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PRINCIPLES OF TREATMENT


Basic principles in skin treatment include preserving the integrity of the unaffected skin, using lubricants and moisturizers to soften the skin and washings or soaps.

PRESERVING THE INTEGRITY OF NORMAL SKIN

Maintain the barrier for proper function.  Any insult that removes water, lipids or protein from the epidermis alters the integrity of the barrier and compromises function.  Restoration of the normal barrier can be accomplished with the use of optimal nutrition, mild soaps, and lubricants


Lubricants and moisturizers function to restore water and lipids to the epidermis. Apply after washing and drying the affected area and apply frequently to keep the skin soft.  Types of lubricants and moisturizers include:
· Humectants (such as urea and lactate) increase the water holding capacity of the stratum corneum

· Occlusives (petrolatum and mineral oil) restore the lipid barrier to reduce water loss

· Creams (water-in-oil emulsions) are thicker (more lipidized) and more lubricating than (oil-in-water emulsions)

· Emollient lotions are dilute dispersions of emulsified lipids or powder (calomine) in water that provide the smoothed application and the most rapid hydration

WASHINGS AND SOAPS

a. Avoid washing excessively as it can strip the stratum corneum of lipids

b. Soaps (true soaps are alkaline):

1) Hydrolyze the triglycerides of fats using lye to yield sodium salts and fatty acids. This action forms micelles (hydrophilic lipid core with hydrophilic shells) permitting grease and dirt to be dissolved in water and rinsed away

2) Many soaps (include additives (fragrances, antibiotics, and other medications)

3) Avoid rubbing soap daily over the entire body

4) Exfoliating skin interferes with the care of inflamed, sensitive skin

5) Use mild bar and liquid soaps

c. Shampoos

1) Helps the elimination of sebum

2) Additives include foam stabilizers, preservatives, fragrances, thickeners, and opacifiers

d. Conditioners

1) Coat damaged hair and impart desired properties such as body and luster

2) Most effective if used separately from shampoos

e. Deodorant and antiperspirants

1) Block the secretion from both eccrine and apocrine glands reducing moisture, staining and development of odor

2) Aluminum salt antiperspirants plug the sweat ducts

3) Pure deodorants inhibit bacterial growth

A. TOPICAL THERAPIES

1. Dressings (compresses) and Baths

a. Wet

1) Benefits: 

a) Evaporating cooling constricts superficial vessels which may be useful in acute inflammation

b) Macerates vesicles and crusts helping to debride this material

c) Repeated cycles sooth, cool and dry weeping wet lesions

2) Preparation: 

a) Use of clean soft cloth (need not be new or sterilized)

b) Cut to fit an area slightly larger than the area to be treated

c) Wet the folded dressing by immersing in TX solution, and wring them out to the point of sopping wet

d) The TX solution should be cool to reduce inflammation and tepid to debride and infected or crusted lesion

e) Place the wet compress on the affected area (do not poor solution on a wet dressing)

f) Leave in place for 30 minutes to 1 hour 2-4X/day.

g) Discontinue when the skin becomes dry

b. Dry

1) Protect wounds and absorb drainage

2) Types

a) Adherent used for debridement of moist wounds

b) Nonadherent used for clean wounds

c. Occlusive

1) Promote wound healing by maintaining a moist environment (stasis ulcers)

2) Allow auto-digestion of necrotic tissue by accumulation of inflammatory cells and may reduce pain.

d. Baths

1) Effective in soothing, decreasing itching, cleansing and relaxing

2) Used for acute eruptions that are crusting and weeping

3) Hydrate dry skin if moisturizer is applied immediately after baths

2. Medications:

a. Advantages

1) Direct delivery to the target organ

2) Reduces systemic side effects

b. Disadvantages

1) Time consuming and may require large volumes

2) It may cause staining or greasiness

c. Absorption depends on:

1) The higher the concentration, the greater the quantity absorbed

2) The more occlusive the vehicle, the greater the hydration of the stratum corneum and penetration of medication

3) The thickness and integrity of the stratum corneum (lower absorption on the palms and soles than face)

4) The type (water based versus oil based)

d. Prescription

1) Include the medication name and brand (or generic), vehicle, concentration, amount indicated and instructions

2) One gram covers 10X10 cm. Amount required for one application:

a) Face: 2 g

b) Arm: 3 g

c) Leg: 4 g

d) Whole body: 30 g

e. Types: antibiotics, antifungals, corticosteroids, acne preparation, sunscreens, cytotoxic agents, antipruritics, antiseptics, and pesticides

B. PHOTOTHERAPY

1. Positive effects:

a. Vitamin D metabolism

b. Phototherapy for: psoriasis, pityriasis rosea, pruritis or uremia, vitiligo and mycosis fungoides

2. Negative effects:

a. Sunburn

b. Aging

c. Cancer 

C. SURGERY: covered in minor surgery

D. STEROIDS: most efficacious and fewest side effects when potency and delivery are matched to severity of disease

1. Mechanisms: 

a. Decrease neutrophil emigration into sites of inflammation

b. Suppress helper T-cell proliferation

c. Inhibit the production of inflammatory mediators such as IL 1, 2 and 6, prostaglandins, leukotrienes, interferon-gamma, TNF and colony-stimulating factor

2. Potency: 

a. Four groups

1) Super potent: Class I generally reserved for severe dermatoses over nonfacial/nonintertriginous areas (palms and soles)

2) Potent: Class II to III appropriate for moderate to mild nonfacial/ nonintertriginous areas and severe to moderate face/intertriginous areas

3) Intermediate: Class IV to V appropriate for moderate to mild nonfacial/ nonintertriginous areas and severe to moderate face/intertriginous areas

4) Mild: Class VI to VII for eyelid and genital dermatoses for short 1-2 week intervals

b. Epidermal penetration is influenced by:

1) Integrity and thickness

2) Delivery vehicle

3) Amount of hydrophilicity

4) Chemical stability

5) Occlusive dressing

c. Use sparingly or in low doses in children

3. Side effects:

a. Cutaneous

1) Atrophy

2) Acne

3) Enhanced fungal infections

4) Retarded wound healing

5) Contact dermatitis

6) Glaucoma, cataracts

b. Systemic

1) Adrenal suppression

2) Cushing’s syndrome

3) Growth retardation

4. Guidelines:

a. Become very familiar with one drug in each class

b. Vehicles

1) Creams on weeping eruptions

2) Ointments on dry lichenified skin

3) Gels or lotions on hairy area

c. Frequency:

1) 1-2X day is sufficient

2) Tachyphylaxis: chronic conditions become less responsive after prolonged use

d. Dispense the smallest quantity and the weakest preparation that are effective for a particular eruption

Epidermal Growths

Seborrheic Keratosis

Benign neoplasm of the epidermis that appears as a SCALING, “PASTED-ON” PAPULE OR PLAQUE.

DDx from melanoma by wetting the lesion with alcohol to visualize the highly keratinized structure (pearls) within.

· vitamin A 100K IU qd for 20 months


Dermal Growths

Acrodermatitis enteropathica
a genetic disorder associated with the malabsorption of zinc

	
	zinc, relatively large doses
	In a study of 3 patients, only 1/3rd  the dose of zinc was needed when zinc was administered as zinc picolinate.


Epidermoid Cyst

alternate names: wen, infundibular cyst, epidermal cyst, trichilemmal cyst, pilar cyst, isthmus catagen cyst, sebaceous cyst

DESCRIPTION AND ETIOLOGY
Also called a follicular cyst, an epidermal inclusion cyst is located the dermal layer.  It starts in the upper portion of the epithelial lining of a hair follicle.  The content of the cyst is macerated foul smelling keratin and lipid-rich debris.  The lesions may occur at any age.  They are common but are often not brought to the attention of the physician.  These growths are benign.

Pathophysiology: 

Cystic enclosure of the epithelium within the dermis that becomes filled with keratin and lipid rich debris. A painful mass can arise from rupture of the thin walls.  

SIGNS AND SYMPTOMS

Dermal to subcutaneous nodules which often connects with the surface via keratin-filled pores. Cyst contents are cream-colored with a pasty consistency and smell like rancid cheese.  In darker skinned individuals, cysts may be darkly pigmented

PE AND LAB

Essential: Vitals, Skin

Additional: Gardener’s Syndrome is a rare, autosomal dominant, heritable disorder.  One of its defining features is multiple epidermal cysts. 

Other features are fibromas, osteomas, and intestinal polyps, which can undergo malignant degeneration.

Other systems: If multiple epidermal cysts are discovered a complete musculoskeletal and GI exam should be performed.

Lab: The diagnosis is usually clinical.  Dx can be confirmed through incision and drainage of the contents, which is a cheesy foul-smelling macerated keratin.  Biopsy is also confirmatory.   

Diagnostic Criteria

ICD-9-CM Epidermal Cyst 

DDX 

Pilar Cyst (most commonly occur on the scalp), lipoma, malignant tumor (hard consistency)

TREATMENT 

General Measures 

· First DO NOTHING:  Explain to patients the benign nature of the condition. Often no treatment is required or desired.

Prevention

Determinants of Health (Re-establish the basis for health) 

Stimulate the Vis Medicatrix Naturae 

Correct Structural Integrity 

Tonify Systems 

Symptom Based (Nat RX) 

· Hot Compress Packs: Bentonite clay, Calendula, VM 120, Plantain, Arctium lappa (Traub, 1984)

· Homeopathy:  Sil, Hep, Graph (Traub, 1984)

Symptom Based (Synthetic RX) 

NA

High Force Interventions 

· Excision: Excision or leaving the cyst alone is the standard of care.  If excision is desired, the entire epithelial lining of the cyst must be removed to prevent reoccurrence.  Incise the skin directly over the cyst without disrupting the cyst wall. Bluntly dissect the tissue around the entire cyst and remove whole if possible.  In case of cystic rupture, remove entire cystic wall via curettage.  

COMPLICATIONS/REFERRAL GUIDELINES 

Lesions usually reach a size of no greater than 5cm and stabilize.  Theses DO NOT usually regress spontaneously and if so, very slowly.   Epidermal cysts can rupture or become infected causing swelling, erythema and pain.  This should be treated as an abscess.

Referrals for outpatient I & D or excision if facilities or scope do not permit these procedures.  Refer is cyst becomes infected and threatens to go septic. 

REFERENCES:

Lookingbill, D.P., Marks, J.G. Principles of Dermatology second edition  WB Saunders Co. Philadelphia, PA. 1993

Fitzpatrick, T.B. et al  Color Atlas and Synopsis of Clinical Dermatology third edition  McGraw-Hill Company, New York, N.Y. 1997

Traub, M. Dermatological Diagnosis and Therapeutics  An Elementary Manual  1984

Granuloma annulare

	niacinamide
	1500 mg/day for 6 months
	Resolved clinical lesions in one case report

	Potassium iodide, saturated solution (SSKI)
	5 drops, 3 times per day, diluted in liquid
	Improvement was seen after 3 and 6 months, respectively, in 2 case reports. Taper potassium iodide according to response. Watch for signs of iodism and for changes in thyroid function.



Ichthyosis

· vitamin A 100K-200K IU qd




Keratosis follicularis 

(Darier’s disease)
· vitamin A 200K IU qd or a lower dose w/ vitamin E




Necrobiosis lipoidica

· niacinamide  1500 mg/day 
Improved lesions in two case reports

Xanthelasma

· vitamin B12  IM weekly for 6-20 weeks:  In a controlled trial, vitamin B12 induced regression of plaques

Eczematous Rashes

Atopic Dermatitis

DESCRIPTION AND ETIOLOGY Alternative Names: Eczema
Pruritic, exudative, or lichenified eruption on face, neck, upper trunk, wrists, and hands and in the antecubital and popliteal folds. Susceptibility is genetic (Positive family Hx in 2/3 of cases), but disorder is triggered by various environmental agents and factors.

Pathophysiology:


No proven animal model exists for atopic dermatitis and no consistent trigger for atopic dermatitis exists. Type 1 (IgE-mediated) hypersensitivity reaction has been demonstrated, occurring from degranulation of basophils and mast cells releasing vasoactive substances. Langerhans cells possess high-affinity IgE receptors through which an eczema-like reaction could be mediated.  


Proposed mechanisms of disease include:

· lower threshold to itch stimuli possibly due to excess sub P

· hypersensitivity to alpha adrenergic agonists and cholinergic agents via partial beta adrenergic blockage

· dry skin that holds little water such as with zinc or thyroid deficiency


The most common documented allergies in children with atopic dermatitis are eggs, milk, peanuts, soy, wheat and fish.  However, not all children with atopic dermatitis have allergies.  

SIGNS AND SYMPTOMS


Itching severe and prolonged (if it does not itch, it is not atopic dermatitis), rough red patches, skin is dry leathery, and lichenified; may have red, weeping or crusted lesions.  Rash occurs on the trunk in infants, especially peri-oral, wrist/ hand, on the face, elbows knees, forehead in children and adults. Waxes and wanes.  Avoids occluded areas (axilla, groin)   

Acute: Poorly defined erythematous patches, papules, and plaques with or without scaling. Skin appears puffy-edema, moist, crusted erosions.

Chronic: Lichenification of skin with accentuated skin markings, fissures: painful, especially on palms, fingers, and soles, periorbital pigmentation

Infants: Red skin, puffy surface, scaling exudation with wet crust and cracks, pruritic

Allergic rhinitis and/or asthma may also coexist

PE AND LAB

   Essential: Dermatological screen- especially flexure surfaces; front and sides of the neck, eyelids, forehead, face, wrists, dorsum of the feet and hands

   Other systems: GI, Lymphatic

   Lab: No specific diagnostic test exists; Bacterial culture screening for secondary infections; Serum IgE levels are frequently elevated.  


RAST testing may indicate and allergy, however that allergy may not be the cause of the atopic dermatitis.

DDX: (ICD-9-CM 691.8 Other atopic dermatitis and related conditions)

Seborrheic Dermatitis, Contact Dermatitis, Impetigo, Psoriasis, Scabies, Food Allergies, Toxic overload, Liver stasis, Immune dysfunction, Intestinal permeability, Psychosomatic reaction, Hypothyroidism.
TREATMENT

Note: Dosages are for adults. For children, use lower doses, roughly proportional to body weight.

Determinants of Health (Re-establish the basis for health)

· Proper bathing habits:  avoid excessive drying after bathing by using emollient moisturizers within 3 minutes to retain hydration, keeping the stratum corneum layer intact.

· Determine food allergies, elimination/rotation diet, rotation diet, rotation diet expanded

· Decrease or avoid: meat, alcohol, dairy, hot sauces, spicy foods, fried foods, fatty foods, rich foods, salty foods

· Avoid irritants that stimulate itching: rough-fibered clothing, dusty and dry environment, chemical exposures

· Increase foods rich in Vitamins A and B-complex: black bass, rye, avocados, sea vegetables, whey, apple, cucumbers, millet, rice polishing, rice bran, sprouts

· Increase Hydration

· Stress reduction- meditation, yoga, Tai Qi

Stimulate the Vis Medicatrix Naturae

· Acupuncture

· Constitutional Homeopathy (Boericke, 1996)

· Apis mellifica: burning, redness and swelling of the skin; may be due to cold or heat

· Arnica montana: inflammation from contused skin

· Calendula: ulcers of the skin

· Cantharis: burning with urinary difficulties

· Rhus toxicodendron: redness, swelling, itching and burning, < heat

Correct Structural Integrity:  Pelloid Peat Pack (Groven, 1999)

Tonify Systems

· Evening primrose oil:  2-3 g/day for children, 6-8 g/day for adults; fish oil 10 g/day; sunflower oil.  Controlled trials and uncontrolled trials w/ conflicting results Options include (usually, only one is chosen) flaxseed, sunflower, or safflower oil (1 tbsp/day), fish-oil concentrate (6-10 g/day); or cod-liver oil (1 tbsp/day). Evening primrose oil (3-6 g/day) may be tried initially or in cases where other sources of EFAs are ineffective. Reduce the dose of EFAs as improvement occurs, or after 6-12 weeks. Balance EFAs with vitamin E.



The ratio of (3 to (6 lower in the cellular membranes of atopic dermatitis patients.  However, the gross amounts of (6 fatty acids are     

not decreased resulting in increased DHGLA and arachidonic acid as delta 6 desaturase functions unimpaired.  In turn DHA is the primary  fatty acid in the nervous system and skin and nerve tissue are both ectoderm derivatives.  Some doctors claim better results with DHA and EPA than with ALA.   

· Zinc
30 mg 1-3 x day.  Balance with copper
Appears to be helpful and appears to enhance the efficacy of essential fatty acids. Anecdotal evidence (Wright JV) suggests that zinc supplementation is helpful and that zinc picolinate may be preferable to other forms of zinc in the treatment of eczema.  Zinc promotes PGE1, inhibits calmodulin receptors to increase cGMP levels, and appears to enhance the efficacy of essential fatty acids as a cofactor for delta-6 desaturase

· Vitamin A:  25,000-100,000 IU/day, taper as improvement occurs or after 4-12 weeks (uncontrolled trial) 

· Vitamin C Bowel tolerance levels

· Selenium 

· Enhance Digestive function:  Betaine plus HCI , Pancreatin- enhances absorption of fat-soluble nutrients, and zinc 

· Liver detoxification: Rumex crispus, Taraxacum, Arctium Lappa (Alschuler, 1997)

· Decrease Intestinal permeability: Bitters- Gentiana, Artemisia, Matricaria; L-Glutamine 1-3g/day; Zinc 30-60mg/day; N-acetyl-D-glucosamine 1g/day; Glycyrrhiza, Urtica dioica, Medicago sativa; DGL

Symptom Based (Nat RX)

· Emollients:  avoid anything with alcohol; generally the thicker the better unless in hot weather where such application may be uncomfortable.

· Aloe vera: used externally as a spray (Collins)

· Calendula officinalis (succus): apply locally for diaper rash (Bastyr)

· Echinacea angustifolia: locally and internally for aggravated and prolonged cases of Rhus poisoning 

· Impatiens biflora: topically, fresh juice or frozen into cubes 

· Olea europaea (olive oil): topically for acute dermatitis 

· Solanum dulcamara (toxic): chronic skin affections of a pustular vesicular character 

· Stillingia sylvatica (toxic): skin affections with irritation and serous discharge

· Diaper rash:

• spread liquid lecithin on affected area 
• apply Vitamin E to the affected area 
• in a skillet without oil brown white flour and use as a powder 
• oat flour ground fine as a powder (Shefi)
• bring to a boil, l kg raw wheat bran in 1/2-1 gallon water until it rises up, turn off heat, strain bran water off, add water until it is warm then bathe baby in it. (Shefi)

Symptom Based (Synthetic RX)

Conventional Tx.: Topical Corticosteroids, Antihistamines

Antibiotics if needed

topical FK-506 (Protopic):  topical immunomodulator that is a nonsteroidal immunosuppressive;  tend to work better for areas of thin skin

High Force Interventions

Azathioprine

Cyclosporine

COMPLICATIONS/REFERRAL GUIDELINES

Skin infections (Staph. Aureus)

Eczema herpeticum

Cataracts are more common in patients with atopic dermatitis

Associated conditions include asthma and allergic rhinitis

REFERENCES:

Alschuler, LN, Botanical Medicine III, Class Notes, 1997; Bastyr University

Boericke, W., Pocket Manual of Homoeopathic Materia Medica& Repertory, 1996 B. Jain Publishers Ltd., New Delhi

Dambro, MR, Griffith’s 2000 5-Minute Clinical Consult, 2000, Lippincott Williams & Wilkins, Philadelphia

Fitzpatrick, TE et al., Color Atlas and Synopsis of Clinical Dermatology, 4th ed., 2001 ISBN: 0-07-136038-7

Groven, ME, Bastyr University Physical Medicine Handouts, 1999

Hayes, KW., Manual for Physical Agents 4th ed., 1993 Appleton&Lange, Norwalk, CT
Lookingbill, DP and Marks, JG, Principles of Dermatology, 3rd ed., 2000, ISBN 0-7216-7971-4

Contact Dermatitis 
DESCRIPTION AND ETIOLOGY

Contact Dermatitis is an inflammatory reaction of the skin produced by an irritative or allergenic exogenous agent. There are two types: Irritant Contact Dermatitis and Allergic Contact Dermatitis. 

Pathophysiology: 

· Irritant type contact dermatitis occurs as skin inflammation that is a direct result of the caustic action of the offending agent. With Strong agents, this usually shows up within a few hours.  However, weaker agents may require prolonged and/or repeated exposures to provoke an irritation. Some examples are acids, alkalis, detergents, and solvents.

· The allergic type contact dermatitis is s cell mediated type IV delayed hypersensitivity reaction. It is divided into the sensitization and elicitation phases.  The individual is exposed to the allergic hapten for the first time in the sensitization phase.  The haptene binds to a surface protein on the Langerhans cell.  This complex is presented to T lymphocytes in a local lymph node where effector, memory, and suppressor T cells are produced. This process takes about 7-10 days.  The individual is now sensitized.  In the elicitation phase, another exposure to the allergic agent will provoke Langerhans T cells to produce lymphokines that recruit inflammatory cells to the antigen.  The dermatitis appears 1-2 days after the exposure.   T suppressor cells extinguish this inflammatory process.




Some examples are metals (nickel), plant alkaloids (poison ivy), rubbers, medicines and cosmetics. 


The clinical appearance ranges from acute vesicles and bullae to a chronic lichenified lesion.  It most often occurs in industrial settings 


but can occur with contact from innumerable sources from jewelry to household agents, to plants in nature.

SIGNS AND SYMPTOMS 

· Lesions vary according to exposure site and agent.  Look for patches or plaques with angular corners, geometric outlines, and sharp margins, which would mimic the exact area of exposure.   Many allergic type reactions such as poison ivy and poison oak result in papulovesicules in linear array. Chronic, low-grade irritant type reactions often result in lichenification.

· Location is important and will give clues to type of agent person was exposed to.

Head and Neck: fragrances, cosmetics and shampoos

Eyelids and Cheeks: cosmetics

Scalp: Hair dyes, permanent waves, shampoos

Genitals of adults: prophylactics, lubricants, jellies

Groin and buttocks of infants: diaper dermatitis from moisture and feces

Neck arms: photosensitivity from sun blocking agents e.g. PABA 

Dorsum of Hands:  usually industrial or home chemicals

Feet: rubber of shoes or tannins

· Common Irritant agents: solvents, acids, alkalis, and detergents.

· Common Allergenic agents: Poison Ivy, Poison Oak, Paraphenylenediamine (permanent hair dye), nickel (jewelry), rubber compounds, ethylenediamine (in generic Nystatin, dyes, insecticides, synthetic waxes and resins, rubber accelerators, and as a preservative for aminophylline)

PE AND LAB

History: The following elements are extremely important: occupation, use of home chemicals, jewelry, hobbies, topical medications, cosmetics, hygienic habits and products used

Essential: Vitals, Skin, rule out anaphylaxis
Additional: For extremely acute and intense reactions, be sure to check respiration, BP, pulse for signs of anaphylactic shock. Also, perform a partial CV exam including auscultation.  Perform respiratory exam if there is a possibility of inhalation damage to the respiratory mucosa.   
Lab: Biopsy is not useful because lesions are not histologically distinguishable from atopic or seborrheic dermatitis

Patch Tests are used to determine and verify causative allergenic agents.

Diagnostic Criteria: The diagnosis is usually clinical.  

ICD-9-CM 692 Contact Dermatitis irritant type, Contact Dermatitis allergic type
DDX : atopic dermatitis, stasis dermatitis, fungal infection, bacterial cellulitis (painful lesion and possibly febrile)

TREATMENT 

Determinants of Health (Re-establish the basis for health) 

· Avoid offending agents

· Wear appropriate protective clothing: work suits, protective gloves, etc. (Jones, 2000)

· Avoid use of soaps with detergents    

· Consider change in lifestyle or occupation

· Antigenic Desensitization protocol (See Environmental Medicine section)

· Follow General Anti allergenic/histamine Naturopathic Protocol:  Avoid food allergies, Consume green tea, Consume diet high in bioflavonoids especially Quercetin, Vitamin C, Hesperidin Methyl Chalcone,  
Tonify Systems 

Immune (for allergic Contact Dermatitis) to make mast cells less reactive

· Vitamin C: 3-10 grams per day

· Quercetin: 600 mg tid 20 min ac
· Catechins: Tinctures or teas of Camellia sinensis and/or Cratageus oxycantha  (inhibit histamine decarboxylase)
· Borage oil: 250 mg bid cc 

Skin: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

Symptom Based (Nat RX) 

For irritant diaper dermatitis: often complicated by secondary yeast or bacterial infections.  

· Keep affected areas dry and air exposed 
· d/c disposables and plastic pants, use loose cloth diapers washed in mild soap and rinsed well.  
· A&D ointment

· Desitin: (for Candida), 
· Cool Hydrastis or Berberis decoction: applied locally for secondary bacterial infections. (Traub, 1984)
For generalized contact dermatitis

· Calendula Lotion: prevents secondary infection, promotes healing, apply full strength bid (Jones, 2000)
· Symphytum cool Compress: soothing and help remove debris and crusts (Traub, 1984)
· Aloe Vera gel mixed with green clay: soothing and drying (Jones, 2000)
· Plantain: soothing of pruritis (Jones, 2000)
· Impatiens capensis: soothing of pruritis (Jones, 2000)
· Grindelia lotion or fresh herb compress: antipruritic  (Traub, 1984)

· CCC cream: promotes healing and soothing of pruritis (Jones, 2000) and can be used as the delivery vehicle for other botanicals.
· Cabsil cream and lotion:  prevents secondary infection, promotes healing, apply full strength bid (Jones, 2000)
· Oatmeal Bath: soothing of pruritis (Jones, 2000)
· Baking Soda bath: soothing of pruritis (Jones, 2000)
· Felsnaptha soap: soothing of pruritis, put in a bath with tepid  (Jones, 2000) 
· Homeopathy: Rhus tox 30x for poison ivy, Croton tig 30x for genital, eyes and scalp, isopathics (Traub, 1984)
Symptom Based (Synthetic RX)

· Antihistamines:  Benadryl 50 mg qid, Atarax 10-25 mg qid, Zyrtec, etc.

· Topical Steroids: Amcinonide, Betamethasone dipropionate, Desoximetasone, Fluocinonide, Halcinondide

 

High Force Interventions 
· Steroids: Prednisone 40-60 mg qd po for 5 days and then tapered for another 5 days. 
· Triamcinolone suspension:  1 mg IM injections daily.
COMPLICATIONS GUIDELINES 

· Secondary bacterial infections can result from chronic irritation and breakdown of the epidermal barrier.  This is especially a problem in infants in diaper rash.  If infection becomes serious and C&S yields no sensitivities to antibiotics in our formulary, refer to a GP medical doctor. 
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Seborrheic Dermatitis

DESCRIPTION AND ETIOLOGY

Seborrheic Dermatitis (SD) is a chronic, superficial inflammatory process of the epidermis and dermis occurring particularly in hairy regions of the body and those areas with a high sebaceous gland activity such as the scalp, eyebrows, face and intertriginous areas (axilla, groin, buttocks, inframammary folds). 

Pathophysiology: 

· Inflammatory process due to the over proliferation of the yeast Pityrosporum ovale.   This is a lipophylic yeast found in areas of high sebaceous gland activity.  

· Possible local defects in vitamin B6 and long chain fatty acid metabolism may lead to localized overproduction of inflammatory eicosanoids. (Traub, 1984)

· Zinc and Niacin deficiencies can lead to SD.

· The incidence of Seborrheic dermatitis is higher in males than females.  Males generally have higher levels of testosterone than females leading to increased sebaceous gland activity. (Note TR)

· Glucocorticoids (topically and internally) potentiate the activity of androgens and allow for increased Pityrosporum growth.  (Note TR).  

· Occurrence follows periods of increased sebaceous gland activity in infancy and after puberty.  Seborrheic dermatitis often occurs in a waxing and waning cycle, worsening in the fall and winter, and improving in the spring and summer. 

· Some association of SD and Parkinson’s Disease, AIDS and AIDS-related complex exists

SIGNS AND SYMPTOMS 

· Lesions characterized by patches or plaques with indistinct margins, mild to moderate erythema, and yellowish greasy scaling.  Can develop into sticky crusts and fissures

· Pruritis is common and worse from sweating

· Known as “dandruff” in its most mild form, a fine white scale w/o erythema

· Manifests as “cradle cap” in infancy

· Distribution is bilateral and symmetrical

· Lesions found in hairy regions of skin and areas of high sebaceous gland activity: scalp, eyebrows, eyelids, nasolabial creases, ears, chest and intertriginous areas (axilla, breast folds, buttock folds, and groin)

PE AND LAB

Essential: Vitals, Skin

Additional: In infants, SD is uncommonly associated with Leiner’s Disease, which presents with diarrhea and failure to thrive.  In this case, 


perform tests of Denver Developmental scale (Ht. Wt. Head circum.) and GI exam.
Other systems: 

Lab: The diagnosis is usually clinical.  Biopsy is rarely performed unless clinician is concerned with Histiocytosis X, an unusual Langerhahn’s cell neoplasm.   Histopathologic changes seen in SD include focal parakeratosis, moderate acanthosis, spongiosis (intracellular edema), neutrophils at the tips of dilated follicular openings.

DDX (ICD-9-CM Seborrheic Dermatitis)
Atopic dermatitis: In infants, more likely to appear on shins and arms. Very difficult to differentiate when it presents on the scalp.  Called “infantile eczema”. 

Psoriasis: Hard to distinguish psoriasis limited to the scalp from SD. If nails, knees, and elbows are involved, the diagnosis is probably psoriasis. Psoriasis is usually better demarcated.

Tinea capitis: Occurs more frequently in those of African ancestry living in urban areas. Associated with hair loss and breakage (exclamation point), whereas SD is usually not. Use scrape and KOH prep to differentiate. Lesions will be refractory to usual SD treatments. 

Histiocytosis X:  Rare and seen in infants. Accompanied by perifollicular purpura. 

Lupus erythematosus: Butterfly rash can mimic SD.  Look for ANA and LE bodies in serum. SLE lacks yellowish greasy scales and does not involve the eyebrows.

Acne rosacea: Rosacea is inflammatory conditions of papules and pustules and can involve the perioral areas, all of which are lacking in SD. 

Leiner’s Disease: Associated with failure to thrive and diarrhea.  Will see increased levels of C5-A chemotactic factor.

TREATMENT 

Determinants of Health (Re-establish the basis for health) 
· Explain to the patient the waxing and waning nature of SD so they can be prepared for increased outbreaks in the winter and take preventative measures.

· UVB light therapy for prevention    

· Identify food allergies:  Food allergies can contribute to SD. 
Stimulate the Vis Medicatrix Naturae 

· Daily cold bath:  (Traub, 1984)
· Constitutional Hydrotherapy:  To accelerate the spontaneous regression of lesions in immunocompetent individuals.  This is especially indicated for HIV and other immunocompromised individuals.

· Constitutional Homeopathy: With seborrheic like skin signs as a major rubric i.e. Nat Mur 

· UVB light therapy:    UVB light has been shown to directly inhibit the growth of Pityrosporum ovale.   Acta Derm Venereol 1990;70(1):69-71

Note: Contrarily, very high incidence of sun exposure such as that is mountain guides showed increased incidence of SD possibly due to sun induced immunosuppresion. 

Dermatology 2000;201(2):146-7

  

Correct Structural Integrity 

· Consider skin integrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

Tonify Systems 

Digestion 

· Lactobacillus acidophilus: Proper bowel flora necessary for biotin production.  
· Elimination Diet: To ID food allergies and sensitivities
· HCl Granules: For proper absorption and assimilation
Skin Turnover

· Vitamin D, Folic acid, Vitamin B12, Vitamin B6, EFA’s,, vitamin A,  vitamin E, zinc picolinate

Symptom Based (Nat RX) 

For Infantile SD:

· Biotin: give 1mg day to breast feeding mother  (Lendon Smith). Biotin has been used to treat seborrheic dermatitis of infancy ("cradle cap"). Some doctors recommend 10 mg of biotin per day for adults with seborrheic dermatitis, but no studies have been do. However, biotin biotinidase impairment  can be a problem in PKU children resulting in biotin deficiency and SD.
 

· Vitamin B6 100 mg day to breast feeding mother. (Lendon Smith)

· B Complex 100 mg day to breast feeding mother (Lendon Smith)

· Calcium: 500 mg day to breast feeding mother (Lendon Smith)

· Zinc picolinate  30 mg day to breast feeding mother (Lendon Smith)

· Manganese:  mg day to breast feeding mother (Lendon Smith)

· Mother should avoid food allergies: especially cow’s milk, sugar, and white flour. (Lendon Smith)
Seborrheic Blepharitis: 

· Johnson’s Baby Shampoo: Apply diluted shampoo with  a cotton swab (Traub 1984)

SD of Ear Canal: 

· 5-10% Ichthyol ointment: apply qd (Traub , 1984)
Generalized Adult Tx:

TOPICAL

· Pyridoxine gel: 10-50 mg pyridoxine/g, qid (Doxigel).  Apply daily until lesions resolve. (Gaby, Jones, 2000).  Pyridoxine deficiency increases the viscosity of ground substance, which in turn increases inflammatory reactivity of the skin leading to SD.  However, this ground substance viscosity also provides a protective effect against skin tumors.
 In an uncontrolled trial, lesions typically resolved in 5-21 days. Maintenance therapy was usually necessary.

· Selenium Sulfide shampoo 2.5% (prescription): Apply and rinse 3x leaving last application on for 5 minutes. Repeat 2 x week for 2 weeks then 1 x weekly. WARNING: can cause burns and conjunctivitis if it gets in the eyes. Do not use on broken skin. Also available OTC by Aveda and Aubrey Organics.  Must be used more frequently. (Traub, 1984)

· Coal Tar, sulphur, or salicylic acid gel 0.5-5.0%: apply qd (Traub 1984)
· 2-3% sulphur cream: apply bid (Traub, 1984)
· Chamomile or Cantharis shampoo: add 10-60 gtt per 1 oz of shampoo; rinse with hot cider; soak hair in saturated solution of NaCl for 10 minutes and rinse. (Bastyr)

· Tea Tree Oil: For anti Pityrosporum ovale action.  Either in shampoo or as diluted oil. (Jones, 2000)

INTERNAL

· Homeopathy:  Nat. Mur. (Bastyr), Agar, Am.mur.,Bry, Cal. Acet., Calc, Chel, Colch, Hydr, Kali Brom, Kali Mur, Kali sulph, Kreos, Merc viv, Mez, Nat ars, Nat m, Nit ac, Petr, Phos, Selen, Sep, Sulph, Vinca. (Traub, 1984)  Lilienthal:  Calc iod, Sil;  of face: Con, Iod, Psor;  of gentials: Lyc, Merc c, Merc  s, Plumb acet, zinc ac 

· Vitamin B6: 100-200 mg qd. Check for pyridoxine depleting  antimetabolite RX usage. i.e. antimalarials (Jones, 2000)

· B Complex: 100 mg qd.  Vital to correct fatty acid metabolism which may be impaired in SD. (Jones, 2000)

· Vitamin B12, IM 10-30 (g q 1-3 weeks for 2-3 injections, maintenance injections as needed q 2-3 weeks. Uncontrolled trial: was reported to be helpful for some patients

· Zinc Picolinate: 40 mg qd.  For androgen regulation.  Also for to be deficient in many SD patients.  (Jones, 2000)

· Flax seed oil: 1 TB qd. (Jones, 2000)

· Vitamin A:  300,000 IU

Symptom Based (Synthetic RX)

· Zinc Pyrithrone Shampoos (Head and Shoulders): For minor cases. Use daily
· Selenium Sulfide Shampoos: Apply and rinse 3x leaving last application on for 5 minutes. Repeat 2 x week for 2 weeks then 1 x weekly. WARNING: can cause burns and conjunctivitis if it gets in the eyes. Do not use on broken skin. 
· Ketoconazole Shampoos: Use as directed.

 

High Force Interventions 

· N/A

COMPLICATIONS/REFERRAL GUIDELINES 
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STASIS DERMATITIS

DESCRIPTION AND ETIOLOGY

Chronic, non-inflammatory edema of the lower leg accompanied by a cycle of scratching, excoriations, weeping, crusting, and inflammation usually secondary to peripheral vascular disease. 

Risk factors include: atopy, itch-scratch cycle, trauma, DVT Hx, pregnancy HX, prolonged medical illness, obesity, secondary infection, low protein diet, old age (due to loss of tissue tone), female 4X male, loss of muscle mass

Pathophysiology:

Venous incompetence causes increased hydrostatic pressure and capillary damage with extravasation of red blood cells and serum resulting in inflammatory eczema. Fibrin deposition around the capillaries secondary to the inflammation may result in tissue hypoxia, sclerosis and necrosis with ulceration.

SIGNS AND SYMPTOMS


Chronic, pruritic eruption of the lower legs preceded by edema and swelling. There is often a history of thrombophlebitis, varicose veins and pitting edema. Peripheral pulses are intact.  Lesions have brownish hemosiderin-induced hyperpigmentation, dull erythema, petechiae, thickened skin, scaling, and/weeping most commonly on the medial malleolus. Legs may feel heavy, tight, and tired with chronic edema.

PE AND LAB

   Essential: vitals, skin, lymphatic, CV (peripheral vascular)

   Other systems: all systems of elimination (renal, pulmonary, urinary, psycho-emotional)

   Lab: culture ulcer base or prurient crusted areas to determine if secondary infection is present.

   Imaging: Skin perfusion pressure can be read using an infra-red photoplethysmograph (Guillot B., 1988).

DDX (ICD-9-CM 454.1 Stasis dermatitis)

Contact dermatitis, Superficial fungal infections, Bacterial cellulitis

TREATMENT
Determinants of Health (Re-establish the basis for health)

· Ensure maximal hydration
· Encourage weight loss if overweight 
· Reduce edema via leg elevation, compression stockings (Jobst) or wraps, avoid prolonged standing still
· Stress staying active to keep circulation and leg muscles in good condition. Walking is ideal
· Avoid scratching
· Lubricants when dermatitis is quiescent
· Avoid wearing clothes with tight belts or elastic waist bands
· Correct nutritional deficiencies:


Diet of whole, unprocessed foods high in whole grains, legumes, vegetables, fruits, nuts and seeds


Increase consumption of dietary flavonoids (berries, dark leafy greens, legumes, green tea, and citrus fruits)


High potency multiple vitamin and mineral

                Supplement vitamin A, E, zinc and carotenes (Rojas, 1999)

Stimulate the Vis Medicatrix Naturae

· Hydrotherapy: constitutional hydrotherapy

· Homeopathy:  Acetanilidum (third potency), Apis, Argentum Mettalicum, Aristolochia milhomens (low potency), Bovista (third to sixth potency), Medorrhinum (high potency) (Boericke, 1996)

Correct Structural Integrity
· Wet compresses with cooling pastes for oozing and crusting lesions

· Pelloid peat pack applied to local area

· Local contrast hydrotherapy

· Bipolar EMS (Hayes, 1993)

· High Volt Pulsed Galvanic (Hayes, 1993)

· Iontophoresis with Zinc (Hayes, 1993)

· Shortwave diathermy (Hayes, 1993)

Tonify Systems

· Skin and connective tissue repair: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

· zinc, 30 mg, 2-3 times daily for 3-4 weeks Stasis ulcer (d/t poor venous return in the legs, sickle cell disease) (Gaby, 2000) 

Symptom Based (Nat RX)

Oral

· Hydroxyethorutoside bioflavonoids (900-1500 mg QD) for chronic venous insufficiency (MacLennan, 1994) and (Bergquist D, 1981)
· Flavonoids (500 mg BID) to increase skin perfusion pressure (Guillot B., 1988)

· Aesculus hippocastanum, Ruscus aculeatus, Centella asiatica, Hamamelis virginiana and bioflavonoids for improved microcirculations, capillary flow, increased vascular tone and to strengthen the connective tissue of the perivascular amorphous substrate (MacKay D., 2001)

· Aesculus hippocastanum (Horse Chestnut) Seed Extract (50 mg escin BID) for venous insufficiency (Diehm C., 1996)

Topical
· Frequent application of Hamamelis virginiana (Witch Hazel) cream, poultice or compress for varicose veins (Alschuler, L., 1997)

· Symphytum officinalis (Comfrey) fomentation, poultice, ointment, creams, lotion, compress, wash, bath for wound healing, connective tissue normalization, and immune response (Alschuler, L., 1997)

· Silver-zinc-allantoinate (creamed (AZAC 1%) for chronic cutaneous ulcers (Margraf HW, 1977)

Symptom Based (Synthetic RX)

Topical triamcinolone 0.1% or betamethasone valerate 0.1% steroid cream/ointment TID for severe inflammation

Topical antipruritics (pramoxine, camphor, menthol, doxepin)

Systemic Antibiotics if cellulitis is present

Unna’s paste boot (zinc oxide gel)

High Force Interventions

Inpatient vein stripping or skin grafts

COMPLICATIONS/REFERRAL GUIDELINES

Secondary bacterial infections

Deep vein thrombosis

Bleeding 

SCC in edges of long standing ulcers

Scarring which aggravates compromised blood flow
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Scaling Papules, Plaques and Patches

Pityriasis Rosea 
DESCRIPTION AND ETIOLOGY

Pityriasis rosea means “rose colored, bran-like scale”.  This is a self-limiting, acute, inflammatory dermatosis manifesting in slightly elevated scaling patches, papules, and plaques mainly located on the trunk.  It is almost always preceded by a larger, single scaling plaque called a “herald patch”.  The etiology is currently unknown although it has been postulated that it is linked to a virus.  However, the disease is not contagious and no organism has been isolated.  The incidence is relatively common and usually occurs in children to young adults ages 10-35. In temperate climates, occurrence is highest in spring and autumn.

