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Notice

Medicine is an ever-changing science. As new research and clinical experience 
broaden our knowledge, changes in treatment and drug therapy are required. The 
authors and the publisher of this work have checked with sources believed to be 
reliable in their efforts to provide information that is complete and generally in 
accord with the standards accepted at the time of publication. However, in view 
of the possibility of human error or changes in medical sciences, neither the 
authors nor the publisher nor any other party who has been involved in the 
preparation or publication of this work warrants that the information contained 
herein is in every respect accurate or complete, and they disclaim all responsibil-
ity for any errors or omissions or for the results obtained from use of the infor-
mation contained in this work. Readers are encouraged to confirm the 
information contained herein with other sources. For example and in particular, 
readers are advised to check the product information sheet included in the pack-
age of each drug they plan to administer to be certain that the information con-
tained in this work is accurate and that changes have not been made in the 
recommended dose or in the contraindications for administration. This recom-
mendation is of particular importance in connection with new or infrequently 
used drugs.
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 Macule is Latin for spot. A rash consisting of macules is called a macular exanthem. 

     Lesions 
•   A macule is a circumscribed area of change in skin color without elevation or depression. 
•  Macules are flat and cannot be palpated. 
•  Macules be well defined (sharply marginated) or diffuse. 
•  Macules can be of any size or color.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Macules may be pigmented (brown, black, blue), skin colored (amelanotic), or red. 
Pressure of a glass slide (diascopy) on the border of a red macule detects red blood cells. If 
the redness remains under pressure from the slide, the lesion is purpuric, that is, it results 
from extravased red blood cells; if the redness disappears, the lesion is due to vascular 
dilatation.   

    LESION TYPE: MACULE 
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  LESION TYPE: PAPULE 

 Papule is Latin for pimple. A rash consisting of papules is called a papular exanthem. 
Papular exanthems may be grouped (“lichenoid”) or disseminated (dispersed). 

     Lesions 
•   A papule is a superficial, elevated, solid lesion, generally <0.5 cm in diameter. Most of 

the lesion   is elevated above, rather than deep within, the plane of the surrounding skin. 
•  Papules are dome-shaped, cone-shaped, or elevated with a flat top; they can be 

palpated. 
•  Elevation is a result of material built up within the lesion, whether metabolic or locally 

produced deposits, localized cellular infiltrates, or inflammatory cellular elements.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Papules may be well-defined (sharply marginated) or ill defined (diffuse). Superficial pap-
ules are usually well-defined, whereas deeper dermal papules have indistinct borders.   
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  LESION TYPE: PLAQUE 

 Plaque is French for plate. 

     Lesions 
•   Plaques are formed from papules that become confluent and form larger, usually flat-

topped, circumscribed, plateau-like elevations above the skin surface. 
•  Plaques occupy a relatively large surface area in comparison with their height above the 

skin. 
•  Plaques can be palpated.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Plaques are usually well defined. Lichenification is a less well defined large plaque where 
the skin appears thickened and the skin markings are accentuated. A patch is a barely 
elevated plaque—a lesion fitting between a macule and a plaque.   
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 Nodule is Latin for small knot. 

     Lesions 
•   A nodule is a solid, round, or ellipsoidal lesion that is larger than a papule. 
•  Nodules can be palpated and may involve the epidermis, dermis, or subcutaneous 

tissue.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Nodules may be well defined (superficial) or ill defined (deep); if localized in the subcuta-
neous tissue, they can often be better felt than seen. Nodules can be hard or soft upon palpa-
tion. They may be dome-shaped and smooth or may have a warty surface or crater-like 
central depression. 

 The depth of involvement and the size differentiate a nodule from a papule. Nodules 
result from inflammatory infiltrates, neoplasms, or metabolic deposits in the dermis or 
subcutaneous tissue.   

  LESION TYPE: NODULE 
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  LESION TYPE: WHEAL 

 Wheals are due to edema in the papillary body of the dermis. A rash consisting of wheals 
is called a urticarial exanthema or urticaria. 

     Lesions 
•   A wheal is a rounded or flat-topped, pale red papule or plaque that is characteristically 

evanescent, disappearing within 24–48 h. 
•  Wheals may be round, gyrate, or irregular with pseudopods changing rapidly in size and 

shape due to shifting papillary edema. 
•  Wheals can be palpated.     
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  LESION TYPE: VESICLES AND BULLAE 

 Vesicle is Latin for “little bladder,” and bulla is Latin for bubble. A rash consisting of 
vesicles is called a vesicular exanthem; a rash consisting of bullae is called a bullous 
exanthem. 

     Lesions 
•   A vesicle (<0.5 cm) or a bulla (>0.5 cm) is a circumscribed, elevated, superficial cavity 

containing fluid. 
•  Vesicles and bulla can be palpated. 
•  Vesicles are dome-shaped, umbilicated (as in herpes simplex), or flaccid. 
•  Often the roof of a vesicle/bulla is so thin that it is transparent.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The fluid in the vesicle/bulla can often be seen. Vesicles containing serum are yellowish; 
those containing blood are from red to black. Vesicles and bullae arise from a cleavage at 
various levels of the superficial skin; the cleavage may be subcorneal or within the visible 
epidermis or at the epidermal–dermal interface. Since vesicles/bullae are always superfi-
cial, they are always well defined.   
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  PUSTULE 

 Pustules are circumscribed superficial cavities of the skin that contain a purulent exudate. 
A rash consisting of pustules is called a pustular exanthem. 

     Lesions 
•   Pustules may be white, yellow, greenish yellow, or bloody , and vary in size and shape. 
•  Pustules can be palpated. 
•  Pustules may arise in a hair follicle or independently. 
•  Pustules are usually dome-shaped, but follicular pustules are conical and usually contain 

a hair in the center.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Pustules differ from vesicles in that the content of the lesion is turbid and not clear.   
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  LESION TYPE: CRUSTS 

 Crust is Latin for rind, bark, or shell. 

     Lesions 
•   Crusts develop when serum, blood, or purulent exudate dries on the skin surface. 
•  Crusts may be thin, delicate, and friable or thick and adherent. 
•  Crusts can be palpated.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Crusts are yellow when formed from dried serum; green or yellow green when formed 
from purulent exudate; or brown, dark red, or black when formed from blood. Superficial 
crusts occur as honey-colored, delicate, glistening particulates on the surface. When the 
exudate involves the entire epidermis, the crusts may be thick and adherent, and if it is 
accompanied by necrosis of the deeper tissues (e.g., the dermis), the condition is known as 
ecthyma.   
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  LESION TYPE: SCALES 

 Squames is Latin for scale. A rash consisting of papules with scales is called a papulosqua-
mous exanthem. 

     Lesions 
•   Scales are flakes of stratum corneum. 
•  They may be large (like membranes, tiny [like dust], pityriasiform (Greek: pityron, 

“bran”), adherent, or loose. 
•  Scales may occur by themselves or on top of other lesion types. 
•  Scales may or may not be palpated. 
•  Scales may be sharply marginated or diffuse.     
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  LESION TYPE: EROSION 

 An erosion is a defect only of the epidermis, not involving the dermis. 

     Lesions 
•   An erosion is sharply defined, red, and oozing. 
•  Superficial erosions, which are subcorneal or run through the epidermis. 
•  Deep erosions are at the base of the papillary body. 
•  Erosions cannot be palpated.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Except physical abrasions, erosions are always the result of intraepidermal or subepidermal 
cleavage and thus of vesicles or bullae. Erosions always heal without a scar.   
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  LESION TYPE: ULCER 

 Ulcer is Latin for sore. 

     Lesions 
•   An ulcer is a skin defect that extends into the dermis or deeper into the subcutis. 
•  Ulcers are always secondary to pathologically altered tissue. 
•  Ulcers may have elevated, undermined, hard, or soggy borders. 
•  Ulcers may ooze or have purulent discharge.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The pathologically altered tissue giving rise to an ulcer is usually seen at the border or the 
base of the ulcer and is helpful in determining its cause. The presence of any associated 
topographic features, such as nodules, excoriations, varicosities, hair distribution, sweat-
ing, and arterial pulses can help determine the cause. Ulcers always heal with scar 
formation.   
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  LESION TYPE: SCAR 

 A scar is the fibrous tissue replacement of the tissue defect by previous ulcer or a wound. 

     Lesions 
•   Scars can be hypertrophic and hard. 
•  Scars can be atrophic and soft. 
•  There may be thinning or loss of all tissue compartments of the skin. 
•  Scars may or may not be palpable.     
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  LESION TYPE: ATROPHY 

 Atrophy refers to a diminution of some or all layers of the skin. 

     Lesions 
•   Epidermal atrophy is manifested by a thinning of the epidermis. 
•  The epidermis becomes transparent, revealing the papillary and subpapillary vessels. 
•  There is loss of skin texture and cigarette paper-like wrinkling. 
•  In dermal atrophy, there is loss of connective tissue of the dermis and depression of the 

lesion.     

Wolff_Card 001-050.indd   14 8/7/13   10:49 AM



14

Wolff_Card 001-050.indd   14 8/7/13   10:49 AM



14

  LESION TYPE: CYST 

     Lesions 
•   A cyst is a cavity containing liquid or solid or semisolid materials. 
•  Cysts may be superficial or deep. 
•  Cysts are spherical, most often dome-shaped like a papule or nodule; however, upon 

palpation they are resilient. 
•  Cysts are lined by an epithelium and often have a fibrous capsule.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Depending on the contents of the cyst, they may be skin colored, yellow, red, or blue. An 
epidermal, and a pilar cyst produce keratinaceous material.   
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  SUPERFICIAL SPREADING MELANOMA (SSM) 

 SSM is the most common melanoma (70%) type in light-skinned people and arises most 
frequently on the upper back. It is a moderately slow-growing lesion with distinctive mor-
phology. Lesions are usually single, and can occur anywhere at any age. The median age of 
onset is 30–50 years of age and SSM occurs in women slightly more often; SSM is rare in 
darker-skinned people. Risk factors include precursor lesions, family history of melanoma, 
light skin, and childhood sunburns. 

  CLINICAL MANIFESTATIONS 
  Lesions  
 There is an elevated, flat plaque with marked asymmetry, irregular well-defined borders. 
Lesions are tan, brown, or black and the pigment variegation of SSM is similar to, but more 
striking than, the variety of color present in most LMM. The color display is a mixture of 
brown, dark brown, black, blue, and red, with slate-gray or gray regions in areas of tumor 
regression. Most are >5 mm when discovered and arise in previously existing pigmented 
lesions (dysplastic nevi). Development of papules and nodules reflect a switch to vertical 
growth and invasion into the dermis.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed with dermoscopy and biopsy. Total excisional 
biopsy with narrow margins is optimal, though incisional or punch biopsy is acceptable 
when total excisional biopsy cannot be performed. Do not use shave biopsy that does not 
show the level of invasion.  

  MANAGEMENT 
 Treatment is excision down to the fascia. For lesions <1 mm thick, ensure 1-cm margins 
from lesion edges and biopsy lymph nodes only if nodes are palpable. For lesions >1 mm 
thick, ensure biopsy of sentinel lymph nodes. Follow excision with direct closure or repair 
with skin grafts. Perform lymphadenectomy only for nodal basins with occult tumor cells 
or if nodes are clinically palpable and suspicious for tumor. Consider adjuvant therapy if 
there is risk of recurrence (positive regional lymph nodes, advanced stage).   
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  MELASMA 

 Melasma is an acquired light- or dark-brown hyperpigmentation on sun-exposed areas, 
most often the face, resulting from exposure to sunlight. Melasma may be idiopathic or 
associated with pregnancy, oral contraceptives or medications such as diphenylhydantoin, 
or it may be idiopathic. Melasma is more common in people with darker skin and 90% of 
cases occur in women. Chloasma is a synonym. 

  CLINICAL MANIFESTATIONS 
  Lesions  
 A macular hyperpigmentation mostly sharply defined in the malar and frontal areas of the 
face that is usually uniform, but can also be blotchy.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is made clinically and the differential includes postinflammatory 
hyperpigmentation.  

  MANAGEMENT 
 Topical treatments include hydroquinone 3% solution and 4% cream; azelaic acid 20% 
cream; and a combination of flucinolone 0.01%, hydroquinone 4%, and tretinoin 0.05%. 
Hydroquinone 4% cream can be compounded with 0.05% tretinoin cream or glycolic acid 
cream by the pharmacist. Do not use monobenzylether of hydroquinone or the other ethers 
of hydroquinone (monomethyl- or monoethyl-) because these can lead to a permanent loss 
of melanocytes with the development of a disfiguring spotty leukoderma. Melasma can be 
prevented with sunblocks.   
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  NONGENITAL HERPES SIMPLEX VIRUS (HSV) INFECTION 

 Following primary infection, HSV persists in sensory ganglia, and outbreaks recur as 
immunity lessens. Recurrences are asymptomatic or minor, and often require no therapy. 
However, in immunocompromised, mucocutaneous lesions can be extensive and chronic. 
Usual factors for recurrence of herpes labialis are skin/mucosal irritation, menstruation, 
fever, common cold, and altered immune states. 

  CLINICAL MANIFESTATIONS 
 Primary infections are often asymptomatic and there may be regional lymphadenopathy, 
and systemic symptoms (fever, headache, malaise, and myalgia). Common sites of primary 
HSV infection are the mouth (gingival erythema, edema, and tenderness), anogenitalia, and 
hand/fingers. In recurrent infections there is a prodrome of tingling, itching, or a burning 
sensation, though systemic symptoms are usually absent. Sensory peripheral nerve dis-
eases such as eczema herpeticum, erythema multiforme, meningitis, Bell’s palsy are com-
mon after HSV infection. 

  Lesions 
 Lesions are erythematous papules that evolve to grouped vesicles and pustules that rupture 
easily and form erosions as the epidermis sloughs. There is often postinflammatory hyper- 
or hypopigmentation, uncommonly with scarring. Lesions on the oral mucosa usually 
occur only in primary infection.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by Tzanck smear, viral culture or antigen detection. 
Seroconversion diagnoses first-episode infections. Recurring herpes can be ruled out if 
patient is seronegative for HSV antibodies. The differential includes aphthous stomatitis, 
hand-foot-and-mouth disease, herpangina, erythema multiforme, and fixed drug eruption.  

  MANAGEMENT 
 Instruct patients to avoid skin-to-skin contact during outbreaks. 

  Systemic 
 Oral antivirals are most effective in primary outbreaks:    Acyclovir   400 mg three times a day 
or 200 mg five times a day for seven to ten days,     Famciclovir   250 mg three times a day for 
five days,     Valacyclovir   1 g twice a day for seven to ten days.   

  Topical 
 Antiviral creams and ointments may have some benefit during mild recurrences.  
  Acyclovir   5% ointment applied six times a day for seven to ten days.     
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  ATOPIC DERMATITIS (ATOPIC ECZEMA) 

 Atopic dermatitis, or eczema, usually begins in infancy and has peak prevalence of 15–20% 
in early childhood. There is often family history of atopy, allergic rhinitis, or asthma. 
Triggers include aeroallergens, especially dust mites and pollen; microbes; autoallergens; 
foods, especially eggs, milk, peanuts, soybeans, fish, and wheat; clothing, especially wool. 
Flares may be caused by stress and are more common in winter and after removing clothes. 

  CLINICAL MANIFESTATIONS 
 Pruritus is the sine qua non—”eczema is the itch that rashes.” The constant scratching leads 
to a vicious cycle of itch → scratch → rash → itch → scratch. 

  Lesions 
 Poorly defined erythematous patches, papules, and plaques may have scale/edema. Moist 
crusted erosions may result from scratching, and if oozing, represent secondary infection. 
Lichenification/fissures, which may be painful, occur in chronic cases. Follicular lichenifi-
cation may occur especially in those with heavily pigmented skin. Rubbing may cause 
eyebrow alopecia, periorbital pigmentation, and infraorbital fold below eyelids (Dennie-
Morgan sign).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on history and clinical exam. Differential includes seborrheic dermati-
tis, contact dermatitis, psoriasis, nummular eczema, dermatophytosis, and early mycosis 
fungoides. More rare diseases in the differential include acrodermatitis enteropathica, 
glucagonoma syndrome, histidinemia, phenylketonuria, and also, some immunologic 
disorders.  

  MANAGEMENT 
 Educate patients to avoid rubbing and scratching, use emollients, and prevent secondary 
infection. Use wet dressings, topical glucocorticoids, and topical antibiotics when indi-
cated and hydroxyzine for pruritus. For subacute and chronic cases prescribe baths with oil 
or oatmeal powder, unscented emollients, and topical anti-inflammatories such as gluco-
corticoids, hydroxyquinoline, or tar. Glucocorticoids are most effective but may have side 
effects with prolonged use. Tacrolimus and pimecrolimus work very well in minor flares 
and subacute atopic dermatitis. UVA-UVB phototherapy or narrow band UV (311 nm), 
PUVA photochemotherapy may also be effective.   
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  TRICHILEMMAL CYST 

 A trichilemmal cyst is the second most common type of cutaneous cyst and is seen most 
often in middle age, more frequently in women. It is often familial and occurs frequently 
as multiple lesions. 

  CLINICAL MANIFESTATIONS 
 Over 90% of trichilemmal cysts occur on the scalp, and the overlying scalp hair is usually 
normal but may be thinned if the cyst is large. 

  Lesions 
 Cysts are smooth, firm, dome-shaped, 0.5- to 5-cm nodules or tumors without a central 
punctum or connection to the epidermis. The cyst wall is usually thick, and the cyst can be 
removed intact. The interior contains keratin, which is very dense, homogeneous, and often 
calcified, with cholesterol clefts. If cyst ruptures, it may be inflamed and very painful.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and the differential includes keloids, scars, epidermoid cysts, 
epidermal inclusion cysts, and lipomas.  

  MANAGEMENT 
 Tricholemmal cysts are benign and no treatment is required; removal is easily achieved 
with surgical excision if desired.    
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 TINEA UNGUIUM 

 Tinea unguium is a dermatophytic infection of the nails that usually does not remit sponta-
neously. Onset is usually in adulthood with increased incidence with age. Transmission is 
person to person by fomite or direct contact, commonly among family members. 

  CLINICAL MANIFESTATIONS 
 The nails lose protective and manipulative function and there may be pain in toenail with 
pressure from shoes, secondary bacterial infections, and ulcerations of the underling nail 
bed. Complications are more common in the immunocompromised and diabetics. Toenails 
are involved much more commonly than fingernails. Involvement of the fingernails is usu-
ally unilateral. When fingernails are involved, pattern is usually two feet and one hand. 

  Lesions 
 A white patch is noted on the distal or lateral undersurface of the nail and nail bed, usually 
with sharply demarcated borders and this evolves to a brown or black hue. Progressive 
involvement of nail can occur in a matter of weeks, or more slowly over a period of months 
or years. With progressive infection, the nail becomes opaque, thickened, cracked, friable, 
raised by underlying hyperkeratotic debris in hyponychium. Sharply marginated white 
streaks beginning at the distal nail margin and extending proximally are filled with kerati-
naceous debris and air.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by confirming clinical findings with direct microcopy potassium 
hydroxide preparation of nail clipping, and/or isolation of pathogenic fungus on culture. 
The differential includes psoriatic nails (“oil drop” staining of the distal nail bed and nail 
pits is seen in psoriasis but not onychomycosis), paronychial psoriasis or eczema, Reiter 
syndrome and keratoderma blennorrhagicum, onychogryphosis, pincer nails, congenital 
nail dystrophies, and nail trauma.  

  MANAGEMENT 
 Instruct patient to debride dystrophic nails and prescribe systemic antifungals (terbinafine 
250 mg per day for 6–16 weeks), which can be stopped once KOH preparation or culture 
is negative, which may be before the nail lesions resolve due to the slow growth of the nail.   
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  KAWASAKI DISEASE 

 Kawasaki disease is an acute febrile illness of infants and children. 

  CLINICAL MANIFESTATIONS 
     Phase I: Acute Febrile Period:   abrupt onset of high fever for ∼12 days, followed by 
diarrhea, arthritis, lymphadenopathy, and photophobia.  
  Phase II: Subacute Phase:   has highest risk of sudden death and is another 2–3 weeks with 
fever, thrombocytosis, desquamation, arthritis, arthralgia, and carditis.  
  Phase III: Convalescent Period:   8–10 weeks after onset, all signs of illness disappear and 
has low mortality. Disease ends when eosinophil sedimentation rate returns to normal.   

  Lesions 
 Erythema usually first noted on palms/soles spreads to trunk and extremities becoming 
erythematous macules then urticaria-like lesions (most common), a morbilliform pattern 
(common), or scarlatiniform and erythema multiforme–like (<5%). Confluent macules to 
plaque-type erythema on perineum persist after other findings resolve. Hand/foot edema 
occurs with deeply erythematous to violaceous brawny swelling with fusiform fingers. 
Bulbar conjunctival injection begins 2 days after onset of fever and lasts as long as fever. 
Lips are red, dry, and fissured with diffuse erythema of oral cavity and a “strawberry” 
tongue. Desquamation follows fever, beginning on tips of fingers and toes at nail junction, 
then sheets of palmar/plantar epidermis are shed. In convalescent period, transverse nail 
furrows may be seen.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made when there is fever of 5 days spiking to >39.4°C without other cause, 
and four of five criteria: (1) bilateral conjunctival injection; (2) injected/fissured lips or 
pharynx or “strawberry” tongue; (3) erythema/edema of hands/feet or generalized/
periungual desquamation; (4) diffuse scarlatiniform or erythematous maculopapular rash 
and iris lesions; and (5) cervical lymphadenopathy (lymph node ≥1.5 cm). The differential 
includes adverse cutaneous drug eruptions, juvenile rheumatoid arthritis, infectious mono-
nucleosis, viral exanthems, leptospirosis, Rocky Mountain spotted fever, toxic shock syn-
drome, staphylococcal scalded-skin syndrome, erythema multiforme, serum sickness, 
lupus, and reactive arthritis.  

  MANAGEMENT 
 Hospitalize the patient and monitor for cardiovascular complications while treating with 
intravenous immunoglobulin 2 g/kg in single infusion over 10 hours and aspirin 100 mg/kg 
per day until fever resolves or until day 14, followed by 5 to 10 mg/kg aspirin per day until 
eosinophil sedimentation rate is normal. Glucocorticoids are associated with a higher rate 
of coronary aneurysms and thus contraindicated.   

(Photo contributor Tomisaku Kawasaki, MD. Reused with permission from Knoop et al., 
The Atlas of Emergency Medicine, 3rd edition © 2010 McGraw-Hill, Inc.)
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  ECZEMA HERPETICUM 

 Herpes simplex virus secondarily infects atopic dermatitis causing eczema herpeticum. Other 
dermatoses subject to herpes infection include Darier disease, thermal burns, Hailey-Hailey 
disease, immunobullous disease, ichthyosis vulgaris, and cutaneous T cell lymphoma. 

  CLINICAL MANIFESTATIONS 
 Primary eczema herpeticum may be associated with fever, malaise, and irritability. When 
recurrent, there is a history of prior similar lesions, and systemic symptoms are less severe. 
Lesions begin in abnormal skin and may extend peripherally for several weeks during pri-
mary or recurrent infections. Secondary infection with  Staphylococcus aureus  is relatively 
common and may be painful. 

  Lesions 
 Vesicles evolve into “punched-out” erosions and are not grouped but disseminated within 
the dermatosis. Erosions may become confluent, producing large denuded areas, and suc-
cessive crops of new vesiculation may occur.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by Tzanck smear (multinucleated acantholytic giant 
cells), and detection of herpes simplex virus on culture or antigen detection. Rule out sec-
ondary infections. The differential includes varicella, disseminated varicella infection, and 
disseminated (systemic) herpes simplex infection.  

  MANAGEMENT 
 Primary episodes run their course with resolution in 2–6 weeks without treatment. 
Recurrent episodes tend to be milder and not associated with systemic symptoms. Keeping 
the lesions clean and dry while they heal by themselves may be all that is required. 
Treatment with oral acyclovir (200 mg orally 5 times per day or 400 mg three times a day) 
and valacyclovir (1,000 mg orally twice per day or via IV 10–15 mg/kg three times per day) 
is warranted for infections that are likely to prove protracted, highly symptomatic, or com-
plicated, for 14–21 days.   
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  ANGIOKERATOMA 

 While the term angio (“blood vessel”) keratoma implies a vascular tumor with keratotic 
elements, an angiokeratoma is actually an epidermal tumor into which capillaries and post-
capillary venules are packed leading to hyperkeratosis. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Angiokeratomas are dark violaceous to black, often keratotic papules or small plaques that 
are hard upon palpation and cannot be compressed by diascopy. They may be solitary 
lesion (solitary angiokeratoma) or multiple.    Angiokeratoma of Fordyce   are multiple 
lesions in large numbers on the scrotum or vulva.     Angiokeratoma of Mibelli   comprise pink 
to dark red and even black papules on the elbows, knees, and dorsa of the hands. This 
autosomal dominant disease is rare and occurs in young women.     Fabry disease  (shown in 
the illustration)  is an X-linked recessive disease and an inborn error of metabolism. 
Deficiency of α-galactosidase A leads to an accumulation of glycosphingolipids in the 
dermis, heart, kidneys, and autonomic nervous system. In this variant, the angiokeratomas 
are numerous, dark red, punctate, and tiny (<1 mm), located on the lower half of the body: 
lower abdomen, genitalia, and buttocks, although lesions may also occur on the lips. The 
homozygous males have also symptoms related to involvement of other organ systems: 
acroparesthesias, excruciating pain, transient ischemic attacks, and myocardial infarction. 
Heterozygous females may have corneal opacities. Fabry disease is very rare.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical in most cases, and confirmed with biopsy when used to rule out malig-
nant tumors. Fabry disease is diagnosed by family history and genetic testing. The differ-
ential includes purpura, petechiae, and other metabolic disorders; when lesions are solitary, 
the most important differential diagnosis is a small nodular or superficial spreading 
melanoma.  

  MANAGEMENT 
 No treatment is needed for most angiokeratomas; laser surgery, liquid nitrogen, and elec-
trocoagulation are options when treatment is needed.   
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  IMPETIGO 

 Impetigo is most often caused by  Staphylococcus aureus  or betahemolytic streptococcus 
group A. Bullous impetigo results from local production of epidermolytic toxin 
A-producing  S. aureus . These are not typical human skin flora, but rather transiently colo-
nize skin and cause superficial infections. Primary infections occur most often in children, 
though primary and secondary infections can occur at all ages. 

  CLINICAL MANIFESTATIONS 
 Superficial infections are often asymptomatic. 

  Lesions 
  Impetigo   appears as erosions with golden-yellow crusts 1 to >3 cm in diameter and with 
central healing if lesions have been present for several weeks. Lesions are scattered, dis-
crete, and may become confluent; satellite lesions occur by autoinoculation. Secondary 
infection is common.     Bullous Impetigo   appears as blisters containing clear yellow or 
slightly turbid fluid with an erythematous halo, on normal-appearing skin. With rupture, 
bullous lesions decompress. If roof of bulla is removed, shallow moist erosion forms.   
  Ecthyma   is ulceration with a thick adherent crust that may be tender and indurated.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed by culture. Differential includes excoriation, allergic con-
tact dermatitis, herpes simplex, epidermal dermatophytosis, scabies, burns, porphyria cuta-
nea tarda, venous stasis, and ischemic ulcers.  

  MANAGEMENT 
 Treat lesions with mupirocin and retapamulin ointment and prevent recurrences with ben-
zoyl peroxide wash and/or application of mupirocin and retapamulin ointment to the nares. 
Check family members for signs of impetigo and encourage all close contacts to wash 
hands with ethanol or isopropyl gel.   
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  BEAU LINES 

 Beau lines result from the temporary arrest of nail growth after any severe, sudden, acute, 
particularly febrile, illness including drug reaction or in the context of atopy and peripheral 
vasculitis or ischemia. Systemic disease is implicated if all 20 nails are involved. Single 
nail involvement is usually traumatic. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Transverse, bandlike depressions in nail extend from one lateral edge to the other, affecting 
all involved nails at corresponding levels. If duration of disease completely inhibits matrix 
activity for 7–14 days, the transverse depression results in total division of nail plate 
(onychomadesis). There may be multiple parallel lines with chemotherapy.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Beau lines are not a diagnosis in and of themselves but rather are a symptom of underlying 
or recent disease.  

  MANAGEMENT 
 Beau lines will disappear with time as the nail grows and any underlying disease is treated. 
No specific management is needed.   
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  LYME DISEASE 

 Lyme disease is infection with  Borrelia  spirochetes transmitted to humans by ticks, and is 
the most common vector-borne infection in the United States (30,000 cases per year). 

  CLINICAL MANIFESTATIONS 
 Stage 1: An acute illness of fever, chills, myalgia, headache, weakness, and photophobia 
occurs up to 30 days after tick bite. Stage 2: Neurologic (meningitis, cranial neuritis and 
peripheral neuritis), cardiac (AV nodal block), and musculoskeletal (myalgia, arthralgia) 
symptoms present days to weeks after the bite. Stage 3: Persistent arthritis, chronic arthral-
gia, and polyneuropathy occur weeks to months later. 

  Lesions 
  Stage 1   An erythematous plaque (erythema migrans) with a rapid centrifugal expansion 
of the lesion, with a distinct red border. As the lesion expands, it may remain uniformly 
red or develop several concentric rings of varying shades of red (targetoid appearance).   
  Stage 2   occurs days to weeks post tick bite. Lesions are seen that resemble erythema 
migrans, though they are smaller, migrate less, lack central induration, and may be scaly.   
  Stage 3   Acrodermatitis chronica atrophicans is associated with Lyme disease in Europe 
and is initially a diffuse or localized violaceous erythema, usually on one extremity, accom-
panied by mild to prominent edema. The lesion extends centrifugally over months to years, 
leaving central atrophy and prominent veins and subcutaneous tissue. Localized fibromas 
and plaques are seen as subcutaneous nodules around the knees and elbows.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically for Stage 1 disease and by the presence of antibodies for 
Stages 2 and 3 disease. The differential includes other insect bites, tinea, allergic contact 
dermatitis, pityriasis rosea, fixed drug eruption, erythema multiforme, and urticaria.  

  MANAGEMENT 
 First-line treatment for all patients over 9 years old and not pregnant is doxycycline, 
100 mg twice per day. Give children under 9 years old amoxicillin 50 mg/kg per day. 
Second-line treatment for adults is amoxicillin, 500 mg three times per day. Alternatives 
are cefuroxime axetil 500 mg twice per day or erythromycin 250 mg four times per day. 
Continue antibiotics for 14 days for Stage 1 disease, 21 days for Stage 2 disease, and 
30–60 days for Stage 3 disease. Consider IV antibiotics for all patients with cardiac or 
neurologic manifestations.   
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  TINEA CRURIS 

 Tinea is an infection of keratinized cutaneous structures by a unique group of fungi called 
dermatophytes; arthrospores of these species can survive in skin scales for up to 12 months. 
Transmission is most often person to person, then from animals, and least commonly, from 
soil. Tinea cruris is subacute or chronic dermatophytosis of the upper thigh and adjacent 
inguinal and pubic regions and is often (almost always) associated with tinea pedis. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Erythematous macules (∼3–4 mm) 0 with/withoud scaling coalesce to form large, scaling, 
well-demarcated dull red/tan/brown plaques with central clearing. Papules and pustules 
may be present at margins and there may be dermatophytic folliculitis. Chronic scratching 
may produce secondary changes of lichen simplex chronicus. Scrotum and penis are rarely 
involved.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Direct microscopy of skin scrapings collected with a no. 15 scalpel blade, edge of a glass 
microscope slide, or brush (tooth or cervical brush) and covered with a drop of potassium 
hydroxide (KOH) shows presence of fungal hyphae. The differential includes erythasma, 
candida intertrigo, intertriginous psoriasis, tinea, or pityriasis versicolor.  

  MANAGEMENT 
 Prevent recurrences by keeping the skin dry, using benzoyl peroxide wash and imidazole 
powder. Be sure to treat dermatophytic infection of nails if coexisting. 

  Topical 
 Use imidazole creams (clotrimazole, miconazole, ketoconazole, econazole, oxiconizole, 
suconizole, sertaconazole); allylamine lotion (naftifin, terbinafine); naphthionate ointment 
(tolnaftate); or substituted pyridine (ciclopirox olamine)  

  Systemic 
 Terbinafine 250-mg tablet is an allylamine and is the most effective oral antidermophytic 
agent. Alternatives include itraconazole 100-mg capsules or oral solution (10 mg/mL), 
fluconazole 100-, 150-, 200-mg tablets or oral suspension (10 or 40 mg/mL).    
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  MIGRATORY GLOSSITIS 

 Migratory glossitis or geographic tongue is a common occurrence with unknown etiology. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Irregular areas of dekeratinized and desquamated filiform papillae (red in color) are 
surrounded by elevated whitish or yellow margins.   

  DIAGNOSIS 
 Diagnosis is clinical.  

  MANAGEMENT 
 This is a common, benign condition and no management is required.   
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  SARCOIDOSIS 

 Sarcoidosis is a systemic granulomatous disease of unknown cause that primarily affects 
the lungs (bilateral lymphadenopathy, pulmonary infiltration) and has a variety of skin 
findings. Onset is usually before age 40. 

  CLINICAL MANIFESTATIONS 
 Constitutional symptoms include fever, fatigue, weight loss, and arrhythmia. Lesions occur 
days (presenting as acute erythema nodosum) to months (presenting as asymptomatic sar-
coidal papules or plaques on skin or pulmonary infiltrate discovered on routine chest radi-
ography) after other symptoms. 

  Lesions 
 The earliest lesions are skin-colored papules around the mouth. Later, brownish or purple 
infiltrated plaques that may be annular, polycyclic, or serpiginous occur mainly on extremi-
ties, buttocks, and trunk. Central clearing with slight atrophy may occur. Occasionally, firm 
purple or brown nodules may arise on the face, trunk, or extremities, particularly hands. 
Lupus pernio is diffuse, violaceous, soft doughy infiltrations on the nose, cheeks, or ear-
lobes. There may be swelling of individual digits because of osteitis cystica. Sarcoidosis 
tends to infiltrate old scars, which then exhibit translucent purple-red or yellowish papules 
or nodules. On blanching with glass slide, all cutaneous lesions of sarcoidosis reveal “apple 
jelly” semitranslucent yellowish brown color. On scalp, sarcoidosis may cause scarring 
alopecia.   

  DIAGNOSIS 
 Diagnosis is made with lesional biopsy of skin or lymph nodes.  

  MANAGEMENT 
 Systemic glucocorticoids are given for active ocular disease, active pulmonary disease, 
cardiac arrhythmia, CNS involvement, or hypercalcemia. For cutaneous sarcoidosis, intra-
lesional triamcinolone, 3 mg/mL, is effective for small lesions and systemic glucocorti-
coids are given for widespread or disfiguring involvement. Hydroxychloroquine 100 mg 
twice daily or low-dose methotrexate may be given for widespread or disfiguring lesions 
refractory to intralesional triamcinolone but these are only sometimes effective. 
Cyclophosphamide is given only for potentially life-threatening disease.   
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  SQUAMOUS CELL CARCINOMA IN SITU (SCCIS) 

 Most SCCIS is caused by UV irradiation or HPV infection. It commonly arises in dysplas-
tic lesions such as solar keratoses. Synonyms include Bowen disease, erythroplasia (on 
glans/vulva), and bowenoid papulosis (anogenital, HPV-induced). SSCIS may progress to 
invasive squamous cell carcinoma (SCC). Lymph node metastasis can occur without 
demonstrable invasion and disseminate. 

  CLINICAL MANIFESTATIONS 
 Solitary or multiple macules, papules, or plaques may be hyperkeratotic or scaling that are 
often asymptomatic, but may bleed. Formation of nodules, pain, or tenderness suggests 
progression to SCC. 

  Lesions 
 Lesions are sharply demarcated, scaling, or hyperkeratotic pink or red macules, papules, or 
plaques. Lesions may be solitary or multiple and can be crusted. Solitary or multiple scal-
ing or crusted lesions are always well-defined (Bowen disease). Red, sharply demarcated, 
glistening macular or plaque-like lesions occur on glans or labia minora (erythroplasia). 
Anogenital HPV-induced SCCIS (bowenoid papulosis) may be red, tan, brown, or black in 
color. SCCIS may be mistaken for a patch of eczema or psoriasis and go undiagnosed for 
years, resulting in large lesions with annular or polycyclic borders. Once invasion occurs, 
nodular lesions appear (Bowen carcinoma).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical confirmed by histology. Differential includes all well-demarcated 
pink-red plaque(s): nummular eczema, psoriasis, seborrheic keratosis, solar keratoses, ver-
ruca vulgaris, verruca plana, condyloma acuminatum, superficial basal cell carcinoma; 
amelanotic melanoma, Paget disease.  

  MANAGEMENT 
 Treatment is topical 5-fluorouracil (applied twice daily with or without occlusion), imiqui-
mod, cryosurgery, CO

2
 laser evaporation, or excision, including Mohs micrographic sur-

gery. Topical chemotherapy takes considerable time. Cryosurgery may cause scarring. 
Laser therapy can be cumbersome and painful. Surgical excision has the highest cure rate, 
but the greatest chance of causing scars; however, this should be used whenever invasion 
has not been excluded by biopsy.   
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  URTICARIA AND ANGIOEDEMA 

 Urticaria and angioedema are edematous processes involving different levels of the cutane-
ous vasculature: papillary and deep. Urticaria is composed of papillary wheals whereas 
angioedema is a larger edema involving the dermis and subcutaneous tissue. Both may be 
acute, chronic, and recurrent. 

  CLINICAL MANIFESTATIONS 
 Fatigue, weakness, anorexia, weight loss, malaise, or dyspnea may be present as can symp-
toms related to hepatic, renal, and GI involvement or paresthesia related to carpal tunnel 
syndrome and neuropathy. Angioedema of mouth and throat may interfere with speech, 
food intake, and breathing. Variants include immunologic, drug-induced, autoimmune, 
physically mediated (dermatographism, pressure or vibration induced), cold, solar, aller-
gic, and hereditary types. 

  Lesions 
 Usually regional or generalized, lesions are localized in solar, pressure, vibration, cold 
urticaria/angioedema and confined to the site of the trigger mechanism.    Urticaria   are 
sharply defined wheals <1 cm to >8 cm, erythematous or white with an erythematous rim, 
round, oval, arciform, annular, or serpiginous (due to confluence and resolution in one area 
and progression in another). Lesions are pruritic and transient.     Angioedema   are skin-
colored, transient enlargement of portion of face (eyelids, lips, tongue), extremity, or other 
sites due to subcutaneous edema.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically.  

  MANAGEMENT 
 Use antihistamines and H1 blockers, such as hydroxyzine, terfenadine; or loratadine, ceti-
rizine, fexofenadine. Fexofenadine 180 mg/day or loratadine 10–20 mg/day controls most 
chronic cases. Cessation of therapy usually results in a recurrence. Doxepin, a tricyclic 
antidepressant with marked H1 antihistaminic activity, is valuable when severe urticaria is 
associated with anxiety and depression. 

 In acute urticaria with angioedema, use prednisone. In chronic idiopathic or autoim-
mune urticaria, if no response to antihistamines: switch to cyclosporine and taper gradu-
ally, if glucocorticoids are contraindicated or if side effects occur.   
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  CHERRY ANGIOMA 

 Cherry angiomas are exceedingly common and almost all elderly people have at least one. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Cherry angiomas are asymptomatic, bright red to violaceous or even black, domed vascular 
lesions (∼3 mm) that may also occur as myriad tiny red papular spots simulating petechiae. 
Most often they appear on the trunk.   

  DIAGNOSIS 
 Diagnosis is made clinically.  

  MANAGEMENT 
 Cherry angiomas are of no consequence other than the cosmetic appearance. Management 
is electro- or laser coagulation if indicated cosmetically. Cryosurgery is not effective.   
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  PHYTOPHOTODERMATITIS 

 Phytophotodermatitis is an inflammation of the skin caused by contact with certain plants 
during recreational or occupational exposure to sunlight (plant + light = dermatitis). The 
inflammatory response is a phototoxic reaction to photosensitizing chemicals in several 
plant families. Common types are due to exposure to limes, celery, and meadow grass. 

  CLINICAL MANIFESTATIONS 
 The patient gives a history of exposure to certain plants (lime, lemon, wild parsley, celery, 
giant hogweed, parsnips, carrot greens, figs) or use of perfumes containing oil of bergamot 
(which contains bergapten, 5-methoxypsoralen). Patients may develop streaks of pigmen-
tation only in areas where the perfume was applied or plant was contacted. The lesions give 
the sensation of sunburn with pain and later pruritus. 

  Lesions 
 Acutely there are erythema, edema, vesicles, and bullae. The lesions may appear pseudo-
papular before vesicles are evident. Often there are bizarre streaks and artificial patterns on 
the sites of contact, especially the arms, legs, and face. Residual hyperpigmentation may 
occur (berloque dermatitis).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by recognition of pattern and careful history. Differential diagnosis is 
primarily acute irritant contact dermatitis, with streaky pattern poison ivy dermatitis, but 
this is eczematous.  

  MANAGEMENT 
 Wet dressings may be indicated in the acute vesicular stage. Topical glucocorticoids pro-
vide symptomatic treatment. The patient should be instructed to wear protective clothing or 
avoid sun exposure if the offending agent cannot be avoided.   

(Courtesy of Dr. Thomas Schwarz.)
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  BULLOUS PEMPHIGOID 

 Bullous pemphigoid is an autoimmune disease that usually occurs in elderly patients. 

  CLINICAL MANIFESTATIONS 
 The course often starts with a prodromal eruption (urticarial, papular lesions) and evolves 
in weeks to months to bullae that may appear suddenly as a generalized eruption. Initially 
no symptoms except moderate or severe pruritus; later, tenderness of eroded lesions. No 
constitutional symptoms, except in widespread, severe disease. 

  Lesions 
 Erythematous, papular, or urticarial-type lesions may precede bullae formation by months. 
Bullae are small to large, tense, firm-topped, and oval or round, and may arise in normal, 
erythematous, or urticarial skin and contain serous or hemorrhagic fluid. The eruption may 
be localized or generalized, usually scattered but also grouped in arciform and serpiginous 
patterns. Bullae rupture and sometimes large, bright red, oozing, and bleeding erosions 
become a major problem. Usually originally tense however, bullae collapse and transform 
into crusts.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Clinical appearance, histopathology, and immunocytochemistry permit a differentiation 
from other bullous diseases.  

  MANAGEMENT 
 Systemic prednisone will often result in permanent remission. Starting doses of 50–100 mg/
day are continued until clear. This may be combined with azathioprine, 150 mg daily, for 
remission induction and 50–100 mg for maintenance. In refractory cases IVIG plasmapher-
esis is helpful, and in milder cases, sulfones (dapsone), 100–150 mg/day. Low-dose oral 
methotrexate (2.5 to 10 mg weekly) is effective and safe in the elderly. In very mild cases 
and for local recurrences, topical glucocorticoid or topical tacrolimus therapy may be ben-
eficial. Tetracycline ± nicotinamide has been reported to be effective in some cases.   
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  FIXED DRUG ERUPTION (GENERALIZED) 

 A fixed drug eruption (FDE) is an adverse cutaneous reaction to an ingested drug, charac-
terized by the formation of a solitary (but at times multiple) erythematous patch or plaque. 
If the patient is rechallenged with the offending drug, the eruption occurs repeatedly at the 
identical skin site (i.e., fixed) within hours of ingestion. 

  CLINICAL MANIFESTATIONS 
 Lesions may be pruritic, painful, or burning, though they are often asymptomatic. Time to 
onset of lesions is 30 min to 8 hours after ingestion of drug in previously sensitized indi-
viduals. Lesions persist if drug is continued and resolve in days to few weeks after drug is 
discontinued. 

  Lesions 
 A sharply demarcated macule, round or oval in shape, occurs within hours after ingestion 
of the offending drug. Initially there is erythema, then dusky red to violaceous plaques. 
Most commonly, lesions are solitary and can spread to become quite large. However, they 
may be multiple with random distribution. Lesions may evolve to become a bulla and then 
an erosion. Eroded lesions, especially on genitals or oral mucosa, are quite painful. After 
healing, the area is dark brown with violet-hued postinflammatory hyperpigmentation. 
Genital skin is frequently involved, though any site may be involved including the perioral 
and periorbital areas, conjunctivae, and oropharynx.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and the differential includes herpes simplex virus infections, 
Stevens Johnson syndrome, toxic epidermal necrolysis, and erythema multiforme.  

  MANAGEMENT 
 Discontinue the offending drug; use potent topical glucocorticoids for noneroded lesions and 
antimicrobial ointment for erosions. For widespread, generalized, and highly painful muco-
sal lesions, give oral prednisone 1 mg/kg body weight tapered over a course of 2 weeks.   
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  TUBEROUS SCLEROSIS 

 Tuberous sclerosis is an autosomal dominant disease manifesting as skin lesions in the skin 
and hamartomas of the central nervous system, eye, heart, kidney, and other organs. 

  CLINICAL MANIFESTATIONS 
 Early manifestations are the triad of seizures, mental retardation, and congenital white 
spots. Seizures (infantile spasms) occur in 86% of cases and the earlier the onset of sei-
zures, the worse the mental retardation, which occurs in 49% of cases. 

