Intro to Clinical Medicine





Scribes:  Amber/Allison

March 5, 2001 – 8:00AM





Hire:  Trey/Kellie

Dr. Stetson

Pustules and White Spots

PUSTULES

· The major diseases with pustules are acne, folliculitis, rosacea, impetigo, candidiasis, disseminated gonorrhea, tinea, pustular psoriasis, halogenoderma (also known as bromoderma or iododerma), and deep fungal infections.

· Acne  

· This is the most common cause of pustules.  

· Pathogenesis:

· The major organism associated with acne is Propionibacterium acne, a gram-positive anaerobic bacterium that lives in the sebaceous gland.  

· Follicular occlusion is also a cause of acne, which allows bacterial overgrowth.  

· Androgenic hormones play a major role in acne as well, which is why acne is worst right after birth (from maternal androgens) and during puberty (from our own androgens).  

·  Physical Exam:

· It is important to distinguish between the different types of acne:  inflammatory, non-inflammatory, a mixed form, and a severe nodulocystic form.  

· Non-inflammatory acne is also called comedonal acne – there are whiteheads (closed comedones) and blackheads (open comedones).  The black in blackheads is not dirt but oxidized keratin.  

· Inflammatory acne typically presents with pustules, papules, nodules, and cysts.  Any time you see inflammation, it will be red, so inflammatory or mixed acne will be red and non-inflammatory will not.  

· History:

· Acne typically starts in adolescence.  If it starts earlier, particularly in females, you could think about an androgen-secreting tumor (he’s never seen one, but it is in the books).  

· If the patient has irregular menses and hirsutism, think polycystic ovary disease.  

· Family history is important to note if there is severe nodulocystic acne, which you can usually tell by looking at the parents.  

· Anabolic steroids will exacerbate acne (think about this in high school athletes).  

· Where do you look for acne?  

· The face, the chest, and the back.  

· He showed pictures of whiteheads and blackheads, and severe nodulocystic acne (the chest and back respond worse to treatment than the face does)

· Comedonal Acne Treatment = Topical Retinoins

· Retin-A, which is isoretinoin, is the typical treatment.  It comes in various strengths as creams and as weaker gels.  

· Differin is less irritating and less effective.  

· Azeleic acid is also available as a cream, and is reported to be useful in hyperpigmentary acne, but less so in comedolytic therapy.  One of its components has a bleaching effect.

· Tazorac gel or cream (he calls it the Tasmanian devil) is very irritating, and was initially indicated for psoriasis.  It is in pregnancy category X, which means it causes birth defects (like Accutane).  

· Salicylic acid is one of the older treatments; it is irritating and less used as of late, but it is effective.  

· Inflammatory Acne Treatment 

· Benzoyl peroxide is as good as or better than any other treatment at reducing bacterial count, and there is no resistance to it.  

· There have been a lot of topical antibiotics tried.

· Erythromycin – bacterial resistance is common if used alone.  

· Clindamycin

· Benzamycin gel – benzoyl peroxide plus erythromycin; it must be refrigerated and is very expensive.  

· Dr. Stetson uses a step treatment for inflammatory acne: 

· Start with topical treatment, and then add systemic antibiotics:

· Tetracycline – is inexpensive, but GI upset, calcium chelation, and teeth staining are all side effects.  

· Doxycycline – more expensive and photosensitivity is the main side effect.  

· Minocycline – causes dizziness and tinnitus in underweight people.  

· Erythromycin – the poster child for GI upset and resistance develops quickly.  

· Amoxicillin

· For the treatment of mixed acne, use topical retinoids and topical antibiotics.  Also, Ortho-TriCyclen is now FDA approved for treatment of mild acne and is something to consider.  

· Treatment of severe nodulocystic acne: 

· Accutane – “the wonder drug which works wonders”  

· It decreases follicular keratinization (so less plugging), shrinks sebaceous glands and decreases sebum production; it also decreases the bacterial count, especially the anaerobic P. acne.  

· It is only indicated for severe nodulocystic acne and for recalcitrant acne that has failed less drastic treatment regimens.  

· The duration of therapy is usually five months.  

· Side effects are severe: 

· SEVERE BIRTH DEFECTS – two forms of birth control are required in all sexually active females – “very, very, very important”

· severe dryness and cracked lips – in 100% of patients

· joint and muscle pains are less common

· hepatitis

· elevated triglycerides - almost everyone at least doubles, which could lead to pancreatitis – “this would make a good question”  

· headache, N/V, and abdominal pain 

· alopecia 

· nosebleeds

· Lots of press about depression and suicide, but he doesn’t think there’s any relationship.  