Pathophysiology:
The rash is mediated by a type IV hypersensitivity reaction.   There is a hypothesis that a virus triggers this reaction because there is a greater incidence of URI preceding pityriasis outbreak than in controls. 

Course:
Remission should occur in 6 to 12 weeks.  Lesions that persist past 6 weeks should be biopsied.  Reoccurrences are uncommon.

SIGNS AND SYMPTOMS 

· 80% of patients with full rash will have evidence of a “herald patch”.  This is an oval, slightly raised plaque 2-6 cm in diameter.  It is bright red to salmon pink and has a “collar like” scale around the periphery. It can easily be mistaken for Tinea corporis (ringworm).

· Rash appears 3-14 days after the outbreak of the herald patch. The lesions are exanthemous, oval to tear drop shape, maculopapular, and red, scaling eruptions.  They are usually dull pink to salmon colored. Pinpoint bleeding w/ scraping.

· Lesions appear mostly on the trunk, in centripetal distribution parallel to the ribs and radiating away from the spine.  The long axis of the lesions follows the lines of cleavage in a “Christmas tree” pattern.  The lesions can also appear on the proximal extremities.  In children and atypical cases it may also present on the face with or without a herald patch.

· Pruritis is absent in 25%, moderate in 50%, and severe in the other 25%.

· Rash is self limiting, disappearing, on average, in 4-8 weeks.

· Atypical Pityriasis rosea can present with vesicles, pustules, or purpura.  

· Reoccurrence uncommon occurring in 2%
· Systemic symptoms rare.  
· In Blacks (1( papular w/ little scaling.
PE AND LAB
Essential: Vitals, Skin, HEENT, Respiratory
Lab: The diagnosis is usually clinical.  Biopsy is rarely performed unless clinician is concerned with parapsoriasis.   Histopathologic changes seen in pityriasis are: focal parakeratosis, mild hyperkeratosis, minimal acanthosis, focal spongiosis (intracellular edema), and moderate dermal inflammatory infiltrate.

Serologic test to R/O secondary syphilis: Especially if the patient presents with lesions on the palms, distal extremities or with no herald patch.  Atypical Pityriasis presentation should ALWAYS warrant a serologic test for syphilis.

DDX (ICD-9-CM Pityriasis Rosea)
Drug eruption: Usually more erythematous, confluent, less scaling and more pruritic

Guttate Psoriasis: explosive onset usually on the trunk, scale is thicker and more silvery, course prolonged

Tinea corporis: Usually less lesions, follows no set distribution, varies in size and shows central clearing DDX w/ skin scrape and KOH prep, look for hyphae 

Pityriasis lichenoides chronica:  Rare disorder, lesions are chronic 

Secondary syphilis: lesions on the palms, distal extremities and never a herald patch. PMH of a chancre

Lichen Planus:  More purple in color 

Mycosis fungoides:  Cutaneous T-cell lymphoma

TREATMENT 

Determinants of Health (Re-establish the basis for health) 

· Explain to the patient that the disease is non-contagious, will resolve on its own within 2 months, and rarely reoccurs. (Traub, 1984)

Stimulate the Vis Medicatrix Naturae 

· Constitutional Hydrotherapy:  To hasten a possible clearance of viral trigger (Jones, 2000)

· Constitutional Homeopathy: With Pityriasis like skin signs as a major rubric  

Correct Structural Integrity 

· UVB light therapy:  possibly accelerates lesion clearing.  5 consecutive exposures, starting with 80% of the minimum erythema dose and increasing by 20% each exposure. A clinical trial with 17 patients given unilateral UVB phototherapy for 2 weeks showed substantial reduction in the severity of lesions by third the third treatment.  However, follow up after the trial was conducted showed no difference between the treated and untreated sides and no difference in pruritis. J Am Acad Dermatol 1995 Dec;33(6):996-9

Tonify Systems 

Immune:

· vitamin C:  up to 10 g per day in divided doses.

· Antiviral botanicals: Echinacea, Allium sativum, Lomatium isolate, Larrea tridentata, Glycyrrhiza, Euphrasia, Sambucus, Ligusticum porteri 

· Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea

· Bovine Colostrum 

Review article: The author’s review 26 controlled clinical trials concerning the immunomodulating properties of Echinacea and concluded that compounds containing Echinacea can be effective immunomodulators. Melchart D et al., Immunomodulation with Echinacea – a systematic review of controlled clinical trials. Phytomedicine 1994; 1:245-54 

Review article: Garlic consumption or administration may be beneficial in fighting a broad range of infectious agents. Koch HP, Garlicin – Fact of fiction? Phytother Res 7:278-80, 1993 

Skin: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

Symptom Based (Nat RX) 

Oral

· Homeopathy:  Kali-P, Ars, Phos, Sulph (Bastyr, Traub, 1984), 

· Vitamin C: 500 mg tid for immune boost (Jones, 2000)

· Hesperidin & Catechin:  (Jones, 2000)
· Synergist C:  Contains vitamin C, Baptisia, Echinacea, and flavinoids for immune (Jones, 2000)
TOPICAL

· Berberis aquafolium/ Echinacea: topical tincture aa qd  (Bastyr, Traub, 1984)

· Starch or Oatmeal Bath: Add ½ cup to bath. Soak for 10-15 min. qd in lukewarm water to control pruritis (Traub, 1984)

· Calendula lotion:  soothe and ease pruritis. Apply bid  (Jones, 2000)

· Symphtum cream or gel: apply bid (Jones 2000)

· Aloe vera gel or lotion: apply bid (Jones 2000)

Symptom Based (Synthetic RX)

TOPICAL

· Moisturizers: apply prn 
INTERNAL

· Antihistamines:  Benadryl 50 mg qid, Atarax 10-25 mg qid, Zyrtec, etc.

HIGH FORCE INTERVENTIONS

COMPLICATIONS 

Rarely post inflammatory hypo/hyperpigmentation.  This will usually resolve slowly over time.   
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Psoriasis

DESCRIPTION AND ETIOLOGY 

A common, recurring inflammatory skin condition characterized by frequent episodes of redness, itching, and thick, dry, silvery scales on the skin.  Psoriasis is very common, with approximately 3 million Americans affected (or about 8 out of 10,000 people). It can appear suddenly or gradually. It may affect any age but most commonly begins between 15 to 35 years old. It occurs most frequently in Caucasians. Psoriasis is characterized by frequent episodes of recurrences and remissions. Psoriasis is not contagious.
 
Psoriasis seems to be an inherited disorder, and it appears to be related to the immune or inflammatory response. It is most commonly seen on the trunk, elbows, knees, scalp, skin folds, or fingernails, but it may affect any or all parts of the skin. 


Psoriasis may be aggravated by injury or irritation (cuts, burns, rash, insect bites), and it may be severe in immunosuppressed people (such as with chemotherapy for cancer, or with AIDS) or those who have autoimmune disorders (rheumatoid arthritis).  Injury may be causing kevnarization, a overgrowth of a protective barrier.  Medications (or widthdrawal as with corticosteroids), viral or bacterial infections (such as post group A (-hemolytic Strep in children), excessive alcohol consumption, obesity, lack of sunlight, overexposure to sunlight (sunburn), stress, general poor health, cold climate, and frequent friction on the skin are also associated with flare-ups of psoriasis. Lesions tend to improve with sunlight.

Course: Usually gradual onset ( remission/recurrence pattern.  Arthritis is progressive. 

Morphology: 

Guttate Psoriasis:  tiny macules and papules

Pustular

Plaque

Pathophysiology:

Normally, skin cells (primarily keratinocytes) take about a month for new cells to move from the lower layers of skin up to the surface. In psoriasis, this process takes only a few days, resulting in build-up of dead skin cells and formation of thick scale. Alteration of the keratinocytes cell cycle is associated with a deviation in the balance between the internal cell controls cAmp, and cGMP. 


Increased levels of cGMP are associated with increased cell proliferation, which is found in psoriasis while cAmp is associated with increased cell maturation and is typically decreased in psoriasis, thus a hyperproliferation of immature epidermal cells is occurring.  The rate of cell division is 1,000 times normal, greater than the rate of proliferation in squamous cell carcinoma.  Uninvolved skin in patients with psoriasis proliferates at a rate 2.5 times that in non-psoriatics.  


Polyamines inhibit the formation of cAMP, inducing proliferation.  Arg and Orn residues are metabolized by colonic bacteria leading to the formation of  putrescine and cadaverine.  Inhibitors of bacterial decarboxylase, which converts amino acids to poyamines,  include vitamin A and berberine alkaloids. 


Endotoxins, including cell wall elements of colonic flora, IgE /IgA immune complexes, increase cGMP levels. Severity and response correlate well with level of circulating endotoxins. 


A genetic error in mitotic control is present as demnostrated in HLA-B121, HLA-B16, HLA-B17.  36% of psoriasis patients have a family history.


According to Herb Joiner-Bey ND, vitamin A and zinc deficiency; GSH inactivity with low blood Se; commonly underly this condition.  He also notes that severe psoriatic patients have low serum 1,25-dihydroxy cholecalicferol. 

Liver function and psoriasis


The liver detoxifies endotoxins.  ETOH worsens psoriasis by increasing toxin absorption by damaging gut mucosa and impairing liver biotransformation function.  Silymarin inproves liver function, inhibiting inflammation and recues excess cellular proliferation.  Silmarin protects the hepatocyte membrane from damage by endotoxin, which is enhanced by binding to phosphatidyl choline.  

Omega 3 Fatty Acids:
Celluslar free arachidonic acid and 12-HETE (LOX metabolite) are in quantities 250 (AA)and 800 (12-HETE) times than univolved tissue (there is an unidentified intrinsie inhibitor of cyclooxygenase as everything is shunted to lipoxygenase as in asthma.  Thus COX inhibitors such as ASA, NSAIDS, may exacerbate psoriasis).  Trauma releases free arachidonic acid.  12-HETE stimulates 5-LOX.  This pathway inhibited by EPA and glutathione peroxidase.  

Modifiers of 

PLA2: glycyrrhiza, quercetin, curcumin

COX 1:  EPA

LOX:  Zingiber, EPA, vitamin E, curcumin, quercetin, Boswellia

Signs and Symptoms
Psoriasis usually involves scalp, extensor surfaces, sacral area, buttocks, penis, nails, eyebrows, axilla, umbilicus, anogenital area; occasionally generalized.  Pruritic lesions usually sharply demarcated, ovoid, red plaques/ papules covered w/ overlapping thick, silvery, shiny, slightly opalescent scales that shed easily.  Papules sometimes extend/coalesce to produce larger plaques in annular/gyrate patterns  Heal w/o scarring, but may crack and become painful.  Nail involvement (30-50%) includes stippling, pitting, graying, discoloration.  Psoriatic arthritis (RF neg.), especially distal interphalangeal joints, affects a small % of pts. and may be as crippling as RA. Eye burning, itching, discharge or increased tearing can also occur.
PE AND LAB

   Essential: Skin and lymphatic

   Other systems: GI, Immune

   Lab: Rheumatoid factor is usually negative; leukocytosis; increased ESR; fungal studies may demostrate a superimposed infection; Uric 


acid increased in 10-20%; anemia, B12, folate and iron deficiency may be present; ox-indican panel (Biologics) for putrefied amino acids 


(indicans).
DDX (ICD-9-CM 696.1 Psoriasis) usually based on the appearance of the skin. 
Atopic dermatitis

Candidiasis or fungal infection

Cutaneous Lupus Erythematosus

Cutaneous T-cell lymphoma -papules in annular/gyrate patterns more than psoriasis

Eczema-  oozing, crusting

Lichen planus

Lichen simplex chronicus

Pityriasis rosea

Reiter’s syndrome

Seborrheic derm.- greasy vesicle

Secondary or tertiary syphilis

Squamous Cell Carcinoma

Tinea corporis

Tinea unguium- no stippling

TREATMENT

Determinants of Health (Re-establish the basis for health)

· Determine Food allergies

· Eliminate refined sugar and alcohol.

· Identify and avoid allergenic foods:  gluten sensitivity appears to be relatively common in patients with psoriasis
· Eat a well-balanced diet high in carotenes which decreases cGMP activity (Mitchell, 1997)
· Improve digestion of proteins HCl, pancreatic enzymes.

· High fiber diet- fiber binds toxins for excretion.  Smilax sarsaparill (saponins) binds toxins (80% patients have demonstrated benefit).

· Obtain adequate rest and exercise; treat respiratory and other infections promptly. Flare-ups decrease with maintaining good general health 
· Maintain good skin hygiene to prevent secondary infections Daily baths or showers are recommended. Avoid harsh scrubbing, which can irritate the skin and cause new outbreaks.
· Increase Hydration, Sunlight, Ocean air
· Stress reduction- meditation, yoga, Tai Qi

Stimulate the Vis Medicatrix Naturae

Acupuncture

Constitutional Homeopathy:  Psorinum, Sulphur, Thuja, Tuberculinum.  (Dr. Traub)
Constitutional Hydrotherapy

Correct Structural Integrity

· Linseed oil with ultrasound

· Oil of Bergamot topically with limited UV (15 min) to sensitize skin - will become hyperpigmented, then fade

· UVA, UVB light

· Oatmeal baths may be soothing and may help to loosen scales. Commercial preparations may be used, or mix one cup of oatmeal into a tub of warm water.

Tonify Systems

· Fish oil, 1-3 T qd (20-30 ml) reduced the severity of psoriasis in some controlled studies, but was ineffective in others. Balance with 

         vitamin E.

· Flaxseed oil, 1-3 tablespoons per day has produced positive results in some cases (clinical observation – Gaby AR, and others). Balance with vitamin E.

· Vitamin D, 1,25-dihydroxy vitamin D3 :  oral or topical; calcipotriol:  topical; 1-(-hydroxyvitamin D3:  oral or topical; rocaltrol:  pharmacological  drug form.  Uncontrolled and controlled trials:  Each form has been found to be successful.  80% success rate.  Review studies before using.  Monitor  urinary and serum calcium to avoid development hypercalcuria or hypercalcemia.  Urinary calcium rises first:  measure calcium over 24 hrs or a morning collection comparing calcium with creatinine (for the latter test standardize the meat in the diet the day before the test).  (See PDR for limitations)

· Fumaric acid esters have been used sucessfully for cases of extensive psoriasis.  However, this treatment must by monitored closesly, as it has been associated, on rare occasions, with liver or kidney failure.  Fumaric acid esters may also cause reactive hypoglycemia and flushing.

· Anti-fungal medications appear to be helpful in some cases (clinical observation – Gaby AR, and others).

· Zinc picolinate 30mg 1-3X/d 

· Betaine plus HCI 
· Pancreatin- enhances absorption of fat-soluble nutrients, and zinc 

· Cysteine 500 mg qd, work up to 500 mg bid (take w/ Selenium, Vit E)

· Selenium 200 mcg qd (take w/ Vit C)

· Botanical Medicine

· Momodica chirantia (Bitter melon) decreases cGMP (Michell, 1997)

· Gingko biloba and Zizyphus jujube (Jujube) increases cAMP (Mitchell, 1997)

· Coleus forskohlii

· Scrophularia nodosa tinct. 1-3 ml, locally 

· Juglans cinerea tinct. 1-20 gtts; locally

· Taraxacum 60 gtts tid w/ Matricaria tea - 1 cup/day x 6 months

· Silybum, Smilax - liver support

· Liver detox: Silybum marianum, Equal parts of Rumex, Dulcamara, Bitis Hed., Scrophularia: 1 dropperful TID (Dr. Traub)

Symptom Based (Nat RX)

Oral

· Hydrastis canadensis: Antimicrobial to reduce secondary infections

Topical Treatments

· Aloe vera Wash with equal parts of Hamamelis, Hydrastis, and Zingiber (Dr. Traub)

· Capsicum frutescens

· Matricaria chamomilla 

· Thymol topically (Shook)

· Alticort topically (Phytopharmica)

· Topical Glycyrhiza and Matricaria 

Symptom Based (Synthetic RX)

Oral or injected 

· retinoids 

Topical: 

· Dandruff shampoos; coal tar shampoos; corticosteroids; lubricants; antifungals medications; Abx; Phenol; NaCl 

· Other ingredients: anthralin paste, Psoralen (8-methoxypsoralen).

· 1,25 dihydroxyvitiamin D3 (topically) 

High Force Interventions

Immunosuppressive medications (such as corticosteroids, cyclosporine or methotrexate) may be prescribed, but only in very severe cases

COMPLICATIONS/REFERRAL GUIDELINES
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Vessicluar and Bullous Diseases

Pemphigus Vulgaris

DESCRIPTION AND ETIOLOGY

Pemphigus Vulgaris is a serious autoimmune disease involving large painful bullae of the skin and mucous membranes.  

Epidemiology
It is relatively rare occurring in 1 out 100,000 people, primarily in middle age to older patients 50-70 yrs.  It has a predilection for those of Jewish or Italian ancestry (Traub, 1984).  It is often fatal unless it is treated with immunosuppressive therapies.  Co-manage these cases with a dermatologist. 

Pathophysiology: 

· This is autoimmune process against surface glycoproteins in the epidermis.  Antibody complexes (IgG) activate serine proteases, which lead to loss of normal cell-to-cell adhesion just above the basal layer.  This separation of the epidermis allows for bullae formation.

· Untreated, morbidity and mortality are high due to high rates of secondary bacterial infection, hypoproteinemia, electrolyte imbalance and starvation (from painful mouth lesions). 

· With treatment, the mortality rate is 8-10%, mostly due to side effects of the immunosuppressive therapies. 

SIGNS AND SYMPTOMS 

· Usually presents with painful mouth lesions that usually do not fully progress to bullae.  Oral lesions are painful and tender.

· Flaccid, easily ruptured vesicles and bullae emerge on the skin weeks to months after mouth lesions. They are skin colored, round to oval in shape and discrete. Skin lesions are painful and burning.  Multiple erosions are apparent from ruptured blisters that bleed easily. Pruritis is not present.

· Nikolsky’s sign: pressure applied to the bullae laterally will result in dislodgment from the dermis and the blister will laterally extend over unaffected skin.

· Constitutional Sx of weakness malaise and possibly weight loss if mouth is severely affected.

· Most common sites: scalp, face, chest axillae, groin, umbilicus

HX, PE AND LAB

History: Pt. usually presents with painful lesions on the oral mucosa.  Skin lesions can show up weeks to months later. These may be localized for 6-12 months.  Bullae occur following this period.  Acute generalized bullae do occur but at a much lower frequency.

PE Essential: Vitals, Skin, HEENT (look for epistaxis, hoarseness, and dysphagia)

Lab: Dermatopathohistology: loss of intercellular cohesion in lower part epidermis, acantholysis (separation of keratinocytes), and bulla that split just above the basal layer

Immunofluorescence (IF): Direct (skin sample) staining shows linear deposits of IgG and complement C3 at the epidermal/dermal junction.

Serum Autoantibodies (IgG) directed against 130-kDa glycoprotein (cadhedrin), detected by indirect (serum) immunofluorescence. 

DDX (ICD-9-CM 694.4 Pemphigus vulgaris)
Bullous pemphigoid, 2nd degree burn, Sweet’s syndrome

TREATMENT 

Determinants of Health (Re-establish the basis for health) 

· Co-manage these cases with a dermatologist.  PV can be fatal.

· Follow General Anti allergenic/histamine Naturopathic Protocol:  Avoid food allergies, Consume green tea, Consume diet high in bioflavinoids especially Quercetin, Vitamin C, Hesperidin Methyl Chalcone.
Stimulate the Vis Medicatrix Naturae 

· N/A

  

Correct Structural Integrity 

· Cleansing Baths: use 1 cup full of oatmeal in a clean sock in a tepid bath. Soak for 20-30 minutes.
· Wet Dressings: apply directly to lesions. Use Calendula and Urtica succus (Traub, 1984)
Tonify Systems 

Gastrointestinal (One of the most important systems to work with in any autoimmune condition) 

· Lactobacillus acidophilus: Proper bowel flora necessary for biotin production.  
· Elimination Diet: To ID food allergies and sensitivities
· HCl Granules: For proper absorption and assimilation
Immune (to make mast cells less reactive)

· Vitamin C: 3-10 grams per day

· Quercetin:

· HMC:

· Catechins: Tinctures or teas of Camellia sinensis and/or Cratagous oxycantha  (inhibit histadine decarboxylase)

· Borage oil: 250 mg bid cc 

Skin 

· Consider skin integrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc

· PABA 18-24 g/day
Uncontrolled trials:  Reportedly helpful

Symptom Based (Nat RX) 

· Bromelain and other proteases: take very high dose on an empty stomach to digest antibody complexes (Abdullah, 1999)
· Homeopathics: Cantharis 30x, Apis 30x, Rhus tox 30x, Croton tig 30x (Jones, 2000)
· Topical Juglans Root herbal infusion (Limco, Traub, 1984)
· Alticort Topical application qid
· Isocort by Bezwecken 1 pellet/kg body wt. qd dd until bullae are negative for Nikolsky’s sign.  Taper to ½ dose until lesions are almost cleared.  Taper slowly until patient is on an adequate maintenance dose (NOTE: do not use in conjunction with Prednisone or other immunosuppressive therapies)
· Herbal Tincture of Beuplurum and 

Symptom Based (Synthetic RX)

· Topical Steroids: Amcinonide, Betamethasone dipropionate, Desoximetasone, Fluocinonide, Halcinondide

· Antibiotics: use C&S to ID organism and proper antibiotic to combat secondary bacterial infections.

· IV electrolyte replacement: lactated ringers, or normal saline with K+, Ca++, and Cl- adjusted according to serum electrolytes readings.

High Force Interventions 
· Steroids: Prednisone 2.0-3.0 mg/kg body wt. Until cessation of new blister formation and negative Nikolsky’s sign.  Taper dose to half until patient’s lesions are almost resolved. Slow taper to a minimal effective maintenance dose

· Azathioprine: 2.0-3.0 mg/kg body wt. until complete resolution. Taper to 1 mg/kg.

· Methotrexate: PO or IM of 25-35 mg/ week.  Taper as lesions resolve.

· Cyclophosmamide:  100-200 mg qd with reduction to maintenance dose of 50-100 mg qd

· Plasmaphereisis: Manually reduces Ab titers by filtering blood.  Use in conjunction with corticosteroids and immunosuppressive Rx in poorly controlled patients.

· Gold Therapy: use in milder cases. Initial dose of 10 mg IM followed by 25-50 mg gold thiomalate IM q 1 week.  Max dose: 1 g/week

COMPLICATIONS GUIDELINES 

· Secondary bacterial infections, electrolyte imbalance and cachexia can be life threatening in the case of PV.  Always co-manage with a dermatologist. 
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Pustular Diseases

Acne Vulgaris

DESCRIPTION AND ETIOLOGY
 Acne vulgaris is a common skin disorder with inflammation of the pilosebaceous glands, the glands responsible for producing oil for the hair.

Pathophysiology:


Acne vulgaris is the ost Common skin problem and is more common in males.  It is due to androgenic stimulation leading to increased size of pilosebaceous glands and increased sebum. 
Androgens control sebum secretion, worsen follicle hyperkeratinization.  Endocrine disorders that increase andorgens induce acne sicj as idiopathic adrenal androgen exess, 32-hydroxyuala, PCOS, free testosterons, DHEA, deficient SHBG.  The skin of acne patiens has greater activity of 5-(-reductatse causing an local increase in DHT.


Hyperkeratization of the upper portion of the follicle blocks the pore leading to dialtion and thinnig.  Dried sebum, flaked skin, and bacteria collect in skin pores, forming a comedo, which blocks sebum from flowing from the hair follicles up through the pores. If the blockage is incomplete, a blackhead (open comedo) appears; if the blockage is complete, a whitehead (closed comedo) appears. Bacteria grow in the plugged pores and break down some of the fats in the sebum, further irritating the skin.  Normal skin flora hydrozye sebum tritgylcerides into free fatty acid lipo-peroxides leading to inflammation.


Sebum composition includes triglycerides, cholesterol esters, waxes and fatty acids 

Sebum drains to skin surface via pilosebaceous canal and is an excellent growth medium for Propionibacterium acnes.  

In pre-puberty, sebaceous follicles are inactivated lobulated glands that become active in puberty and empty into pilosebaceous canal.  Pilosebaceous glands are most dense on face, back and chest .  Post pubertal sebaceous follicles have increased sebum production secondary to increased androgen production.

Non-inflamatory 

· Open Comedones (Black heads) -Combination of sebum and keratin with the black color coming from melanocytes; 

· Closed Comedones (White heads)-Block pilosebaceous canal which encourages anaerobic bacteria to grow such as Propionibacterium acnes fueling the inflammatory process. 

Inflammaotry:  red papules, pustules, cysts


Propionibacterium acnes bacteria colonizes in the sebum and secrete a lipase that hydrolyzes sebum, converting Triglycerides into free fatty acids which fuel local irritation progressing to inflammatory lesions.


When inflamed, pimples project down into the underlying skin and pus-filled cysts appear that may rupture and develop into larger abscesses. This condition is called deep acne.

It is more likely to occur in younger age groups and is more prevalent in males. The most strongly associated conditions are testosterone levels and intake of "greasy" foods, primarily trans-fatty acids.  

Percentage of Men and Women Who Have acne by Age Group: 

85%   12-24years

8%     25-34 years

3%     35-44 years

Eitiological Factors:

corticosteroids, halogens, isonicotinic acid, dipheydantoin, libthium carbonate, coal tar produces, androgens, chloronated hydrocarbons.

Sugar insulin and Chromium:  


Insulin effective in some cases of acne as defective skin glucose tolerance and or insulin insensitivy appears to be involved. In fact, acne may be called “skin diabetes”.  

Male acne patient shave decreased RBC glutathione peroxidase that normalizes with E and Se.  

Acne in mena nd wmone improves with  E and Se due to inhibtion of lipid peroxide formation.  Other antioxidants may help.

Pantothenic acid:  acive in seht of choeland steroids.  Large doses?

Endotoxins have elveated copper zinc ratio ( tissue destruction

SIGNS AND SYMPTOMS

Open blackheads, closed whiteheads: papules and papulopustules with erythema or without inflammation which occasionally form nodules. Common locations are the face, neck, upperarms, trunk, buttocks

PE AND LAB

Essential: vitals, skin, lymphatic, other systems of elimination

Other systems: GI, endocrine

Lab: Consider hormones studies (free testosterone, which also can be high in ovarian carcinoma), FSH and LH, DHEA-S; consider glucose and insulin studies

Diagnostic Criteria: clinical observation   

ICD-9-CM 706.1 Other Acne

DDX 

Folliculitis- Staph. aureus, Pseudomonas, Pityrosporum

Rosacea

Perioral dermatitis

Furuncle-Staph abscess

Tinea spp.

Associated with: Polycystic ovary disease, Endocrine dysfunction, Irregular menses

TREATMENT

Determinants of Health (Re-establish the basis for health)

· Determine and eliminate Food allergies

· Dietary recommendations: 
· Decrease or avoid: Iodides and Bromides (limit foods high in iodine as thyroid hormone stimulates the metabolism of sebaceous cells), Alcohol, Dairy, chocolate, Trans-fatty acids, refined foods-sugar, oil based cosmetics, kelp, iodized salt, fasting
· Increase fiber consumption
· Increase Hydration
· High protein diet (44% protein, 35% CHO, 21% fat):  decreases 5( recutase activity, increased cP450 degradation of estradiol

· High CHO diet (10% progein, 70% ChO, 20% fat) has opposite effect.  Limitation of carbohydrates will have another effect of improving immunity

· eliminate trans-fatty acids and high-fat foods.

· Birth control pills can aggravate, or aggravation may occur with discontinued use
· Sunlight exposure

Stimulate the Vis Medicatrix Naturae

Acupuncture

Constitutional Homeopathy; Silica- persistent non-suppurating acne with no power behind it to suppurate; Abrot 1X- chief remedy for comedomes; Cic 3- around mouth and chin; Cinnib 3X- forehead hairline; 

Correct Structural Integrity

UV Light Therapy

Constitutional Hydrotherapy

Tonify Systems

Skin and connective tissue repair: EFA, Polyunsaturated fats, vit A, C, D, E, copper, zinc

GI: enzymes, flora, fiber, enterocyte repair, liver support

Symptom Based (Nat RX)

· Vitamin A, 300K IU qd for teenage women, 5 months;  400K IU qd for teenage men, 5 months, retinyl palmitate (water soluble form)  Possible to lower dose (100K-150K IU qd) if combined w/ vitamin E (800-1600 IU qd) for 3-5 months, then lower doses for maintenance
Lesions recur after discontinuation, but controlled w/ antibiotics. Monitor for signs of vitamin A toxicity. Although toxicity is uncommon when patients are monitored appropriately, high-dose vitamin A therapy should be reserved for severe or difficult-to-treat cases.  Vitamin A decreases sebum production and comedomes (high dose prevents keratinization) 

· Zinc, Zinc sulfate 220mg TID for 1 month or 30-50mg bid –tid  for 3 months followed by lower maintenance doses; balance zinc with copper. Zinc picolinate has 3x the absorption of sulfate- monitor for Fe-deficiency anemia .  Zinc  inhibits 5-( reductase and prolactin. Controlled trials

· Vitamin B6: 50-500 mg/day uncontrolled trial:  for premenstrual acne flares, may be used all month or from ovulation to menstruation, depending on the patient's response. Give as a separate supplement to get the full effect. B6 deficiency cause increase uptake and sensitivty to testosterone.
· Niacin and B-complex

· Vitamin E 600 IU/d: Vitamin E enhances transport and storage of vitamin A.
· Vitamin C
· Pantothenic acid:  10g QD in four divided doses x1-2 weeks

· HCL

· Lipotrophic factors

· Botanicals

· Sernoa repens:  For women with acne as a blocker of the conversion of testosterone to DHT. 

· Berberis Aquifolium 5-10 gtts TID

· Baptisia, Echinacea, Phytolacca, Arctium lappa, 

· Mentha piperita (alternating hot/cold packs)  (Traub, ND)

Topicals

· Carrot poultice

· Green clay mask

· Tree oil (5-15%)

· Azelaic acid (20%), apply once daily for 1 week then bid for 2 months to a year. Cardiovascular Research makes a product that is much cheaper than Rx form.  Azelaic acid is a 9 carbon fatty acid that occurs in wheat and some other foods. May sting with topical application and rarely may cause depigmentation. Treatment may be repeated if lesions recur. In controlled studies, topical azelaic acid was comparable in efficacy to topical tretinoin, benzoyl peroxide, and erythromycin, and to oral tetracycline.

· Cleansing daily with Calendula soap

· niacinamide topical 4% bid, Apply twice daily to affected areas.  Demonstrated to be as effective as or more effective than topical clindamycin in patients with inflammatory acne vulgaris

Symptom Based (Synthetic RX)

Noninflammatory: 

Trenitoin: not first line for most patients except possibly for nodulocystic acne.

Retin-A (topical) 0.025% cream 45 gram tube; 

Accutane (oral): 40 mg. #60 Side effects include mood and depression

Cleocin T lotion 60 cc bottle

Inflammatory: 

Tetracycline 500 mg. #100

Minocycline

Doxycycline

Septra:  not often used; associated with Stevens-Johnson Syndrome

Keflex

Zithromax

Erythromycin 500 mg. #100

Benzoyle peroxide 21%, 3 oz. tube
High Force Interventions

COMPLICATIONS/REFERRAL GUIDELINES

Uncontrolled cases can induce deep scarring. Severe cases may desire plastic surgery/skin grafts, especially in facial areas
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Acne Rosacea

DESCRIPTION AND ETIOLOGY

Rosacea is inflammatory disorder of the blood vessels and pilosebaceous units most often affecting the middle third of the face in middle age adults.  It has a chronic course and an unknown etiology.  Rosacea is characterized by papules and pustules present over a skin surface of marked erythema and telangectasia.  Facial flushing is due to increased capillary sensitivity to heat.  It was known as “acne rosacea” in the past, but it has been determined that it is a completely unrelated phenomena so the “acne” has been dropped. Overall incidence is greater in females.  Tends to occur with more frequency in people of Celtic and southern Italian ancestry.  Traub suggests an etiology of an underlying B complex deficiency.

Pathophysiology: 

· The pathogenetic mechanisms are presently unclear.  It has been suggested that actinic (solar) damage to vascular collagen support compromise the contractile properties of affected capillary networks.  This results in chronic vasodilatation and consequent erythema.  Other possible contributing factors are immune abnormalities suggested by immunoglobulin deposition between the dermal and epidermal layers.  Psychological stress may induce inflammatory metabolite production affecting vascular modulation.  The pustular component is thought to be similar in mechanism to acne vulgaris, that is, inflammation and rupture of the sebaceous gland lead to clogging of sebum.  

SIGNS AND SYMPTOMS 

· Usual onset starts with episodic flushing

· Round papules, nodules and pustules superimposed over erythemetous skin with telangectasia. Lesions are scattered and discrete.

· No comedones (differentiates from acne vulgaris)

· Disease affects the central third of the face: nose, cheeks, chin, and forehead. The lateral aspects of the forehead and cheeks are spared.

· Later on in pathogenic process, can see marked sebaceous hypertrophy and lymphedema causing disfigurement of the nose called Rhinophyma, enlargement forehead called Metophyma, swelling of the eyelids called blepharophyma, enlargement of the chin called gnathophyma, and cauliflower like disfigurement of the ears called otophyma. Disfigurement more common in males than females.

· Eye symptoms such as Blepharitis, conjunctivitis and episcleritis can be concomitant.

· ***Corneal ulcers can occur as a result of Rosacea keratitis.  This can result in scarring and vision loss.  Refer to ophthalmologist for co-management if suspect of corneal involvement. 

PE AND LAB
   Essential: Vitals, Skin, HEENT

   Lab: The diagnosis is usually clinical.  Biopsy is rarely performed.   Histopathologic changes seen in Rosacea are: vascular dilation, degenerative changes of the collagen and elastin fibers of the upper dermis. Moderate dermal inflammatory infiltrate with heavy granulomatous involvement as a foreign body reaction to ruptured pilosebaceous units (differentiates from acne vulgaris).  These granulomas can sometimes create a mistaken ddx of tuberculosis or sarcoidosis.

Bacterial culture: to r/o staph aureus

Heidleburg Test: for hypochlorhydria (Gaby, Wright, 1999)
DDX (ICD-9-CM Rosacea, (older ICD-9 manuals may have Acne Rosacea))
Acne vulgaris: may have comedones, not as pronounced erythema, no telangectasias, onset usually in adolescence, distribution is more varied.

Lupus eryethemetosus, Photodermatitis, Seborrheic dermatitis, Carcinoid syndrome: all contain a vascular component but none have pustules. 

Perioral dermatitis 

Staph Aureus Folliculitis: DDX with culture of pustule, no telangectasia

TREATMENT 

Determinants of Health (Re-establish the basis for health) 

· Prevention - Factors that may initiate Rosacea flare-ups (Wilkin, Nat.Rosacea)

Foods: liver, yogurt, sour cream, cheese (except cottage cheese), chocolate, vanilla, soy sauce, yeast extract (marmite), vinegar, eggplant, avocados, spinach, lima, navy or pea beans, citrus fruits, tomatoes, bananas, raisins, figs, hot spices (capsicum)

Beverages: alcohol including red wine, beer, bourbon, gin, vodka and champagne.  Hot drinks such as hot cider, hot chocolate, coffee and tea.

Emotional influences: Stress, Anxiety

Physical Exertion: intense exercise, “lift and load” jobs

Temperature related: saunas, hot baths, warm environments, and Bikram yoga

Weather: sun, strong winds, cold, humidity
Drugs: vasodilators (NO, amylnitrate, L-arginine), topical steroids

Medical Conditions:  frequent flushing, menopause, chronic cough, caffeine withdrawal

Skin Care Products: cosmetics containing alcohol, witch hazel or fragrances, acetone
· Mild exercise: Be careful not to induce sweating or vasodilatation (Traub, 1994)
· Eliminate Food Allergies: (Pizzorno, Murray, 1999)
· Diet high in vegetables: (Traub, 1994)

· Treat any presence of Helicobacter pylori: Some researchers have postulated that the flushing reaxn in rosacea is due to gastrin or other vasoactive substances increased by H. pylori infection.
,

Stimulate the Vis Medicatrix Naturae 

· Acupuncture: Tonify Li 5 and He 2.  (Traub, 1984)

Correct Structural Integrity 

· Colonics: (Traub, 1994) (Gaby, Wright, 1996)
Tonify Systems 

Gastrointestinal

· Betaine HCl with meals.  In patients with hypochlorhydria, according to some reports, approximately one-third of patients with rosacea showed evidence of hypochlorhydria;  in those patients, treatment with HCl resulted in improvement in the skin lesions. Start by talking 10 grains (1 cap) with meal.  Increase dose by 1 cap per meal until pt. Reaches 7 caps per meal or a warm sensation in the stomach region.  Back off this dose by one cap and continue to take that dose at average size meals.  Adjust dose for larger or smaller meals. (Gaby, 2000; Pizzorno, Murray, 1999)

· Brewer’s yeast.  Saccharomyces spp.  3-6  g/day with or w/o supplemental B complex vitamins uncontrolled trial:  administration was reported to be of benefit.  The theoretical effect may be due to an alteration of intestinal flora.

· Pancreas Extract (8-10 x USP): 350-500 mg ac (Pizzorno, Murray, 1999)
Skin

· Consider skin integrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats


    (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc

Symptom Based (Nat RX) 

TOPICAL
· Azelaic acid, 20% cream, apply to the affected areas twice daily for 3 months.
double-blind studies:  azelaic acid was significantly more effective than placebo and at least as effective as topical metronidazole.  The most common side effect was burning or stinging upon application.

· Calendula soap:  Apply bid  (Jones, 2000)

· Calendula succus and Hydrastis tincture: apply topically bid (Jones, 2000)


INTERNAL

· Homeopathy:  Carb-an (elderly and chilly) 6c sig 5 pellets sl bid, Lach (marked nose involvement) 12-30c 5 pellets sl qd, Arn (symmetrical) 12c qd, Sang. (burning and stinging, worse heat) 6c 5 pellets sl qd (Jouanny, Traub, 1984), 

· Vitamin A: 100,000 iu qd (Traub, 1984)

· Vitamin B12, Folic acid:  1000 mcg and 5 mg respectively IM (Gaby, Wright, 1996)

· B Complex (avoid niacin): 100 mg qd (Pizzorno, Murray, 1999)

· Vitamin B6: 50 mg qd (Traub 1994)

· Lactobacillus acidophilus: (Gaby, Wright 1996)

· Taraxacum, Echinacea, and Red Clover tea:   (Traub, 1984)
· Riboflavin: 50 mg qd (Gaby, Wright, 1996) 
Johnson L, Eckhart R. Rosacea Keratitis and conditions with vascularization of the cornea treated with riboflavin. Arch Opthalm 1940; 23: 899

Symptom Based (Synthetic RX)

TOPICAL

· Metronidazole gel or cream: 0.75% bid
· Topical erythromycin gel: apply qd 
INTERNAL  (in case of failed topical tx or severe dz) 

· Tetracycline:  1.0-1.5 g qd in dd until clear and then mantainence dose of 250-500 mg qd.