  Lesions 
  Hypomelanotic macules   are white macules present at birth or in infancy on the trunk 
(>56%), lower extremities (>32%), upper extremities (7%), or head and neck (5%). White 
macules shine up with Wood light. There are usually more than three and they may be 
polygonal or “thumbprint,” shaped, 0.5–2 cm; lance ovate or “ash-leaf ” spots 3–4 cm (up 
to 12 cm); or tiny white “confetti” macules, 1–2 mm.  
  Facial angiofibromas   are pathognomonic but do not appear until the third or fourth year. 
They are 0.1–0.5 cm, dome-shaped and smooth, red or skin colored, firm papules on the 
center of the face.     Connective tissue nevi (“shagreen” patch)   are present in 40% of cases, 
and are skin-colored plaques on the back or buttocks.     Periungual papules or nodules   pres-
ent in 22% of cases late in childhood, and have the same pathology (angiofibroma) as the 
facial papules.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis may be difficult or impossible in an infant or child if one or two white macules 
are the only cutaneous finding. The presence of more than five ash leaf macules is highly 
suggestive; however, even when typical white “ash-leaf” or “thumbprint” macules are pres-
ent, diagnosis must be confirmed by family history, neuroimaging, and EEG, usually by a 
pediatric neurologist. Confetti spots are virtually pathognomonic. The differential for the 
skin lesions includes local vitiligo, nevus anemicus, tinea versicolor, nevus depigmentosus, 
postinflammatory hypomelanosis; tricholemmoma, syringoma, and dermal nevi, for angio-
fibromas. Angiofibroma of the face has sometimes been mistaken for and treated as acne 
vulgaris or rosacea.  

  MANAGEMENT 
 Most cases are managed by pediatric neurologists to manage intellectual and developmen-
tal disabilities and control seizures. Dermatologic laser surgery is beneficial for 
angiofibromas.   

Wolff_Card 001-050.indd   37 8/7/13   10:50 AM



37

Wolff_Card 001-050.indd   37 8/7/13   10:50 AM



37

 Hailey-Hailey disease or familial benign pemphigus is a rare genodermatosis with domi-
nant inheritance. 

  CLINICAL MANIFESTATIONS 
 Hailey-Hailey disease presents as an erythematous, erosive, oozing condition with cracks 
and fissures localized to the nape of the neck, axillae, submammary regions, inguinal folds, 
and scrotum. Onset is usually between the third and fourth decades. Secondary infections 
occur. 

  Lesions 
 Individual lesions consist of microscopically small flaccid vesicles on an erythematous 
background that soon turn into eroded plaques with the described, highly characteristic, 
fissured appearance. Crusting, scaling, and hypertrophic vegetative lesions occur.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made with family history and clinical presentation and confirmed with genetic 
testing. The differential includes contact dermatitis, intertrigo, and candidiasis.  

  MANAGEMENT 
 Treatment rests on antimicrobial therapy, administered both topically and systemically; 
systemically, the tetracyclines seem to work better than most. Mupirocin is given topically. 
Topical glucocorticoids depress the anti-inflammatory response and accelerate healing. In 
severe cases, dermabrasion or carbon dioxide laser vaporization leads to healing with scars, 
which are resistant to recurrences. The condition becomes less troublesome with age.   

  HAILEY-HAILEY DISEASE 
(FAMILIAL BENIGN PEMPHIGUS) 
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  SYSTEMIC LUPUS ERYTHEMATOSUS 

 Systemic lupus erythematosus is a serious multisystem autoimmune disease, involving 
connective tissue and blood vessels. It is nine times more common in women than in men 
and more common in those of African descent. Onset is in the third or fourth decade and 
precipitating factors include family history and UV exposure. 

  CLINICAL MANIFESTATIONS 
 Fatigue, fever, weight loss, and malaise occur with arthralgia or arthritis, abdominal pain, 
and CNS symptoms. 

  Lesions 
 Lesions present for weeks (acute) to months (chronic) and are pruritic or burning. In the 
subacute and acute phase of the disease, a  butterfly rash  occurs on the malar regions of the 
face that is erythematous, confluent, and sharply defined with fine scaling, erosions (acute 
flares), and crusts. In the subacute phase, in light-exposed areas, there are psoriasiform 
papulosquamous lesions that are sharply defined, with slight delicate scaling, evolving into 
bright red confluent plaques that are oval, arciform, or polycyclic, just as in psoriasis and 
annular, bright red lesions with central regression and little scaling. In both there may be 
telangiectasia, but there is no follicular plugging and little induration. Lesions resolve with 
slight atrophy (no scarring) and hypopigmentation. In the chronic phase, lesions start as 
bright red papules evolving into plaques, sharply marginated, with adherent scales that are 
difficult to remove and show spines on the undersurface (magnifying lens) resembling 
carpet tacks. Plaques are round or oval, annular or polycyclic, with irregular borders and 
expand in the periphery and regress in the center, resulting in atrophy and scarring. “Burned 
out” lesions may be pink or white macules and scars, but may also be hyperpigmented, 
especially in persons with brown or black skin.   

  DIAGNOSIS 
 Diagnosis is made on the basis of clinical findings, histopathology, lupus band test, and 
serology within the framework of the revised American Rheumatism Association (ARA) 
criteria.  

  MANAGEMENT 
 Advise rest and avoidance of sun exposure. Give prednisone (60 mg/day in divided doses) 
and/or immunosuppressants if there is CNS or renal involvement, hemolytic crisis, throm-
bocytopenia, or severe illness. Hydroxychloroquine is useful for treatment of the skin 
lesions in subacute and chronic SLE but does not reduce the need for prednisone. Observe 
precautions in the use of hydroxychloroquine. Alternatives include chloroquine or 
quinacrine.   
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  HYPERTROPHIC SCARS 

 Hypertrophic scars and keloids are exuberant fibrous repair tissues after a cutaneous injury. 
Hypertrophic scars remain confined to the site of original injury whereas keloids extend 
beyond it. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Lesions are papules to nodules to large tuberous lesions. Most often they are skin colored, 
but may also be bright red or bluish, firm to hard with a smooth surface. They may be linear 
after traumatic or surgical injury or oval or round. Lesions are most often found on the 
earlobes, shoulders, upper back, and chest.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and biopsy is not warranted unless there is clinical doubt, because 
this may induce new hypertrophic scarring. The differential includes dermatofibroma, 
dermatofibrosarcoma protuberans, desmoid tumor, scar with sarcoidosis, and foreign-body 
granuloma.  

  MANAGEMENT 
 Management is challenging as no treatment is highly effective. Intralesional injection of 
triamcinolone (10–40 mg/mL) every month may reduce pruritus or sensitivity of lesion, as 
well as reduce its volume and flatten it; this works much better in hypertrophic scars than 
in keloids. Lesions that are excised surgically often recur larger than the original lesion. 
Excision with immediate postsurgical radiotherapy is beneficial. Hypertrophic scars after 
burns can be prevented with compression dressings.   
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  LYMPHOGRANULOMA VENEREUM 

 Lymphogranuloma venereum is a clinical manifestation of the sexually transmitted infec-
tion with  C. trachomatis  and may occur in the inguinal, rectal, or pharyngeal areas, depend-
ing upon where the sexual contact occurred. 

  CLINICAL MANIFESTATIONS 
 This is primarily an infection of lymphatics and lymph nodes. Painful lymphangitis and 
lymphadenitis occur in drainage field of inoculation site with subsequent perilymphangitis 
and periadenitis. Lymphadenopathy in the inguinal area show femoral and inguinal lym-
phnodes separated by Poupart ligament (Groove sign). 

  Lesions 
 A primary genital lesion is noticed in less than one-third of men and rarely in women; when 
seen, it is a small painless vesicle or nonindurated ulcer/papule on penis or labia/posterior 
vagina/fourchette that heals in a few days. Lymphangitis and lymphadenitis give rise to 
necrosis 2–6 weeks after exposure. Initially, the nodes are discrete, but progressive periad-
enitis results in a matted mass of nodes that become fluctuant and suppurative. The overly-
ing skin becomes fixed, inflamed, and thin, and develops multiple draining fistulas. As the 
infection subsides, fibrosis replaces acute inflammation with resulting obliteration of lym-
phatic drainage, chronic edema, and stricture.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by laboratory findings (nucleic acid amplification 
being the gold standard, and cell culture with antigen testing a reasonable second choice.) 
The differential includes primary syphilis, chancroid, inguinal hernia, plague, tularemia, 
tuberculosis, and lymphoma.  

  MANAGEMENT 
 Give oral doxycycline 100 mg twice daily for 21 days or oral erythromycin base 500 mg 
four times daily for 21 days.   
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  BLASTOMYCOSIS 

 Infection with the fungus  Blastomyces dermatitis  is endemic in the southeastern and Great 
Lakes area of United States. 

  CLINICAL MANIFESTATIONS 
 A primary pulmonary infection, in some cases, is followed by hematogenous dissemina-
tion to skin, skeletal system, prostate, epididymis, or mucosa of nose, mouth, or larynx. 

  Lesions 
 Lesions include an inflammatory nodule that enlarges and ulcerates or a subcutaneous 
nodule with small pustules on surface. Subsequently, verrucous and/or crusted plaque 
develops with sharply demarcated serpiginous borders. The peripheral border extends on 
one side, resembling a one-half to three-quarter moon. Pus exudes when crust is lifted. 
Later, there is central healing with thin geographic atrophic scar. Lesions are usually sym-
metric and on the trunk, but may occur on the face, hands, arms, and legs. Oral or nasal 
lesions occur in half of patients with contiguous skin lesions.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by culture. The differential includes squamous cell 
carcinoma, pyoderma gangrenosum, tumor stage of mycosis fungoides, and tuberculosis 
verrucosa cutis.  

  MANAGEMENT 
 Most cases are resolved after treatment with oral itraconazole. Treat life-threatening infec-
tions with IV amphotericin B 120–150 mg per week to a total dose of 2 g.   

(Courtesy of Elizabeth M. Spiers, MD.)
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  LYMPHANGIOMA 

 Lymphangioma, or lymphatic malformation, is a microcystic lesion present at birth or aris-
ing during infancy/childhood. Rarely, it may disappear spontaneously. Bacterial infection 
may occur. 

  CLINICAL MANIFESTATIONS 
 Lymphatic malformations may occur as isolated solitary lesions or cover large areas (up to 
10 × 20 cm); they may be associated with capillary venous lymphatic malformation. 

  Lesions 
 Lesions comprise multiple, grouped, small macroscopic vesicles filled with clear or sero-
sanguinous fluid (“frog-spawn”). These are not true vesicles but microcystic lesions 
(lymphangioma). This is in contrast to macrocystic lesions (cystic hygroma), which appear 
as large, soft subcutaneous tumors.   

  DIAGNOSIS 
 Diagnosis is made clinically.  

  MANAGEMENT 
 The lesion can be excised, if feasible, or treated with sclerotherapy.   

Wolff_Card 001-050.indd   43 8/7/13   10:50 AM



43

Wolff_Card 001-050.indd   43 8/7/13   10:50 AM



43

  GENITAL HERPES SIMPLEX VIRUS (HSV) INFECTION 

 Genital herpes is a chronic sexually transmitted viral disease, characterized by symptom-
atic and asymptomatic viral shedding. This is a life-long infection that recurs as immunity 
lessens. Treatment of first-episode infection prevents complications such as meningitis, 
radiculitis. Erythema multiforme may complicate recurrences, occurring 1–2 weeks after 
an outbreak. 

  CLINICAL MANIFESTATIONS 
 Many individuals who carry the infection are not aware that they do so. When symptom-
atic, there may be fever, headache, malaise, and myalgia, peaking within the first 3–4 days 
after onset of lesions and resolving during the subsequent 3–4 days; there may also be 
significant pain and regional lymphadenopathy. In recurrences, there may be itching, burn-
ing, fissure, redness, irritation dysuria, sciatica, and rectal discomfort prior to skin 
eruption. 

  Lesions 
 Most clinical lesions are minor breaks in the mucocutaneous epithelium, presenting as ero-
sion, “abrasions,” or fissures. The typical lesion is erythematous papules evolving to vesi-
cles or pustules, which become eroded as the overlying epidermis sloughs. Lesions heal in 
2–4 weeks, often with postinflammatory hypo- or hyperpigmentation, uncommonly with 
scarring. In the immunocompromised patient, lesions tend to be more extensive and 
delayed in healing. Lesions in recurrence are similar but on a reduced scale with healing in 
1–2 weeks.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed with viral culture; direct fluorescent antibody (DFA), 
or serology may be indicated. Rule out co-infection with other sexually transmitted dis-
eases. The differential includes trauma, candidiasis, syphilitic chancre, fixed-drug erup-
tion, chancroid, and gonococcal erosion.  

  MANAGEMENT 
 Advise patients to use condoms during sexual activity and abstinence if lesions are present. 
Give acyclovir 400 mg five times daily for ten days or until lesions resolve for first episode; 
400 mg three times per day for five days or 800 mg three times per day for two days for 
recurrences. Alternatively, valacyclovir 500 mg twice daily for seven days or 1000 mg 
twice daily for five days or famciclovir 125 mg twice per day for five days or 1 g once a day 
for five days. For suppressive therapy give acyclovir 400 mg twice per day, valcyclovir 
500–1000 mg once per day, or famciclovir 250 mg once per day. Use intravenous acyclovir 
or foscarnet if severely immunocompromised.   
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  MERKEL CELL CARCINOMA 

 Merkel cell carcinoma (cutaneous neuroendocrine tumor) is a rare, malignant solid tumor 
that occurs almost exclusively in Caucasians, usually after age 50. It is 10–30 times more 
common in those who are immunosuppressed. 

  CLINICAL MANIFESTATIONS 
 The tumor may be solitary or multiple and occurs on the head and on the extremities. 

  Lesions 
 The lesion is a cutaneous to subcutaneous papule, nodule, or tumor (0.5–5 cm) that is pink, 
red to violet or reddish brown, dome-shaped, and usually solitary. The overlying skin is 
intact, but larger lesions may ulcerate.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by biopsy and immunohistopathology.  

  MANAGEMENT 
 Treatment is excision and repair with Mohs surgery. Sentinel node biopsy or prophylactic 
regional node dissection is advocated because of the high rate of regional metastases. 
Radiation therapy is warranted in most cases except for very small lesions. Even with treat-
ment, recurrence rates are high and the prognosis is guarded.   

Wolff_Card 001-050.indd   45 8/7/13   10:50 AM



45

W
olff_C

ard 001-050.indd   45
8/7/13   10:50 A

M



45

  FIXED DRUG ERUPTION 

 A fixed drug eruption is an adverse cutaneous reaction to an ingested drug, characterized 
by the formation of a solitary (but at times multiple) erythematous patch or plaque. The 
most commonly implicated agents are tetracyclines, sulfa drugs, metronidazole, nystatin, 
salicylates, NSAIDs, phenylbutazone, phenacetin, barbiturates, oral contraceptives, qui-
nine, quinidine, phenolphthalein, and food coloring (yellow). If the patient is rechallenged 
with the offending drug, the FDE occurs repeatedly at the identical skin site (i.e., fixed) 
within hours of ingestion. 

  CLINICAL MANIFESTATIONS 
 Lesions may be pruritic, painful, or burning and occur 30 min to 8 hours after ingestion of 
drug in a previously sensitized individual. Lesions resolve in days to few weeks after drug 
is discontinued. 

  Lesions 
 A sharply demarcated area of erythema evolves to a dusky red to violaceous macule or 
plaque within hours after ingestion of the offending drug. Most commonly, lesions are soli-
tary and can spread to become quite large, but they may be multiple with random distribu-
tion. Lesions may evolve to bullae and then erosions, which are quite painful. After healing, 
there may be dark brown with violet hue postinflammatory hyperpigmentation. Genital 
skin is frequently involved site, but any site may be involved including perioral, periorbital, 
conjunctival, and oropharyngeal areas.   

  DIAGNOSIS 
 Diagnosis is clinical and confirmed when lesions resolve after discontinuing the offending 
drug.  

  MANAGEMENT 
 Discontinue offending drug. Treat erosions with antimicrobial ointment. For widespread, 
generalized, and highly painful mucosal lesions, give oral prednisone 1 mg/kg body weight 
tapered over a course of 2 weeks.   
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  DARIER DISEASE 

 Darier disease is a rare, autosomal-dominant, inherited disease that has late onset with 
mucocutaneous and nail findings that is caused by loss-of-function mutation in the ATP2A2 
gene. 

  CLINICAL MANIFESTATIONS 
 Lesions are malodorous, pruritic, and painful. They are frequently worse in summer with 
heat and humidity and are also exacerbated by UVB, mechanical trauma, and bacterial 
infections. The disease is often associated with affective disorders and rarely with 
decreased intelligence. 

  Lesions 
 There are multiple, discrete, scaling and crusted, pruritic papules. When the scaling crust is 
removed, a slitlike opening becomes visible. Papules become confluent, forming large 
plaques covered by hypertrophic warty masses that are foul smelling, particularly in inter-
triginous areas. The hair are not involved, but permanent alopecia may result from exten-
sive scalp involvement and scarring. The nails are thin, splitting distally and showing 
characteristic V-shaped scalloping. Mucocutaneous lesions are white, centrally depressed 
papules on mucosa of cheeks, hard and soft palate, and gums, sometimes called “cobble-
stone” lesions.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on history of familial involvement, clinical appearance, and histopathol-
ogy. The differential includes seborrheic dermatitis, Grover disease, benign familial pem-
phigus (Hailey-Hailey disease), pemphigus foliaceus, and flat warts (verrucae planae).  

  MANAGEMENT 
 Instruct patients to use sunscreens and avoid friction and rubbing. Give antibiotic therapy 
(systemic and topical) to suppress bacterial infection. Topical retinoids (tazarotene and 
adapalene) or systemic retinoids (isotretinoin or acitretin) are also beneficial.   

(Bottom Figure: From Goldsmith LA et al. (eds.). Fitzpatrick’s Dermatology in General 
Medicine, 8th ed. New York: McGraw-Hill, 2012.)

Wolff_Card 001-050.indd   47 8/7/13   10:50 AM



47

Wolff_Card 001-050.indd   47 8/7/13   10:50 AM



47

  PATTERN HAIR LOSS 

 Pattern hair loss is the most common type of progressive balding caused by genetic predis-
position and action of androgen. In men, the pattern varies from bitemporal recession, to 
frontal and/or vertex thinning, to loss of all hair and onset may begin any time after puberty, 
as early as the second decade; often fully expressed in 40s. In women, where it is much less 
common, it occurs later, usually in the sixth decade. 

  CLINICAL MANIFESTATIONS 
 Most patients present with gradually thinning hair or baldness. The cosmetic appearance of 
pattern hair loss is very disturbing to many persons owing to the high value that our society 
places on a “healthy head of hair.” In young women, manifestations of androgen excess 
should be sought as significant and these include acne, hirsutism, irregular menses, and 
virilization. However, most women with pattern hair loss are endocrinologically normal. 

  Lesions 
 Skin findings are uncommon; with advanced pattern hair loss, scalp is smooth and shiny; 
orifices of follicles are barely perceptible with the unaided eye. The hair in areas of pattern 
hair loss becomes finer in texture (shorter in length, reduced diameter). In time, hair 
becomes vellus and eventually atrophies completely.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical sometimes confirmed with biopsy. The differential includes diffuse 
nonscarring alopecia, telogen effluvium, secondary syphilis, systemic lupus erythemato-
sus, iron deficiency, hypothyroidism, hyperthyroidism, trichotillomania, and seborrheic 
dermatitis.  

  MANAGEMENT 
 Oral finasteride 1 mg per day may slow hair loss within three months and after 6 months, 
there is a regrowth of terminal hair on the vertex and anterior mid-scalp; the drug must be 
continued or the effect is reserved and has a risk of decreased libido and erectile dysfunc-
tion. Topically applied minoxidil, 2% and 5% solution, may be helpful in reducing rate of 
hair loss or in partially restoring lost hair. In women, who have elevated adrenal androgens, 
spironolactone, cyproterone acetate, flutamide, and cimetidine are effective, but these must 
not be used in men. Hairpieces and hair replacement surgery are also options.   
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  PEARLY PENILE PAPULES 

 Pearly penile papules are a normal variant in anatomy occurring in up to 19% of men. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Pearly penile papules are asymptomatic, though they may arouse some anxiety when first 
noted. They are skin-colored, 1- to 2-mm, discrete, domed papules evenly distributed cir-
cumferentially around the corona, giving a cobblestone pattern.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes condylomata acuminatum and mollus-
cum contagiosum.  

  MANAGEMENT 
 The only management required is reassurance that these are normal anatomic structures.   
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  EPIDERMAL INCLUSION CYST 

 An epidermal inclusion cyst occurs secondary to traumatic implantation of epidermis into 
the dermis. Traumatically grafted epidermis grows in the dermis, with accumulation of 
keratin within the cyst cavity, enclosed in a stratified squamous epithelium with a well-
formed granular layer. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 The lesion appears as a dermal nodule and most commonly occurs on the palms, soles, and 
fingers.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Epidermal inclusion cysts are distinguished from lipomas by being more superficial (in the 
dermis not the subcutaneous fat) and by their overlying punctum. Many other benign and 
malignant tumors may superficially resemble epidermal inclusion cysts, but all lack the 
punctum.  

  MANAGEMENT 
 Treatment is not required if asymptomatic. Inflamed lesions may be treated with incision 
and drainage or intralesional triamcinolone acetomide 5–10 mg/mL. For large or symptom-
atic cysts, surgical excision is curative.   
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  ANGIOSARCOMA 

 Angiosarcoma is a rare, highly malignant proliferation of endothelial cells. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Lesions are purpuric macules and/or papules and nodules that bright red or violaceous and 
even black or solid nodules are solid that bleed easily, and ulcerate. Lesions occur in normal 
skin, usually on the scalp and upper forehead or in localized lymphedema, for instance in 
postmastectomy lymphedema (Stuart-Treves syndrome) or postirradiation lymphedema.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed by biopsy. The differential includes other vas-
cular lesions, Kaposi sarcoma, pyogenic granuloma, and lymphoma.  

  MANAGEMENT 
 Treatment is excision with wide margins and chemotherapy (liposomal doxorubicin or 
paclitaxel); however, even with treatment, the 5-year survival is just above 10%.   
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 Scabies is epidermal infestation by the mite  Sarcoptes scabiei var. hominis , transmitted by 
skin-to-skin contact and fomites. Mites can remain alive for >2 days on clothing or bedding. 

  CLINICAL MANIFESTATIONS 
 Patients are often aware of similar symptoms in family members or sexual partners. 
Pruritus is intense, widespread, usually sparing head and neck, and often interferes with 
sleep. Those prone to atopy may develop eczematous dermatitis while others may experi-
ence pruritus for many months with no rash. Secondary infection can occur and presents 
with tenderness. 

  Lesions 
 Lesions occur at the site of infestation and include hypersensitivity, lesions secondary to 
chronic rubbing and scratching, and secondary infection. At the site of infestation, there are 
skin-colored ridges, 0.5–1 cm in length that are linear or serpiginous, with a minute vesicle 
or papule at end of tunnel. Burrows average 5 mm in length but may be up to 10 cm and are 
usually in areas with few or no hair follicles, usually where stratum corneum is thin and soft, 
i.e., interdigital webs of hands, wrists, shaft of penis, elbows, feet, buttocks, and axillae. 
Nodules of 5–20 mm in diameter may occur and are red, pink, tan, or brown and smooth. 
Hypersensitivity reactions are widespread, small, urticarial, edematous papules mainly on 
anterior trunk, thighs, buttocks, and forearms. Postinflammatory hyper- and hypopigmenta-
tion may occur.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed, if possible, by microscopy (identification of mites, eggs, 
or mite feces). The differential includes adverse cutaneous drug reaction, atopic dermatitis, 
allergic contact dermatitis, metabolic pruritus, urticaria pigmentosa, papular urticaria, prurigo 
nodularis, and pseudolymphoma.  

  MANAGEMENT 
 Treat infested individuals and close physical contacts at the same time, whether or not 
symptoms are present. Apply permethrin 5% cream head to toe or lindane (g-benzene 
hexachloride) 1% lotion or cream to all areas of the body from the neck down (wash lin-
dane off thoroughly after 8 hours). Lindane should not be used after a bath or shower, or 
by patients with extensive dermatitis, pregnant or lactating women, or children younger 
than 2 years. Mite resistance to lindane exists. Low cost makes lindane a key alternative 
in many countries. Alternatively, use crotamiton 10%, sulfur 2–10% in petrolatum, benzyl 
benzoate 10% and 25%, benzyl benzoate with sulfiram, malathion 0.5%, sulfram 25%, and 
ivermectin po 200 μg/kg. For scabietic nodules, intralesional triamcinolone, 5–10 mg/mL 
into each lesion, is effective.   

    SCABIES 
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  HAND-FOOT-AND-MOUTH DISEASE 

 Hand-foot-and-mouth disease is a systemic viral infection by enteroviruses, most commonly 
coxsackie virus A16 and enterovirus 71. Most commonly, children under the age of 10 are 
infected in late summer and early fall in temperate climates. The virus is highly contagious, 
transmitted person to person by oral–oral and fecal–oral routes. 

  CLINICAL MANIFESTATIONS 
 Frequently children refuse to eat due to painful lesions of the oral mucosa. Other mild 
constitutional symptoms may be present including high fever, severe malaise, diarrhea, and 
joint pains. EV17 infections may have associated CNS (aseptic meningitis, encephalitis, 
meningoencephalitis, flaccid paralysis), and lung involvement. 

  Lesions 
 In the oral mucosa, usually 5–10 painful grayish vesicles ulcerate and are painful. Shortly 
thereafter or at the same time, cutaneous lesions that may be asymptomatic or painful and 
tender appear on the distal extremities. The cutaneous exanthem consists of macules and 
papules that quickly evolve to vesicles, characteristically on palms and soles, especially on 
sides of fingers, toes, and buttocks. These vesicles may have characteristic “linear” shape 
and usually do not rupture. At other cutaneous sites, vesicles can rupture, with formation of 
erosions and crusts. Lesions heal without scarring.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 A sudden outbreak of oral and distal extremity lesions is pathognomonic and the diagnosis is 
usually clinical, though the virus may be isolated from vesicles, throat washing, or stool 
samples. If only the oral lesions are present, the differential includes HSV infection, aphthous 
stomatitis, herpangina, erythema multiforme, and adverse drug reaction.  

  MANAGEMENT 
 The virus is self-limited and treatment is supportive and symptomatic care.   
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  SOLAR LENTIGO 

 Solar lentigines result from localized proliferation of melanocytes due to acute or chronic 
ultraviolet exposure. Onset is usually after the age of 40 and the incidence is higher in 
lighter-skinned individuals. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Macules that are 1 to 3 cm and as large as 5 cm are light yellow, light brown, or dark brown 
or a variegated mix of brown. Lesions are round, oval, with slightly irregular borders, and 
are ill defined. Lesions are scattered and discrete, stellate, sharply defined, and roughly the 
same size after acute sunburn.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes freckles, seborrheic keratosis, spreading 
pigmented actinic keratosis, and lentigo maligna.  

  MANAGEMENT 
 Solar lentigines are benign and no treatment is required; cryosurgery or laser surgery are 
effective if removal is desired.   
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  PHIMOSIS 

 Phimosis is a nonretractable foreskin caused by lichen sclerosus, nonspecific balanopos-
thitis (inflammation of foreskin or prepuce), lichen planus, cicatricial pemphigoid, chronic 
lymphedema, or Kaposi sarcoma. When phimosis is present, the glans cannot be examined 
for precancerous changes. 

 Balanitis xerotica obliterans is the end stage of chronic phimosis in which the foreskin 
is fibrotic, contracted, fixed over glans, and cannot be retracted over glans. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 There may be bulging of the foreskin, swelling, pain, or difficulty urinating. The foreskin 
cannot be retracted from the tip of the glans penis.   

  DIAGNOSIS 
 Diagnosis is clinical and the differential is focused on identifying any underlying disease.  

  MANAGEMENT 
 Treat any underlying disease. Phimosis may be improved with gentle, gradual stretching of 
the foreskin or by surgical separation or removal of the foreskin.   

Wolff_Card 051-100.indd   55 09/08/13   12:40 PM



55

W
olff_Card 051-100.indd   55

09/08/13   12:40 PM



55

  PLAQUE PSORIASIS 

 Most often, psoriasis is chronic. There is polygenic predisposition and environmental 
triggers such as stress, bacterial infection, trauma, or certain drugs. Onset occurs at any 
age with peaks at ages 8, 22, and 55. Early onset predicts more severe disease. Most 
patients have chronic lesions that last months to years. 

  CLINICAL MANIFESTATIONS 
 Pruritus is common, especially in scalp and anogenital region. 

  Lesions 
 Sharply marginated, dull-red plaques with loose lamellar, silvery-white scales may 
coalesce to form polycyclic, geographic lesions. These may partially regress, resulting in 
annular, serpiginous, and arciform patterns. Lamellar scales can easily be removed unless 
the lesion is extremely chronic. Lesions may be single or multiple and localize to predilec-
tion sites: elbows, knees, sacralgluteal region, scalp, and palm/soles. Lesions are often 
bilaterally symmetrical and often spare exposed areas. On palms and soles there is massive 
silvery white or yellowish hyperkeratosis, not easily removed, with a sharply demarcated 
base. There may be cracking, painful fissures, and bleeding. In the body folds, plaques are 
macerated, often bright red and fissured (inverse psoriasis), and only sharp demarcation 
distinguishes lesions from intertrigo, candidiasis, or contact dermatitis. Nail changes 
include pitting, subungual hyperkeratosis, onycholysis, and yellowish brown spots under 
the nail plate—the oil spot (pathognomonic).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes seborrheic dermatitis, lichen simplex 
chronicus, drug eruptions, tinea, and mycosis fungoides. The differential for inverse psoria-
sis includes intertrigo, extramammary Paget disease, glucagonoma syndrome, Langerhans 
cell histiocytosis, and Hailey-Hailey disease. In the nails, onychomycosis must be ruled out 
with KOH.  

  MANAGEMENT 
 Plaques may be treated with topical fluorinated glucocorticoids with occlusion; hydrocol-
loid dressing is effective and prevents scratching. Injection of triamcinolone acetonide 
aqueous suspension, 3 mg/mL, diluted with normal saline into lesions ≤4 cm is effective. 
Vitamin D analogues and tacrolimus 0.1% are good nonsteroidal agents though less effec-
tive. Topical pimecrolimus, 1%, is effective in inverse psoriasis. Tazarotene has similar 
efficacy and is best combined with class II topical glucocorticoids. All topicals can be com-
bined with 311-nm UVB phototherapy, PUVA photochemotherapy. For severe, extensive 
disease: Biologicals or oral retinoids. On the scalp, tar or ketoconazole shampooing 
followed by betamethasone valerate is effective, though plaques have to be removed with 
10% salicylic acid first. Nail lesions are not responsive to topical treatments.   
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  HEREDITARY ANGIOEDEMA (HAE) 

 A serious autosomal dominant disorder; may follow trauma (physical and emotional). 

  CLINICAL MANIFESTATIONS 
 Urticaria only rarely occurs. Angioedema of the face and extremities, episodes of laryngeal 
edema, and acute abdominal pain caused by angioedema of the bowel wall presenting as 
surgical emergency. 

  Lesions 
 Subcutaneous swelling leading, if in the face, to gross disfigurement.       

  DIAGNOSIS 
 Laboratory abnormalities involve the complement system: decreased levels of C1-esterase 
inhibitor (85%) or dysfunctional inhibitor (15%), and low C4 value in the presence of 
normal C1 and C3 levels. Angioedema results from bradykinin formation, since C1-esterase 
inhibitor is also the major inhibitor of the Hageman factor and kallikrein, the two enzymes 
required for kinin formation. Episodes can be life threatening.  

  MANAGEMENT 
 Danazol or Stanazolol. Long-term therapy. Watch out for hirsutism and irregular menses. 
In the acute attack: whole fresh plasma or C1-esterase inhibitor. A very effective bradykinin-
B

2
-receptor antagonist for subcutaneous application is Icatibant.   
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  MELANOMA IN SITU (MIS) 

 MIS is primarily a histopathological definition and is used when melanoma cells are 
confined to the epidermis, above the basement membrane.

Basilar melanocytic atypia, hyperplasia, and spread either occurring in single file 
alignment along the basal membrane (lentigo maligna, LM) or distributed throughout the 
epidermis in a pagetoid pattern (superficial spreading melanoma, SSM). 

   Lesions 
 Clinical correlations of MIS are LM or flat SSM. LM is flat, within the level of the skin, 
and thus a macule, or a macule with barely perceptible elevation, with irregular borders 
and marked variegation of color: brown, black, or reddish tones but without gray or blue. 
Early SSM is a barely elevated plaque with a relatively regular border but striking variega-
tion of color: tan, brown, black, some red or white.   

  MANAGEMENT 
 Excision.   
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  PYODERMA GANGRENOSUM 

 Pyoderma gangrenosum is an idiopathic severely debilitating skin disease that may be 
acute or chronic. It occurs often in association with a systemic disease, especially arthritis, 
inflammatory bowel disease, hematologic dyscriasis, and malignancy, but may also occur 
alone. 

  CLINICAL MANIFESTATIONS 
 Patient may appear ill. Up to 50% of cases occur without and 50% with associated systemic 
disease (see above). 

  Lesions 
 Acutely there is a painful superficial hemorrhagic pustule surrounded by erythematous halo. 
Breakdown occurs with ulcer formation, and ulcer borders are dusky-red or purple, irregular 
and raised, undermined, boggy with perforations that drain pus. The base of the ulcer is 
purulent with hemorrhagic exudate, partially covered by necrotic eschar with or without 
granulation tissue. Pustules are seen at the advancing border and in the ulcer base and a halo 
of erythema spreads centrifugally at the advancing edge of the ulcer. In the chronic form 
lesions may slowly progress, grazing over large areas of the body and exhibiting massive 
granulation within the ulcer and crusting and even hyperkeratosis on the margins. Lesions 
are usually solitary but may be multiple and form clusters that coalesce. Ulcer healing 
results in thin atrophic cribriform scars. In the bullous form, there are hemorrhagic blisters 
that ulcerate. Rarely, there may be massive ulceration of oral mucosa and conjuctivae.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed by compatible nonspecific dermatopathology 
showing neutrophilic inflammation with abscesses and necrosis. The differential includes 
ecthyma, ecthyma gangrenosum, atypical mycobacterial infection, clostridial infection, 
deep mycoses, amebiasis, leishmaniasis, bromoderma, pemphigus vegetans, stasis ulcers, 
and Wegener granulomatosis.  

  MANAGEMENT 
 Untreated, the disease may last months to years, though spontaneous healing can occur. 
Treat any underlying diseases. High doses of oral glucocorticoids or IV glucocorticoid 
pulse therapy (1–2 g/day prednisolone) may be required. Sulfasalazine (particularly in 
cases associated with Crohn disease), sulfones, cyclosporine, and, more recently, inflix-
imab, etanercept, and adalimumab may be effective. 

 In singular small lesions, topical tacrolimus ointment or intralesional triamcinolone may 
be effective.   
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  DRUG INDUCED PUSTULAR RASH 
(ADVERSE CUTANEOUS DRUG REACTIONS [ACDR]) 

 Acute generalized exanthematous pustulosis (AGEP) is an acute febrile eruption that is 
often associated with leukocytosis, and has an estimated incidence of 1–5 million cases 
annually. After drug administration, it may take 1–3 weeks before skin lesions appear; 
however, in previously sensitized patients, the skin symptoms may occur within 2–3 days. 

  CLINICAL MANIFESTATIONS 
 Fever and elevated blood neutrophils are common. Spontaneous resolution occurs in 
<15 days followed by generalized desquamation approximately 2 weeks later. 

  Lesions 
 Nonfollicular sterile pustules occur on a diffuse, edematous erythema and may be 
irregularly dispersed or grouped, usually starting in the skin folds and/or the face.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and differential includes pustular psoriasis, the hypersensitivity syn-
drome reaction with pustulation, subcorneal pustular dermatosis (Sneddon-Wilkinson dis-
ease), and pustular vasculitis. Acneiform pustular eruptions are associated with iodides, 
bromides, adrenocorticotropic hormone (ACTH), glucocorticoids, isoniazid, androgens, 
lithium, actinomycin D, and phenytoin. The EGFR tyrosine kinase inhibitors erlotinib, 
gefitinib, cetuximab, and panitumumab produce pustules that are not acneiform and erupt 
in the face but can erupt also in atypical areas, such as on the arms and legs, and are most 
often monomorphous. Comedones are usually absent.  

  MANAGEMENT 
 Discontinue the offending drug and provide supportive care.   
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  CANDIDAL INFECTIONS OF THE NAIL 

 Infections of the nail caused by  Candida spp.  can lead to destruction of the nail in the 
immunocompromised host. Environmental fungi cause secondary colonization of diseased 
nail and are rarely primary pathogens. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Candidiasis of the nail can cause intermittent, painful, chronic infection of paronychia with 
pain, tenderness, erythema, ± pus. The nail may become dystrophic with areas of opacifica-
tion; white, yellow, green, or black discoloration; with transverse furrowing. Diabetics are 
at risk of subungual candidiasis with abscess in the onycholytic space. Candidal onychia 
and paronychia are common in children with HIV/AIDS, often associated with mucosal 
candidiasis.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is with direct microscopy and potassium hydroxide and the differential includes 
tinea unguium, psoriasis, eczema, chronic paronychia, and lichen planus.  

  MANAGEMENT 
 Treat with oral antifungal agents.   
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  TINEA PEDIS 

 Tinea is an infection of keratinized cutaneous structures by a unique group of fungi called 
dermatophytes; arthrospores of these species can survive in skin scales for up to 12 months. 
Transmission is most often person to person, then from animals, and least commonly, from 
soil. Tinea pedis usually begins in childhood or young adult life. Predisposing factors are 
climate, occlusive footwear, and hyperhidrosis. 

  CLINICAL MANIFESTATIONS 
 Tinea pedis lasts months to years to lifetime, and there is often, prior history of tinea pedis, 
tinea unguium of toenails, and an association with tinea of other areas. Usually asymptom-
atic, there is sometimes pruritus. Secondary bacterial infection can occur. 

  Lesions 
 Lesions are well demarcated, erythematous, scaling, and macerated with or without bulla. 
In the interdigital space there may be fissuring and/or bulla formation. On the rest of the 
foot, there are minute papules on margin, fine white scaling, and hyperkeratosis. One or 
both feet may be involved with any pattern; bilateral involvement is more common. 
Ulceration may occur as interdigital tinea spreads to the plantar and lateral foot or in the 
case of secondary infection.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Direct microscopy of skin scrapings collected with a no. 15 scalpel blade, edge of a glass 
microscope slide, or brush (tooth or cervical brush) and covered with a drop of potassium 
hydroxide (KOH) shows presence of fungal hyphae. The differential includes erythasma, 
pitted keratolysis, psoriasis, eczematous dermatitis (dyshidrotic, atopic, allergic contact), 
and pitted keratolysis.  

  MANAGEMENT 
 Prevent recurrences by keeping the skin dry, using benzoyl peroxide wash and imidazole 
powder. Treat any coexisting nail infections. 

  Topical 
 Use imidazole creams (clotrimazole, miconazole, ketoconazole, econazole, oxiconizole, 
suconizole, sertaconazole); allylamine lotion (naftifin, terbinafine); naphthionate ointment 
(tolnaftate); or substituted pyridine (ciclopirox olamine).  

  Systemic 
 Terbinafine 250-mg tablet is an allylamine and is the most effective oral antidermophytic 
agent. Alternatives include itraconazole 100-mg capsules or oral solution (10 mg/mL), 
fluconazole 100-, 150-, or 200-mg tablets or oral suspension (10 or 40 mg/mL).    
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  SCURVY 

 Scurvy is an acute or chronic disease caused by dietary deficiency of ascorbic acid 
(vitamin C) and occurs in infants or children on a diet consisting of only processed milk or 
in adults who do not eat salads or uncooked vegetables. Precipitating factors include 
pregnancy, lactation, and thyrotoxicosis; most common in alcoholism. 

  CLINICAL MANIFESTATIONS 
 Symptoms of lassitude, weakness, arthralgia, and myalgia scurvy occur after 1–3 months 
of vitamin C deprivation. Hemorrhage into periosteum of long bones and into joints leads 
to painful swellings and, in children, epiphyseal separation. The sternum sinks inward and 
there is elevation at rib margins. 

  Lesions 
 Petechiae and follicular hyperkeratosis with perifollicular hemorrhage occur especially on 
the lower legs. Hair becomes fragmented and buried in these perifollicular hyperkeratotic 
papules (corkscrew hairs) and there are extensive ecchymoses, which can be generalized. 
Nails have splinter hemorrhages. The gingiva are swollen, purple, and spongy, and bleed 
easily. There may be loosening and loss of teeth.   

  DIAGNOSIS 
 Diagnosis is made when normocytic, normochromic anemia, and macrocytic anemia are 
seen with a serum ascorbic acid level of zero. X-ray findings are also diagnostic.  

  MANAGEMENT 
 Without treatment, scurvy is fatal. Give ascorbic acid 100 mg 3–5 times daily until 4 g is 
given; then 100 mg/d is curative in days to weeks.   
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  MAMMARY PAGET DISEASE 

 Mammary Paget disease is a malignant neoplasm that unilaterally involves the nipple or 
areola and simulates a chronic eczematous dermatitis. It represents contiguous spread of 
underlying intraductal carcinoma of the breast (1–4% of breast cancers), and usually 
occurs in women over age 50. There are rare examples in men. The onset is insidious over 
several months or years. 

  CLINICAL MANIFESTATIONS 
 There may be pruritus, pain, burning, discharge, bleeding, ulceration, and nipple 
invagination. 

  Lesions 
 Skin lesions are red, scaling plaques, rather sharply marginated and oval with irregular 
borders, and may be bilateral. When scale is removed, the surface is moist and oozing. 
Lesions range in size from 0.3 to 15 cm. In early stages there is no induration of the plaque; 
later, induration and infiltration develop and nodules may be palpated in the breast. At 
initial presentation an underlying breast mass is palpable in less than one-half of patients. 
Lymph node metastases occur more often when the lesion is associated with an underlying 
palpable mass.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is verified by biopsy showing neoplastic cells in epidermis following a pathog-
nomonic pattern of spread. Define underlying intraductal carcinoma by mammography. 
The differential includes eczematous dermatitis, psoriasis, benign ductal papilloma, nipple-
areola retention hyperkeratosis, impetigo, squamous cell carcinoma in situ, and familial 
pemphigus. Eczematous dermatitis of the nipples is usually bilateral; it is without any indu-
ration and responds rapidly to topical glucocorticoids. Nevertheless, be suspicious of Paget 
disease if “eczema” persists for >3 weeks.  

  MANAGEMENT 
 Management consists of surgery, radiotherapy, and/or chemotherapy as in any other breast 
carcinomas. Dissect lymph nodes if regional nodes are palpable. Prognosis varies. When 
breast mass is not palpable, 92% of patients survive 5 years after excision; 82%, 10 years. 
When breast mass is palpable, 38% survive 5 years; 22%, 10 years. Prognosis is worse 
when there is lymphadenopathy.   
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  CRYOGLOBULINEMIA 

 Cryoglobulinemia is the presence of serum immunoglobulin (precipitates at low tempera-
ture and redissolves at 37°C) complexed with other immunoglobulins or proteins. Many 
illnesses are associated with cryoglobinemia including multiple myeloma, Waldenström 
macroglobulinemia, B cell lymphoma, chronic lymphocytic leukemia, rheumatoid arthri-
tis, systemic lupus erythematosus, Sjögren syndrome, autoimmune diseases, connective 
tissue diseases, and viral or bacterial infections. 

  CLINICAL MANIFESTATIONS 
 There is cold sensitivity in <50% of cases. Chills, fever, dyspnea, or diarrhea may occur 
following cold exposure. Purpura also may follow long periods of standing or sitting. Due 
to other organ system involvement there may be arthralgia, renal symptoms, neurologic 
symptoms, abdominal pain, or arterial thrombosis. Between 30 and 60% of individuals with 
essential mixed cryoglobinemia develop renal disease with hypertension, edema, or renal 
failure. Neurologic involvement manifests as peripheral sensorimotor polyneuropathy, 
presenting as paresthesias or foot drop. There may be arthritis and hepatosplenomegaly. 

  Lesions 
 Noninflammatory purpura occurs at cold-exposed sites, such as the helix of the ear or the 
tip of the nose. Acrocyanosis and Raynaud phenomenon may be seen, with or without 
severe resultant gangrene of fingertips and toes or elsewhere on arms or legs. There may be 
palpable purpura with bullae and necroses due to hypersensitivity vasculitis; these occur in 
crops on lower extremities with extension to thighs and abdomen, and are precipitated by 
standing up or by cold. Livedo reticularis is seen mostly on lower and upper extremities. 
There may be urticaria induced by cold, associated with purpura.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is confirmed by determination of cryoglobulins and diagnosis of underlying 
disease.  

  MANAGEMENT 
 Treat the underlying disease.   
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  MOLLUSCUM CONTAGIOSUM 

 Molluscum contagiosum is a self-limited viral infection of the epidermis that resolves 
spontaneously except in the immunocompromised. Molluscum infections are more com-
mon in children and sexually active adults, and more frequent in men than in women. 

  CLINICAL MANIFESTATIONS 
 Any site may be infected, especially naturally occluded sites, i.e., axillae, antecubital, pop-
liteal fossae, and anogenital folds. Autoinoculation spreads lesions. Mollusca may be wide-
spread in areas of atopic dermatitis. In adults with sexually transmitted mollusca, groins, 
genitalia, thighs, and lower abdomen may be affected. Mollusca can occur in the conjunc-
tiva, causing a unilateral conjunctivitis. 

  Lesions 
 Skin-colored, round, oval, hemispherical, and isolated or multiple and scattered discrete 
papules, nodules, or tumors with central umbilication or depression may become confluent 
mosaic plaques. Larger lesions may have a central keratotic plug, which gives the lesion a 
central dimple or umbilication; this can be extruded with gentle pressure. Host immune 
response to viral antigen results in an inflammatory halo around mollusca that heralds 
spontaneous regression. In dark-skinned persons, significant postinflammatory hyperpig-
mentation may occur after treatment or spontaneous regression.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical. The differential includes human papilloma virus (HPV), condylomata 
acuminatum, syringoma, sebaceous hyperplasia, keratoacanthoma, squamous cell carci-
noma, basal cell carcinoma, and epidermal inclusion cysts.  