· Accutane is not a cure, and some people will have to go on repeated courses.  

· It costs $300/month.  

· Steroid Acne 

· This form occurs on the face following topical, mid-to-high potency steroid use.  Steroid rosacea is a variant of this.  If systemic corticosteroids are used, it commonly appears on the trunk.  The lesions are monomorphic papules.

· Acne Rosacea 

· This form lacks comedones.  Some people call this adult acne, but regular acne can last until age 50 or so.  

· Acne rosacea tends to occur later in life, and is thought to be a flushing disorder, and as such is exacerbated by things that make people flush: sun exposure, alcohol (he disagrees with the book on this point), certain foods, etc.  

· On physical exam, there is central facial erythema, telangectasias, papules and pustules, and no comedones.  It can involve the conjunctiva and cause a mild conjunctivitis and possibly keratitis.  

· Treatment is the topical anti-inflammatory agents used for acne and topical metronidazole.  Oral tetracycline or minocycline are used when the acne is moderate to severe.  Accutane is  used rarely.  

· Complications include rhinophyma (excess tissue growth on nose).  This is seen most often in males with a long history of sun exposure and ethanol use (think W.C. Fields, even though the book again disagrees).  Other complications are blepharitis, conjunctivitis, and keratitis.  

· Folliculitis
· This is defined as neutrophilic inflammation centered on the hair follicle.   

· Pathogenesis:

· It is most often caused by a pathogenic organism, esp S. aureus.  

· It can rarely be caused gram-negative organisms in patients on long-term antibiotic treatment.  

· Hot-tub folliculitis is caused by P. aeruginosa, usually on the bathing trunk area.  

· Majocchi’s granuloma (tinea folliculitis) is typically on women’s legs, from inoculation of the fungus during shaving.  

· Eosinophilic folliculitis is typically on the trunk of HIV patients.  

· Treatment:

· It varies because folliculitides are caused by different organisms.  

· For S. aureus, antibacterial soap or possibly oral antibiotics like Keflex.  

· For gram-negative folliculitis, give ampicillin or augmentin.  

· For hot tub folliculitis, no treatment is required; just tell the patient to avoid the hot tub, and the normal flora will push the Pseudomonas out.  

· Majocchi’s folliculitis is treated with oral griseofulvin, terbinafine or itraconazole.  

· Eosinophilic folliculitis is treated with UV light, which is used in a lot of itchy skin conditions that don’t respond to other treatments.  

· Impetigo 

· This is most commonly caused by Staph aureus or Strep pyogenes, and it is seen mostly in children.  

· “Honey crust” is the classic buzzword people use for this.  It is rare to see a pustule even though it is in this category.  You may see vesicles or bullae, however.  

· Treatment for this condition is topical antibiotics such as OTC products like Neosporin, or prescription products like Bactroban.  Oral Keflex or dicloxacillin are equally effective.  

· Candidiasis 

· This is caused by Candida albicans, and it presents as beefy red eroded plaques with satellite pustules and papules.  
· It tends to occur in occluded areas, such as diaper areas, intertriginous areas, under surgical dressings, etc.  

· Predisposing factors are obesity and diabetes.  

· The diagnosis is usually made clinically, but if there’s any doubt, use the KOH prep and look for pseudohyphae.  The buzzword for this is “regular spaghetti” instead of  the “chopped spaghetti and meatballs” seen with Pityriasis versicolor.  It may be difficult to tell if the eruption is candidiasis, intertrigo, or tinea.  

· It can be treated with topical nystatin, any of the imidazole creams, or oral fluconazole, ketoconazole, or itraconazole.  Physical measures are also helpful, such as weight loss (reduce the number of intertriginous areas), frequent diaper changes, etc.  

· Pustular psoriasis 

· This is usually a severe flare-up of psoriasis, but rarely it may be the initial presentation.  This is a systemically ill individual with fever, chills, and widespread pustules.  

· Most commonly, the lesions are on the palms and soles, but it may present as widespread  “lakes of pus.”  Usually the pustules are sterile, so culturing won’t reveal anything.  Remember that pustules do not always imply infection.  