· Minocycline or Doxycycline: 50-100 mg bid NOTE: doxycycline is phototoxic. Use minocycline during spring and summer months.

· Isotretinoin: for Rosacea not responding to other ab’s or severe stage II disease.  0.1-0.2 mg/kg of body wt. po qd

 High Force Interventions 
· N/A
COMPLICATIONS 

· Ocular complications are the most severe of complications that can occur in a small percentage of Rosacea patients.  Keratitis is the condition that can lead to corneal scarring and vision impairment.  These patients should be co-managed with an ophthalmologist (mainly for liability purposes).  The main treatment for the keratitis is oral tetracycline, which is within ND scope in WA State.  

· Another complication of concern is the potential for facial disfigurement such as rhinophyma.  This often occurs with long-term stage III disease (See Fitzpatrick for staging).  ND’s may consider controlling disease process with higher force RX intervention if Naturopathic therapies are not working adequately.   
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Pigmentation Disorders

Pityriasis alba

DESCRIPTION AND ETIOLOGY

A chronic skin disorder characterized by one or more groups of poorly marginated, white patches and plaques that appear on the cheeks, neck and lateral arms of children and young adults (Dambro, 2000).

Pathophysiology:

The etiology is unknown. The affected area demonstrates functional defects in both hygroscopicity (ability to absorb) and water-holding capacity. Histological examination reveals irregular pigmentation by melanin of the basal layers, follicular plugging, follicular spongiosis (intercellular edema of the epidermis) and atrophic sebaceous glands. (Vargas-Ocamp, 1993). There is also evidence of superficial perivascular lymphocytic infiltrate (Martin, 1990). There is often an atopic history suggesting that pityriasis alba may be a form of post-inflammatory hyperpigmentation caused by mild atopic dermatitis (Lookingbill, 1993).

SIGNS AND SYMPTOMS

The early lesion is a mildly erythematous, slightly scaling patch with an indistinct margin.  Most often, only the subsequent lesion is seen, which is a 1-4 cm white patch with a fine powdery (“bran-like”/pityron) scale. In children, the face is most common area of involvement and may have one to several lesions. In young women, the upper arms are the most common location.  Rarely widespread involvement is seen (Lookingbill, 1993)

PE AND LAB

   Essential: vitals, skin, lymphatic, immune system

   Other systems: GI for allergies

   Lab: Not usually required. KOH to rule out secondary fungal infection

   Imaging: none

Diagnosic Critieria: Hx and PE
ICD-9-CM 696.5 Other and unspecified pityriasis

DDX 

Pityriasis versicolor (seldom facial involvement, KOH)

Vitiligo (sharp demarcation, complete depigmentation, lack of scale)

Milia (multiple, discrete small, uniform papules not associated with hair follicles)

Keratosis pilaris (discrete, keratotic, follicular papules)

TREATMENT
Determinants of Health (Re-establish the basis for health)
· Treatment is often not necessary as there is no known effective therapy

· Long term chronicity and permanent resolution during second or third decade of life

· Correct nutritional deficiencies: Diet of whole, unprocessed foods high in whole grains, legumes, vegetables, fruits, nuts and seeds, High potency multiple vitamin and mineral

· Avoid allergens

· Hydrate the skin (creams and lubricants)

Stimulate the Vis Medicatrix Naturae
· Hydrotherapy: constitutional hydrotherapy for overall immune support

· Homeopathy: (Schroyens, 1993)

Face, discoloration, white spot: ars., merc., nat-c, sulph

Extremities, discoloration-upper limbs, white: apis, berb
Correct Structural Integrity
· UVB (Dambro, 2000)

Tonify Systems

· Skin and connective tissue repair: EFA’s, polyunsaturated fats, vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 
Symptom Based (Nat RX) – both oral and topical treatments are advocated

Oral

· Consider skin repair and pigmentation support: Zinc, copper, tyrosine, vit A, calcium carbonate
· Consider GI repair: glutamine, N-acetyl glucosamine, methylating agents, flora
· Consider allergy reduction: antihistamines (bioflavonoids, vit C), mast cell stabilizers (EFA, vit C, quercetin, gambir and other bioflavonoids)
Topical
· none

Symptom Based (Synthetic RX)

Oral

· Methoxsalen followed by psoralens plus UVA cabinet (Zaynoun, 1986)

Topical

· Coal tar preparations qd-bid
· 1% hydrocortisone cream to reduce inflammation
High Force Interventions

· none

COMPLICATIONS/REFERRAL GUIDELINES

Permanent resolution during second or third decade of life (Dambro, 2000).
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Vitiligo

DESCRIPTION AND ETIOLOGY


Vitiligo is a skin condition in which there is loss of melanocytes results in smooth, whitish patches of skin resulting in irregular white patches with normal skin texture.


In some people, one or two sharply demarcated patches appear; in others, patches of vitiligo appear over a large part of the body. The changes are most striking in darkly pigmented people. As in albinism, the unpigmented skin is extremely prone to sunburn. The areas of skin affected by vitiligo also produce white hair because the melanocytes are lost from the hair follicles.


Vitiligo predisposing factors are a unusual physical trauma, especially head injury or psychological event such as severe sunburn, surgery, pregnancy, loss of job, grief and tends to occur with certain other diseases. 

Pathophysiology:

Autoimmune Hypothesis:  Autoimmune destruction of cutaneous melanocytes with total loss of melanocytes and melanin pigment in the skin of the affected area. Lymphocytic infiltration on skin biopsy indicate lymphocytes are involved in the destruction process. Frequently associated with other autoimmune diseases such as alopecia areata, autoimmune thyroid disorders, Addison’s adrenal disease, atrophic gastritis and pernicious anemia, diabetes. 

Neurogenic Hypothesis: A compound is released at peripheral nerve endings in the skin, which is toxic to melanocytes and inhibits melanogenesis. It is postulated that in the dermatomal variant, the affected area shows sympathetic nerve dysfunction. Catechol neurotransmitters probably destroy the melanocytes instead. There is little support for this hypothesis.

Self-destruct Theory of Lerner: Defect of a natural protective mechanism in melanin synthesis within melanocytes, leading to accumulation of toxic precursors (phenolic compounds) which destroy melanocytes. This hypothesis is based on the lethal effects produced by chemical compounds (phenols) on functional melanocytes; the resulting leukoderma is indistinguishable from idiopathic vitiligo. 

SIGNS AND SYMPTOMS

Sudden or gradual onset of flat normally textured areas of skin with complete pigment loss. Lesions appear as flat depigmented areas with a darker boarder. The edges are sharply defined but irregular. Frequently affected areas are the face, elbows and knees, hands and feet, and genitalia. Family history of vitiligo. Associated with Addison's disease, diabetes, pernicious anemia, and thyroid disease, hypochlorhydria, multiple gland complaints

PE AND LAB

   Essential: vitals, skin, lymphatic

   Other systems: GI, endocrine, immune

   Lab: Lesions are accentuated under Wood's Lamp, If autoimmune condition suspected, assess serum antibodies against melanocyte, thyroid, 

   adrenal, islet-cell, gastric parietal cell, and intrinsic factor

   Dx: Examination is usually sufficient to confirm the diagnosis. In some cases, a skin biopsy may be needed to rule out other causes of pigment   

   loss. 

DDX (ICD-9-CM 709.0 Dyschromia)

Generalized hypomelanosis- albinism, hypopituitarism

Patchy hypomelanosis- vitiligo, piebaldism, tubero-sclerosis, chemical leukoderma

Patchy hypomelanosis with inflammation and scaling- tinea versicolor, leprosy, pityriasis alba   

Patchy hypomelanosis with atrophy or induration- morphea, lichen sclerosis, post-inflammatory, hypopigmentation

TREATMENT

Determinants of Health (Re-establish the basis for health)

· Treatment works better in summer months but avoid excess sunlight exposure (Jones,ND)
· Determine and eliminate Food allergies

· Decrease or avoid alcohol

· Increase fiber consumption and hydration

· Stress reduction- biofeedback, counseling, meditation, yoga, Tai Qi

· Decrease any environmental toxic exposure

Stimulate the Vis Medicatrix Naturae

Acupuncture

Constitutional Homeopathy

Correct Structural Integrity

Balneotherapy with Peat (Groven, 1999)

Tonify Systems

Skin and connective tissue repair: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 
Symptom Based (Nat RX)

Oral

· To increase melanin production: L-tyrosine is precursor to melanin, Cofactors: Copper, Vitamin B6, Vitamin C- Bowel tolerance levels, dl-phenylalanine, L-dopa, melanin

· L-phenylalanine
50 mg/kd/day and a 10% topical gel plus 30 min. sun exposure per day
uncontrolled trial:  resulted in complete repigmentation in 57% of 171 patients (see Arch Dermatol 1999; 135: 216-217)  Screen patient for heterozygous gene for phenylketonuria.  

· PABA  (hormone potentiator), 100 mg tid, has been studied with conflicting results. Has produced only modest improvement at best (clinical observation:  A Gaby)

· Betaine HCl  or  Glutamic Acid Hydrochloride.  Has been reported to promote repigmentation in patients with achlorhydria. Has produced only modest improvement at best (clinical observation:  A Gaby)  

· Vitamin B12, oral 2,000 (g/day plus folic acid 10 mg/day.  Uncontrolled trial:  Induced varying degrees of  repigmentation in 52 of 100 patients after 3-6 months.  Sun exposure enhanced the effect of the vitamin therapy.

· Zinc picolinate

· Vitamin A 100,000 IU QD

· Beta carotene

Symptom Based (Synthetic RX)

Psoralens (light-sensitive drugs) plus ultraviolet A light (PUVA) treatment is sometimes effective, but the treatment takes a long time and must be continued indefinitely
High Force Interventions

Grafts from uninvolved skin containing viable melanocytes; punch mini-grafting using autologous pigmented donor sites is the simplest least invasive surgical approach. Alternatives include growing melanocytes in vitro from the patients normal skin, and injecting them into artificially induced blister cavities in the depigmented areas. Repigmentation by tattooing has also been tried with some success.

COMPLICATIONS/REFERRAL GUIDELINES

Watch for occular changes - depigmentation of iris &/or retina
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Hair Conditions

Alopecia

DESCRIPTION AND ETIOLOGY

Alopecia is generally defined as hair loss.  There are various forms of hair loss: patchy or diffuse, scalp or body, scarring and non-scarring.   Hair loss can be temporary or permanent. Scarring hair loss and androgenic alopecia tend to be permanent.   There are many causes of hair loss but the main etiologies are 

· Stress induced alopecia: Stress induced alopecia is diffuse increased hair loss 2-3 months after an emotionally or physiologically stressful event.

· Androgenic alopecia: Androgenic alopecia is a chronic low-grade hormone dependent hair loss on the apex and frontotemporal regions of the scalp that ultimately results in a bald crown but spare hair on the sides and back of the head.  It is more common in males (male pattern baldness) but also occurs in females.

· Alopecia Areata: Alopecia areata is a patchy hair loss occurring most frequently in the scalp but can also occur in the beard area or other parts of the body.

· Toxic alopecia. Toxic alopecia is a massive, diffuse hair loss occurring after exposure to a noxious agent. 

Pathophysiology: 

· Stress Induced Alopecia (telogen effluvium): An emotionally or physiologically stressful event prematurely induces hairs into the telogen phase (resting phase) from the anogen phase (growing phase).  The exact mechanism is unknown. When hairs enter the telogen phase, the root naturally atrophies and the hairs shed in around 3 months.  The stressful event result in an excessive telogen phase (telogen effluvium) and diffuse hair loss 2-3 months post stress without scarring or erythema.  Causes include childbirth, high fever, chronic illness, major surgery, crash diets, severe emotional disorders, hypothyroidism and drugs (heparin, warfarin, boric acid, indomethacin, nitrofuranoin, sulfasalazine, and vitamin A).  Hair elsewhere on the body, nails and teeth are normal. Gentle pulling of 2-3 dozen hairs results in greater than 5 hairs pulled out. DDX includes:

1. Abnormal thyroid function (BBT, thyroid studies, dry hair, lateral thinning of the eyebrows)

2. Nutrient deficiencies (EFA, biotin, zinc, vit A)

3. Drugs (alkylating agents)
· Androgenic Alopecia:  is genetically determined, a polygenic or autosomal dominant trait in males, and an autosomal recessive trait in females.   It is associated with androgens, especially testosterone and its stronger acting variant dihydrotestosterone (DHT).   In females, it is more typically associated with androstenedione and dehydroepiandrosterone sulphate, which ultimately result in increased DHT.  In a regional area at the crown and frontotemporal aspects of the scalp there are unexplained differences in androgen metabolism, which accelerate the hair growth and shedding cycle in predisposed individuals.  This leads to a premature lifespan of the root, which normally has approximately 30 three-year cycles. 
· Alopecia Areata: Although still considered idiopathic, an autoimmune mechanism against the hair matrix is suspected because a lymphocytic inflammatory infiltrate surrounds the affected hair roots. It is sometimes associated with other autoimmune disorders such as Hashimoto’s thyroiditis and pernicious anemia.  The morphology is depressed circular patches and shapes that represent exclamation points.  
· Toxic Alopecia: (AKA anogen defluvium) a rapid onset alopecia that is diffuse and usually massive.    The etiology is drugs (i.e. chemotherapy) or other noxious agents, which cause extensive damage to the hair matrix in all phases. For a complete lists of agents causing toxic alopecia see Fitzpatrick 3rd edition p.30

SIGNS AND SYMPTOMS 

· Stress Induced Alopecia: A diffuse thinning of scalp hair often not readily apparent at first. There is a normal scalp with no related scarring, scaling or erythema.  There is a positive hair pull test, which is 5 or more hairs are pulled out when 2-3 dozen hair are grasped and gently pulled.   The condition may also show a positive trichogram, which is a higher percentage than normal of hairs in the telogen and catogen phases (regression phase).  This results in as many as 400-500 hairs lost per day, whereas fewer than 100 hairs lost is the norm.  History will usually elicit an emotionally or physiologically stressful event 2-3 months previousto the onset of hair loss.
· Androgenic Alopecia: Onset is after puberty with notable occurrence between ages 20-30 and is most pronounced between ages 30-50.  The onset and progression are gradual.  In males, the pattern begins with a receding anterior hairline usually in an “M” shaped fashion from the frontotemporal regions of the scalp. Soon afterwards, thinning is noticed in the vertex of the scalp, until the balding regions join. There may be complete loss of hair on the top of the head.   In females, this pattern of loss is much less common and the hair loss tends to be more diffuse and less pronounced although the frontotemporal/ vertex pattern is sometimes seen.   Some associated findings in females with AGA may be increased virilization including: acne, hirsutism, irregular menses, deepening of vx and the hypertrophy of clitoral tissue.   AGA is generally associated with Seborrheic dermatitis.  There is a positive trichogram.  The hairs in AGA areas become finer in texture until they become “vellus” hairs or atrophy completely.
· Alopecia Areata:  well circumscribed, round or oval patches of hair loss. The scalp is smooth, nonscarred and normal appearing.  The scalp may become slightly depressed and in the periphery of hair loss are pathognomonic “exclamation point” hairs, which are fractured hairs that are 2-3 mm long.  Patches are generally in the range of 2-3 cm in diameter.  1-2% of patients eventually develop alopecia totalis, or complete loss of scalp hair.  And an even smaller percentage of patients develop total loss of body hair known as Alopecia universalis.

· Toxic Alopecia: Hair loss is diffuse and involves the entire scalp. The effluvium is massive often coming out in handfuls.  The loss is not permanent.
HX, PE AND LAB

History: 

Stress Induced Alopecia: Look for hx of stressful event 2-3 months prior to onset of alopecia. Hx of drug use: heparin, warfarin, boric acid, indomethacin, nitrofuranoin, sulfasalazine, and vitamin A.  Onset of hypothyroid

Androgenic Alopecia: look for family hx, hx of PCOS, hirsutism, irregular menses, and gradual patterned hair loss w/ receding hairline

Alopecia Areata: Look for hx of autoimmune disease, Hashimoto's, pernicious anemia.  Gut permeability, increased allergic reactivity.

Toxic Alopecia: Look for overt or covert recent or ongoing exposure to noxious drugs, chemicals, and heavy metals.

Essential: HEENT, Skin (secondary sex characteristics, hair distribution, hirsutism)
Additional: Reproductive/GU (in females with suspected PCOS and/or virilization), GI (toxic alopecia), Endocrine.   
Lab: Stress Induced Alopecia:  Dx is usually clinical. Positive hair pull test, positive trichogram, TSH, Free T4, ASI

Androgeic Alopecia: No tests necessary in males, in females perform serum free and total testosterone and DHEA sulphate. 

Alopecia Areata: ANA, free T4, TSH, ferritin, TIBC, iron saturation, CBC.  Biopsy of hair shows lymphocytic infiltrate surrounding early anogen bulbs like a “swarm of bees”.  Nutritional blood studies for B12, biotin, zinc and EFA’s.

Anogen Defluvium:  Toxicology panels, possible serum or urinary metabolite presence of toxic agent, 24-hour urine toxicology. Elevated liver enzymes
ICD-9-CM 704.00 Alopecia, unspecified, 704.01 Alopecia Areata

DDX 

Trichotillomania, Lupus Erythematosus (DDX LE bodies, ANA), Tinea Capitis (DDX KOH prep), secondary syphilis (DDX VDRL/RPR, Darkfield microscopy), iron deficiency (DDX CBC, ferritin), hypothyroidism (DDX TSH, Queen Anne’s sign), hyperthyroidism (DDX TSH), seborrheic dermatitis, nutritional deficiency (essential fatty acids, zinc, biotin), 

TREATMENT 

Diffuse thinning hair:

· Iron supplementation if deficient

· Identify and treat hypochlorhydria

· Identify and treat hypothyroidism

· Zinc:  30-60 mg, balance with copper, 2-3 mg/day.  In uncontrolled trials, zinc supplementation was associated with hair regrowth after 6 months, but not after 3 months. 

· Combination of 0.025% clobetasol proprionate, 100 mg/day zinc aspartate (total weight, not elemental zinc) orally, and biotin, 20 mg/day orally for 12 months was more effective than systemic glucocorticoids in children with alopecia areata (Pediatr Dermatol 1999;16:336-338). With long-term zinc therapy, balance with copper.

General Nutritional Support for Hair Growth:

· Flaxseed oil, 15 ml, 1-2 times per day. Balance with vitamin E (400 IU/day).

· Biotin, 300-10,000 mcg/day.

· High-potency multiple vitamin/mineral.

Determinants of Health (Re-establish the basis for health) 

General Measures 

· Reassurance in Stress Induced Alopecia and Toxic Alopecia, that the hair will eventually stop falling at the accelerated rate and will fill in again if the stress is not chronic. 

· In Stress Induced Alopecia: D/C and or substitute for drugs that may be inducing the alopecia.  Avoid noxious substances that may be causing early telogen conversion.
· Treat Hypo/Hyperthyroid states

· R/O Nutritional deficiencies: especially zinc, biotin, and EFA’s
· Treat underlying emotional or psychiatric disorders: especially in stress induced alopecia and trichotillomania
· Teach stress reducing techniques: for chronic stress induced alopecia. Also, stress increases prolactin levels
· R/O hormonal imbalances: in women with AGA, check for PCOS, prolactinoma of pituitary gland 
· Check for steroid abuse

· Decrease dietary meat intake: increases the action 5 delta testosterone reductase >>>DHT
Tonify Systems 

  
Immune Modulation (for alopecia areata)  

· Autoimmune Modulating Botanicals:  Buepluerum, Rhemania, Glycerrhiza
Gastrointestinal (For alopecia areata)

· HCL granules: start by talking 10 grains (1 cap) with meal.  Increase dose by 1 cap per meal until pt. Reaches 7 caps per meal or a warm sensation in the stomach region.  Back off this dose by one cap and continue to take that dose at average size meals.  Adjust dose for larger or smaller meals. (Pizzorno, Murray, 1999)

· Pancreas Extract (8-10 x USP): 350-500 mg ac (Pizzorno, Murray, 1999)
· Eliminate Food Allergies

· Quercetin:

· Lactobacillus and Bifidus: 

· FOS, L-glutamine, NAG, Butyrate (Permeability Factors by Tyler)
· Fermented cabbage juice: 1 L qd for 10 days for glutamine content
Symptom Based (Nat RX) 

Alopecia Areata

· Flaxseed oil: 15ml 1-2 times a day, w/ 400 IU of Vit. E (Gaby, 1996)
· Zinc: 30-60 mg/day, balance w/ 2-3 mg copper qd (Gaby, 1996)

· Biotin 10 mg/day (Gaby, 1996)
· Vitamin B6: 50-150 mg qd, may be helpful for women who develop hair loss while taking oral contraceptives. (Gaby, 1996)

· Selenium: 200-400 mcg qd (Gaby, 1996)
· PABA: 100 mg tid or as high as 2-6 g qd for alopecia totalis (Gaby/Wright, 1996)

Androgenic Alopecia (to lower testosterone and prevent conversion to DHT<All theoretical>)

· Serenoa repens: 160 mg bid PO, inhibits 5 delta testosterone reductase.  Decoct 25 mg berries in 8 oz water and combine with 5 drops DMSO.  After cleansing the application area thoroughly.  Massage the decoction into the location of androgenic alopecia.
· Pygeum africanum:  inhibits 5 delta testosterone reductase
· B sitosterols:

· Vitamin E: 800 IU qd
· Choleretic botanicals (chelidonium) plus increased dietary soluble and insoluble fiber intake: for theoretical increased hormonal clearance
· Decrease prolactin production: prolactin promotes increased activity of 5-delta testosterone reductase.  Eliminate stress, hypoglycemia, dietary meats, licorice, beer and hops.  Supplement Vit. B6 (250-500 mg qd), magnesium, cortisol, L-Dopa, thyroid, GABA and Vitex agnus castus (Powell, 1997)
Symptom Based (Synthetic RX)

Androgenic Alopecia

· Bromocryptine: to decrease prolactin

· Minoxidil-9 2% (Rogaine): applied bid, hair will fall rapidly once the product is d/c. Less effective in women

· Spironolactone, cyproterone acetate, flutamide, and cimetidine: used in women with AGA. Bind to androgen receptors and block DHT
Alopecia Areata

· Topical Super potent corticosteroids: applied to areas of hair loss
· Intralesional injections of Triamcinolone acetonide: 3.5 mg/ml
· Cyclosporine

· Induction of Allergic Contact Dermatitis: using Diitrochlorobenzene, squaric acid dibutylester, or diphencyprone.  Regional discomfort and swelling of lymph nodes is a SE.
 

High Force Interventions 

Androgenic alopecia

· Scalp Reduction

· Hair Transplantation: micro and mini grafting from androgen insensitive sites
Alopecia Areata

· Oral PUVA: (Photochemotherapy) causes systemic immune suppression but has a success rate of 30%
· Systemic Corticosteroids

COMPLICATIONS GUIDELINES 

· N/A 
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HIRSUTISM

DESCRIPTION AND ETIOLOGY
Excessive growth of hair in androgen dependent hair areas-face, chest, areolae, linea alba, lower back, inner thighs, external genitalia secondary to increased androgen activity. There may be a family or drug history.

Pathophysiology: Increased production of androgens and/or increase testosterone conversion to 5-alpha-dihydrotestosterone in adrenal glands or ovaries. This androgenic stimulation results in increased conversion of vellus hair to terminal hair. Etiology includes: 

· Androgenic: excessive production from the ovary or adrenals, increased peripheral sensitivity to androgens, decreased sex hormone binding globulin

· Adrenal: rare tumor, rare Cushing syndrome or late onset congenital adrenal hyperplasia

· Persistent anovulation: PCOS, hypothyrodism, hyperprolactinoma

· Ovarian: premature ovarian failure, hyperthecosis, neoplasm, PCOS

· Medications: androgens, anabolic steroids, birth control pills, cyclosporin, minoxidil

· Miscellaneous: insulin resistance, increased LH or LH/FSH ratio, gonadal dysgenesis, acromegaly, ovarian luteoma of pregnancy, idiopathic

SIGNS AND SYMPTOMS

· Increased hair production in face, chest, areolae, linea alba, lower back, inner thighs, external genitalia.

· Virilization: alopecia, acne, deepened voice, increased muscle mass, clitoromegaly, increased libido, personality changes

· Menstruation changes or amenorrhea which may be accompanied by infertility

Course:  Onset is usually gradual.
PE AND LAB

   Essential: Dermatological screen- noting skin and nail changes

   Additional: Endocrine/Metabolic, Reproductive

   Labs: total testosterone, DHEAS, 17-hydroxyprogesterone, TSH, prolactin

· If testosterone > 200, ovarian tumor workup

· If DHEAS > 700, adrenal tumor workup

· LH/FSH ratio is elevated in 75% Polycystic ovarian disease

· Fasting glucose to insulin ratio to rule out insulin resistance

   Imaging: CT of ovaries or adrenals if testosterone > 200; CT of adrenals is DHEAS > 700

· Consider ultrasound to support polycystic ovaries dx

ICD-9-CM 704.1 Hirsutism
DDX 

Estrogen deficiency-decreased function of pituitary, ovary, thyroid, adrenal, pancreas

Androgenic: excessive production from the ovary or adrenals, increased peripheral sensitivity to androgens, decreased sex hormone binding globulin

Adrenal: rare tumor, rare Cushing syndrome or late onset congenital adrenal hyperplasia

Persistent anovulation: PCOS, hypothyrodism, hyperprolactinoma

Ovarian: premature ovarian failure, hyperthecosis, neoplasm, PCOS

Medications: androgens, anabolic steroids, birth control pills, cyclosporin, minoxidil

Miscellaneous: insulin resistance, increased LH or LH/FSH ratio, gonad dysgenesis, acromegaly, ovarian luteoma of pregnancy, idiopathic

TREATMENT

Determinants of Health (Re-establish the basis for health)

· Rule out tumor before beginning therapy
· Nutrition: Identify and eliminate food allergies, Encourage high water intake, optimal nutrition (whole foods, high protein, low carbs, essential fats and micronutrients, high potency multivitamin and mineral), decrease: (sodium, glucose, ETOH, caffeine, fried food, arachidonic acid, nicotine), increase: (fiber, fiber, EFA, seafood). 

· Correct Vit A deficiency – ovarian differentiation
· Stress reduction- meditation, yoga, Tai Qi

· Encouragement and self love

Stimulate the Vis Medicatrix Naturae

Acupuncture (Wu, 1989)

Constitutional Homeopathy: apis, baryta carb, calc., Graph, kali-carb, lycopodium, nitric acid, rhod., Sabin, sepia, silica, sulphur
Constitutional Hydrotherapy

Correct Structural Integrity

Manipulation- especially T10, 11 and sacrum

Craniosacral Therapy

Tonify Systems

· GI: flora, enzymes, enterocyte repair (glutamine, N-acetyl glucosamine, vit A, fiber, water)
Symptom Based (Nat RX)

· Vitamin B6 50-200mg/day 

· Simplex F (Standard Process) (Bastyr)

· Aletris farinose (True Unicorn root)-ovarian tonic, especially in hyperactive states

· Vitex agnus-castus (Chaste berry)- lowers testosterone and  progesterogenergic

· Eleutherococcus sentcosus (normalizes adrenal function),  Mitchella repens, Silybum marianum, Viburnum prunifolium, Alchemilla vulgaris, and Dioscorea villosa can be used during the luteal phase from day 14-28 to normalize the cycle via liver, digestive, uterine and ovarian tonification
· Serenoa repens (Saw Palmetto) – decreases hair growth via blocking 5-alpha-reductase activity

· Premarin or conjugated estrogens (Bastyr)
Symptom Based (Synthetic RX)

· Hormonal therapy to decrease androgens, increase sex steroid binding globulin, increase testosterone clearance, and decrease LH

· Oral contraceptives

· Chronic dexamethasone therapy to suppress adrenal hyperplasia

· Anti-androgen Therapy
· Anti-insulin secretion therapy
High Force Interventions

COMPLICATIONS/REFERRAL GUIDELINES

· Ensure tumor is ruled out before beginning therapy
· Dysfunctional uterine bleeding and anemia

· Androgenic excess may adversely7 affect lipid status, cardiac risk and bone density

· Poor self image

REFERENCES:
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Mucous Membrane Conditions

Recurrent Aphthous Stomatitis

DESCRIPTION AND ETIOLOGY

Also known as canker sores are small ulcers or craters in the lining of the mouth that are frequently painful and sensitive. Canker sores are one of the most common problems that occur in the mouth. About 20% of the population (1 out of 5) people will have canker sores at any one time. Canker sores typically last for 10-14 days and heal without.

Pathophysiology:

· Etiology unknown 

· Suspected connection with celiac disease and Behcet’s syndrome

· Associated with nutrient deficiencies: Iron, vit B12, folic acid, thiamin, riboflavin, and pyroxidine.

· Allergic: foods, drugs, contact, wheat allergy, gluten
· Consider stress, hypersensitivity, endocrine influences (pregnancy, menstruation), autoimmune reactions, microbes
SIGNS AND SYMPTOMS

Usually painful, superficial ulcerations of the oral mucosa with clearly defined borders, typically single or less often in crops, last 7-21 days before healing; hyperemic ulcerations covered by a thin exudate and rimmed by a narrow zone of erythema, typically occur on fixed mucosa (as opposed to movable)

PE AND LAB

   Essential: vitals, skin, HEENT, GI

   Other systems: endocrine, immune

   Lab: Hematologic profile, Tzanck test, Serology for Syphilis, biopsy suspicious lesions that fail to heal or chronically recur

DDX (ICD-9-CM 528.2 Aphthous stomatitis)

Squamous cell cancer, Herpes simplex, allergy, riboflavin def. (angular stomatitis), hormonal, bacterial (scarlatina), uremic/nephritic syndromes, dentures, candidiasis, traumatic ulcers, celiac disease, Behcet’s disease, anemia, herpangina, hand, foot and mouth disease, nicotinic stomatitis, recurrent ulcerative stomatitis, pemphigous/pemphigoid

.

TREATMENT

Determinants of Health (Re-establish the basis for health)

General Measures
· avoid toothpaste with Sodium lauryl sulfate

Experimental Study: 10 volunteer with multiple recurrent aphthous ulcers (RAU) recorded the number of ulcers during a 3 month period prior to the study during which they used regular toothpaste containing sodium lauryl sulfate (SLS). The study began with the patients used a dentifrice with 1.2% SLS for 3 months. This was followed by a dentifrice without SLS for another 3 months. Results showed a statistically significant decrease in the number of ulcers by 60% when using SLS free toothpaste. It is likely that SLS may denature the oral mucosal mucin layer which may play a role in protecting the mucosal surface and help prevent RAU.

· decrease stress

· Diet: 

· Identify and avoid allergenic foods.  Food sensitivities appear to be highly associated, particularly chocolate and citrus fruits  as well as gluten including wheat, rye, barley, oats, , wheat. 

· Clinical Observation: Dr. Lise Alschuler, N.D., estimates that she sees 5 patients a year with recurrent aphthous stomatitis. Most 

patients see the canker sores disappear within one week. Symptoms will stay abated as long as the food allergen is avoided. Some 

patients will be able to re-introduce the food on a rotation basis. This treatment will not work when the canker sores are associated with 

another condition such as ulcerative colitis or a B vitamin deficiency. (2001)

Experimental Study: 21 patients with recurrent aphthous ulcers underwent patch testing for food and environmental allergies. 20 

patients reacted to a number of substances and were advised to avoid the allergen. 8 patients experienced no further ulcerations and 

10 patients improved by 80% after being followed for up to 6 months.
 
· avoid sugar , spicy, refined carbohydrates, salty and acid foods

· increase carrots, cabbages, radishes, cucumbers, beets

· replace nutrient deficiencies: folic acid, vitamin B12, iron

Clinical Observation: In 330 patients with recurrent aphthous ulcers, 14% were found to be deficient in iron, folate, vitamin B12, or a combination of these nutrients. When these deficiencies were corrected, the majority of patients had complete remission.
 

Clinical Observation: Vitamin B1 levels were measured in 70 patients with recurrent aphthous stomatitis and in 50 healthy control patients. Low vitamin B1 levels were found in 49 of the 70 patients (statistically significant) with recurrent aphthous stomatitis and in only 2 of the 50 control patients. Low levels of vitamin B1 were not associated with age, sex, or underlying disease.
 

Stimulate the Vis Medicatrix Naturae

Homeopathy

· Aethusa: apthae from milk intolerance in infants

· Anitimonium: canker sores

· Arsenicum album: ulcers burn like fire; drink warm H2O, sips; desire cold H2O but agg. oral lesions; anguish, fear of death; sudden weakness; chilly

· Baptisia: putrid smelling; OK drinking H2O, can’t eat food; tongue feels burned

· Borax: very sensitive, PN noise; dread downward motion, bitter taste, increased sensitivity to acids, mouth hot and dry, red mucus, bleed to touch, mouth feels dry but saliva present, worse with salty food, cold, wet, nursing, fruit

· Cantharis: vesicles cover tongue, burning mouth, throat, and pharynx

· Kali chl: fetid mouth; gangrenous ulcers, gray white exudates, gangrenous ulcers

· Lachesis: left side complaints; ulcers bare spots

· Mercurius sol: foul metallic taste, intence salivation; increased thirst, moist mouth; spongy gums bleed; tongue

· Merc cor: develops quickly; gums bleed easily; astringent taste: dysphagia

· Muriatic acid: burning ulcers, bluish color

· Nat mur: excoriating vesicles around the mouth

· Nitric acid: painful pimples on the side of tongue

· Nux vomica: small Apthous ulcers with bloody saliva

· Sulpher: red lips, bitter taste, in AM, tongue white with red tip

· Sulphuric Acid: ulcers bleed with touch – dark blood,tremor, weakness, very painful, petechia, worse with open air, cold drink, odor of coffee,better with hot drinks, moderate temperature, motion

Ref: The Homeopathic Emergency Guide, pp. 51-57

Clinical Observation: Dr. Maryann Ivons, N.D., has found Borax 30C to be the number one remedy in over 20 patients for the treatment of aphthous ulcers. She also uses sulphuric acid 30C. (2001)

Correct Structural Integrity

Ensure properly fitting dentures

Tonify Systems

· Supplement with zinc, vitamin B12, folic acid, and/or iron, if deficient.

· Skin and connective tissue repair: EFA’s, polyunsaturated fats, vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 
· GI: flora, enzymes, enterocyte repair (glutamine, N-acetyl glucosamine, vit A, fiber, water)
· Immune: antioxidants, bioflavonoids, mast cell stabilizers, anti-histamines, sitosterols, EFA

Symptom Based (Nat RX)

Acute Treatment

Oral

· pantothenic acid at first sign, children 100 mg, adults 500 mg q 1-2 hours

· ascorbic acid, bioflavonoids, quercitin, rutin, hesperidin, 600-1000 mg

· lysine, 200-2000 mg qd

Experimental Study: 28 patients with recurrent aphthous stomatitis (RAU) were instructed to take 500mg of lysine daily and to increase the dose to 1000 mg every 6 hours if they developed prodromal symptoms. When compliant with the therapy, 27 of the 28 found the use of lysine to be 100% effective at preventing RAU (although 2 patients had to increase prophylactic dose to 1000 mg/day. Lysine was also found to decrease the RAU’s duration by 50%.

Topical

· DGL
Gargle with 200 mg of powdered DGL dissolved in 200 ml of water, 4 times per day for 7 days.  This treatment relieved pain and accelerated healing in an uncontrolled trial.  Licorice or licorice combinations (Ointment with Glycyrrhiza SE + 1 tsp. Lomatium dissectum tincture + 10 gtts Mentha pip. Tincture)

Clinical Observation: Dr. Paul Reilly, N.D., has used successfully used Licrogel topically as needed in 25 patients for treatment of 

aphthous ulcers. (2001)

Experimental Study: 20 patients with aphthous ulcers were given deglycyrrhizinated licorice mouth wash. After two weeks, 15 patients 

experienced 50-75% improvement within one day, followed by complete healing of the ulcers by the third day. (Das, SK et al. 

Deglycyrrhizinated liquorice in aphthous ulcers. Journal of Associated Physicians India. 1989 Oct;37(10):647.)

· Aloe gel topically

Experimental Placebo-controlled Study: Patients with aphthous stomatitis were treated with conventional therapy (Orabase-Plain) or a freeze-dried extract hydrogel made from the Aloe vera compound acemannan. Aloe vera hydrogel resulted in the shortest average healing time of 5.7 days, compared to 7.8 days with conventional treatment. Pure acemannan and a non-freeze dried Aloe vera hydrogel also produced significantly better healing times of 5.89 days. It was also found that the application of any of the 3 acemannan-containing products was followed by reports of substantial pain reduction within 2 minutes. (Plemnos, JM et al. Evaluation of acemannan in the treatment of recurrent aphthous stomatitis. Wounds. 1994;6(2):40-5.)

· Lactobacillus acidophilus topically or orally, 3-4 times per day for 2-3 days results of uncontrolled trials suggested an acceleration of healing

· Vitamin E topically: Apply with gauze for 10-15  minutes, repeat as needed (anecdotal)

· Calendula lotion, ½ tsp. Tincture in 1 cup water

· Melissa off. Tincture

· Reference:  Encyclopedia of Herbal Medicine, Bertram. Principle Herbs: Echinacea, Myrrh, Goldenseal, Poke Toot, Thuja.  Teas:  Avens, Bistort, German Chamomile, Ground Ivy, Ladies Bedstraw, Lime Flowers (Tilia), Lovage, Calendula flowers, Marshmallow leaves,  Raspberry leaves, Red Sage, Sanicle, Slippery Ellm ( decoction), Violet leaves.  Mouthwash, tincture: Equal Parts: Myrrh, Goldenseal. Sig. 10-20 gtt in glass water , take freely. Formula:  Echinacea 2:  Myrrh 1;  Goldenseal 1;  sig: powders, 250 mg or 1/6 th tsp.  FE 115-30 gtt , tincture 1:5 1-2 tsp TID.

Clinical Observation: Dr. Paul Reilly, N.D., has used Commiphora molmol (Myrrh) gum resin topically or as a mouthwash in 12 patients for the treatment of recurrent aphthous ulcers. (2001)

· Ref. John Sherman ND: Chamomile and hydrogen peroxide gargle, Echinacea and Symphytum, Eucalyptus, Ledum Latifolium, Rhus glabra.

· Acute:  Marshmallow flowers, root, and Sage gargle. (Weiss)

· Persistent:  Bilberry gargle.  (Weiss)

· Cabasil powder locally (EJ)

· Powdered alum topically (JB)

· Propylis

Clinical Observation: Dr. Paul Reilly, N.D., has used propylis topically as needed  in 14 patients for recurrent aphthous stomatitis. (2001)

· acidophilus, swish in mouth TID

Theoretical Discussion: Relapsing aphthous stomatitis, in 86 patients, were found to be initiated by disorder of T and B immunity and nonspecific defense factors, leading to increase of the content and virulence of oral microflora, and thus stimulating the bacterial sensitization of the organism. Lactobacillus acidophilus has effects on the immune system, such as stimulating IgA and enhancing oral tolerance. When used as a rinse, it may increase local IgA, allowing for a rebalance of oral cavity flora. This may be beneficial to patients with recurrent aphthous ulcers due to an imbalance in T and B cell immunity. (Maksomovskaia, LN et al. The clinico-immunological characteristics of the course of recurrent aphthous stomatitis. Stomatologiia (Mosk). 1995;74(1):16-9.)

TCM

· Liu Shen Wan

· Watermelon Frost

Symptom Based (Synthetic RX)

topical anesthetic (Lidocaine), rinse mouth before meals., Orabase: mucosal protective paste, cautery. Oral Tetracycline rinse for large outbreaks, or Chorhexidine rinse, also topical and systemic corticosteroids.

COMPLICATIONS/REFERRAL GUIDELINES
Bechets disease

oral lesions, gential ulcers, eye inflmammation.  Etiology unknown  (www.bechets.com)

TCM Preparations

· Jin Gui Yao Lue Clause 3-10: (Synopsis of Prescriptions of the Golden Chamber)

· Huhuo puzzling: fox puzzling syndrome ( ulceration in throatand genitals, red eyes

Gingivitis


· Folic acid 0.1% solution as mouthwash, 5ml bid for 2 months  Controlled trial:  Reduced the severity of gingivitis.  Research on oral dose is conficliting

· CoQ 10, 30-120 mg qd

Leukoplakia

83% of HIV patients with oral hairy leukoplakia develop AIDS within 3 years.  