  MANAGEMENT 
 No treatment is required as mollusca resolve spontaneously. If desired for cosmetic effect, 
office-based treatments include curettage, cryosurgery, and electrodessication. Imiquimod 
5% cream may also be effective.   
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  TRICHOTILLOMANIA 

 Trichotillomania is a compulsive desire or habit to pluck hair and may relate to a specific 
event or to chronic stress; patients may deny pulling/plucking their own hair. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Hair loss may be on the scalp or any other hairy region (e.g., beard). There is a confluence 
of areas with very short sparse hairs, small bald areas, and normal area of scalp. Hair loss 
is usually more pronounced on side of dominant hand and may be combined with neurotic 
excoriations induced by vigorous plucking with tweezers. Microscopically, there are ana-
gen hairs or bluntly broken hairs.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and made after ruling out all other possible causes of hair loss.  

  MANAGEMENT 
 Management is careful differential diagnosis followed by psychiatric diagnosis and 
treatment of obsessive-compulsive disorder, depression, or other underlying psychiatric 
problems.   

Wolff_Card 051-100.indd   67 09/08/13   12:40 PM



67

Wolff_Card 051-100.indd   67 09/08/13   12:40 PM



67

  ACANTHOSIS NIGRICANS 

 Acanthosis nigricans is a cutaneous marker related to endocrine disorders (particularly dia-
betes), drug administration, and malignancy; there is insidious onset, which in malignancy 
is rapid.      Type 1: Hereditary benign   has no associated endocrine disorder.     Type 2: Benign  
 has insulin-resistant endocrine disorders (insulin-resistant type II diabetes mellitus, hyper-
androgenic states, acromegaly/gigantism, Cushing disease, hypogonadal syndromes, 
Addison disease, and hypothyroidism)  .   Type 3: Pseudo   is associated with obesity, and more 
common in patients with darker pigmentation and metabolic syndrome. Obesity produces 
insulin resistance.     Type 4: Drug-induced   may be caused by nicotinic acid in high dosage, 
stilbestrol in young males, glucocorticoid therapy, diethylstilbestrol/oral contraceptive, and 
growth hormone therapy.     Type 5: Malignant   is caused by neoplastic disease, usually adeno-
carcinoma of gastrointestinal or genitourinary tract; less commonly, bronchial carcinoma, 
or lymphoma.    

  CLINICAL MANIFESTATIONS 
  Lesions 
 Darkening of pigmentation; skin appears dirty and thickens, appearing velvety with accen-
tuated skin lines. The surface becomes rugose and mammillated. In    Type 3   there is a vel-
vety patch on inner, upper thigh at site of chafing and often skin tags in body folds and the 
neck.     Type 5   has hyperkeratosis and hyperpigmentation, and there is involvement of oral 
mucosa and the vermilion border of lips. Hyperkeratosis of palms/soles, with accentuation 
of papillary markings (“tripe hands”), and involvement of oral mucosa and vermilion bor-
der of lips occur. Most commonly lesions are on the axillae, neck, groin, anogenitalia, 
antecubital fossae, knuckles, submammary area, and umbilicus. In type 5 the periocular, 
perioral, mammillar areas, and palms are also affected. The oral mucosa has a velvety 
texture with delicate furrows, and in type 5, the mucocutaneous junctions are commonly 
involved.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes reticulated papillomatosis (Gougerot-
Carteaud syndrome), pityriasis versicolor, X-linked ichthyosis, retention hyperkeratosis, 
and nicotinic acid ingestion.  

  MANAGEMENT 
 Treat associated disorder. Topical keratolytic and/or topical or systemic retinoids may 
improve skin lesions but are not very effective.   
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  HEREDITARY EPIDERMOLYSIS BULLOSA, 
KOEBNER VARIANT 

 Hereditary epidermolysis bullosa is a spectrum of rare genodermatoses. Disturbed coher-
ence of the epidermis and/or dermis leads to blister formation following trauma. 
Classification is based on the site of blister formation: epidermolytic or EB simplex (EBS), 
junctional EB (JEB), and dermolytic, or dystrophic, EB (DEB). In each of these there are 
several distinct types.      Epidermolysis bullosus simplex (EBS) Koebner variant   is a trauma-
induced, intraepidermal blistering form that is dominantly inherited, with onset at birth to 
early infancy.    

  CLINICAL MANIFESTATIONS 
 Disease manifestations range from very mild to mutilating. There is generalized blistering 
following trauma with a predilection for traumatized body sites such as feet, hands, elbows, 
and knees. 

  Lesions 
 Blisters are tense or flaccid at first and lead to erosions. There is rapid healing and only 
minimal scarring at sites of repeated blistering. Palmoplantar hyperkeratoses may be 
present. Nails, teeth, and oral mucosa are usually spared.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on clinical appearance and history. Histopathology determines the level 
of cleavage, which is further defined by electron microscopy and/or immunohistochemical 
mapping. Western blot, Northern blot, restriction fragment length polymorphism (RFLP) 
analysis, and DNA sequences may then identify the mutated gene.  

  MANAGEMENT 
 Management is tailored to the severity and extent of skin involvement and consists of sup-
portive skin care, supportive care for other organ systems, and systemic therapies for com-
plications. Wound management, nutritional support, and infection control are key and the 
maintenance of a cool environment and use of soft, well-ventilated shoes are important. 
Treat blistered skin with saline compresses and topical antibiotics or, in the case of inflam-
mation, with topical steroids.   
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  INFECTIVE ENDOCARDITIS 

 Infective endocarditis is inflammation of endocardium and has mucocutaneous findings. 
The primary event is bacterial adherence to damaged valves during transient bacteremia. 
Subsequently, septic embolization occurs to skin, kidney, spleen, brain, and other organs. 

  CLINICAL MANIFESTATIONS 
 Patients often present with noncardiac complaints of fever, malaise, and anorexia. A mur-
mur that is new or has changed in character is often present. 

  Lesions 
  Osler nodes   are painful, erythematous nodules most commonly on the pads of the fingers 
and toes.     Janeway lesions   are present in 15% of cases and are nontender, erythematous, 
and nodular lesions most commonly found on the palms and soles.     Splinter hemorrhages  
 are small linear subungual hemorrhages, initially red then brown on the middle third of nail 
bed.     Petechial lesions   are small, nonblanching, reddish brown macules that occur in crops 
on extremities, upper chest, and mucous membranes and fade after a few days (20–40%).   
  Roth spots   are white spots in the retina close to the optic disk, often surrounded by hemor-
rhages; also seen in pernicious anemia and leukemia.     Septic emboli   are painful, hemor-
rhagic macules, papules, or nodules, usually in an acral location.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based major features: 1) two separate or a persistently positive blood cultures 
for typical microorganisms; 2) single positive blood culture or IgG antibody titer >1>:800 
for  Coxiella burnetii ; 3) evidence of endocardial involvement, new valvular regurgitation, 
an echo showing an intracardiac mass, abscess or valve dehiscence, and minor features: 
1) predisposition to infective endocarditis; 2) fever; 3) signs of vasculitis; 4) immunologic 
factors such as positive rheumatoid factor or glomerulonephritis; 5) serologic evidence of 
active infection. The presence of 2 major, or 1 major and 3 minor, or 5 minor is considered 
a definite diagnosis. The presence of 1 major and 1 minor, or 3 minor features, is consid-
ered clinically suspicious. The differential includes all other causes of mucocutaneous 
vasculitis.  

  MANAGEMENT 
 Long-term (4–6 weeks) parenteral antimicrobials are used in most cases. Refractive cases 
may require surgical treatment.   
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  SPLINTER HEMORRHAGES 

 Distal splinter hemorrhages seen with minor trauma (most common cause, occurring in 
up to 20% of normal population), psoriasis, and atopic dermatitis. Proximal splinter hem-
orrhages are caused by trauma, sideropenic anemia, bacterial endocarditis, trichinosis, 
antiphospholipid antibody syndrome, and altitude sickness. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Tiny linear structures, usually 2–3 mm long, are arranged in the long axis of nail. They 
are plum-colored when formed, darkening to brown or black within 1–2 days. Splinter 
hemorrhages move superficially and distally with nail growth.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The goal of diagnosis is to identify the underlying cause.  

  MANAGEMENT 
 Identify and treat any underlying disease.   

Wolff_Card 051-100.indd   71 09/08/13   12:40 PM



71

Wolff_Card 051-100.indd   71 09/08/13   12:40 PM



71

  PORT-WINE STAIN 

 A port-wine stain (PWS) is an irregularly shaped, red or violaceous, macular capillary 
malformation (CM) that is present at birth and never disappears spontaneously. It is com-
mon (0.3% of newborns); the malformation is usually confined to the skin, though it may 
be associated with vascular malformations in the eye and leptomeninges (Sturge-Weber 
syndrome). 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Lesions are macules with varying hues of pink to purple. Large lesions follow a dermato-
mal distribution, and are usually unilateral (85%) though not always. Most commonly 
lesions are on the face, in the distribution of the trigeminal nerve, usually the superior and 
middle branches. Mucosal involvement of conjunctiva and mouth may occur. CM may also 
involve other sites. With increasing age of the patient, papules or rubbery nodules often 
develop, leading to significant disfigurement.   

  DIAGNOSIS 
 Diagnosis is clinical.  

  MANAGEMENT 
 During the macular phase, PWS can be covered with makeup. Treatment with tunable dye 
or copper vapor lasers is highly effective.   
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  ACRODERMATITIS ENTEROPATHICA 

 Acrodermatitis enteropathica is an autosomal recessive disorder of zinc absorption occur-
ring in infants, bottle-fed with bovine milk or in breast-fed infants, soon after weaning. 

  CLINICAL MANIFESTATIONS 
 Children with acrodermatitis enteropathica whine and cry constantly and exhibit photopho-
bia and growth failure. Anemia, low serum/plasma zinc levels, and reduced urinary zinc 
excretion are seen. 

  Lesions 
 Patches and plaques of dry, scaly, sharply marginated and brightly red, eczematous derma-
titis evolve into vesiculobullous, pustular, erosive, and crusted lesions. Initially lesions are 
in the perioral and anogenital areas and later on the scalp, hands and feet, flexural regions, 
and trunk. Fingertips are glistening, erythematous, with fissures and secondary paronychia. 
Lesions become secondarily infected with  Candida albicans  and  S. aureus  and there is 
impaired wound healing. Diffuse alopecia and graying of hair occur and there is paro-
nychia, nail ridging, and loss of nails. In the oral cavity, there may be a red, glossy tongue 
and superficial aphthous-like erosions.   

  DIAGNOSIS 
 Diagnosis is made on the basis of clinical and laboratory findings.  

  MANAGEMENT 
 Dietary or IV supplementation with zinc salts in 2 to 3 times the required daily amount 
restores normal zinc status in days to weeks. After zinc replacement, severely infected and 
erosive skin lesions heal within 1–2 weeks. Diarrhea ceases and irritability and depression 
of mood improve within 24 hours.   
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  NAIL FINDINGS IN PSORIASIS 

 Psoriasis is the most common dermatosis affecting the nail apparatus, and >50% of per-
sons with psoriasis have nail involvement at one point in time, with lifetime involvement 
up to 80–90%. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 The nail matrix will have pitting or elkonyxis, which appear as punctate depressions that 
are small, shallow, and various shapes and sizes. Characteristically, they are isolated and 
deep, though they may occur as regular lines (transverse; long axis) or grid-like pattern. 
Toenail lesions are uncommon. The nail is dull, rough, and fragile. Twenty-nail dystrophy 
or sandpaper nails are associated with proximal nail matrix damage, though this is non-
specific and can also be seen in alopecia areata, lichen planus, and atopic dermatitis. Serial 
transverse depressions may mimic “washboard” nails of tic habit (pushing back cuticle). 
There may be longitudinal ridging, which resembles melted wax. Punctate leukonychia are 
1- to 2-mm white spots in nail plate that may mistakenly be attributed to trauma. 

 The nail bed may have “oil” spots, which are oval, salmon-colored nail beds, and there 
may be onycholysis secondary to “oil” spots affecting hyponychium medially or laterally. 
Secondary infections may occur. The nail plate may become raised off the hyponychium 
(subungual hyperkeratosis).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by history and clinical exam. The differential includes onycholysis, 
onychomycosis, trauma (toenails), eczema, and alopecia areata.  

  MANAGEMENT 
 For matrix involvement, intralesional triamcinolone 3–5 mg/mL may be effective. For nail 
bed psoriasis, topical steroid (occluded) reduces hyperkeratosis. Systemic therapy such as 
methotrexate, acitretin, or “biologics” often improves nail apparatus psoriasis but may lag 
a few months after completion of therapy.   
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  TINEA CORPORIS 

 Tinea is an infection of keratinized cutaneous structures by a unique group of fungi called 
dermatophytes; arthrospores of these species can survive in skin scales for up to 12 months. 
Transmission is most often person to person, then from animals, and least commonly, from 
soil. Tinea corporis is the dermatophytic infections of the trunk, legs, arms, and/or neck, 
excluding the feet, hands, and groin. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Lesions are scaling, sharply marginated plaques with peripheral enlargement and central 
clearing that produces an annular configuration with concentric rings or arcuate lesions; 
fusion of lesions produces gyrate patterns. Single and occasionally scattered multiple 
lesions. Psoriasiform plaques may occur as can vesicles, pustules, or crusting at margins. 
Papules, nodules, or pustules suggest dermatophytic folliculitis.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Direct microscopy of skin scrapings collected with a no. 15 scalpel blade, edge of a glass 
microscope slide, or brush (tooth or cervical brush) and covered with a drop of potassium 
hydroxide (KOH) shows presence of fungal hyphae. The differential includes allergic 
contact dermatitis, atopic dermatitis, annular erythemas, psoriasis, seborrheic dermatitis, 
pityriasis rosea, pityriasis alba, tinea versicolor, erythema migrans, subacute lupus erythe-
matosus, and cutaneous T cell lymphoma.  

  MANAGEMENT 
 Prevent recurrences by keeping the skin dry, using benzoyl peroxide wash and imidazole 
powder. Be sure to treat dermatophytic infection of nails if coexisting. 

  Topical 
 Use imidazole creams (clotrimazole, miconazole, ketoconazole, econazole, oxiconizole, 
suconizole, sertaconazole), allylamine lotion (naftifin, terbinafine), naphthionate ointment 
(tolnaftate), or substituted pyridine (ciclopirox olamine).  

  Systemic 
 Terbinafine 250-mg tablet is an allylamine and is the most effective oral antidermophytic 
agent. Alternatives include itraconazole 100-mg capsules or oral solution (10 mg/mL), 
fluconazole 100-, 150-, or 200-mg tablets, or oral suspension (10 or 40 mg/mL).    
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  ACUTE NECROTIZING ULCERATIVE GINGIVITIS 

 Acute necrotizing ulcerative gingivitis is an infection of the oropharyngeal cavity. Risk 
factors include poor oral hygiene, HIV/AIDS, immunosuppression, alcohol and tobacco 
use, and nutritional deficiency. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 There are punched-out ulcers of the interdental papillae, gingival hemorrhage, severe pain, 
foul odor/halitosis, fever, lymphadenopathy, and alveolar bone destruction.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes malignancies, infections, and trauma.  

  MANAGEMENT 
 Give systemic antibiotics such as clindamycin, metronidazole, or amoxicillin and instruct 
patients to follow good dental hygiene.   
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  CUTANEOUS B CELL LYMPHOMA 

 Clonal proliferation of B lymphocytes is rare (20% of all cutaneous lymphomas) and can 
be confined to the skin, or associated with systemic B cell lymphoma. Onset is usually in 
the sixth decade. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Crops of asymptomatic firm, smooth, and nontender nodules and plaques are red to plum 
color, and may be cutaneous or subcutaneous.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made with gene-typing studies that show immunoglobulin gene rearrange-
ment. Patients should be investigated thoroughly for nodal and extracutaneous disease; if 
found, bone marrow, lymph node, and peripheral blood studies will show morphologic, 
cytochemical, and immunologic features similar to those of the cutaneous infiltrates.  

  MANAGEMENT 
 Treatment is x-ray therapy to localized lesions and chemotherapy for systemic disease.   

Wolff_Card 051-100.indd   77 09/08/13   12:41 PM



77

Wolff_Card 051-100.indd   77 09/08/13   12:41 PM



77

  MEASLES 

 Measles is a highly contagious viral disease characterized by fever, coryza, cough, muco-
cutaneous rash, and conjunctivitis. Immunization is highly effective at preventing infection. 
There may be significant morbidity and mortality. Though uncommon in countries where 
immunization is prevalent, worldwide, measles causes over 150,000 deaths annually. In the 
United States there have been recent outbreaks as vaccine refusal has increased. Measles is 
spread by respiratory droplet aerosols produced by sneezing and coughing. Infected people 
are contagious from several days before the onset of rash up to 5 days after lesions appear. 

  CLINICAL MANIFESTATIONS 
 There is a prodrome of fever, malaise, upper respiratory symptoms (coryza, hacking bark-
like cough), photophobia, conjunctivitis with lacrimation, and periorbital edema. These 
symptoms begin to subside as the rash appears and progresses. 

  Lesions 
 In the oral cavity, on the buccal mucosa, clusters of tiny bluish white spots on a red back-
ground appear on the second or third day of febrile illness (Koplik spots), and are pathog-
nomonic of measles. On the fourth febrile day, erythematous macules and papules appear 
on forehead at hairline and behind the ears. The rash then spreads centrifugally and infe-
riorly to involve the face, trunk, extremities, palms/soles, and feet by third day. Initial 
discrete lesions may become confluent, especially on face, neck, and shoulders. Lesions 
gradually fade in order of appearance, with subsequent residual yellow-tan stain or faint 
desquamation.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and can, though not need, be confirmed by detection of measles anti-
gen in respiratory secretions. The differential includes drug reactions, scarlet fever, 
Kawasaki disease, and other viral exanthems.  

  MANAGEMENT 
 Measles is a self-limited infection in most patients. Provide supportive and symptomatic 
care and watch for possible complications of infections (respiratory, ear), thrombocytope-
nia, and encephalitis.   

(From the CDC.)
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  SEBORRHEIC KERATOSIS 

 Seborrheic keratosis is the most common of the benign epithelial tumors. Lesions are 
hereditary and do not appear until age 30. They continue to occur over a lifetime, varying 
in extent from a few scattered lesions to literally hundreds in some very elderly patients. 

  CLINICAL MANIFESTATIONS 
 Lesions range from small, barely elevated papules to plaques with a warty surface and a 
“stuck on” appearance. Rarely, the lesions are pruritic. They become painful if secondarily 
infected. 

  Lesions 
 Small, 1- to 3-mm, barely elevated papules evolve to larger plaques with or without pig-
ment. The edge is sharply marginated, and the surface has a greasy feel and often shows, 
with a hand lens, fine stippling like the surface of a thimble. Elevation can be demonstrated 
by lightly freezing the lesion with liquid nitrogen. Late plaques have a warty surface and 
“stuck on” or “greasy” appearance. Horn cysts can often be seen with a hand lens; with 
dermoscopy they can always be seen and are diagnostic. These range in size from 1 to 6 cm 
and are flat, round or oval, brown-, gray-, black- or skin-colored nodules. Lesions may be 
isolated or generalized and appear on the face, trunk, and upper extremities, and in women 
commonly in the submammary skin folds. In darker skinned individuals, multiple, small 
black lesions in the face are called dermatosis papulosa nigra. Seborrheic keratoses are 
most dense in sun-exposed sites with dermatoheliosis. When numerous and dense, they 
may become confluent.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Clinically, the diagnosis is made easily. Squamous cell carcinoma should be ruled out. The 
differential includes solar lentigo or spreading pigmented actinic keratosis, pigmented 
basal cell carcinoma (BCC), squamous cell carcinoma, malignant melanoma, and verruca 
vulgaris (differentiated by the presence of thrombosed capillaries in verrucae).  

  MANAGEMENT 
 Lesions are benign and do not require treatment except for cosmetic reasons. Light electro-
cautery permits the whole lesion to be easily rubbed off. Then the base can be lightly cau-
terized to prevent recurrence. This, however, precludes histopathologic verification of 
diagnosis and should be done only by an experienced diagnostician. Cryosurgery with 
liquid nitrogen spray works only in flat lesions, and recurrences are possibly more fre-
quent. The best approach is curettage after slight freezing with cryospray, which also per-
mits histopathologic examination.   
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  TINEA CAPITIS 

 Tinea is an infection of keratinized cutaneous structures by a unique group of fungi called 
dermatophytes; arthrospores of these species can survive in skin scales for up to 12 months. 
Transmission is most often person to person, then from animals, and least commonly, from 
soil. Tinea capitis is dermatophytic infection of the scalp and hair that occurs primarily in 
children. 

  CLINICAL MANIFESTATIONS 
 Tinea capitis may present as noninflammatory scaling patches, scaling and broken-off 
hairs, or severe, painful inflammation with painful, boggy nodules that drain pus (kerion) 
and result in scarring alopecia, especially if there is secondary infection. Hair regrowth 
generally occurs after treatment with antifungals. 

  Lesions 
  Noninflammatory scaling   appears as diffuse or circumscribed alopecia.     “Gray patch”  
 appears as partial alopecia, often circular in shape with fairly sharp margins and fine scale, 
showing numerous broken-off hairs, and a dull gray from coating of arthrospores. Small 
patches coalesce, forming larger patches.     “Black dot”   lesions are broken-off hairs near the 
scalp that give appearance of “dots” (swollen hair shafts) in dark-haired patients. The lesion 
tends to be diffuse and poorly circumscribed and low-grade folliculitis may be present.   
  Kerion   and     favus   are inflammatory masses characterized by boggy, purulent, inflamed 
nodules and plaques that are usually painful and drains pus from multiple openings, like 
honeycomb. Hairs do not break off but fall out and can be pulled without pain. Follicles 
may discharge pus; sinus formation; mycetoma-like grains. There is thick crusting with 
matting of adjacent hairs. A single plaque is usual, but multiple lesions may occur with 
involvement of entire scalp. Frequently, associated lymphadenopathy is present.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Direct microscopy of hair shaft (collect by plucking) and scalp scales collected with a 
brush covered with a drop of potassium hydroxide (KOH) shows presence of fungal 
hyphae. The differential includes seborrheic dermatitis, psoriasis, atopic dermatitis, lichen 
simplex chronicus, alopecia areata, and chronic cutaneous lupus erythematosus, and in the 
case of kerion or favus, impetigo, ecthyma, and crusted scabies.  

  MANAGEMENT 
  Systemic 
 Terbinafine 250-mg tablet is an allylamine and is the most effective oral antidermophyte. 
Alternatives include itraconazole 100-mg capsules or oral solution (10 mg/mL), flucon-
azole 100-, 150-, or 200-mg tablets, or oral suspension (10 or 40 mg/mL).    
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  VITILIGO 

 Vitiligo has a 1% worldwide occurrence and can result in adverse social and economic 
consequences for darker-skinned individuals. It is a chronic disorder with equal incidence 
in men and women, though women seek treatment more frequently. Onset may be at any 
age, but most often it is between 10 and 30 years. Rarely associated with thyroid disease, 
pernicious anemia and alopecia areata. 

  CLINICAL MANIFESTATIONS 
 Many patients attribute onset to physical trauma, illness, or emotional stress. Hair may be 
white or prematurely gray. Photoaging and solar keratosis may occur in vitiligo macules. 

  Lesions 
 Chalk-colored or pale white, sharply marginated macules are 5 mm to >5 cm in diameter 
that gradually enlarge as new ones develop. Margins are convex. Trichrome vitiligo 
(white, light brown, dark brown) represents different stages of disease. Pigmentation 
around a hair follicle in a white macule represents residual or returned pigmentation. 
Confetti-sized hypomelanotic macules may also be observed.    Inflammatory vitiligo   has 
elevated erythematous margin and may be pruritic.     Focal vitiligo   is characterized by one 
or several macules in a single site.     Generalized vitiligo   is more common characterized by 
widespread distribution of depigmented macules, often remarkably symmetric around the 
eyes, mouth, fingers, elbows, and knees, as well as on the low back and in genital areas.   
  Lip-tip pattern   involves perioral area, distal fingers and toes, lips, nipples, and genitalia.   
  Confluent vitiligo   results in large white areas, and extensive generalized vitiligo may 
leave only a few normally pigmented areas of skin—vitiligo universalis.     Segmental 
vitiligo   develops in and usually does not extend past a unilateral pattern, and once present, 
is very stable.    

  DIAGNOSIS AND DIFFERNTIAL DIAGNOSIS 
 Diagnosis is clinical. Differential includes pityriasis alba, pityriasis versicolor, leprosy, 
postinflammatory leukoderma, mycosis fungoides, chemical leukoderma, white nevi, 
hypomelanosis, tuberous sclerosis, Vogt-Koyanagi-Harada syndrome, Waardenburg syn-
drome, and piebaldism.  

  MANAGEMENT 
 Treatment of underlying disease has no impact on vitiligo. Use sunscreen to protect the 
depigmented skin; often this is all that is needed in lighter-skinned individuals. Darker-
skinned individuals may use dyes, makeup, or self-tanning agents for cosmetic cover-up. 
Repigment local macules with topical glucocorticoids, topical psoralens, and UVA treat-
ment. Generalized repigmentation may be attempted with systemic photochemotherapy or 
minigrafting. Some patients instead opt for depigmentation with bleaching agents such as 
20% monobenzylether of hydroquinone.   
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  GENITAL (PENILE) CANDIDIASIS 

 Candidiasis on the nonkeratinized genital mucosa (preputial sac of penis) usually represents 
overgrowth of  Candida spp.  that are part of the normal skin flora. 

  CLINICAL MANIFESTATIONS 
 Lesions occur on the glans and preputial sac with pruritus and tenderness. 

  Lesions 
 Lesions are maculopapular with diffuse erythema. There is edema, ulcerations, and fissur-
ing of prepuce and white plaques under foreskin.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical confirmed by potassium hydroxide (KOH) microscopy and/or culture 
and the differential includes psoriasis, eczema, and lichen planus.  

  MANAGEMENT 
 Treatment is topical azole cream; test and treat sexual partners as needed in recurrences.   
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  SPITZ NEVUS 

 Spitz nevi are relatively common acquired lesions that usually arise in children, and are of 
concern because of their rapid growth. 

  CLINICAL MANIFESTATIONS 
 There is often a history of recent, rapid growth (within months). 

  Lesions 
 Lesions are papules or dome-shaped or relatively flat nodules, round, well-circumscribed, 
smooth-topped, and hairless. They are usually uniform pink-red but can also be tan, brown, 
dark brown, or even black, are firm, and usually distributed on the head and neck.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical but must be confirmed histologically. The differential includes all 
pink, tan, or darkly pigmented papules: pyogenic granuloma, hemangioma, molluscum 
contagiosum, juvenile xanthogranuloma, mastocytoma, dermatofibroma, moles, dysplastic 
nevi (amelanotic), and nodular melanoma.  

  MANAGEMENT 
 Excision in its entirety is important because the condition recurs in 10–15% of all cases in 
lesions that have not been excised completely. Spitz nevi are benign, but there can be a 
histologic similarity to melanoma, which must be ruled out.   
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  INVERSE PSORIASIS 

 Most often, psoriasis is chronic. There is polygenic predisposition and environmental trig-
gers such as stress, bacterial infection, trauma, or certain drugs. Onset occurs at any age 
with peaks at ages 8, 22, and 55. Early onset predicts more severe disease. Most patients 
have chronic lesions that last months to years. 

  CLINICAL MANIFESTATIONS 
 Pruritus is common, especially in scalp and anogenital region. 

  Lesions 
 In the body folds, plaques are macerated, often bright red and fissured (inverse psoriasis) 
and only sharp demarcation distinguishes lesions from intertrigo, candidiasis, or contact 
dermatitis. In other areas, sharply marginated, dull-red plaques with loose lamellar, silvery-
white scales may coalesce to form polycyclic, geographic lesions. These may partially 
regress, resulting in annular, serpiginous, and arciform patterns. Lamellar scales can easily 
be removed unless the lesion is extremely chronic. Lesions may be single or multiple and 
localize to predilection sites: elbows, knees, sacralgluteal region, scalp, and palm/soles. 
Lesions are often bilaterally symmetrical and often spare exposed areas. On palms and 
soles there is massive silvery white or yellowish hyperkeratosis, not easily removed, with a 
sharply demarcated base. There may be cracking, painful fissures, and bleeding. Nail 
changes include pitting, subungual hyperkeratosis, onycholysis, and yellowish-brown spots 
under the nail plate—the oil spot (pathognomonic).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes seborrheic dermatitis, lichen simplex 
chronicus, drug eruptions, tinea, and mycosis fungoides. The differential for inverse psoria-
sis includes intertrigo, extramammary Page disease, glucagonoma syndrome, Langerhans 
cell histiocytosis, and Hailey-Hailey disease. In the nails, onychomycosis must be ruled out 
with KOH.  

  MANAGEMENT 
 Plaques may be treated with topical fluorinated glucocorticoids with occlusion; hydrocol-
loid dressing is effective and prevents scratching. Injection of triamcinolone acetonide 
aqueous suspension, 3 mg/mL, diluted with normal saline into lesions ≤4 cm is effective. 
Vitamin D analogues and tacrolimus 0.1% and pimecrolimus 1% are good nonsteroidal 
agents though less effective. Topical pimecrolimus, 1%, is effective in inverse psoriasis. 
Tazarotene has similar efficacy and is best combined with class II topical glucocorticoids. 
All topicals can be combined with 311-nm UVB phototherapy or PUVA photochemo-
therapy. On the scalp, tar or ketoconazole shampooing followed by betamethasone valerate 
is effective, though plaques have to be removed with 10% salicylic acid first. Nail lesions 
are not responsive to topical treatments.   

Wolff_Card 051-100.indd   84 09/08/13   12:41 PM



84

Wolff_Card 051-100.indd   84 09/08/13   12:41 PM



84

  ATOPIC DERMATITIS (ECZEMA) 

 Atopic dermatitis, or eczema, usually begins in infancy and has peak prevalence of 15–20% 
in early childhood. There is often family history of atopy, allergic rhinitis, or asthma. 
Triggers include aeroallergens, especially dust mites and pollen; microbes; autoallergens; 
foods, especially eggs, milk, peanuts, soybeans, fish, and wheat; clothing, especially wool. 
Flares may be caused by stress and are more common in winter and after removing clothes. 

  CLINICAL MANIFESTATIONS 
 Pruritus is the sine qua non—“eczema is the itch that rashes.” The constant scratching leads 
to a vicious cycle of itch → scratch → rash → itch → scratch. 

  Lesions 
 Poorly defined erythematous patches, papules, and plaques may have scale/edema. Moist 
crusted erosions may result from scratching, and if oozing, represent secondary infection. 
Lichenification/fissures, which may be painful, occur in chronic cases. Follicular lichenifi-
cation may occur especially in those with heavily pigmented skin. Rubbing may cause 
eyebrow alopecia, periorbital pigmentation, and infraorbital fold below eyelids (Dennie-
Morgan sign).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on history and clinical exam. Differential includes seborrheic dermatitis, 
contact dermatitis, psoriasis, nummular eczema, dermatophytosis, and early mycosis 
fungoides. More rare conditions in the differential include acrodermatitis enteropathica, 
glucagonoma syndrome, histidinemia, phenylketonuria, and also, some immunologic 
disorders.  

  MANAGEMENT 
 Educate patients to avoid rubbing and scratching, use emollients, and prevent secondary 
infection. Use wet dressings, topical glucocorticoids, and topical antibiotics when indi-
cated and hydroxyzine for pruritus. For subacute and chronic cases prescribe baths with oil 
or oatmeal powder, unscented emollients, and topical anti-inflammatories such as gluco-
corticoids, hydroxyquinoline, or tar. Glucocorticoids are most effective but may have side 
effects with prolonged use. Tacrolimus and pimecrolimus work very well in minor flares 
and subacute atopic dermatitis. UVA-UVB phototherapy or narrow band UV (311 nm), 
PUVA photochemotherapy may also be effective.   
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 In sensitized individuals exposure to a photoallergen and sunlight results in a pruritic 
eczematous eruption confined to exposed sites, which is clinically indistinguishable from 
allergic contact dermatitis. In most patients the eliciting drug/chemical has been applied 
topically, but systemic elicitation also occurs. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 The lesions are highly pruritic and clinically indistinguishable from allergic contact derma-
titis. Lesions are papular, vesicular, scaling, and crusted. Occasionally there can also be a 
lichenoid eruption similar to lichen planus. In chronic drug photoallergy, there is scaling, 
lichenification, and marked pruritus mimicking atopic dermatitis or, again, chronic allergic 
contact dermatitis. Lesions are confined primarily to areas exposed to light (distribution 
pattern of photosensitivity), but there may be spreading onto adjacent nonexposed skin. Of 
diagnostic help is the fact that in the face the upper eyelids, the area under the nose, and a 
thin strip of skin between the lower lip and the chin are often spared (shaded areas). 
Photoallergic dermatitis can become chronic, in which case the condition persists despite 
discontinuation of the causative photoallergen, with each new UV exposure aggravating 
the condition. Chronic eczema-like lichenified and extremely itchy confluent plaques 
result, which lead to disfigurement and a distressing situation for the patient. As the condi-
tion is now independent of the original photoallergen and is aggravated by each new solar 
exposure, avoidance of photoallergen does not cure the disease.   

  DIAGNOSIS 
 Diagnosis is made by history of exposure to drug, the allergic contact dermatitis pattern of 
the eruption, and its confinement to sun-exposed sites and verified by the photopatch test.  

  MANAGEMENT 
 Avoidance of the allergen plus sunlight is curative unless the disease becomes chronic. In 
severe cases, immunosuppression (azathioprine plus glucocorticoids or oral cyclosporine) 
is required.   

  PHOTOALLERGIC DRUG-/CHEMICAL-INDUCED 
PHOTOSENSITIVITY 
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  MYCOSIS FUNGOIDES 

 Mycosis fungoides is the most common cutaneous lymphoma and arises in mid to late 
adulthood, and is twice as common in men as in women. 

  CLINICAL MANIFESTATIONS 
 The disease may exist for months to years and is often misdiagnosed as psoriasis, num-
mular dermatitis, and “large plaque” parapsoriasis. Pruritis may be present or there may be 
no symptoms. Lymphadenopathy may occur, usually after thick plaques and nodules have 
appeared. 

  Lesions 
 Patients may have simultaneously more than one type of lesions.    Patches   are randomly 
distributed, scaling or nonscaling in different shades of red, and may be well- or ill-defined. 
At first these are superficial, like eczema or psoriasis or mimicking dermatophytosis, and 
later become thicker.     Plaques   are round, oval, but often also arciform, annular, and of 
bizarre configuration. Lesions are randomly distributed, but in early stages, they often 
spare exposed areas.     Tumors   are later lesions consisting of nodules and tumors, with or 
without ulceration. Extensive infiltration can cause leonine facies. Confluence may lead to 
erythroderma. There is palmoplantar keratoderma and there may be hair loss. Poikiloderma 
may be present from the onset or develop later.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 In the early stages, diagnosis is difficult. Clinical lesions may be typical, but histologic 
confirmation may not be possible for years despite repeated biopsies. Lymphadenopathy 
and the detection of abnormal circulating T cells in the blood appear to correlate well with 
internal organ involvement. The differential includes psoriasis, eczema, and poikiloderma.  

  MANAGEMENT 
 Therapy is symptom-oriented and stage-adapted. When the histologic diagnosis is only 
compatible, but not confirmed, or when there is histologically proven plaque-stage disease 
without lymphadenopathy or circulating T cells, PUVA photochemotherapy or narrow-
band UVB treatment is effective alone or combined with oral isotretinoin or bexarotene or 
subcutaneous interferon-α. Also used at this stage are topical chemotherapy with nitrogen 
mustard in an ointment base (10 mg/dL), topical carmustine, and total-body electron-beam 
therapy, singly or in combination. Treat isolated tumors with local x-ray or electron-beam 
therapy. For extensive plaque stage with multiple tumors or if there are lymphadenopathy 
or abnormal circulating T cells, electron-beam plus chemotherapy is the best combination 
available.   

Wolff_Card 051-100.indd   87 09/08/13   12:41 PM



87

Wolff_Card 051-100.indd   87 09/08/13   12:41 PM



87

  ERYTHEMA NODOSUM 

 Erythema nodosum is an important and common acute inflammatory/immunologic 
reaction pattern of the subcutaneous fat that is characterized by the appearance of painful 
nodules on the lower legs. It is the most common type of panniculitis, with a peak 
incidence at 20–30 years, though any age may be affected. Women are affected three to six 
times more often than men. Causes include infections, drugs, and other inflammatory/
granulomatous diseases, notably sarcoidosis. 

  CLINICAL MANIFESTATIONS 
 Painful, tender lesions, usually of a few days’ duration, are accompanied by fever, malaise, 
and arthralgia (50%), most frequently of ankle joints. Other symptoms occur depending on 
the etiology. 

  Lesions 
 Indurated, very tender nodules (3–20 cm) appear that are not sharply marginated and are 
deep seated in the subcutaneous fat, mostly on the anterior lower legs, bilateral but not 
symmetric. Nodules are bright to deep red and are appreciated as such only upon palpation. 
The term erythema nodosum best describes the skin lesions: they look like erythema but 
feel like nodules. Lesions are oval, round, arciform; as they age, they become violaceous, 
brownish, yellowish, green, like resolving hematomas. Lesions may also occur on knees 
and arms but only rarely on the face and on the neck.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis rests on clinical criteria, and may be supported by histopathology if needed. 
Differential diagnosis includes all other forms of panniculitis, panarteritis nodosa, nodular 
vasculitis, pretibial myxedema, nonulcerated gumma, and lymphoma.  

  MANAGEMENT 
 Spontaneous resolution occurs in 6 weeks, with new lesions erupting during that time. 
Lesions never break down or ulcerate and heal without scarring. Treatment is symptomatic 
and supportive in addition to treating the underlying disease. Bed rest or compressive ban-
dages (lower legs), and wet dressings are helpful as are anti-inflammatories. The response 
to systemic glucocorticoids is rapid, but their use is indicated only when the etiology is 
known and infectious agents are excluded.   
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  ALLERGIC CONTACT DERMATITIS DUE TO 
PLANTS (PHYTODERMATITIS) 

 Allergic phytodermatitis occurs in sensitized individuals after exposure to a wide variety of 
plant allergens and is characterized by an acute, very pruritic, eczematous dermatitis, often 
in a linear arrangement. In contrast, phytophotodermatitis is a photosensitivity reaction 
occurring in any individual with a photosensitizing plant–derived chemical on the skin and 
subsequent sun exposure. Some of the most common plant allergens are poison ivy 
( Toxicodendron radicans ), poison oak ( T. querifolium, T. diversilobum ), and poison sumac 
( T. vernix ). Some others are Brazilian pepper, cashew tree, ginkgo tree, Indian marker tree, 
lacquer tree, mango tree, and rengas tree. 

  CLINICAL MANIFESTATIONS 
 Pruritis is mild to severe and often sensed prior to any detectable skin changes; some 
patients experience pain. There is a history of contact with plants or with foods and other 
products containing the allergens. 

  Lesions 
 Initially, there are well-demarcated patches of erythema, characteristic linear lesions that 
may progress to papules and edematous plaques resembling cellulitis. These may be 
severe, especially on face and/or genitals. Microvesiculation, bullae, erosions, and crusts 
may be present. Postinflammatory hyper-pigmentation commonly occurs in darker skinned 
individuals.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical based on history and skin findings. The differential includes contact 
dermatitis (non-plant allergen), phytophotodermatitis, soft-tissue infection (cellulitis, ery-
sipelas), atopic dermatitis, inflammatory dermatophytosis, early herpes zoster, and fixed 
drug eruption.  

  MANAGEMENT 
 Topical glucocorticoids provide relief of pruritus; wet dressings may be helpful for large 
lesions. Consider systemic glucocorticoids if pruritis prevents the patient from sleeping or 
functioning. Advise patients to avoid the allergen or to wash exposed areas with soap and 
water as quickly as possible after inadvertent contact.   
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  LAMELLAR ICHTHYOSIS 

 Lamellar ichthyosis is a rare autosomal recessive ichthyosis that begins at birth and has an 
incidence of ≤1:300,000. 

  CLINICAL MANIFESTATIONS 
 Patients have heat intolerance, usually during exercise and hot weather, because of the 
inability to sweat and there is excess dehydration due to transepidermal water loss. Children 
have an increased nutritional requirement due to rapid growth and shedding of stratum 
corneum. 

  Lesions 
 In the newborn, lamellar ichthyosis presents as collodion baby, in which the child is 
encased in a translucent collodion-like membrane that sheds in a few weeks. In childhood, 
there are large parchment–like hyperkeratoses over entire body, and fracturing of the 
hyperkeratotic plate results in a tessellated (tile-like) pattern. Scales are large and very 
thick and brown, over most of the body, and accentuated on lower extremities, and involv-
ing the flexural areas. Hyperkeratosis around joints may be verrucous. On the hands and 
feet there is keratoderma and accentuation of palmar/plantar creases, and erythroderma 
may develop. The hair is bound down by scales and frequent infections may result in scar-
ring alopecia. There is nail dystrophy secondary to nail fold inflammation. The eyes have 
ectropion, and the lips, eclabium.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The differential includes X-linked ichthyosis, epidermolytic hyperkeratosis, congenital 
ichthyosiform erythroderma, and syndromic ichthyoses. Rule out secondary infection and 
sepsis, especially in newborns.  

  MANAGEMENT 
 Newborns should be admitted to the neonatal intensive care unit and placed in a high-
humidity chamber, provided emolliation, and monitored for electrolytes, fluids, and signs 
of infection. During childhood, skin must be kept hydrated with emollients such as 
hydrated petrolatum. Parents and affected individuals should be instructed about overheat-
ing and heat prostration that can follow exercise, high environmental temperatures, and 
fever. Repeated application of water to skin can somewhat replace function of sweating, 
cooling the body. As the patient grows, retinoids acitretin and, to a lesser degree, isotreti-
noin (0.5–1 mg/kg) are effective. However, these must be monitored continuously for 
serum triglycerides, transaminases, and bony toxicities.   
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  SWEET SYNDROME 

 An uncommon, acute and recurrent, cytokine-induced skin reaction associated with vari-
ous etiologies. Age of onset is 30–60 years and women are affected more often than men. 

  CLINICAL MANIFESTATIONS 
 Prodromes are febrile upper respiratory tract infections that may include gastrointestinal 
symptoms, tonsillitis, headache, arthralgia, and malaise 1–3 weeks before lesions appear. 

  Lesions 
 Lesions are bright red, smooth, tender papules (2–4 mm in diameter) that coalesce to form 
irregular, sharply bordered, inflammatory plaques. Pseudovesiculation is an intense edema 
that gives the appearance of vesiculation. Lesions arise rapidly, and as they evolve, central 
clearing may lead to annular or arcuate patterns. Tiny, superficial pustules may occur. If 
associated with leukemia, bullous lesions may occur and may mimic pyoderma gangreno-
sum. Lesions may be single multiple asymmetrically or symmetrically distributed, and are 
most common on face, neck, and upper extremities but also on lower extremities, where 
lesions may be deep in the fat and thus mimic panniculitis or erythema nodosum. Truncal 
lesions are uncommon but widespread, and generalized forms occur. Conjunctivitis and 
episcleritis may be present.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is by clinical impression, histopathology, and skin biopsy confirmation. The 
differential includes erythema multiforme, erythema nodosum, prevesicular herpes sim-
plex infection, and preulcerative pyoderma gangrenosum.  

  MANAGEMENT 
 Untreated, lesions enlarge over a period of days or weeks and eventually resolve without 
scarring. With oral prednisone (30–50 mg/day tapering in 2–3 weeks), lesions resolve 
within a few days. Alternatively, patients respond to dapsone (100 mg/day) or potassium 
iodide. Recurrences occur in 50% of patients, often in previously involved sites. Rule out 
sepsis.   
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  SEBORRHEIC DERMATITIS (SD) 

 Common chronic dermatosis characterized by redness and scaling occurs in regions where 
the sebaceous glands are most active, such as the face and scalp, the presternal area, and in 
the body folds. On the scalp, mild SD is dandruff. SD is more common in men, occurs in 
2–5% of the population, and has an onset in infancy, puberty, and most commonly, during 
adulthood (20–50 years). 

  CLINICAL MANIFESTATIONS 
 Onset is gradual and some patients worsen in winter or dry environments; sunlight may 
cause flares but promotes improvement in some patients as well. There is variable pruritus, 
often increased by perspiration. 

  Lesions 
 Orange-red or gray-white skin, often with “greasy” or white dry scaling macules, papules 
of varying size (5–20 mm), or patches, rather sharply marginated. On the scalp there is 
mostly marked scaling (“dandruff ”). On the trunk, lesions are scattered, discrete, polycy-
clic, and even annular, and on the face and trunk, lesions are discrete and scattered. In body 
folds, lesions are diffuse, exudative, sharply marginated, and brightly erythematous with 
common erosions and fissures.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and differential includes psoriasis vulgaris, impetigo, dermatophytosis, 
pityriasis versicolor, intertriginous candidiasis, subacute lupus erythematosus, “seborrheic” 
papules in secondary syphilis, Langerhans cell histiocytosis, acrodermatitis enteropathica, 
zinc deficiency, pemphigus, and glucagonoma syndrome.  

  MANAGEMENT 
 Direct adults to use shampoos containing selenium sulfide, zinc pyrithione, and/or tar or 
prescribe 2% ketoconazole shampoo; lather can be used on face and chest. For severe cases, 
use low-potency topical glucocorticoids after shampoo. In infants, remove crusts with 
warm oil compresses followed by 2% ketoconazole shampoo, and 1–2.5% hydrocortisone 
cream, 2% ketoconazole cream, or 1% pimecrolimus cream. For maintenance, if shampoo 
alone is ineffective, use 3% sulfur precipitate and 2% salicylic acid in an oil-in-water base. 
Daily 1–2.5% hydrocortisone cream will work, though monitoring for atrophy is required. 
1% pimecrolimus cream and 0.1% tacrolimus ointment are safe and effective.   
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  VIRALLY INDUCED RASH (VIRAL EXANTHEM) 

 Primary systemic viral infections often present with characteristic mucocutaneous rashes, 
exanthems, and enanthems. An exanthem is eruptive rash associated with a systemic disor-
der; enanthem, mucosal lesions associated with systemic disorder often associated with an 
exanthem. Most often these are caused by viral agents but can also be bacterial, parasitic 
infections or a reaction to drugs/toxins, or autoimmune. 