· Treatment for this is admission to the hospital, IV fluids, and oral methotrexate or Soriatane. 

WHITE SPOTS

· Physical Exam

· First it is important to determine if the lesions are hypopigmented or depigmented.

· Next determine if there is any scaling present.

· Then look to see if the lesion is sharply or poorly demarcated.

· It is also important to note the distribution of the white spots.

· Tinea (Pityriasis) Versicolor 
· The causative agent is Pityrosporum ovale, aka P. orbiculare, aka Malassezia. furfur.  It is a lipophilic yeast.  

· History – It almost always is adolescents who first notice it in the summer months.  

· Physical Exam 

· You will see hypopigmentation, hyperpigmentation, or erythema.  

· The spot is a fairly well demarcated, dyspigmented, atrophic plaque with fine scales.  Sometimes the scales are so fine that you can’t really appreciate them by just looking, but scraping onto a slide will reveal them.  If a slide doesn’t work, a 15 blade might work.  

· The most common locations are either the chest or the back.  Other areas can be affected, but if it’s not on one of those two places, it’s probably not anywhere.  

· Diagnosis 

· It is made based on clinical presentation.  If there’s any doubt, do a scraping and use KOH to see short hyphae and spores, “chopped spaghetti and meatballs.”  

· Treatment 

· Topical selenium sulfide shampoo (Selsen blue), or ketoconazole shampoo, or topical imidazole cream.  

· If severe or extensive, oral ketoconazole can be used, but there is a small risk of hepatotoxicity.   

· This disease tends to recur in the spring and summer months, and it is hard to get rid of.  The affected areas will not tan properly, so any sun exposure will accentuate the difference between involved and uninvolved skin.  P. ovale synthesizes enzymes that competitively inhibit tyrosinase, needed for melanin synthesis.

· Vitiligo 

· This is an acquired autoimmune destruction of melanocytes.  We don’t know why this happens, but we do know that it happens.  There are rare associations with other autoimmune diseases, such as Grave’s disease, autoimmune thyroiditis, alopecia areata, and Addison’s disease.  

· Physical Exam
· You see sharply marginated, depigmented, non-scaly patches.  

· The distribution of the lesions is periorificial (around the orifices) classically, including eyelids, mouth, groin, and anus.  Nipples and extensor areas of the body are also commonly affected.  

· Repigmentation will start from the hair follicles and work out, so you may see a de-pigmented area with brown spots interspersed.  

· Therapy 

· PUVA (psoralen + UV A light), immunotherapy, topical steroids if there is redness, mini-grafting, or covering it with something like Dermablend.  

· In patients with extensive vitiligo (>80% of body surface), depigmentation of the remaining normal skin may give the best cosmetic result.  This depigmentation is accomplished with a 20% monobenzyl ether of hydroquinone, and it is permanent.  

· Aggressive sun protection is required, as sunburns are common and long-term cancer risk is increased.  

· Pityriasis Alba 

· This presents as atrophic white plaques with fine scales.  It is more common in the heavily pigmented races, but it may just be more easily recognized in those races.  

· History
· fairly asymptomatic, and is noticed when people are getting more sun because of the contrast with the tanned areas.  The parent will bring the child in because of the appearance. 

· There is often a history of asthma, hay fever, or allergies.  

· Physical exam 

· It reveals hypopigmented, poorly demarcated atrophic plaques with fine white scales, most commonly on the cheeks and upper outer arms.  

· Treatment 

· Sun avoidance 

· Lacticare HC lotion – his favorite because the hydrocortisone cools down the inflammation and the lactic acid decreases scaling.  

· Repigmentation can take a year or more, but most cases of P. alba resolve by adolescence.

· Post-inflammatory Hypopigmentation 

· These are white areas remaining after any inflammatory process.  Melanocytes are extremely sensitive to inflammation and are stunned.  

· Causes 

· contact dermatitis, autoimmune effects, local trauma

· x-rays and frost bite

· phenol and sulfhydryl compounds – these two may move toward depigmentation, so ask the patient about phenol exposure if the patches are only seen on the hands

· discoid lupus erythematosus – causes marked hypopigmentation and scarring centrally and hyperpigmentation around the rim 

· atopic dermatitis and psoriasis

· Treatment 

· Remove the cause of the inflammation.  

· Most cases will repigment, but discoid lupus will not.  As with vitiligo, repigmentation starts at the hair follicle, but dermablend can be used until then.
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