	Vitamin A
	100,000 IU twice weekly for  6 weeks
	controlled trial:  induced complete remission in 57% of patients

	Beta-carotene
	90 mg twice weekly for 6 months
	Induced remission in 15% of patients with well-developed leukoplakia.  When combined with vitamin A (50,000 IU twice a week), the remission rate was 28%

	Selenium
	300 (g/day for 12 weeks 
	uncontrolled trial:  Resulted in a complete response in 2 of 18 patients and a partial response in 5 patients with precancerous lesions of the oral cavity (mostly leukoplakia).  

	 Vitamin E
	800 IU for 24 weeks 
	uncontrolled trial:  Induces a clinical response in 46% of patients and a histological response in 21% of 43 patients with oral leukoplakia or dysplasia.


LEUKOPLAKIA

DESCRIPTION AND ETIOLOGY

A nonspecific clinical term used to describe bilateral, often elevated, white patches of lateral borders and dorsum of the tongue that cannot be wiped away; more common in elderly; rare before 40 yr.; <5% are cancer; early oral cancer most often seen as red lesion, not white.

Pathophysiology:  This is an epithelial disease with many different suspected causes including exogenous irritative factors including but not limited to: tobacco, alcohol, oral snuff, HPV, dental restorations, dental prosthetics, chronic mechanical irritation due by the irregular edge of teeth, estrogen therapy, actinic radiation, oral sepsis, lichen planus, syphilis

SIGNS AND SYMPTOMS

White, gray, or yellowish white, macular or plaque-like lesions that cannot be wiped away

on tongue, buccal mucosa, mandibular & maxillary alveolar ridge, palate and lower lip.

PE AND LAB

   Essential: Oral exam, check if lesions can be wiped away (if so, most likely Candida or aspirin burn), vitals, HEENT

   Lab: biopsy to rule out carcinoma is lesion persists despite elimination of potential causes; location is also important: 60% on floor of mouth are cancer, rarely so on buccal mucosa, Immune compromise patients test for EBV and HIV.  Definitive diagnosis in these patients requires the demonstration of EBV replication and HIV. 

DDX (ICD-9-CM 528.6 Leukoplakia of the oral mucosa or tongue)

Traumatic or frictional keratosis, Leukoedema, Lichen planus, Verrucous carcinoma, Lupus, Squamous cell carcinoma, Leukokeratosis nicotina palati, Ulcerative stomatitis, Mycoses, Pemphigoid

Oral hairy Lekoplakia frequently observed in patients with EBV, HIV.

TREATMENT

Determinant of Health (Re-establish the basis for health)

· Identify and eliminate potential causes (see etiology above); lesions may spontaneously resolve 

· correct ill fitting dental appliances

· Eliminate habitual lip biting

· If dysplasia is evident, refer to otolaryngologist for lesion removal

· Stress important of periodic and careful follow-up

· Increase Vit C foods, Vit A foods

· Avoid heavy protein foods, fats, meats, vinegar, shellfish, sugars, spicy foods, alcoholm tobacco, and irritating foods

· Increase fluids and correct nutritional deficiencies: Diet of whole, unprocessed foods high in whole grains, legumes, vegetables, fruits, nuts and seeds, high potency multiple vitamin and mineral

Stimulate the Vis Medicatrix Naturae
· Hydrotherapy: constitutional hydrotherapy for overall immune support

· Homeopathy: (Schroyens, 1993): Mouth, discoloration, white, patches: merc, phosphorus, sal-ac, sulph

Other remedies to consider: Aurum metallicum, carcinosin, Ferrum metalicum, Hydrastis canadiensis, Natrum phosphoricum, Nitricum acidum, Phosphorus, Rhus-tox, and Silica

Correct Structural Integrity
· Encourage tongue brushing (Dambro, 2000)

· TCM: After assessing the person and palpating, consider these patterns: Fire toxin and Xue yu (blood stasis). Points to consider: LI-11, LI-4, LU-7, HT-6, CV-4, GV-9, C-3, GB-26, ST-28, 29, 44; SP-10, 6; LV-3. Chinese formula: Lithospermum 15 (patent): Fire Toxin and Xue Yu (Blood stasis), Ping Xiao Dan: may be given one course every six months as a preventive against cancer

Tonify Systems

· Skin and connective tissue repair: EFA’s, polyunsaturated fats, vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 
· GI: flora, enzymes, enterocyte repair (glutamine, N-acetyl glucosamine, vit A, fiber, water)
Symptom Based (Nat RX) – both oral and topical treatments are advocated

Oral

· vitamin A, (-carotene


Experimental Placebo-controlled Double-blind Study: 160 fishermen and women with precancerous oral lesions were given oral vitamin A (retinyl palmitate (300,00 IU/week), beta carotene (360 mg/week), or placebo for 12 months. 22 of the 42 (52%) patients taking vitamin A and 15 of the 46 (33%) patients taking beta carotene had complete remission of their lesions, compared to only 3 of the 43 (10%) patients taking placebo having complete remission of their lesions. However, 1 year after discontinuing the treatment, over 50% of the patients who experienced complete remission had recurrences of the lesions. (Sankaranarayanan, R et al. Chemoprevention of oral leukoplakia with vitamin A and beta carotene: an assessment. Oral Oncology. 1997 Jul; 33(4):231-6.)


Experimental Study: 18 patients with oral leukoplakia, treated with 90 mg of beta-carotene for 9 months, resulted in 4 complete remissions, 2 partial responses, 1 minimal response, no change in 9 patients, and 2 patients showed disease progression. (Toma, S et al. Treatment of oral leukoplakia with beta-carotene. Oncology. 1992;49:77-81.)


Clinical Observation: Dr. Paul Reilly, N.D., has found mycelized vitamin A (50,000 to 100,000 IU/day) to be efficacious in the treatment of 9 patients with oral leukoplakia. (2001)

· vitamin E


Experimental Study: 43 patients with symptomatic leukoplakia and discomfort or dysplasia were given 400 IU of alpha-tocerpherol BID. After 24 weeks, 46% of the patients showed partial or complete clinical improvement. 23% of these patients had a disappearance of the oral lesion for 1 month or more and 23 % had a 50% or more decrease in the size of the lesion. 9 patients (21%) showed histologic improvement in degree of dysplaia, but none of the patients showed complete reversal of the dysplasia. (Benner, SE et al. Regression of oral leukplakia with alpha-Tocopherol. Journal of the National Cancer Institute. 1993;85(1):44-7.)

· folate

· Echinacea purpurea: Increases non-specific resistance

· Eucalyptus spp: associated with syphilis and excessively secreting mucosa

· Eupatorium perfoliatum or Eupatorium purpurea (extract)

COMPLICATIONS/REFERRAL GUIDELINES
Curable if detected early; 4-6% of initially benign lesions subsequently develop cancer; more likely cancerous if on floor of the mouth
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Erythematous Conditions, Localized

Erythema Nodosum

An uncommon, inflammatory reaction in the subcutaneous fat that represents a response to a remote infection or inflammation. It appears as erythematous, well-localized, very tender, deep, 1-5 cm nodules with indistinct borders often located on the pretibial areas. As these lesions evolve, they become yellow-purple and look like bruises but typically do not ulcerate.  Etiologies include poststrep infx, sarcoidosis, deep fungal infx, TB, IBD, Yersina enterocolitis, pregnancy, drugs and idiopathic. 

DDX includes:

1. 
Traumatic bruises (hx of trauma)

2.
Superficial thrombophlebitis (more linear and not multiple)

Subcutaneous fat necrosis (occurs with pancreatitis or pancreatic cancer, elevated serum amylase and lipase)

Treatment

· Identify and avoid allergenic foods. Avoiding food additives may be especially important.

· Potassium iodide,
SSKI, 5 gtt, tid, diluted in liquid.  In uncontrolled trials, improvement was evident within a few days and complete resolution of lesions was seen after an average of 2 weeks. Taper potassium iodide according to response; discontinue if no improvement is seen after 2 weeks. Watch for signs of iodism and for changes in thyroid function.

Erythematous Conditions, Generalized
Erythema Multiforme

DESCRIPTION AND ETIOLOGY


Erythema Multiforme is an uncommon condition affecting children and young adults (males>females).  It is an immunologic skin condition possibly triggered by circulating immune complexes.   The condition is divided in minor and major forms and a maximal variant (Stevens-Johnson syndrome based on severity.  Well-established etiological agents are immune reactions to drugs and infection, particularly HSV and Mycoplasma pneumonia (walking pneumonia).   The most common drugs associated are sulfonamides, phenytoin, barbiturates, phenylbutazone, penicillin, and allopurinol.  Clinically the disease manifests with a variety of lesions: erythemetous plaques, blisters and “target” lesions. Mucous membranes can also be severely involved in the major form and most severe form of the disease known as “Stevens-Johnson” syndrome (SJS).    SJS is almost always caused by a drug reaction. 

Pathophysiology: 

· Antigens from drugs or infectious virons form IgM Antigen/antibody complexes, which deposit around dermal blood vessels.  Some cases may involve a cellular immune mechanism in which mononuclear cells as opposed to lymphohistiocytic infiltrate invade the dermal vasculature. 

· There is a predisposition for HLA subtypes of allele DQB1-0302 with herpes to develop EM.  The rare HLA allele DQB1-0402 correlated to EM major. 

SIGNS AND SYMPTOMS 

· Symptoms in the mild form may be pruritic or painful.   

· Signs in the mild form include erythemetous papules and plaques that can develop over 10 or more days; 1-2 cm in diameter, bilateral and often symmetrical.  May develop vesicles or bullae in the center of the papule or plaque. Distribution favors the extremities, dorsa of the hands, palms and soles of the feet. Also seen on the face, elbows, knees, penis and vulva.

· “Iris” and “target” lesions are typical.  
             “Target” lesions are diagnostic and contain 3 zones of color: 1) a central dark area or blister 2) a pale edematous zone 3) surrounded by 

        a peripheral rim of erythema.  If target lesions are present, observe the oral mucosa for lesions to rule out Steven-Johnsons syndrome.  

              “Iris” lesions only contain 2 zones of color.  These lesions are typically found on the palms and soles.

· Oral lesions may affect the oral mucosa, lips and conjunctiva are most frequently involved.   Can cause cheilitis, and stomatitis, which may interfere with eating and drinking. Such lesions occur in the major form and SJS.

· Steven-Johnsons syndrome is a skin disease that is the same as above but more widespread.  Blisters and bullae are more prolific and mucous membrane and lip involvement is present.  Bullae may show a positive Nikolsky’s sign. Patients with SJS may have a fever and be prostrate from weakness and pain, malaise, extreme pain in oral lesions, dysphagia.

 

In its most extreme form of SJS, which is life threatening, patients may develop necrotizing tracheobronchitis, meningitis, and renal 


tubular necrosis. Refer to dermatologist and or ER.
· Conjunctiva may become purulent and swell the eyes shut.  This can lead to corneal erosions and anterior uveitis. 

HX, PE AND LAB

History:  Recurrent EM minor is usually associated with a herpetic outbreak preceding it by a few days.

Other forms of EM usually only occur once. Be sure to do a medication history, and check for respiratory symptomotology that may indicate presence of walking pneumonia and Mycoplasma.
Essential: Vitals, Skin, HEENT, GU (male and female), Resp.
Lab: The diagnosis is usually clinical.  

Chest X-ray for suspected Mycoplasma pneumonia etiology.

Cold Agglutinin titers  to confirm Mycoplasma as etiological agent

Tzanck smear of dermal vesicular lesions that you may suspect to be herpes to incriminate that as the etiological agent.

Viral culture of suspected herpes lesion

Blood studies may show only slight leukocytosis and increased ESR. 

Biopsy: will show dermal changes with lymphohistiocytic perivascular infiltrate and edema in the papillary dermis.  Subepidermal separation found in blisters and centers of target lesions. Biopsy is rarely performed.

DDX (ICD-9-CM Erythema multiforme, Steven-Johnsons syndrome)
EM: urticaria, viral exanthems, drug eruption, secondary syphilis (none have target lesions)

Oral lesions: Primary herpes, pemphigus vulgaris, and acute lupus erythematosus

SJS Skin lesions: staphylococcal scalded skin syndrome, pemphigous vulgaris, and bullous pemphigoid

TREATMENT 

Determinants of Health (Re-establish the basis for health) 

· Always take thorough history and identify underlying cause.

· Identify and remove the offending drug if it is the drug induced type

· IN EM minor: First Do Nothing, usually resolves spontaneously within 2-3 weeks

· Eliminate beer consumption if this is a trigger 

· Use antihelminthic protocol if protozoan infection is found

· Prevent latent herpes virus outbreaks (See HSV monograph prevention section)

Stimulate the Vis Medicatrix Naturae 

· Homeopathy: Apis (Carlson Rink), Bell, Strep, Aeth, Bor ac, Cop, Vespa (Traub, 1984)
  

Correct Structural Integrity 

· Wet Dressing: soaked in supersaturated Potassium Iodide solution and applied to lesion (Carlson Rink)
Tonify Systems 

Immune (to prevent secondary bacterial infection or help fight underlying infectious agents)

· Vitamin C:  up to 10 gms per day in divided doses. 

· Zinc: 40 mg bid 

· B Carotene: 100-300,000 IU qd 

· Moducare, bioflavinoids, bromelain for underlying autoimmune component (i.e. Collagen vascular disease)   

· Antiviral botanicals: Echinacea, Allium sativum, Lomatium isolate, Larrea tridenta, Glycyrrhiza, Euphrasia, Sambucus, Osha   

· Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea 

· Bovine Colostrum 
Anti-Autoimmune

· Buepluerum, Rhemania, Glyzerrhiza for underlying autoimmune component (i.e. Collagen vascular disease) 

Skin

· Consider skin integrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

· PABA (Traub, 1984)
· Bromelain
Symptom Based (Nat RX) 

Pruritis

· Vitamin C: 3-10 grams per day

· Quercetin: 3 caps tid
· HMC Plus:  3 caps tid 

· Catechins: Tinctures or teas of Camellia sinensis and/or Cratagous oxycantha  (inhibit histamine decarboxylase)

· Borage oil: 250 mg bid cc 

· Stellaria Cream

Liver Support (to help clear drugs in drug induced EM)

· Lipotropic Factors (Tyler): 2 caps tid cc

· Ultraclear (Metametrix): 2 scoops in 12 oz liquid bid

· Mediclear (Thorne) 2 scoops in 12 oz of fluid bid

· Liv 52: 1 cap tid

Topical 

· Vitamin A cream
Clinical Observation: 9 patients with Stevens Johnson Syndrome, a severe form of erythema multiforme, were treated with topical all-trans retinoic acid ointment (0.01% and 0.1%) 1 to 3 times daily. After 2 months all patients showed clinical improvement. Squamous metaplasia secondary to goblet cell loss was reversed because vitamin A has been shown to regenerate goblet cells. (Tseng SC et al. Topical retinoids treatment for various dry-eye disorders. Ophthalmology. 1985 Jun;92(6):717-27.) 

· Calendula, avocado or olive oil can be used topically to heal lesions 

Analgesics:

· Zostrix:  capsaicin cream

· Botanicals: Aconite 2 gtts qd, Salix alba, Gaultheria Procumbens, Melilotus officionalis

· Bromelain & Proteases: take in between meals

Symptom Based (Synthetic RX)

Oral 

· Erythromycin:  for Mycoplasma infections
· Acyclovir: for herpes prevention and treatment 200 mg tid
· Viscous lidocane and Dyclonine liquid: as oral anesthetics in severe mouth pain of SJS 
· Antibiotics: as deemed appropriate through C&S for secondary bacterial infections
Intravenous

· IV fluid hydration:  for dehydration of SJS
High Force Interventions 
· Corticosteroids (Prednisone):  40-80 mg/m2 in severe cases or 50-80 mg PO (quickly tapered).  Use is controversial. Retrospective studies showed longer hospitalization and more frequent complications in cases where Prednisone is used over no tx.
COMPLICATIONS/ REFERRAL GUIDELINES 

· Steven Johnson’s syndrome has as reported mortality rate of 0-15% and patients are often in need of intensive care, pain medications and corticosteroids beyond the ND scope.  Refer to a dermatologist with hospital admitting privileges. 

REFERENCES:
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Photosensitivity / Polymorphous light eruption

“Beta BN”

· Niacinamide  2000-3000 mg/day.  Completely prevented sunlight-induced skin lesions in 60% of 42 patients studied.

· (-carotene 50-200 mg qd.  erythropoietic porphyria as well

· vitamin B6 150-200 mg taken 30 min. prior to sun exposure to 100 mg/hour for 9-10 hours (effect lasted 2 weeks)
Case reports:  Prevented lesions in some patients.

Urticaria

DESCRIPTION AND ETIOLOGY

Urticaria is the occurrence of edematous wheals arising in the dermis of the skin usually as a result of an acute drug reaction. In chronic urticaria, it is usually more difficult to identify the etiology and it is often classified as idiopathic.  The mechanism can either be from an immune reaction or nonspecific inflammatory reaction.  The condition is also known as “hives”.   It is a very common condition, most often occurring in young adults.  20% of the population is said to have experienced hives at one time or another. 


Other causes of hives are chemicals such as latex or rubber (contact urticaria), physical modalities (heat, cold, pressure, sunlight), emotions and foods and food additives (i.e. Tartrizine: in yellow and blue dyes).

Pathophysiology: affects the dermis, spares the epidermis

· Type 1 Hypersensitivity Reaction:  Sensitized individuals possess IgE antibodies to the etiological agent (i.e. a drug, food, etc.).     The IgE antibody’s rest on histamine containing mast cells and when a critical mass of these antibody receptors become occupied by offending antigens, they trigger the mast cell degranulation and release of the inflammatory mediators.

· Urticaria can also be mediated by compliment, which is the mediating mechanism of hereditary angioedema.  In hereditary, angioedema there is a deficiency in the inhibitor of the activated component of the compliment system.   Trauma to an area triggers a chain reaction of inflammation, which fails to be checked and results in massive swelling.    This is also the mechanism of hives in serum sickness. The theory is that immune complexes deposit in blood vessel walls and the compliment cascade triggers the resultant inflammation. 

· Opiates and radiocontrast agents can cause direct degranulation of mast cells.

· Aspirin and other NSAIDS block production of prostaglandins and shift the AA pathway to production of leukotrienes and slow reaction substance of anaphylaxis (SRS-A), which can induce urticarial hives. 

· Histamine alters local vascular permeability in the dermis causing edema, erythema and the resulting hives.

· Cholinergic urticaria: occurs from acute stressful situation, or heat such as a sauna or exercise

· Idiopathic

SIGNS AND SYMPTOMS 

· Symptoms:  Pruritis, tightness in trachea, difficulty breathing, light-headedness and fainting (cardiogenic shock from hypotension), arthralgia in serum sickness.

· Signs:  Edematous plaques that are often pale in the center and have erythemetous borders.  Usually geographic conformation but occasionally confluent.  Generalized distribution

· Hives usually last less than 24 hours

· “Dermatographism”: scratching the skin a person with unstable mast cells and prone to urticaria will result in a hive in the shape of the scratch within a few minutes.

·  lymphadenopathy, fever (serum sickness), hypotension (anaphylactic shock)

HX, PE AND LAB
History: Perform a thorough medication Hx along with OTC Rx, supplements, and herbs. Ellicit the specific conditions under which the hives occur.
Essential: Vitals, Skin

Additional:  HEENT, Respiratory
Lab: 
CBC w/ diff: eosinophilia in drug induced urticaria

Liver Tansferases: should be performed to rule out drug-induced hepatitis

Skin Scratch testing (RAST): for suspected etiological agent WARNING: have resuscitation support readily available in case of anaphylaxis (O2, benedryl, epinephrine, IV)

ESR

Compliment studies: screening for functional inhibitor

O&P x 3

Diagnostic Criteria:  The diagnosis is usually clinical.  Biopsy rarely performed.
ICD-9-CM Urticaria, Serum Sickness, Anaphylaxis

DDX 
· Erythema multiforme (last longer than 24 hours)

· Urticaria of juvenile rheumatoid arthritis (smaller 2-3 mm, salmon in color, and only appear during fevers)

· Erythema marginatum (associated with acute rheumatic fever)

· Insect bites (often central punctum)

· SLE (ANA, systemic s/sx)

· Bullous pemphigoid (continues to taut bulla)

TREATMENT 
Determinants of Health (Re-establish the basis for health) 

· Avoid any suspected causative agents especially common drugs that induce urticaria

· Diet:  Identify and eliminate allergenic foods and food additives.  Frequent inciting agents include sodium benzoate, tartrazine (FD&C yellow #5) and yeast (baker’s and brewer’s).A low salicylate diet may be beneficial in selected cases. 

· In physically induced urticaria, avoid harsh conditions, excessive heat, cold, sunlight, etc. 
· Desensitization protocol (see Dr. Crinnion’s protocols)

· Elimination diet: determine food allergies and eliminate 
Stimulate the Vis Medicatrix Naturae 

· Implement general health measures: healthy diet, exercise, etc.

· Stress reduction exercises: for urticaria related to emotions or blocked self expression
· Vitamin B 12: 1,000 (g IM, once per week for 4 weeks.  In an uncontrolled trial, B 12  has been reported to provide relief in more than half of 100 patients with acute or chronic urticaria. 
 

Correct Structural Integrity 

·  Physiotherapy: Baking soda baths, starch, oatmeal baths (Traub, 1984)
· Cold Application: use ice especially for heat induced urticaria NOTE: physical modalities can induce hives.  Use with caution. (Traub, 1984)
Tonify Systems 

Immune 

· Vitamin C:  up to 10 gms per day in divided doses. empirical, based on the "anti-allergy" effect of vitamin C 

· Antiviral botanicals: Echinacea, Allium sativum, Lomatium isolate, Larrea tridenta, Glycyrrhiza, Euphrasia, Sambucus, Osha 

· Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea, Garlic

· Myer’s cocktail: 1-2 IV’s once or twice at 2-5 day intervals. clinical observation:  has resolved lesions for up to 1 year in 2 patients with chronic urticaria. 

Gastrointestinal

· Lactobacillus acidophilus: correct any underlying dysbiosis.  
· Elimination Diet: To ID food allergies and sensitivities
· Betaine HCl: In an uncontrolled trial:  26 of 40 patients with chronic urticaria had hypochlorhydria.  In those patients, supplementation with hydrochloric acid provided complete or partial relief in 17 cases. 

· Glutamine, FOS, NAG, gamma oryzonal (Permeability factors by Tyler): to heal gut with compromised mucosal integrity.
· Fermented cabbage juice: 1 liter qd in divided doses
Skin

· Skin Specific Nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

Endocrine

· DHEA:  5-15 mg/day for women; 10-30 mg/day for men. Assess and treat if levels are low.  Has been used to treat hereditary angioedema (German report- Gaby)
Symptom Based (Nat RX) 

Oral

· Homeopathy:  Histaminum, Api, Ant-c, Antipyr, Bomyx, Carb-ac, Copaiva, Fragaria, Ledum, Nat-m, Puls, Rhus-t, Urtica (Traub, 1984) 
· Vitamin C + Bioflavinoids: high dose, to bowel tolerance. For mast cell stabilization (Traub, 1984)
· Pantothenic acid  (Traub, 1984)
· HMC Plus: 3 caps tid ic
· Quercetin: 3 caps tid ic
· Alpha linolenic acid (Flax oil, chlorophyll): (Traub, 1984)
· Botanicals: Euphorbia, Yerba Santa, Feverfew, Ephedra (Traub, 1984) Curcumin, catechins (block histamine production, Jones, 2000) Euphrasia officionalis, Urtica dioica (histidine decarboxylase inhibitor, stablizes mast cells), Matricaria chamomilla, Rubus idaeus, Sambuccus nigra
Topical

· Comfrey Gel: apply directly to hives (Traub, 1984)

· Stellaria cream:  apply directly to hives (Traub, 1984)
· Cabasil cream: apply directly to hives (Traub, 1984)
· Calendula, grindelia, impatiens, Hammamelis: apply directly to hives (Traub, 1984)
· Camphor and menthol: apply directly to hives (Traub, 1984)
Symptom Based (Synthetic RX) 

· Hydroxyzine: 10-25 mg qid for 1-2 weeks (H1 blocker) 

· Terfenidine: 60 mg bid (H1 blocker)
· Cimetidine: H1 & H2 blocker
· Ketotoifen: Mast cell stabilizing agent
· Doxepin: 25 mg qd-bid tricyclic antidepressant with H1 antihistaminic activity for urticaria with depression and or depression
· Danazol: used as along term therapy for hereditary angioedema.
High Force Interventions 

· Prednisone: for angioedema urticaria eosinophilia syndrome
· Terbutaline: B adrenergic agonist used in patients with refractory hives
· Epinephrine: for acute anaphalaxis reactions
COMPLICATIONS/REFERRAL GUIDELINES 

Hives may precede anaphalaxis, which can be life threatening if it involves the swelling of the trachea or produced extreme drops in blood pressure.
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Purpura
Lichen Planus

DESCRIPTION AND ETIOLOGY 

Lichen planus (LP) is an inflammatory, pruritic disease of the skin and mucous membranes, which can be either generalized or localized. It is characterized by distinctive purplish, flat-topped papules having a predilection for the trunk and flexor surfaces. The lesions may be discrete or coalesce to form plaques. 


Etiology is unknown in most cases.  Drugs (see DDx below), metals (gold, mercury),  or infection (HCV) resulting in alteration of cell-mediated immunity may also play a role.  HLA-associated genetic susceptibility may explain a disposition in some patients.  Epidemiological studies have demonstrated a higher prevalence of hepatitis C virus infection in patients with LP compared to the normal population.  However, a pathogenic relationship has yet to be established.  Lichen Planus tends to affect women more than men with age of onset at 30-60 years.  Hypertrophic LP is more common in African Americans.

Incidence, Onset and Course:  


Although not common, LP occurs in 6 per 1,000 dermatology patients with an annual prevalence of 4.4 per 1,000 people in the Untied States per year.  However, oral LP may be the most common cause of white lesions in the mouth, having been found in 0.5-1% of dental patients.  Women tend to be affected more than men.  Oral LP may occur alone or in association with skin lesions with a tendency to occur in those age 40-60 years.


Onset can be acute or insidious with lesions remaining for months to years.  Lesions may be asymptomatic or mildly to severely pruritic.  Lesions on mucous membranes are more painful, particularly in the presence of ulceration.  


The course of oral LP may be chronic from months to years.  Approximately two-thirds of patients experience spontaneous resolution within one year. Recurrence is uncommon in both forms, occurring in less than 20% of patents.  However, patients with mucous membrane involvement usually have a more prolonged course, possibly lasting months to decades, although 50% experience remittance in two years.  The incidence of oral squamous cell carcinoma in individuals with oral LP increased by 5%.  


Lichen planus –like eruptions can occur as a manifestation of graft-versus-host disease, dermatomyositis and as cutaneous manifestations of malignant lymphoma as well with certain drugs.

Pathophysiology:


The underlying mechanism of LP is unknown.  The immune system plays a role as evidenced by the presence of immunoglobulins(1(IgM; possibly IgA, IgG) and complement (C3) at the dermal/ epidermal junction in 95% of LP lesions, the fact that certain drug eruptions and graft versus host reactions in bone marrow transplant patients mimic LP.  The primary immune factor involved appears to be cell mediated processes.  In early lesions, activated TH cells target  basal cells, which may have antigenic alterations.  Ts cells predominate in older lesions.  

SIGNS AND SYMPTOMS


Pruritis is the primary complaint and can be severe.  Patient may also complain of a rash or skin eruption.


Skin lesions are flat –topped, violaceous to purple , polygonal or oval, papules from 1-10 mm wide and edges that are sharply defined and shiny.  Lesions may be grouped, linear (Koebner phenomenon), annular or disseminated when generalized.  White lines (Wickam’s striae).  In dark-skinned patients, post-inflammatory hyperpigmentation commonly occurs.  Lesions tend to occur on the flexor surfaces of wrists, lumbar region, eyelids, shin, scalp, glans penis and mouth, although they may occur anywhere.  Uncommon presentation may include plaque size lesions, and location on the nails or hair follicles with dystrophic changes and scarring.  

Oral lesions demonstrate inflammation and leukohyperkeratosis presenting as reticulated, white puncta or papules and lines in a lace like pattern.  Plaque formation may occur.  Erosions with blisters may result from the inflammatory process.  The buccal mucosa is the most common site of involvement,  and is b/l in nearly all patients.  The tongue, lips and gingiva may also be affected.  Skin lesions occur in 10-60% of oral LP cases. 


Other locations include the genitalia where papular, annular or erosive lesions may arise on the penis, scrotum, labia majora, labia minor and vagina.  On the scalp, atrophic skin and scarring alopecia may occur.  On the nails, destruction of the nail fold and nail bed with longitudinal splintering may occur.

Variants:

· hypertrophic: Large thick plaques arise on the foot and shins; more common in African-American males. Although typical lichen planus papule is smooth, hypertrophic lesions may become hyperkeratotic.

· follicular:    individual keratotic-follicular papules and plaques that lead to cicatricial alopecia. Graham Little Syndrome is the complex of spinous follicular lesions, any lichen planus and cicatricial alopecia.

· vesicular:   development of vesicular or bullous lesions within or independent of lesions.  In the later, direct immunoflourescence is consistent with bullous pemphigoid and the patients have bullous pemphigoid IgG autoantibodies.

· actinicus:  papular lesions in sun expose areas, especially dorsum of hands and arms

· ulcerative:  therapy resistant ulcers, particularly on the soles, requiring skin grafting.

· Oral/mucous membranes:  

· Reticular, Hyperkeratotic, Erosive, Plaque-type, Atrophic, Bullous types(see Fitzpatrick)

PE AND LAB

   Essential: skin, EENT, genital (males)


Use a hand held lens and apply a clear oil over lesion to intensify the visibility of Wickam’s striae

   Other systems: per patient complaint and presentation

   Lab: 
· Biopsy:  Histologically, there is a "saw-tooth" pattern of epidermal hyperplasia and vacuolar alteration of the basal layer of the epidermis along with an intense upper dermal inflammatory infiltrate composed predominantly of T-cells.  Hyperkeratosis, thickened granular layer, degeneration of the basal cell layer, colloid bodies (necrotic basal cells) are findings within the dermal epidermal interruption.

Diagnostic Criteria:  physical exam, biopsy if doubt exists or if blisters, plaques or erosions occur in oral LP.
DDX: (ICD-9-CM) 697.0 Lichen Planus

· papulosquamous disorders:   psoriasis, fungal infection, pityriasis rosea, discoid lupus erythematosus (most commonly confused), eczema, dermatitis, lichenoid graft-versus-host disease, superficial basal cell carcinoma, Bowen’s disease
· hypertrophic disorders:  psoriasis vulgaris, lichen simplex chronicus, prurigo nodularis, stasis dermatitis, Kaposi’s sarcoma
· mucosal disorders:  leukoplakia, pseudomembranous candidiasis (thrush), HIV associated hairy leukoplakia, lupus erythematosus, secondary syphilis, bite trauma, bullous pemphigoid
· insect bites

· drug eruptions:  Hx of use of ACE inhibitors (Captopril, Enalapril), thiazides (chlorothiazide, hydrochlorothiazide), phenothiazides (Metopromaizne, Levopromazine), gold, mercury, antimalarials (quinacrine, chloroquine, quinine isomer, quinidine), antibiotics (streptomycin, tetracycline, p-amino salicylic acid), and penicillamine.  Oral LP can be mimicked by eruptions due to use of quinidine, quinacrine, sulfonylureas and hypoglycemics (chlorpropamide, Tolazamide).
· chemical reaction:  color film developer (p-pheylenediamine salts, 2-amino-5-diethylaminotoluenemonochloride (CD2), 4-amino-N-diethyl-aniline sulfate (TTS), antimony trioxid
· secondary syphilis:  lesions present on the palms and the soles
For oral LP:

· leukoplakia:  biopsy
· candidiasis:  scrapes and bleeds, KOH prep; these conditions can coexist
· secondary syphilis:  other manifestations are present such as rash, fever, lymphadenopathy; serologic test (VDRL)
TREATMENT

Oral LP tends to be more resistant to therapy than skin lesions.  In conventional medicine, asymptomatic oral LP requires no treatment.

Determinants of Health (Re-establish the basis for health)

· Dental amalgams:  161 patients with chronic lichenoid reactions (142) or oral lichen planus (19), differentiated by location to amalgam fillings and number of oral surfaces affected, underwent replacement of mercury amalgam fillings with alternative substances. Five patients served as controls receiving no restoration.  Evaluation after 6-12 months after restoration.  95% of the patients with chronic lichenoid reactions had marked improvement or complete restoration of normal mucosa. The effect was more apparent with gold crowns compared to CM crowns (palladium based).  In the OLP group, those areas of lesions in contact with amalgam showed an improvement in 63% of patients, while lesions in other sites were not affected.  J Dent 1996;24(1-2):41-45

     However, if gold crowns are already present, have the patient patch tested for gold allergy and consider removal if positive Arch 


Derm Res 1982; 272: 387-391.  (The former study downplays the significance of patch testing for mercury as many patch-neg. 


patients still responded to amalgam removal.)

· Stress management (Traub)
Stimulate the Vis Medicatrix Naturae

· Homeopathy:  Arsenicum iodatum, Sulphur (Traub)
· Zinc lozenges, buffered vitamin C rinse (Traub)
Correct Structural Integrity

· Retinoic acid:  Six patients with hypertrophic lichen planus of the palms or soles used topical retinoic acid (0.1% in vaseline base) three times daily over three weeks.  This frequency caused irritation so application was switched to every other day, bid – tid.  Regression occurred after two to three weeks. Treatment length was unspecified.  Two cases showed slight recurrences after 3-4 months. Dermatoligica (1972)145: 344-347) 

A second study compared topical retinoic acid 0.05% (RA) and flucinolone acetonide 0.1%(FA) applied qid.  33 patients with varied stages of oral lichen planus were  alternately given RA (15) or FA (18).  56% of patients receiving FA improved while only 13% of patients receiving RA improved.  The extent of change was greater in the FA group as well.  Oral Surg Oral Med Oral Path Rad Enodod 1997; 83:21-25.


18 patients with mucosal dysplasia (10 leukoplakia, 4 lichen planus, 3 erythroplasia, 1 leukokeratosis) were evaluated for serum vitamin A, (-carotene and cis-retinoic acid levels, which were low-normal.  All patients received (-carotene 30 mg qid.   One patient deteriorated and nine , 9 remained stable and 8 improved, 6 of which completely.  Stable patients were then treated with Acutane(10 mg tid) in conjunction to (-carotene and 3 improved.  The response to treatment was much higher in smokers (30 pack/yr or more) than nonsmokers.  Cancer Detect Prev 1991; 15(5): 335-340

Vitamin A can be applied with folic acid in an adhesive base (Orabase)(Traub)

· Vitamin D/ KH1060:  In a parallel-group, randomized study 10 patients received KH1060 1(g/g (a vitamin D3 analog) in a carrier base or plain carrier base bid for eight weeks.  Although clinical changes did not occur, use of KH1060 can increase bioavailability of substances which inhibit epidermal growth and reduce the number of vimentin positive cells (non-keratinocytes) The number of keratin 10-positive cells increased and the number of cells in the S- and S2M phase, vimentin positive cells decreased significantly in the  KH1060 treated lesions whereas no significant change occurred in the placebo lesions. KH1060 has been demonstrated to be several magnitudes more potent that vitamin D3 on various cell regulatory processes in vitro. (Clin Exp Derm 1998; 23:14-18)
· Ozonated Olive Oil:   Topical use has resulted in remission of skin lesions, possibly due to the likely presence of azelaic acid (oxidized oleic acid) (clinical observation- Molly Linton ND, LM)
· Griseofulvin (antifungal): In a double blind controlled study 34 patients, 17 patients received 500 mg qd and 17 patients received placebo (substance not indicated) over 4 to 6 weeks.  18 patients showed complete regression, 16 patients showed no response.  In the griseofulvin group,  12 patients (70.6%) showed regression of symptoms while in the placebo group 6 patients (35.3%) demonstrated regression, a significant difference.  Biopsy of  8 griseofulvin responders and 2 placebo responders demonstrated uniform histological changes. (Br. J Derm (1972) 87, 383-385.)
· Photodynamic therapy:  In a  case report of a 64 year old man with lichen planus of the penis that did not respond to steroids, and was initially diagnosed as intraepidermal carcinoma.  Photodynamic therapy was preceded by application of 5-aminolevulinic acid (20%) ointment (4 hr prior to treatment).  The area was irradiated with a Paterson-Whitehurst lamp (Paterson Institute, Christie Hospital, Manchester, U.K.) at a center wavelength of 630 and rectangular pass band of 27 nm.  The dose was gradually increased to  50 J/cm2 at a fluence rate of 55 mW/cm2 to prevent edema and phimosis.  Treatment was repeated after six weeks.  Lesions had completely resolved after another 4 weeks, with no recurrence at 6 months at which a biopsy showed mild change identifying the condition as LP.  (Br J Derm. 1999; 141: 747-776)
Tonify Systems

· Glycyrrhizin:  17 patients with oral lichen planus and hepatitis C were divided into two groups.  Nine patients received intravenous glycyrrhizin while eight receive information on dental hygiene.  The treatment group received 40 ml - 0.2% solution of glycyrrhizin (equating to 0.08 ml glycyrrhizin) daily for four consecutive weeks.  Six of the nine treated patients improved clinically.  The patients who responded tended to have only mildly raised ALT and AST. (J Gastroenterology 1996; 31:691-695) (FYI:  Sci Bot Glycyrrhiza SE is standardized to 17% glycyrrizin.  A comparable oral dose would be approximately 500 mg solid extract.)
Symptom Based (Nat RX)

Oral LP:

· Licragel (Sci Bot.):  apply prn

Symptom Based (Synthetic RX):  Treatment is nonspecific and often not entirely successful.  
· Antihistamine:  used with varying success for pruritis
· Topical steroids:  flucinonide 0.05% cream 
Oral LP

· Retinoids: topical tretinoin gel 0.025% bid , oral acitretin 25 mg qd (reserved for severe, refractory cases due to high incidence of side effects)
· Topical steroids: Lidex gel/ointment; Long term use predisposes to Candidiasis and causes tissue atrophy.  
· Injected steroids:  triamcinolone (Kenalog) 5 mg/ml; may have long lasting effects.
High Force Interventions:  Suppression of the inflammatory reaction may be necessary for severe generalized cases.
· Systemic corticosteroids

· Cyclosporine:  systemic or as a rinse in oral LP (5 ml/500 mg tid)

· Extracorporeal Photochemotherapy: In a small study, seven patients with chronic erosive oral and vulvar (3) lichen planus were treated with extracorporeal photochemotherapy (ECP) twice weekly for three weeks then individually tapered.  ECP consisted of extracted mononuclear cells treated with methoxypsoralen (200 ng/ml) and irradiation at 3 J/cm2 then reinfused into the patient.  All patients had complete remission with improvement beginning after 1- 5 months (12 sessions on average).  ECP was well tolerated. Other studies have demonstrated similar results.  Lancet 1998; 351:805

COMPLICATIONS/REFERRAL GUIDELINES

Complications are rare.  Postinflammatory hyperpigmentation usually fades with time.  However, complications of oral LP include candidiasis and squamous cell carcinoma (uncommon).  Chronic, erosive oral LP should be followed and if an indurated oral lesion  develops, biopsy for squamous cell carcinoma and refer appropriately 
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VASCULITIS 

DESCRIPTION AND ETIOLOGY

Vasculitis is an umbrella term, which generally means inflammation of the blood vessels. Many of the conditions under the umbrella term “vasculitis” manifest a dermatological component, mainly in the form of a papular purpura, which occur when blood vessels undergo necrotic changes.  The cutaneous lesions are generally palpable from local edema and purpuric from blood cell extravasion. The causes are multiple:

· Sepsis Vasculitis  is the most frequent cause of vasculitis.  Bacterial causes include Neisseria meningitidis, Neisseria gonorrhoeae, Staph aureus, Strep pneumoniae, Strep viridans, and Pseudomonas aeruginosa.  Rickettsial sepsis from Rocky Mountain spotted fever.  These act as exogenous AG’s for the immune complex reaction.   ***In vasculitis R/O sepsis first***
· Collagen Vascular disease associated Vasculitis: Autoimmune diseases including RA, SLE, Mixed Connective Tissue disorder
· Cryoglobulinemia Vasculitis: Caused by an infection of the hepatitis C virus.  Cryoglobulins are AB’s that precipitate in the cold.  In this condition.  The Ag/ Ab complexes can deposit in vessels causing a vasculitis.
· Drug reaction Vasculitis: most frequently associated with aspirin, gold, phenothiazides, penicillin, sulfonamides, and thiazide diuretic.
· Lymphoma & Myeloma: immune cancers that involve immune complex deposit with resultant vasculitis
· Henoch-Schonlein purpura Vasculitis: Involves the kidneys and abdominal viscera and is mediated through IgA antibodies.