  CLINICAL MANIFESTATIONS 
 Some viral exanthems have fairly characteristic morphologies, but in many cases, an accu-
rate diagnosis cannot be made on the basis of clinical findings alone. History may be help-
ful, including season, disease contacts, immunizations, previous exanthematous illnesses, 
and associated prodromal symptoms. Conjunctivitis occurs with measles. 

  Prodrome 
 Acute infection including fever, malaise, coryza, sore throat, nausea, vomiting, diarrhea, 
abdominal pain, and headache. Lymphadenopathy, hepatomegaly, and splenomegaly may 
be present.  

  Lesions 
  Morbilliform   is a maculopapular, generalized rash that is initially discrete then becomes 
confluent. The rash is usually central, i.e., head, neck, trunk, proximal extremities, and 
progresses centrifugally. Lesions can become hemorrhagic with petechiae.     Scarlatiniform 
eruption   appears as diffuse, generalized erythema.     Vesicular eruptions   initially occur as 
small blisters with clear fluid that may evolve to pustules, which later slough off and result 
in erosions.     Oropharyngeal lesions   include Koplik spots in measles, petechiae on soft pal-
ate (Forchheimer sign) in cytomegalovirus (CMV) or Epstein-Barr virus (EBV), and 
microulcerative lesions in herpangina due to coxsackie virus A.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and may be confirmed by serology or culture as needed. Differential 
includes adverse cutaneous drug eruption, systemic lupus erythematosus, and Kawasaki 
syndrome.  

  MANAGEMENT 
 Most viral infections require only supportive care; antiviral medications may be helpful 
early in the course of illness. Prophylaxis is easily achieved with vaccination for most 
viruses.   
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  FISSURED TONGUE 

 A fissured tongue is a normal variant in up to 11% of population and may also be associ-
ated with psoriasis, Down syndrome, acromegaly, and Sjögren syndrome. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 There are no symptoms; the tongue has multiple folds with anterior-posterior orientation 
on the dorsal surface of the tongue.   

  DIAGNOSIS 
 The diagnosis is clinical.  

  MANAGEMENT 
 This is a normal variant and no management is needed.   
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  NEVUS OF OTA 

 Nevus of Ota is a pigmented lesion that may be congenital or occur in early childhood or 
during puberty. It is very common in, though not limited to, people of Asian descent. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 The pigmentation can be quite subtle or markedly disfiguring, unilateral or bilateral, and 
consists of a mottled, dusky admixture of blue and brown hyperpigmentation of the skin. It 
mostly involves the skin and mucous membranes innervated by the first and second 
branches of the trigeminal nerve. The blue hue results from the presence of ectopic mela-
nocytes in the dermis.   

  DIAGNOSIS 
 Diagnosis is made clinically.  

  MANAGEMENT 
 Treatment with lasers is an effective modality for this disfiguring disorder.   
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  CHANCROID 

 Chancroid is caused by infection with  Haemophilus ducreyi , a gram-negative streptobacil-
lus that is uncommon in industrialized nations but endemic in tropical and subtropical 
developing countries. 

  CLINICAL MANIFESTATIONS 
 Primary infection develops at the site of inoculation (break in epithelium) 4–7 days after 
exposure, and is followed by lymphadenitis. Edema of prepuce is common. A painful 
inguinal lymphadenitis that is usually unilateral occurs in 50% of patients 7–21 days after 
primary lesion. 

  Lesions 
 A tender papule with erythematous halo evolves to pustule, erosion, and ulcer, which is 
usually tender and painful. The borders of the ulcer are sharp, undermined, and not indurated, 
and the base is friable with granulation tissue and covered with gray to yellow exudate. 
There may be one or many ulcers that can merge to form large or giant ulcers (>2 cm) with 
a serpiginous shape. Ulcer may heal before buboes occur. Buboes occur with overlying 
erythema and may drain spontaneously.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The combination of painful ulcer with tender lymphadenopathy (one-third of patients) sug-
gests chancroid. Definitive diagnosis requires identification of  H. ducreyi  on special culture 
media. Rule out HIV,  T. pallidum , and herpes simplex virus coinfection. The differential 
includes genital herpes, syphilis, lymphogranuloma venereum, trauma, inguinal hernia, 
plague, and tularemia.  

  MANAGEMENT 
 Treatment options include azithromycin 1 g in single dose, ciprofloxacin 500 mg twice 
daily for 3 days (contraindicated in pregnancy), erythromycin base 500 mg three times 
daily for 7 days, or intramuscular ceftriaxone in single dose. Resistance to ciprofloxacin 
and erythromycin has been reported.   
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  ACTINIC KERATOSIS 

 Prolonged and repeated solar exposure leads to cumulative damage to keratinocytes by 
ultraviolet radiation, principally, if not exclusively, UVB (290–320 nm). Onset is usually in 
middle age and is more common in those who spend significant time outdoors. Actinic 
keratosis is frequent in light-skinned individuals, and rare in those with darker skin. Men 
are affected more commonly. 

  CLINICAL MANIFESTATIONS 
 Lesions may be tender and develop over months to years. Patients wince upon excoriation. 

  Lesions 
 Lesions are single or multiple, discrete, dry, rough, adherent, and scaly macules or papules 
on sun-exposed areas, usually on a background of dermatoheliosis. Removal of scales is 
painful and difficult. Lesions are skin-colored, yellow-brown, or brown, and often there is 
a reddish tinge. The roughness of the lesion makes it “better felt than seen”. Most com-
monly lesions are <1 cm and oval or round.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed with dermatopathology. Differential includes chronic cuta-
neous lupus erythematosus; seborrheic keratosis, flat warts, squamous cell carcinoma, and 
superficial basal cell carcinoma.  

  MANAGEMENT 
 Actinic keratoses may disappear spontaneously, but generally last for years and can prog-
ress to squamous cell carcinoma. Further occurrences should be prevented by use of UVB/
UVA sunscreen applied daily. 

  Topical 
 5-Fluorouracil (5-FU) cream 5% applied twice daily for 2–4 weeks or longer is effective, 
but causes significant erythema and erosions. Efficacy is increased and duration of treatment 
can be shortened if applied under occlusion and/or combined with topical tretinoin. 
However, this leads to confluent erosions and may require hospitalization. Reepithelialization 
occurs after treatment is discontinued. Pretreatment with light cryosurgery may improve 
efficacy. Imiquimod, given twice weekly for 16 weeks, also leads to irritation and erosions 
but is highly effective. Topical retinoids are effective for prevention and treatment of 
dermatoheliosis and superficial actinic keratoses as is diclofenac gel, though the latter is 
irritating.  

  Surgical 
 Cryotherapy, light spray or with cotton-tipped applicators, is effective, especially com-
bined with topical retinoids. Facial peels or facial resurfacing is effective for widespread 
lesions. Laser surgery is usually effective for individual lesions. Photodynamic therapy is 
effective though painful and cumbersome.    
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  PELLAGRA 

 Pellagra arises from a diet deficient in niacin or tryptophan, or both. A predominantly 
maize-based diet is usually implicated. 

  CLINICAL MANIFESTATIONS 
 Pellagra is characterized by the 3 Ds: dermatitis, diarrhea, and dementia. Skin changes are 
determined by exposure to sunlight and pressure. 

  Lesions 
 Asymmetric itching and smarting erythema on the dorsa of the hands, neck, and face is 
followed by outbreaks of vesicles and bullae that may break and crust, forming scaly 
lesions. Later, skin becomes indurated, lichenified, rough, covered by dark scales and 
crusts; there are cracks and fissures and a sharp demarcation from normal skin.   

  DIAGNOSIS 
 Diagnosis is verified by detection of decreased levels of urinary metabolites.  

  MANAGEMENT 
 Administration of 100–300 mg niacinamide orally plus other B vitamins leads to complete 
resolution.   
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  LEISHMANIASIS 

 Leishmaniasis is infection with one of many species of the obligate intracellular protozoa 
 Leishmania  and transmitted by sandflies. 

  CLINICAL MANIFESTATIONS 
 Primary lesions occur at site of sandfly bite, usually on exposed site, 1–8 weeks after the 
bite occurs. Lymphangitis or lymphadenopathy may be present. 

  Lesions 
  Cutaneous leishmaniasis   A small erythematous papule develops at bite site, evolving into 
ulcerated nodule and enlarging to 3–12 cm with raised border. Nonulcerating nodules may 
become verrucous. Isolated lesions on hand or head usually do not ulcerate and eventually 
lesion heals with a depressed scar. Ear lesions may persist for years, destroying cartilage 
(chiclero ulcers).     Diffuse cutaneous leishmaniasis   may also occur and resembles leprosy. 
This presents as a single nodule, which then spreads locally, often through extension from 
satellite lesions, and eventually by metastasis. In time, lesions become widespread with 
nonulcerating nodules appearing diffusely over face and trunk.     Mucosal leishmaniasis   is a 
sequelae of cutaneous leishmaniasis that becomes evident several years after healing of 
original lesions; cutaneous and mucosal lesions can coexist or appear decades apart. 
Edema and inflammatory changes lead to epistaxis and coryzal symptoms. In time, nasal 
septum, floor of mouth, and tonsillar areas are destroyed, which results in marked disfig-
urement. Death may occur due to superimposed bacterial infection, pharyngeal obstruc-
tion, or malnutrition.     Post–Kala-Azar dermal leishmaniasis (PKDL)   is a sequelae that 
appears one year after treatment with macular, papular, nodular lesions, and hypopig-
mented macules/plaques on face, trunk, and extremities.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is confirmed by biopsy or culture. The differential of acute cutaneous leishmani-
asis includes insect bite reaction, impetigo, ecthyma, furuncle,  M. marinum  infection, 
furuncular myiasis, and chancre.  

  MANAGEMENT 
 Antimony-containing compounds meglumine antimoniate and sodium stilbo-gluconate are 
given systemically. Other drugs used to treat leishmaniasis include amphotericin B, keto-
conazole, miltefosine, paramomycin, and pentamidine.   

(Courtesy of Mohammad Tawara, MD.)
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  DIABETIC DERMOPATHY 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Circumscribed, atrophic, slightly depressed, pink to brown macules on the anterior lower 
legs are asymptomatic and arise in crops with gradual resolution; new lesions appear and 
occasionally may ulcerate.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical based on patient history and physical examination and may be con-
firmed with biopsy. The differential includes necrobiosis lipoidica, pigmented purpuric 
dermatosis, stasis dermatitis, and pigmented purpuras.  

  MANAGEMENT 
 There is no known effective treatment, nor is it known whether or not control of glucose is 
preventative. Spontaneous resolution is the norm; however, successive crops may make the 
condition seem permanent.   
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  NONGENITAL HUMAN PAPILLOMAVIRUS 
(HPV) INFECTION 

 HPV are ubiquitous in humans, causing subclinical infection, a wide variety of benign 
clinical lesions on skin and mucous membranes (warts), and more seriously, cutaneous and 
mucosal premalignancies and squamous cell carcinoma. Certain types commonly infect 
keratinized skin. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Cutaneous warts are discrete benign epithelial hyperplasia with varying degrees of surface 
hyperkeratosis that occur as minute papules to large plaques (1–10 mm or larger). Lesions 
are isolated, scattered, and discrete and occur at sites of minor skin trauma. On dermos-
copy, characteristic “red or brown dots” are pathognomonic, representing thrombosed der-
mal papilla capillary loops. On the plantar surface of the foot, the papule is small and shiny 
and evolves to a plaque with a rough hyperkeratotic surface studded with brown/black dots 
and tenderness may be marked, especially in certain acute types and in lesions over sites of 
pressure (metatarsal head).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes molluscum contagiosum, seborrheic 
keratosis, actinic keratosis, squamous cell carcinoma in situ, syringoma, tinea versicolor, 
and superficial basal cell carcinoma.  

  MANAGEMENT 
 Aggressive therapies are often quite painful, may cause scarring, and are usually to be 
avoided because spontaneous resolution normally occurs in months or a few years. Plantar 
warts that are painful because of their location warrant more aggressive therapies. Highly 
effective over-the-counter treatments are available at low cost and minimal pain. For small 
lesions, use a 10–20% salicylic acid and lactic acid in collodion with occlusion and for 
larger lesions, 40% salicylic acid plaster for 1 week, then application of salicylic acid–
lactic acid in collodion. Alternatives for resistant warts include light cryosurgery using a 
cotton-tipped applicator or cryospray, freezing the wart and 1–2 mm of surrounding normal 
tissue for approximately 30 seconds and repeated every four weeks, or electrosurgery, 
which is more effective but has a higher risk of scarring.   
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    HUMAN AFRICAN TRYPANOMIASIS 

 Trypanosoma brucei gambiense causes West African sleeping sickness, accounting for 95% 
reported cases. Trypanosoma brucei rhodesiense causes East African sleeping sickness. 
Vector is the tse-tse fly. Humans are primary reservoir of West African sleeping sickness; 
East African sleeping sickness: antelopes and cattle. >66 million people affected. West 
Africa: Ivory Coast, Chad; Central African Republic: rural population; East Africa: workers 
in wild areas, rural population, and tourists. 

  CLINICAL MANIFESTATIONS 
 Stage I disease: trypanosomal chancre at inoculation site, painful. 2–5 cm indurated, may 
ulcerate. Parasites in fluid expressed from lesion. Fever, arthralgia, malaise, facial edema, 
splenomegaly, lymphadenopathy.

Course more rapid in East African type. Also, arrhythmias and congestive heart failure. 
Stage II disease: neurological symptoms. Indifference, somnolence.  

  MANAGEMENT 
 Pentamidine, melarsoprol, eflorithine. For late-stage disease difluoromethylornithine.   

(Courtesy of Moore AC, et al. Case 20-2002–a 37-year-old man with fever, hepatospleno-
megaly, and a cutaneous foot lesion after a trip to Africa. N Engl J Med 2002;346:2069–2076, 
with permission.)
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  STAPHYLOCOCCAL SCALDED-SKIN SYNDROME 

  Staphylococcus aureus  produces exfoliating toxins that cause the skin to slough off in children 
and neonates. Illness develops after toxin synthesis and absorption and the subsequent toxin-
initiated host response. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 In the localized form, there are clustered intact flaccid purulent bullae, which, when ruptured, 
result in moist red and/or crusted erosions. Lesions are often clustered in an intertriginous 
area. In the generalized form, a macular scarlatiniform rash (staphylococcal scarlet fever 
syndrome) or diffuse, ill-defined erythema and a fine, stippled, sandpaper appearance occur 
initially. Over 24 hours, erythema deepens and involved skin becomes tender. Initially the 
rash is on the face, neck, axillae, and groins, becoming more widespread over 24–48 hours. 
Subsequent sloughing of superficial layers of epidermis is most pronounced on the face and 
in flexural areas on neck, axillae, groins, antecubital area, and back (pressure points). With 
epidermolysis, the epidermis appears wrinkled and can be removed by gentle pressure (skin 
resembles wet tissue paper) (Nikolsky sign). In some infants, flaccid bullae occur, and when 
unroofed, form red, moist erosions. Desquamation occurs with healing.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed by bacterial culture. The differential includes 
Kawasaki syndrome, adverse cutaneous drug eruption, and scarlet fever.  

  MANAGEMENT 
 Prescribe systemic antibiotic to treat infection and stop toxin production.   
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  POLYMORPHOUS LIGHT ERUPTION (PMLE) 

 PMLE is a term that describes a group of heterogeneous, idiopathic, acquired, acute recurrent 
eruptions that is a delayed reaction to UV radiation. PMLE is the most common photoderma-
titis with a usual onset in the third decade. It is more common in women than in men and in 
lighter-skinned individuals. In American Indians (North and South America), there is a hered-
itary type called actinic prurigo. 

  CLINICAL MANIFESTATIONS 
 Lesions occur in early spring and summer, and include erythematous macules, papules, 
plaques, and vesicles. However, in each patient the eruption is consistently only of one type, 
most frequently papular or papulovesicular. PMLE most often appears within hours of 
exposure and lasts for 7–10 days. Not infrequently, by the end of the summer, the eruptions 
no longer recur, suggesting a “hardening.” Symptoms are pruritus (may precede the onset 
of the rash) and paresthesia (tingling). 

  Lesions 
 The papular and papulovesicular types are the most frequent. Far less common are plaques 
or urticarial plaques. The lesions are pink to red. The eruption often spares habitually 
exposed areas (face and neck) and appears most frequently on the forearms, V area of the 
neck, arms, and chest. Lesions may also occur on the face, if there has not been previous 
exposure to the sun.   

  DIAGNOSIS 
 Diagnosis is made when there is delayed onset of eruption, characteristic morphology, 
histopathologic changes that rule out lupus erythematosus, and the history of disappear-
ance of the eruption in days. In plaque-type PMLE, a biopsy and immunofluorescence 
studies are mandatory to rule out lupus. Photo-testing is done with both UVB and UVA. 
Test sites are exposed daily with UVB and UVA, respectively, for 1 week to 10 days, using 
increments of the UV dose. In more than 50% of patients, a PMLE-like eruption occurs in 
the test sites, confirming the diagnosis. The eruption in the test site mimics the type of 
PMLE in that particular patient.  

  MANAGEMENT 
 Sunblocks, even the potent UVAUVB sunscreens, are not always effective but should 
always be tried first. Systemic β-carotene, 60 mg three times a day for 2 weeks, before 
exposure may also prevent eruptions as can oral prednisone 20 mg/day given 2 days before 
and 2 days during exposure. Intramuscular triamcinolone acetonide, 40 mg, suppresses an 
eruption when administered a few days before exposure.   
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  OROPHARYNGEAL FINDINGS OF LICHEN PLANUS 

 Of patients with lichen planus, 40–60% have oropharyngeal involvement. Lichen planus is 
an acute or chronic inflammatory dermatosis; age of onset is 30–60 years and incidence is 
more common in women. Most often it is idiopathic, though cell-mediated immunity can 
play a major role. 

  CLINICAL MANIFESTATIONS 
 Onset may be acute (days) or insidious (over weeks) and lesions last months to years. Lesions 
may be asymptomatic or pruritic and mucous membrane lesions are painful, especially when 
ulcerated. Postinflammatory hyperpigmentation commonly occurs. Lesions may present on 
lips and in a linear arrangement after trauma (Koebner or isomorphic phenomenon). 

  Lesions 
 Skin lesions are characterized by the four Ps  P ink to  P urple, shiny,  P ruritic,  P olygonal 
 P apules 1–10 mm in diameter. In the oropharyngeal cavity there are milky-white papules, 
Wickham striae, which are a reticulate (netlike) pattern of lacy-white hyperkeratosis, 
leukoplakia, or atrophy. There may be superficial erosions with overlying fibrin clots on the 
tongue and buccal mucosa, which can be painful, intact blisters, and bright red gingiva.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed by biopsy. The differential for oropharyngeal 
lesions includes leukoplakia, candidiasis, lupus, trauma, secondary syphilis, pemphigus 
vulgaris, and bullous pemphigoid.  

  MANAGEMENT 
  Topical 
 Use topical glucocorticoids with occlusion for cutaneous lesions and intralesional triam-
cinolone (3 mg/mL) for oral mucosal lesions and lips and cyclosporine and tacrolimus 
solutions retention “mouthwash” for severely symptomatic oral lesions.  

  Systemic 
 In very resistant and generalized cases, 5 mg/kg per day oral cyclosporine induces rapid 
remission, quite often not followed by recurrence. Oral prednisone is effective for individuals 
with symptomatic pruritus, painful erosions, dysphagia, or cosmetic disfigurement. A short, 
tapered course is preferred: 70 mg initially, tapered by 5 mg/day. Retinoids (Acitretin) 
1 mg/kg per day is helpful as an adjunctive measure in severe cases, though additional 
topical treatment is required. In those resistant to topical and systemic therapy, photochemo-
therapy may be useful.    
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  GROVER DISEASE 

 Grover disease is a pruritic dermatosis that appears similar to Darier disease, but has no 
known genetic predisposition, and is usually transient. There is adult onset with a mean at 
50 years, and men are affected more often than women. Precipitating factors include heavy, 
sweat-inducing exercise, exposure to solar radiation, heat, persistent fever, and also in 
bedridden patients. Synonym: transient acantholytic dermatosis. 

  CLINICAL MANIFESTATIONS 
 Pruritis is the main symptom. 

  Lesions 
 Crops of discrete papular or papulovesicular lesions, sparse to numerous. Upon palpation 
smooth or warty.   

  DIAGNOSIS AND DIFFERENITAL DIAGNOSIS 
 The diagnosis is clinical and the differential includes eczema, folliculitis, solar lentigo, solar 
keratosis, scabies, miliaria, Darier disease, Hailey-Hailey disease, and pemphigus vulgaris.  

  MANAGEMENT 
 Treatment is glucocorticosteroids under occlusion, and UVB or PUVA photochemother-
apy. Use oral glucocorticosteroids, dapsone, and isotretinoin in refractory cases.   
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  VARICELLA ZOSTER VIRUS RECURRENCE 
(HERPES ZOSTER) 

 An acute dermatomal recurrence of VZV also known as shingles or herpes zoster and 
characterized by severe unilateral pain and a vesiculobullous reaction. Postherpetic 
neuralgia (PHN) is a major morbidity. 

  CLINICAL MANIFESTATIONS 
 Herpes zoster manifests in three distinct clinical stages: 1) prodrome; 2) active infection; 
and 3) postherpetic neuralgia. In the prodrome, there is pain and tenderness in the involved 
dermatome that can mimic angina or acute abdomen. Zoster can occur without the rash. 
Flu-like symptoms including lymphadenopathy may occur. During the active infection, 
there are successive outbreaks of lesions for about one week that resolve after two to four 
weeks. Sensory nerve defects in temperature, pain, and touch, and (mild) motor paralysis 
(Bell Palsy) may occur. Ophthalmic involvement is possible and has complications of 
uveitis, keratitis, conjunctivitis, retinitis, optic neuritis, glaucoma, proptosis, cicatricial lid 
retraction, and extraocular muscle palsies. Delayed contralateral hemiparesis may also 
occur and presents with headache and hemiplegia after ophthalmic involvement. 

 Postherpetic neuralgia is constant, severe, stabbing or burning pain that may persist for 
months or years. 

  Lesions 
 Lesions are erythematous on an edematous base with superimposed grouped, clear vesicles 
that are sometimes hemorrhagic and erode to form crusted lesions. Lesions are confined to 
the dermatome innervated by the sensory ganglion in which the infection was reactivated. 
Most commonly they occur in Thoracic (>50%), trigeminal (10–20%), lumbosacral, and 
cervical (10–20%) dermatomes. There may be vesicles and erosions occur in mouth, 
vagina, and bladder, depending on dermatome involved.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and may be confirmed by Tzanck test, DFA, or viral culture to rule out 
HSV infection. The prodrome may mimic migraine, cardiac or pleural disease, an acute 
abdomen, or vertebral disease. Differential for the lesions includes herpes simplex virus 
(HSV) infection, and phytoallergy (poison ivy).  

  MANAGEMENT 
 Antiviral therapy is effective if started early in the course of illness. Prescribe oral famciclovir 
500 mg every 8 hours, valacyclovir 1 g every 8 hours, or acyclovir 800 mg five times a day 
for 7 days. Extend treatment to ten days for mildly immunocompromised and use intrave-
nous acylclovir or foscarnet for the severely immunocompromised. For postherpetic neu-
ralgia, gabapentin, pregabalin, tricyclic antidepressants, capaicin cream, and nerve block 
are effective.   
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  HEMANGIOMA OF INFANCY 

 Infantile hemangioma (also known as strawberry hemangioma) is the most common tumor 
of infancy, affecting 1–2.5%, and up to 10% of white children by 1 year of age. Girls are 
affected more often than boys (3:1). 

  CLINICAL MANIFESTATIONS 
 Infantile hemangiomas usually enlarge rapidly in the first year and subsequently regress 
through a process of involution over the next 1–5 years. Involution varies greatly and is not 
correlated with size, location, or appearance, and is usually complete by the age of 10 years. 

  Lesions 
 Infantile hemangiomas are soft, bright red to deep purple, and compressible nodules or 
plaques, 1–8 cm in diameter. As involution begins, a white-to-gray central area appears 
and ulceration may occur. The lesions are usually solitary and localized or extend over an 
entire region, most commonly on the head and neck, 50%, or the trunk, 25%, though the 
extremities and oral mucosa may have lesions as well.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on clinical and MRI findings that blood flow through the lesion is slow. 
GLUT-1 immunoreactivity rules out vascular malformation.  

  MANAGEMENT 
 Most hemangioma spontaneously involute with no residual skin change at the site, and thus 
active nonintervention is the best approach for most lesions, and gives the best cosmetic 
result. Treatment is indicated in ∼25% of lesions that obstruct vital structures (eyes, ears, 
larynx) or ulcerate. Systemic treatment is difficult and requires experience and expertise. 
Surgical and medical interventions include continuous wave or pulsed dye laser, cryosurgery, 
intralesional and systemic high-dose glucocorticoids, interferon α (IFN-α), and propanolol.   
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  HIDRADENITIS SUPPURATIVA 

 Hidradenitis suppurativa begins after puberty and affects women more than men (prevalence 
of ∼ 4% in women). Anogenital involvement is more common in men; axillary involvement 
in women. Family history of HS or acne, obesity, and smoking are predispositions. 

  CLINICAL MANIFESTATIONS 
 Varies from mild with recurrent, self-healing, tender red nodules to marked morbidity 
related to chronic pain, draining sinuses, scarring, and restricted mobility. Spontaneous 
remission usually but not always occur as age >35 years. 

  Lesions 
 Open comedones and double comedones progress to very tender, red inflammatory 
nodules/abscesses that resolve or drain purulent/seropurulent material and then develop 
tender sinus tracts. This is followed by fibrosis, “bridge” scars, hypertrophic and keloidal 
scars, contractures, and rarely lymphedema of the associated limb. Lesions occur in the 
axillae, breasts, anogenital area, and groin, and are often bilateral; they may extend over 
entire back, buttocks, perineum involving scrotum or vulva, and scalp.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes furuncle, carbuncle, lymphadenitis, 
ruptured inclusion cyst, lymphogranuloma venereum or cat-scratch disease, donovanosis, 
scrofuloderma, actinomycosis, ulcerative colitis, and regional enteritis.  

  MANAGEMENT 
 Systemic antibiotics such as erythromycin (250–500 mg four times a day), tetracycline 
(250–500 mg four times a day), minocycline (100 mg twice a day), or clindamycin (300 mg 
twice a day), with rifampin (300 mg twice a day) are only part of treatment, which also 
requires intralesional glucocorticoids, surgery, and isotretinoin. Treat painful nodules and 
abscesses with intralesional triamcinolone (3–5 mg/mL) then incision and drainage. Excise 
and drain chronic recurrent fibrotic nodules or sinus tracts; complete excision of the axilla 
or involved anogenital area may be necessary and requires split skin grafting. Use prednisone 
for severe pain and inflammation 70 mg daily for 2 to 3 days, tapered over 14 days. While 
oral isotretinoin is not useful in severe disease, if used early with surgical excision it may 
prevent follicular plugging. Depression is common and should be treated.   
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  BASAL CELL CARCINOMA (BCC) 

 BCC is caused by UV irradiation and is the most common cancer in humans. BCC is 
locally invasive, aggressive, and destructive but slow growing. There is almost no tendency 
to metastasize unless there is dedifferentiation, for instance, after inadequate radiotherapy. 
However, on the head, muscle and bone may be destroyed and the tumor can invade to the 
dura mater. BCC occurs after age 40, is more common in men, and rare in people with 
brown/black skin. 

  CLINICAL MANIFESTATIONS 
 BCC is a slowly evolving, often asymptomatic lesion that erodes or bleeds upon mild 
excoriation. Most often it occurs on the face, especially around the ears and nasolabial 
folds. The sclerosing type is often on the trunk. 

  Lesions 
  Nodular   Translucent or pearly, firm, smooth nodule or papule with telangiectasia; sometimes 
have erosions or stipples of melanin.     Ulcerating   Translucent, pearly, smooth ulcer with 
telangiectasia; often has a crust and rolled border.     Sclerosing   is a small patch of morphea or 
superficial scar, often ill-defined, skin-colored, whitish but also with peppery pigmentation. 
Sclerosing BCC can progress to nodular or ulcerating.     Superficial multicentric   type has thin 
pink or red plaques with threadlike borders and telangiectasia; there may be considerable 
scaling. Superficial multicentric BCC can give rise to nodular and ulcerating BCC.   
  Pigmented BCC   Brown to blue or black, smooth, glistening surface; hard, firm, round or oval 
lesion may be cystic or umbilicated.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical with careful examination with a hand lens, palpation and dermoscopy, 
confirmed histologically. Differential includes all smooth papules; if pigmented, superfi-
cial spreading and nodular melanoma; if ulcerated, all nonpainful firm ulcers including 
SCC and extragenital primary chancre of syphilis. Solar keratoses are differentiated from 
BCC by the lack of bleeding upon excoriation.  

  MANAGEMENT 
 Excisions and repair the standard of care. Cryosurgery and electrosurgery are options only 
for very small lesions below the neck. Use radiation therapy only when surgery may cause 
significant disfigurement or in very old age. Superficial BCCs below the neck may be 
treated with cryosurgery or electrocautery with curettage, though both are scarring. Topical 
5-fluorouracil and imiquimod cream 5 times a week for 6 weeks is effective, and nonscar-
ring, but may not remove all tumor tissue.  
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   ACNE 

 Occurs commonly, affecting approximately 85% of young people and typically begins in 
puberty, though it may appear first at 25 years or older. Acne is more severe in men than in 
women and has a lower incidence in those of Asian and African descent. There is a multi-
factorial genetic background and familial predisposition. Most individuals with cystic acne 
have parent(s) with a history of severe acne. 

  CLINICAL MANIFESTATIONS 
 Lesions may be painful (especially the nodulocystic type) and last weeks to months and 
are often worse in fall and winter. Lesions occur on the face, neck, trunk, upper arms, and 
buttocks. 

  Lesions 
  Comedones:   open (blackheads) or closed (whiteheads); comedonal acne.     Papules and 
papulopustules:   a papule topped by a pustule; papulopustular acne.     Nodules or cysts: 1–4 cm 
in diameter; nodulocystic acne:   soft nodules result from repeated follicular ruptures and 
reencapsulations with inflammation, abscess formation (cysts), and foreign-body reaction.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Comedones are required for diagnosis of any type of acne and are not a feature of acne-like 
conditions or the following conditions: Face: S. aureus folliculitis, pseudofolliculitis barbae, 
rosacea, perioral dermatitis. Trunk:  Malassezia folliculitis , “hot-tub” pseudomonas follicu-
litis,  S. aureus  folliculitis.  

  MANAGEMENT 
  Mild Acne 
 Use topical antibiotics (clindamycin and erythromycin) and benzoyl peroxide gels (2%, 5%, 
or 10%). Topical retinoids may be used with detailed instructions for gradual increases of 
0.01% to 0.025% to 0.05% cream/gel or liquid and combination with benzoyl peroxide–
erythromycin gels. Extraction is not helpful unless properly done after pretreatment with 
topical retinoids.  

  Moderate Acne 
 Add oral antibiotics to the above regimen. Minocycline is the most effective, 50–100 mg 
twice daily, or doxycycline, 50–100 mg twice daily, tapered to 50- mg/d as acne lessens. 
Use of oral isotretinoin to prevent scarring is effective.  

  Severe Acne 
 Add systemic treatment with isotretinoin for cystic or conglobate acne or for any other acne 
refractory to treatment.    

Wolff_Card_101-150.indd   111 8/7/13   10:40 AM



111

Wolff_Card_101-150.indd   111 8/7/13   10:40 AM



111

  GRANULOMA ANNULARE 

 Granuloma annulare is a common self-limited, asymptomatic, chronic dermatosis that 
usually occurs in children and young adults. 

  CLINICAL MANIFESTATIONS 
 Granuloma annulare lasts months to years and is usually asymptomatic with only cosmetic 
disfigurement. 

  Lesions 
 Firm, smooth, shiny, beaded, dermal papules and plaques, 1–5 cm in size that are annular, 
arciform plaques with central depression may be skin-colored, violaceous, or erythematous. 
Subcutaneous granuloma annulare is rare and painless, skin-colored, deep dermal or subcu-
taneous, solitary or multiple nodules occur on fingers and toes. Lesions are isolated particu-
larly on dorsum of hand, finger, or lower arm. Multiple lesions may occur on extremities and 
trunk, or be generalized (papular; older patients). Subcutaneous lesions are located near 
joints, palms and soles, and buttocks.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical after ruling out more serious conditions. Careful diagnosis is important 
because of its similarity to more serious conditions. The differential includes necrobiosis 
lipoidica, papular sarcoid, lichen planus, lymphocytic infiltrate of Jessner, rheumatoid 
nodules, and subcutaneous fungal infections such as sporotrichosis, tinea, erythema migrans, 
and lichen planus.  

  MANAGEMENT 
 Granuloma annulare is a local skin disorder and not a marker for internal disease; spon-
taneous remission is the rule. No treatment is an option if the lesions are not disfiguring. 
Lesions may resolve after biopsy. If treatment is desired for cosmetic effect, topical 
glucocorticoids under occlusion or intralesional triamcinolone 3 mg/mL are effective. 
Superficial lesions respond to cryotherapy liquid nitrogen, but atrophy may occur. 
Photochemotherapy is effective for generalized lesions. Systemic glucocorticoids are 
also effective in generalized lesions, though recurrences are common.   
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  SCLERODERMA 

 Scleroderma is a multisystem disorder characterized by inflammatory, vascular, and scle-
rotic changes of the skin and various internal organs, especially the lungs, heart, and GI tract. 
Scleroderma is limited in 60% of cases and diffuse in 40%; there is considerable morbidity 
and mortality in diffuse disease. Age of onset is 30–50 years and women are affected four 
times more often than men. 

  CLINICAL MANIFESTATIONS 
 Skin sclerosis and secondary Raynaud phenomenon are always present. Other symptoms 
include arthralgia, migratory polyarthritis, heartburn, dysphagia (especially with solid 
foods), constipation, diarrhea, abdominal bloating, malabsorption, weight loss, exertional 
dyspnea, and dry cough. 

  Lesions 
 Raynaud phenomenon precedes sclerosis by months and years. Then nonpitting edema of 
hands/feet with painful ulcerations at fingertips develops and heals with pitted scars. Later 
there is sclerodactyly with tapering of fingers and waxy, shiny, hardened skin, tightly 
bound down precluding folding or wrinkling. Leathery crepitation occurs over joints with 
flexion contractures. Periungual telangiectasia causes nails to grow claw-like over short-
ened distal phalanges. Bony resorption and ulceration result in loss of distal phalanges. 
There is loss of sweat glands with anhidrosis and thinning and complete loss of hair on 
distal extremities. Initially there is periorbital edema and then further edema and fibrosis 
result in loss of normal facial lines, masklike facies, thinning of lips, microstomia, radial 
perioral furrowing, and a beak-like sharp nose. Telangiectasia and diffuse hyperpigmenta-
tion occur. In diffuse scleroderma, the chest and proximal upper and lower extremities are 
involved early, and there is tense, stiff, and waxy-appearing skin that cannot be folded and 
impairment of respiration due to limited motility of chest wall.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by clinical findings and confirmed with dermatopathology. The differ-
ential includes mixed connective tissue disease, eosinophilic fasciitis, scleromyxedema, 
morphea, porphyria cutanea tarda, chronic graft-versus-host disease, lichen sclerosus et 
atrophicus, polyvinyl chloride exposure, adverse drug reactions (pentazocine, bleomycin), 
and systemic fibrosis.  

  MANAGEMENT 
 Systemic glucocorticoids may be of benefit for limited periods early in the disease. 
Immunosuppressive drugs (cyclosporine, methotrexate, cyclophosphamide, mycopheno-
late mofetil) have shown improvement of skin but only limited benefit for systemic 
involvement.   
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  MONGOLIAN SPOT 

 Mongolian spots are congenital pigmented lesions. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Gray-blue macular lesions are characteristically located on the lumbosacral area and can 
also occur on the back, scalp, or anywhere on the skin. There is usually a single lesion, but 
rarely, several truncal lesions can be present at birth.   

  DIAGNOSIS 
 Diagnosis is made clinically.  

  MANAGEMENT 
 No melanomas have been reported to occur in these lesions and no management is required 
other than parental reassurance.   
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  LIPOMA 

 Lipomas are composed of fat cells that have the same morphology as normal fat cells 
within a connective tissue framework. Angiolipomas have a vascular component. Familial 
lipoma syndrome, an autosomal dominant trait appearing in early adulthood, consists of 
hundreds of slowly growing nontender lesions. Adipositas dolorosa, or Dercum disease, 
occurs in women in middle age; there are multiple tender, not circumscribed but rather 
diffuse fatty deposits. Benign symmetric lipomatosis, which affects middle-aged men, 
consists of many large nontender, coalescent poorly circumscribed lipomas, mostly on the 
trunk and upper extremities; they coalesce on the neck and may lead to a “horse-collar” 
appearance. 

  CLINICAL MANIFESTATIONS 
 Angiolipomas may be tender in cold ambient temperature and with compression. 

  Lesions 
 Lipomas are single or multiple, benign subcutaneous tumors with variable size (may be 
over 6 cm). They are soft, rounded, or lobulated and movable against the overlying skin. 
Lipomas occur mostly on the neck, trunk, and extremities but may occur anywhere.   

  DIAGNOSIS 
 Diagnosis is clinical.  

  MANAGEMENT 
 Angiolipomas often require excision, whereas other lipomas should be excised only when 
considered disfiguring. Liposuction can also be performed when lipomas are soft and thus 
have only a minor connective tissue component.   
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  BODY LICE (PEDICULOSIS CORPORIS) 

 Body lice reside and lay eggs in clothing, and leave clothing to feed on a human host. Body 
lice survive only a few hours away from the human host. Significantly, they are vectors of 
many systemic infections. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Solitary or grouped papules (usually <1 cm) or papulovesicles occur on the trunk and 
extremities. Changes secondary to rubbing and scratching include excoriations, eczema, 
and lichen simplex. Excoriations are common and can result in painful erosions that may 
be secondarily infected, and may heal with hyper- or hypopigmentation and/or raised or 
depressed scars, especially in more darkly pigmented individuals.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is made by identifying lice in the seams of clothing. The differential includes 
atopic dermatitis, contact dermatitis, scabies, and adverse cutaneous drug reactions.  

  MANAGEMENT 
 Use topical insecticides (permethrin, pyrethrin, or malathion) to delouse the patient. 
Instruct patients on the decontamination of clothing and bedding: washing with hot water 
and strong soap, and changing bedding frequently. Use potent topical glucocorticoids for a 
short duration for intense pruritus and watch for secondary cutaneous infections or systemic 
infections transmitted by lice.   
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  HARLEQUIN FETUS 

 Harlequin fetus is an extremely rare ichthyosis with an unusual fibrous protein within the 
epidermis. 

  CLINICAL MANIFESTATIONS 
 The child is born with very thick plates of stratum corneum separated by deep cracks and 
fissures. These babies usually die shortly after birth, but there are reports of survival for 
weeks to several months. Infection of the skin and absent or rudimentary ears result in a 
grotesque appearance.  

  DIAGNOSIS 
 Diagnosis is made clinically.  

  MANAGEMENT 
 Newborns should be kept in an incubator in which the air is saturated with water. Careful 
monitoring of temperature and parenteral fluids and nutrient replacement may be necessary 
for some time.   

(Courtesy of Benjamin Solky, MD.)
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  PITYRIASIS ROSEA 

 Pityriasis rosea (PR) is an acute exanthematous eruption with a distinctive morphology and 
often with a characteristic self-limited course. Usually onset is at age 10–43 years, but it can 
occur rarely in infants and old persons. PR usually occurs in the spring and fall and there is 
good evidence that it is associated with reactivation of HHV-7 or HHV-6, two closely 
related β-herpes viruses. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Single or multiple herald patches precede the generalized exanthema in 80% of cases. This 
is an oval, slightly raised plaque or patch, 2–5 cm, that is salmon-red with fine collarette 
scale at the periphery. One to two weeks later, there are pink or tawny fine scaling papules 
and patches with marginal collarette that have a characteristic distribution following the 
lines of cleavage in a “Christmas tree” pattern. Lesions are usually confined to trunk and 
proximal aspects of the arms and legs and rarely occur on the face and neck.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and differential includes drug eruptions (e.g., captopril, barbiturates), 
secondary syphilis (obtain serology), guttate psoriasis (no marginal collarette), small 
plaque parapsoriasis, erythema migrans with secondary lesions, erythema multiforme, and 
tinea corporis.  

  MANAGEMENT 
 Use oral antihistamines and/or topical antipruritic lotions for relief of pruritus. Treat lesions 
with topical glucocorticoids. UVB phototherapy or natural sunlight exposure may be help-
ful if treatment is begun in the first week of eruption. For severe cases, a short course of 
systemic glucocorticoids may be needed.   
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  ACTINIC KERATOSIS 

 Prolonged and repeated solar exposure leads to cumulative damage to keratinocytes by 
ultraviolet radiation, principally, if not exclusively, UVB (290–320 nm). Onset is usually in 
middle age and is more common in those who spend significant time outdoors. Actinic 
keratosis is frequent in light-skinned individuals, and rare in those with darker skin. Men 
are affected more commonly. 

  CLINICAL MANIFESTATIONS 
 Lesions may be tender and develop over months to years. Patients wince upon excoriation. 

  Lesions 
 Lesions are single or multiple, discrete, dry, rough, adherent, and scaly macules or papules 
on sun-exposed areas, usually on a background of dermatoheliosis. Removal of scales is 
painful and difficult. Lesions are skin-colored, yellow-brown, or brown, and often there is a 
reddish tinge. The roughness of the lesion makes it “better felt than seen.” Most commonly 
lesions are <1 cm and oval or round.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed with dermatopathology. Differential includes chronic 
cutaneous lupus erythematosus; seborrheic keratosis, flat warts, squamous cell carcinoma, 
and superficial basal cell carcinoma.  

  MANAGEMENT 
 Actinic keratoses may disappear spontaneously, but generally last for years and can 
progress to squamous cell carcinoma. Further occurrences should be prevented by use of 
UVB/UVA sunscreen applied daily. 

  Topical 
 5-Fluorouracil (5-FU) cream, 5%, applied twice daily for 2–4 weeks or longer is effective, 
but causes significant erythema and erosions. Efficacy is increased and duration of treat-
ment can be shortened if applied under occlusion and/or combined with topical tretinoin. 
However, this leads to confluent erosions and may require hospitalization. Reepithelialization 
occurs after treatment is discontinued. Pretreatment with light cryosurgery may improve 
efficacy. Imiquimod, given twice weekly for 16 weeks, also leads to irritation and erosions 
but is highly effective. Topical retinoids are effective for prevention and treatment of derma-
toheliosis and superficial actinic keratose as is diclofenac gel, though the latter is irritating.  

  Surgical 
 Cryotherapy via light spray or with cotton-tipped applicator is effective, especially com-
bined with topical retinoids. Facial peels or facial resurfacing are effective for widespread 
lesions. Laser surgery is usually effective for individual lesions. Photodynamic therapy is 
effective though painful and cumbersome.    
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  BOILS (ABSCESS, FURUNCLE, CARBUNCLE) 

 Deeper skin infections can follow traumatic inoculation into skin or extension of infection 
into hair follicles. 

   Abscess 
 Acute or chronic localized inflammation, with a collection of pus accumulated in tissue. 
This is an inflammatory response to an infectious process or foreign material.  

  Furuncle 
 Acute, deep-seated, red, hot, tender nodule or abscess (boil) that evolves from a staphylo-
coccal folliculitis.  

  Carbuncle 
 Deeper infection composed of interconnecting abscesses usually arising in several contigu-
ous hair follicles. 

  Staphylococcus aureus  is the most common etiologic agent, though infection with other 
organisms does occur. Sterile abscess may be a foreign-body response.   

  CLINICAL MANIFESTATIONS 
 There may be low-grade fever and malaise. Lesions are red, hot, and painful/tender. 

  Lesions 
  Abscesses   may arise in any organ or tissue and those on the skin arise in the dermis, subcu-
taneous fat, muscle, or deeper structures. A red, tender nodule evolves over days to weeks 
as pus collects within a central space. Well-formed abscesses are characterized by central 
fluctuance.     Furuncles   are initially, firm, tender nodules, up to 1–2 cm in diameter that 
become fluctuant, with abscess formation ± central pustule. Nodules with cavitation remain 
after drainage of abscess. A variable zone of cellulitis may surround the furuncle.     Carbuncles  
 evolve similarly to furuncles and are composed of several to multiple, adjacent, coalescing 
furuncles. These are characterized by multiple loculated dermal and subcutaneous 
abscesses, superficial pustules, necrotic plugs, and sieve-like openings draining pus.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed with gram staining and culture. Differential 
includes ruptured epidermoid or pilar cyst, and hidradenitis suppurativa (axillae, groin, or 
vulva).  

  MANAGEMENT 
 Treat with incision and drainage with appropriate antibiotic therapy.   
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  RECESSIVE DYSTROPHIC HEREDITARY 
EPIDERMOLYSIS BULLOSA 

 Hereditary epidermolysis bullosa is a spectrum of rare genodermatoses. Disturbed coher-
ence of the epidermis and/or dermis leads to blister formation following trauma. 
Classification is based on the site of blister formation: epidermolytic or EB simplex (EBS), 
junctional EB (JEB), and dermolytic, or dystrophic, EB (DEB). In each there are several 
distinct types.          Dystrophic EB (DEB)   blistering occurs below the basal lamina with healing 
that occurs with scarring and milia due to mutations in anchoring fibril type VII collagen.    

