time, scientists and experts undeniably exert a charis-
matic authority over the public, one which goes hand in hand with
the difficulty of accessing their knowledge (Turner 2003, pp. 50–51).
When lay groups attain a high level of scientific knowledge, the charis-
matic authority of the scientist loses part of its hold over the public:
the mobilization of the gay community against AIDS is a case in point.
Nevertheless, the problem of translation remains.

A possible solution is the purposeful organization of knowledge
communities: groups of citizens that organize themselves around
knowledge issues, so as to be able to sustain an informed dialogue with
experts and scientists. This organization would not be reactive (that is,
responding only to a rising problem) and isolated, but proactive and
systematic. Knowledge communities would not rely on media popu-
larizations of science, but would seek to acquire firsthand knowledge.
Some of these knowledge communities could then work as “boundary
organizations,” in which scientists and lay people together produce
knowledge and intervene in the policy-making process without being
part of a bureaucratic apparatus.
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But even so, the problem of persuasion remains: assuming that ed-
ucated lay people can and will acquire the knowledge they need to
sustain a dialogue with scientists, does this not then enlarge the gap
between highly educated, knowledgeable lay people and the rest of the
public? It would seem that narrowing one knowledge gap entails a
concomitant widening of another, and this might lead in turn to closed
knowledge communities, separated from the less educated public. All
the authors discussed here highlight a set of key elements that have
to be put in place if expert democracy is to work: broad access to
higher education, less reliance on media popularizations, direct access
to scientific information, community-building, and public debate.

My argument is that a further element has to be added to the above,
to bridge the gap between the broad public and scientific communities.
We have to deal here with two distinct kinds of knowledge (scientific
and everyday knowledge), which, at their core, do not touch upon each
other. Scientific knowledge may be anchored in the everyday practices
of scientific communities, but these are not shared with the public at
large. These two different kinds of knowledge form the basis for differ-
ent kinds of rhetorical practices, with different arguments and differ-
ent persuasive devices. This is what makes dialogue and translation so
difficult.

The picture just sketched is one of rhetorical practices as closed
systems, confined to a certain kind of knowledge. Yet I have argued
the opposite in this book. Rhetorical practices are not closed systems:
the scientific arguments about the origins of AIDS, its causal agent,
and its means of transmission made use of narratives, representations,
and classifications systems that are shared with the broader culture. It
can hardly be argued that narratives of traveling in Africa are specific
to biomedicine, for instance. These cultural elements were adopted,
transformed, and adapted to the specific persuasive aims of the scien-
tific discourse. Rhetorical practices do not work through closure: they
work through openness, transformation, and adaptation. It follows,
then, that a clear distinction between scientific persuasion and lay per-
suasion cannot be sustained. Scientific persuasion adopts, integrates,
and adapts elements of rhetoric that are employed by the lay public in
everyday life. Science is indeed irreplaceable in the social fabric; but it
is not an isolated element in this fabric. Rather, what makes science so
vital and dynamic is its capacity to adapt and integrate elements from
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the broader socio-cultural fabric. With respect to the dialogue between
scientists and non-scientists in the public sphere, this has the follow-
ing consequence: knowledge communities should operate as mediators
between scientific communities and the wider public. This is why they
are boundary communities: they bring together different people with
different interests andwith different levels of knowledge. First and fore-
most, knowledge communities acquire the knowledge necessary for an
informed dialogue with scientists.

These communities, however, should also bring to light and discuss
the broader cultural and social assumptions present in the rhetoric
of science. They could (and should) make both scientists and the lay
public aware of these assumptions. If knowledge communities are to
work as mediators, acquisition of scientific knowledge is not enough:
this acquisition alone does not suffice to open a dialogue with the
broader public. It has to be accompanied by reflection on (and discus-
sion of) the broader cultural assumptions of the rhetoric of science,
precisely because these assumptions are common to scientific and pop-
ular rhetoric alike. This means a different understanding of the task
of translation that knowledge communities should fulfill. In the nar-
row sense, knowledge communities should translate scientific discourse
into broadly accessible, simple arguments. This is doomed to failure
from the outset, however, because by acquiring scientific knowledge,
such communities distance themselves from the general public. What I
suggest here is a different, more complex task: knowledge communities
should bridge the gap by uncovering common cultural presuppositions
and by fostering the discussion of these presuppositions.

There are many domains where such knowledge communities could
meaningfully intervene in this way: previously, I gave the example of
military intervention decided by expert committee, which is bound
to become a reality. Shouldn’t the public have a voice in this kind of
decision? Decision by committee is usually justified by pointing out the
sophistication of high-tech wars, which preclude lay understanding. Is
a knowledge community not a dire necessity here – a community that
would not only acquire the necessary technological knowledge, but
also lay bare the cultural assumptions of the “science of war”? This
uncovering and reflection could provide the basis for the dialogue in
the public sphere. Such a knowledge community could also supplement
popular media representations of advanced war technologies; question
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rhetorical terms such as “precision,” “infallibility,” and “accuracy,”
and make the public aware of not only the issues at stake but also the
assumptions underlying these issues.

In a similar way, knowledge communities could promote public ex-
amination and discussion of the cultural assumptions and rhetorical
practices underlying prevention policies such as the use of infrared
cameras or surgical masks: such a public examination could show, for
example, that the use of risk categories in prevention policies inevitably
entails social stigmatization and diminishes the effectiveness of preven-
tion efforts.

From this perspective, rhetorical practices are not an obstacle but
rather a necessary ingredient of expert democracy. Bridging the gap be-
tween science and the general public has become crucial to the public
sphere and democracy. This means we must acknowledge that rhetor-
ical practices do matter and act accordingly.
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uncertain. Essais sur la démocratie technique]. Paris: Seuil.

Calvez, Marcel. 1990. Composing with a Danger. An Examination of the
Social Responses to HIV-Infection and AIDS [Composer avec un danger.
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(49) Brun-Vézinet, F., Rouzioux, C., Montagnier, L., et al. 1984. “Prevalence
of Antibodies to Lymphadenopathy-Associated Retrovirus in African Pa-
tients with AIDS.” Science 226, p. 455. Copyright C© 1984, American
Association for the Advancement of Science.



Name Index

Austin, John Langshaw, 12, 32, 33; see
also force, illocutionary; speech act
theory

Bakhtin, Mikhail, 28; see also discourse
Beck, Ulrich, 8, 11; see also risk society
Bloor, Michael, 199
Bowker, Geoffrey, 111; see also
classification

Brandt, Edward, 120

Callon, Michel, 244; see also expert
democracy

Calvez, Marcel, 62, 63
Carricaburu, Danièle, 22, 79, 85
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