· Polyarteritis nodosa: a systemic vasculitis that involves small to medium sized muscular arteries in the kidneys and other viscera.
· Wegener’s granulomatosis: systemic vasculitis that involves upper airways, lungs and kidneys.  The vasculitis involves arteries, veins and the glomeruli of the kidneys.
· Giant Cell arteritis: vasculitis of the medium to large size arteries. Frequently the temporal artery and other braches of the carotid
· Urticarial vasculitis: urticarial like lesions that last more than 24 hours

Pathophysiology:  Vasculitis is mediated through immune complex deposition into the blood vessels, which triggers the compliment cascade initiating chemotactic factors that attract WBC polys to the vessel (most frequently small veins).  ROS released from leukocyte lysosomes damage the vessel wall and allow for RBC extravasion causing the edema and purpura. 

SIGNS AND SYMPTOMS 

· In general, vasculitis presents as a purpuric papule. Sometimes necrosis will occur in these areas, which will be preceded by the purpura turning a dark gray, followed by tissue sloughing. The lesions begin to resolve by first flattening and then fading.  They will leave a brown remnant pigmentation (hemosiderin), which will also fade over days/weeks.
· Vasculitis most often occurs in the lower extremities because of increased hydrostatic pressure from gravity but can occur in a generalized fashion in severe conditions
· Sepsis: fever, chills, and prostration.  In gonnococcemia, lesions also have pustules, occur in distal extremities and are few in number.  Rocky mountain spotted fever presents with sudden onset of fever, HA and myalgias.
· Collagen Vascular disease: RA joints ache in AM for 1 hour, PIPs, occasional fever.  SLE: malar rash, possible renal involvement.
· Cryoglobulinemia: Sx’s come on from exposure to cold, weakness, arthralgia and renal involvement
· Drug reaction: occasional fever, urticaria
· Lymphoma & Myeloma: look for GI involvement and lymphadenopathy in lymphoma. Look for skeletal deformities in MM
· Henoch-Schonlein purpura: arthritis, abdominal pain, gastrointestinal and renal vasculitis
· Hypersensitivity vasculitis:  presents as petechiae like vasculitis
· Polyarteritis nodosa: bright red to light pink subQ nodules, violaceous macules, livedo reticularis
· Wegener’s granulomatosis: also ulcerations, subQ nodules, oral ulcerations, conjunctivitis, renal disease
· Giant Cell arteritis: swollen superficial temporal arteries, scalp gangrene, severe HA, post inflammatory hyperpigmentation, scarring from old lesions
· Urticarial vasculitis: lesions resemble urticaria, but persist for longer than 24 hours, fever, arthralgia, angioedema, pruritis, burning pains
HX, PE AND LAB

   History:  Rule out sepsis and systemic disease!  Rule out sepsis first which is a medical emergency.  Take a thorough medication history.  Look for hx of autoimmune disease in self and fam. hx.  Clues to multisystem involvement may include the following sn’s and sx’s: arthritis, hematuria, abdominal pain, melena (black tarry stool), cough, hemoptysis, HA, and peripheral neuropathy.

   Essential: Vitals, Skin
   Additional:  GI, HEENT, Musculoskeletal, GU 
   Lab: Skin biopsy: shows infiltration of blood vessels with neutrophils and leukocytoclasis (WBC waste), hemorrhage, endothelial spongiosis, fibrinoid necrosis of vessel wall

Immunofluorescence of vessel walls shows immune globulins, which is only diagnostic for Henoch-Schonlein purpura if the IG’s are IgA.

CBC w/ diff and plat count: look for elevated WBCs, eosinophils, and polys

Serum creatine: to detect concomitant renal involvement

Guiac stool test: to detect GI vasculitis

Serum protein electrophoresis: to screen for inflammatory and neoplastic states, nephritic syndromes, liver disease, and immune dysfunctions

Cryoglobulins: for cryoglobulinemia
Hepatitis panel: as causative factor for cryoglobulinemia

ESR: elevated in most vasculitis and autoimmune dz

RF & ANA: for suspected collagen vascular disease

Whole skeletal x-ray: in suspected multiple myeloma, look for punched out lytic lesions.

Blood cultures (C&S, STAT, start presumptive broad spectrum AB tx IV): to ID organisms in sepsis

Serologic titers (Acute IgG and Convalescent IgM): for suspected Rocky Mountain spotted fever

Complete UA: look for RBC, immunofluorescence in MM, leukocytes, increased specific gravity

DDX (ICD-9-CM Vasculitis)
DIC, hematoma, urticaria 

TREATMENT 

Determinants of Health (Re-establish the basis for health) 
· Discontinue medication if there is suspected drug involvement

· Treat any underlying causative disease processes

· For Suspected infection (sepsis): begin treatment immediately as waiting can mean the difference between positive and fatal outcomes (esp. Rocky Mountain Spotted fever and Meningiococcemia)
· Eliminate food allergies: >>>gut irritation>>>Permeability>>>autoimmune process>>>vasculitis
· Diet: Increase intake of bioflavinoids including catechins, proanthocyanidins, hesperidin and qeurcetin to stabilize and strengthen the blood vessels.  Bioflaviniod rich foods:  dark pigmented berries, citrus rinds, onions, garlic, pigmented vegetables and fruits.
· Stabilize blood pressure and ensure adequate venous return to decrease hydrostatic pressure
· Low grade exercise: to encourage venous return
Stimulate the Vis Medicatrix Naturae 

· Constitutional hydrotherapy: for infection

· Acupuncture: for systemic disease

· Constitutional homeopathy  

Correct Structural Integrity 

· Acral/peripheral hyperthermia: to increase circulation in cases of distal necrosis

· Contrast hydrotherapy: to increase circulation in cases of distal necrosis NOTE: cold is CI in cryoglobulinemia
Tonify Systems 

Immune 

· Autoimmune Modulating Botanicals:  Buepluerum, Rhemania, Glycerrhiza for underlying autoimmune component (i.e. Collagen vascular disease)
· Bromelain:  5 caps (500 mg)  4 x day ic (Abdullah, 1999)
· Pancreatic proteases: take high doses ic
Gastrointestinal

· Lactobacillus and Bifidus: 

· FOS, L-glutamine, NAG, Butyrate (Permeability Factors by Tyler)

· Fermented cabbage juice: 1 L qd for 10 days for glutamine content

· HCL: take immediately ac. Titrate dose up to warmness in epigastric region, then back down by one cap.

· Pancreatic enzymes

Vascular 
· Botanicals: Aesculus hippocastanum, Ruscus aculeatus, Centella asiatica, Calendula officionalis, Vaccinum Myrtillus, Crataegus oxycantha, Myrica cerifera, Mellilotus officinalis
· Vitamin C: 3-10 grams per day for proper collagen formation

· Copper, Zinc, manganese: for proper collagen formation

· Quercetin

· HMC Plus

· Catechins: Tinctures or teas of Camellia sinensis 
Renal

· Botanical protection: Chimophilla, Celery seed, Parsley pert, Pellitory of the Wall, Ulmus fulva, Althea officionalis, Zea mayes

· Decrease protein intake
Skin

· Consider skin integrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc
Symptom Based (Nat RX) 

· Colchicine: 0.6 mg bid-tid
· Isocort (Bezwecken): 5 pellets 5 x per day for short periods in acute cases the taper slowly.
Symptom Based (Synthetic RX)

· Tetracycline or Chloramphenicol: In the case of Rocky Mountain Spotted fever
· IV Broad Spectrum (penicillin) Antibiotics:  for bacterial sepsis
· Dapsone: 50-100 mg/day
· NSAIDS: for cryoglobulinemia
 

High Force Interventions 
· Steroids: Prednisone 40-60 mg qd po for 5 days and then tapered for another 5 days. 
· Cytotoxic immunosupressives (Azathioprine, cyclophosphamide): to prevent renal damage 

· Methotrexate: 0.15-0.30 mg /kg 1 x week. For giant cell arteritis
· Plasmapheresis at 37 C: for rapidly progressive cryoglobulinemia
COMPLICATIONS GUIDELINES 

· All vasculitis can result in necrosis and possible loss of acral digits or extremities.  Bacterial and Rickettsial sepsis can be quickly fatal.  Refer to emergency care immediately.   SLE, Wegener’s granulomatosis, Henoch-Schonlein purpura, Cryoglobulinemia, and Multiple myeloma can all produce severe renal damage.   Giant cell arteritis can produce scalp necrosis, which can predispose to secondary bacterial infection. 
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Infecious Conditions of the Skin: Bacterial

Cellulitis

DESCRIPTION AND ETIOLOGY

An acute inflammation of the connective tissues of the skin usually caused by infection with Streptococcus bacteria, which spreads through the dermal and subcutaneous tissues.  

Pathophysiology:

Upon bacterial entry the infection spreads to tissue spaces by utilizing hyaluronidases to break down the polysaccharide ground substance and basement membrane. Fibrinolysins digest fibrin barriers. Lecithinases obliterate cell membranes. Since the infectious organisms tend to be low in number, it is thought that the reaction is caused by bacterial superantigens. Celluitis tends to affect deeper dermal layers compared to erysipelas, which invades more superficial, layers.

The entry port for the infection is any mucocutaneous site or hematogenously to soft tissue. Common organisms include: Staph aureus, Group A (-hemolytic strep, and Strep pyogenes. (Strep B is not normal flora of the skin.) 

Risk Factors: Drug and alcohol abuse, cancer and cancer chemotherapy, cirrhosis, Diabetes mellitus, immunosuppression, malnutrition, renal failure.

SIGNS AND SYMPTOMS

Most common found on lower extremities (may be preceded by trauma, tinea pedis, ulceration, dermatitis but may be without known cause). Red, hot, inflammatory plaque of skin, sudden onset.  Rash may spread or enlarge noticeably developing vesicles, or ulcers.  Watch for signs of system spread including: lymphangitis, lymphadenopathy, high fever with chills, shaking, and sweating (diaphoresis), tachycardia, headache, nausea, vomiting, loss of appetite, stiffness, muscle aches, malaise

PE AND LAB

Essential: Inspection shows inflammation involving the superficial skin tissues of the face. Outline the leading edge of the lesion to follow the progession of the infection.  Look for the location of pus formation.  If this area is treated and the purulent mateial removed, the cellulitis will resolve.

Other systems: GI, lymphatics

Labs: CBC with elevated WBC (mild leukocytosis with a left shift)

ESR (sed rate) is elevated.
Aspiration from point of maximum inflammation and culture, the leading edge of the lesion.


Blood cultures may be positive, particularly in toxic patients

DDX (ICD-9-CM 682.9 Cellulitis)

Deep Vein Thrombosis, thrombophlebitis, stasis dermatitis, early contact dermatitis, Drug eruption, erythema nodosum, Herpes zoster, eosinophilic cellulitis
TREATMENT
Determinants of Health (Re-establish the basis for health)

The goal of treatment is rapid eradication of the infection – potential complications are great and potentially life threatening

This is a serious infection that indicates an immediate referral .Immobilize and ellevate the involved limb to reduce swelling may be needed with H. influenza type B infections (Dambro, 2000). Sterile saline dressings to decrease local pain.  General immune support
Stimulate the Vis Medicatrix Naturae

Acupuncture

Constitutional Homeopathy: Rhus tox, Arnica, Echinacea, Baptisia, Hepar sulph Antrax, Taran cub, Lachesis, Silica (Bastyr Tx Notebook)

Correct Structural Integrity

· Warm, moist compresses will increase circulation in the area and promote healing (Dambro, 2000)

· Debridement for gas/purulent collections

· Cool cycle in Magnetherm (Traub,ND)

· Magnesium sulphide soaks (Traub,ND)

· Contrast compresses with Epsom salts and Hydrastis (Jones, 1999)

Tonify Systems

Black salve (topically)

Veratrum viride root and leaves-internal and external (Traub, ND)

Tea tree oil

Hydrastis, Echinacea, Allium sativa, Allium cepa

Symptom Based (Nat RX)

Oral

Strep nosode 30X, Hydrastis, Echinacea, Allium sativa, Allium cepa (Jones, 1999)

Vit C, A, Ca, Mg, Zn  (Jones, 1999)

Topical

Tea tree oil (Jones, 1999)

Symptom Based (Synthetic RX)

Antibiotics- treat the infection based on culture and sensitivity


Erythromycin, Dicloxycillin

Analgesics- control pain

Antipyretics such as acetaminophen - oral may be needed to control fever.

High Force Interventions:  

IV antibiotic therapy

COMPLICATIONS/REFERRAL GUIDELINES

This is a serious infection that may  require an immediate referal for IV antibiotics
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Erysipelas

DESCRIPTION AND ETIOLOGY
Bacterial cellulitis involving the superficial skin and lymphatics usually due to group A streptococcus. Usually acute but a chronic recurrent form also exists (Dambro, 2000)

Pathophysiology:

Upon bacterial entry the infection spreads to tissue spaces hyaluronidases break down polysaccharide ground substances, Fibrinolysins digest fibrin barriers, Lecithinases obliterate cell membranes.  Since the infectious organisms tend to be low in number, it is thought that the reaction is caused by bacterial superantigens. Erysipelas is a more superficial infection of the skin and lymph nodes than cellulitis.

SIGNS AND SYMPTOM

· Prodrome of malaise, fever and chills. 

· Acute onset of erythema that begins as an erythematous patch – the border of the lesion is more sharply demarcated than in cellulitis and the surface looks more like and orange peel

· Face is the most common area involved, especially the nose and the ears.

· Headache and vomiting are prominent

· Arthralgias, pruritis, skin discomfort, vesicles, facial rednessRed, hot, inflammatory plaque of skin, sudden onset

· The chronic form may recur hours to year after the initial episode and typically recurs ar the original site

PE AND LAB

Essential: Inspection shows inflammation involving the superficial skin tissues.

Other systems: GI, lymphatics, immune

Labs: CBC with leukocytosis usually > than 15,000


Antistreptolysin (ASO), streptozyme, or anti-DNAse may be helpful


Strep may be cultured from exudate or from non-involved sites 


Blood cultures rarely positive

DDX (ICD-9-CM 035 Erysipelas)

Deep vein Thrombosis, Thrombophlebitis, Stasis dermatitis, Early contact dermatitis, Drug eruption, Erysipeloid (rarely toxic), Scarlet fever (usually more widespread and without edema), Lupus, Polychondritis, tuberculoid leprosy, Erythema nodosum, Herpes zoster, Eosinophilic cellulitis
TREATMENT

Determinants of Health (Re-establish the basis for health)

The goal of treatment is rapid eradication of the infection 

General immune support

Bed rest and therapy to reduce fever if excessive

Elevate the infected area (head) to reduce swelling.

Avoid shaving areas of facial erysipelas until all symptoms and skin manifestations have resolved.
Stimulate the Vis Medicatrix Naturae

Acupuncture

Constitutional Homeopathy: Rhus tox, Apis, Belladonna, Veratrum viride, Graphites, Lachesis, Silica

Correct Structural Integrity

Warm, moist compresses will increase circulation in the area and promote healing.

Massive doses of UV light (Traub,ND)

Congo red, gentian violet with UV (Jones, 1999)

Hot or cold compresses with magnesium sulfate (Jones, 1999)

Tonify Systems

Skin and connective tissue repair: EFA’s, polyunsaturated fats, vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 
GI: flora, enzymes, enterocyte repair (glutamine, N-acetyl glucosamine, vit A, fiber, water)
Immune: antioxidants, bioflavonoids, mast cell stabilizers, anti-histamines, sitosterols, EFA

Symptom Based (Nat RX)

Oral

Hydrastis, Echinacea, Allium sativa, Allium cepa 

Vit A, vit C

Strep 30X

Topical

Slippery Elm as a drawing poultice

Black salve (topically)

Ichthyol ointment (zinc based)

Symptom Based (Synthetic RX)

Antibiotics- treat the infection

Analgesics- control pain

Antipyretics such as acetaminophen - oral may be needed to control fever.

High Force Interventions

Intravenous antibiotic therapy

COMPLICATIONS/REFERRAL GUIDELINES

Adequate treatment results in full recovery but chronic edema and scarring can result from chronic recurrent cases
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FOLLICULITIS

DESCRIPTION AND ETIOLOGY
Folliculitis is a bacterial infection (especially of staphycoccal organisms) of the hair follicles or the skin surrounding the hair. This condition is fairly common.

Pathophysiology:

Folliculitis is the result of obstruction or disruption of individual hair follicles and the associated Pilosebaceous canal. Staphylococcal infections are characterized by intense suppuration and necrosis of local tissues. All members of this genus produce the enzyme coagulase that results in the deposition of fibrin in the region of the infection, this contributes to the walling off of the lesion and abscess formation.


Staphylococcal organisms also produce a variety of toxins and extracellular enzymes which contribute to their virulence. These organisms may produce alpha toxin that hemolyzes red cells, and destroys platelets and leukocytes. Certain strains may produce enterotoxins, exfoliating toxins and toxic shock syndrome toxin.

The infection may be superficial or deep. Folliculitis causes pustule formation.  Folliculitis may also lead to the development of furuncles (Furunculosis), commonly called boils, or carbuncles (Carbunculosis), usually caused by Staphylococcus aureus.  It is exacerbated by irritation, pressure, friction, or perspiration.

Typical Causes include: friction, perspiration, occlusion, or shaving. 

Predisposing risk factors include: Hyperhidrosis,Preexisting dermatitis,Reduced host resistance, such as patients with diabetes mellitus or immunologic disorders (eg, hypogammaglobulinemia, chronic granulomatous disease),Staphylococcal nasal carriers, Skin injuries, abrasions, surgical wounds, and draining abscesses, Skin occluded for topical corticosteroid therapy,Contact with oils, tar and grease can make one more susceptible to folliculitis,Tight or occlusive clothing such as polyester can contribute to the development of folliculitis. 

SIGNS AND SYMPTOMS

Folliculitis:  pustules usually appear on the scalp, arms, and legs in children; on the faces of bearded men (sycosis barbae); and on the eyelids (sties).  Inflammation causing pain.

Typical Locations: scalp, extremities, bearded areas

Furunculosis: may develop  hard painful nodules (furuncles).  Nodules commonly appear on the neck, face, axillae, and buttocks.  As they enlarge after several days, they rupture, discharging pus and necrotic material. Erythema and edema may persist for several weeks. 

Typical Locations: Neck(friction of collars), face, buttocks, axillae, groin, Trunk (friction of belts)

Carbunculosis:  the patient develops extremely painful deep abscesses.  These drain through multiple openings onto the skin surface, usually around several hair follicles. 

Typical Location: nape of neck

PE AND LAB

   Essential: Vitals, skin, lymphatic, other systems of elimination

   Other systems: GI, immune

   Lab: Consider cultures, Gram stain, KOH prep, fasting blood sugar, HIV status

   Diagnosis: clinical observation. Consider biopsy if in doubt or in cases resistant to treatment (Dambro, 2000)

DDX (ICD-9-CM 704.8 other specified diseases of hair or hair follicles)

Acne Vulgaris, Cutaneous Candidiasis, Irritant Contact Dermatitis, Erythema Toxicum, Neonatorum, Fire Ant Bites, Insect Bites, Keratosis Pilaris, Lichen Spinulosus, Lupus Miliaris, Disseminatus Faciei, Milia, Miliaria, Papulonecrotic Tuberculids, Perioral Dermatitis, Pityrosporum Folliculitis, Pseudofolliculitis of the Beard, Pseudomonas Folliculitis, Reactive, Perforating Collagenosis, Rosacea, Scabies, Seabather’s Eruption, Tinea Barbae, Tinea Capitis, Tinea Corporis, Transient Acantholytic Dermatosis, Cholinergic Urticaria 

TREATMENT

Determinants of Health (Re-establish the basis for health)

· Wearing loose cotton clothing will help prevent folliculitis 
· Inproving bathing habits
· Avoid: Oils: hair, bath, suntan topically
· Determine and eliminate food allergies

· Decrease or avoid: Alcohol, refined foods-sugar, honey
· Increase Hydration

Stimulate the Vis Medicatrix Naturae

Acupuncture

Constitutional Homeopathy: Hep, Silica, Tarentula (carbuncle)

Correct Structural Integrity

· Local contrast

· Gential violet with UV light (Traub, 1984)

Tonify Systems

· Skin and connective tissue repair: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 
· Immune support (Especially in immune compromised individuals): Vitamin C:  up to 10 gms per day in divided doses, Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea; Garlic: dose should contain 10 mgs of alliin or 4000 mcg of allicin potential; Moducare (Thorne):  Sterols and Sterolins to modulate T helper cells in HIV. Sig: 1-2 caps tid ic; Zinc picolinate: 40-60 mg qd
Symptom Based (Nat RX)

Oral

· Zinc (100 mg QD, 10 days) (Jones, 1999)

· Vit C (1 g 5-10X/day) (Jones, 1999)

· Thymus extract (Jones, 1999)

· Juglans cinerea tincture (Traub, 1984)

· Echinacea, hydrastis, baptisia, calendula, phytolacca, gallium, oil of bitter orange (Jones, 1999)

· Mezerum 5C BID (Traub, 1984)

· Rumex, Echinacea (Traub, 1984)

Topical

· Wet dressings (tap water, saline, 5% Burow’s) 

· Hot pack (1% boric acid solution 1 Tbsp/qt)- aspirate, incise and drain

· Saline packs in between honey applications

· Arctium lappa or potatoe poultice
· Hypericum, or Hydratis tincture locally

· Washing with Tincture of green soap (Traub, ND) 

Symptom Based (Synthetic RX)

Topical antibiotics such as:  bacitracin and polymyxin B 

For recurrent infection:  systemic antibiotics. 

Carbunculosis requires systemic antibiotics.

High Force Interventions

Furuncles may also require incision and drainage of ripe lesions after application of hot, wet compresses, and topical antibiotics after drainage. 

COMPLICATIONS/REFERRAL GUIDELINES
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Furuncles

· zinc 30 mg, 2-3 times daily for for 3 months followed by lower maintenance doses; balance zinc with copper. Uncontrolled trial:  May induce regression of active lesions and prevent recurrences
IMPETIGO

DESCRIPTION AND ETIOLOGY


A superficial, intraepidermal, unilocular, vesiculopapular Staphylococcal or Streptococcal seen in normal children or sick adults, especially on the face and hands. (Robbins, 1995). It is the most common bacterial skin infection in children and cultures reveal over 80% is Staphylococcus aureus alone or combined with group A beta hemolytic strep. (Dambro, 2000)


Bullous impetigo is from Staph impetigo that progresses rapidly to small to large flaccid bulla without lymphadenopathy.  Folliculitis is considered to be a Staph impetigo infection of a hair follicle.


Ecthyma is a deeper, ulcerated impetigo infection often with lymphadenitis

Pathophysiology:

Staphyloccus aureus colonizes the nasal epithelium and skin without infection but from the reservoir, colonizes and cause infection in the skin after trivial trauma.  Group A beta hemolytic strep colonizes the skin directly by binding to sites on fibronectin that are exposed by trauma. (Darmstadt, 1994)

SIGNS AND SYMPTOMS


Impetigo begins as an erythematous macule that progresses to small pustules (usually not found intact) and eventually to a shallow erosion (ulcers are not present) with a honey colored crust. A superficial glistening base is revealed when the crust is removed. It is most frequently found on the face, mouth and nose or at site of trauma. It may occur at multiple sites and forms bullae on the buttocks, trunk and face. Brown or honey-colored crusts are the hallmark sign of a secondary bacterial infection. Usually painless but it may be itching and burning. It is very contagious.

PE AND LAB

   Essential: vitals, skin, lymphatic, immune system

   Other systems: Other systems of protection

   Lab: Not usually required. Gram stain and culture base of lesion after removeal of crusted areas to determine if secondary infection is present. Blood agar grows both staph A and group A strep.  ASO titers can be weak positive for Strep.

   Imaging: none
DDX (ICD-9-CM 684 Impetigo)

Strep pyoderma (infx is deep extending to the dermis which reveals a ulcer when the crust is removed, moderate to marked erythema, usually found on the lower extremities occurring after a scratch or insect bite)

HSV (clear vesicles, hx of recurrence, prodromal sensation of tingling or itchiness)

Fungal (KOH, culture)

Chickenpox (vesicles, macules, papules, pustules and crusts, generalized pruritic eruptions)

Insect bites (small, discrete, erythematous, usually pruritic, papules that DO NOT become confluent, puncta, stinger)

T. corporis (centrifugal spread with central clearing, KOH)

Erysipelas (superficial cellulitis, lymphatics involved, margin of lesion is raised, sharply demarcated from adjacent normal skin)
TREATMENT
Determinants of Health (Re-establish the basis for health)

· Ensure maximal hygiene to prevent possible spread
· Removal of crusts, cleanliness with gentle washings (tap water, saline or 5% Burow’s solution) TID, follow with soap and water wash or olive oil soak or dilute vinegar to remove crusts (Traub, 1984)
· Trim nails
· Correct nutritional deficiencies:


Diet of whole, unprocessed foods high in whole grains, legumes, vegetables, fruits, nuts and seeds


Increase consumption of dietary flavonoids (berries, dark leafy greens, legumes, green tea, and citrus fruits)


High potency multiple vitamin and mineral

· Avoid sweets, nuts and cheese (Traub, 1984)

Stimulate the Vis Medicatrix Naturae
· Hydrotherapy: constitutional hydrotherapy for overall immune support

· Homeopathy: (Boericke, 1996)

Antamonium tartaricum: Bluish eruptions or sores that crust over and leave a bluish-red mark

Anthracinum: clusters in successive crops, crusty oozing eruptions, intolerable burning and bad

Arsenicum album: burning, shooting pain < at night; crusts large, deep, bleed when removed

Borax: esp. in children

Calcarea carbonica: ulcerate easily, < open air and from water, > warm room

Carbo vegetabilis: face, chin, lips, mouth; glandular swelling, itching changed to burning when scratching

Dulcamara: moist, suppurating, oozing pale water scratched; due to cold, wet weather

Graphites: in females with scanty menses; watery, sticky fluid; ulcerates easily < indoors, warmth, motion, > outside

Hepar sulphur: very sensitive to touch, to cold air

Mercurius solubilis: burning when touched; easy bleeding; scratching changes itching to burning; < night, cold, damp weather

Natrum muriaticum: during fever; gnawing, shooting pains; itching, moist, oozing eruption; related to stress; dry, cracked lips; watery, clear d/c

Rhus tox.: malaise, sudden outbreak of many; severe burning and itching

Silica: inclined to ulcerate; very sensitive, smelly
Correct Structural Integrity
· Gential violet with UV light (Traub, 1984)

Tonify Systems

· Skin and connective tissue repair: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 
· Immune support (Especially in immune compromised individuals):

Vitamin C:  up to 10 gms per day in divided doses.

Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea

Garlic: dose should contain 10 mgs of alliin or 4000 mcg of allicin potential

Moducare (Thorne):  Sterols and Sterolins to modulate T helper cells in HIV. Sig: 1-2 caps tid ic

Zinc picolinate: 40-60 mgs qd

Symptom Based (Nat RX) – both oral and topical treatments are advocated

Oral

· Zinc (100 mg QD, 10 days) (Jones, 1999)

· Vit C (1 g 5-10X/day) (Jones, 1999)

· Thymus extract (Jones, 1999)

· Juglans cinerea tincture (Traub, 1984)

· Echinacea, hydrastis, baptisia, calendula, phytolacca, gallium, oil of bitter orange (Jones, 1999)

· Mezerum 5C BID (Traub, 1984)

Topical
· Green soap wash TID followed by Hydrogen Peroxide (Traub, 1984)

· Allium, Glycyrrhiza, Grindelia, Hydrastis, Echinacea (Traub, 1984)

· Honey or sugar (hyperosmotic) (Traub, 1984)

· Calendula succus, sulfax or hydrastis wash or ointment (Jones, 1999)

· Hydrastis and cabasil powder in ointment (Jones, 1999)

Symptom Based (Synthetic RX)

Oral

· Erythromycin (adults 1g QD dd q6h; pediatrics 30-40 mg/kg/d q6h)

· Dicloxacillin (adult 250 mg QID; pediatrics 12-25 mg/kg/d divided q6h)

Topical

· Mupirocin (Bactroban) ointment: apply TID, 7-10 days (nonbullous only).
High Force Interventions

Severe Bullous disease may require IV nafcillin or cefazin

COMPLICATIONS/REFERRAL GUIDELINES

Complications are rare but may include: Secondary bacterial infections, Post-Strep acute glomerulonephritis (very rare), Deep cellulitis, Bacteremia, Osteomyelitis, septic arthritis, pneumonia, lymphadenitis.
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SYPHILIS 

DESCRIPTION AND ETIOLOGY

Syphilis is a STD caused by the spirochete Treponema pallidum.  Syphilis has three distinct stages: primary, secondary, and tertiary syphilis.  Primary syphilis is characterized by a primary “chancre” at the site of inoculation, usually with regional lymphadenopathy.  The disease shortly thereafter (2-6 months) becomes systemic secondary syphilis, which has a generalized cutaneous distribution of macules and papules.  If the disease is still left untreated about 15% of these untreated patients will develop tertiary syphilis in 3-7 years.  Noduloulcerative plaques characterize it and later “gumma” formation, which are rubbery lumps in the subcutaneous tissue with a tendency toward necrosis and ulceration.   There can be cardiovascular and central nervous system damage with tertiary syphilis infection. Tertiary syphilis is now very rare.

Syphilis is more prevalent in males and in minority populations.  The incidence has been increasing in recent years.  Its course is complicated by concomitant HIV infection, which can promote accelerated staging to tertiary syphilis within months of the primary infection.  

Secondary syphilis is known as the “great imitator” because its lesions can be confused with so many other conditions.  Lesions of the palms and soles and past hx of a chancre are usually the only distinguishing features.

Pathophysiology: 

· T. pallidum is the spirochete that infects traumatized mucocutaneous surfaces usually by sexually transmitted vector.  It has an incubation period of 10-90 days and then will manifest a primary chancre (ulcer) at the site of infection.   Over the next few months the organism will continue to multiply till it disseminates hematogenously throughout the body.   The organism will provoke immunologic response, which clinically manifests as a variety of inflammatory lesions on the skin (secondary syphilis).

SIGNS AND SYMPTOMS 

· Primary Syphilis: ulcerative chancre. Starts as a button like papule that develops into a painless erosion.  May have serous exudates and becomes crusted. It ranges in size from a few mm to 2cm in diameter. It is usually firm to palpation with an indurated border. The shape is round or oval.  Extra-genital lesions, especially on the fingers, may be painful.  The ulcer appears, on average, 21 days after inoculation.  Usually heals within 2 months.

· Sites of predilection for primary chancre: Male: inner prepuce, coronal sulcus of the glans penis, shaft and base.  Female: cervix, vagina, vulva, clitoris, and breast.
· Secondary Syphilis:  Sn’s: Rash starts 6-12 weeks after appearance of primary chancre.   The rash is known as the “great imitator” because of its multiple presentations.  The most common presentation is with scaling papules and small red brown or copper colored annular plaques.  The color is a distinguishing feature.  Secondary syphilis can also appear as macules and nonscaling papules. The distribution is generalized but the lesions also appear on the palms and soles, which is typical of secondary syphilis.  Lesions usually resolve in 1-3 months.
· Other Sn’s: lymphadenopathy; mucocutaneous white plaques in the mouth; condyloma lata: flat topped, moist warty appearing lesions in the genital area or cervix; and a spotty, “mouth eaten” alopecia of the scalp
· Sx’s: fever, HA, myalgia, arthralgias, sore throat, and malaise.
· Organ involvement: 10% of pts develop hepatitis, 4% of patients develop bone and joint disease, and rarely nephritis develops. Neurosyphilis develops in 10% of immunocompetent pts and at an even higher rate in HIV pts.
· Tertiary syphilis: appears after 3-7 years after initial infection and after a latency period post secondary syphilis.  Characterized by plaques and nodules with scars healed in the center.  Can have ulceration or psoriaform scales. They are brown in color and firm to palpation.  They are typically located on the back, face or extensor surfaces of the arms although they can occur as solitary lesions anywhere.
· Gumma, or rubbery lumps found in subQ tissue that may ulcerate or undergo necrosis, appear, on avg., 15 years after the primary infection.
HX, PE AND LAB

   History:  hx of sexual encounter with an infected person in the last 10-90 days previous to appearance of primary chancre. Secondary and Tertiary Syphilis only occur in untreated primary cases.  

   Essential: Vitals, Skin, HEENT, GU (speculum exam for females), 

   Additional: lymph, musculoskeletal, liver, neuro, cardiac, and kidney
   Lab: STS: Serologic test for syphilis. May be negative in new cases and in immune compromised hosts.


FTA-ABS: stands for “fluorescent treponemal antibody absorption”. Perform after a positive STS test to confirm.  


Darkfield examination: of biopsy material will show spirochetes. 


VDRL, RPR, HIV1/HIV2 serologic testing: to assess for increased risk factor of rapid progression of the disease. 

DDX (ICD-9-CM 090.0-097 Syphilis)
Primary Syphilis: Chancroid, genital herpes, fixed drug eruption, lymphogranuloma venereum, donovanosis, furuncle, apthous ulcer

Secondary Syphilis: Pityriasis rosea, drug eruption, viral exanthem, sarcoidosis, tinea corporis, tinea versicolor, scabies, Guttate psoriasis, lichen planus

Tertiary Syphilis: Cutaneous TB, atypical mycobacterial infection, malignancy, furuncle

TREATMENT 

Determinants of Health (Re-establish the basis for health)

· Baseline serologies prior to treatment to monitor its success

· Prompt institution of Abx

· Educate patient on safe sex practices
· Evaluate and treat, if necessary, any and all sexual partners of the patient

· Advise patients infected with primary syphilis to wear adequate protection during sex or to abstain

· Skin Lesions are spontaneously resolving.  This can be expedited via treatment of the spirochete.
For Primary, Secondary, and early Latent Syphilis of > 1 yr duration

· Penicillin G: 2.4 million units IM single dose
· Doxycyclin: 100 mg PO bid x 2 weeks (For Penicillin Allergic patients) 

· Tetracyclin: 500 mg PO qid for 2 weeks (For Penicillin Allergic patients)

· Erytromycin: 500 mg PO qid for 2 weeks (For Penicillin Allergic patients)

· Ceftriaxone: 250 mg IM qd x 10 days (For Penicillin Allergic patients)

For Latent Syphilis < 1 yr duration, Cardiac Syphilis, and Gummas

· Penicillin G: 2.4 million units IM, for 3 doses spaced 1 week apart
· Doxycycline: 100 mg PO bid for 4 weeks (For Penicillin Allergic patients)
· Tetracycline: 500 mg PO qid for 4 weeks (For Penicillin Allergic patients)
Neurosyphilis:

· Aqueous crystalline penicillin G: 12-24 million units IV administered 2-4 million units every 4 hrs, for 10-14 days
Stimulate the Vis Medicatrix Naturae 

· Homeopathy: see Kent’s Repertory for ulcers p. 713-714, and condylomata p. 693 and 715 (Traub, 1984)
· Constitutional Hydrotherapy

  

Correct Structural Integrity 

· N/A
Tonify Systems 

Immune 

· Vitamin C:  up to 10 gms per day in divided doses. 

· Zinc: 40 mg bid 

· B Carotene: 100-300,000 IU qd 

· Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea, Allium sativum, Euphrasia, Sambuccus 

· Bovine Colostrum 

Symptom Based (Nat RX) 

Oral

· Buffered Vitamin C: 10-15 gm qd dd, for prevention and treatment of Jarisch-Herxheimer reaction during AB tx. Liver Support in cases of hepatitis.

· Lipotropic Factors (Tyler): 2 caps tid cc

· Liv 52: 1 cap tid

Topical

For Skin Lesions of secondary syphilis:

· CCC cream

· Cabasil cream

· Calendula, avocado or olive oil can be used topically to heal lesions 

Symptom Based (Synthetic RX)

· Aspirin/Tylenol/Acetaminophen: for prevention and treatment of Jarisch-Herxheimer reaction during AB tx.
High Force Interventions 

· N/A

COMPLICATIONS/ REFERRAL GUIDELINES 

· Note: report all cases of diagnosed syphilis to the Dept. of Health.  Treat early to avoid secondary and tertiary syphilis complications such as central nervous system, cardiac, hepatic, rheumatic or renal involvement.   If these systems do become involved, co-manage the case with an infectious disease specialist and specialists in the involved areas.   HIV and other immune compromised patients should be treated aggressively and co-managed with an infectious disease specialist.
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Infecious Conditions of the Skin: Viral
Herpes simplex virus

DESCRIPTION AND ETIOLOGY


The virus is a medium sized DNA virus that replicates within the nucleus.  There are two distinct immunologic types: HSV-1 and HSV-2.  HSV-1 primarily causes oral herpes outbreaks, whereas HSV-2 has an affinity for the genitals.   However, the virus can affect ant part of the mucocutaneous surface.   


Herpes lesions are confluent, grouped, intraepidermal vesicular lesions appearing on mucocutaneous surfaces.  The primary outbreak is acute and self -limited often followed by periods of latency and reoccurrence.  The reoccurring lesions always appear in the same location and this is pathognomnic for HSV.  HSV is highly contagious, spread by direct contact with an individual with an active or prodromal outbreak. 


The incidence is extremely common with 100 million episodes of oral herpes per year.  500,000 new cases of genital herpes present each year.  This is an increase of 15 fold over the last 25 years.  It is estimated that 16% of adults have antibodies to HSV-2.


The primary infection with HSV-1 usually occurs in childhood and affects the oral mucosa, mostly the lips and gums (herpes labalis, gingivostomatitis).  90% of these cases are subclinical and may not show sx’s until later in life when precipitating factors may produce an outbreak.    HSV-2 usually occurs via sexual contact and after puberty (except in the cases of sexually abused children).  These lesions can occur mostly on the genitals, called vulvovaginitis or progenitalis, but can also occur on the mouth or other parts of the skin.   Lesions generally heal in 10-21 days.

SIGNS AND SYMPTOMS

GENERAL


A pathognomonic symptom of HSV is a prodromal sensation of tingling or itchiness over the exact area where the lesions later occur (1-2 days).  The prodromal area will become erythemetous and indurated just prior to vesicular appearance.


Primary infections are often characterized by more extensive vesicualtion with erosions, purulent discharge and necrosis.  Reoccurring lesions appear in the same location (pathognomonic) but often without the same severity and distribution. Vesicles appear usually in clusters, varying in size from 0.5cm to 1.5cm, although clusters may merge together. The vesicles appear on an erythematous base, grow larger (causing pain from pressure), break open to form ulcers, and then scab over with a thin, yellowish crust. The affected skin can become ulcerated and necrotic especially in immune compromised individuals.  Healing begins after approximately 10 days, but it usually takes a full 21 days to completely resolve the lesion.

Painful lesions may be associated with malaise, fever, myalgia, headache, and lymphadenopathy.

HERPETIC WHITLOW is an HSV infection of the fingers.  It has the same erythemetous and vesicular conformation as oral or genital outbreaks but may appear smoother because of the thicker epidermis.  It is usually very painful.  This is mostly an occupational hazard of medical and dental workers and is prevented through glove protection.

HERPES GLADATORIUM 

Epidemic herpetic outbreaks in nontypical areas of skin contracted from close contact in wrestling.  Lesions present the same.

ECZEMA HERPETICUM 

This condition occurs due to the dissemination of HSV from a primary parent lesion to skin areas with compromised integrity such as that seen in atopic dermatitis, burns, pemphigous vulgaris, bullous pemphigoid and mycosis fungoides.  Presents as umbilicated vesicles evolving into punched out erosions.  Distribution is wide but often occurs on the face, trunk and neck.   The lesions are often smaller than in oral or genital outbreaks and are disseminated as opposed to confluent.  