  CLINICAL MANIFESTATIONS 
 Onset is in infancy or early childhood. There are enamel defects with caries and parodon-
titis, strictures and scarring in the oral mucous membrane and esophagus, urethral and anal 
stenosis, and ocular surface scarring; also malnutrition, growth retardation, and anemia. 
The most serious complication is squamous cell carcinoma in chronic recurrent erosions. 

  Lesions 
  Dominant Cockayne-Touraine disease   lesions are acral blistering and nail dystrophy; milia 
and scar formation, which may be hypertrophic or hyperplastic. Oral lesions are uncommon, 
and teeth are usually normal.     Recessive DEB (RDEB)   shows acral blistering, atrophic 
scarring, and little or no mucosal involvement. Generalized, severe RDEB, the Hallopeau-
Siemens variant, is mutilating. There is generalized blistering at birth, and progression and 
repeated blistering at the same sites result in remarkable scarring and ulcerations, syndac-
tyly with loss of nails, and even mitten-like deformities of hands and feet, and flexion con-
tractures. Severe mucosal involvement, enamel defects, caries.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on clinical appearance and history. Histopathology determines the level 
of cleavage, which is further defined by electron microscopy and/or immunohistochemical 
mapping.  

  MANAGEMENT 
 Management is supportive skin care, supportive care for other organ systems, and systemic 
therapies for complications. Wound management, nutritional support, and infection control 
are critical. More severely affected patients are treated like patients in a burn unit. Gentle 
bathing and cleansing are followed by protective emollients and nonadherent dressings.   
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  RADIATION DERMATITIS 

 Radiation dermatitis is defined as skin changes resulting from exposure to ionizing radia-
tion. The radiation causing radiodermatitis includes superficial and deep x-ray radiation, 
electron beam therapy, and Grenz ray therapy. 

  CLINICAL MANIFESTATIONS 
 Reversible effects are pain, erythema, epilation, suppression of sebaceous glands, and 
pigmentation (lasting for weeks to months to years). Irreversible effects are atrophy, 
sclerosis, telangiectasias, ulceration, and radiation-induced cancers. Chronic radiation 
dermatitis is permanent, progressive, and irreversible. Squamous cell carcinoma may 
develop in 4–40 years, with a median of 7–12 years. Tumors metastasize in about 25% of 
cases despite extensive surgery. The prognosis is poor, and recurrences are common. 
Basal cell carcinoma may also occur in chronic radiation dermatitis and appears mostly in 
patients overexposed to x-rays. Tumors may appear 40–50 years after exposure. 

  Lesions 
 Acutely, there is temporary erythema that lasts 3 days and then persistent erythema, which 
reaches a peak in 2 weeks and is painful. Pigmentation appears about day 20. A late erythema 
also can occur beginning on day 35–40, and this lasts 2–3 weeks. Massive reactions lead to 
blistering, erosions, and ulceration, which are also painful and may occur as recall 
phenomenon. Permanent scarring may result. Chronically, after fractional but relatively 
intensive therapy with total doses of 3000–6000 rad, an epidermolytic reaction develops in 
3 weeks, which is repaired in 3–6 weeks. Afterwards, scars and hypopigmentation develop; 
there is loss of all skin appendages and atrophy of the epidermis and dermis. During the 
next 2–5 years, the atrophy increases; there is hyper- and hypopigmentation (poikilo-
derma), and telangiectasia. Necrosis and painful ulceration are rare but occur in accidental 
exposure or error in dose. The necrosis is leathery, yellow, and adherent and the surround-
ing skin is extremely painful. Ulcerations have a very poor tendency to heal and usually 
require surgical intervention. Lastly there may be radiation keratoses and squamous cell 
carcinoma. Nails show longitudinal striations, thickening, and dystrophy.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically based on patient history and skin findings.  

  MANAGEMENT 
 Excision and grafting are often possible before the cancer develops.   
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  ROCKY MOUNTAIN SPOTTED FEVER 

 Infection with  Rickettsia rickettsia  is transmitted by the ‘bite’ of infected tick. Only 60% of 
patients are aware of a prior tick bite. Transmission is most common in spring in Southeastern 
United States. 

  CLINICAL MANIFESTATIONS 
 There is acute onset febrile illness with chills, shaking rigor, anorexia, nausea and vomit-
ing, malaise, irritability, severe headache, and myalgia. The illness can mimic acute abdo-
men, acute cholecystitis, and acute appendicitis. 

  Lesions 
 Early in the course, there is an exanthem of 2–6 mm, pink, blanchable macules that in 1–3 days 
evolves to deep red papules. Characteristically, the rash begins on wrists, forearms, and 
ankles, and somewhat later on palms and soles. Within 6–18 h, the rash spreads centripe-
tally to the arms, thighs, trunk, and face, becoming hemorrhagic and nonblanchable over 
the next 2–4 days with local edema. Hemorrhagic rash may occur on palms and soles. 
Necrosis occurs in acral extremities following prolonged hypotension. There is a variant 
without rash that is associated with higher mortality rate because of delay in diagnosis.   

  DIAGNOSIS 
 Clinical and epidemiologic considerations are more important than a laboratory diagnosis 
in early RMSF, and should be suspected in febrile children, adolescents, and men >60 years 
of age with tick exposure in endemic areas. Diagnosis made clinically and confirmed later. 
Only 3% of patients with RMSF present with the triad of rash, fever, and history of tick bite 
during first 3 days of illness.  

  MANAGEMENT 
 Treat with doxycycline.   
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  HYPERSENSITIVITY VASCULITIS 

 Hypersensitivity vasculitis encompasses a heterogeneous group of vasculitides associated 
with hypersensitivity to antigens from infectious agents, drugs, or other exogenous or 
endogenous sources. A new drug taken during the few weeks before onset is a likely 
etiologic agent, as may be an infection, a known vascular/connective tissue disease, or para-
proteinemia. Onset and course is acute (days, as in drug-induced or idiopathic), subacute 
(weeks, especially urticarial types), or chronic (recurrent over years). 

  CLINICAL MANIFESTATIONS 
 Systemic vascular involvement occurs, chiefly in the kidney, muscles, joints, GI tract, and 
peripheral nerves. Symptoms include pruritus and burning pain, though there may be no 
symptoms or there may be fever, malaise, symptoms of peripheral neuritis, abdominal pain 
(bowel ischemia), arthralgia, myalgia, kidney involvement (microhematuria), and CNS 
involvement. 

  Lesions 
 The hallmark is palpable purpura, which describes palpable petechiae that present as bright 
red, well-demarcated macules and papules with a central, dot-like hemorrhage in contrast 
to petechiae due to coagulation defects or thrombocytopenia, which are strictly macular 
and, therefore, not palpable. Lesions are scattered, discrete or confluent, and are primarily 
localized to the lower legs and the ankles but may spread to the buttocks and arms. Stasis 
aggravates or precipitates lesions. Red, turning to purple and even black, the lesions do not 
blanch. In the case of massive inflammation, purpuric papules convert to hemorrhagic 
blisters, become necrotic, and even ulcerate.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on clinical appearance and histopathology. The differential includes 
thrombocytopenic purpura, exanthematous drug eruption in setting of thrombocytopenia, 
disseminated intravascular coagulation with purpura fulminans, septic vasculitis (rickettsial 
spotted fevers), septic emboli (infective endocarditis), bacteremia [disseminated gonococcal 
infection, meningococcemia (acute/chronic)], pigmented purpura, and other noninfectious 
vasculitides.  

  MANAGEMENT 
 Give antibiotics for patients in whom vasculitis follows bacterial infection. Use prednisone 
for patients with moderate-to-severe disease, in combination with cytotoxic immunosup-
pressants (cyclophosphamide, azathioprine), or cyclosporine and intravenous immunoglob-
ulin for severe disease.   
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  HYPOPIGMENTATION 

 Postinflammatory hypomelanosis is always related to loss of melanin. 

  CLINICAL MANIFESTATIONS 
 Hypopigmentation is common after atopic dermatitis, psoriasis, guttate parapsoriasis, and 
pityriasis lichenoides chronica. It is a special feature of pityriasis versicolor in which the 
hypopigmentation may also remain for weeks after the active infection has disappeared. 
Hypopigmentation may also be present in cutaneous lupus erythematosus, alopecia mucinosa, 
mycosis fungoides, lichen striatus, seborrheic dermatitis, and leprosy. Hypopigmentation may 
also follow dermabrasion, chemical peels, and intralesional injections of glucocorticoids. 

  Lesions 
 Macular regions of depigmentation correspond to antecedent eruption or area of injury. 
Fine scale is often present.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes pityriasis versicolor, sarcoidosis, sclero-
derma, lupus, mycosis fungoides, and treponematosis, onchocerciasis, leishmaniasis, leprosy, 
and drug reactions.  

  MANAGEMENT 
 Depending on the associated disorder, postinflammatory hypomelanosis may respond to 
oral photochemotherapy. Hypopigmentation secondary to glucocorticoid injection resolves 
spontaneously as does hypopigmentation after pityriasis alba.   
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  EXANTHEM SUBITUM (ROSEOLA) 

 Primary human herpesvirus-6 (HHV-6) and HHV-7 infections cause exanthema subitum 
(roseola infantum), characterized by high fever in a healthy infant and defervescence in 
three days followed by sudden appearance of an exanthem. 

  CLINICAL MANIFESTATIONS 
 There is a prodrome of high fever, in an otherwise remarkably well infant, ranging from 
38.9°–40.6°C that remains consistently high, with morning remission, until the fourth day, 
when it falls precipitously to normal, coincident with the appearance of rash. 

  Lesions 
 The exanthema consists of small, blanchable, pink macules and papules on the neck and 
trunk, 1–5 mm in diameter, that may remain discrete or become confluent. Distribution: 
trunk and neck.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is usually made on clinical findings.  

  MANAGEMENT 
 Exanthem subitum is self-limited with rare sequelae and generally no treatment is required. 
In the immunosuppressed patient, consider giving antivirals.   

(Courtesy of Karen Wiss, MD.)
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  IRRITANT CONTACT DERMATITIS (ICD) 

 ICD is caused by chemical irritants and occurs after single or chronic exposure; it is 
concentration dependent and occurs whenever exposure reaches a certain threshold. 
Allergic contact dermatitis, in contrast, is sensitization-dependent. ICD is most commonly 
occupational, though exposure can occur anywhere. The most common agents are abrasives, 
cleaning agents, oxidizing agents, reducing agents, plant and animal enzymes, dessicants, 
dust, soil, and excessive water. 

  CLINICAL MANIFESTATIONS 
 ICD is localized to exposed area and burning; stinging and itching occur seconds to hours 
after exposure. Severe irritants cause reaction after short exposure, yet most cases are from 
chronic cumulative exposure. 

  Lesions 
 Sharply marginated, nonspreading erythema and superficial edema correspond to exposure. 
Vesicles and blisters may occur and evolve to erosions or frank necrosis in severe cases. 
The pattern of the lesion is often bizarre or linear (“an outside job”) relating to the contact 
pattern. Lesions last days to weeks in acute ICD. In chronic ICD, erythema, itching, and 
burning lead to chronic rubbing and hyperkeratotic skin with scales, diffuse margins and 
lichenification (months to years).   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is by history and clinical exam. The most important differential diagnosis is 
allergic contact dermatitis. On the palms and soles, the differential includes palmoplantar 
psoriasis; in exposed sites, photoallergic contact dermatitis.  

  MANAGEMENT 
 Identify and remove the offending agent, then use wet dressings with Burow’s solution, 
changed every 2–3 hours. Drain larger vesicles, but do not remove tops. Advise patients on 
preventing exposure with protective clothing, barrier creams, and occupational change. 
Treat lesions with topical glucocorticoids (betamethasone dipropionate or clobetasol pro-
pionate), and adequate lubrication, the latter of which must continue as healing progresses 
and glucocorticoids are gradually discontinued.   
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  EXFOLIATIVE ERYTHRODERMA SYNDROME 

 Exfoliative erythroderma is a serious, at times life-threatening, reaction pattern character-
ized by uniform redness, infiltration, and scaling. Usually occurring in those over 50 years 
of age; in children, it usually results from atopic dermatitis, pityriasis rubra pilaris, or 
atopic dermatitis. Men are affected more often than women. 

  CLINICAL MANIFESTATIONS 
 Exfoliative erythroderma is associated with fever, malaise, shivers, and generalized lymph-
adenopathy. There are two stages, acute and chronic, which merge into the other. The acute 
phase may develop rapidly, as usually in a drug reaction, lymphoma, eczema, or psoriasis. 
At this early acute stage it is still possible to identify the preexisting dermatosis. There is 
fever, pruritus, fatigue, weakness, anorexia, weight loss, malaise, feeling cold, and shivers. 

  Lesions 
 Skin is red, thickened, and scaly, and dermatitis is uniform involving the entire body surface, 
except for pityriasis rubra pilaris, where sharply defined areas of normal skin are spared. 
Thickening leads to exaggerated skin folds and there may be fine and brawny scaling that is 
barely perceptible or large, up to 0.5 cm, and lamellar. Palms and soles are usually involved, 
with massive hyperkeratosis and deep fissures in pityriasis rubra pilaris, Sézary syndrome, 
and psoriasis. There may be loss of scalp and body hair, and the nails become thickened and 
separated from the nail bed (onycholysis). Hyper or hypopigmentation may occur especially 
in darker skinned patients.   

  DIAGNOSIS 
 Diagnosis is not easy, and the history of the preexisting dermatosis may be the only clue.  

  MANAGEMENT 
 Despite treatment, patients may succumb to infections or, if they have cardiac problems, to 
cardiac failure (“high-output” failure), or to the effects of prolonged glucocorticoid therapy. 
The patient should be hospitalized in a single room, kept warm, and given topical water 
baths with added bath oils, followed by application of bland emollients. Systemic oral 
glucocorticoids induce remission but should not be used for maintenance. Provide support-
ive care and systemic and topical therapy as required by underlying condition.   
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  POLYMORPHOUS LIGHT ERUPTION (PMLE) 

 PMLE is a term that describes a group of heterogeneous, idiopathic, acquired, acute recur-
rent eruptions that is a delayed reaction to UV radiation. PMLE is the most common 
photodermatitis with a usual onset in the third decade. It is more common in women than 
in men and in lighter-skinned individuals. In American Indians (North and South America) 
there is a hereditary type called actinic prurigo. 

  CLINICAL MANIFESTATIONS 
 Lesions occur in early spring and summer, and include erythematous macules, papules, 
plaques, and vesicles. However, in each patient the eruption is consistently only of one type, 
most frequently papular or papulovesicular. PMLE most often appears within hours of 
exposure and lasts for 7–10 days. Not infrequently, by the end of the summer, the eruptions 
no longer recur, suggesting a “hardening.” Symptoms are pruritus (may precede the onset 
of the rash) and paresthesia (tingling). 

  Lesions 
 The papular and papulovesicular types are the most frequent. Far less common are plaques 
or urticarial plaques. The lesions are pink to red. The eruption often spares habitually 
exposed areas (face and neck) and appears most frequently on the forearms, V area of the 
neck, arms, and chest. Lesions may also occur on the face, if there has not been previous 
exposure to the sun.   

  DIAGNOSIS 
 Diagnosis is made when there is delayed onset of eruption, characteristic morphology, 
histopathologic changes that rule out lupus erythematosus, and the history of disappear-
ance of the eruption in days. In plaque-type PMLE, a biopsy and immunofluorescence 
studies are mandatory to rule out lupus. Photo-testing is done with both UVB and UVA. 
Test sites are exposed daily with UVB and UVA for 1 week to 10 days, using increments 
of the UV dose. In more than 50% of patients, a PMLE-like eruption occurs in the test sites, 
confirming the diagnosis. The eruption in the test site mimics the type of PMLE in that 
particular patient.  

  MANAGEMENT 
 Sunblocks, even the potent UVAUVB sunscreens, are not always effective but should 
always be tried first. Systemic β-carotene, 60 mg three times a day for 2 weeks, before 
exposure may also prevent eruptions as can oral prednisone 20 mg/day given 2 days before 
and 2 days during exposure. Intramuscular triamcinolone acetonide, 40 mg, will suppress 
an eruption when administered a few days before exposure.   

Wolff_Card_101-150.indd   129 8/7/13   10:40 AM



129

Wolff_Card_101-150.indd   129 8/7/13   10:40 AM



129

  DISSEMINATED INTRAVASCULAR COAGULATION 

 Disseminated intravascular coagulation is a widespread blood clotting disorder occurring 
within blood vessels that is associated with a wide range of clinical circumstances: bacterial 
sepsis, obstetric complications, disseminated malignancy, or massive trauma. 

  CLINICAL MANIFESTATIONS 
 Clinical symptoms associated with DIC range from relatively mild and subclinical to 
explosive and life-threatening. Symptoms develop over hours to days with fever, chills, 
tachycardia with or without signs of shock. There may also be hemorrhage from multiple 
cutaneous sites, i.e., surgical incisions, venipuncture, or catheter sites. Hemorrhage from 
gingiva may also occur. 

  Lesions 
 Infarction (purpura fulminans) or massive ecchymoses occur with sharp, irregular 
(“geographic”) borders with deep purple to blue color and erythematous halo and may 
evolve to hemorrhagic bullae or blue to black gangrene. Often there are multiple lesions that 
are symmetric on the distal extremities, areas of pressure, lips, ears, nose, or trunk. Peripheral 
acrocyanosis may be followed by gangrene on hands, feet, and tip of nose, with subsequent 
autoamputation.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by coagulation studies. Differential diagnosis of large 
cutaneous infarctions includes necrosis after initiation of warfarin therapy, heparin necrosis, 
calciphylaxis, and atheroembolization.  

  MANAGEMENT 
 Give systemic antimicrobials for infections. Control bleeding or thrombosis with heparin, 
pentoxifylline, and protein C concentrate, and provide supportive care.   
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  LENTIGO MALIGNA MELANOMA (LMM) 

 LMM is the least common (<5%) melanoma in light-skinned individuals and occurs in older 
persons (median age of onset 65 years) on the most sun-exposed areas—the face and fore-
arms. LMM always starts as lentigo maligna (LM), a macular intraepidermal neoplasm, 
making LM not a precursor but an evolving lesion of melanoma. Papular and nodular 
lesions signal a switch from radial to vertical growth, reflecting an invasion to the dermis. 

  CLINICAL MANIFESTATIONS 
 LMM very slowly evolves from LM over a period of several years, sometimes up to 20 years. 
There is practically always a background of dermatoheliosis. 

  Lesions 
  LM   is a uniformly flat, macule, 0.5 cm to 20 cm that is usually well defined but may have 
blurred or highly irregular borders, often with a notch; “geographic” shape with inlets and 
peninsulas. Early lesions are tan; advanced lesions are brown and black (speckled), stain-
like haphazard networks of black on a background of brown with no hues of red and blue.   
  Lentigo maligna melanoma   LMM appears as LM but with variegated red, white, and blue 
hues and papules, plaques, or nodules. Rarely, LMM may be nonpigmented, skin-colored, 
and patchy red and diagnosable only with biopsy.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically with dermoscopy and confirmed histologically. Differential 
includes seborrheic keratosis, which is differentiated by scaling upon excoriation, and solar 
lentigo, which does not have the same intensity or variegation of brown, dark brown, and 
black hues seen in LM.  

  MANAGEMENT 
 Treat early lesions with imiquimod. Excise advanced lesions down to the fascia with 1-cm 
margins beyond the clinically visible lesion or biopsy scar, unless eyelids or major organs are 
involved, in which case smaller margins are acceptable. Use a Woods lamp and dermoscopy 
to define lesion boarders. Biopsy sentinel nodes if the lesion is >1 mm thick. Use skin flaps 
or grafts for closure and repair. After removal of all detectable tumors, consider adjuvant 
therapy depending upon staging.   
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  SEPSIS 

 Sepsis is a whole-body response to infection and can be complicated by multiple organ 
failure. 

  CLINICAL MANIFESTATIONS 
 Patients usually have fever or hypothermia, tachypnea, and tachycardia. 

  Lesions 
  Erythroderma   suggests staphylococcal or streptococcal toxic shock syndrome; patients are 
usually young and otherwise healthy.     Pustules,   particularly in the neonate or immunocom-
promised, suggest fungal infection, particularly with  Candida spp . Pustules due to dissemi-
nated gonococcemia are acrally located, typically tender and gray, hemorrhagic, or black, 
and are most commonly seen in the otherwise healthy adolescent or young adult. Pustules 
may also be secondary to local inoculation, as in the case of staphylococcal sepsis.     Purpura  
 may be caused by vasculitis and is sometimes prominent in the nail fold small capillaries, 
especially in those with thrombocytopenia (most commonly patients undergoing bone 
marrow transplantation). In the immunocompromised, opportunistic fungal infection often 
presents as erythematous papules, petechiae, or pustules that progress to purpura. Severe 
meningococcemia can also cause purpura fulminans.     Cellulitis   is an intense local inflamma-
tion; blood cultures are rarely positive and the infectious agent is usually bacterial.   
  Necrotizing fasciitis   can be associated with positive blood cultures later in the course of the 
disease due to hematogenous seeding.     Ecthyma gangrenosum   begins as an erythematous 
papule that expands to a necrotic bulla often between the umbilicus and the knees, and 
usually represents cutaneous seeding of bacteria (other organisms have been reported), 
almost always in neutropenic patients, often in association with an underlying malignancy.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically. There may be elevated white blood cells, CRP, and procalci-
tonin. The differential includes cutaneous infections, drug reactions, cutaneous lymphoma, 
psoriasis, contact dermatitis, trauma, thrombocytopenic purpura, cryoglobinemia, and stasis 
dermatitis.  

  MANAGEMENT 
 Admit patient to ICU if they are not already there, and give appropriate antimicrobials, 
chosen empirically or on the basis of the culture within an hour of diagnosis. Reevaluate 
choice of antimicrobial daily to minimize toxicity and maximize efficacy. Administration of 
activated drotrecogin has been shown to reduce mortality in severe sepsis. Provide supportive 
care to preserve organ function.   
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  DRUG INDUCED RASH (ADVERSE CUTANEOUS 
DRUG REACTION [ACDR]) 

 Exanthematous drug reactions are the most common type of ACDR. Certain drugs have a 
high probability of reaction, including penicillin and related antibiotics, carbamazepine, 
allopurinol, and gold salts. Others have medium probability: sulfonamides (bacteriostatic, 
antidiabetic, and diuretic), nonsteroidal anti-inflammatory drugs (NSAIDs), hydantoin 
derivatives, isoniazid, chloramphenicol, erythromycin, and streptomycin. Low probability 
includes barbiturates, benzodiazepines, phenothiazines, and tetracyclines. 

  CLINICAL MANIFESTATIONS 
 Sensitization occurs during drug administration between the first day and the 3 weeks after 
initiation with peak incidence at the ninth day. Penicillin reactions may occur as long as two 
weeks after the drug is discontinued. Patients with prior history of exanthematous drug 
eruptions will most likely develop a similar reaction if given the same drug and then the 
eruption begins 2–3 days after treatment. The rash is usually quite pruritic, and pain 
suggests a more serious reaction. Fever and chills are often present. 

  Lesions 
 A symmetric rash occurs on trunk and extremities and may include palms, soles, and oral 
cavity. The rash has a similar appearance to viral exanthems such as measles. Macules 
and/or papules are a few millimeters to 1 cm in size that are bright red to tan and purple. 
Lesions become confluent forming large macules, polycyclic/gyrate erythema, reticular 
eruptions, sheet-like erythema, erythroderma, and purpura in lower legs. In those with 
thrombocytopenia, exanthematous eruptions can mimic vasculitis. Scaling and/or desqua-
mation may occur with healing.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential diagnosis includes all exanthematous eruptions 
including viral infections, secondary syphilis, atypical pityriasis rosea, and early wide-
spread allergic contact dermatitis.  

  MANAGEMENT 
 The definitive step is identification and discontinuation of the offending drug. Use oral 
antihistamines for pruritus. Potent topical glucocorticoids may help speed resolution of 
eruption. If the offending drug cannot be substituted or omitted, systemic glucocorticoids 
can be administered to treat the ACDR. Patients must be aware of their specific drug hyper-
sensitivity and that other drugs of the same class can cross-react. Wearing a medical alert 
bracelet is advised.   
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  TOXIC EPIDERMAL NECROLYSIS (TEN) 

 Stevens Johnson syndrome (SJS) and TEN are both acute life-threatening mucocutaneous 
reactions characterized by extensive necrosis and detachment of the epidermis. SJS and TEN 
are variants of the same idiopathic or drug-induced disease and differ only in the percentage 
of body surface involved. 

  CLINICAL MANIFESTATIONS 
 The time from first drug exposure to onset of symptoms is 1–3 weeks, though this occurs 
more commonly with rechallenge. A prodrome of fever, malaise, and arthralgia often 
occurs 1–3 days prior to eruption. Impaired alimentation, photophobia, painful micturition, 
and anxiety may occur. 

  Lesions 
 There is mild-to-moderate skin tenderness, conjunctival burning or itching, then skin pain, 
burning sensation, tenderness, and paresthesia. Mouth lesions are painful, tender. The pro-
dromal rash is morbilliform and can be targetoid with or without purpura. Lesions rapidly 
become confluent; alternatively, there may be no individual lesions, but rather diffuse 
erythema and no rash. As the rash progresses, it becomes necrotic with crinkled macules 
that enlarge and coalesce. This is followed by sheet-like loss of epidermis and raised 
flaccid blisters that spread with lateral pressure (Nikolsky sign) on erythematous areas. 
With trauma, full-thickness epidermal detachment yields exposed, red, oozing dermis 
resembling a second-degree thermal burn. Lips, buccal mucosa, conjunctiva, genital, and 
anal skin are invariably involved. Eyes have conjunctival lesions including hyperemia, 
pseudomembrane formation; keratitis, corneal erosions; and later synechiae between eye-
lids and bulbar conjunctiva.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The differential includes drug eruptions, erythema multiforme, scarlet fever, phototoxic 
eruptions, toxic shock syndrome, graft-versus-host disease, thermal burns, phototoxic 
reactions, staphylococcal scalded-skin syndrome (in young children, rare in adults), fixed 
drug eruption, and exfoliative dermatitis.  

  MANAGEMENT 
 Early diagnosis and withdrawal of suspected drug(s) are very important. Patients are best 
cared for in an intermediate or intensive care unit. Manage replacement of IV fluids and 
electrolytes as for patient with extensive a third-degree thermal burn. However, less fluid is 
usually required as for thermal burn of similar extent. Systemic glucocorticoids early in the 
disease and in high doses are helpful in reducing morbidity or mortality. Late in the disease 
they are contraindicated. High dose IV immunoglobulins in early disease hold progression. 
Surgical debridement is not recommended. 

 Eye lesions should be treated early with erythromycin ointment.   
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  ERYSIPELAS 

 Erysipelas is a variant of cellulitis involving cutaneous lymphatics, usually caused by beta-
hemolytic streptococci. The infection is acute affecting dermal and subcutaneous tissues. The 
portal of entry is usually apparent, and the infection spreads rapidly along superficial cutane-
ous lymphatic vessels. Risk factors include host defense defects, diabetes mellitus, drug and 
alcohol abuse, cancer and cancer chemotherapy, chronic lymphedema, and previous episodes 
of cellulitis/erysipelas. 

  CLINICAL MANIFESTATIONS 
 Fever, chills can develop rapidly, before cellulitis is apparent clinically. Higher fever 
(38.5°C) and chills are usually associated with group A streptococcal infection. Lymph 
nodes can be enlarged and tender, regionally. 

  Lesions 
 A red, hot, edematous, shiny plaque originating at portal of entry enlarges with proximal 
extension and has sharply defined borders that are irregular and slightly elevated. Vesicles, 
bullae, erosions, abscesses, hemorrhage, and necrosis may form in plaque. Lesions are 
tender and painful.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical based on lesion morphology and patient history and confirmed by 
culture as needed. If necrotizing fasciitis is suspected, obtain deep biopsy and frozen-section 
histopathology. Differential includes early contact dermatitis, urticaria, insect bite, fixed drug 
eruption, erythema nodosum, acute gout, and erythema migrans. If necrosis is present, con-
sider vascular disease, calciphylaxis, warfarin necrosis, traumatic injury, cryoglobulinemia, 
fixed drug eruption, pyoderma gangrenosum, and brown recluse spider bite.  

  MANAGEMENT 
 Treat erysipelas with high-dose antibiotics according to the type and sensitivity of microbe 
suspected or confirmed with culture.   
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  DERMATOFIBROMA 

 Dermatofibromas are a very common, button-like dermal nodule, usually occurring on the 
extremities. They are important only because of cosmetic appearance or possibly being 
mistaken malignancies when pigmented. 

  CLINICAL MANIFESTATIONS 
 Lesions arise gradually over several months and persist without further increase in size for 
years. They may also regress spontaneously. 

  Lesions 
 These are aysmptomatic nodules, 3–10 mm in diameter and variable in color. The nodule is 
domed but also sometimes depressed below surrounding skin. The surface may be dull, shiny, 
or scaly or crusted. Lateral compression produces a “dimple,” that rarely may be tender.   

  DIAGNOSIS 
 Diagnosis is clinical.  

  MANAGEMENT 
 Treatment is not necessary and excision produces scarring. Cryosurgery with cotton tip 
applicator produces a more acceptable scar, but usually has to be repeated.   
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  TELOGEN EFFLUVIUM 

 Telogen effluvium is the transient increased shedding of normal club hairs from resting scalp 
follicles, and is secondary to an accelerated shift of anagen (growth phase) into catagen and 
telogen (resting phase). This is a reaction to a variety of physical and mental stressors includ-
ing endocrine and nutritional changes, physical illness, trauma, acute psychological stress, 
heavy metal poisoning, inflammatory scalp disease, and drug reactions. 

  CLINICAL MANIFESTATIONS 
 There is increased daily hair loss and, if severe, diffuse thinning of scalp hair. Most 
individuals are anxious, fearing baldness. No abnormalities of the scalp are detected. 
Diffuse shedding of the scalp hair is seen and a gentle hair pull gathers several to many 
club or telogen hairs.  

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made on history, clinical findings, hair pull, and possible biopsy, excluding other 
causes.   The differential includes diffuse-pattern alopecia areata, loose anagen syndrome, 
hyperthyroidism, hypothyroidism, lupus, secondary syphilis, and drug-induced alopecia. 

 In postpartum TE, if hair loss is severe and recurs after successive pregnancies, regrowth 
may never be complete. TE may continue for up to a year after the precipitating cause.  

  MANAGEMENT 
 Complete regrowth of hair is the rule and no intervention is needed or required. The patient 
should be reassured that the process is part of a normal cycle of hair growth.   

Wolff_Card_101-150.indd   137 8/7/13   10:41 AM



137

W
olff_C

ard_101-150.indd   137
8/7/13   10:41 A

M



137

  EPIDERMOLYTIC HYPERKERATOSIS 

 Epidermolytic hyperkeratosis is an autosomal dominant mutation of the genes that encode 
epidermal differentiation keratins, keratin 1 and 10. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Epidermolytic hyperkeratosis presents at or shortly after birth with blistering, generalized 
or localized, and with time, becomes keratotic and verrucous with continuing blisters. 
There is an associated unpleasant disorder like rancid butter. Secondary pyogenic infections 
occur. The shedding of hyperkeratotic masses results in circumscribed areas of normal-
appearing skin.   

  DIAGNOSIS 
 Diagnosis is based on family history and clinical appearance.  

  MANAGEMENT 
 Topical alpha-hydroxyacids, systemic acitretin or isotretinoin, initially lead to increased 
blister formation but later improve skin dramatically. Determine dose carefully, monitor 
side effects, and observe contraindications.   
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  CRYPTOCOCCOSIS 

 Cryptococcosis is a primary pulmonary infection that can disseminate to the meninges and 
the skin in the immunocompromised.  Cryptococcus neoformans  yeast, serotypes A, B, C, 
and D, is found in soil and bird droppings. 

  CLINICAL MANIFESTATIONS 
 Cutaneous lesions are usually asymptomatic. Headache and mental confusion are common. 

  Lesions 
 The lesions are papules or nodules with surrounding erythema that may break down and 
exude mucinous fluid. In HIV disease, lesions occur most commonly on face/scalp. There 
may be nodules/ulcers in the oral mucosa. Molluscum contagiosum-like lesions occur in 
HIV disease.    Acneiform   Cryptococcal cellulitis mimics bacterial cellulitis with a red, hot, 
tender, edematous area on the extremity and possibly multiple noncontiguous sites.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by history and clinical exam, confirmed by skin biopsy and culture. The 
differential includes molluscum contagiosum, disseminated histoplasmosis, acne, and 
sarcoidosis.  

  MANAGEMENT 
 Prescribe amphotericin B for acute treatment and lifelong prophylaxis with fluconazole, 
which reduces the relapse rate to 4–8%.   

(Courtesy of Loïc Vallant, MD.)
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  CUTANEOUS LARVA MIGRANS 

 Cutaneous larva migrans is the cutaneous infestation of hookworm larvae that penetrate 
human skin. Humans are aberrant, dead-end hosts who acquire the parasite from environ-
ment contaminated with animal feces. Larvae penetrate human skin, migrating up to sev-
eral centimeters a day. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Serpiginous, thin, linear, raised, tunnel-like lesions, 2–3 mm wide, containing serous fluid, 
may be single or multiple depending on the number of penetrating larvae. Larvae move a few 
to many millimeters daily, confined to an area several centimeters in diameter. Infestation 
most commonly occurs on the feet, lower legs, and buttocks. Larva currens (cutaneous stron-
gyloidiasis) is a distinctive form of larva migrans in which there are papules, urticaria, and 
papulovesicles at the site of larval penetration and intense pruritus.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is made clinically. The differential includes migratory lesions from other 
parasites, phytoallergic contact dermatitis, jelly fish sting, and epidermal dermatophytosis.  

  MANAGEMENT 
 Do NOT attempt removal of the parasite; by the time the lesion is visible, the parasite has 
already migrated further along the skin.       Topical agents   include thiabendazole, ivermectin, 
and albendazole.     Systemic agents   include oral thiabendazole (50 mg/kg per day in two doses 
for 2–5 days) oral ivermectin (6 mg twice daily), or albendazole (400 mg/day for 3 days).     
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  ERYTHEMA MULTIFORME SYNDROME 

 Erythema multiforme is a common reaction pattern of blood vessels in the dermis with 
secondary epidermal changes that manifest as erythematous iris-shaped papular and 
vesiculobullous lesions on the extremities (especially the palms and soles) and the mucous 
membranes. Erythema multiforme minor is a reaction to herpes simplex. Age of onset is 
usually less than 20 years of age and erythema multiforme is more frequent in men and 
boys than in women and girls. 

  CLINICAL MANIFESTATIONS 
 The course is benign and recurrences are frequent unless prevented by long-term medication 
against herpes simplex virus when this is the cause. Lesions evolve over several days and 
may be pruritic or painful, particularly in the oral cavity. In severe forms constitutional symp-
toms such as fever, weakness, and malaise occur. Recurrences are usually associated with an 
outbreak of herpes simplex preceding it by several days. Severe outbreaks (EM major) most 
often occur as drug reactions and always have mucous membrane involvement; severe, 
extensive, tendency to become confluent and bullous, positive Nikolsky sign in erythematous 
lesions. Systemic symptoms: fever, prostration. Cheilitis and stomatitis interfere with eating; 
vulvitis and balanitis with micturition. Conjunctivitis can lead to keratitis and ulceration; 
lesions also in pharynx and larynx. 

  Lesions 
 Lesions may develop over approximately 10 days, sometimes more, and begin as macules 
that evolve to 1- to 2-cm papules, which develop vesicles and bullae in the center. Dull red 
iris or targetoid lesions result and are typical. Lesions may be localized to the hands and 
face or generalized and are often symmetric and bilateral. Lesions also occur on the fore-
arms, elbows, knees, and genitalia. In the mouth, there may be erosions with fibrin mem-
branes; occasionally ulcerations.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical based on history and examination. The differential includes drug 
eruption, psoriasis, secondary syphilis, urticaria, and generalized Sweet syndrome. 
Mucous membrane lesions may present a difficult differential including bullous diseases, 
fixed drug eruption, acute lupus erythematosus, and primary herpetic gingivostomatitis.  

  MANAGEMENT 
 Oral valacyclovir or famciclovir may prevent development of recurrent EM. In severely ill 
patients, give systemic glucocorticoids (prednisone, 50–80 mg/d in divided doses, quickly 
tapered).   
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  LICHEN SIMPLEX CHRONICUS 

 Lichen simplex chronicus is a special localized form of lichenification, occurring in 
circumscribed plaques that results from repetitive rubbing and scratching. It occurs in 
individuals over 20 years of age, and is more frequent in women. This can last for decades 
if rubbing/scratching is not stopped. 

  CLINICAL MANIFESTATIONS 
 Skin becomes highly sensitive to touch and itch arises in response to minimal external 
stimuli. Symptoms consist of pruritus, often in paroxysms. The lichenified skin becomes a 
pleasure to scratch and rubbing becomes automatic and reflexive. 

  Lesions 
 A solid plaque of lichenification, arising from the confluence of small papules, is palpably 
thickened; skin markings (barely visible in normal skin) are accentuated and can be seen 
readily. Dull red, later brown or black, hyperpigmented excoriations may be seen, especially 
in those with heavily pigmented skin. Lesions may be isolated or in several plaques and 
occur in the nuchal area (women), scalp, ankles, lower legs, upper thighs, exterior forearms, 
vulva, pubis, anal area, scrotum, and groin. In black skin, lichenification may have a 
“follicular” pattern.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and differential includes chronic pruritic plaque of psoriasis vulgaris, 
early stages of mycosis fungoides, contact dermatitis, and epidermal dermatophytosis.  

  MANAGEMENT 
 Explain to the patient that rubbing and scratching must be stopped. Topical glucocorticoid 
preparations or tar preparations covered by occlusive dressings are effective for legs and 
arms. Glucocorticoid incorporated in adhesive plastic tape left for 24 hours is also effective. 
A gauze roll dressing impregnated with zinc oxide paste may be wrapped around a large 
lichenified area such as the calf (Unna boot) and left on for up to 1 week. Intralesional 
triamcinolone is often highly effective in smaller lesions (3 mg/mL; higher concentrations 
may cause atrophy). Oral hydroxyzine, 25–50 g at night, may be helpful.   
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  PERIORAL DERMATITIS 

 Perioral dermatitis affects girls and women predominantly and usually begins at 16–45 years, 
but may occur in children and elderly. The cause is unknown, though outbreaks are markedly 
aggravated by potent topical (fluorinated) glucocorticoids. 

  CLINICAL MANIFESTATIONS 
 Lesions last weeks to months and are often perceived as cosmetic disfigurement. There is 
occasional itching or burning, or feeling of tightness. 

  Lesions 
 Erythematous papulopustules, 1- to 2-mm on an erythematous background, and are irregu-
larly grouped and symmetric. Increase in number with central confluence and satellites; con-
fluent plaques may appear eczematous with tiny scales. There are no comedones. There may 
be a rim of sparing around the vermilion border of lips, and lesions may also occur in the 
nasolabial and periorbital areas.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes allergic contact dermatitis, atopic derma-
titis, seborrheic dermatitis, rosacea, acne vulgaris, and steroid acne.  

  MANAGEMENT 
     Topical   Metronidazole, 0.75% gel two times daily or 1% once daily; erythromycin, 2% gel 
applied twice daily; avoid glucocorticoids.  

  Systemic   Minocycline or doxycycline, 100 mg daily until clear, then 50 mg daily for 
another 2 months (caution, doxycycline is a photosensitizing drug). Tetracycline, 500 mg 
twice daily until clear, then 500 mg daily for 1 month, then 250 mg daily for an additional 
month.     
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  TINEA CAPITIS 

 Tinea is an infection of keratinaized cutaneous structures by a unique group of fungi called 
dermatophytes; arthrospores of these species can survive in skin scales for up to 12 months. 
Transmission is most often person to person, then from animals, and least commonly, from 
soil. Tinea capitis is dermatophytic infection of the scalp and hair that occurs primarily in 
children. 

  CLINICAL MANIFESTATIONS 
 Tinea capitis may present as noninflammatory scaling patches, scaling, and broken-off 
hairs, or severe, painful inflammation with painful, boggy nodules that drain pus (kerion) 
and result in scarring alopecia, especially if there is secondary infection. Hair regrowth 
generally occurs after treatment with antifungals. 

  Lesions 
  Noninflammatory scaling   appears as diffuse or circumscribed alopecia.     “Gray patch”  
 appears as partial alopecia, often circular in shape with fairly sharp margins and fine scale, 
showing numerous broken-off hairs, and a dull gray from coating of arthrospores. Small 
patches coalesce, forming larger patches.     “Black dot”   lesions are broken-off hairs near the 
scalp that give appearance of “dots” (swollen hair shafts) in dark-haired patients. The 
lesion tends to be diffuse and poorly circumscribed and low-grade folliculitis may be present.   
  Kerion   and     favus   are inflammatory masses characterized by boggy, purulent, inflamed 
nodules and plaques that are usually painful and drains pus from multiple openings, like 
honeycomb. Hairs do not break off but fall out and can be pulled without pain. Follicles 
may discharge pus; sinus formation; mycetoma-like grains. There is thick crusting with 
matting of adjacent hairs. A single plaque is usual, but multiple lesions may occur with 
involvement of entire scalp. Frequently, associated lymphadenopathy is present.    

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Use direct microscopy of hair shaft (collect by plucking) and scalp scales collected with a 
brush covered with a drop of potassium hydroxide (KOH) to show presence of fungal 
hyphae. The differential includes seborrheic dermatitis, psoriasis, atopic dermatitis, lichen 
simplex chronicus, alopecia areata, and chronic cutaneous lupus erythematosus, and in the 
case of kerion or favus, impetigo, ecthyma, and crusted scabies.  

  MANAGEMENT 
  Systemic 
 Terbinafine, 250-mg tablet, is an allylamine and is the most effective oral antidermophytic 
agent. Alternatives include itraconazole 100-mg capsules or oral solution (10 mg/mL), 
fluconazole 100-, 150-, 200-mg tablets, or oral suspension (10 or 40 mg/mL).    
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  ERYTHRASMA 

 Erythasma is caused by overgrowth of Corynebacterium minutissimum, gram-positive 
(diphtheroid) bacillus, a bacteria normally present on human skin. Overgrowth occurs in 
the context of a humid microclimate (occlusion, skin folds). 

  CLINICAL MANIFESTATIONS 
 Erythasma is asymptomatic except for subtle discoloration. 

  Lesions 
 Lesions are sharply marginated, symmetric patches that are tan or pinkish. There may be 
postinflammatory hyperpigmentation in darker-skinned individuals. In web spaces of feet, 
there may be maceration.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Wood lamp examination demonstrates corral-red fluorescence and direct microscopy of 
skin scrapings with potassium hydroxide (KOH) is negative for fungal microbes. The dif-
ferential includes intertriginous psoriasis, epidermal dermatophytosis, pityriasis versi-
color, and Hailey–Hailey disease.  

  MANAGEMENT 
 Instruct patients to wash area with benzoyl peroxide or sanitizing alcohol gel, and to keep 
the area dry in order to prevent recurrence.   

Wolff_Card_101-150.indd   145 8/7/13   10:41 AM



145

Wolff_Card_101-150.indd   145 8/7/13   10:41 AM



145

  LYMPHANGITIS 

 Lymphangitis is an inflammatory process involving the subcutaneous lymphatic channels, 
and is associated with bacterial, viral, and fungal infections. 

  CLINICAL MANIFESTATIONS 
 Site of entry is usually apparent and there is pain and/or erythema nearby. 

  Lesions 
 Red linear streaks and palpable lymphatic cords, up to several centimeters in width, extend 
from the local lesion toward the regional lymph nodes, which are usually enlarged and 
tender.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The combination of an acute peripheral lesion with proximal tender/painful red linear 
streaks leading toward regional lymph nodes is diagnostic. Microbial agent should be 
identified from the portal of entry if possible.  

  MANAGEMENT 
 Treat lymphangitis with systemic antimicrobial depending on causative organism.   
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  RAYNAUD PHENOMENON 

 Raynaud phenomenon is digital ischemia that occurs on exposure to cold and/or as a result 
of emotional stress. It may occur in people using vibratory tools, such as construction 
workers, meat cutters, typists, and pianists. In primary Raynaud phenomenon, no etiology 
is found, whereas in secondary Raynaud phenomenon, there is an underlying disease as the 
cause. Causes of secondary Raynaud phenomenon include connective tissue diseases (such 
as scleroderma, lupus, dermatomyositis, vasculitis), atherosclerosis, thromboembolism, 
drugs and toxins including β-adrenergic blockers, ergotamines, and bleomycin, carpal 
tunnel syndrome, vibration injuries, cryoproteinemia, and cold agglutinins. 

  CLINICAL MANIFESTATIONS 
 There is blanching or cyanosis of the fingers or toes, extending from the tip to various 
levels of the digits. The finger distal to the line of ischemia is white or blue and cold; the 
proximal skin is pink and warm. When the digits are rewarmed, the blanching may be 
replaced by cyanosis because of slow blood flow; at the end of the attack, the normal color 
or a red color reflects the reactive hyperemic phase. Patients often have a persistent vaso-
spasm rather than episodic attacks. Skin changes include trophic changes with development 
of taut, atrophic skin, pterygium, and clubbing and shortening of the terminal phalanges. 
Acrogangrene is rare overall, but common in Raynaud phenomenon that is secondary to 
scleroderma; in this case sequestration of the terminal phalanges or the development of 
gangrene may lead to autoamputation of the fingertips.  

  DIAGNOSIS 
 Diagnosis is clinical and the most important element is identification of any secondary 
causes, particularly scleroderma.  

  MANAGEMENT 
 Calcium channel blockers, anti-adrenergic drugs, IV prostacyclin, bosentan (an endothelin 
receptor antagonist), and local botox injections are all helpful in preventing episodes.   
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  X-LINKED ICHTHYOSIS 

 X-linked ichthyosis is an X-linked recessive disease causing steroid sulfatase deficiency 
in boys and resulting in retention hyperkeratosis associated with normal epidermal pro-
liferation. Onset is soon after birth. 