PRECIPITATING FACTORS FOR REOCCURENCE

UV radiation causing skin irritation

Altered hormones such as in menstruation

Fever or common cold

Altered immune status

Increased arginine and decreased lysine intake

Stress

IMMUNOCOMPROMISED STATES PREDIPOSING TO DISSEMINATED HSV REACTIVATION

HIV infection, leukemia, lymphoma, transplantation, chemotherapy, steroids, radiotherapy, immunosuppressive RX

PE AND LAB

· Examine all mucosal membranes (nose, vaginal, oral) and skin; look for signs of anemia

· Tzanck smear of lesion shows multinucleated giant cells
· Herpes simplex virus culture- only half of true positives available in 2 days; rest may take 6 days or longer to be positive; not considered as reasonable means to follow activity of recurrent disease near labor and delivery.   

· Serology for HSV Ig

· Polymerase Chain Reaction (PCR) of tissue samples

· Occasionally biopsy is needed 

· Amino acid testing for arginine and lysine levels

· Note: Varicella (herpes zoster) has identical findings on Tzanck smear.

DDX (ICD-9-CM 054.2 Herpetic stomatitis, Herpes labalis, Herpetic whitlow, Eczema herpeticum, Herpes gladatorium, Herpes vulvovaginitis, Herpes progenitalis)

ORAL DDX

Impetigo, herpangina, acute necrotizing ulcerative gingivitis; apthous stomatitis or other infection (Candida, Corynebacterium)

Treponema, Mycobacterium tub, Strep, gonococci, HZV, measles, infectious mono); avitaminosis

(vitamin B’s and C, iron); lichen planus, erythema multiforme, SLE, Behcet’s syndrome, and pemphigus vulgaris all present oral mucosa signs; mechanical trauma; generalized stomatitis (spicy food, alcohol, tobacco, toothpaste, lipstick, etc.)

GENITAL DDX

Syphilitic chancre

ANORECTAL  DDX

Carcinoma, Crohn’s dz, amebiasis

TREATMENT

Determinants of Health (Re-establish the basis for health)

· The main goal is to reduce stressors in your life, or to better manage the stress present in your life.  Stress reduction techniques can be helpful such as meditation, yoga, moderate exercise, etc.  Try to increase relaxation, positive mental attitude, and peace of mind.  Make sure to get sufficient sleep.

· Avoid excessive exposure to sun or UV tanning lights.
· Avoid, if possible, environmental exposure to toxic substances (solvents, tobacco smoke, tung oil containing products, etc.).

Prevention (Jones, 2000)

· Avoid sexual or oral contact if there is an active or prodromal lesion
· Wear underwear to bed if there is an active or prodromal genital or anal lesion.
· Wash hands often
· Do not share clothing, utensils or other objects
Nutrition

Avoid refined sugar and alcohol

· Avoid known food allergies/sensitivities

· Emphasize Lysine‑rich foods (dairy, fish, seafood, chicken, turkey, eggs, organ meats, brewer’s yeast, mung bean sprouts, legumes). Avoid foods that have been subjected to the Mailard reaction (baked goods that contain fructose or lactose, or baked goods that contain both yeast and any refined sugar).

· Avoid foods rich in arginine (chocolate, peanut, almonds, cashew, walnut, filbert, pecan, brazil nuts, tahini, sesame and sunflower seeds, coconut, gelatin, buckwheat); immune weakening foods (bleached white flour, simple sugar, coffee, alcohol)

· During outbreak, avoid moderately rich arginine foods (wheat, oats, barley, soy, lentils, peas, beans, hot sauces, spicy, fried, fatty, rich and salty foods, sprouts, carob, eggplant, tomato, squash)

· Avoid or significantly restrict the intake of sugar and high sugar foods.

· Avoid caffeine which decreases immune response (Jones, 2000)

· Avoid ETOH (Jones 2000)

· A multiple vitamin/mineral supplement is helpful for overall immune functioning.  Additional vitamin C, vitamin E, zinc, and beta-carotene are especially important.
Stimulate the Vis Medicatrix Naturae

Homeopathy:
Arsenicum album: burning, shooting pain < at night; crusts large, deep, bleed when removed

Borax: esp. in children

Calcarea carbonica: ulcerate easily, < open air and from water, > warm room

Carbo vegetabilis: face, chin, lips, mouth; glandular swelling, itching changed to burning when scratching

Dulcamara: moist, suppurating, oozing pale water scratched; due to cold, wet weather

Graphites: in females with scanty menses; watery, sticky fluid; ulcerates easily < indoors, warmth, motion, > outside

Hepar sulphur: very sensitive to touch, to cold air

Mercurius solubilis: burning when touched; easy bleeding; scratching changes itching to burning; < night, cold, damp weather

Natrum muriaticum: during fever; gnawing, shooting pains; itching, moist, oozing eruption; related to stress; dry, cracked lips; watery, clear d/c

Rhus tox.: malaise, sudden outbreak of many; severe burning and itching

Silica: inclined to ulcerate; very sensitive

Correct Structural Integrity 

· Ice: apply topically to lesion, 10 minutes on then 5 min. off during prodrome

· Hydrotherapy: cool compress: wet with Hydrastis tea

· Sitz baths for Herpes genitalis

· Dilute vinegar compress during vesicular stage and crusts (Traub, 1984)

Tonify Systems

· bioflavinoids (20-30g)

· Folic acid

· Thymus extract  T Cell Formula (Ecological Formulas) 1 cap tid (Jones, 2000) 

Symptom Based (Nat RX)

Oral

· Monolaurin is a source of lauric acid which seem to keep the cell membrane fluid enough to prevent, or decrease, viral shedding.

Petri Dish Study: In the presence of lauric acid (12 carbon chain), the production of infectious vesicular stomatitis virus (VSV) was inhibited in a dose-dependent manner. The inhibitory effect was reversible with removal of the lauric acid. Other monocarboxylic acids, of shorter or longer chain lengths, were found to be less effective or had no antiviral activity. Lauric acid also had antiviral activity against HSV-1, but it was not as effective as seen against VSV.

· L-Iysine, 312mg - 3 g/day between meals, 1-6 g/d between meals, 500-1,000 mg/d for prophylaxis.  In double-blind studies  lysine reduced recurrences in some,  but not all, cases.  In uncontrolled trials and clinical observation lysine has been reported to reduce the duration of acute outbreaks.  Lysine is believed to work by reducing the absorption/ action of arginine.

Multi-Study Analysis: Lysine has been found to antagonize herpes virus growth in vitro. At an oral dose of 1-6 grams per day, lysine may be effective in reducing severity, duration, and recurrences of herpes simplex I virus outbreaks in certain patients.

· vitamin B-3 (niacinamide; 500-1000mg QD); 

· B complex; B6, 100 mg qd 

· Bostrychia montagnei (red seaweed)

Petri Dish Study: In vitro examination of the antiviral properties of sulfated galactans extracted from the red seaweed Bostrychia montagnei showed activity against herpes simplex 1 and 2. Antiviral activity was not virucidal, but appeared to inhibit replication without impairing cell viability. (Duarte, MER et al. Inhibitory effect of sulfated galactans from the marine alga Bostrychia montagnei on herpes simplex virus replication in vitro. Phytomedicine. 2001 Jan;8(1):53-8.)

· Red Alaskan Dulse

Clinical Observation: Dr. Chris Meletis, N.D., reports positive clinical results with topical Red Alaskan Dulse for HSV-1, HSV-2, and herpes zoster infections. The efficacy increases when treatment begins during the prodrome. Red Alaskan Dulse can also be used for viral pharyngitis. (5/25/01)
· Herbs for nervous, endocrine, and immune system may prevent recurrences and shorten the duration of outbreaks.

· Vitamin C. acute Tx  1,000 mg tid or more up to bowel tolerance; prevention:  500-1,000 mg 1-3 times/day. In a double-blind study supplementation with 600-1,000 mg/day each of vitamin C and citrus bioflavonoids (500-3,000 mg/day) reduced the duration of acute oral herpes outbreaks by 57%.

Experimental Double-blind Study: 32 episodes of recurrent mucocutaneous herpes were treated with a cotton wool pad soaked in an ascorbic acid (Ascoxal) or placebo solution and applied for 2 minutes TID. Patients who received the ascorbic acid solution noted statistically significant fewer days with scabs and fewer occasions of worsening symptoms, and nurses noted that the scabs did not last as long and the virus cultures yielded herpes simplex less frequently as those treated with placebo.

Topical

· zinc (100mg BID)

Experimental Study: 30 patients with recurrent herpes simplex (HS) and post herpetic erythema multiforme (PHME) were treated with a gauze compress soaked in a lukewarm zinc sulphate solution (0.025-0.05%) placed on the HS skin lesions for 10 minutes. The HS on the oral mucous membranes were treated with zinc sulphate mouth rinses (0.01-0.025%) for 103 minutes. Treatment was administered once a day in acute infections until the lesions disappeared. Maintenance treatment was given once a week for a month and thereafter twice a month. During 16-23 months, treatment with zinc sulphate solution prevented relapses in the 25 patients with recurrent HS on the skin and oral mucous membranes. However, this treatment did not prevent the HS episodes associated with upper respiratory infections in the 5 patients with recurrent HS and PHEM. (Brody, I. Topical treatment of recurrent herpes simplex and post-herpetic erythema multiforme with low concentrations of zinc sulphate solution. British Journal of Dermatology. 1981 Feb;104(2):191-4.)

Botanicals

· Glycyrrhetinic acid ointments: Licrogel by Scientific Botanicals and Licorice and Lysine Plus by Wise Woman Herbals


In Vitro Study: Glycyrrhetinic acid has shown antiviral activity against herpes simplex I in vitro, and therefore may be an effective treatment for herpes. There is no evidence for the effectiveness of DGL. (PDR for Herbal Medicines, 1st Edition and Natural Medicines Comprehensive Database 2000)


Clinical Observation: Dr. Lise Alschuler, N.D., uses Licrogel (Glycyrrhiza) more often than Herpalieve (Melissa). It is best to apply at prodrome, at least 6 times per day. She has found that 80% of patients using Licrogel show improvement within 3 days, and 60-70% of patients using Herpalieve show improvement within 3 days. (2001)

· Melissa officinalis: apply ointment in early symptoms: Herpalieve by PhytoPharmica

· Topical application of Eugenol

Animal and Petri Dish Study: Eugenol (4-allyl-2-methoxyphenol) is a phenol obtained form clove oil and classified as a dental analgesic. Eugenol was found to be virucidal with no toxicity in vitro. A Eugenol-acyclovir combination synergistically inhibited herpes replication in vitro. Topical application delayed development of herpes induced keratitis in a mouse model. (Benencia, F et al. In vitro and in vivo activity of eugenol on human herpesvirus. Phytotherapy Research. 2000 Nov;4(7):495-500.)

· Herbal Oral Rinse and Gargle (Lomatium, Polygonum bistorta, oil of bitter orange) by Eclectic Institute

· Herbal/Vitamin Salve: Vit A +Vit E + Lavender oil + zinc + licorice root (Jones, 2000)

· For Herpes progenitalis (penile): Echinacea (2dr), Hamamelis (1 oz), add distilled water to 8oz- apply topically qid; dust with powdered bentonite clay (Jones, 2000)
Symptom Based (Synthetic RX)

· Acyclovir (Zovirax) anti-retroviral ; is effective in preventing HSV outbreak from stress or fever and when taken during prodrome, otherwise acyclovir isn’t helpful during outbreak; HSV can be acyclovir‑resistant

· Vanacyclovir (Valtrex): better bioavailability orally than acyclovir, is converted to acyclovir; indicated for use only in immunocompetent.

· Penciclovir (Denavir)

High Force Interventions

· AMP
, 25 mg/ml:  IM 2 ml at each of 2 sites qod for 10 Tx/ 40 ml total
Some patients may develop transient non-cardiac chest pain, which can be prevented by separating the injections by 15-45 minutes.  Use lower doses for individuals weighing less than 70 kg.  

uncontrolled trial: this treatment accelerated healing and prevented recurrences in patients with frequent recurrences of herpes simplex.  

· Foscarnet: Drug of choice for acyclovir-resistance in immunocompromised persons with systemic HSV: 40 mg/kg IV q8h
COMPLICATIONS/REFERRAL GUIDELINES

Possible complications: herpes encephalitis, herpes pneumonia, aseptic meningitis, herpes viremia, gingivostomatitis

Neonatal herpes is passed directly to infant from mother’s birth canal. The mother may not show clinical signs.  If she does have active signs, arrangements should be made for CS.  Occurrence is rare, but there is a 50% mortality rate among those infants that go untreated.
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Human Papilloma Virus (HPV) 
DESCRIPTION AND ETIOLOGY
The Human Papilloma (HPV) virus is a double stranded DNA papovavirus with 65 immunologically distinct subtypes.  HPV is a frequent viral infection that affects cutaneous and mucocutaneous surfaces in healthy adults and children.  It appears with even greater frequency and is very recalcitrant in immunocompromised hosts. The infection manifests in a benign hyperkeratotic neoplasm commonly known as a “wart”.  The most common cutaneous forms are Verruca vulgaris  (AKA common wart), verucca plana (AKA flat warts), and verucca pedis (AKA plantar warts).   The most common mucocutaneous form is Condyloma accuminatum (AKA venereal warts).  Genital HPV is the most common STD in developed countries affecting 1% of sexually active adults. 10-20% of the population is thought to be infected with the latent virus

Pathophysiology: 

· Warts are contagious and passed via skin-to-skin contact.  Invasion is promoted by trauma in the   stratum corneum, which facilitates epidermal infection (Koebner phenomenon).  The HPV virion replicates in the upper layers of the epidermis particularly the stratum corneum and the stratum granulosum.   The virus stimulates epidermal and keratin proliferation resulting in acanthosis (epidermal thickening) and hyperkertosis.  Viral genomes also lay latent in the lower epidermis probably contributing to chronicity and treatment failure.      

· Cell mediated immunity appears to contribute to wart resolution.  Immune deficient host may contract multiple HPV infections and be resistant to treatment.

SIGNS AND SYMPTOMS 

Verruca vulgaris  (common wart): Associated with HPV types: 2, 4, 1, 6 and 11.  Usually a flesh colored papule or nodule 1-10 mm in diameter and rarely larger.  Lesions are round or polycyclic with vegetations and have a corrugated or hyperkeratotic surface.  The corrugated surface interrupts normal skin lines, which is especially apparent on palmar surfaces.  It is studded with black puncta, which are thrombosed capillaries.  They occur individually, clustered or linearly. They are usually found at sites of trauma: hands, fingers and knees.  A variant from HPV type 7 found commonly in butchers and meat packer’s is appropriately called Butcher’s warts. 

Verucca plana (flat warts): Associated with HPV types: 3 and 10.  These are subtler than common warts:  flatter and well demarcated, they are reddish brown to flesh colored in hue.  They appear as slightly raised papules 2-5 mm in diameter.  They are commonly found in a linear arrangement on the hands and face. Close inspection with a magnifying glass reveals a finely verrucous surface.  

Verucca pedis (plantar warts): Associated with HPV types 1,2 and 4. Usually occur as an isolated, painful papule on the sole of the foot covered by a thick callous.  When pared down with a scalpel blade (#15), a corrugated wart is visualized with black puncta and typical interruption of normal plantar dermatoglyphics.  Multiple plantar warts may coalesce into a “mosaic” pattern and warts may reside together under a common callous in a mother daughter relationship or as a central large wart surrounded by multiple smaller warts.

Condyloma accuminatum (venereal warts): Associated with HPV types 16,18,31,33 and 35. Located in the perineum, rectum, external genitalia, inguinal folds, and occasionally the vagina and urethra. These are soft, moist papules and plaques that may be pedunculated or sessile. The surface is cauliflower like.  Acetowhitening: Soaking the lesions in 3-5% acetic acid solution such as white vinegar for 5 minutes will cause the warts to turn white. 

Epidermodysplasia Verruciformis: Associated with HPV types 5,8,9,12,14,15,17,19-24. This is an autosomal recessive heritable disorder, which manifests with multiple flat wartlike and pytiriasis versicolor like lesions usually on the trunk.  They are flesh colored, brown pink or hypopigmented in color.  The lesions can grow large and confluent.  They can also be found on the face legs and arms. Facial lesions can be premalignant and progress to squamous cell carcinoma.

Cervical Condylomata/ Intraepithelial Neoplasia: Associated with HPV types 6, 11, 16, 18, 31, 33 and 35.  These lesions can be found on GYN exam with speculum visualization of the cervix. Incidence is thought to between % and % of sexually active females.  These lesions predispose to CIN and invasive cervical carcinoma and should be tested along with an annual PAP smear.  

· Generally, HPV infections are more common in females than males

PE AND LAB

Essential: Vitals, Skin

Other systems: GU (including speculum and pap smear), musculoskeletal, lymphatic and hematological (in suspected immunocompromise) 

Lab: The diagnosis is usually clinical.  Lab pathology reveals thickened epidermis (acanthosis), hyperkeratosis.  Large, distinctive keratinocytes called koilocytes will small pyknotic nuclei are found in the upper layers of the epidermis.  HPV DNA homology typing is currently only available through research laboratories.   

DDX (ICD-9-CM viral warts 078.1, verruca vulgaris, verruca plana, verruca plantaris, condyloma acuminata, epidermodysplasia verruciformis, cervical condylomata)

verruca vulgaris: Molluscum contagiosum, seborrheic keratosis

verruca plana: comedo, syringoma (facial), molluscum contagiosum

verruca plantaris: callous, corn, exostosis

condyloma acuminata: Squamous cell carcinoma, secondary syphilis, Bowenoid papulosis

epidermodysplasia verruciformis:  Pityriasis versicolor, actinic keratoses, seborrheic keratoses

squamous cell carcinoma, basal cell carcinoma

TREATMENT 

General Measures 

· First DO NOTHING:  In healthy adults and children, up to 65% of warts will undergo spontaneous regression within 2 years.   Explain to patients the benign nature of the condition and enroll them in watchful waiting.

Prevention

· Prevention Education: Educate the patients to avoid contacting others directly in the areas of warts.  If contact is made, have the other individual wash as soon as possible. 

· In the case of sexual contact with condyloma acuminata, the use of condoms may act as a prophylactic in HPV spread to the partner.

· If contact is inevitable, have others being contacted on an immune enhancing nutrient program (see below)

· Have patients avoid picking at warts to avoid autoinoculation

Determinants of Health (Re-establish the basis for health) 

· Teach proper hygiene: regular bathing in uncontaminated water.
· If in regular contact with a person with warts, educate the person that spread is most likely to occur in areas with skin microtrauma.  Have these people use hand moisturizers with vulnerary agents to promote healing of skin microtraumas i.e. lanolin, calendula.
· Identify food allergies:  Food allergies can contribute to immunocompromise.
· Look for other sources of immune incompetence: glucocorticoids, Maladaptive stress, HIV infection 
· Hypnotic Suggestion: hypnosis therapy has been shown to have some efficacy in spontaneously resolving HPV infections.
Stimulate the Vis Medicatrix Naturae 

· Constitutional Hydrotherapy:  To accelerate the spontaneous regression of lesions in immunocompetent individuals.  This is especially indicated for HIV and other immunocompromised individuals.

· Localized contrast applications or sitz baths:  to increase circulation and immunity to a specific body part

· Wet sock TX: for general circulation and immune stimulation

· Constitutional Homeopathy: With wart like skin signs as a major rubric i.e. Thuja 

  

Correct Structural Integrity 

· Consider skin integrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

Tonify Systems 


Immune 

· Vitamin C:  up to 10 gms per day in divided doses.

· Antiviral botanicals: Echinacea, Allium sativum, Lomatium isolate, Larrea tridenta, Glycyrrhiza, Euphrasia, Sambucus, Osha 

· Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea

· Bovine Colostrum 

Review article: The author’s review 26 controlled clinical trials concerning the immunomodulating properties of Echinacea and concluded that compounds containing echinacea can be effective immunomodulators. Melchart D et al., Immunomodulation with echinacea – a systematic review of controlled clinical trials. Phytomedicine 1994; 1:245-54 

Review article: Garlic consumption or administration may be beneficial in fighting a broad range of infectious agents. Koch HP, Garlicin – Fact of fiction? Phytother Res 7:278-80, 1993 

Skin

· Skin Specific Nutrition: EFA’s, polyunsaturated fats (Ie. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

Symptom Based (Nat RX) 

· Homeopathy:  Isopathic of wart material 8x,Thuja 6x, Causticum 30x, antimony tart 6x, nitric acid 6x all 4 pellets qid (E. Jones, 2000)

· Podophyllin: (As 0.5% Podophyllotoxin cream) Apply to lesions bid.  (Do not exceed 24 application within 4 weeks)   WARNING: Podophyllin is toxic.  Do not use in pregnant females.  May cause localized allergies as pruritis and erythema.  CONTRAINDICATED IN PREGANCY

· Podophyllum 10-20% in benzoin tincture: repeat weekly for up to 6 weeks. (E. Jones, 2000) CONTRAINDICATED IN PREGANCY

· Essential oil of Thuja and Tea Tree oil: AA, apply full strength to warts several times a day. (E. Jones, 2000)

· Bitter Orange oil: Full strength topically several times a day. (E. Jones, 2000)

· Castor oil with baking soda: make a compress and apply topically. (E. Jones, 2000)

· Papaya and lemon juice: AA, apply to wart and cover with a band-aid. (E. Jones, 2000)

· Fiscus cavica (fig):  stems and leaves (milky substance) applied topically (E. Jones, 2000)

· Hammamelis, Chelidonium, Thuja oil, Sanguinaria root tincture (for common and plantar warts):  for topical application. AA Disp. 1 oz. Soak plantar warts in epsom salts for 20 minutes. File down surface of wart. Apply tincture bid and cover with a band-aid. (E. Jones, 2000)

· Banana peel: cut small square of banana peel and apply vitamin C crystals and water to the inside of the peel.  Apply to wart and cover with a band-aid overnight. (E. Jones, 2000)
· Trichoroacetic acid 80-90%:  apply weekly for 6 weeks
· Gentian violet: applied topically along with UV light treatment. (E. Jones, 2000)

· Hyperthermia: (for plantar warts) use immersion in 113 F water for 30-45 minutes tid for up to 16 treatments.

· Crystalline Vitamin C (Pure ascorbic acid): create a paste with water, lemon juice, garlic oil or minced garlic.  Apply to pared wart and put a band-aid over the compress overnight.  (E. Jones, 2000)

· Cantharis tincture: applied topically (E. Jones, 2000)
Symptom Based (Synthetic RX) 

· Salicylic acid 17% (Duofilm, Occlusal HP, plaster) This is the initial home-based standard of care for common, flat and plantar warts.  Soak wart for 5 minutes prior to application.  Apply daily and cover with adhesive tape.
· Cantharidin (Verr-Canth) Apply carefully to lesion with a small 1-2 mm border of healthy tissue. Causes blistering of the entire epidermis, which eventually sheds along with the papule. 
· 40% Salicylic acid and Lactic acid collodion

· Glutaraldehyde

High Force Interventions 
WARNING: Overzealous high force treatment can result in scarring with untoward cosmetic results.

· Escharotic Therapy

· Cryotherapy (standard of care) Use liquid nitrogen with cotton tipped applicator or cryospay and freeze lesions for 30 seconds until an icefall forms over the wart.  Repeat after thawed. Repeat every 4 weeks until wart is completely regressed.

· Electrodessication For treatment of lesions that are refractory to Cryotherapy.  The patients are pretreated with local anesthesia of EMLA for small lesions and lidocaine for large lesions. This tx is more effective than cryotherapy but has an increased risk of scarring.

· Curettage: can be performed after cryotherapy.   

· Laser Surgery:  CO2 laser treatment can be very effective in recalcitrant cases.
COMPLICATIONS/REFERRAL GUIDELINES
Referrals for electrodessication or laser surgery where facilities or scope of practice does not permit these treatments 

HPV is a common STD known to be a precursor for malignant growths commonly on the female cervix and anogenital regions of both sexes.  These lesions are known as cervical condylomata and can lead to cervical intraepithelial Neoplasia or carcinoma in situ.  This can progress to invasive malignancy.  For Naturopathic treatment of CIN refer to Dr. Tori Hudson’s Women’s Encyclopedia of Natural Medicine.  Allopathic treatment consists of LEEP procedures and cryotherapy.
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Verruca vulgaris

DESCRIPTION AND ETIOLOGY (alternate names: filiform warts; periungual warts; plane juvenile warts; plantar warts; subungual warts; verruca; verruca vulgaris; verrucae planae juveniles)

A benign cutaneous skin growth caused by a human papillomavirus of low infectivity. They may occur anywhere on the body but are frequently seen on the hands, feet, and face (areas of frequent contact). 

· Planter warts- soles of the feet. 

· Periungual or Subungual warts- Fingernails or Toenails

· Verrucae vulgaris- common warts on the hands, arms, legs, and elsewhere 

· Verrucae planae juveniles- numerous very small smooth flat warts (pinhead size) often seen in large numbers on children's faces, foreheads, arms and legs. These are seen less often in adolescents and seldom in adults.


The typical wart is a rough round or oval raised lump on the skin that may be lighter or darker than the surrounding normal skin, skin colored 

or even (rarely) black. Most parents are familiar with the look of a typical wart and have little trouble in diagnosing the condition. Warts with a smooth surface and the small flat warts in children may cause some difficulty in diagnosis for the average parent. Common warts cause no discomfort unless they are in areas of repeated trauma.
 
Plantar warts are no different than the common wart but, because of their location on the soles of the feet, they can become extremely painful. Large numbers of planter warts on the foot may cause difficulty running and walking and can be debilitating. Warts around and under the fingernail are similar to the common wart but much more difficult to cure.

Course
The common wart may disappear spontaneously, often within 2 years of its appearance. Treatment of warts has improved significantly in 

the last 10 years but even with effective treatment recurrence is not uncommon.

Pathophysiology: HPV is a double stranded DNA virus, which infect squamous epithelia of skin and mucous membranes. The infection induces a discrete epithelial hyperplasia with varying degrees of surface hyperkeratosis.

SIGNS AND SYMPTOMS

Small, hard, flat to raised skin papules, 1-10mm rarely larger. Hyperkeratotic, clefted surface, with vegetations.
Color: flesh colored, lighter or darker than surrounding skin in a small area, dark speckles, black  
Planter warts-rough round or oval lesions on soles of feet, flat to slightly raised and painful to pressure
Periungual or Subungual warts-rough growths around fingernails or toenails or protruding from beneath them

PE AND LAB

   Essential: Dermatological Exam

Diagnostic Criteria:  The diagnosis is based on the appearance of the skin lump/lesion in dermatological screen.
DDX  (viral warts ICD-9-CM 078.1)

Molluscum contagiousum

Seborrheic keratosis

Actinic keratosis

Keratoacanthoma

Squamous cell carcinoma in situ

Invasive Squamous cell carcinoma
TREATMENT

Warts are benign growths that often disappear spontaneously within 2 years. They are contagious but of a very low order. Warts may be unsightly or cause discomfort, especially on the feet. However, treatment often  is not indicated. 

Determinants of Health (Re-establish the basis for health)
· Avoid direct skin contact with another wart.
Stimulate the Vis Medicatrix Naturae

Homeopathic: Thuja, Antimonium carbonicum

Hypnotherapy or meditation- focus of disconnecting the blood supply to the wart(s)
Correct Structural Integrity
· Soak the affected area for 10-15 min prior to application of medication.

· Apply medication overnight, cover with a strong adhesive covering then debride or file dead skin in the morning.

Tonify Systems

· Liver detoxification
· Podophyllum tincture (Traub, ND)

· American Mandrake tincture (M. Haverty, ND)

· Vitamin A 50,000-100,000 IU

Symptom Based (Nat RX)

· Topical Thuja oil or salve

· Topical Garlic- oil or fresh grated or crushed (Traub, ND)

· Wart Paste- crystalline Vitamin C, water, lemon juice, crushed garlic-mix in quantity to make a paste (M. Haverty, ND)

· Dandelion latex-fresh

· Essential oils: Thuja, Lavender, Melissa, and Wintergreen

· Plantar Warts- topical fresh papaya with lemon juice (M. Haverty, ND)

Symptom Based (Synthetic RX)

· Topical preparations of salicylic acid and lactic acid and are applied on a daily basis for several weeks

· cimetidien:  30-40 mg/kg/day divided bid
· Aldara (imiquimod) 5% cream three times weekly (loal IFN inducer)
· Squaric acid immunotherapy
High Force Interventions

Surgical removal or removal by freezing (cryotherapy), burning (electrocautery), or laser treatment may be needed. Immunotherapy, done by causing a localized allergic reaction, is also used.

COMPLICATIONS/REFERRAL GUIDELINES:  Generally not an issue.  

Molluscum Contagiosum
DESCRIPTION AND ETIOLOGY
Molluscum Contagiosum are round, dome shaped papules, smooth in texture, and often umbilicated.  It is an epidermal infection by a DNA poxvirus (MCV-1, MCV-2).  They often occur in young children, sexually active adults or in immunocompromised HIV infected individuals.

Pathophysiology: 

· Viral infection by DNA poxvirus which replicates in the cytoplasm of the keratinocyte. This virus invades the epidermal layer and settles in the lower layers of the Stratum Malpigphii.  There they form intracytoplasmic inclusion bodies called “molluscum bodies”.  These are virus encapsulated by eosinophils.  From here the epidermis can grow down into the dermis where the virus can also infect hair follicles.

· In adults, there is usually a venereal transmission via sexual contact. Lesions are most often found in the genital region.   These lesions usually resolve spontaneously in 6-9 months.

·  In children, Molluscum Contagiosum is common and usually occurs on skin-exposed sites such as the arms and hands.  Transmission is through direct contact with MCV-1, although spread to other children and family members is low.  Spontaneous regression usually occurs.

· HIV infected individuals can develop hundreds of large mollusca on the face.  This is generally MCV-2.  Transmission is usually through shaving cuts.  Due to immunocompromise, the lesions do not resolve spontaneously and can grow large.    

SIGNS AND SYMPTOMS 

· None, or rarely pruritis if secondarily infected.

· Lesions present as umbilicated, papules 2-5 mm wide.  They are hard, smooth; dome shaped and flesh colored or pearly white.  In HIV infected individuals lesions can grow into nodules and show characteristic umbilication in the center.

· Distribution is usually in clusters resulting from autoinoculation.   They occur most often on the face, eyelids, neck, axilla and trunk.  In children more commonly on the arms and face.  In healthy adults around the genital region is most common.  HIV infected males will often have lesions in the beard region.

· Incidence is more common in males than females

· Localized nflammation indicates resolution of the infection.  

Course:  Lesions can persist up to 6 months, then regress spontaneously.  In HIV- positive patients not receiveing HAART, lesions may persist and continue to grow.  

PE AND LAB

Essential: Vitals, Skin

Additional: If immunocompromise is suspect, confirm positive serologic testing for HIV, CD4, WBC w/ diff and viral load.

Other systems: GU (adults), Lymphatic and Hematological (in suspected immunocompromise) 

Lab: The diagnosis is usually clinical.  Dx can be confirmed through curettage and smear of keratotic plug.  Microscopic examination of unstained or Giemsa stained sample will reveal numerous oval molluscum bodies. Biopsy usually unnecessary unless dx unclear due to inflammation of lesion.   

DDX (ICD-9-CM 078.0 Molluscum Contagiosum)

Small Mollusca: condyloma acuminata, flat warts, syringoma, and sebaceous hyperplasia

Solitary Large Molluscum: Squamous cell carcinoma, basal cell carcinoma, keratoacanthoma, epidermal inclusion cyst

Facial Mollusca in HIV-Infected Individual: histoplasmosis, cryptococcis, and coccidioidomycosis

TREATMENT 

General Measures 

· First DO NOTHING:  In healthy adults and children, the lesions are usually undergo spontaneous regression in 6-9 months.   Explain to patients the benign nature of the condition and enroll them in watchful waiting.

Prevention

· Prevention Education: Educate the patients to avoid person-to-person contact in areas of the mollusca.  If contact is made, have the other individual wash as soon as possible. 

· Avoid sharing soaps, cloths, loofas, bath water and razors with infected individuals.

Determinants of Health (Re-establish the basis for health) 

· Teach proper hygiene: regular bathing in uncontaminated water.
· Identify food allergies:  Food allergies can contribute to immunocompromise.
· Look for other sources of  immune incompetence:  glucocorticoid usage, maladaptive stress syndrome
Stimulate the Vis Medicatrix Naturae 

· Constitutional Hydrotherapy:  To accelerate the spontaneous regression of lesions in immunocompetent individuals.  This is especially indicated for HIV and other immunocompromised individuals.

· Localized contrast applications or sitz baths:  to increase circulation to a specific body part.

· Pelloid peat pack, hyperthermic peat bath:  direct antiviral acitivity, stimmulate immune function and to increase circulation to a specific body part.

· Wet sock treatment: for general circulation and immune stimulation.  

· Constitutional Homeopathy: With Molluscum like skin signs as a major rubric. 

  

Correct Structural Integrity 

· Consider skin intergrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc. 

Tonify Systems 

Immune 

· Vitamin C:  up to 10 gms per day in divided doses.

· Antiviral botanicals: Echinacea, Allium sativum, Lomatium isolate, Larrea tridenta, Glycyrrhiza, Euphrasia, Sambucus, Osha 

· Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea

· Bovine Colostrum 

Review article: The authors review 26 controlled clinical trials concerning the immunomodulating properties of Echinacea and concluded that compounds containing Echinacea can be effective immunomodulators. Melchart D et al., Immunomodulation with Echinacea – a systematic review of controlled clinical trials. Phytomedicine 1994; 1:245-54 

Review article: Garlic consumption or administration may be beneficial in fighting a broad range of infectious agents. Koch HP, 

Garlicin – Fact of fiction? Phytother Res 7:278-80, 1993 
Skin

· Skin Specific Nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

Symptom Based (Nat RX) 

· Homeopathy:  Isopathic of Molluscum Contagiosum 8x

· Podophyllin: (As 0.5% Podophyllotoxin cream) Apply to lesions bid.  (Do not exceed 24 application within 4 weeks)   WARNING: Podophyllin is toxic.  Do not use in pregnant females.  May cause localized allergies as pruritis and erythema. Podophyllum peltatum preparations that are not standardized have been phased out of clinical practice.


Controlled clinical trial: In a 12 week study of 150 Asian men with Molluscum Contagiosum, the effect of a 0.5%, 0.3% 


podophyllotoxin cream was evaluated vs. placebo. At the end of the study 92% of the men in the 0.5% experimental group were 


completely cured as opposed to 52% and 16% in the 0.3% and placebo groups respectively Topical 0.3% and 0.5% podophyllotoxin 


cream for self-treatment of molluscum contagiosum in males. A placebo-controlled, double-blind study. Dermatology 1994;189(1):65-8

Symptom Based (Synthetic RX) 

· Cantharidin (Verr-Canth, Canthrone; derived from a blister beetle) Apply carefully to lesion with a small 1-2 mm border of healthy tissue. Causes blistering of the entire epidermis, which eventually sheds along with the papule.
· Aldara, Cimetidine 
High Force Interventions 

· Curettage:   Lesions are scraped off. 

· Cryotherapy:   Use liquid nitrogen with cotton tipped applicator or cryospay and freeze lesions for 10-15 seconds.  

· Electrodessication:   For treatment of lesions that are refractory to Cryotherapy.  Electrodessication is also the treatment of choice for HIV infected individuals with numerous or large nodular mollusca.  The patients are pretreated with local anesthesia of EMLA for small lesions and lidocaine for large lesions the extend into the dermis

· Laser Surgery:  Pulsed dye laser treatment can be very effective in recalcitrant cases, especially in immunocompromised individuals with widespread lesions.


Uncontrolled Clinical Trial: 20 patients with molluscum contagiosum lesions refractory to conventional therapy were treated with a 



pulsed dye laser.  95.9% of the lesions were healed after the first treatment.  The other 4.1% resolved after the second treatment.  



There were no scars or pigment anomalies observed after treatment.  Molluscum contagiosum: treatment with pulsed dye laser 



Hautarzt 2001 Jan;52(1):38-42

COMPLICATIONS/REFERRAL GUIDELINES 

Lesions usually spontaneously regress within 6-9 months although they have been known to last for years in certain individuals for reasons unknown (Note TR: Think obstacle to cure).   Lesions can spread via autoinoculation.  Lesions can also become secondarily infected causing fever, cellulits, furuncles or carbuncles.  Eyelid involvement can result in chronic conjunctivitis.  The clinician should be on alert for immunocompromise if lesions begin to proliferate with no sign of involution within the normal time frame. Referrals for electrodessication or laser surgery where facilities or scope of practice does not permit these treatments 
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Herpes Zoster

DESCRIPTION AND ETIOLOGY
An acute, localized infection with the virus Herpes varicellae, causing painful blistering eruptions.

Pathophysiology:
Once infected, the virus remains dormant in the dorsal root ganglion nerve tracts that emerge from the spinal cord. Reactivation may be caused by stress, upper respiratory tract infections, and excessive exposure to cold, wind, sunlight, allergies, or immunosuppression. When the virus is reactivated it spreads along the nerve tract, first causing pain or a burning sensation. A rash may them appear 2-3 days after the virus has reached the skin.


Herpes zoster can be contagious through direct contact in an individual who has not had chickenpox (no immunity) and may affect any age group but is much more common in adults over 60 years old, in children (who had chickenpox before the age of one year), and in individuals who are immunocompromised. The disorder is common, with about 300,000 cases in the U.S. per year (about 2 out of every 1,000 people).

SIGNS AND SYMPTOMS

Symptoms:
· unilateral pain, tingling or burning sensation in a dermatomal pattern
· skin erythema followed by the appearance of blisters (vesicles)
· grouped, dense, deep, small blisters (vesicles) that ooze and crust
· lymph node swelling may occur
· pain and burning sensation may be intense


Localized shingles involving only one dermatome is typical for an outbreak of shingles. Generalized or recurrent shingles may indicate an underlying disorder with the immune system such as leukemia, Hodgkin's disease, other cancers, atopic dermatitis, or HIV infection (ARC or AIDS). 

Areas typically affected:

Trunk (most common)- a rectangular belt of rash from the spine around one side of the chest to the sternum.

Neck/face- particularly the trigeminal nerve in the face. Since the trigeminal has three branches depending on branched involved determines where on the face the skin lesions will be. Trigeminal nerve involvement may include lesions in the mouth or eye.

Facial nerve (Ramsay Hunt syndrome)- with facial paralysis, hearing loss, loss of taste in half of the tongue and skin lesions around the ear and ear canal

Genitalia or Upper leg- occasionally


Additional symptoms that may be associated with this disease:
vision abnormalities, taste abnormalities, drooping eyelid (ptosis), loss of eye motion (ophthalmoplegia), hearing loss, joint pain

PE AND LAB

Essential: 

Skin exam, cranial nerve exam, Buccal mucosa, local lymphadenopathy, eye exam

Tests are rarely necessary, but may include:
Viral culture of skin lesion
Tzanck test of skin lesion
CBC may show elevated WBC (a nonspecific sign of infection)
Specific immunoglobulin measurement demonstrates elevation of varicella immune globulin

Polymerase Chain Reaction (PCR), Tzank smear shows multinucleated giant cells
Diagnosis is suspected based on the appearance of the skin lesions, and strengthened by a prior history of chickenpox or shingles.

DDX (ICD-9-CM 053.9, Herpes Zoster, NOS)

Poison Ivy or Poison oak dermatitis, Herpes Simplex, Allergic contact dermatitis, Immunocompromised (Hodkin’s disease and HIV infection), Lymes disease, Fungal keratitis, 

TREATMENT
Herpes zoster usually resolves spontaneously, and may not require treatment except for symptomatic relief.
 

Determinants of Health (Re-establish the basis for health)

· Determine Food allergies

· Decrease or avoid:Alcohol, caffeine, tea and coffee, milk, refined foods-sugar

· Increase fiber consumption

· Eliminate smoking- causes dec. pancreatic secretions, inc reflux of bile salts in stomach, accl of gastric emptying into duodenum

· Increase Hydration

· Stress reduction- meditation, yoga, Tai Qi

· Avoid extreme temperature conditions 

· Lots of Rest

Stimulate the Vis Medicatrix Naturae

Acupuncture

Visceral manipulation

Constitutional Homeopathy

Homeopathy:
Apis, Rhus-t (Dr. Traub)

Correct Structural Integrity

Manual Medicine:
Ultraviolet light

Cool or warm wet compresses may reduce pain.

Hyperthermia 102oF every day until skin lesions dry up

Tonify Systems

· Vitamin B12 injection IM, 1 cc QD

· B-complex, Vit's A, C, E, and zinc are helpful. Use Lysine as needed.

· Zinc Sulfate, 200mg TID

· EFA’s
· Vitamin E:  400 IU tid, prevention or Tx; Long-term administration may be necessary for established neuralgia

Symptom Based (Nat RX)

Oral:
· Vitamin E: 1200-1600 IU QD topically for post-herpetic neuralgia and PO 400IU BID

· Beta carotenes: 200,000 IU for one week then 100,000 IU for one week
· Selenium (600-800mcg qd). 

· Botanical Therapeutics

· Hydrastis canadensis: Antimicrobial to reduce secondary infections.

· Silybum marianum: Liver detoxifying agent to help remove pro-inflammatory compounds.
Smilax sarsaparilla:

· Tea (from Weiss): Senna leaf, Caraqay fruit, Chamomile flower, Bittersweet stems, sand sedge rhizome, Nettles, Taraxicum, Fennel fruit.
Equal parts of Rumex, Dulcamara, Bitis Hed., Scrophularia: 1 dropperful TID (Dr. Traub)

· Hypericum tincture at 1 tsp TID

· Matricaria chamomilla Eupatorium perfolatum, Glyccyrrhiza glabra, Lomatium isolate (10gtts BID) and Echinacea for immunostimulation against virus

· Avena sativa for nerve restorative
Topical

· Viragen (Ranunculus bulb 12x, comfrey gel, zinc sulfate, lysine, BHT, lithium chloride, copper 3x, Manganese 3x, Zinc 6x, Thymus 6x, phosphatidyl Choline, and Vitamins A and E). Sig. Q2h while awake for acute s/sx. After symptoms subside, apply q4h for 2 days, then q6h for 2 days (Dr. Traub)

· Wash with equal parts of Hamamelis, Hydrastis, and Zingiber (Dr. Traub)

· DMSO-aloe vera-zinc oxide-vitamin E combination. Zostrix, a cream containing capsasin 0.025%

·  can be used to prevent post-herpetic neuralgia.  Apply qid for 3-4 days then bid until Sx remit, usually a minimum of 4 weeks.  Warn patients that pain will likely exacerbate during the initial 3-4 days due to the depletion of substance P (ie. all of the substance P is being used up in order to deplete it)

· lotions such as colloidal oatmeal bath, starch baths or lotions, and calamine lotion may help to relieve itching and discomfort

Injectible

· Adenosine monophosphate (AMP) (2ml IM at each of 2 injection sites every other day for a total of 40ml. Some patients may develop transient non-cardiac chest pain, which can be prevented by separating the injections by 15-45 minutes. DO NOT administrate rapidly, as a quick push of AMP can cause "life-threatening cardiac arrhythmias.) Use lower doses for individuals weighing less than 70 kg.  In an uncontrolled trial this treatment, when started early in the course of the outbreak, accelerated healing and prevented the development of postherpetic neuralgia.  Vitamin B12 and AMP can be given in the same syringe

Symptom Based (Synthetic RX)

Acyclovir, gancyclovir -antiviral medications that shortens the course, reduces pain, reduce complications or protect an immunocompromised individual. oral doses QID. Severely immunocompromised individuals such as those with AIDS may require IV acyclovir therapy.
Corticosteroids such as prednisone may occasionally be used to reduce inflammation but have the drawback of interfering with immune function.

COMPLICATIONS/REFERRAL GUIDELINES

Eye lesions may lead to permanent blindness.

For herpes zoster ophthalmicus: Eyedrops containing vitamin C (250 mg/ml) and vitamin A (2,500 IU/ml): Adjust to physiologic pH. Place 1-2 drops in the eye every hour; taper as improvement occurs (clinical observation – Wright JV).

Post-herpetic neuralgia. This is persistence of pain in the area where the shingles occurred that may last from months to years following the initial episode. This pain can be severe enough to be incapacitating to a person, especially if they are elderly.
Post herpetic neuralgia: Vit E (400 IU TID), Vitamin B12 (1mg) and thiamine (50mg) IM 2-3 times per week for 2-3 weeks. Topical application: capsaicin (0.025%) QID. 
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Infecious Conditions of the Skin: Fungal
Candidiasis

DESCRIPTION AND ETIOLOGY

Candidiasis is a cutaneous and/or a mucocutaneous infection by the yeast Candida albicans.  The infection results in an inflammatory reaction on the epidermis of the skin or the mucosal areas of the mouth, vagina, and perianal areas (See gastroenterology notes for reference to intestinal Candidiasis).  It generally manifests on the skin as beefy red erythemetous patches and plaques surrounded by “satellite” pustules and papules.   The mucocutaneous form manifests in the oropharynx, esophagus and vaginal mucosa as “cottage cheese” like plaques that can be removed with scraping and that cause bleeding when removed.  They are often overlying a beefy red erythema.

Pathophysiology: 

· Candida albicans and less commonly other Candida spp., are normal flora on mucosal surfaces of many individuals.  Normal cutaneous Candida colonization is less common.  Infection does not occur until the yeast (bud) forms start to proliferate into their hyphael forms, which can be detected with KOH, stain and microscopy.

· Predisposing factors that allow Candida overgrowth are mainly moisture, pregnancy, use of oral birth control/ estrogen therapy, steroid usage, diabetes, occlusive skin dressings, plastic diapers in infants, hyperhidrosis, maceration, polyendocrinopathies, and immune compromise.   Diabetes creates an environment of heightened glucose, which the yeast feed on. Hyperhidrosis, occlusive bandages, diapers and maceration contribute to a moist environment. Pregnancy and birth control create an alkalinized mucosal environment on which candida can grow.  Steroids suppress immune protection, which allows for opportunistic Candida infection.

· Occupations that call for workers to be constantly immersed in water show higher rates of Candida infections: bartenders, florists, healthcare workers, dishwashers, housewives and mothers of young children. 

SIGNS AND SYMPTOMS 

· Sx:  itching and burning at sites of lesions.

· Sn: Topical: bright “beefy red” erythema surrounded by smaller satellite papules and pustules. These usually begin as 2-3 mm erythemetous macules with a collarette of scale.  

· Areas of predilection are intertriginous areas (areas of skin folds that collect moisture from sweat): under the breasts, axillae, inguinal folds (especially in obese patients), perianal areas in diapered infants and women with concomitant Candida vulvovaginitis, men with balantitis are predisposed to develop balanoposthitis (Candida infection of the glans penis), and in bed ridden patients, it often starts in the perianal region and extends up the back. 

· Oropharyngeal Candidiasis: Also known as “thrush”, often asymptomatic or loss of taste sensation, burning.  Occurs frequently in HIV infected individuals. Sn’s: white plaques “cottage cheese like”, removable with wiping that leaves a erythemetous or bleeding mucosal surface, varies in size from 1-2 mm to confluent, angular cheilitis (erythema, intertrigo and fissuring at the corners of the mouth)

· Vaginal and Vulvovaginal Candidiasis: broad-spectrum antibiotics, OPC’s, pregnancy, and during the week prior to menstruation (increased estrogen) predispose to infection.  Sx: pruritis, vaginal soreness, dyspareunia, dysuria. Sn: Cottage cheese like curd-like discharge

PE AND LAB

   Essential: Vitals, Skin, HEENT, GU (male and female), GI (oropharynx, esophagus (requires scope) and anus)
   Other systems: immune, elimination, hematology (acid/base balance)

   Lab: For extensive disseminated candidiasis, long standing thrush, or infection that is refractory to treatment be sure to acquire thorough hx for 


predisposing factors and consider serum tests for HIV1/ HIV2 Ab’s, and CD4 counts. 


KOH prep: Perform a skin scrape, a pustule roof and it’s contents produces the highest positive yield. Spread sample on slide and add 

KOH 10-30%, examine for pseudohyphael and hypael elements under a microscope, which are diagnostic.  Yeast buds are NOT  diagnostic. 

Candida Culture:  not diagnostic as it may be normal flora 

Heidelburg test: test for low HCL (Jones, 2000) 

Salivary SIgA: can also be low in chronic Candida  (Jones, 2000)  

Salivary Adrenal Stress Index:  Check for MSS with adrenal suppression. (Jones, 2000) 

Fasting Glucose: test for DM 

Glucose tolerance test (GTT): test for hypoglycemia and dysglycemia

DDX (ICD-9-CM Cutaneous Candidiasis: intertrigo, balanoposthitis, interdigital, paronchyia, onchyia, Candida Vaginitis, Candida Vulvovaginitis, Mucosal Candidiasis: thrush, angular cheilitis)
Intertrigo: nonspecific intertrigo, erythrasma, inverse pattern psoriasis

Interdigital: scabies

Balanoposthitis: psoriasis, eczema

Diaper Dermatitis: atopic dermatitis, psoriasis, irritant dermatitis, Seborrheic dermatitis

Candida Paronchyia and Onychia: dermatophytosis, S. aureus paronchyia, herpetic whitlow

Vaginitis/ Vulvovaginitis: trichmoniasis, bv, lichen planus, lichen sclerosis

Oropharyngeal Candidiasis: oral hairy leukoplakia, condyloma acuminatum, geographic tongue, hairy tongue, lichen planus, bite irritation

TREATMENT 

Determinants of Health (Re-establish the basis for health) 

General Measures 

· Always take thorough history and treat underlying cause.

· Switch to cloth diapers instead of plastic and change frequently.  Apply baby powder to keep bottom dry.

· Switch to another form of birth control besides OPC’s

· Control blood sugar sx’s of diabetes or dysglycemia

Prevention

· Keep affected areas dry

· Apply drying powders (no corn starch)

· Wear clean bleached cotton clothing

· Avoid broad spectrum Antibiotics in women predisposed to Vaginal candida

· Treat preemptively before menstrual period if vaginal candida is cyclical prior to period
Additional

· Weight loss if patient is overweight it may contribute to intertrigous candida growth.  
· Acid ash diet: To acidify the skin and mucosa. Candida grow better on an alkaline medium.
· Decrease or eliminate refined and simple carbohydrates:  eliminate during treatment period.  Yeasts feed off of sugars.
· Anti-Candida Diet: no sweets, no fruits, yeast, fermented foods, yams, sweet potatoes, fungus foods, alcohol, cheese, grains (Traub, 1984)
· Eliminate excess consumption of alcohol, beer, and wine

Stimulate the Vis Medicatrix Naturae 

· Constitutional hydrotherapy to stimulate and normalize GI function

  

Correct Structural Integrity 

· Moist compresses: with comfrey, calendula, bentonite clay for drying and drawing moisture (Traub, 1984)
· Blow dry skin: (Traub, 1984)
· Dry dressing: to separate intertriginous surfaces (Traub, 1984)
Tonify Systems 

Immune:

· Vitamin C:  up to 10 gms per day in divided doses.

· Antiviral botanicals: Echinacea, Allium sativum, Lomatium isolate, Larrea tridenta, Glycyrrhiza, Euphrasia, Sambucus, Osha 

· Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea

· Bovine Colostrum 

Review article: The author’s review 26 controlled clinical trials concerning the immunomodulating properties of Echinacea and concluded that compounds containing echinacea can be effective immunomodulators. Melchart D et al., Immunomodulation with echinacea – a systematic review of controlled clinical trials. Phytomedicine 1994; 1:245-54 

Review article: Garlic consumption or administration may be beneficial in fighting a broad range of infectious agents. Koch HP, Garlicin – Fact of fiction? Phytother Res 7:278-80, 1993 
Gastrointestinal:

· HCL granules: start by talking 10 grains (1 cap) with meal.  Increase dose by 1 cap per meal until pt. reaches 7 caps per meal or a warm sensation in the stomach region.  Back off this dose by one cap and continue to take that dose at average size meals.  Adjust dose for larger or smaller meals. (Pizzorno, Murray, 1999)

· Pancreas Extract (8-10 x USP): 350-500 mg ac (Pizzorno, Murray, 1999)
· Eliminate Food Allergies: (Pizzorno, Murray, 1999)
Skin

· Consider skin integrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado, sesame oil, sunflower oil), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 

Symptom Based (Nat RX) 

Topical:

Cutaneous Candidiasis

· Homeopathy: Merc cyan
· Antifungal herbs: Spilanthes, Inula root, Taraxacum leaves, Garlic, Glycerrhiza fluid extract, Thuja occidentalis, Usnea, Grindelia, Melaleuca leucadendron, Taheebo (P’au D’arco) mix tincture into a cream and apply qid (Dipasquale, 2000)
· Caprylic acid solution: apply bid (Traub, 1984)
· Azeleic acid: apply topically (Jones, 2000)
· Sulphur soap: apply qd (Jones, 2000)
· Herbal tinctures (OK to use internally): Grindelia, Thyme oil (no PO), Juglans nigra (black walnut) FRESH herb, Arctium lappa (Burdock), Larrea mexicana (Chaparral), Echinacea, Hydrastis Canadensis (Golden seal), Usnea (Old Man's Beard), Mahonia (Oregon grape), Spilanthes alcemella (Paracress), Tabebuia impetiginosa (Pau d'arco), Melalueca alternifolia (tea tree), Achillea millefolium (Yarrow), Piper methysticum (Kava Kava), Commophora myrrha (myrrh), Phytolacca decandra (Poke), Thymus vulgaris (Thyme), Tea tree oil (topical), Cocculus or Grindelia tincture (Traub, 1984)
Vaginal Candidiasis

· Boric Acid suppositories: place 1 suppository deep in the vaginal canal hs. Wear a pad to catch dc. (Traub, 1984)
· YSTAT suppositories (Wise Woman Herbals): place 1 suppository deep in the vaginal canal hs. Wear a pad to catch dc.
· Lactobacillus acidophilus suppositories: place 1 suppository deep in the vaginal canal hs. Wear a pad to catch dc. 
· Homeopathy: Kreos 30 x qid for 6 weeks
Thrush

· Gentian violet solution (1:1000) dilution: painted on involved areas tid (Traub, 1984)
· Hydrogen Peroxide Swish: bid WARNING:  Do not swallow, the gut lacks catalase and swallowing H2O2 can cause major oxidative damage to the gut. (Traub, 1984)
· Lactobacillus acidophilus: mix 1 replete packet in 2 ox water and swish in mouth for 1-2 minutes, swallow
· Hydrastis powder: mix ½ tsp in 1 oz water and swish for 1-2 minutes (Traub, 1984)
· Orithrush (ecological Formulas): from the Mountain Ash tree (Jones, 2000)
Symptom Based (Synthetic RX)

Topical:

· Castellani’s paint: apply bid
· Nystatin cream (Mycostatin): apply bid

· Amphoteracin B (Fungizone): apply bid

· Miconazole nitrate 2% (Micatin): apply bid
· Imidazole cream: apply bid

· Clotrimazole 1% (Lotrimin): apply bid

 

Oral Antifungals (for thrush and intestinal Candidiasis)

· Nystatin Colloid suspension or nystatin powder: 2 TB of colloidal mixture for intestinal Candidiasis. ½ tsp of powder in 1 oz of water, swish for 1 minute and swallow 
· Fluconazole: 200 mg po1x followed by 100 mg qd for 2-3 weeks
· Ketoconazole: 200 mg PO qd for 1-2 weeks
· Itraconazole: 100 mg bid for 2 weeks
High Force Interventions 
· N/A
COMPLICATIONS GUIDELINES 

· Secondary bacterial infections can result from chronic irritation and breakdown of the epidermal barrier.  This is especially a problem in infants in diaper rash.  If infection becomes serious and C&S yields no sensitivities to antibiotics in our formulary, refer to a GP medical doctor. 
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Tinea spp.

DESCRIPTION AND ETIOLOGY

Dermatomycosis is an infection of the body surface with mold-like fungi called dermatophytes caused by mold-like fungi (dermatophytes). Fungi thrive in warm, moist areas. Susceptibility to fungal infection is increased by poor hygiene, prolonged moist skin, and minor skin or nail injuries. Tinea infections are contagious and can be passed from direct contact or contact with items such as combs, clothing, and shower or pool surfaces. They also can be transmitted from contact with pets that carry the fungus (cats are common carriers) or soil.

Pathophysiology:

Fungal infections are caused by rapidly multiplying microscopic plants (fungi) that can live on the dead cells of the hair, nails, and outer skin layers. 

SIGNS AND SYMPTOMS

T. corporis: (often called ringworm of the body) is a common skin disorder, especially among children, but may occur in people of all ages. Ring shaped reddened patch(s) (skin, abnormally dark or light) with raised distinct peripheral borders and central clearing.  Itching of the affected area is common.
Location: arms, legs, face, trunk (usually exposed body areas)
 
Tinea capitis (involving the scalp): Typical triad of redness, scaling and lymphadenopathy; round patches of scale that frequently will develop into chronic scale with little inflammation to marked inflammation and alopecia.  Extreme inflammation results in kerion (exudative Pustular nodulation).  More commin in Afrincan-American kids.  Diffuse tinea easily mitaken for excema, poriasis or seb derm. Lymphadenopathy is most specific finding. 

Tinea cruris (jock itch): well marginated erythematous half-moon shaped plaques in the crurual folds which can spread to the upper thighs.  The advancing border is well-defined often with fine scaling and sometimes includes vesicular eruptions.  The lesions are usually bilateral and do not include the scrotum or penis, but may migrate to the buttock and gluteal cleft area.

Tinea pedis (athlete's foot): itching, scaling, maceration, or vesicles/bullae (acute) primarily in the interdigital spaces but may also involve the sole and arch.

PE AND LAB

   Essential: The diagnosis is primarily based on the appearance of the skin.

   Other systems: GI, lymphatics

   Lab: Direct microscopic examination (KOH prep), culture and Wood’s lamp.

DDX (ICD-9-CM 110.5 Dermatophytosis, of body) Well dema  rcated, scaling plaques often with central clearing.

Dermatitis: Allergic, Contact, And Atopic

Candida

Annular erythemas

Psoriasis

Seborrheic Dermatitis

Pityriasis rosea, alba, versicolor

Subacute LE mycosis

Erythema annular

Tinea capitis:  seborrheic dermatitis, psoriasis, atopic dermatitis, alopecia areata, trichotillomania, traction alopecia

TREATMENT

Determinants of Health (Re-establish the basis for health)
· Good general hygiene:  Keep the skin clean and dry. Dry skin folds, feet, groin, and other areas thoroughly after bathing or swimming. Change clothing, socks (bleached), and shoes as often as needed to keep the skin dry. Avoid contact with infected pets as much as possible. Clothing and household items, such as combs and bathroom surfaces, should be cleaned and dried thoroughly before reuse or use by another person to prevent the spread of the infection.Wash the hands thoroughly after contact with any fungal infection, including contact to treat the infection.
· Decrease or avoid: Almost all Carbohydrates, refined sugars
· Increase dietary fiber, garlic, onions
Stimulate the Vis Medicatrix Naturae

· Homeopathy:  Tellarium-consider first (Vishvanath, ND) for any dermal fungus.  Generalized fungal infection: Arsenicum, Carbo animalis, Carbo vegetabilis, Phosphorus, Silica, Thuja, Berberus vulgaris 6C (Traub,ND)

Correct Structural Integrity

UV light

Tonify Systems
Vitamin C Bowel tolerance level
Vitamin E
EFA's 
Selenium 
Flavonoids

Symptom Based (Nat RX)

Oral: Vitamin A 100,000 IU/d 

Topicals or Oral:
Juglans nigra (FRESH herb), Artium Lappa, Larrea tridentata, Echinacea, Hydratis canadensis, Usnea, Mahonia, Spilanthes acmella, Tabebuia impetiginosa, Melalueca alternifolia, Achillea millefolium, Piper methysticum, Commophora myrrha, Phytolacca decandra, Thymus vulgaris, Tea tree oil, Cocculus or Grindelia tincture (Traub,ND)
Symptom Based (Synthetic RX)

Oral: griseofulvin, ketoconazole or sulconazole 

Griseofulvin is still the gold standard, but perhaps not for long ) 20-25 mg/ kg/day x 6 wk, take with fatty foods (i.e. ice cream).  Side effect is GI discomfort.  Possibly hepatotoxicity, but rarely seen.  Do not check labs if otherwise healthy.  Lamiso or Itraconazole are not FDA approved.  Both appear safe and have a high affinity for keratin and lipophilicity; shorter courses, potential for pulsed dosing.

Antibiotics may be needed to treat secondary bacterial infections.

Topical: over-the-counter antifungal creams or drying powders, such as those that contain miconazole, clotrimazole, or similar ingredients

High Force Interventions

Topical corticosteroids may be added to the topical antifungals.

COMPLICATIONS/REFERRAL GUIDELINES

Secondary bacterial infections
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Tinea Versicolor

DESCRIPTION AND ETIOLOGY
Tinea versicolor is a superficial fungal infection of the epidermis in the layer of the stratum corneum by transformed Pityrosporum orbiculare fungi.  The infection causes dipigmentation resulting in pink, tan or white patches that are lighter than surrounding skin.  

The incidence is very common and the condition is seen in about 1% of the population, more in tropical climates and in immunosuppressed populations. 

Pathophysiology:

Pityrosporum orbiculare in its yeast (bud) form is normal flora on the skin of many individuals.  In infection the yeast proliferate into their hyphael forms in the outer layers of the stratum corneum. Fungal enzymes act on surface lipids producing decarboxylic acid, which inhibits tyrosine kinase and thus melanin production. 

SIGNS AND SYMPTOMS

· Sx’s: mild pruritis, most often asymptomatic

· Sn’s: round, hypopigmented patches with a slightly scaling surface. 

· Distribution: neck, trunk, and upper arms

· Lesions show up more prominently on tanned skin

· In dark skinned individuals, patches may show up as hyperpigmented

PE AND LAB

 Essential: Vitals, Skin
 Lab: Direct microscopic examination (KOH prep) shows yeasts and hyphae “chopped up spaghetti and meatballs”, Wood’s lamp fluoresces lesions pale, sometimes scale will fluoresce pale yellow or orange; flourescence occurs only in 20% of cases. 

DDX (ICD-9-CM 110.5 Dermatophytosis, of body, Tinea Versicolor) 
Hypopigmentation: Vitiligo, pityriaisis alba, postinflammatory hypopigmentation, tuberculoid leprosy

Scaling: Seborrheic dermatitis, Tinea corporis, pityriasis rosea, Guttate psoriasis, nummular eczema

TREATMENT

Determinants of Health (Re-establish the basis for health)
· Good general hygiene
· Shower after sweating, immediately remove damp clothing (Jones, 2000)
· Avoid hot water, use tepid water (Jones, 2000)
Stimulate the Vis Medicatrix Naturae

Homeopathy: Tellarium-consider first (Vishvanath, ND)
Ars-I, Kali-c, Kali-sulph, Nat-ars, Sulph 200C; autonosode (Traub, 1984)

Correct Structural Integrity

UV light

Iontophoresis:  use copper sulphate or iodine  (not very practical for chest distribution)

Tonify Systems
Vitamin C Bowel tolerance level
Vitamin E
EFA's 
Selenium 
Flavonoids

Symptom Based (Nat RX)

Oral: Vitamin A 100,000 IU/d 

Topicals:

Yogurt: applied topically qd (Traub, 1984)

Sulphur soap: apply qd (Jones, 2000)
Herbal tinctures (OK to use internally): Grindelia, Thyme oil (no PO), Juglans nigra (black walnut) FRESH herb, Arctium lappa (Burdock), Larrea mexicana (Chaparral), Echinacea, Hydrastis Canadensis (Golden seal), Usnea (Old Man's Beard), Mahonia (Oregon grape), Spilanthes alcemella (Paracress), Tabebuia impetiginosa (Pau d'arco), Melalueca alternifolia (tea tree), Achillea millefolium (Yarrow), Piper methysticum (Kava Kava), Commophora myrrha (myrrh), Phytolacca decandra (Poke), Thymus vulgaris (Thyme), Tea tree oil (topical), Cocculus or Grindelia tincture (Traub, 1984)
Symptom Based (Synthetic RX) Note: it will take moths for patches to repigment after tx

Oral: 

· Ketoconazole (Nizoral): 200 mg po for 7-14 days
· Fluconazole: 400 mg po 1x; repeat after 1 week

· Itraconazole: 200 mg bid for 1 day; 200 mg qd for 5 days

Topical: 

· Selenium Sulfide shampoo or cream 2.5% (Selsun, Exsel): apply and leave on for 10 minutes and then rinse. Repeat 3 days in a row.  Then apply weekly for a month. Afterward apply 1x every 3 months to prevent reoccurrence.
· Zinc Pyrithione Shampoo (Head and Shoulders): apply and leave on for 10 minutes and then rinse. Repeat 3 days in a row.  Then apply weekly for a month. Afterward apply 1x every 3 months to prevent reoccurrence.
· Imidazole cream: apply qd-bid for 2 weeks

· Propylene glycol 50% solution: sig bid for 2 weeks

High Force Interventions

Topical corticosteroids may be added to the topical antifungals.

COMPLICATIONS/REFERRAL GUIDELINES

Reoccurrence rate is 50% for those treated with synthetic Rx. Secondary bacterial infections can occur, which should be treated with herbal or RX antibiotics.
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Infecious Conditions of the Skin: Parasites
Scabies
DESCRIPTION AND ETIOLOGY

An infestation of the stratum corneum by the itch mite, Sarcoptes scabiei / hominis.  Scabies is a common infestation causing burrows, and after immune sensitization, small inflammatory papules and intense pruritis.  It is spread mostly via skin-to-skin contact. Untreated, the itching becomes more and more severe often interfering with sleep, hence the synonym: “Seven year itch”.  Scabies are very common, often occurring in endemic cycles in children, schools, families and health care facilities. Poor hygiene and socioeconomic status, immune compromise and neurological deficit are risk factors.

Pathophysiology: 

· Scabies itch mite lives and completes its 2 -week life cycle on human skin. However,  they can survive for up to 96 hours away from a human or animal host (mostly dogs). This accounts for the unusual fomite transmission of the mite. The female mite burrows into the stratum corneum at a rate of 2-5 mm per day.  She then lays 2-5 eggs per day, which hatch into larvae at 1 week.  The larvae leave the burrow and become nymphs, which mate with male mites.  Males die at this point, whereas females reach full maturity and create a new burrow to lay their eggs.  Burrowing is usually a nighttime activity, which accounts for increased pruritis at that time.  Females usually lay eggs during the day.

·  Immune sensitization to the female mite, its eggs and feces usually takes an average of one month in a primary manifestation.  Hosts usually have the infestation 1 month prior to the onset of pruritis, which is caused by the release of lymphokines. Hosts who have reinfestations will show immediate immune reactions which are protective but do not grant immunity especially to immune compromised individuals.  


Immune reaction continues for two  weeks even after the mites are eliminated with treatment.  This reaction is to the remnant 


antigens of the dead mites, eggs and feces still in the stratum corneum.  The pruritis subsides after the stratum corneum with its 


contents has been shed.

· Adults with infestation have an average of 10-15 mites on their body at any given time.  Immune compromised hosts with Norwegian Scabies can harbor millions of mites.

SIGNS AND SYMPTOMS

· Small, inflammatory papules are the primary sign, often occurring with excoriation. There is a generalized and discrete distribution.  The head and neck are usually spared in adults but can be infested sites on children.

· Urticaria, eczematous dermatitis, 

· Burrows are a diagnostic finding.  A delicate, white, serpiginous, superficial line usually 2mm- 1 cm in length. There is a minute vesicle or papule at the end of the tunnel, which is the female mite.  Burrows may not be present. Burrows occur where there are no hair shafts. Site predilections: finger webs, wrists, elbows, axilla, male genitalia, feet, and girdle area.  Infants show high incidence of infestation on the palms and soles of the feet.

· Sx’s:  Intense pruritis that is worse at night is pathognomonic.  Often fiends, family or associates will have this sx also.

NODULAR SCABIES

· 7-10% of patients with scabies

· Red, pink, tan or brown, smooth nodules, 5-20 mm in length.  Burrow may be seen on the surface of an early nodule. Seen on the penis, scrotum, axilla, waist, buttocks and areola.  They leave post inflammatory hyperpigmentation on resolution, which fades gradually.

CRUSTED OR NORWEGIAN SCABIES

· Occurs mostly in immune compromised hosts. 

· Presents as a widespread scaling eruption that may present as psoriasis or chronic eczema or SD.  Lesions are markedly hyperkeratotic, crusted and may contain thousands of mites. This condition is very difficult to treat.

HX, PE AND LAB

History: Look for hx of itching in patient and family members/associates. Do a pet Hx since scabies can be transmitted from pets (canine scabies). Early cases may be asymptomatic.

PE Essential: Vitals, Full Skin

Lab: Skin scrape of burrow using mineral oil and a #15 blade to demonstrate mites, eggs and fecal matter. Try to locate black vesicle at the end of burrow. Can also recover samples from papules and nodules but with lower success. Eosinophilia is seen in crusted scabies and the lymphcytic infiltrate may be mistaken for lymphoma.  

DDX (ICD-9-CM 133.0 Scabies, Crusted scabies, Nodular scabies)
Scabies: neurotic excoriations, delusions of parasitosis, eczematous dermatitis, adverse drug reaction, urticaria, dishydrotic eczema, pediculosis, and metabolic pruritis

Nodular scabies: urticaria pigmentosa, papular urticaria, secondary syphilis, and Darier’s disease

Crusted scabies: psoriasis, eczematous dermatitis, SD, erythroderma, histiocytosis x

TREATMENT 

Determinants of Health (Re-establish the basis for health) 

· Educate the patient as to the highly contagious nature of the mites.  Instruct them not to share, towels, bedding, clothing or personal bathing products.  Clean these items twice.

· Educate the patient on the course of the infestation, especially that the patient will probably continue to experience itching for up to 3 weeks after the successful treatment. This is very important, especially if you or the patient should choose to treat with Lindane, which is highly toxic.  The pruritis could lead the patient to continue treatment beyond indication.

· You may need to treat people in constant close contact of the patient. 

Prevention of contagion (Jones, 2000)
· Treat entire family, sexual partners, household members, and other close contacts

· Wash all clothing and bedding in hot water daily

· Shower and rub involved areas vigorously

Focus on areas of hygiene and proper immune function

· Teach good hygienic habits
· Educate on a healthy diet and healthy lifestyle habits
Stimulate the Vis Medicatrix Naturae 

· N/A

Correct Structural Integrity 

· Antipruritis Baths: use 1 cup full of oatmeal in a clean sock in a tepid bath. Soak for 20-30 minutes.
Tonify Systems 

Immune (Especially in immune compromised individuals)

· Vitamin C:  up to 10 gms per day in divided doses.

· Immune Modulating Botanicals: Reishi, Maitake, Shitake Mushrooms, Echinacea

· Garlic: dose should contain 10 mgs of alliin or 4000 mcg of allicin potential

· Moducare (Thorne):  Sterols and Sterolins to modulate T helper cells in HIV. Sig: 1-2 caps tid ic
· Zinc picolinate: 40-60 mgs qd
· Bovine Colostrum: contains lactoferrin and lysozyme, phagocyte stimulating agents.  Sig 480 mg caps 2 caps bid ic with H2O

Review article: The author’s review 26 controlled clinical trials concerning the immunomodulating properties of Echinacea and concluded that compounds containing echinacea can be effective immunomodulators. Melchart D et al., Immunomodulation with echinacea – a systematic review of controlled clinical trials. Phytomedicine 1994; 1:245-54 

Review article: Garlic consumption or administration may be beneficial in fighting a broad range of infectious agents. Koch HP, Garlicin – Fact of fiction? Phytother Res 7:278-80, 1993 

Antihistamine protocol (to make mast cells less reactive)

· Vitamin C: 3-10 grams per day or to bowel tolerance

· Quercetin: 200 mg tid ic
· HMC Plus: 3 caps tid 

· Catechins: Tinctures or teas of Camellia sinensis and/or Cratagous oxycantha  (inhibit histadine decarboxylase)

· Borage oil: 250 mg bid cc 

Skin 

· Consider skin integrity and health, maintain healthy skin barrier through skin specific nutrition: EFA’s, polyunsaturated fats (i.e. olive oil, avocado), vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc
Detoxification pathways (use with topical Lindane)

Neuroprotection:

· Alpha lipoic acid: 100 mg bid 
· Vitamin E: 400 – 800 iu qd
· NAC: up to 1 gm qd ic
· Glutathione: 5-7cc IV push

Hepatoprotection

· Liv 52: start with 1 cap HS for 1 week, increase dose to 2 caps HS for week 2
· Silymarin marianum: 70-210 mg tid
Symptom Based (Nat RX) 

Topical

· Sulfur ointment 6-10%: applied to entire body for 2-3 consecutive days.

·  25% Sodium thiosulphate solution: apply directly to lesions and areas of pruritis (Jones, 2000)
· Phytolacca decandra:  Apply tincture directly to lesions  (Jones, 2000)

· Lavender essential oil: 1 pt lavender: 3 pt olive oil. Apply to lesions tid (Jones, 2000)

· Thyme essential oil:  1 pt thyme oil: 2 parts olive oil.  Apply to lesions tid (Jones, 2000)
· Rosemary essential oil:  1 pt rosemary oil: 2 parts olive oil.  Apply to lesions tid (Jones, 2000)
· Green soap tincture: apply directly to skin (Jones, 2000)
· Cocculus indicus: (1 oz crushed berries in 10 oz of benzoiniated lard) apply juice of berries to skin lesions (Jones, 2000)
· Fumaria tincture: apply directly to lesions 20 gtts bid (Traub, 1984)
· Homeopathy: sulphur 6c, merc., calc sulph cell salt 6x sig 4 pellets sl qid
Symptom Based (Synthetic RX)

Topical

· 1% gamma benzene hexachloride (GBH) (generic: lindane) (Trade: Kwell, Scabene) sig: 1 oz lotion or 30 g cream apply to entire body with exception of face.  Leave on for 8 hours and rinse thoroughly.   WARNING: hepatotoxic, neurotoxic.  Do not use in people with extensive dermatitis, pregnant or lactating females, children < 2 yrs (Dr. Robert Sidbury at Children’s Hospital in Seattle, WA refrains from use in all children due to potential neurotoxicity). Do not use immediately after a bath or shower.   SE: seizures, aplastic anemia. 

· Permethrin 5% cream (Trade: Elimite, Nix): apply thin layer to body excluding the head and neck.  Rinse off after 8-14 hours. OK to use on infants head and neck.  90% cur rate after one application.  Safe in kids and pregnancy.

· Crotamiton cream 10% (Trade: Eurax): apply thinly to entire body excluding the head.  Apply nightly for 2 nights in a row.  Rinse completely 24 hours after 2nd application.  OK to use on infants head and neck.

· Ivermectin: po single dose of 200ug/kg.  Used in older population.

· Oxyquinolone sulfate (Sulfax): wash entire body. (Jones, 2000)

· Keratolytics:  usea, lac-hydrin, lactic acid; used in conjunction with one of the above.

Postscabetic pruritis

· Steroids: Prednisone 14-day course. 70 mg on day 1.  Taper dose gradually.

· Antihistamines:  Benadryl 50 mg qid, Atarax 10-25 mg qid, Zyrtec, etc.

Secondary bacterial infection

· Perform culture sensitivity and treat with appropriate antimicrobial topically or po

Scabetic nodules which may persist for up to 1 year post eradication

· Triamcinolone: intralesional injections 5-10 mg/ml.  Repeat every 2 weeks until resolved.
Crusted Scabies

· May require multiple topical applications of GHB. Apply at least 1 week apart. 
COMPLICATIONS  Secondary bacterial infections, hepatoxicity and neurotoxicity from Lindane tx, refractory crusted scabies in HIV 
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Autoimmune Conditions

Bullous Pemphigoid

DESCRIPTION AND ETIOLOGY
An autoimmune pruritic disease with chronic bullous eruptions in the flexural areas with a course of remissions and exacerbations occurring over 5-6 years. 

Pathophysiology: Interaction of autoantibody with the bullous pemphigoid antigen on the surface of basal keratinocytes followed by complement activation, attraction of neutrophils, and eosinophils. Bullae occur from multiple bioactive molecules released by mast cells and eosinophils.

Epidemiology:  Typically found in the elderly

SIGNS AND SYMPTOMS

Often starts as a prodromal eruption of urticaria and erythematous papular lesions. Moderate to severe pruritic bullae that are large, tense, firm-topped, oval or round containing serous or hemorrhagic fluid.  Bullae may not form until months after prodromal lesions. 

Sites of predilection include the axillae, medial aspect of thighs, groin, abdomen, flexor aspect of forearms, lower legs (often site of initial manifestation).  Oral lesions may also occur.

PE AND LAB

Essential: Clinical presentation from dermatological exam

Labs: CBC with high eosinophils, circulating anti-basement membrane IgG antibodies, autoantibodies-BP-Ag1 and BP-Ag2

Dx: clinical presentation, confirmed with histopathology and immunopathology

ICD-9-CM 694.5 Pemphigoid
DDX 

Erythema multiforme, Dermatitis herpetiformis, Bullous erythema multiforme, Drug eruptions, Epidermolysis bullosa acquisita

Pemphigus vulgaris:  bulla rupture more easily, positive Nikolsky’s sign, oral lesions are more severe and painful.

TREATMENT

Determinants of Health (Re-establish the basis for health)

· Determine Food allergies

· Decrease or avoid:

Alcohol, caffeine, nicotine, tea and coffee, milk, refined foods-sugar

· Avoid: 

Thiols: onion, shallot, chive and leek 

Isothiocyanates: mustard, winter cress, turnip, broccoli, radish, cabbage, brussel sprouts and cauliflower, capers

Phenols: cinnamon, fruit juices (apple, grape, orange, pineapple and tomato), smoked flavored foods

Tannins: kola nuts, black walnut, raspberry, cherry, cranberry, blackberry, avocado, banana, apple, mango, pear, persimmon, eggplant and grape skins, coffee and cocoa seeds, ginger, ginseng, garlic, rosemary, arrowroot, ajowan, coriander, cumin, black pepper, yucca, cassava leaves, guarana, and the stems of vanillin, beer, wine and soft drinks have tannin added. Some teas contain tannins, as do carob shells and the addictive betel nut

Certain drugs can cause the disease in humans, which include penicillamine, captopul and ritampicin. 

"Since some nutrients have chemical compositions similar to these known causative drugs, these nutrients may act similarly and therefore nutritional factors should also be suspected,"(Brenner, MD)

· Increase fiber consumption
· Increase Hydration

Stimulate the Vis Medicatrix Naturae

Homeopathy- Cantharis 30X, Apis 30X, Rhus tox 30X, Croton tiglium 30X (Bastyr)

Correct Structural Integrity

Constitutional Hydrotherapy

Tonify Systems

Oatmeal bath followed by calendula and Urtica locally (Bastyr)

Juglans root- fresh decoction local compress (Traub,ND)

Avena, Stellaria media (chickweed)- anti-pruritic (Haverty, ND)

Vitamin A, C, E

Symptom Based (Nat RX)

Placental cream (Bastyr)

Symptom Based (Synthetic RX)

Systemic prednisone with starting doses at 50-100mg/d alone or combined with azathioprine 150mg daily.

500 mg of Nicotinamide, TID, and 500 mg Tetracycline QID
High Force Interventions

COMPLICATIONS/REFERRAL GUIDELINES

Superimposed infection (may result in death in elderly debilitated patients)
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SYSTEMIC LUPUS ERYTHEMATOSUS (SLE)

DESCRIPTION AND ETIOLOGY


A multi-system, autoimmune inflammatory condition characterized by a fluctuating, chronic course in which any kind of skin lesion can occur including macules, papules, plaques, bullae, purpura, subcutaneous nodules, and ulcers.   (Dambro, 2000).

Pathophysiology:


The etiology is unknown. There is a production of nuclear auto antibodies (IgG and IgM) deposited throughout the body including the dermal-epidermal junction. UV light has been implicated as a pathogenic factor (Lookingbill, 1993). Associated glycoproteins and polypeptides present on the cell surface responsible for tissue compatibility/HLA markers include B8, DR2 and DR3. Hereditary complement deficiency includes: C1q, C1r, C1s, C4 and C2. Polymorphisms in the Fc gammaR11a and R111a gene may be associated (Dambro, 2000). CD154 is an activation-induced CD4+ T cell surface molecule that interacts with CD40 on antigen-presenting cells that may be implicated with SLE (Yellin, 2000). Individuals with allergic conditions, gastrointestinal disease, poor digestive functions, constipation and diets high in refined foods can absorb significant amounts of food allergens with resultant delayed hypersensitivity reactions such as SLE (Pizzorno, 1999).