  CLINICAL MANIFESTATIONS 
 Cryptoorchidism occurs in 20% of those with the disease. There is no improvement with 
age and the disease usually worsens in temperate climates and in winter season. 

  Lesions 
 Large adherent scales that appear brown or dirty are most pronounced on posterior neck, 
extensor arms, antecubital and popliteal fossae, and trunk. There is an absence of palm/sole 
and face involvement. In the eye there are comma-shaped stromal corneal opacities in 50% 
of adult males, which are asymptomatic; these are also present in some female carriers.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is by family history and clinical findings; prenatal diagnosis via amniocentesis 
and chorionic villus sampling is possible. The differential includes all forms of ichthyosis, 
syndromic ichthyoses.  

  MANAGEMENT 
 Management is through hydration, which is best accomplished by immersion in a bath 
followed by the application of petrolatum. Urea-containing creams bind water in the stra-
tum corneum. Propylene glycol (44–60% in water), 6% salicylic acid in propylene glycol 
and alcohol under plastic occlusion, is also effective hydration (beware of hypersalicilism). 
Hydroxy acids (lactic acid and glycoli acid) control scaling, and urea-containing preparations 
(2–10%) are effective. Retinoids isotretinoin and acitretin are very effective, but careful 
monitoring for toxicity is required. Only severe cases may require intermittent therapy.   
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  PYOGENIC GRANULOMA 

 Pyogenic granuloma is a very common rapidly developing vascular lesion usually following 
minor trauma. 

  CLINICAL MANIFESTATIONS 
 Pyogenic granuloma is an eroded vascular nodule that bleeds spontaneously or after minor 
trauma. The lesion has a smooth surface, with or without crusts, with or without erosion. It 
appears as a bright red, dusky red, violaceous, or brown-black papule with a collar of hyper-
plastic epidermis at the base, and occurs on the fingers, lips, mouth, trunk, and toes.  

  DIAGNOSIS 
 Diagnosis is clinical and amelanocytic nodular carcinoma must be ruled out.  

  MANAGEMENT 
 Treatment is surgical excision or curettage with electrodesiccation at the base.   
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  DYSPLASTIC MELANOCYTIC NEVUS 

 Dysplastic nevi (DN) are a special type of acquired, circumscribed, pigmented lesions that 
represent disordered proliferations of variably atypical melanocytes and are potential pre-
cursors of superficial spreading melanoma. They arise de novo or as part of a compound 
melanocytic nevus, and are clinically distinctive from common acquired nevi: larger and 
more variegated in color, asymmetric in outline, irregular borders; they also have charac-
teristic histologic features. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Lesions usually arise later in childhood than common acquired nevomelanocytic nevi 
(NMN), which first appear in late childhood, just before puberty. New lesions continue to 
develop over many years. Whereas common nevomelanocytic nevi (moles) are usually in a 
roughly comparable stage of development in a given body region (e.g., junctional, 
compound, dermal), DN appear “out of step,” for example, there may be a mix of large and 
small, flat and raised, tan, and very dark lesions.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by clinical recognition of typical distinctive lesions and confirmed with 
dermoscopy. Siblings, children, and parents should also be examined for DN once the 
diagnosis is established in a family member. The differential includes congenital nevome-
lanocytic nevi, common acquired nevomelanocytic nevi (moles), superficial spreading 
malignant melanoma, melanoma in situ, lentigo maligna, Spitz nevus, and pigmented basal 
cell carcinoma.  

  MANAGEMENT 
 DN should be excised surgically with narrow margins. Laser or other types of physical 
destruction should never be used because they do not permit histopathologic verification of 
diagnosis. Patients with DN in the familial melanoma setting need to be followed carefully 
and photographic follow-up is important. Digital dermoscopy is most reliable and patients 
should be educated on the different appearances of DN, malignant melanoma, and com-
mon acquired NMN. Instruct patients not to sunbathe or use tanning salons and to use 
sunscreens when outdoors.   
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  ALOPECIA AREATA 

 Alopecia areata is the localized loss of hair in round or oval areas with no apparent 
inflammation of the skin. It is nonscarring and leaves the hair follicle intact, so regrowth 
is possible. Alopecia areata may be associated with autoimmune diseases. Age of onset is 
in early adulthood, though it can occur at any age. 

  CLINICAL MANIFESTATIONS 
 Hair loss is gradual and patches of hair loss can be stable and often show spontaneous 
regrowth over a period of several months; new patches may appear while others resolve. 
Patients are usually very concerned about hair loss and potential for continued, progressive 
balding. There may be minimal erythema in area of hair loss. 

  Lesions 
 “Exclamation mark” hairs are seen at the margins of hair loss areas and are diagnostic. 
These are broken-off stubby hairs (distal ends are broader than proximal ends). Alopecia 
may occur in scattered discrete areas or be confluent with total loss of scalp hair, or gener-
alized loss of body hair (including vellus hair). Diffuse alopecia areata of scalp gives the 
appearance of thinned hair and can be difficult to differentiate from pattern hair loss of 
telogen effluvium, or hair loss with thyroid disease. As the hair regrows, new hairs are fine, 
often white or gray.   

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical with laboratory findings used to rule out lupus, syphilis, and tinea 
capitis. The differential includes white-patch tinea capitis, trichotillomania, early scarring 
alopecia, pattern hair loss, and secondary syphilis (alopecia areolaris) (“moth-eaten” 
appearance in beard or scalp).  

  MANAGEMENT 
 Treatment is directed at inflammatory infiltrate and growth inhibitor factors produced by 
inflammation, though no curative treatment is currently available. In many cases, the most 
important factor in management of the patient is psychological support from the dermatolo-
gist, family, and support groups. Topical glucocorticoids are usually not effective, though 
intralesional glucocorticoids are very effective temporarily and systemic glucocorticoids 
may induce regrowth, but this is temporary and the drug has long-term risks.   
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    ROSACEA 

 Rosacea is a relatively common (10% of fair-skinned people) chronic inflammatory acne-
iform disorder coupled with increased reactivity of capillaries leading to flushing and tel-
angiectasia. The age of onset is 30–50 years, and women are affected more often. Three 
stages follow a pattern of “flushing and blushing”: Stage I: persistent erythema and telan-
giectases; Stage II: persistent erythema, telangiectases, papules, and pustules; and Stage 
III: persistent deep erythema, dense telangiectases, papules, pustules, and nodules; rarely 
persistent “solid” edema of the central part of the face. Progression from one stage to 
another does not always occur, stages may overlap, and the course may begin with Stage II. 

  CLINICAL MANIFESTATIONS 
 There is usually a history of flushing in response to heat stimuli in the mouth (hot liquids), 
spicy foods, alcohol, and sun exposure. Patients often have concerns about their appear-
ance, which is sometimes mistaken as a sign of alcoholism. 

  Lesions 
 A pathognomonic flushing “red face,” with or without papules and papulopustules 
(2–3 mm), occurs. Pustules are often ≤1 mm on the apex of papules, and there are no com-
edones. Red facies and dusky-red papules and nodules are scattered, discrete lesions with 
telangiectases. In chronic cases, a sebaceous hyperplasia and lymphedema cause disfigure-
ment of the nose, forehead, eyelids, ears, and chin. Lesions are symmetrically localized on 
face and, rarely, on the neck, chest (V-shaped area), back, and scalp. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is clinical and the differential includes acne, perioral dermatitis, S. aureus, 
folliculitis, seborrheic dermatitis, overuse of topical glucocorticoids, lupus, and 
dermatomyositis. 

   MANAGEMENT 
 Use metronidazole gel or cream, 0.75% or 1%, once or twice daily, or sodium sulfaceta-
mide, sulfur lotions 10% and 5%. Topical antibiotics (e.g., erythromycin gel) are less effec-
tive than oral antibiotics, which include minocycline or doxycycline, 50–100 mg once or 
twice daily or metronidazole 500 mg twice daily. Less effective but also useful is tetracy-
cline, 1–1.5 g/d in divided doses until clear; then gradually reduce to once-daily doses of 
250–500 mg. After clearing, a maintenance dose of 50 mg minocycline or doxycycline 
50 mg/daily of 50 mg on alternate days or 250–500 g tetracycline is effective. For those 
with refractory disease, a low-dose regimen of isotretinoin, 0.1–0.5 mg/kg body weight per 
day po is effective in most patients, but occasionally 1 mg/kg may be required. Rhinophyma 
and telangiectasia of chronic disease respond well to surgery or laser surgery. 
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    KELOIDS 

 Keloids and hypertrophic scars are exuberant fibrous repair tissues after a cutaneous injury. 
Keloids extend beyond the site of injury, often with claw-like extensions, whereas hyper-
trophic scars remain confined to the site of original injury. Keloids may be cosmetically 
very unsightly and pose a serious problem for the patient if the lesion is large and on the 
ear or face or over a joint. Onset is usually in the third decade, though keloids can occur at 
any age. They are much more common in darker-skinned individuals and people with 
blood group A. 

  CLINICAL MANIFESTATIONS 
 Keloids are usually asymptomatic, though they may be pruritic or painful if touched. 

  Lesions 
 Lesions are papules to nodules to large tuberous lesions. Most often they are skin colored, 
but may also be bright red or bluish, firm to hard with a smooth surface. They may be linear 
after traumatic or surgical injury or oval or round. Lesions are most often found on the 
earlobes, shoulders, upper back, and chest. Spontaneous keloids arise de novo without 
trauma or surgery, and usually occur on the chest. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and biopsy is not warranted unless there is clinical doubt, because 
this may induce new hypertrophic scarring. The differential includes dermatofibroma, 
dermatofibrosarcoma protuberans, desmoid tumor, scar with sarcoidosis, and foreign-body 
granuloma. 

   MANAGEMENT 
 Management is challenging as no treatment is highly effective. Intralesional injection of 
triamcinolone (10–40 mg/mL) every month may reduce pruritus or sensitivity of lesion, as 
well as reduce its volume and flatten it; however, this works much less well in keloids than 
in hypertrophic scars. Lesions that are excised surgically often recur larger than the original 
lesion. Excision with immediate postsurgical radiotherapy is beneficial. Silicone creams 
and gels may be beneficial in keloids and are painless and noninvasive. Individuals prone 
to hypertrophic scars or keloids should be advised to avoid cosmetic procedures such as ear 
piercing. 
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    ROSACEA 

 Rosacea is a relatively common (10% of fair-skinned people) chronic inflammatory acne-
iform disorder coupled with increased reactivity of capillaries leading to flushing and tel-
angiectasia. The age of onset is 30–50 years, and women are affected more often. Three 
stages follow a pattern of “flushing and blushing”: Stage I: persistent erythema and telan-
giectases; Stage II: persistent erythema, telangiectases, papules, and pustules; and Stage 
III: persistent deep erythema, dense telangiectases, papules, pustules, and nodules; rarely 
persistent “solid” edema of the central part of the face. Progression from one stage to 
another does not always occur, stages may overlap, and the course may begin with Stage II. 

  CLINICAL MANIFESTATIONS 
 There is usually a history of flushing in response to heat stimuli in the mouth (hot liquids), 
spicy foods, alcohol, and sun exposure. Patients often have concerns about their appear-
ance, which is sometimes mistaken as a sign of alcoholism. 

  Lesions 
 A pathognomonic flushing “red face,” with or without papules and papulopustules 
(2–3 mm) occurs. Pustules are often ≤1 mm on the apex of papules, and there are no com-
edones. Red facies and dusky-red papules and nodules are scattered, discrete lesions with 
telangiectases. In chronic cases, a sebaceous hyperplasia and lymphedema cause disfigure-
ment of the nose, forehead, eyelids, ears, and chin. Lesions are symmetrically localized on 
face and rarely, on the neck, chest (V-shaped area), back, and scalp. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is clinical and the differential includes acne, perioral dermatitis, S. aureus, 
folliculitis, seborrheic dermatitis, overuse of topical glucocorticoids, lupus, and 
dermatomyositis. 

   MANAGEMENT 
 Use metronidazole gel or cream, 0.75% or 1%, once or twice daily, or sodium sulfaceta-
mide, sulfur lotions 10% and 5%. Topical antibiotics (e.g., erythromycin gel) are less effec-
tive than oral antibiotics, which include minocycline or doxycycline, 50–100 mg once or 
twice daily or metronidazole 500 mg twice daily. Less effective but also useful is tetracy-
cline, 1–1.5 g/d in divided doses until clear; then gradually reduce to once-daily doses of 
250–500 mg. After clearing, a maintenance dose of 50 mg minocycline or doxycycline 
50 mg/daily of 50 mg on alternate days or 250–500 g tetracycline is effective. For those 
with refractory disease, a low-dose regimen of isotretinoin 0.1–0.5 mg/kg body weight per 
day po is effective in most patients, but occasionally po 1 mg/kg may be required. 
Rhinophyma and telangiectasia of chronic disease respond well to surgery or laser 
surgery. 
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    SEBACEOUS HYPERPLASIA 

 Sebaceous hyperplasia is common in older people and these lesions are often confused 
with small basal cell carcinoma. The disease also occurs in solid organ transplant recipients 
treated with cyclosporine. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Papules, 1–3 mm in diameter, have both telangiectasia and central umbilication. These are 
soft to palpation and with firm lateral compression. It is often possible to elicit a very small 
globule of sebum in the valley of the umbilicated portion of the lesion. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential, importantly, includes basal cell carcinoma, which 
is firm in its nodular presentation, and will not express sebum. 

   MANAGEMENT 
 Sebaceous hyperplasias can be destroyed with light electrocautery. 
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    DERMATITIS HERPETIFORMIS 

 Dermatitis herpetiformis is a chronic, recurrent, intensely pruritic eruption with age of 
onset at 20–60 years. Men are affected twice as often as women. 

  CLINICAL MANIFESTATIONS 
 There is pruritus that is intense and episodic with burning or stinging of the skin; rarely, 
pruritus may be absent. Symptoms often precede the appearance of skin lesions by 8 to 
12 hours. Ingestion of iodides and overload of gluten are exacerbating factors. Laboratory 
evidence of small-bowel malabsorption is detected in 10–20% of patients. There are usu-
ally no systemic symptoms. 

  Lesions 
 Lesions consist of erythematous papules or wheal-like plaques, tiny firm-topped vesicles, 
sometimes hemorrhagic, and occasionally bullae. Lesions are arranged in groups (hence 
the name herpertiformis) and the distribution is strikingly symmetric. Scratching results in 
excoriations and crusts. Postinflammatory hyper-and hypopigmentation occurs at sites of 
healed lesions. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Grouped papulovesicles at predilection sites accompanied by severe pruritus are highly 
suggestive, and biopsy of early lesions is usually diagnostic. IgA deposits in perilesional 
skin detected by immunofluorescence are the best confirming evidence. Differential 
includes allergic contact dermatitis, atopic dermatitis, scabies, neurotic excoriations, papu-
lar urticaria, and bullous autoimmune disease, bullous pemphigoid, and pemphigoid 
gestationis. 

   MANAGEMENT 
 Dapsone 100–150 mg daily, with gradual reduction to 50–25 mg and often as low as 50 mg 
twice a week produces a dramatic response, often within hours. Obtain a glucose-
6-phosphate dehydrogenase level before starting sulfones; obtain methemoglobin levels in 
the initial 2 weeks, and follow blood counts carefully for the first few months. If dapsone 
is contraindicated, use sulfapyridine 1–1.5 g/d, with plenty of fluids and monitor for casts 
in urine and kidney function. A gluten-free diet may suppress the disease or allow reduc-
tion of the dosage of dapsone or sulfapyridine, but response is very slow. 
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    POSTINFLAMMATORY HYPERPIGMENTATION 

 Postinflammatory hyperpigmentation occurs in individuals with darker skin as a sequelae 
of acne, psoriasis, lichen planus, atopic dermatitis, contact dermatitis, or any inflammatory 
disease or injury of the skin. Postinflammatory hyperpigmentation may persist for weeks to 
months. Some drug eruptions may be associated with dermal melanin hyperpigmentation, 
which may also be associated with lichen planus and cutaneous lupus erythematosus. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Macular plaques of hyperpigmentation, characteristically limited to the site of the preced-
ing inflammation and usually with indistinct, feathered borders. Riehl melanosis (melano-
dermatitis toxica) is a reticular, confluent black to brown-violet pigmentation of the face 
and neck that may be a result of contact sensitivity or photocontact sensitivity related to 
chemicals, particularly fragrance in cosmetics. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is clinical and the differential includes all melanocytic lesions, endocrine 
and metabolic disorders, and melasma. 

   MANAGEMENT 
 Topical hydroquinone accelerates the resolution of epidermal hyperpigmentation. Dermal 
hyperpigmentation may be persistent, and there is no treatment. 
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    HEMANGIOMA OF INFANCY 

 Infantile hemangioma (also known as strawberry hemangioma) is the most common tumor 
of infancy, affecting 1–2.5%, and up to 10% of white children by 1 year of age. Girls are 
affected more often than boys (3:1). 

  CLINICAL MANIFESTATIONS 
 Infantile hemangiomas usually enlarge rapidly in the first year and subsequently regress 
through a process of involution over the next 1–5 years. Involution varies greatly and is not 
correlated with size, location, or appearance, and is usually complete by the age of 10 years. 

  Lesions 
 Infantile hemangiomas are soft, bright red to deep purple compressible nodules or plaques, 
1–8 cm in diameter. As involution begins, a white-to-gray central area appears and ulcer-
ation may occur. The lesions are usually solitary and localized or extend over an entire 
region, most commonly on the head and neck, 50%, or the trunk, 25%, though the extremi-
ties and oral mucosa may have lesions as well. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on clinical and MRI findings that blood flow through the lesion is slow. 
GLUT-1 immunoreactivity rules out vascular malformation. 

   MANAGEMENT 
 Most hemangioma spontaneously involute with no residual skin change at the site, and thus 
active nonintervention is the best approach for most lesions, and gives the best cosmetic 
result. Treatment is indicated in ∼25% of lesions that obstruct vital structures (eyes, ears, 
larynx) or ulcerate. Systemic treatment is difficult and requires experience and expertise. 
Surgical and medical interventions include continuous wave or pulsed dye laser, cryosur-
gery, intralesional and systemic high-dose glucocorticoids, interferon α (IFN-α), and 
propanolol. 
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    OROPHARYNGEAL CANDIDIASIS 

 Infection of the oral cavity with  Candida spp.  that occurs with minor variations of host 
factors including antibiotic therapy, glucocorticoid therapy, age (very young, very old), and 
host defense defects. 

  CLINICAL MANIFESTATIONS 
 Oropharyngeal candidiasis is often asymptomatic, though there may be burning or pain on 
eating spices/acidic foods and diminished taste sensation. Orodynophagia occur. 

  Lesions 
  Thrush   is white cottage cheese-like flecks (colonies of Candida) on any mucosal surface 
that vary in size from 1–2 mm to covering the entire mucosal surface. Removal with a dry 
gauze pad leaves an erythematous mucosal surface.     Atrophic candidiasis   is a smooth, red, 
and atrophic tongue. Areas of thrush may also be present.     Candida leukoplakia   is the pres-
ence of white plaques that cannot be removed.     Angular cheilitis   is candida intertrigo at the 
angles of lips. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical confirmed by potassium hydroxide (KOH) microscopy. Differential 
includes oral hairy leukoplakia, condyloma acuminatum, geographic tongue, hairy tongue, 
lichen planus, bite irritation, lichen planus, poor nutrition, and vitamin deficiency. 

   MANAGEMENT 
 Remove or discontinue any predisposing agents as possible. 

  Topical Therapy 
 Use nystatin or clotrimazole cream. 

   Systemic Therapy 
 Use oral fluconazole, itraconazole, or ketoconazole. Use amphotericin B for severe resis-
tant disease. 
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     HALO NEVOMELANOCYTIC NEVUS 

 Halo nevi are moles encircled by a halo of leukoderma or depigmentation, resulting from 
an autoimmune mechanism that leads to apoptosis of nevus cells and melanocytes in sur-
rounding epidermis and occurs in approximately 1% of the population. The white halo 
indicates regression and halo nevi most often undergo spontaneous involution. 

  CLINICAL MANIFESTATIONS 
 There are three stages: (1) development (in months) of white halo around preexisting 
NMN; halo may be preceded by faint erythema; (2) disappearance (months to years) of 
NMN; and (3) repigmentation (months to years) of halo. 

  Lesions 
 Papular brown moles (<5 mm) develop an oval or round halo of sharply marginated 
hypomelanosis. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, and “halo” depigmentation may occur around other lesions including 
blue nevus, congenital melanocytic nevi, Spitz nevi, verruca plana, primary melanoma, 
melanoma metastases, dermatofibroma, and neurofibroma. 

   MANAGEMENT 
 If clinical findings are atypical such as the nevus has asymmetry, irregular borders, variega-
tion of color, large diameter, or is growing in size, be sure to exclude melanoma. 
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    GENITAL (PENILE/VULVAR/ANAL) LENTIGINOSES 

 Genital lentiginoses are benign pigmented lesions that appear in adulthood. 

  CLINICAL MANIFESTATIONS 
 Tan, brown, intense blue-black; usually variegated, 5- to 15-mm macules appear in clusters 
on the vulva (labia minora), penis (glans, shaft), and perianal areas, and persist for years 
without change in size. 

   DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed with dermoscopy or lesional biopsy. The differential 
includes melanoma in situ, fixed drug reaction, blue nevus, and squamous cell carcinoma. 

   MANAGEMENT 
 Extensive lesions that cannot be easily removed should be followed photographically; 
areas that show significant change should be biopsied. 
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    CANDIDIASIS, DIAPER DERMATITIS 

 A superficial skin infection by  Candida albicans  or other  Candida spp.  

  CLINICAL MANIFESTATIONS 
 Cutaneous candidiasis occurs in moist, occluded sites, such as the diaper area of infants. 
There is pruritus, tenderness, and pain, which, in infants, presents as irritability, discomfort 
with urination, defecation, and changing diapers. 

  Lesions 
 Initial pustules on erythematous base become eroded and confluent. Subsequently, fairly 
sharply demarcated, polycyclic, erythematous, eroded patches with small pustular lesions 
appear at the periphery (satellite pustulosis). There may be collarette-like scaling at the 
margins of lesions. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical confirmed by culture and the differential includes atopic dermatitis, 
psoriasis, irritant dermatitis, and seborrheic dermatitis. 

   MANAGEMENT 
 Antifungal creams (nystatin, azole, or imidazole) clear most diaper dermatitis. If there is 
recurrence, consider oral nystatin, which eradicates bowel colonization. Instruct caregivers 
to keep intertriginous areas dry, wash with benzoyl peroxide, and use imidazole powder. 
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    ANAGEN EFFLUVIUM 

 Anagen effluvium is the diffuse, extensive loss of hair due to chemotherapy with alkylating 
agents, toxicity, or protein malnutrition. Onset is usually rapid and extensive after any 
insult to hair follicle that impairs its mitotic/metabolic activity. Severity is generally dose 
dependent. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 The skin is unaffected. Hair loss is diffuse and extensive with hair breaking off at the level 
of the scalp. Eyebrows, eyelashes, facial, and body hair may also be affected, and the nails 
show transverse bands or ridging (Beau lines). 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, based on where the breakage is and the patient history. The differen-
tial includes alopecia, telogen effluvium, tinea capitis, and trichotillomania. 

   MANAGEMENT 
 No effective preventive measures are available as long as the toxic agents are present. Hair 
regrows after discontinuation of chemotherapy or other toxic agents, or adequate protein 
intake. Regrowth after radiation depends on type, depth, and dose fractionation, and may 
result in irreversible hair follicle stem cell damage. 
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    TINEA CAPITIS 

 Tinea is an infection of keratinized cutaneous structures by a unique group of fungi called 
dermatophytes; arthrospores of these species can survive in skin scales for up to 12 months. 
Transmission is most often person to person, then from animals, and least commonly, from 
soil. Tinea capitis is dermatophytic infection of the scalp and hair that occurs primarily in 
children. 

  CLINICAL MANIFESTATIONS 
 Tinea capitis may present as noninflammatory scaling patches, scaling and broken-off 
hairs, or severe, painful inflammation with painful, boggy nodules that drain pus (kerion) 
and result in scarring alopecia, especially if there is secondary infection. Hair regrowth 
generally occurs after treatment with antifungals. 

  Lesions 
  Noninflammatory scaling   appears as diffuse or circumscribed alopecia.     “Gray patch”  
 appears as partial alopecia, often circular in shape with fairly sharp margins and fine scale, 
showing numerous broken-off hairs, and a dull gray coating of arthrospores. Small patches 
coalesce, forming larger patches.     “Black dot”   lesions are broken-off hairs near the scalp 
that give appearance of “dots” (swollen hair shafts) in dark-haired patients. The lesion 
tends to be diffuse and poorly circumscribed and low-grade folliculitis may be present.   
  Kerion   and     favus   are inflammatory masses characterized by boggy, purulent, inflamed 
nodules and plaques that are usually painful and drain pus from multiple openings, like 
honeycomb. Hairs do not break off but fall out and can be pulled without pain. Follicles 
may discharge pus; sinus formation; mycetoma-like grains. There is thick crusting with 
matting of adjacent hairs. A single plaque is usual, but multiple lesions may occur with 
involvement of entire scalp. Frequently, associated lymphadenopathy is present. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Use direct microscopy of hair shaft (collect by plucking), and scalp scales collected with a 
brush covered with a drop of potassium hydroxide (KOH) show presence of fungal hyphae. 
The differential includes seborrheic dermatitis, psoriasis, atopic dermatitis, lichen simplex 
chronicus, alopecia areata, and chronic cutaneous lupus erythematosus, and in the case of 
kerion or favus, impetigo, ecthyma, and crusted scabies. 

   MANAGEMENT 
  Systemic 
 Terbinafine 250-mg tablet is an allylamine and is the most effective oral antidermophytic 
agent. Alternatives include itraconazole 100-mg capsules or oral solution (10 mg/mL), and 
fluconazole 100-, 150-, 200-mg tablets or oral suspension (10 or 40 mg/mL). 
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     ALLERGIC CONTACT DERMATITIS (ACD) 

 ACD is an eczematous (papules, vesicles, pruritis) systemic disease defined by hapten-
specific T cell–mediated inflammation after contact with a substance to which an individ-
ual was sensitized; sensitization can occur weeks to months/years after exposure. Sensitized 
T cells target the specific allergen presented making all skin hypersensitive to the 
allergen. 

  CLINICAL MANIFESTATIONS 
 Eruption starts two or more days after contact. Repeated exposures lead to crescendo reac-
tion. Intense pruritus, stinging, and pain may occur. In severe reactions, there may be fever. 

  Lesions 
 Acutely, well-demarcated, erythematous, and edematous lesions occur with superimposed 
closely spaced papules and nonumbilicated vesicles. There may be bullae, confluent ero-
sions, and crusts. In subacute cases, plaques of mild erythema occur with small, dry scales, 
and sometimes small, red, pointed or rounded, erythematous, firm papules and scales. In 
chronic cases, lichenified plaques occur with satellite, small, firm, rounded or flat-topped 
papules, excoriations, and pigmentation. Initially, lesions are confined to areas of contact 
and are often linear, with artificial patterns (“outside job”). Later, lesions may spread. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by history and clinical exam. Histopathology may be helpful, as is veri-
fication of the allergen by patch test. Exclude irritant contact dermatitis, atopic dermatitis, 
seborrheic dermatitis (face), psoriasis (palms and soles), epidermal dermatophytosis 
(KOH), fixed drug eruption, erysipelas, and phytophotodermatitis. 

   MANAGEMENT 
 Identify and remove the allergen, and advise patients to prevent further exposure. Drain 
larger vesicles but do not remove tops. Use wet dressings with cloths soaked in Burow’s 
solution and changed every 2–3 hours. Use topical glucocorticoid ointments/gels 
(classes I–III) and appropriate skin lubricants. 
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    INVASIVE SQUAMOUS CELL CARCINOMA (SCC) 

 SCC is a malignant tumor of keratinocytes, arising in the epidermis, usually in precancer-
ous lesions. Depending on etiology and level of differentiation, SCC varies in its aggres-
siveness. SCC is caused by exposure to UV irradiation and has a usual onset of >55 years 
of age. SCC can also be caused by oncogenic forms of human papillomavirus (HPV). 
People who are immunosuppressed or have chronic inflammation (cutaneous lupus erythe-
matosus, ulcers, burn scars, radiation dermatitis, lichen planus of oral mucosa) are at 
increased risk. Exposure to industrial carcinogens (arsenic, pitch, tar, crude paraffin oil, 
fuel oil, creosote, lubricating oil, and nitrosoureas) is also a risk factor. 

  CLINICAL MANIFESTATIONS 
 SCC usually is always asymptomatic. Potential carcinogens often can be detected only 
after detailed history. Lymphadenopathy may be present. 

  Lesions 
 Lesions are rapidly evolving—invasive SCC can erupt within a few weeks and is often 
painful and/or tender.    Highly differentiated SCC   practically always show signs of kerati-
nization either within or on the surface (hyperkeratosis) of the tumor and are firm or hard 
upon palpation.     Poorly differentiated SCCs   do not show signs of keratinization and clini-
cally appear fleshy, granulomatous, and consequently are soft upon palpation.  
   Differentiated SCC   are indurated papules, plaques, or nodules with adherent, thick 
keratotic scales or hyperkeratosis. When eroded or ulcerated, the lesion may have a crust in 
the center and a firm, hyperkeratotic, elevated margin. Horny material may be expressed 
from the margin or the center of the lesion that is erythematous, yellowish or skin colored, 
hard, polygonal, oval, round, or umbilicated and ulcerated. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed by biopsy. Any persistent nodule, plaque, or 
ulcer, but especially when these occur in sun-damaged skin, on the lower lips, in areas of 
radiodermatitis, in old burn scars, or on the genitalia, must be examined for SCC. 
Keratoacanthoma may be clinically indistinguishable from differentiated SCC. 

   MANAGEMENT 
 Depending on localization and extent of lesion it should be excised with primary closure, 
skin flaps, or grafting. Mohs micrographic surgery is useful in difficult sites. Radiotherapy 
should be performed only if surgery is not feasible. 
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    NECROTIZING FASCIITIS 

 Necrotizing fasciitis is the rapid progression of infection with extensive necrosis of soft 
tissues and overlying skin, most commonly caused by beta-hemolytic streptococcus group 
A (GAS), and less commonly, by groups B, C, or G. Necrotizing soft tissue infections are 
also caused by Pseudomonas aeruginosa, Clostridium species, mixed infection with anaer-
obes. The infection may begin deep at the site of nonpenetrating minor trauma (bruise, 
muscle strain), lacerations, needle puncture, or surgical incisions. 

 Clinical variants differ with causative organism, anatomic location of infection, and 
underlying conditions. Streptococcal necrotizing myositis occurs as a primary myositis. 
Streptococcal toxic shock syndrome may occur with GAS necrotizing fasciitis. Group B 
streptococcus (GBS) causes necrotizing fasciitis in episiotomy incisions. 

  CLINICAL MANIFESTATIONS 
 There is local redness, edema, warmth, and pain in the involved site, typically on an 
extremity. Involved tissue may be anesthetic. Fever and other constitutional symptoms are 
prominent. 

  Lesions 
 The involved soft tissue becomes dusky blue, and vesicles or bullae appear as extensive, 
cutaneous and soft tissue necrosis develops as a black eschar with surrounding irregular 
border of erythema. Metastatic abscesses may occur as a consequence of bacteremia. 
Secondary thrombophlebitis occurs. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and culture should be obtained to identify the infectious agent when-
ever possible. It is imperative to understand the pathogenesis and decide on the appropriate 
antimicrobial and surgical therapies. When skin necrosis is not obvious, diagnosis must be 
suspected if there are signs of severe sepsis and/or some of the following local symptoms/
signs: severe spontaneous pain, indurated edema, bullae, cyanosis, skin pallor, skin 
hyposthesia, crepitation, muscle weakness, and foul-smelling exudates. The differential 
includes pyoderma gangrenosum, calciphylaxis, ischemic necrosis, warfarin necrosis, 
pressure ulcer, and brown recluse spider bite. 

   MANAGEMENT 
 Management is the early and complete surgical debridement of necrotic tissue in combina-
tion with high-dose antimicrobial agents. 
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    PARONYCHIA 

 Chronic damage to the nails is associated with mechanical or chemical damage to cuticle. 
Women, food handlers, housecleaners, and patients with a history of atopy, psoriasis and 
lichen planus are at increased risk. Trauma to the cuticle and use of oral retinoids or indi-
navir are also predisposing factors. 

  CLINICAL MANIFESTATIONS 
 There is chronic dermatitis of proximal nail fold and matrix: chronic inflammation 
(eczema, psoriasis) with loss of cuticle, separation of nail plate from proximal nail fold. 
The first, second, and third fingers of dominant hand; proximal and lateral nail folds are 
erythematous and swollen and the cuticle is absent. Intermittently, persistent low-grade 
inflammation may flare into subacute painful exacerbations, resulting in discolored trans-
verse ridging of lateral edges. Secondary infection/colonization is common, especially 
 Candida spp. ,  Pseudomonas aeruginosa , or  Staphylococcus aureus . The nail plate may 
become discolored; green undersurface with  Pseudomonas . Infection is associated with 
painful acute inflammation. 

   DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made with history and clinical examination as well as investigation of poten-
tially associated diseases and drugs. 

   MANAGEMENT 
 Treat the dermatitis with glucocorticoids: topical, intralesional triamcinolone and a short 
course of prednisone. Treat secondary infections with appropriate antimicrobials. 
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    GENITAL (VULVAR) CANDIDIASIS 

 Candidal infection of the nonkeratinized genital mucosa (vulva, vagina, preputial sac of 
penis) represents overgrowth of  Candida spp.  in the mucocutaneous flora. Over 20% of 
women have vaginal colonization and most vaginal candidiasis occurs in the healthy popu-
lation. Up to 75% of women experience at least one episode; 40–45% experience two or 
more episodes. Risk factors include diabetes mellitus and HIV disease. 

  CLINICAL MANIFESTATIONS 
 There is pruritus, vaginal discharge, vaginal soreness, vulvar burning, dyspareunia, and 
external dysuria. Onset is often abrupt, usually the week before menstruation. There may 
be association with candidal intertrigo of inguinal folds and perineum. 

  Lesions 
 Lesions occur as erosions with edema, erythema, and removable curdlike material. There 
may be pustules on the lateral vulva and adjacent skin. Vaginal lesions are white plaques 
that can be wiped off the mucosa, which, in chronic cases, may be glazed and atrophic. 
There may be subcorneal pustules at periphery with fringed, irregular margins. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed with potassium hydroxide (KOH) preparation of muco-
sal scraping. Differential includes trichomoniasis (caused by T. vaginalis), bacterial vagi-
nosis, lichen planus, and lichen sclerosus et atrophicus. 

   MANAGEMENT 
 Treat with azole creams and suppositories, oral fluconazole or itroconazole. Test and treat 
sexual partners as needed if there are recurrences. 
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    PRESSURE ULCERS 

 Pressure ulcers develop at body–support interfaces over bony prominences as a result of 
external compression of the skin, shear forces, and friction, which produce ischemic tissue 
necrosis. Also known as bedsores and decubitis ulcers, these occur in patients who are 
obtunded mentally or have diminished sensation (as in spinal cord disease) in the affected 
region. Secondary infection results in localized cellulitis, which can extend locally into 
bone or muscle or into the bloodstream. 

  CLINICAL MANIFESTATIONS 

  Lesions 
 Early changes include localized erythema that blanches on pressure. Lesions may or may 
not be tender and borders may be undetermined.    Stage I:   Nonblanching erythema of intact 
skin occurs.     Stage II:   Necrosis, superficial or partial-thickness, involves the epidermis and/
or dermis. Bullae evolve to necrosis of the dermis that becomes a shallow ulcer.     Stage III:  
 Deep necrosis, crateriform ulcerations with full-thickness skin loss, occurs and can extend 
down to, but not through the fascia.     Stage IV:   Full-thickness necrosis evolves to ulceration 
with involvement of supporting structures such as muscle and bone and may enlarge to 
many centimeters. Purulent exudate and erythema surrounding the ulcer suggest infection. 
Foul odor suggests anaerobic infection. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is usually made clinically. Differential includes infectious ulcer (actinomycotic 
infection, deep fungal infection, chronic herpetic ulcer), thermal burn, malignant ulcer, 
pyoderma gangrenosum, and rectocutaneous fistula. 

   MANAGEMENT 
 Pressure ulcers can be prevented by repositioning bedridden patients every 2 hours, and 
massaging areas prone to pressure ulcers, checking pressure points and minimizing friction 
and shear forces. Use of air mattress to reduce compression is helpful. If ulcers are present, 
clean with mild cleansing agents, keeping skin free of urine and feces, and minimize expo-
sure to moisture. Maintain the head of the bed at a relatively low angle of elevation (<30°). 
Evaluate and correct nutritional status; consider supplements of vitamin C and zinc. 
Mobilize patients as soon as possible. 
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    THROMBOPHLEBITIS 

 Superficial phlebitis is an inflammatory thrombosis of a superficial normal vein, usually 
due to infection or trauma from needles and catheters. Inflammatory thrombosis of vari-
cose veins is usually in the context of the chronic venous insufficiency syndrome. 

  CLINICAL MANIFESTATIONS 
 Patients complain of pain or aching in the involved limb or notice limb swelling. Some 
patients may have no symptoms. Pitting edema may occur but is not always present, and a 
tender cord may be felt where the vein is thrombosed. With iliofemoral thrombophlebitis 
the limb is swollen from the foot to the inguinal region and tenderness is not present in the 
limb, but collateral veins may form from the thigh to the abdominal wall. The limb may be 
very pale and painful (phlegmasia alba dolens) or may be cyanotic and painful with cold 
digits if the arterial inflow is also compromised (phlegmasia coerulea dolens). In thrombo-
sis of calf veins the calf and foot are swollen and warm, and there is deep tenderness of the 
calf, often without a palpable cord. Migratory phlebitis describes an inflammatory indura-
tion of superficial veins that migrates within a defined region of the body and may be 
associated with thromboangitis obliterans and malignancies. Sclerosing phlebitis is an 
indurated, subcutaneous vein from the breast to the axillary region that, during healing, 
leads to a shortening of the venous cord, which puckers the skin. 

   DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Superficial thrombophlebitis is diagnosed by the characteristic induration of a superficial 
vein with redness, tenderness, and increased heat. Venous imaging on Doppler ultrasound 
reveals an absence of flow or of the normal respiratory venous flow variations in proximal 
venous occlusions. The differential includes lymphedema, cellulitis, erysipelas, superficial 
phlebitis, lymphangitis, and, uncommonly, rupture of the plantar muscle. 

   MANAGEMENT 
 Treatment is compression, antiplatelet drugs, and nonsteroidal anti-inflammatory agents. 
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    NUMMULAR ECZEMA (NE) 

 Nummular eczema is a chronic, pruritic, inflammatory dermatitis that is especially com-
mon on the extremities in the winter when xerosis is maximal; it is often seen in atopic 
individuals.  S. aureus  is often present but pathogenic significance is not proven. 

  CLINICAL MANIFESTATIONS 
 Very pruritic and chronic lesions last from weeks to months. 

  Lesions 
 Coin-shaped plaques composed of grouped small papules and vesicles on an ery-
thematous base. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is made clinically and the differential includes fungal infections, contact 
dermatitis, psoriasis, mycosis fungoides, impetigo, and familial pemphigus. 

   MANAGEMENT 
 Hydrate skin with moisturizers, topical glucocorticosteroids, or 2–5% crude coal tar oint-
ment. PUVA or UVB-311 therapy is very effective. 
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    TINEA MANUUM 

 Tinea is an infection of keratinized cutaneous structures by a unique group of fungi called 
dermatophytes; arthrospores of these species can survive in skin scales for up to 12 months. 
Transmission is most often person to person, then from animals, and least commonly, from 
soil. Tinea manuum is often unilateral, most commonly on the dominant hand, and is often 
associated with tinea pedis. 

  CLINICAL MANIFESTATIONS 
 Tinea manuum is frequently pruritic. Secondary infection can occur. 

  Lesions 
 Well-demarcated scaling patches, hyperkeratosis, and fissures occur on palmar hand; 
central clearing may occur. The lesion may extend onto dorsum of hand with follicular 
papules, nodules, and pustules with dermatophytic folliculitis. A dyshidrotic type occurs in 
which there are papules, vesicles, and bullae. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Direct microscopy of skin scrapings collected with a no. 15 scalpel blade, edge of a glass 
microscope slide, or brush (tooth or cervical brush) and covered with a drop of potassium 
hydroxide (KOH) shows presence of fungal hyphae. The differential includes atopic der-
matitis, lichen simplex chronicus, allergic contact dermatitis, irritant contact dermatitis, 
and psoriasis vulgaris. 

   MANAGEMENT 
 Prevent recurrences by keeping the skin dry, using benzoyl peroxide wash and imidazole 
powder. Be sure to treat dermatophytic infection of nails if coexisting. 

  Topical 
 Use imidazole creams (clotrimazole, miconazole, ketoconazole, econazole, oxiconizole, 
suconizole, sertaconazole), allylamine lotion (naftifin, terbinafine), naphthionate ointment 
(tolnaftate), or substituted pyridine (ciclopirox olamine). 

   Systemic 
 Terbinafine 250-mg tablet for 14 days; this is an allylamine and is the most effective oral 
antidermophytic agent. Alternatives include itraconazole 200-mg daily for 7 days or fluco-
nazole 150–200-mg tablets daily for two to four weeks. 
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     PORPHYRIA CUTANEA TARDA 

 Porphyria cutanea tarda occurs mostly in adults and, unlike other porphyrias, does not have 
acute life-threatening episodes. Onset occurs at 30 to 50 years, rarely in children. Women 
on oral contraceptives and men on estrogen therapy for prostate cancer are at higher risk. 
Chemicals and drugs that induce porphyria cutanea tarda include ethanol, estrogen, hexa-
chlorobenzene, chlorinated phenols, iron, and tetrachlorodibenzo-p-dioxin. High doses of 
chloroquine lead to clinical manifestations in “latent” cases (low doses are used as treat-
ment). Other predisposing factors include diabetes mellitus (25%), hepatitis C virus, and 
hemochromatosis. 

  CLINICAL MANIFESTATIONS 
 Patients do not present with characteristic photosensitivity but with complaints of “fragile 
skin,” vesicles, and bullae, particularly on the dorsa of the hands, after minor trauma. 

  Lesions 
 There is a gradual onset of purple-red suffusion of central facial skin, brown hypermelano-
sis, and hypertrichosis of the face as well as scleroderma-like changes and scars in exposed 
areas. Tense bullae and erosions on normal-appearing skin slowly heal to form pink atro-
phic scars, milia (1–2 mm) on dorsa of hands and feet, nose, forehead, or (bald) scalp. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis made clinically and confirmed by the presence of a pinkish-red fluorescence 
in the urine when examined with a Wood lamp. The differential includes pseudoporphyria, 
chronic renal failure with hemodialysis, and epidermolysis bullosa acquisita. 

   MANAGEMENT 
 Instruct patient to avoid ethanol, stop drugs that could induce PCT, and eliminate exposure 
to chemicals (chlorinated phenols, tetrachlorodibenzo-p-dioxin). Remove 500 mL of blood 
every one to two weeks with phlebotomy for 5 to 12 months to induce remission. Relapse 
within a year is uncommon (5–10%). Low-dose chloroquine can induce remission in 
patients in whom repeated phlebotomies cannot be done because of anemia but should be 
done only by a physician with experience in treating PCT. 
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    IRRITANT CONTACT DERMATITIS (ICD) 

 ICD is caused by chemical irritants and occurs after single or chronic exposure; it is con-
centration dependent and occurs whenever exposure reaches a certain threshold. Allergic 
contact dermatitis, in contrast, is sensitization-dependent. ICD is most commonly occupa-
tional, though exposure can occur anywhere. The most common agents are abrasives, 
cleaning agents, oxidizing agents, reducing agents, plant and animal enzymes, dessicants, 
dust, soil, and excessive water. 

  CLINICAL MANIFESTATIONS 
 ICD is localized to exposed area and burning; stinging and itching occur seconds to hours 
after exposure. Severe irritants cause reaction after short exposure, yet most cases are from 
chronic cumulative exposure. 

  Lesions 
 Sharply marginated, nonspreading erythema and superficial edema correspond to expo-
sure. Vesicles and blisters may occur and evolve to erosions or frank necrosis in severe 
cases. The pattern of the lesion is often bizarre or linear (“an outside job”) relating to the 
contact pattern. Lesions last days to weeks in acute ICD. In chronic ICD, erythema, itching, 
and burning lead to chronic rubbing and hyperkeratotic skin with scales, diffuse margins, 
and lichenification (months to years). 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is by history and clinical exam. The most important differential diagnosis is 
allergic contact dermatitis. On the palms and soles, the differential includes palmoplantar 
psoriasis; in exposed sites, photoallergic contact dermatitis. Use topical glucocorticoids 
and pain relief as needed. 

   MANAGEMENT 
 Identify and remove the offending agent, then use wet dressings with Burow’s solution, 
changed every 2–3 hours. Drain larger vesicles, but do not remove tops. Advise patients on 
preventing exposure with protective clothing, barrier creams, and occupational change. 
Treat lesions with topical glucocorticoids (betamethasone dipropionate or clobetasol pro-
pionate), and adequate lubrication, the latter of which must continue as healing progresses 
and glucocorticoids are gradually discontinued. 
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    NONGENITAL HERPES SIMPLEX VIRUS (HSV) 
INFECTION 

 Following primary infection, HSV persists in sensory ganglia, and outbreaks recur as 
immunity lessens. Recurrences are asymptomatic or minor, and often require no therapy. 
However, in immunocompromised patients, mucocutaneous lesions can be extensive and 
chronic. Usual factors for recurrence of herpes labialis are skin/mucosal irritation, men-
struation, fever, common cold, and altered immune states. 

  CLINICAL MANIFESTATIONS 
 Primary infections are often asymptomatic and there may be regional lymphadenopathy 
and systemic symptoms (fever, headache, malaise, myalgia). Common sites of primary 
HSV infection are the mouth (gingival erythema, edema, and tenderness, edema), anogeni-
talia, and hand/fingers. In recurrent infections there is a prodrome of tingling, itching, or a 
burning sensation, though systemic symptoms are usually absent. Sensory peripheral nerve 
diseases such as Bell’s palsy are common after HSV infection. 

  Lesions 
 Lesions are erythematous papules that evolve to grouped vesicles and pustules that rupture 
easily and form erosions as the epidermis sloughs. There is often postinflammatory hyper- 
or hypopigmentation, uncommonly with scarring. Lesions on the oral mucosa usually 
occur only in primary infection. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by Tzanck smear viral culture or antigen detection. 
Seroconversion diagnoses first-episode infections. Recurring herpes can be ruled out if 
patient is seronegative for HSV antibodies. The differential includes aphthous stomatitis, 
hand-foot-and-mouth disease, herpangina, erythema multiforme, and fixed drug eruption. 

   MANAGEMENT 
 Instruct patients to avoid skin-to-skin contact during outbreaks. 

  Systemic 
 Oral antivirals are most effective in primary outbreaks:    Acyclovir   400 mg three times a day 
or 200 mg five times a day for seven to ten days.     Famciclovir   250 mg three times a day for 
five days.     Valacyclovir   1 g twice a day for seven to ten days. 

    Topical 
 Antiviral creams and ointments may have some benefit during mild recurrences.    Acyclovir  
 5% ointment applied six times a day for seven to ten days. 
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      PITYRIASIS VERSICOLOR 

 Pityriasis versicolor (called tinea versicolor in the United States) is associated with the 
superficial overgrowth of  Malassezia furfur , a lipophilic yeast that normally resides in the 
keratin of skin and hair follicles of individuals at puberty and beyond. This infection is not 
contagious; overgrowth of resident cutaneous flora (cutaneous microbiome) occurs in the 
context of moist skin and hyperhidrosis. 

  CLINICAL MANIFESTATIONS 
 While lesions are usually asymptomatic, patients may have cosmetic concerns about dys-
pigmentation. Lesions present for months or years. 

  Lesions 
 Macules are sharply marginated, round or oval, pink to brown, and varying in size with fine 
scaling that is best appreciated by gently abrading lesions. Treated or resolved lesions lack 
scale. Lesions may enlarge and merge, forming extensive geographic areas. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is by direct microscopic examination with potassium hydroxide (KOH). The 
differential includes vitiligo, pityriasis alba, postinflammatory hypopigmentation, tinea 
corporis, seborrheic dermatitis, and cutaneous T cell lymphoma. 

   MANAGEMENT 
     Topical agents   include selenium sulfide (2.5%) lotion or shampoo and ketoconazole sham-
poo, azole creams (ketoconazole, econazole, micronazole, clotrimazole), or terbinafine 1% 
solution.     Systemic therapy   includes ketoconazole 400 mg, one hour before exercise, fluco-
nazole 400 mg, or itraconazole 400 mg. 
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      SCABIES 

 Scabies is epidermal infestation by the mite  Sarcoptes scabiei var. hominis , transmitted by 
skin-to-skin contact and fomites. Mites can remain alive for >2 days on clothing or 
bedding. 

  CLINICAL MANIFESTATIONS 
 Patients are often aware of similar symptoms in family members or sexual partners. 
Pruritus is intense, widespread, usually sparing head and neck, and often interferes with 
sleep. Those prone to atopy may develop eczematous dermatitis while others may experi-
ence pruritus for many months with no rash. Secondary infection can occur and presents 
with tenderness. 

  Lesions 
 Lesions occur at the site of infestation and include hypersensitivity, lesions secondary to 
chronic rubbing and scratching, and secondary infection. At the site of infestation, there are 
skin-colored ridges, 0.5–1 cm in length, that are linear or serpiginous, with a minute vesicle 
or papule at the end of the tunnel. Burrows average 5 mm in length but may be up to 10 cm, 
and are usually in areas with few or no hair follicles, usually where stratum corneum is thin 
and soft, i.e., interdigital webs of hands, wrists, shaft of penis, elbows, feet, buttocks, and 
axillae. Nodules, 5–20 mm in diameter, may occur and are red, pink, tan, or brown and 
smooth. Hypersensitivity reactions are widespread small urticarial edematous papules 
mainly on anterior trunk, thighs, buttocks, and forearms. Postinflammatory hyper- and 
hypopigmentation may occur. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed, if possible, by microscopy (identification of mites, 
eggs, or mite feces). The differential includes adverse cutaneous drug reaction, atopic der-
matitis, allergic contact dermatitis, metabolic pruritus, urticaria pigmentosa, papular urti-
caria, prurigo nodularis, and pseudolymphoma. 

   MANAGEMENT 
 Treat infested individuals and close physical contacts at the same time, whether or not 
symptoms are present. Apply permethrin 5% cream head to toe or lindane (g-benzene 
hexachloride) 1% lotion or cream to all areas of the body from the neck down (wash 
lindane off thoroughly after 8 hours). Lindane should not be used after a bath or shower, or 
by patients with extensive dermatitis, pregnant or lactating women, or children younger 
than 2 years. Mite resistance to lindane exists. Low cost makes lindane a key alternative in 
many countries. Alternatively, use crotamiton 10%, sulfur 2–10% in petrolatum, benzyl 
benzoate 10% and 25%, benzyl benzoate with sulfiram, malathion 0.5%, sulfram 25%, and 
ivermectin 0.8%. For scabietic nodules, intralesional triamcinolone, 5–10 mg/mL into each 
lesion, is effective. Oral ivermectin, 200 μg/kg single dose is very effective. (Not approved 
by FDA). 
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    EPIDERMOID CYST 

 Epidermoid cysts are formed by cystic enclosure of epithelium within the dermis. This 
becomes filled with keratin and lipid-rich debris, often mistaken for pus. These are the 
most common cutaneous cysts, and occur on the face, neck, upper trunk, and scrotum in 
young to middle-aged adults. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 The lesion, which is usually solitary but may be multiple, is a dermal-to-subcutaneous 
nodule, 0.5–5 cm, which often connects with the surface by keratin-filled pores. The cyst 
wall is relatively thin and, following rupture, irritating cyst contents initiate an inflamma-
tory reaction, enlarging the lesion manifold and causing a great deal of pain. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically. 

   MANAGEMENT 
 No treatment is required. 
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    VENOUS LAKE 

 A venous lake is a vascular lesion of unknown etiology that is associated with sun exposure 
and occurs in oler people. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 The lesion is a dark blue to violaceous, asymptomatic, soft papule that results from a 
dilated venule, occurring on the face, lips, and ears of patients >50 years of age. Lesions 
are few in number and remain for years. A dilated cavity is lined with a single layer of flat-
tened endothelial cells filled with red blood cells and surrounded by a thin wall of fibrous 
tissue. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The lesion can be partially compressed and lightened up by diascopy, and the use of der-
moscopy permits its easy diagnosis as a vascular lesion. Due to its dark blue or sometimes 
even black color, the lesion may be confused with nodular melanoma, pigmented basal cell 
carcinoma, or pyogenic granuloma. 

   MANAGEMENT 
 Management is for cosmetic reasons and can be accomplished with electrosurgery, laser, 
or, rarely, surgical excision. 
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    ANGULAR CHEILITIS (PERLÈCHE) 

 Angular cheilitis is associated with increased moisture at commissures including nighttime 
salivation. Predisposing factors include thumb sucking in children, sagging face and loss of 
teeth in older persons, candidiasis in immunocompromised persons,  S. aureus  in atopic 
dermatitis, and isotretinoin treatment. 

  CLINICAL MANIFESTATIONS 
 There is erythema and maceration at commissures and, if secondarily infected with 
 Candida spp. , a white plaque. 

   DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Direct microscopy with potassium hydroxide or culture will identify the source of the 
infection. 

   MANAGEMENT 
 Identify and treat causes with appropriate antimicrobials.

(Courtesy of Dr. Nathaniel Treister.) 
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    PITYRIASIS ALBA 

 Pityriasis alba is a common disfiguring hypomelanosis seen most often in children with 
darker skin types. 

  CLINICAL MANIFESTATIONS 
 Most commonly seen on the face, pityriasis alba is usually asymptomatic. Ultraviolet 
exposure, frequent bathing, and hot baths are risk factors. 

  Lesions 
 The lesion is a hypopigmented or white patch with indistinct margins and an off-white 
powdery scale, and is usually round or oval. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, and the differential includes all causes of postinflammatory hypopig-
mentation, including psoriasis, fungal infections, tuberous sclerosis, mycosis fungoides, or 
vitiligo. 

   MANAGEMENT 
 Topical steroids and emollients are helpful as is decreasing sun exposure, using sunscreen, 
and reducing the frequency and temperature of baths. PUVA photochemotherapy and oral 
antifungals may also be effective. 
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    CUTANEOUS CANDIDIASIS 

 Superficial skin infection with  Candida spp. , most commonly  Candida albicans  of 
occluded and intertriginous skin areas. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Lesions are pruritic, tender, and painful. Initial pustules on erythematous base become 
eroded and confluent then sharply demarcated, polycyclic, erythematous, eroded patches 
with small pustular lesions at the periphery. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical confirmed by potassium hydroxide (KOH) microscopy and/or culture. 
Differential includes inverse (intertriginous) psoriasis, erythasma, dermatophytosis, pity-
riasis versicolor and streptococcal intertrigo. 

   MANAGEMENT 
 Topical antifungals such as nystatin, azole, or imidazole cream and oral antifungals 
(itroconazole, fluconazole) for severe disease. 
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    ERYTHEMA INFECTIOSUM 

 Erythema infectiosum is a childhood exanthem associated with primary human parvovirus 
b19 (HPVB19) infection transmit by aerosol droplets. Erythema infectiosum can cause 
aplastic crisis in the immunocompromised and hydrops fetalis in the fetus. 

  CLINICAL MANIFESTATIONS 
 Constitutional symptoms including fever, adenopathy, arthritis/arthralgia of small joints, 
and numbness and tingling of fingers occur and are more severe in adults. 

  Lesions 
 A characteristic facial exanthema of edematous, confluent plaques on malar face (“slapped 
cheeks”) (nasal bridge, periorbital regions spared) fades over 1–4 days; this is usually 
absent in adults. Later erythematous macules and papules that become confluent, giving a 
lacy or reticulated appearance, appear on the extensor arms, trunk, and neck, and fade in 
5–9 days. Reticulated rash may recur. Less commonly, there are morbilliform, confluent, 
circinate, annular exanthems. Rarely, purpura, vesicles, pustules, and palmoplantar desqua-
mation occur. Uncommonly, there is an enanthem with glossal and pharyngeal erythema 
and red macules on buccal and palatal mucosa. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis made clinically. The differential includes other viral infections,  Haemophilus 
influenzae  cellulitis, adverse cutaneous drug reaction, Lyme disease, rheumatoid arthritis. 

   MANAGEMENT 
 Provide symptomatic and supportive treatment. Instruct caregivers and adults to avoid 
transmission to immunocompromised or pregnant contacts. 
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    STASIS DERMATITIS 

 Stasis dermatitis is a form of chronic venous insufficiency resulting from failure of centrip-
etal return of venous blood and increased capillary pressure. Chronic venous insufficiency 
also causes edema, hyperpigmentation, fibrosis of skin and subcutaneous tissue, and 
venous ulcers. 

  CLINICAL MANIFESTATIONS 
 Prior episode(s) of superficial phlebitis and DVT are often in the history. There is often 
heaviness or aching of leg, which is aggravated by standing (dependency) and relieved by 
walking. Lipodermatosclerosis may limit mobility, which in turn increases stasis. Night 
cramps may occur. 

  Skin Lesions 
 A classic eczematous dermatitis with inflammatory papules, scaly and crusted erosions on 
the lower leg with pigmentation, stippled with recent and old hemorrhages, dermal sclero-
sis, and excoriations due to scratching. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made with history, clinical findings, Doppler and color-coded Duplex sonog-
raphy, and phlebography. Stasis dermatitis must be distinguished from contact dermatitis 
secondary to topical agents, with which it is often combined. In addition, there may be 
concomitant irritant dermatitis due to secretion from stasis ulcer (see below) and bacterial 
colonization. If eczematous stasis dermatitis is extensive, it may be associated with gener-
alized eczematous dermatitis, i.e., “id” reaction or autosensitization. 

   MANAGEMENT 
 Topical glucocorticoids combined with antibiotics if secondary infection is present. 
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    ALLERGIC CONTACT DERMATITIS (ACD) 

 ACD is an eczematous (papules, vesicles) systemic disease defined by hapten-specific T 
cell–mediated inflammation after contact with a substance to which an individual was sen-
sitized; sensitization can occur weeks to months/years after exposure. Sensitized T cells 
target the specific allergen, wherever it may come into contact with skin, making all skin 
hypersensitive to the allergen. 

  CLINICAL MANIFESTATIONS 
 Eruption starts two or more days after contact. Repeated exposures lead to crescendo reac-
tion. Intense pruritus, stinging, and pain may occur. In severe reactions, there may be fever. 

  Lesions 
 Acutely, well-demarcated, erythematous, and edematous lesions occur with superimposed 
closely spaced papules and nonumbilicated vesicles. There may be bullae, confluent ero-
sions, and crusts. In subacute cases, plaques of mild erythema occur with small, dry scales, 
and sometimes small, red, pointed or rounded, erythematous, firm papules and scales. In 
chronic cases, lichenified plaques occur with satellite, small, firm, rounded or flat-topped 
papules, excoriations, and pigmentation. Initially, lesions are confined to areas of contact 
and are often linear, with artificial patterns (“outside job”). Later, lesions may spread. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by history and clinical exam. Histopathology may be helpful, as is veri-
fication of the allergen by patch test. Exclude irritant contact dermatitis, atopic dermatitis, 
seborrheic dermatitis (face), psoriasis (palms and soles), epidermal dermatophytosis 
(KOH), fixed drug eruption, erysipelas, and phytophotodermatitis. 

   MANAGEMENT 
 Identify and remove the allergen, and advise patients on preventing further exposure. Drain 
larger vesicles but do not remove tops. Use wet dressings with cloths soaked in Burow’s 
solution and changed every 2–3 hours. Use topical glucocorticoid ointments/gels 
(classes I–III) and appropriate skin lubricants. 
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    CUSHING SYNDROME 

 Cushing syndrome is characterized by truncal obesity, moon face, abdominal striae, hyper-
tension, decreased carbohydrate tolerance, protein catabolism, psychiatric disturbances, and 
amenorrhea and hirsutism in females. It is associated with excess adrenocorticosteroids. 

  CLINICAL MANIFESTATIONS 
 General symptoms consist of fatigue and muscle weakness, hypertension, personality 
changes, amenorrhea in females, polyuria, and polydipsia. 

  Lesions 
 A plethoric obese person with a “classic” habitus that results from the redistribution of fat: 
moon facies, “buffalo” hump, truncal obesity, and thin arms. Purple striae occur, mostly on 
the abdomen and trunk; there is atrophic skin with easy bruising and telangiectasia. Facial 
hypertrichosis occurs with pigmented hairs and often increased lanugo hairs on the face 
and arms; androgenetic alopecia occurs in women. Acne of recent onset (without comedo-
nes) or flaring of existing acne is seen. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Workup includes determination of blood glucose, serum potassium, and free cortisol in 
24-hour urine sample. An abnormal dexamethasone suppression test with failure to sup-
press endogenous cortisol secretion when dexamethasone is administered is diagnostic and 
elevated ACTH is seen. Rule out abdominal and pituitary tumors and assess osteoporosis. 

   MANAGEMENT 
 Eliminate exogenous glucocorticoids or detect and correct the underlying endogenous 
source. 
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    TOPICAL PHOTOTOXIC DEMATITIS 

 Inadvertent contact with or therapeutic application of a photosensitizer, followed by UVA 
irradiation (practically all topical photosensitizers have an action spectrum in the UVA 
range). The most common topical phototoxic agents are rose Bengal used for ophthalmo-
logic examination, the dye fluorescein, and furocumarins, which occur in plants 
( Compositae spp.  and  umbiliforme spp. )—in this case the eruption is called phytophoto-
dermatitis—, vegetables, and fruits (lime, lemon celery, parsley), in perfumes and cosmet-
ics (oil of bergamot), and in drugs used for topical photochemotherapy (psoralens). The 
most common route of contact is either therapeutic or occupational exposure. 

  CLINICAL MANIFESTATIONS 
 Clinical presentation is like acute irritant contact dermatitis, with erythema, swelling, 
vesiculation, and blistering confined to the sites of contact with the phototoxic agent. 
Symptoms are smarting, stinging, and burning rather than itching. Healing usually results 
in pronounced pigmentation. 

   DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on the history and physical examination. The differential includes aller-
gic contact dermatitis, irritant contact dermatitis, and other atopies. 

   MANAGEMENT 
 Give topical glucocorticoids and discontinue the offending agent or avoid sunlight; instruct 
patient on future avoidance. 
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    GONORRHEA 

 Gonorrhea is a sexually transmitted infection by  Neisseria gonorrhoeae . 

  CLINICAL MANIFESTATIONS 
 In men, the most common presentation is purulent urethral discharge. Most men (90%) 
develop symptoms of urethritis within 5 days. Most infected women are asymptomatic and 
cervical infection is most common. 

  Lesions 
 In disseminated gonococcal infection, there are hemorrhagic, painful pustules on erythem-
atous bases on the palm and the finger of the hand. These lesions occur at acral sites and 
are few in number. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical confirmed by lab findings and culture. The differential includes ure-
thritis, trichomonas, Reiter’s syndrome, and cervicitis. 

   MANAGEMENT 
 For localized uncomplicated gonorrhea, give a single dose of intramuscular ceftriaxone 
125 mg or oral cefixime 400 mg, intramuscular ceftizoxime 500 mg, intramuscular cefo-
taxime 500 mg, or intramuscular cefoxitin 2 g with oral probenecid 1 g. In those allergic to 
penicillin, use intramuscular spectinomycin 2 mg. For disseminated gonococcal infection, 
give intramuscular or intravenous ceftriaxone 1 g every 24 hours, intravenous cefotaxime 
or ceftizoxime 1 g every 8 hours, or intramuscular spectinomycin 2 g every 12 hours. 

Wolff_Card_151-200.indd   189 8/7/13   10:39 AM



189

W
olff_C

ard_151-200.indd   189
8/7/13   10:39 A

M



189

    NEUROFIBROMATOSIS 

 Neurofibromatosis is an autosomal dominant disease affecting skin, nervous system, bones, 
and endocrine glands. There are two major forms: (Type 1) classic von Recklinghausen and 
(Type 2) central, or acoustic neurofibromatosis. Both have café-au-lait macules and neuro-
fibromas, but only Type 2 has bilateral acoustic neuromas, and only Type 1 has Lisch 
nodules. 

  CLINICAL MANIFESTATIONS 
 Patients have hypertensive headaches (pheochromocytomas), pathologic fractures (bone 
cysts), mental retardation, brain tumor (astrocytoma), acoustic neuromas, short stature, and 
precocious puberty. 

  Lesions 
  Café-au-lait macules   that are light or dark brown, uniform with sharp margination, and 
vary in size from multiple “freckle-like” tiny macules <2 mm to very large brown macules 
>20 cm. Most commonly, macules are 2–5 cm and vary in number, from a few to hundreds. 
Tiny freckle-like lesions in the axillae are highly characteristic (“axillary freckling”).  
   Neurofibromas   are skin-colored, pink, or brown papules that are flat, dome-shaped, or 
pedunculated, and may be soft or firm and sometimes tender. The “buttonhole sign”—
invagination with the tip of the index finger—is pathognomonic.     Plexiform neuromas   are 
drooping, soft, and doughy, and may be massive, involving an entire extremity, the head, or 
a portion of the trunk.     Lisch nodules   are pigmented hamartomas of the iris, which on slit 
lamp exam appear as glassy, transparent, dome-shaped, yellow-to brown papules. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made when two of the following criteria are present: 1) More than six café-au-
lait macules >1.5 cm in adults and more than five lesions >0.5 cm in children; 2) multiple 
freckles in axillary and inguinal regions; 3) more than two neurofibromas or one plexiform 
neurofibroma; 4) sphenoid wing dysplasia or congenital bowing/thinning of long bone 
cortex, with or without pseudoarthrosis; 5) bilateral optic nerve gliomas; 6) more than two 
Lisch nodules; or 7) a first-degree relative (parent, sibling, or child) with neurofibromato-
sis. The differential includes Albright syndrome (polycytic fibroma, dysplasia, and preco-
cious puberty). 

   MANAGEMENT 
 Refer patients for genetic counseling, orthopedics, and behavioral-developmental pediat-
rics. Provide close annual follow-up to detect sarcomas that may arise within plexiform 
neuromas. Facial asymmetry and tumors should be managed surgically. 
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    POLYMORPHIC ERUPTION OF PREGNANCY 

 Polymorphic eruption of pregnancy is relatively common and usually begins in the third 
trimester, most often in primigravidae (76%). There is no increased risk of fetal morbidity 
or mortality. 

  CLINICAL MANIFESTATIONS 
 Severe pruritis develops on the abdomen, usually 1–2 weeks before delivery. However, 
symptoms and signs can start in the postpartum period. 

  Lesions 
 Skin lesions consist of erythematous papules, 1–3 mm, quickly coalescing into urticarial 
plaques with polycyclic shape and arrangement; there are blanched halos around the 
periphery of lesions. Target lesions and tiny vesicles (2 mm) occur without bullae. The 
face, breasts, palms, and soles are rarely involved. The periumbilical area is usually spared. 
There are no mucous membrane lesions. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential diagnosis includes all pruritic abdominal rashes in 
pregnancy including drug reaction, allergic contact dermatitis, and metabolic pruritus. 

   MANAGEMENT 
 High-potency topical steroids that often can be tapered off, and oral prednisone in doses of 
10–40 mg/d relieve symptoms in 24 hours. Oral antihistamines are ineffective. The major-
ity of women do not have a recurrence in the postpartum period, with subsequent pregnan-
cies, or with the use of oral contraceptives. If a recurrence occurs, it is usually much milder. 
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    KAPOSI SARCOMA 

 Kaposi sarcoma is a multifocal systemic tumor of endothelial cell origin that is linked to 
human herpes virus 8 infections. There are four clinical variants: classic, African endemic, 
immunosuppressive therapy–related, and HIV/AIDS-related. 

  CLINICAL MANIFESTATIONS 
 Usually asymptomatic, but significant cosmetic effects are felt by patients. There may be 
bleeding or ulceration, and large lesions on the skin can affect function. Lesions that are 
tumorous, ulcerated or have significant edema may be painful. Urethral or anal canal 
lesions can be associated with obstruction. Pulmonary Kaposi sarcoma can cause bron-
chospasm, intractable coughing, shortness of breath, and progressive respiratory failure. 
Lymphedema usually occurs on the lower extremities, and results from confluent masses 
of lesions due to deeper involvement of lymphatics and lymph nodes. Distal edema may 
initially be unilateral but later becomes symmetric and involves the lower legs, genitalia, 
and/or face. 

  Lesions 
 Kaposi sarcoma most often begins as an ecchymotic-like macule that evolves into patches, 
papules, plaques, nodules, and tumors that are violaceous, red, pink, or tan and become 
purple-brownish with a greenish hemosiderin halo as they age. Almost all lesions are pal-
pable, feeling firm to hard even when they are in a patch stage. They are often oval initially, 
and on the trunk often arranged parallel to skin tension lines. Lesions may initially occur at 
sites of trauma, usually in the acral regions. In time, individual lesions may enlarge and 
become confluent, forming tumor masses. Secondary changes to larger nodules and tumors 
include erosion, ulceration, crusting, and hyperkeratosis. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical confirmed with skin biopsy. The differential includes single pig-
mented lesions: dermatofibroma, pyogenic granuloma, hemangioma, bacillary (epithelioid) 
angiomatosis, melanocytic nevus, ecchymosis, granuloma annulare, insect bite reactions, 
and stasis dermatitis. 

   MANAGEMENT 
 The goal of therapy is to control symptoms, and a number of local and systemic therapeutic 
modalities are effective, including radiotherapy of involved sites, chemotherapy, discon-
tinuation of any immunosuppressive drugs, and antiretroviral agents when HIV is present. 
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    HISTOPLASMOSIS 

 Histoplasmosis is infection by the fungus  Histoplasma capsulatum , which grows well in 
soil or bat/bird droppings. Acute pulmonary outbreaks may occur from occupational or 
recreational exposure. 

  CLINICAL MANIFESTATIONS 
 A primary pulmonary infection is accompanied or followed by hypersensitivity skin reac-
tions such as erythema nodosum and erythema multiforme. Cutaneous infection results 
from hematogenous dissemination in patients with host-defense defects. 

  Lesions 
 Papules or nodules occur and are erythematous, necrotic, or hyperkeratotic. There may also 
be guttate psoriasis-like papulosquamous lesions, pustules, acneiform papules, chronic 
ulcers, vegetative plaques, or panniculitis. In the mouth, there may be nodules, vegetations, 
or ulcerations. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed by culture. The differential includes miliary tuberculosis, 
disseminated coccidioidomycosis, cryptococcosis, leishmaniasis, and lymphoma. 

   MANAGEMENT 
 Treat with oral fluconazole (800 mg daily) or itraconazole (400 mg twice daily) for 
12 weeks. In patients with HIV disease without immune restoration give oral itraconazole, 
200 mg daily or oral fluconazole, 400 mg daily. Treat patients in critical condition with IV 
amphotericin B.

(Courtesy of JD Fallon, MD.) 
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    MOLLUSCUM CONTAGIOSUM 

 Molluscum contagiosum is a self-limited viral infection of the epidermis that resolves 
spontaneously except in the immunocompromised. Molluscum infections are more com-
mon in children and sexually active adults, and more frequent in men than in women. 

  CLINICAL MANIFESTATIONS 
 Any site may be infected, especially naturally occluded sites, i.e., axillae, antecubital, pop-
liteal fossae, and anogential folds. Autoinoculation spreads lesions. Mollusca may be wide-
spread in areas of atopic dermatitis. In adults with sexually transmitted mollusca: groins, 
genitalia, thighs, and lower abdomen. Mollusca can occur in the conjunctiva, causing a 
unilateral conjunctivitis. 

  Lesions 
 Skin-colored, round, oval, hemispherical, and isolated or multiple and scattered discrete 
papules, nodules, or tumors with central umbilication or depression may become confluent 
mosaic plaques. Larger lesions may have a central keratotic plug, which gives the lesion a 
central dimple or umbilication; this can be extruded with gentle pressure. Host immune 
response to viral antigen results in an inflammatory halo around mollusca that heralds 
spontaneous regression. In dark-skinned persons, significant postinflammatory hyperpig-
mentation may occur after treatment or spontaneous regression. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical. The differential includes human papilloma virus (HPV), condylomata 
acuminata, syringoma, sebaceous hyperplasia, keratoacanthoma, squamous cell carci-
noma, basal cell carcinoma, and epidermal inclusion cysts. 

   MANAGEMENT 
 No treatment is required as mollusca resolve spontaneously. If desired for cosmetic effect, 
office-based treatments include curettage, cryosurgery, and electrodessication. Imiquimod 
5% cream may also be effective. 
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    PEMPHIGOID GESTATIONIS 

 Pemphigoid gestationis is a rare pruritic and polymorphic inflammatory bullous dermatosis 
of pregnancy and the postpartum period. It can be exacerbated by the use of estrogen-and 
progesterone-containing medications. 

  CLINICAL MANIFESTATIONS 
 Pemphigoid gestationis usually begins from the fourth to the seventh month of pregnancy, 
and can also occur in the first trimester and in the immediate postpartum period. May recur 
in subsequent pregnancies; if it does, it is likely to begin earlier. There is a slight increase 
in premature and small-for-gestational-age births. Some reports revealed significant fetal 
death and premature deliveries, whereas others have suggested no increase in fetal 
mortality. 

  Lesions 
 An extremely pruritic eruption begins mainly on the abdomen but also on other areas, with 
sparing of the mucous membranes. Lesions vary from erythematous, edematous papules, 
and urticarial plaques to vesicles and tense bullae. 

    DIAGNOSIS 
 Diagnosis is made clinically and may be confirmed by the presence of IgG antibasal mem-
brane antibodies on ELISA. 

   MANAGEMENT 
 Prednisone, 20–40 mg/day, is effective, though sometimes higher doses are required; 
tapered gradually during the postpartum period. 
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    ACNE 

 Occurs commonly, affecting approximately 85% of young people and typically begins in 
puberty, though it may appear first at 25 years or older. Acne is more severe in men than in 
women and has a lower incidence is those of Asian and African descent. There is a multi-
factorial genetic background and familial predisposition. Most individuals with cystic acne 
have parent(s) with a history of severe acne. 

  CLINICAL MANIFESTATIONS 
 Lesions may be painful (especially the nodulocystic type) and last weeks to months and are 
often worse in fall and winter. Lesions occur on the face, neck, trunk, upper arms, and 
buttocks. 

  Lesions 
  Comedones:   open (blackheads) or closed (whiteheads); comedonal acne.     Papules and 
papulopustules:   a papule topped by a pustule; papulopustular acne.     Nodules or cysts: 
1–4 cm in diameter; nodulocystic acne:   soft nodules result from repeated follicular rup-
tures and reencapsulations with inflammation, abscess formation (cysts), and foreign-body 
reaction.     

  DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Comedones are required for diagnosis of any type of acne and are not a feature of acne-like 
conditions or the following conditions: Face:  S. aureus  folliculitis, pseudofolliculitis bar-
bae, rosacea, and perioral dermatitis. Trunk:  Malassezia folliculitis , “hot-tub” pseudomo-
nas folliculitis, and  S. aureus  folliculitis. 

   MANAGEMENT 
     Mild acne   Use topical antibiotics (clindamycin and erythromycin) and benzoyl peroxide 
gels (2%, 5%, or 10%). Topical retinoids may be used with detailed instructions for gradual 
increases of 0.01% to 0.025% to 0.05% cream/gel or liquid and combination with benzoyl 
peroxide–erythromycin gels. Extraction is not helpful unless properly done after pretreat-
ment with topical retinoids.  

  Moderate acne   Add oral antibiotics to the above regimen. Minocycline is most effec-
tive, 50–100 mg twice daily, or doxycycline, 50–100 mg twice daily, tapered to 50- mg/d 
as acne lessens. Use of oral isotretinoin to prevent scarring is effective. 

   Severe acne   Add systemic treatment with isotretinoin for cystic or conglobate acne or 
for any other acne refractory to treatment. 
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      PEMPHIGUS VULGARIS 

 A serious, acute or chronic, bullous autoimmune disease based on acantholysis. The dis-
ease is more common in Jews and people of Mediterranean descent and has an age of onset 
at 40 to 60 years. 

  CLINICAL MANIFESTATIONS 
 Pemphigus vulgaris usually starts in the oral mucosa, and months may elapse before 
lesions occur. Painful and tender mouth lesions may prevent adequate food intake. 
Epistaxis, hoarseness, dysphagia, weakness, malaise, and weight loss may occur. 

  Lesions 
 Round or oval vesicles and bullae with serous content, flaccid (flabby) are easily ruptured, 
and weeping arise on normal skin, and may be randomly scattered and discrete, localized 
or generalized with a random pattern. Extensive erosions bleed easily and crust particularly 
on scalp. Since blisters rupture so easily, only painful erosions are seen in many patients. 
Dislodging of normal appearing epidermis by lateral finger pressure in the vicinity of 
lesions leads to erosion (Nikolsky sign). Pressure on bulla leads to lateral extension of 
blister. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is difficult if only mouth lesions are present and biopsy of the skin and mucous 
membrane with immunohistology confirms clinical suspicion. The differential includes all 
acquired bullous disease. 

   MANAGEMENT 
 Prescribe glucocorticoids (2 to 3 mg/kg prednisone) until cessation of new blister formation 
and disappearance of Nikolsky sign. Then rapid reduction to half the initial dose until clear-
ing, followed by slow tapering to minimal effective maintenance dose. Immunosuppressive 
agents are given concomitantly for their glucocorticoid-sparing effect. In severe cases ritux-
imab. In patients with poorly controlled disease, plasmapheresis to reduce antibody titers 
may be helpful. Gold therapy is useful for milder cases. Supportive care includes cleansing 
baths, wet dressings, topical and intralesional glucocorticoids, and antimicrobials for sec-
ondary infection. Correct fluid and electrolyte imbalance and monitor for improvement of 
skin lesions and drug-related side effects. 
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    SKIN TAG 

 Skin tags are very common, soft pedunculated papilloma (polyp), occurring in the middle 
aged and elderly, and are more common in women or obese individuals. Skin tags also 
occur in acanthosis nigricans and metabolic syndrome. 

  CLINICAL MANIFESTATIONS 
 Skin tags are usually asymptomatic but occasionally may become tender following trauma 
or torsion and may become crusted or hemorrhagic. Lesions tend to become larger and 
more numerous over time, especially during pregnancy. Following spontaneous torsion, 
autoamputation can occur. 

  Lesions 
 Lesions are usually constricted at the base and may vary from 1 to 10 mm. They are soft, 
skin-colored or tan or brown, and round or oval. Lesions occur most often in intertriginous 
areas, on the neck, and eyelids. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes pedunculated seborrheic keratosis, der-
mal or compound melanocytic nevus, solitary neurofibroma, or molluscum contagiosum. 

   MANAGEMENT 
 Lesions may be excised with simple snipping with scissors, electrodesiccation, or 
cryosurgery. 
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    SEBORRHEIC KERATOSIS 

 Seborrheic keratosis is the most common of the benign epithelial tumors, and is a heredi-
tary condition with onset almost always after the age of 30. After onset, lesions continue to 
arise varying in extent from a few to hundreds. Men are affected slightly more often and 
usually have more extensive involvement. 

  CLINICAL MANIFESTATIONS 
 Lesions evolve over months to years and are rarely pruritic. Secondary infection can occur 
and causes tenderness. 

  Lesions 
 Early in the course, lesions are barely elevated papules, 1 to 3 mm in diameter. Later, larger 
plaques are seen, with or without pigment. The surface has a greasy feel and fine stippling 
like the surface of a thimble may be seen with a hand lens. Later, the plaques develop a 
warty surface and “stuck on” appearance. Horn cysts can often be seen with a hand lens, 
and always with a dermoscope; these are diagnostic. Lesions may be isolated or general-
ized and occur on the face, trunk, and upper extremities. In women, lesions in submam-
mary intertriginous areas, and in dark skinned people, multiple, small black lesions in the 
face are called dermatosis papulosa nigra. Lesions may become confluent. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is made clinically. Differential diagnosis includes solar lentigo, spreading 
pigmented actinic keratosis for small tan lesions. Later, the larger plaques, if pigmented, 
the differential includes basal cell carcinoma, melanoma, and squamous cell carcinoma, 
which must be ruled out with biopsy or dermoscopy. Verruca vulgaris has a similar appear-
ance except that thrombosed capillaries are present in verruca and not in seborrheic 
keratosis. 

   MANAGEMENT 
 Lesions are benign and do not require treatment except for cosmetic reasons; curettage 
after mild freezing is the best approach and also allows for histologic examination to rule 
out malignancy. Light electrocautery permits the whole lesion to be easily rubbed off; 
however, this should only be done once malignancy has been ruled out. Cryosurgery with 
liquid nitrogen spray works only in flat lesions. 
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    MILIUM 

 Milia arise at any age (even infancy) either de novo, especially around the eye, or in asso-
ciation with various dermatoses with subepidermal bullae or vesicles, such as pemphigoid, 
porphyria cutanea tarda, bullous lichen planus, epidermolysis bullosa, or skin trauma such 
as abrasion, burns, dermabrasion, or radiation therapy. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 A milium is a 1- to 2-mm, superficial, white to yellow, keratin-containing epidermal cyst, 
occurring multiply, located on the eyelids, cheeks, and forehead in pilosebaceous 
follicles. 

    DIAGNOSIS 
 The diagnosis is made clinically. 

   MANAGEMENT 
 Incision and expression of contents are the method of treatment. 
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    ATHEROSCLEROSIS 

 Atherosclerosis is associated with a spectrum of skin findings and affects 5% of men 
>50 years old; 10% of those develop critical limb ischemia. Risk factors are hyperlipid-
emia, hypercholesterolemia, cigarette smoking, hypertension, diabetes, hyperinsulinemia, 
abdominal obesity, family history of premature ischemic heart disease, and personal his-
tory of cerebrovascular or occlusive peripheral vascular disease. 

  CLINICAL MANIFESTATIONS 
 Symptoms range from pain on exercise to paresthesias at rest in the leg and/or foot, espe-
cially at night. Large vessel pulses are usually diminished or absent. In diabetics with 
microangiopathy, gangrene may occur with adequate pulses. The foot is cool to cold. With 
significant reduction in arterial blood flow, limb elevation causes pallor (best seen on plan-
tar foot; Bürger sign). Dependency causes delayed and exaggerated hyperemia. Auscultation 
over stenotic arteries reveals bruits. 

  Lesions 
 There is pallor, cyanosis, livedoid vascular pattern, and loss of hair on the affected limb. 
Early infarctive changes include well-demarcated maplike areas of epidermal necrosis. 
Later, dry black gangrene may occur over the infarcted skin (purple cyanosis → white pal-
lor → black gangrene). Shedding of slough leads to well-demarcated ulcers in which 
underlying structures such as tendons can be seen. Ischemic ulcers are painful; in diabetics 
with neuropathy and ischemic ulcers, pain may be minimal or absent. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed by arteriography. Differential includes pseudoxanthoma 
elasticum, Bürger disease (thromboangiitis obliterans), arthritis, gout, interdigital neu-
roma, calcanean bursitis, plantar fasciitis, rupture of plantar muscle, vasculitis, Raynaud 
phenomenon, disseminated intravascular coagulation, cryoglobulinemia, macroglobulin-
emia, septic embolization (infective endocarditis), nonseptic embolization, drug-induced 
necrosis (warfarin, heparin), ergot poisoning, intraarterial injection, livedo reticularis syn-
dromes, and popliteal entrapment. 

   MANAGEMENT 
 Reduce hyperlipidemia with statins, diet, and exercise, or by reducing elevated blood pres-
sure. Patients should be helped to stop cigarette smoking and encouraged to walk regularly 
to create new collateral vessels and position the ischemic foot as low as possible without 
edema. Use heparin, warfarin, IV prostacyclins, and analgesics for symptomatic manage-
ment. Endarterectomy or bypass is indicated for iliac occlusions, and any necrotic tissue 
should be debrided.   
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    WEGENER GRANULOMATOSIS 

 Wegener granulomatosis is a systemic vasculitis, defined by necrotizing granulomas in 
the upper respiratory tract and lungs, vasculitis involving both arteries and veins, and 
glomerulitis. 

  CLINICAL MANIFESTATIONS 
 There may be eustachian tube occlusion with serous otitis media and pain with erythema-
tous swelling of the external ear. Marked gingival hyperplasia can occur, as can mild con-
junctivitis, episcleritis, scleritis, granulomatous sclerouveitis, ciliary vessel vasculitis, and 
retroorbital mass lesion with proptosis. Cranial neuritis, mononeuritis multiplex, and cere-
bral vasculitis may be present. There may be pulmonary infiltrates. In advanced or chronic 
disease, there may be signs of renal failure, fever, paranasal sinus pain, purulent or bloody 
nasal discharge, cough, hemoptysis, dyspnea, and chest discomfort. 

  Lesions 
 Skin manifestations are those of hypersensitivity vasculitis, nodulo-ulcerative lesions, and 
oral/nasal ulcerations. Ulcers with jagged, undermined borders most typically resemble 
pyoderma gangrenosum. Papules, vesicles, and palpable purpura occur as in hypersensitiv-
ity (necrotizing) vasculitis, and subcutaneous nodules, plaques, and noduloulcerative 
lesions also occur. Oral ulcerations are often the first symptom and occur with or without 
nasal mucosal ulceration, crusting, blood clots, nasal septal perforation, and saddle-nose 
deformity. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is through clinical and laboratory findings. Blood tests show mild anemia and 
leukocytosis with or without thrombocytosis. The eosinophil sedimentation rate is mark-
edly elevated. Antineutrophil cytoplasmic autoantibodies (c-ANCA) are seromarkers and 
titers correlate with disease activity. IgA hypergammaglobulinemia is seen. Urinalysis 
shows proteinuria, hematuria, and red blood cell casts. 

   MANAGEMENT 
 Long-term remission is achieved in 90% of cases if cyclophosphamide plus prednisone 
therapy is given. Without treatment, the disease is often fatal. 
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    COLLOIDON BABY 

 Colloidon baby is a manifestation of lamellar ichthyosis, which is a rare autosomal reces-
sive ichthyosis that begins at birth and has an incidence of ≤1:300,000. Colloidon baby 
may also be caused by other rare ichthyoses or be a condition which, after the colloidon 
membrane is shed and the resultant erythema has cleared, progresses to normal skin for the 
rest of the child’s life. 

  CLINICAL MANIFESTATIONS 
 The baby is encased in a transparent parchment-like membrane that impairs respiration and 
sucking. 

  Lesions 
 Breaking and shedding of the colloidon membrane initially leads to difficulties in thermo-
regulation and increased risk of infection. The skin is bright red and moist, and after heal-
ing, the skin appears normal for some time until signs of ichthyosis develop. 

    DIAGNOSIS 
 Diagnosis is made clinically. 

   MANAGEMENT 
 Newborns should be admitted to the neonatal intensive care unit and placed in a high-
humidity chamber, provided emolliation, and monitored for electrolytes, fluids, and signs 
of infection. During childhood, skin must be kept hydrated with emollients such as 
hydrated petrolatum. Parents and affected individuals should be instructed about overheat-
ing and heat prostration that can follow exercise, high environmental temperatures, and 
fever. Repeated application of water to skin can somewhat replace function of sweating, 
cooling the body. 
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    INFECTIOUS FOLLICULITIS 

 Infectious folliculitis begins in the upper portion of the hair follicle and is caused by infec-
tion with bacteria, fungi, viruses, or mites. Predisposing factors include shaving, plucking/
tweezing, and waxing. Occlusion, tropical climate, and use of topical glucocorticoids are 
also risk factors. 

  CLINICAL MANIFESTATIONS 
 A papular or pustular rash occurs, and can be chronic and is usually nontender or slightly 
tender. Uncommonly, tender regional lymphadenitis may be present. Superficial infection 
heals without scarring, but in darkly pigmented individuals, postinflammatory hypo- and 
hyperpigmentation can occur. When the infection does extend, it can progress to abscess or 
furuncle. 

  Lesions 
 Papules or pustules confined to the ostium of the hair follicle, at times surrounded by an 
erythematous halo. Rupture leads to superficial erosions or crusts. Lesions are scattered 
and discrete or, more frequently, grouped and clustered. Usually, only a small percentage 
of follicles in a region are infected. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinically confirmed by laboratory findings. Differential includes acne vul-
garis, rosacea, perioral dermatitis, HIV-associated eosinophilic folliculitis, chemical irri-
tants (chloracne), acneiform adverse cutaneous drug reactions, keloidal folliculitis, 
pseudofolliculitis barbae, pustular miliaria, transient acantholytic disease (Grover disease), 
and hidradenitis suppurativa. 

   MANAGEMENT 
 Correct underlying predisposing condition and instruct patients to wash with antibacterial 
soap or benzoyl peroxide preparation or isopropyl/ethanol gel. Prescribe appropriate anti-
microbial drugs. For gram-negative folliculitis associated with systemic antibiotic therapy 
for acne, discontinue the antibiotics and instruct patients to wash with benzoyl peroxide. In 
some cases, ampicillin (250 mg four times daily) or trimethoprim-sulfamethoxazole four 
times daily. 
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    ACQUIRED NEVOMELANOCYTIC NEVI (MOLES) 

 Moles are very common, small (<1 cm), circumscribed, acquired pigmented macules, pap-
ules, or nodules composed of melanocytic nevus cells located in the epidermis, dermis, 
and, rarely, subcutaneous tissue. While moles are benign, the risk of melanoma is related to 
the number of them present. Melanocytic nevi evolve from the epidermis and involute to 
the dermis where they gradually disappear. 

  CLINICAL MANIFESTATIONS 
 Moles are asymptomatic and classified as junctional, compound, or dermal melanocytic 
depending on where they arise and the state of evolution.       Junctional nevi   arise at the 
dermal–epidermal junction,     compound melanocytic nevi   invade the dermis, and dermal 
melanocytic nevi are fully involuted into the dermis.    

  Lesions  
  Junctional moles   are round or oval macules, or only very slightly raised papules.   
  Compound moles   are dome-shaped, sometimes with a cobblestone-like surface, papillo-
mous, or hyperkeratotic.     Dermal moles   are round or dome-shaped well-defined papules or 
nodules.

Junctional and compound moles are uniform tan, brown, dark brown, or even black with 
smooth, regular borders, and are discrete and scattered. Dermal moles are skin-colored, 
tan, or flecked with brown. Moles are never >1 cm in diameter. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and the most important thing is to rule out melanoma precur-
sors and melanoma using the ABCDE (asymmetric, uneven borders, color mixed, large 
diameter, and evolving). The differential includes solar lentigo, flat atypical nevus, lentigo 
maligna, other raised pigmented lesions, seborrheic keratosis, small superficial spreading 
melanoma, early nodular melanoma, pigmented basal cell carcinoma, dermatofibroma, 
Spitz nevus, blue nevus, neurofibroma, trichoepithelioma, dermatofibroma, and sebaceous 
hyperplasia. 