SIGNS AND SYMPTOMS


The erythematous rash of SLE often has a violaceous hue.  It is frequently accentuated in sun-exposed areas but some patients it is generalized.  The malar area of the face is a common location where it produces a butterfly rash as the rash tends to spare the nasolabial fold and is frequently accompanied by telangiectasia. Oral ulcers are another common sign. (Lookingbill, 1993).  Other (non skin) signs include: hair loss, arthritis, fever, anorexia, malaise, weight loss, eye pain and/or redness, chest pain and/or shortness of breath, pallor, nausea, vomiting, diarrhea, muscles aches, tenderness and stiffness, headaches and visual problems, psychosis/delirium.

PE AND LAB

   Essential: vitals, skin, lymphatic, immune system

   Other systems: nervous, renal, endocrine, GI, MM.SK

   Lab: ESR, CBC with diff (anemia, leukopenia, lymphopenia, thrombocytopenia), CHEM (increased creatinine, hypalbuminemia), Antinuclear 


antibodies (Anti-double stranded DNA, anti-Smith, false positive VDRL, or positive LE prep.), anticardiolipis antibody, UA (abnormal urinary 


sediment, proteinuria), increased PTT, Positive Coombs, Gastric acid analysis, DHEA and metabolites, Testosterone, Imaging: Cerebral 


angiography, MRI in CNS lupus, Chest x-ray for pulmonary infiltration, pleural effusion, ECG for pericardial effusion.

DIAGNOSIS: Requires 4 or more of the following: 

malar rash, discoid rash, photosensitivity, oral ulcers, arthritis, serositis, renal disorder (persistent heavy proteinuria or cellular casts), neurological disorder (seizures or psychosis), hematological disorder (hemolytic anemia, leukopenia, lymphopenia, thrombocytopenia), immunologic disorder (positive LE prep, anti-DNA Ab, anti-Smith Ab, false + VDRL)
DDX (ICD-9-CM 710.0 Systemic Lupus Erythematosus)

Other collagen vascular diseases 

Dermatomyositis  (violaceous edema of the eyelids, flat-topped papules over the knuckles and reticulated patches of pigment, periungual erythema and telangiectasia)

Photosensitivity  (drugs, porphyria and polymorphous light eruptions)

Seborrheic dermatitis (fine yellowish scale, nasolabial folds, similar rash on the scalp, behind the ears, on the eyebrows, and in the presternal area)

Candidiasis (clinical questionnaire)

TREATMENT
Determinants of Health (Re-establish the basis for health)
· Avoidance of and protection from UV light

· Avoid drugs that induce lupus:  procanamide (anti-arrythmic), hydralazine (hypertension), isoniazid (anti-microbial for TB), carbamezepine

· Stress management

· Identify and eliminate food allergies

· Permanently eliminate all gluten grains and dairy products (Gaby, 1998)

· Avoid animal products with the exception of cold-water fish (Pizzorno, 1999)

· Eliminate alcohol, caffeine, sugar, alfalfa seeds and sprouts

· Correct nutritional deficiencies: Diet of whole, unprocessed foods high in whole grains, legumes, vegetables, fruits, nuts and seeds, high potency multiple vitamin and mineral

Stimulate the Vis Medicatrix Naturae
· Hydrotherapy: constitutional hydrotherapy for overall immune support

· Homeopathy: (Schroyens, 1993)

Head, Lupus: calc., lyc.

Face, discoloration, malar: phosphorus

Face, cancer, lupus: alum, Arg-n, Ars., aur-m, carb-ac, Carb-v, cist,, Hydrc., kali-ar, kali-bi, kali-chl, kreos, lach, Psor, Sep, Sil, syph

Extremities, lupus-on elbows: hep

Skin, Lupus: Ars., Bar-c, Carb-ac, Caust, Cist, Hydrc., Kali-bi, Kali-chl, Kali-s, Kreos, Lyc, Nit-ac, Phyt, Psor, Sil, Thuj
Correct Structural Integrity
· Encourage exercise (Dambro, 2000)

· Peat Bath Hyperthermia (Groven, 1999)

· Russian Steam Bath (BCNH handouts)

· Wet Sheet Wrap (BCNH handouts)

Tonify Systems

· Skin and connective tissue repair: EFA’s, polyunsaturated fats, vitamin A, vitamin C, vitamin D, vitamin E, copper, zinc 
· GI: flora, enzymes, enterocyte repair (glutamine, N-acetyl glucosamine, vit A, fiber, water)
· Immune: antioxidants, bioflavonoids, mast cell stabilizers, anti-histamines, sitosterols, EFA

Symptom Based (Nat RX) – both oral and topical treatments are advocated

Oral

· Consider skin repair and pigmentation support: retinoids (Traub, 1984), Zinc (picolinate, citrate), 30-60 mg/day w/ copper (Gaby, 1998)
· Consider GI repair: Hydrochloric acid with pepsin (30-70 grains/meal) if hypochlorhydric (Gaby, 1998)
· Vitamin A: high doses for short periods of time (Patavino, 2001)
· Vitamin B6: 500 mg tid. Monitor for signs of sensory neuropathy (Gaby, 1998)
· Vitamin B12: (1-2 mg IM), 1-2 X/week (sometimes with folate, vitamin B-complex) (Gaby, 1998)
· Vitamin D3: replace deficiency (Patavino, 2001)
· Vitamin E: 800 IU qd (Gaby, 1998)
· Flaxseed oil or other EFA: 15 ml, qd-bid (Gaby, 1998)
· DHEA: 10-25 mg qd for women, 15-50 mg qd for men (Gaby, 1998); other physicians have used up to 200 mg qd (Pizzorno)
· Testosterone: 5-10 mg qd for women, 50-100 mg for men if levels are low (Gaby, 1998)
· Astragalus membranaceus: 1:5 tincture: 2-8 ml tid, 1:2 tincture 1-3 ml tid (Alschuler, 1997)
· Harpagophytum procumbens: powdered tuber 100-250 mg tid (Alschuler, 1997)
· Stachy officinalis: liquid extract 2-6 ml tid (Alschuler, 1997)
· Cordyceps sinensis: extract (Patavino, 2001)
Topical
· Arnica Montana: topical use over intact skin of affected areas (Alschuler, 1997)

Symptom Based (Synthetic RX)

Oral

· NSAIDs for minor arthritis

· Hydroxychloroquine for significant arthritis or dermal lupus

· Prednisone for major symptoms in one or more organ systems

· Heparin or warfarin in obvious thrombotic disease

IV

· Immune globulin pulse has been effective in the temporary TX of SLE thrombocytopenia
High Force Interventions

· Cyclophosphamide for glomerular nephritis

· Methotrexate for arthritis, rash, serositis, or fever

· Tripterygium wilfordii: extract 
COMPLICATIONS/REFERRAL GUIDELINES

Fever, vasculitis, panniculitis, myositis, avascular necrosis of bone, endocarditis, pulmonary fibrosis, renal failure, organic brain syndromes, peripheral neuropathy, stroke syndromes, pancreatitis and elevated liver enzymes, infertility, ascites, venous thrombosis, seizures (Dambro, 2000).

REFERENCES:

Alschuler, LN, Botanical Medicine III, Class Notes, Bastyr University, 1997

Boericke, W., Pocket Manual of homoeopathic Materia Medica and Repertory, B.Jain Publish.Ltd., 1996

Dambro, MR, Griffith’s 2000 5-Minute Clinical Consult, Lippincott Williams & Wilkins, 2000

Fitzpatrick, TE et al., Color Atlas and Synopsis of Clinical Dermatology, 4th ed., McGraw-Hill, 2000

Gaby AR, Wright, JV, Nutritional Therapy in Medical Practice, Gaby/Wright Seminars, 1998

Hayes, KW., Manual for Physical Agents 4th ed., 1993 Appleton&Lange, Norwalk, CT

Jones, E. Classroom Dermtology Notes, 1999
Lookingbill, DP and Marks, JG, Principles of Dermatology, 3rd ed., WB Saunders. 2000

Patavino T, and Brady, DM, “Natural Medicine and Nutritional Therapy as an Alternative Treatment in SLE”, Alt Med Rev 2001 Oct:6(5):460-71

Pizzorno, JE, Murray, MT, Textbook of Natural Medicine, Churchhill-Livingston, 1999

Robbins, SL.et al. Pathological Basis of Disease, 5th ed., WB Saunders, 1995

Schroyens, F. Synthesis Repertorium Homeopathicum Syntheticum, Homeopathic Book Publs, 1993

Traub, M. Dermatological Diagnosis and Therapeutics – An Elementary Manual, 1984

Yellin MJ, and Thienel U., “T cells in the pathogenesis of SLE; potential roles of CD154-CD40 interactions and costimulatory molecules”, Curr Rheumatol Rep 2000 Feb: 2(1): 24-31
Scleroderma/ Morphia (localized)

DESCRIPTION AND ETIOLOGY

A multisystem disorder involving inflammatory, vascular and fibrosis of skin and various internal organs- lungs, heart, GI tract. There are 2 subsets called limited systemic scleroderma (about 60% of the patients), diffuse systemic scleroderma (progressive systemic sclerosis). Morphea is localized scleroderma confined to the skin.

CREST Syndrome: Limited systemic sclerosis presents with Calcinosis cutis, Raynauds phenomenon, Esophageal involvement, Sclerodactyly, and Telangiectasia. There is typically skin tightening limited to the hands and face (versus the trunk), lower risk of renal involvement, higher risk of pulmonary hypertension and better prognosis.

Pathophysiology:

It is thought that the primary event may be endothelial cell injury in blood vessels. Target organ edema occurs resulting in organ fibrosis; cutaneous capillaries are reduced in number with the remainder dilating and proliferating resulting in telangiectasia. Fibrosis is due to the overproduction of collagen by the fibroblasts.

The etiology of this condition is unknown but contributing factors are associated with autoimmunity, fibroblast disregulation, occupational exposure to silica, or chemical toxicity. Internal organ involvement determines the severity of the condition. This condition is 4X more common in women at age 20-40 years.

SIGNS AND SYMPTOMS

Skin changes: hyperpigmentation, tightness- mask face, telangiectasia with depigmentation and ulceration of the fingers

Contractures of the joints due to fibrosis

Swelling and thickening of the fingers (sclerodactyly)

Raynauds phenomenon

Polyarthralgia

GI disturbances: dysphagia, heartburn (GERD), esophageal dysfunction, and slow transit time

Pulmonary: dyspnea

Cardiac: arrthymias, CHF, HTN, ECG abnormalities

Soft tissue- calcification especially in hands

PE AND LAB

   Essential: Dermatological screen, GI, GU, CV, MM.SK, PULM

   Lab: (Helpful for monitoring complications mostly): CBC, Urinanalysis; Chemistry panel- renal failure screen; RF antibody- positive in 33%; ANA –positive in more than 90%; Anticentromere antibody- positive in 50% with CREST;  Anti-SCL-70 antibodies-positive in 20-30% of patients

   Imaging and tests: chest radiograph, pulmonary function tests, barium swallow

   Diagnosis: Primarily clinical assessment with ANA’s (positive)
DDX (ICD-9-CM 710.1 Systemic Sclerosis)

Systemic Lupus Erythematosus; Polymyositis; Rheumatoid Arthritis: Toxic oil syndrome; eosinophilia-myalgia syndrome ; diffuse fasciitis with eosinophilia

TREATMENT

Determinants of Health (Re-establish the basis for health)

· Determine and eliminate food allergies
· Avoid rapid increases in dietary fiber intake as this may result in intestinal obstruction or bezoar.  Any increase in dietary fiber should be done gradually over a few weeks.
· Decrease or avoid:

Alcohol, caffeine (inc HCL), nicotine, tea and coffee, milk, refined foods-sugar

· Increase fiber consumption

· Stress reduction- meditation, yoga, Tai Qi

· Regular sleeping patterns

· Clean whole foods diet

Stimulate the Vis Medicatrix Naturae
· Acupuncture

· Homeopathy: Secale 30X, Hydrocotyle, Cal-f, Lyc, Graph, Crot-t (sensation as if hidebound, Kent Rep.) (Traub,ND)

Correct Structural Integrity

· Muscle stimulation-using TENS units

· Daily massage and exercise through ROM

· Alternating hot and cold foot bath followed by cold friction rub daily (Bastyr)

· Paraffin hand bath (Pils, 1991)

Tonify Systems

· Essential Fatty Acids: fish oils, evening primrose oil

· HCL or pancreatic enzymes: to break up immune complexes in the gastrointestinal system

Symptom Based (Nat RX)

Oral:

· Bromelain 

· Vitamin E:  300-2,000 IU/day for at least 6 months. Uncontrolled trials and anecdotes:  reported to be effective
· Extract of avocado/soybean (Gaby, 2000)

· Centella asiatica-decrease of skin hardening, as well as reduced arthritic symptoms and increased joint mobility (Stengler,1998)

· Ginkgo biloba -60 mg tid of a 24 percent standardized extract. (Stengler,1998)

· Catechins

· PABA 2-3 grams, qid as fibrinolytic. Long-term treatment (average duration, 4.2 years; range, 3 months to 20.6 years) significantly reduced the rate of decline in pulmonary function (uncontrolled trial).  In a 40 yr. study, long term high does (12 g/day) seem to do well while others die.\ (Gaby, 2000)

· 1,25-dihydroxyvitamin D3 0.5-0.75 mcg/day. Has been reported to improve the skin manifestations (uncontrolled trials). (Gaby, 2000)

· Estriol: 2 mg/day, 25 days per month; Treatment with estriol for 10 months was reported to soften the skin, improve joint mobility, and markedly improve the histological appearance of the dermis (2 case reports; Acta Derm Venereol 1984;64:168-171).

· DHEA

Symptom Based (Synthetic RX)

· ACE inhibitors for hypertensive renal crisis

· Corticosteroids for disabling myositis, pulmonary alveolitis or mixed connective tissue disease

High Force Interventions

· EDTA Chelation Therapy (Chappell, 1997)

COMPLICATIONS/REFERRAL GUIDELINES

Barrett’s esophagus- with increased risk of cancer occurs in 33%; Malabsorption and resultant malnutrition- hypomobility and dysbiosis; Sudden cardiac death; Pulmonary failure; Increased incidence of breast and lung cancer
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Neoplastic Conditions of the Skin

KAPOSI’S SARCOMA

DESCRIPTION AND ETIOLOGY

Kaposi’s sarcoma (KS) is a neoplasm of vascular origin that is the most common malignancy associated with AIDS. There are a number of factors are though to contribute to AIDS-related KS including: Human Herpes Virus – type 8 (HHV-8) transmitted via sexual contact or blood-borne route, a decreased immune system, and hormonal factors as there is an increased rate in men (rare in women) and androgen therapy causes increased proliferation effects.  KS is most common in men, either HIV+ or HIV- and more common in iron-rich areas.  90% of AIDS-related KS cases in the US occur in homosexual men. KS occurs rarely in heterosexual men, women and intravenous drug users. 

Pathophysiology:

Cells infected with KS and HIV secrete increased amounts of angiogenic growth factors, cytokines including Tumor Necrosis Factor-alpha (TNF-alpha), interleukin (IL)-6; Basic Fibroblast Growth Factor (bFGF), platelet-derived growth factor (PDGF) and oncostatin-m (Onco-M).

SIGNS AND SYMPTOMS


Occurs most commonly on the skin, oral cavity, and viscera (including the gastrointestinal tract, heart and lungs). Skin lesions begin as small, reddish, vascular-appearing macular and papular lesions and can progress to large, multiple, pigmented cutaneous nodules and plaques. Color can range from pink to purple to brownish-black. Lesions do not blanch with pressure.  Although, usually macular, the lesions are often indurated.


Lesions can be associated with edema, pain and secondary infections. Oral lesions can range from asymptomatic purple plaques to large ulcerated nodules affecting the soft palate and gingival. Lesions may interfere with eating or speaking, and can bleed easily. Non-skin sites include GI tract from mouth to anus, lung (symptoms include dyspnea, cough, fever, hemoptysis; radiologic findings may show isolated or diffuse nodules or diffuse reticular-nodular infiltrates), liver, pancreas, heart and spleen. Lymph node involvement may be seen early in KS and is of no specific clinical significance. 

Physical Examination and Lab

Essential: Vitals, Skin, ENT, Lymphatic, biopsy necessary for diagnosis

Other systems: GI, Lungs, Heart, Neurological
Labs:  Confirm positive serologic testing for HIV, CD4, viral load, chest radiography, bronchoscopy with biopsy,  PPD, hepatitis panel and liver function test, liver biopsy,  Toxoplasma antibodies, syphilis serology, CMV antibody, 

ICD-9 179.9 Kaposi’s Sarcoma

DDX:  Baciliary angiomatosis, granuloma faciale, vascular proliferation, angiopathic lesions and cutaneous Mycobacterial infections (suppuration)

TREATMENT

GENERAL MEASURES

NO KNOWN CURE, local and systemic treatments aimed at palliation.
Reduce or eliminate immunosuppressive factors
Optimize immune function 
Optimize Highly Active Anti-retroviral Therapy (HAART)

Treatment is otherwise determined by the extend of the disease
Consider the psychological aspects and the stigma associated with KS

Determinants of Health (Re-establish the basis for health)

· Eliminate food allergies

· Avoid environmental allergens 

· Improve management of stress and anxiety
· Correct nutritional deficiencies

Dietary: Encourage high intake of filtered water (decrease oxidative stress from chlorinated water). Optimize nutrition: whole foods, balance of protein (requirements may increase to 100-150 g/d with diarrhea and poor digestion), carbohydrates, EFA and micronutrients (high potency multivitamin and mineral). Encourage increased intake of fiber, essential fatty acids, dark leafy greens, colorful fruits and vegetables, and liver supporting foods (artichoke, root vegetables, dark greens). Encourage decreased intake of sodium, glucose, alcohol, caffeine, fried foods, processed foods, dairy, and red meat.  Avoid raw eggs, unpasteurized milk and potentially contaminated foods. (Litchenstein, 2000)

Specific Nutrients: (Patrick, L., 1999-2000) In order to priority…

1. High Potency Multiple Vitamin and Mineral (MULTI): establish nutrient foundation and replace deficiencies
2. Beta-carotene: replace deficiencies, decrease markers of lipoperoxides, improve CD4 counts (150-300K IU/day): 

3. Selenium: replace deficiency, improve anti-oxidation, improve immunity (400 mcg/day):

4. Vitamin E: replace deficiency, increase immunity, improve anti-oxidation, inhibits activation of a viral binding site (400 IU/day):

5. ESSENTIAL FATTY ACIDS: required in diet, anti-inflammatory, anti-HIV, GI protection (5 grams/day):

6. L-GLUTAMINE: replace deficiency, optimize regeneration of major antioxidant, prevents loss of lean body mass (dose 10-40 g/day):

L-CARNITINE: replace deficiency, decrease CD4 cell death (2-6 grams/day) 
7. B VITAMINS: prevent deficiencies, decrease progression to AIDS (multiples of the RDA)
Stimulate the Vis Medicatrix Naturae

· Homeopathy: 

Syphilinum: (for Kaposi’s sarcoma)


Thuja: (Herpes Simplex Virus)
· Hydrotherapy

Constitutional hydrotherapy: stimulate the Vis

Correct Structural Integrity

· Electricity
EMS Direct Current: using low volt direct electrical current: 6cm x 1cm, flat plate longitudinal electrodes into lesion of patient for two 45 minute treatments, leading to denudation and necrosis of tumor tissue.  (Taylor, 1994.)

· Peat therapy


Peat: Topical application with hydrocolator pack has resulting in resolution of lesions (M Groven, 2000)

Tonify Systems

· Strengthen immune system (Patrick, 1999-2000)


N-acetyl-cysteine (NAC): feed the major antioxidant defense mechanism in all cells, provide liver and kidney support, decrease 


mucous formation, bind and aid elimination of heavy metals, may boost cellular immunity (2-3 grams/day)

(-LIPOIC ACID: feed anti-oxidant that regenerates vit C and E, interrupt HIV replication in cell cultures, increase CD4 cells (450 


mg/day)
Symptom Based (Nat RX)

· Topical


Vitamin D: topical1,25-dihydroxyvitamin D3 showed anti-tumor activity due to inhibition of proliferation and differentation of activated T-


cells.  Vitamin D3 also inhibits angiogenesis with significant tumor regression in 50% of [ patient within 4-9 weeks.  (Masood R, 2000)



Herpalieve containing allantoin and Melissa extract (70:1): applied topically prn has been found effective for herpes viruses 



(Bastyr Center for Natural Health, 2001)

· Systemic


Milk thistle: stimulate liver function, digestion and absorption, repair and regenerate liver cells, increase major anti-oxidant 


regeneration (200-300 mg/day) (Patrick, 1999-2000)

Flora: reduce antibiotic associated diarrhea, rebalance normal gut flora, enhance mucosal immunity (3-5 billion CFU/day) 
Herbal tincture: Hydrastis (2): Taraxacum (2) : Passiflora (1) : Astragalus (1) : Gelsemium (15drops/oz) at 30-60 drops four times a day (Lichtenstein, 2000)

Olive leaf extract: 2-6 grams – considered to be 20 times stronger than L-lysine.  Can lead to nausea and a sulfur taste. (Lichtenstein, 2000)
Consider: anti-herpes therapies including Aloe, Momordica. Supplements include L-lysine and quercetin and anti-cancer therapies including fractionated pectin and reduced glutathione.

Iron Chelators: Iron chelation leads to inhibition of bFGF stimulatory cells; while DNA synthesis and cell growth were strongly reduced by iron chelators.  (Simonart T., 1998)

Symptom Based (Synthetic RX)

· Local

Topical retinoid gels: Effects cellular differentiation, and programmed cell death through regulation of gene transcription and interaction with transcription factors. (Nagpal, 1997), (Corbeil, 1994), (Cai, J, 1992), (Duvic M, 2000), (Walmsley S, 1999), and (Bonhomme, 1991)

· Systemic:

Retinoids: 45-150 mg/m2/day resulting in partial response with noted side effects including cheilitis, nausea, hypertriglyceridemia, anemia, neutropenia, headaches, and skin dryness (Bower M, 1997), (Saiag P, 1998), (Gill P, 1994)

Antivirals: Several studies have reported that some individuals responded to foscarnet, ganciclovir, and cidofovir (Dambro, 2000)

High Force Interventions

· Topical
Radiotherapy:  radiation therapy for local treatments.  Side effects include mucositis (oral lesions), loss of hair in that area, local hyperpigmentation

Cryotherapy:  liquid nitrogen rapid freezing and slow thawing in repeated cycles.  Frozen tissue reacts with peripheral erythema leading to edema, bulla formation, exudation and heals with atrophic scar within 4 weeks.  Considered a valuable alternative therapy for KS.  Undesirable effects include lack of penetration to dermis leading to frequent tumor recurrence, lesion hypopigmentation and/or peripheral hyperpigmentation, painful bulla formation, local edema, requires multiple office visits.  (Zouboulis,1998) and  (Tappero,1999.)

Intralesional Therapy: Low concentrations of vinca alkaloids, ie using injections of vinblastine and vincristine

Photodynamic Therapy: Reaction of bound chemical photosensitizer (drugs in tumor tissue) to laser lights

Surgical Excision: Recurrence at site is very common.

· Systemic

Single Agent and Combination Chemotherapy: Interferon-alpha for its immunomodulating, anti-viral and anti-angiogenic effects.  Doxorubicin, Bleomycin, Vinbastin, Vincristine, Daunorubicin have been used as single agents.
EMERGING TREATMENTS-

Anti-angiogenesis compounds: including Thalidomide, IM 862 (protein nose drops leading to increased systemic IL-2  (   MACROBUTTON HtmlResAnchor http://oncolink.upenn.edu
 1999 conference ASCO), TNP-470 (analog of Flumagillin)

COMPLICATIONS/REFERRAL GUIDELINES: Aggressive form affects at least 1/3 of HIV infected patients.
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 Melanoma

Alternate names: acral lentiginous melanoma; cancer of the skin (malignant melanoma); lentigo maligna melanoma; melanoma - acral lentiginous; melanoma - lentigo maligna; melanoma - malignant; melanoma - nodular; melanoma - superficial spreading; nodular melanoma; skin cancer - malignant melanoma; superficial spreading melanoma

DESCRIPTION AND ETIOLOGY 


Melanoma is a malignant skin tumor that involves the skin cells that produce pigment (melanin). Malignant melanoma is the most deadly form of skin cancer and it is the fastest spreading of all cancers. It is the leading cause of death from skin disease. Men have a higher rate of death from malignant melanoma than women.  Deaths from complications of malignant melanoma are increasing at a faster rate than deaths from any other form of cancer except lung cancer.

· Superficial spreading melanoma is a form of malignant melanoma that accounts for about 70% of cases of this disorder. It may strike at any age and is most common in Caucasians.

· Nodular melanoma accounts for about 15% of cases. It may include ulcerations that never heal. It can develop anywhere on the body, usually between the ages of 20 and 60.

· Acral lentiginous melanoma occurs in about 10% of cases of melanoma. It is most common in the elderly and always occurs on the palms, soles, or mucosal surfaces.

· Lentigo maligna melanoma occurs in about 5% of cases, usually in the elderly. It is most common in sun damaged skin on the head, neck, and arms.

Epidemiology:
Melanoma is the least common skin cancer. However, the incidence has doubled in the United States in the last 20 years. Approximately 35,000 cases of malignant melanoma occurred in the United States in 1990, making it one of the most common forms of cancer that year. Melanoma is the number one cancer in young women under age 35. It can affect age group with a recent trend toward tumor discovery at progressively younger ages.


Pathophysiology: Malignant melanoma involves cancerous changes to the skin cells that produce the skin's pigment, melanin. The tumor may develop quickly and initially spreads to adjacent skin. It is highly curable in this phase. Later, it spreads downward to deeper skin areas and may spread (metastasize) to the internal structures and organs. (This phase has a much lower cure rate.) About 70% of melanomas appear on normal skin, and 30% occur in nevi (moles) or other lesions that have changed in appearance.  Rarely, congenital birthmarks such as blue nevi and giant nevi may develop melanomas. 
 
Sunlight (ultraviolet light) is the primary etiology of all skin cancers including melanomas.

SIGNS AND SYMPTOMS


Any change in an existing wart, mole, or other skin lesion, or development of a new growth that ulcerates and does not heal well, could indicate the development of a skin cancer. 


All forms of melanoma create a skin lesion or growth that can be papular or macular. Borders are often irregular and asymmetrical.  Change in appearance over time in pigmented skin lesion. Pigmentation may vary as brown, black, red or bluish, or a mixture of colors can occur in one lesion.  Bleeding may also occur.


In female, melanoma is most common in lower limbs.  In males, it is most common on trunk.  The interscapular area is a common location in both sexes.  

	
	SUPERFICIAL SPREADING MELANOMA
	NODULAR MELANOMA

	ACRAL LENTIGINOUS MELANOMA
	LENTIGO MALIGNA MELANOMA

	Morphology
	Small skin lesion or growth
Irregular border
	Small skin nodules, bumps 
Indurated, shiny
	Dark color skin lesion or growth 

	A large skin lesion or growth
Irregular borders

	Pigment
	red, white, blue, blue-black color
	ranging from pearl to black
	Dark color
	brownish color with darker speckles

	Location
	trunk, limbs, or other areas
	
	palms, soles, tips of fingers or toes, mucous membranes
	Usually on skin that has been overexposed to the sun

	Ulceration
	Possible ulceration and lack of healing
	Possible ulceration and lack of healing
	Possible ulceration and lack of healing
	


PE AND LAB

Essential: A skin biopsy and examination can confirm the diagnosis. 

Other Systems:  An X-ray, CT scan, MRI, or other procedures may be indicated to determine if spreading (metastasis) has occurred. 

Labs:  check Liver enzymes, Alkaline phosphatase, and calcium

ICD-9 172.9 Melanoma of skin, sit unspecified 

DDX 

Pregnancy- moles may darken and grow

Basal Cell Carcinomata: A pigmented BCC can be brown, but this is almost NEVER seen in a blue-eyed person- suspect melenoma. If the lesion is nummular, crab-shaped, or ring-shaped, suspect melanoma. (M. Traub, ND)

Seborrheic keratoses

Dysplastic nevi

Blue nevi

Dermatofibromas

Moles

Hematomas (especially on hands and feet)

Venous lakes

Pyogenic granulomas

Warts

TREATMENT

Determinants of Health (Re-establish the basis for health)

· As with any disease process, whole, organic, and immune-stimulating foods high in vitamins and nutrients can be expected to help the body defend itself.
Stimulate the Vis Medicatrix Naturae

Constitutional Hydrotherapy for immune stimulation
Correct Structural Integrity
Azelaic acid:  Regression of the advancing edge of lesions, reduction is size and flattening of nodular areas, and progressive lightening of pigmentation. Histological and ultrastructural effects included:
 
degeneration and disappearance of malignant epidermal and dermal melanocytes with reduction of junctional activity; epidermal 


proliferation and return toward normal organization; reappearance of papillary dermis, pilosebaceous units, and sweat glands; separation of 

dermal melanoma tumor massesinto smaller collections of cells by regenerating connective tissue; and increase in number of dermal mast cells, macrophages, and round cells (Nazzaro-Porro, 1980). - 10-15 g daily orally

Tonify Systems

Detoxification

Symptom Based (Nat RX)

Hoxsey formula

Dr. Fox’s skin cancer linament: Iris versicolor (2 parts), Red Clover (1 part), Sanguiaria (1 part)

Symptom Based (Synthetic RX)

High Force Interventions


Surgical removal of the tumor, with a margin of normal skin also removed, is usually required. Surgical removal of nearby lymph nodes may accompany removal of the tumor.

Tumor removal may be accompanied or followed by radiation, chemotherapy (anticancer medications), or immunotherapy (medications that stimulate the immune system, such as interferon).

COMPLICATIONS/REFERRAL GUIDELINES

References:

Nazzaro-Porro M. Effect of azelaic acid on human malignant melanoma.
Lancet 1980. 1(8178):1109-1111.
Basal Cell Carcinoma

DESCRIPTION AND ETIOLOGY (Alternate Names: cancer of the skin (basal cell); rodent ulcer; skin cancer - basal cell)

A malignant skin tumor that involves cancerous changes of basal skin cells. A new skin growth that ulcerates, bleeds easily, or does not heal well could indicate development of basal cell skin cancer. Skin cancer has a high cure rate if treated early, but neglect can allow the cancer to spread, causing disability or death. Basal cell cancer is the most common form of malignant skin cancer. It accounts for about 75% of all skin cancers. 



Over 90% of basal cell skin cancers occur on areas of skin that are regularly exposed to sunlight or other ultraviolet radiation. This is considered the primary cause of most skin cancers. 

Other risks include:

· genetic predisposition (basal cell skin cancers are more common in those who have light colored skin, blue or green eyes, blond or red hair) 

· over-exposure to X-rays or other forms of radiation 

· exposure to arsenic, which may be present in certain herbicides

Epidemiology:  The incidence of skin cancer has increased greatly. In 1990, 600,000 Americans were diagnosed with either basal cell cancer or squamous cell cancer, up from 400,000 in 1980. The onset most commonly occurs after age 40. 

Pathophysiology: Basal cells are normal skin cells. They may develop cancerous changes, causing a patch or lump that is painless. The lump may grow slowly, ulcerate, and never heal completely. It usually remains local and almost never spreads to other parts of the body, but it may continue to grow and invade nearby tissues and structures, including the nerves, bones, and brain. The tumor may be very small, growing to 1 or 2 centimeters in diameter after several years of growth. Metastasis almost never occurs but invasion of healthy nearby tissue may.

SIGNS AND SYMPTOMS

4 types: 

· Nodular- pearly or waxy appearance

· Ulcerating- with a rolled border, often covered with a crust

· Cicatrial/ Sclerosing–appear as scars without a history of injury to the skin in that area

· Superficial multicentric-appear as thin plaques

Most basal cell cancers occur on areas of the body that are regularly exposed to ultraviolet radiation (sunlight). They may also occur on the scalp. 

Location: face, ear, neck, chest, back, or scalp
Pigmentation: white or light pink, flesh colored, or brown
Appearance: flat or slightly raised, visible blood vessels in the lesion or adjacent skin

PE AND LAB

Essential: Skin, lymphatic 

Lab:  biopsy
ICD-9 173 Basal Cell carcinoma

DDX 

Squamous cell carcinoma

Melanoma

Early lesions may resemble Psoriasis, contact dermatitis

TREATMENT

GENERAL MEASURES

Pre-surgical protocol

Teach patient appropriate sun avoidance techniques (sunscreen, hats, long-sleeve shirts, avoid excess tanning)

Teach self skin exam

Monitor patient every month for 3 months, then twice yearly for 5 years, yearly thereafter

Determinants of Health (Re-establish the basis for health)

· Whole grain diet has been helpful in preventing neoplasms

· Minimize UV exposure- use sunblock with sun exposure 

· Avoid sugar, caffeine, and alcohol, all of which have been shown to compromise immune system function.

· A diet high in antioxidants, especially  selenium.  Se-treatment was associated with reductions in total cancer mortality and in the incidences of lung, colorectal, prostate and total cancers. (Combs, 1997).

· Some individuals have reported success fighting cancer while on a macrobiotic diet.

· Chronic arsenic toxicity (CAT) manifests predominantly as cutaneous lesions in the form of melanosis, keratosis and neoplastic changes, including basal cell carcinoma (Paul, 2000; Wong, 1998)

· It has recently been determined that smoking is an independent risk factor for developing basal cell carcinoma (Smith, 2001; De Hertog, 2001).

Stimulate the Vis Medicatrix Naturae

Homeopathy

Correct Structural Integrity

Tonify Systems

· Vit C-500mg-4g QD, Vit E 400-800IU QD  (deficiency in either can increase formation)

· Equisetum arvense: Connective tissue restorative

Symptom Based (Nat RX)

· Green tea contains monomeric polyphenols known as flavanols and black tea contains dimeric flavanols and polymeric polyphenols known as theaflavins (TFs) and thearubigins (TRs). It has been demonstrated that green tea, black tea and constituent polyphenols protect against chemical- and ultraviolet B (UVB)-induced carcinogenesis and reduce the growth of established tumors in skin. The tea extracts are effective in reducing UVB- and PUVA-mediated DNA damage, expression of early response genes and early inflammatory changes in skin (Bickers, 2000).

· Curcumin: "Curcumin, a potent antioxidant and chemopreventive agent, has recently been found to be capable of inducing apoptosis in human hepatoma and leukemia cells by way of an elusive mechanism. Here, we demonstrate that curcumin also induces apoptosis in human basal cell carcinoma cells in a dose- and time-dependent manner…" (Jee, 1998)

· Hoxsey formula

Symptom Based (Synthetic RX)

No recommendations

High Force Interventions

Maggot therapy- Fly maggots have been known for centuries to help debride and heal wounds. Maggot therapy is a relatively rapid and effective treatment, particularly in large necrotic wounds requiring debridement and resistant to conventional treatment and conservative surgical intervention (Mumcuoglu, 1999).

Surgery- Currettage and electrodessication, excision, cryosurgery

COMPLICATIONS/REFERRAL GUIDELINES

Local recurrence and spread. Usually recurrences will appear within 5 years.  Metastases are rare.

REFERENCES:
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Squamous Cell Carcinoma

DESCRIPTION AND ETIOLOGY

Malignant tumor of keratinocytes arising in the epidermis.

In contrast to basal cell carcinoma,  squamous cell carcinoma usually arises from precancerous lesions occurring on exposed parts in fair-skinned individuals who sunburn easily and tan poorly. Squamous cell carcinoma may arise from actinic keratosis. Primary etiologies are ultraviolet radiation and human papillomavirus. Other etiologic factors include immunosuppression, chronic inflammation, industrial carcinogens, inorganic arsenic. 

Pathophysiology: Ultraviolet radiation overexposure and/or human papillomavirus induce cancerous cell changes of the keratinocytes resulting in malignancy. Metastasis has greater incidence in immunosuppressed individuals.

SIGNS AND SYMPTOMS

Lesions are small, red, conical, hard nodules 

Erosive papules and nodules and papillomatous vegetations

Ulcerations with necrotic base-soft, fleshy margin

Hemorrhage with crusting around edges

Locations:

Sun-exposed areas

Face, preauricular area, scalp (bald men), hands, forearms, trunk, and shins (females)

PE AND LAB

   Essential: Examination and biopsy, all skin and mucosal membranes, lymphatics, 
DDX (Squamous Cell Carcinoma ICD-9CM 173)

In situ Squamous Cell Carcinoma
· Nummular eczema:  very rounded, pattern of waxing and waning

· Psoriasis:  favors extensor surfaces, scaly silver plauque, Auspitz sign, family history

· Paget’s disease:  differentiated by biopsy

· Superficial multicentric basal cell carcinoma

TREATMENT

Determinants of Health (Re-establish the basis for health)

· Whole grain diet has been helpful in preventing neoplasms
· Minimize UV exposure- use sun block with sun exposure 

· Avoid sugar, caffeine, and alcohol- all have been shown to compromise immune system function.
· A diet high in antioxidants, especially selenium, was associated with reductions in total cancer mortality and in the incidences of lung, colorectal, prostate and total cancers. (Combs, 1997).
· Some individuals have reported success fighting cancer while on a macrobiotic diet.
· Chronic arsenic toxicity (CAT) manifests predominantly as cutaneous lesions in the form of melanosis, keratosis and neoplastic changes, including basal cell carcinoma (Paul, 2000; Wong, 1998).  Arsenic is present in pressurized lumber.
Stimulate the Vis Medicatrix Naturae

Homoepathy

Tonify Systems

Green tea contains monomeric polyphenols known as flavonols and black tea contains dimeric flavonols and polymeric polyphenols known as theaflavins (TFs) and thearubigins (TRs). It has been demonstrated that green tea, black tea and constituent polyphenols protect against chemical- and ultraviolet B (UVB)-induced carcinogenesis and reduce the growth of established tumors in skin. The tea extracts are effective in reducing UVB- and PUVA-mediated DNA damage, expression of early response genes and early inflammatory changes in skin (Bickers, 2000).
Curcumin:
"Curcumin, a potent antioxidant and chemopreventive agent, has recently been found to be capable of inducing apoptosis in human hepatoma and leukemia cells by way of an elusive mechanism. Here, we demonstrate that curcumin also induces apoptosis in human basal cell carcinoma cells in a dose- and time-dependent manner…" (Jee, 1998)

Vit C-500mg-4g QD, Vit E 400-800IU QD  (deficiency in either can increase stone formation)
Symptom Based (Nat RX)

Hoxsey formula

Symptom Based (Synthetic RX)

High Force Interventions

Surgery (currettage and electrodessication), excision, cryosurgery, radiation (primary treatment for lip involvement)

COMPLICATIONS/REFERRAL GUIDELINES

Ensure referral to Dermatologist
References:
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Nail Conditions

Brittle nails

· Biotin 2.5 mg/day for 1-4 months


Onychomycosis

Oregano or tea tree oil or potassium idodide (SSKI), applied twice daily, followed by DMSO (70% DMSO, 30% water) (clinical observation):  clean the area of application and the applying hand thoroughly before applying DMSO, as DMSO can carry dirt and microorganisms through the skin into the bloodstream.  Reduce the concentration of DMSO to 50% if burning occurs, although this is unlikely with application to the nails.  

Burns

Alternative Names: 
DESCRIPTION AND ETIOLOGY 
Pathophysiology:

SIGNS AND SYMPTOMS

PE AND LAB

   Essential: 

   Other systems: 

   Lab: 
Diagnositc Criteria

DDX: (ICD-9-CM 

TREATMENT

The ultimate goal of burn-wound management is closure and healing of the wound without development of infection.

	Sunburn prevention
	vitamin A 50K IU w/ 240 mg Calcium carbonate qd, beginning 2 days before exposure, for 14 days; may double dose for 1 day after excessive exposure
	


Determinants of Health (Re-establish the basis for health)

Stimulate the Vis Medicatrix Naturae

Correct Structural Integrity

· vitamin A

· Zinc

· EFA’s

Tonify Systems

· Sitz baths/ soaks

Symptom Based (Nat RX)

· Aloe vera

· Lavender essential oil

Symptom Based (Synthetic RX)

· Viscous lidocaine

Conventional Tx.: 

· topical antimicrobials (applied to partial and full-thickness burns):  silver sulfadiazine cream, mafenide acetate cream, silver nitrate. 

· systemic antimicrobials:  for small burn wounds in outpatient management only.

· tetanus immunization

High Force Interventions

surgical excision or debridement of burned tissue

skin grafting

COMPLICATIONS/REFERRAL GUIDELINES
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