   MANAGEMENT 
 Rule out melanoma precursors and melanoma, and in cases of doubt, use dermoscopy, 
biopsy, or excision with a narrow margin. 
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    GUTTATE PSORIASIS 

 Psoriasis affects 1.5–2% of the population and is usually a chronic disorder. There is poly-
genic predisposition and triggering environmental factors such as bacterial infection, 
trauma, or drugs. Peak incidence occurs at 22.5 years of age (in children, the mean age of 
onset is 8 years), and there is also a late onset at about age 55. Early onset predicts a more 
severe and long-lasting disease, and there is usually a positive family history of psoriasis. 
Acute streptococcal infection precipitates guttate psoriasis. Systemic glucocorticoids, oral 
lithium, antimalarial drugs, interferon, and β-adrenergic blockers can cause flares and a 
psoriasiform drug eruption. 

  CLINICAL MANIFESTATIONS 
 Guttate psoriasis is an eruptive, inflammatory type with multiple small lesions and a 
greater tendency toward spontaneous resolution. This form is relatively rare (<2.0% of all 
psoriasis). Pruritus is common. 

  Lesions 
 Salmon-pink papules, 2.0 mm to 1.0 cm with or without scales, may not be visible but 
become apparent upon scraping. Scales are lamellar and loose, and removal results in 
the appearance of minute blood droplets (Auspitz sign). Lesions are scattered and discrete 
lesions, generally appearing on the trunk and may resolve spontaneously or may become 
recurrent and evolve into chronic, stable psoriasis. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made on clinical grounds and culture for group A β-hemolytic streptococcus 
infection. The differential includes any maculopapular drug eruption, secondary syphilis, 
and pityriasis rosea. 

   MANAGEMENT 
 Treat streptococcal infection with antibiotics. Narrow-band UVB irradiation is most effec-
tive for lesions. 
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    PITRYIASIS VERSICOLOR 

 Pityriasis versicolor (called tinea versicolor in the United States) is associated with the 
superficial overgrowth of  Malassezia furfur , a lipophilic yeast that normally resides in the 
keratin of skin and hair follicles of individuals at puberty and beyond. This infection is not 
contagious; overgrowth of resident cutaneous flora (cutaneous microbiome) occurs in the 
context of moist skin and hyperhidrosis. 

  CLINICAL MANIFESTATIONS 
 While lesions are usually asymptomatic, patients may have cosmetic concerns about dys-
pigmentation. Lesions present for months or years. 

  Lesions 
 Macules are sharply marginated, round or oval, pink to brown, and varying in size with fine 
scaling that is best appreciated by gently abrading lesions. Treated or resolved lesions lack 
scale. Lesions may enlarge, merge, forming extensive geographic areas. In tanned skin or 
colored skin lesions are white (off-white). 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is by direct microscopic examination with potassium hydroxide (KOH). The 
differential includes vitiligo, pityriasis alba, postinflammatory hypopigmentation, tinea 
corporis, seborrheic dermatitis, and cutaneous T cell lymphoma. 

   MANAGEMENT 
     Topical agents   include selenium sulfide (2.5%) lotion or shampoo and ketoconazole 
shampoo, azole creams (ketoconazole, econazole, micronazole, clotrimazole), or terbin-
afine 1% solution.     Systemic therapy   includes ketoconazole 400 mg, fluconazole 400 mg, 
or itraconazole 400 mg. 
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      HIRSUTISM 

 Hirsutism is excessive hair growth in women occurring in androgen-dependent hair pat-
terns, secondary to increased androgenic activity. There are many causes including 
androgen-secreting tumors, functional androgen excess, adrenal enzyme deficiencies, and 
drug reactions. 

  CLINICAL MANIFESTATIONS 
 Virilization symptoms include female pattern hair loss to male pattern balding, acne, deep-
ened voice, increased muscle mass, clitoromegaly, increased libido, and personality 
change. Relatively recent or rapid onset of symptoms and signs not associated with puberty. 
Amenorrhea or changes in menstruation and new-onset hypertension may also be present, 
especially when the cause is androgen-secreting tumors. In addition to excess hair, acne, 
acanthosis nigricans, and striae may occur. 

  Hair Findings 
 New growth of terminal hair is seen, especially on the face, chest, abdomen, upper back, 
and shoulders. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made through laboratory findings. Most women with moderately elevated 
androgen levels have polycystic ovarian syndrome. A level of >800 μg/d is suggestive of 
adrenal tumor. Raised 17-hydroxyprogesterone suggests congenital adrenal hyperplasia, 
which is confirmed by repeat measurement after ACTH stimulation. Serum prolactin levels 
may also be elevated and urinary 17-ketosteroid is helpful in evaluating the overall amount 
of androgen secretion. If oligomenorrhea/amenorrhea is present, prolactin, follicle-
stimulating hormone (FSH), and total testosterone should be evaluated, and serum DHEA 
sulfate is most specific to adrenals (>90% arising in adrenals). 

   MANAGEMENT 
 Cosmetic treatments include bleaching and hair removal. Weight loss may be helpful in 
obese patients; obesity increases free testosterone levels and contributes to insulin resis-
tance. Endocrine consultation should be obtained to rule out late-onset congenital adrenal 
hyperplasia, Cushing syndrome, and tumor. Systemic antiandrogen therapy with spirono-
lactone (100–200 mg daily), cyproterone acetate, or finasteride may be helpful. Oral con-
traceptives inhibit androgen synthesis by inhibiting output of gonadotropins; most effective 
if combined with antiandrogens. For prolactinoma, bromocriptine is used. 
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    LICHEN PLANUS (LP) 

 Lichen planus occurs in less than one percent of all skin types worldwide and is an acute or 
chronic inflammatory dermatosis. Age of onset is 30–60 years and incidence is more 
common in women. Most often it is idiopathic, though cell-mediated immunity can play a 
major role. 

  CLINICAL MANIFESTATIONS 
 Onset may be acute (days) or insidious (over weeks) and lesions last months to years. 
Lesions may be asymptomatic or pruritic and mucous membrane lesions are painful, espe-
cially when ulcerated. Postinflammatory hyperpigmentation commonly occurs. Lesions 
may present on lips and in a linear arrangement after trauma (Koebner or isomorphic 
phenomenon). 

  Lesions 
 Characterized by the four Ps  P ink to  P urple, shiny,  P ruritic,  P olygonal  P apules 1–10 mm in 
diameter. Most often in the flexural aspects of extremities, lesions can become generalized, 
in which they are grouped, annular or disseminated, scattered, discrete lesions. In the mouth, 
lesions are painful milky-white reticulated papules that may become erosive and even ulcer-
ate. Wickham striae are often seen with hand lens. Variants include hypertrophic, atrophic, 
follicular, reticular, vesicular, pigmented, nail, and genital findings. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed with lesional biopsy. The differential includes lupus, 
psoriasis, pityriasis rosea, atopic dermatitis, basal cell carcinoma, squamous cell carcinoma 
in situ, lichen simplex chronicus, prurigo nodularis, stasis dermatitis, and Kaposi 
sarcoma. 

   MANAGEMENT 
  Topical 
 Use topical glucocorticoids with occlusion for cutaneous lesions, intralesional triamcino-
lone (3 mg/mL) for oral mucosal lesions and lips, and cyclosporine and tacrolimus solu-
tions retention “mouthwash” for severely symptomatic oral lesions. 

   Systemic 
 In very resistant and generalized cases, 5 mg/kg per day oral cyclosporine induces rapid 
remission, quite often not followed by recurrence. Oral prednisone is effective for individu-
als with symptomatic pruritus, painful erosions, dysphagia, or cosmetic disfigurement. 
A short, tapered course is preferred: 70 mg initially, tapered by 5 mg/day. Retinoids 
(Acitretin) 1 mg/kg per day is helpful as an adjunctive measure in severe cases, though 
additional topical treatment is required. In those resistant to topical and systemic therapy, 
photochemotherapy may be useful. 
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     BLACK OR WHITE HAIRY TONGUE 

 Black or white hairy tongue is caused by defective desquamation of filiform papillae result-
ing in hair-like projections on the dorsum of the tongue. It is associated with heavy tobacco 
use, mouth breathing, systemic antibiotic therapy, poor oral hygiene, general debilitation, 
radiation therapy, chronic use of bismuth-containing antacids. 

  CLINICAL MANIFESTATIONS 
 Patients have a gagging sensation, altered taste, halitosis, and cosmetic disfigurement. 
There are furry plaques on the dorsal tongue, and chromogenic bacteria or exogenous pig-
ments stain the tongue white, yellow, green, brown, or black. Candidiasis may occur 
secondarily. 

   DIAGNOSIS AND DIFFERNTIAL DIAGNOSIS 
 Diagnosis is clinical; rule out any underling conditions. 

   MANAGEMENT 
 Eliminate predisposing factors and instruct patients to use good oral hygiene.

(Courtesy of Dr. Nathaniel Treister.) 
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    SQUAMOUS CELL CARCINOMA OF THE PERINEUM 

 Squamous cell carcinoma of the perineum is caused by human papilloma virus infection, 
chronic low-grade balanoposthitis, and chronic dermatoses (ulcerative lichen planus, 
lichen sclerosus). 

  CLINICAL MANIFESTATIONS 
 Pruritus and ulceration as well as precursor lesions may be present. 

  Lesions 
 There are solitary, well-defined, irregularly bordered, red or white patches, papules, or 
plaques with a glazed-to-velvety surface and hyperkeratosis on the penis, vulva, and ano-
genital region. Penile lesions may have subtle induration and there may be necrosis or 
secondary infection in phimotic foreskin. Vulvar lesions may be bulky and whitish or may 
be pigmented lesions of thickened or hard skin. May have localized pain, discharge, dys-
uria, bleeding, and ulceration. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed with lesional biopsy. The appearance of a nod-
ule or ulcer suggests progression to invasive disease. In HPV-associated disease, the rate of 
transformation to invasive disease is relatively low though higher for vulvar lesions. 
Differential includes all well-demarcated pink-red plaque(s): nummular eczema, psoriasis, 
seborrheic keratosis, solar keratoses, verruca vulgaris, verruca plana, condyloma acumina-
tum, superficial basal cell carcinoma, amelanotic melanoma, and nonmammary Paget 
disease. 

   MANAGEMENT 
 Treatment is topical 5-fluorouracil (applied twice daily with or without occlusion), imiqui-
mod, cryosurgery, CO

2
 laser evaporation, or excision, including Mohs micrographic sur-

gery. Topical chemotherapy takes considerable time. Cryosurgery may cause scarring. 
Laser therapy can be cumbersome and painful. Surgical excision has the highest cure rate, 
but the greatest chance of causing scars; however, this should be used whenever invasion 
has not been excluded by biopsy. 
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    DYSPLASTIC MELANOCYTIC NEVUS 

 Dysplastic nevi (DN) are a special type of acquired, circumscribed, pigmented lesions that 
represent disordered proliferations of variably atypical melanocytes and are potential pre-
cursors of superficial spreading melanoma. They arise de novo or as part of a compound 
melanocytic nevus, and are clinically distinctive from common acquired nevi: larger and 
more variegated in color, asymmetric in outline, and irregular borders; they also have char-
acteristic histologic features. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Lesions usually arise later in childhood than common acquired nevomelanocytic nevi 
(NMN), which first appear in late childhood, just before puberty. New lesions continue to 
develop over many years. Whereas common nevomelanocytic nevi (moles) are usually in a 
roughly comparable stage of development in a given body region (e.g., junctional, com-
pound, dermal), DN appear “out of step,” for example, there may be a mix of large and 
small, flat and raised, tan and very dark lesions. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made by clinical recognition of typical distinctive lesions and confirmed with 
dermoscopy. Siblings, children, and parents should also be examined for DN once the 
diagnosis is established in a family member. The differential includes congenital nevome-
lanocytic nevi, common acquired nevomelanocytic nevi (moles), superficial spreading 
malignant melanoma, melanoma in situ, lentigo maligna, Spitz nevus, and pigmented basal 
cell carcinoma. 

   MANAGEMENT 
 DN should be excised surgically with narrow margins. Laser or other types of physical 
destruction should never be used because they do not permit histopathologic verification of 
diagnosis. Patients with DN in the familial melanoma setting need to be followed carefully 
and photographic follow-up is important. Digital dermoscopy is most reliable and patients 
should be educated on the different appearances of DN, malignant melanoma, and common 
acquired NMN. Instruct patients not to sunbathe or use tanning salons and to use sunscreens 
when outdoors. 
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    JUNCTIONAL HEREDITARY EPIDERMOLYSIS BULLOSA 

 Hereditary epidermolysis bullosa is a spectrum of rare genodermatoses. Disturbed coher-
ence of the epidermis and/or dermis leads to blister formation following trauma. 
Classification is based on the site of blister formation: epidermolytic or EB simplex (EBS), 
junctional EB (JEB), and dermolytic, or dystrophic, EB (DEB). In each, there are several 
distinct types.          Junctional EB (JEB)   All forms have blister formation within the basement 
membrane due to mutations in the gene for collagen XVII and laminin. This trait is autoso-
mal recessive, and comprises several clinical phenotypes. 

     CLINICAL MANIFESTATIONS 
     Herlitz EB   patients often do not survive infancy; the mortality rate is 40% during the first 
year of life. Associated findings include all symptoms resulting from generalized epithelial 
blistering with respiratory, gastrointestinal, and genitourinary organ systems involved.  
   Non-Herlitz mitis type   These children may have moderate or severe disease at birth but 
survive infancy and clinically improve with age.     Non-Herlitz generalized atrophic benign 
EB   presents at birth and patients survive to adulthood with continued blistering upon 
trauma, which is particularly pronounced with increased ambient temperature, and there is 
atrophic healing of the lesions. Nail dystrophy, nonscarring or scarring alopecia, mild oral 
mucous membrane involvement; enamel defects may occur. 

    Lesions 
  Herlitz EB   There is generalized blistering at birth or clinically distinctive and severe peri-
oral granulation, loss of nails, and involvement of mucosal surfaces. The skin may be com-
pletely denuded, representing oozing painful erosion.     Non-Herlitz mitis type   Periorificial 
nonhealing erosions occur during childhood.     Non-Herlitz generalized atrophic benign EB  
 has generalized cutaneous blistering and erosions on the extremities, trunk, face, and scalp. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is based on clinical appearance and history. Histopathology determines the level 
of cleavage, which is further defined by electron microscopy and/or immunohistochemical 
mapping. 

   MANAGEMENT 
 Management is supportive skin care, supportive care for other organ systems, and systemic 
therapies for complications. Wound management, nutritional support, and infection control 
are key. More severely affected patients are treated like patients in a burn unit. Gentle bath-
ing and cleansing are followed by protective emollients and nonadherent dressings. 
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    OROPHARYNGEAL FINDINGS OF LUPUS 
ERYTHEMATOSUS 

 Mucosal involvement occurs in approximately 25% of those with chronic cutaneous lupus 
erythematosus. Lupus erythematosus is a serious multisystem autoimmune disease, involv-
ing connective tissue and blood vessels. It is nine times more common in women than in 
men and more common in those of African descent. Onset is in the third or fourth decade 
and risk factors include family history and UV exposure. 

  CLINICAL MANIFESTATIONS 
 Fatigue, fever, weight loss, and malaise occur with arthralgia or arthritis, abdominal pain, 
and CNS symptoms. 

  Lesions 
 In acute systemic lupus erythematosus, ulcers arise in purpuric necrotic lesions of the pal-
ate (80%), buccal mucosa, or gums. In chronic lupus, oropharyngeal lesions occur on the 
buccal mucosa, palate, alveolar process, tongue, and vermilian border of the lips. Lesions 
begin as painless erythematous patches that evolve to chronic plaques and are sharply mar-
ginated with irregularly scalloped white borders, radiating white striae, and telangiectasia. 
In older lesions central depression and painful ulceration develop. Skin lesions present for 
weeks (acute) to months (chronic) and are pruritic or burning. In chronic lupus skin lesions 
are bright red papules evolving into sharply marginated, round or oval, annular or polycy-
clic plaques with irregular borders and adherent scales that are difficult to remove. Plaques 
expand in the periphery and regress in the center, resulting in atrophy and scarring. “Burned 
out” lesions may be pink or white macules and scars, but may also be hyperpigmented. 

    DIAGNOSIS 
 Diagnosis is made on the basis of clinical findings, histopathology, lupus band test, and 
serology within the framework of the revised American Rheumatism Association (ARA) 
criteria. 

   MANAGEMENT 
 Advise rest and UV avoidance. Give prednisone (60 mg/day in divided doses) and/or 
immunosuppressants if there is CNS or renal involvement, hemolytic crisis, thrombocyto-
penia, or severe illness. Hydroxychloroquine is useful for treatment of the skin lesions in 
subacute and chronic phases but does not reduce the need for prednisone. Observe precau-
tions in the use of hydroxychloroquine. Alternatives include chloroquine or quinacrine. 
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    CELLULITIS 

 Cellulitis is an acute, spreading infection of dermal and subcutaneous tissues. The portal of 
entry is usually apparent, and  Staphylococcus aureus  is the most common pathogen. 
Erysipelas is a variant of cellulitis involving cutaneous lymphatics, and is usually caused 
by beta-hemolytic streptococci. In chronic soft tissue infections,  Nocardia spp ,  Sporothrix 
schenckii ,  Madurella spp ,  Scedosporium spp. , and nontuberculous mycobacteria are com-
mon pathogens, and in dog or cat bites,  Pasteurella spp  and  Capnocytophaga canimorsus  
are common pathogens. 

 Risk factors include host defense defects, diabetes mellitus, drug and alcohol abuse, 
cancer and cancer chemotherapy, chronic lymphedema, and previous episodes of cellulitis/
erysipelas. 

  CLINICAL MANIFESTATIONS 
 Fever and chills can develop rapidly, before cellulitis is apparent clinically. Higher fever 
(38.5°C) and chills usually associated with group A streptococcal infection. Lymph nodes 
can be enlarged and tender, regionally. 

  Lesions 
 A red, hot, edematous, shiny plaque originating at portal of entry enlarges with proximal 
extension and has sharply defined borders that are irregular, and slightly elevated. Vesicles, 
bullae, erosions, abscesses, hemorrhage, and necrosis may form in plaque. Lesions are 
tender and painful. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical based on lesion morphology and patient history and confirmed by 
culture as needed. If necrotizing fasciitis is suspected, obtain deep biopsy and frozen-
section histopathology. Differential includes deep vein thrombophlebitis, early contact 
dermatitis, urticaria, insect bite, fixed drug eruption, erythema nodosum, acute gout, and 
erythema migrans. If necrosis is present, consider vascular disease, calciphylaxis, warfarin 
necrosis, traumatic injury, cryoglobulinemia, fixed drug eruption, pyoderma gangrenosum, 
and brown recluse spider bite. 

   MANAGEMENT 
 Treat cellulitis with high-dose antibiotics according to the type and sensitivity of microbe 
suspected or confirmed with culture. 
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    THROMBOCYTOPENIC PURPURA 

 Thrombocytopenic purpura is characterized by cutaneous hemorrhages occurring in asso-
ciation with a reduced platelet count, and occurs at sites of minor trauma/pressure (platelet 
count <40,000/μL) or spontaneously (platelet count <10,000/μL) because of low platelets 
resulting from decreased platelet production, splenic sequestration, or increased platelet 
destruction. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Petechiae are small (pinpoint to pinhead), red, nonblanching macules that are not palpable 
and turn brown then acquire a yellowish-green tinge. Ecchymoses are black-and-blue spots 
representing larger area of hemorrhage. Vibices are linear hemorrhages, due to trauma or 
pressure. Most commonly lesions are on legs and upper trunk, but may be anywhere. 
Petachiae may be present on the palate and there may be gingival bleeding. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed with laboratory testing and platelet count. Rule 
out HIV (ELISA) and vasculitis (biopsy). The differential includes senile purpura, scurvy, 
progressive pigmentary purpura (Schamberg disease), purpura following severe Valsalva 
maneuver (coughing, vomiting/retching), traumatic purpura, factitial or iatrogenic purpura, 
and vasculitis. 

   MANAGEMENT 
 Identify the underlying cause of low platelets and correct, if possible. Oral glucocorticoids, 
high-dose IV immunoglobulins, platelet transfusion, or splenectomy may be indicated. 
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    ACQUIRED NEVOMELANOCYTIC NEVI 

 Acquired nevomlanocyctic nevi, also called moles, are one of the most common acquired 
growths in light-skinned people, and also occur in darker skinned individuals, though less 
commonly. Most adults have 20 or more moles; melanoma risk is related to the number 
of moles. 

  CLINICAL MANIFESTATIONS 
 Nevi appear in early childhood and usually reach a maximum in young adulthood even 
though some arise in adulthood. Later there is a gradual involution and fibrosis of lesions, 
and most disappear after age 60. Lesions are asymptomatic but they may itch when they 
grow; this is not a sign of malignancy per se, but does warrant regular follow-up. 

  Lesions 
 Nevi may be macules or papules <1 cm in diameter with a uniform tan, brown, or black 
color or nonpigmented, and may contain telangiectasia and hair follicles. They are 
round/oval/dome-shaped with smooth regular borders. The surface may be smooth or 
cobblestone-like, firm, or soft, and sometimes papillomatous or hyperkeratotic. Nevi occur 
in random distributions on the face, trunk, extremities, and scalp. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis clinical and, as for all pigmented lesions, the ABCDE rule applies: Asymmetry, 
Borders irregular, Color not uniform, Diameter is large, Elevation or Enlargement. If any 
of the ABCDE characteristics are present, use dermoscopy and/or histology to rule out 
malignancy. The differential includes solar lentigos, atypical nevi, lentigo maligna, sebor-
rheic keratosis, melanoma, basal cell carcinoma, dermatofibroma, Spitz nevi, blue nevi, 
neurofibroma, trichoepithelimoa and sebaceous hyperplasia. 

   MANAGEMENT 
 Surgical removal is only necessary if nevi occur in certain regions (scalp, mucous mem-
branes, anogenital region), or if nevi undergo a rapid change in size, become variegated in 
color, have irregular borders, become eroded without trauma, or itch, hurt, or bleed. 
Dermoscopy is recommended if any criteria for melanoma or dysplastic nevi occur. 
Manipulation or traumas do not cause malignancy. Send excised nevi for histologic diag-
nosis to rule out congenital, dysplastic, blue nevi, and melanoma. Removal via electrocau-
tery should only be considered if nevi can be unequivocally diagnosed as benign. 
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    VARICELLA ZOSTER VIRUS (VZV) (CHICKENPOX) 
INFECTION 

 VZV is a human herpes virus transmitted by airborne droplets and person-to-person con-
tact. It is nearly always symptomatic and most often occurs in childhood. During primary 
infection, VZV establishes lifelong infection in sensory ganglia and recurrences (herpes 
zoster) occur as immunity decreases. VZV vaccine has reduced the incidence of varicella 
and herpes zoster. 

  CLINICAL MANIFESTATIONS 
 First lesions begin on face and scalp, spreading inferiorly to trunk and extremities, and are 
most profuse in areas least exposed to pressure, (between shoulder blades, flanks, axillae, 
popliteal and antecubital fossae). Palms and soles are usually spared. CNS involvement 
with cerebellar ataxia and encephalitis and Reye syndrome can occur in children. 
Adolescents and adults often have respiratory symptoms. 

  Lesions 
 The initial lesions are papules (often not observed) that may appear as wheals and quickly 
evolve to vesicles, superficial and thin-walled with surrounding erythema. Vesicles rapidly 
evolve to pustules and crusted erosions over an 8- to 12-hour period. With subsequent 
crops, all stages of evolution may be noted simultaneously, i.e., papules, vesicles, pustules, 
crusts, i.e., polymorphic. Crusted erosions heal in 1–3 weeks, leaving a pink, somewhat 
depressed base. Characteristic punched-out permanent scars may persist. Oropharyngeal 
vesicles and subsequent erosions may be observed, particularly on the palate. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by direct fluorescent antibody (DFA) test, Tzanck 
smear, serology, or dermatopathology as needed. The differential includes disseminated 
herpes simplex virus (HSV) infection, cutaneous dissemination of zoster, eczema herpeti-
cum, rickettsia pox, and enterovirus infections. 

   MANAGEMENT 
 Control pruritus with antihistamines, lotions. Avoid antipyretics due to risk of Reye syn-
drome. Antiviral agents decrease severity of course if given within 24 hours of onset: 
valaciclovir 20 mg/kg every 8 hours for five days or acyclovir 20 mg/kg every 6 hours for 
5 days for children; valaciclovir 1 g every 8 hours for 7 days for adolescents and adults. For 
immunocompromised patients, valaciclovir 1 g every 8 hours for 7 to 10 days; or acyclovir 
800 mg five times a day or famciclovir 500 mg every 8 hours for 7 to 10 days. Give intra-
venous acyclovir or foscarnet for the severely immunocompromised. 
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    DIABETIC NEUROPATHY 

 Peripheral neuropathy is responsible for the “diabetic foot.” Other factors are angiopathy, 
atherosclerosis, and infection and most often they are combined. Diabetic neuropathy is 
combined motor and sensory, and motor neuropathy leads to weakness and muscle wasting 
distally. 

  CLINICAL MANIFESTATIONS 
 Sensory loss begins in the toes and progresses up the legs. Tingling, burning, and deep 
aching pains may also be apparent. 

  Lesions 
 Sensory neuropathy predisposes the patient to neurotropic ulcers over bony prominences of 
feet, usually on the great toe and sole as shown. The ulcers are surrounded by a ring of 
callus and may extend to underlying joint and bone, leading to osteomyelitis. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Nerve conduction studies usually show reduced amplitudes and mild-to-moderate slowing 
of conduction velocities, and nerve biopsy reveals axonal degeneration, endothelial hyper-
plasia, and, occasionally, perivascular inflammation. 

   MANAGEMENT 
 Tight control of glucose can reduce the risk of developing neuropathy or improve the 
underlying neuropathy. Any infection should be treated with appropriate antimicrobials. 
Pain may be treated with antiepileptics, antidepressants, sodium channel blockers, and 
other analgesics. Ulcers should be debrided, and given moist wound care, protective dress-
ings, and off-loading (often nonweight bearing). 
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    GOUT 

 Gout is a clinical syndrome in which monosodium urate crystals are deposited in synovial 
fluid and joints. Gout may occur with and without hyperuricemia, renal disease, and 
nephrolithiasis. 

  CLINICAL MANIFESTATIONS 
 Acute gouty arthritis usually occurs in middle age. It usually affects a single joint in the 
lower extremities, usually the first metatarsophalangial joint and can also affect fingers; 
with time, attacks tend to affect multiple joints. Intercritical gout describes the interval 
between attacks of gout. In chronic tophaceous gout, patients rarely have asymptomatic 
periods. 

   DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Accurate diagnosis rests on the demonstration of intracellular, birefringent, needle-shaped 
crystals by polarized microscopy. Histopathologic examination of a gouty tophus reveals 
granulomatous inflammation surrounding yellow-brown urate crystals or needle-like 
spaces in a radial arrangement, representing crystals dissolved during processing. 
Laboratory analysis may reveal elevated uric acid levels, but this is not necessary for diag-
nosis. Leukocytosis and elevated sedimentation rate are often seen during acute arthritic 
attacks. 

   MANAGEMENT 
 The goal of therapy for acute attacks is analgesia and reduction of inflammation with nonste-
roidal anti-inflammatory drugs, colchicine, and corticosteroids. Indomethacin has been 
shown in randomized controlled trials to decrease pain, as has colchicine (1.2 mg followed 
in 1 hour by 0.6 mg reduces drug–drug interactions and gastrointestinal side effects). 
Corticosteroids are also believed effective. Because patients often have many comorbidities, 
therapy must be individualized. Continue treatment for 7 to 10 days after the acute attack, and 
prophylactic therapy may be continued for 3 to 6 months. In patients with only one attack, 
conservative management is avoidance of drugs that decrease uric acid excretion such as 
thiazide or loop diuretics, aspirin, pyrazinamide, or niacin, adequate hydration, weight loss, 
controlling any hypertension or hyperlipidemia, and decreasing purine intake. Uric acid-
lowering therapy is indicated in chronic tophaceous gout and patients with renal calculi, 
extremely high values of serum uric acid, high serum uric acid levels in the setting of a known 
familial history of gout (e.g., where there is a known deficiency of one of the relevant 
enzymes), or patients receiving acute courses of chemotherapy. Uricosurics (probenecid, sul-
finpyrazone, and benzbromarone) or xanthine oxidase inhibitors (allopurinol, febuxostat) are 
used to maintain the serum urate level at under 6 mg/dL. 
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    SYSTEMIC LUPUS ERYTHEMATOSUS 

 Systemic lupus erythematosus is a serious multisystem autoimmune disease, involving 
connective tissue and blood vessels. It is nine times more common in women than in men 
and more common in those of African descent. Onset is in the third or fourth decade and 
precipitating factors include family history and UV exposure. 

  CLINICAL MANIFESTATIONS 
 Fatigue, fever, weight loss, and malaise occur with arthralgia or arthritis, abdominal pain, 
and CNS symptoms. 

  Lesions 
 Lesions present for weeks (acute) to months (chronic) and are pruritic or burning. In the 
subacute and acute phase of the disease, a  butterfly rash  occurs on the malar regions of 
the face that is erythematous, confluent, and sharply defined with fine scaling, erosions 
(acute flares), and crusts. In the subacute phase, in light-exposed areas, there are psoriasi-
form papulosquamous lesions that are sharply defined, with slight delicate scaling, 
evolving into bright red confluent plaques that are oval, arciform, or polycyclic, just as in 
psoriasis and annular, bright red lesions with central regression and little scaling. In both 
there may be telangiectasia, but there is no follicular plugging and little induration. Lesions 
resolve with slight atrophy (no scarring) and hypopigmentation. In the chronic phase, 
lesions start as bright red papules evolving into plaques, sharply marginated, with adherent 
scales that are difficult to remove and show spines on the undersurface (magnifying lens) 
resembling carpet tacks. Plaques are round or oval, annular or polycyclic, with irregular 
borders and expand in the periphery and regress in the center, resulting in atrophy and 
scarring. “Burned out” lesions may be pink or white macules and scars, but may also be 
hyperpigmented, especially in persons with brown or black skin. 

    DIAGNOSIS 
 Diagnosis is made on the basis of clinical findings, histopathology, lupus band test, and 
serology within the framework of the revised American Rheumatism Association (ARA) 
criteria. 

   MANAGEMENT 
 General measures rest and avoidance of sun exposure. Give prednisone (60 mg/day in 
divided doses) and/or immunosuppressants if there is CNS or renal involvement, hemolytic 
crisis, thrombocytopenia, or severe illness. Hydroxychloroquine is useful for treatment of 
the skin lesions in subacute and chronic SLE but does not reduce the need for prednisone. 
Observe precautions in the use of hydroxychloroquine. Alternatives include chloroquine or 
quinacrine.    
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 POLYARTERITIS NODOSA 

 Polyarteritis nodosa is a multisystem, necrotizing vasculitis of small- and medium-sized 
muscular arteries with involvement of the renal and visceral arteries. Cutaneous polyarteri-
tis nodosa is a rare variant with symptomatic vasculitis limited to skin and, at times, periph-
eral nerves. About 30% of cases are associated with hepatitis B. 

  CLINICAL MANIFESTATIONS 
 Necrotizing inflammation of small- and medium-sized muscular arteries may spread cir-
cumferentially to involve adjacent veins. Patients present with fever, asthma, and myalgia 
and skin lesions are painful. Patients may have hypertension; congestive heart failure, peri-
carditits, conduction system defects, myocardial infarction, cerebrovascular accident, 
mixed motor/sensory involvement with mononeuritis multiplex pattern, nausea, vomiting, 
abdominal pain, ocular vasculitis, retinal artery aneurysm, optic disc edema, and renal 
failure. 

  Lesions 
 Lesions are segmental and tend to involve bifurcations. Subcutaneous inflammatory, bright 
red to bluish nodules (0.5–2 cm) follow the course of involved arteries. Lesions are viola-
ceous, and become confluent to form painful subcutaneous plaques that are accompanied 
by livedo reticularis; “starburst” livedo is pathognomonic and marks a cluster of nodular 
lesions. Ulcers follow ischemia of nodules. Lesions are usually bilaterally on lower legs, 
and thighs, and sometimes on the arms, trunk, head, neck, and buttocks. Lesions last days 
to months and resolve with residual violaceous or postinflammatory hyperpigmentation. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and confirmed by biopsy, which shows polymorphonuclear neutro-
phils in all layers of muscular vessel wall and perivascular areas and there is fibrinoid 
necrosis of vessel wall with compromise of lumen, thrombosis, infarction of tissues sup-
plied by involved vessel, with or without hemorrhage. 

   MANAGEMENT 
 Treatment is with oral glucocorticoids: prednisone, 1 mg/kg body weight per day, and 
cyclophosphamide, 2 mg/kg per day. 
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    GRAFT-VERSUS-HOST DISEASE 

 Graft-versus-host disease (GVHD) is the totality of organ dysfunction caused by the action 
of histoincompatible, immunocompetent donor cells against the tissues of an immunocom-
petent host. Graft-versus-host reaction (GVHR) is the expression of GVHD in a specific 
organ (e.g., cutaneous GVHR). Acute cutaneous GVHR usually occurs 10–30 days after 
bone marrow transplantation (BMT). It is the earliest and most frequent. GVHR are also 
common after liver and other gastrointestinal transplants. Chronic cutaneous GVHR occurs 
>60 days after allogeneic BMT and manifests as lichenoid and sclerodermoid changes. 

  CLINICAL MANIFESTATIONS 
 Acute GVHR presents with local or general pruritus, pain on pressure, nausea/vomiting, 
abdominal pain, watery diarrhea, and jaundice. 

  Lesions 
 Initially, subtle, discrete macules and/or papules appear on the upper trunk, hands, and 
feet, especially the palms and soles. Macules become confluent on the face and are often 
erosive and painful. There may be mild edema with violaceous hue, periungual areas, and 
pinna. Erythema often occurs in a perifollicular array. If controlled/resolved, erythema 
diminishes with subsequent desquamation and postinflammatory hyperpigmentation. If it 
progresses, macules/papules become generalized, confluent, and evolve into erythro-
derma. Subepidermal bullae then occur, especially over pressure/trauma sites, palms/soles 
and there is a positive Nikolsky sign (skin sloughs off with gentle pressure). In chronic 
GVHD, there may be flat-topped (lichen planus–like) papules of violaceous color, 
initially on distal extremities but later generalized, and/or confluent areas of dermal 
sclerosis with overlying scale resembling scleroderma mainly on trunk, buttocks, hips, 
and thighs. With more severe disease, severe generalized sclerodermoid changes also 
involving face with necrosis and ulceration on acral and pressure sites. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The differential includes exanthematous drug reaction, viral exanthem, toxic epidermal 
necrolysis, and erythroderma. 

   MANAGEMENT 
 Treat lesions with topical glucocorticoids, PUVA, or extracorporeal photopheresis. Treat 
systemic effects and rejection with methylprednisolone, tacrolimus, cyclosporine, myco-
phenolate mofetil, etanercept, and infliximab. 

Wolff_Card_201-242.indd   223 8/7/13   10:33 AM



223

Wolff_Card_201-242.indd   223 8/7/13   10:33 AM



223

    ORAL HAIRY LEUKOPLAKIA 

 Epstein-Barr virus emerges from latency in advanced HIV disease and causes benign 
mucosal hyperplasia. Occurs with CD4+ cell count <300/ L. 

  CLINICAL MANIFESTATIONS 
 The disease is asymptomatic, though patients may be concerned that it gives stigmatization 
of HIV disease. 

  Lesions 
 White or grayish-white, well-demarcated plaques with corrugated texture occur on the lat-
eral and inferior surfaces of the tongue and are often present bilaterally. Lesions do not rub 
off or clear with adequate anticandidal therapy. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical. The differential includes pseudomembranous candidiasis (thrush), 
geographic or migratory glossitis, tobacco-associated leukoplakia, mucous patch of sec-
ondary syphilis, and squamous cell carcinoma in situ. 

   MANAGEMENT 
 Oral hairy leukoplakia usually resolves with antiviral treatment and immune restoration. 
Lesions can also be treated with podophyllin 25% in tincture of benzoin applied to the 
lesion with a cotton-tipped applicator for 5 min. 
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    SPIDER ANGIOMA 

 Spider angiomas are very common and occur at all ages. They are more common in girls 
and women and may be associated with hyperestrogenic states, such as pregnancy (one or 
more in two-thirds of pregnant women), in patients receiving estrogen therapy, e.g., oral 
contraceptives, or in those with hepatocellular disease such as subacute and chronic viral 
hepatitis and alcoholic cirrhosis. Lesions arising in childhood or pregnancy may regress 
spontaneously. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 A red focal telangiectatic network of dilated capillaries up to 1.5 cm in diameter radiates 
from a central arteriole (punctum). The central papular punctum is the site of the feeding 
arteriole with macular radiating telangiectatic vessels. The lesion is usually solitary and 
occurs most often on the face, forearms, and hands. On diascopy, the radiating telangiecta-
sia blanches and the central arteriole may pulsate. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes hereditary hemorrhagic telangiectasia, 
ataxia-telangiectasia, or telangiectasia in systemic scleroderma. 

   MANAGEMENT 
 Spider angiomas are a benign vascular malformation. Laser treatments and electrosurgery 
are both effective if treatment is desired for cosmetic effect. 
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    DISSEMINATED SUPERFICIAL ACTINIC 
POROKERATOSIS 

 Disseminated superficial actinic porokeratosis is the most common form of the very rare 
porokeratoses, more common in men than in women with an age of onset that is typically 
in the sixth decade. 

  CLINICAL MANIFESTATIONS 
 There may be mild pruritus and cosmetic concerns. 

  Lesions 
 There are uniformly small, annular flat papules ranging from 2 to 5 mm in diameter that are 
distributed symmetrically on the extremities and located predominantly in sun-exposed 
sites. The border of the lesions is well-demarcated and hyperkeratotic, usually <1 mm in 
height with a characteristic longitudinal furrow encircling the entire lesion. As lesions 
progress, the central area becomes atrophic and unhidrotic. 

 Typically the palms, soles, and mucous membranes are spared. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and can be difficult. The differential includes Darier disease, heat rash 
(miliaria rubra), papular urticaria, scabies, dermatitis herpetiformis (here there is grouping 
and the lesions are symmetric), Pityrosporum or eosinophilic folliculitis, insect bites, and 
drug eruptions. 

   MANAGEMENT 
 Treat lesions topically with Class I topical glucocorticoids under occlusion for 4 hours. 
Systemic oral glucocorticoids and dapsone have been used with success, but relapses occur 
after withdrawal. Phototherapy UVB or photochemotherapy may be useful for patients 
who do not respond to topical glucocorticoids under occlusion. Isotretinoin has been used 
in refractory cases. 
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    BLUE NEVUS 

 A blue nevus is an acquired, firm, dark-blue to gray-to-black, sharply defined papule or 
nodule representing a localized proliferation of melanin-producing dermal melanocytes. 
There are three types: common, combined, and cellular. Common and combined types are 
benign. Cellular blue nevi are larger and have very rare tendency to become malignant. 

  CLINICAL MANIFESTATIONS 
  Lesions 
 Common or combined types are papules or nodules, blue-gray, blue-black, <10 mm in 
diameter. Cellular blue nevi are larger (>1 cm) and irregular. 

    DIAGNOSIS AND DIFFERNTIAL DIAGNOSIS 
 Diagnosis is clinical and may be confirmed on biopsy. The differential includes dermatofi-
broma, glomus tumor, nodular or metastatic melanoma, traumatic tattoo, and pigmented 
basal cell carcinoma. 

   MANAGEMENT 
 No treatment is needed for common or combined nevi. Cellular blue nevi should be 
excised. 
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    BASAL CELL CARCINOMA (BCC) 

 BCC is caused by UV irradiation and is the most common cancer in humans. BCC is 
locally invasive, aggressive, and destructive but slow growing. There is almost no tendency 
to metastasize unless there is dedifferentiation, for instance, after inadequate radiotherapy. 
However, on the head, muscle and bone may be destroyed and the tumor can invade to the 
dura mater. BCC occurs after age 40, is more common in men, and rare in people with 
brown/black skin. 

  CLINICAL MANIFESTATIONS 
 BCC is a slowly evolving, often asymptomatic lesion that erodes or bleeds upon mild 
excoriation. Most often it occurs on the face, especially around the ears and nasolabial 
folds. The scleroxing type is often on the trunk. 

  Lesions 
  Nodular   Translucent or pearly, firm, smooth nodule or papules with telangiectasia; some-
times have erosions or stipples of melanin.     Ulcerating   Translucent, pearly, smooth ulcers 
with telangiectasia; often have a crust and rolled border.     Sclerosing   is as small patch 
of morphea or superficial scar, often ill-defined, skin-colored, whitish but also with 
peppery pigmentation. Sclerosing BCC can progress to nodular or ulcerating.     Superficial 
multicentric   type has thin pink or red plaques with threadlike borders and telangiectasia; 
there may be considerable scaling. Superficial multicentric BCC can give rise to nodular 
and ulcerating BCC.     Pigmented BCC   Brown to blue or black, smooth, glistening surface; 
hard, firm, round or oval lesion; may be cystic or umbilicated. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical with careful examination with a hand lens, palpation, and dermoscopy, 
confirmed histologically. Differential includes all smooth papules; if pigmented, superfi-
cial spreading and nodular melanoma; if ulcerated, all nonpainful firm ulcers including 
SCC and extragenital primary chancre of syphilis. Solar keratoses are differentiated from 
BCC by the lack of bleeding upon excoriation. 

   MANAGEMENT 
 Excisions and repair is the standard of care. Cryosurgery and electrosurgery are options 
only for very small lesions below the neck. Use radiation therapy only when surgery may 
cause significant disfigurement or in very old age. Superficial BCCs below the neck may 
be treated with cryosurgery or electrocautery with curettage, though both are scarring. 
Topical 5-fluorouracil and imiquimod cream five times a week for 6 weeks is effective, and 
nonscarring, but may not remove all tumor tissue. 
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    PEDICULOSIS CAPITIS (LICE INFESTATION) 

 When lice infest the head, they feed on scalp and neck and deposit eggs (nits) on hair 
shafts. 

 Young lice hatch within 1 week, passing through nymphal stages, growing larger and 
maturing to adults over a period of 1 week. One female can lay 50–150 ova during a 16-day 
lifetime. Lice survive only for a few hours off scalp. Transmission is from head-to-head 
contact via shared hats, caps, brushes, combs, fabric-covered seats, and pillows. The head 
louse is not a vector of infectious disease. 

  CLINICAL MANIFESTATIONS 
 There is pruritus of the back and sides of scalp. Scratching and secondary infection is 
associated with occipital and/or cervical lymphadenopathy. Some individuals exhibit 
obsessive compulsive disorder or delusions of parasitosis after eradications of lice and nits. 
Head lice are identified by eye or by microscopy (hand lens or dermoscope) but are difficult 
to find. Most patients have a population of <10. Nits are the oval grayish-white egg cap-
sules (1 mm long) firmly cemented to the hairs and vary in number from only a few to 
thousands. With current infestation, nits are near the scalp; with infestation of long stand-
ing, nits may be 10–15 cm from the scalp. 

  Lesions 
 Papular urticaria on the neck may occur on the neck and reflect immune sensitivity/toler-
ance. Secondarily, eczema, excoriation, and lichen simplex chronicus may occur as can 
secondary infection. A hypersensitivity rash, resembling a viral exanthema, may also occur. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed by detection of lice. Lice infestation can mimic hair casts 
(inner root sheath remnants); hair lacquer, hair gels, dandruff (epidermal scales), piedra, 
and pruritus may also be caused by atopic dermatitis, impetigo, and lichen simplex 
chronicus. 

   MANAGEMENT 
  Topical 
 Insecticide creams including permethrin, malathion, pyrethrin, piperonyl, and butoxide. 

   Systemic 
 Oral ivermectin (200 μg/kg). 
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     DOMINANT ICHTHYOSIS VULGARIS 

 Dominant ichthyosis is an autosomal dominant disease that begins at age 3–12 months, and 
is characterized by usually mild generalized xerosis with scaling that is most pronounced 
on the lower legs. 

  CLINICAL MANIFESTATIONS 
 Dominant ichthyosis is very commonly associated with atopy, and xerosis and pruritus are 
worse in winter months. Many patients have cosmetic concerns, particularly when hyper-
keratosis is severe. Over 50% of patients also have atopy. 

  Lesions 
 Xerosis (dry skin) with fine, powdery scaling occurs, but larger, firmly adherent tacked-
down scales in a fish-scale pattern also occur. There is diffuse general involvement, accen-
tuated on the shins, arms, and back, but also on the buttocks and lateral thighs; the axillae 
and the antecubital and popliteal fossae are spared as is the face usually, although the 
cheeks and forehead may be involved. Keratosis pilaris is perifollicular hyperkeratosis with 
little, spiny hyperkeratotic follicular papules of normal skin color, either grouped or dis-
seminated, mostly on the extensor surfaces of the extremities but, during childhood, also on 
cheeks. The hands and feet are usually spared, but palmoplantar markings are more accen-
tuated (hyperlinear). 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is usually by clinical findings; abnormal keratohyalin granules are seen in elec-
tron microscopy. The differential includes acquired ichthyoses and all other forms of 
ichthyosis. 

   MANAGEMENT 
 Instruct patients to keep skin hydrated, which is best accomplished by immersion in a bath 
followed by the application of petrolatum. Urea-containing creams, which bind water in 
the stratum corneum, are also helpful. Propylene glycol (44–60% in water), 6% salicylic 
acid in propylene glycol and alcohol under plastic occlusion (beware of hypersalicism), 
α-hydroxy acids (lactic acid or glycolic acid), and urea-containing preparations (2–10%) 
are also effective. For severe cases, intermittent therapy with isotretinoin and acitretin is 
very effective, but careful monitoring for toxicity is required. 
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    DYSHIDROTIC ECZEMATOUS DERMATITIS 

 Dyshidrotic eczema is a special vesicular type of hand and foot dermatitis that may be 
acute, chronic, or recurrent. 

  CLINICAL MANIFESTATIONS 
 Pruritus and sometimes pain occur when lesions are present. 

  Lesions 
 There is sudden onset of many deep-seated pruritic, clear “tapioca-like” vesicles; large bullae 
can occur (pompholyx). Later, scaling fissures and lichenification may occur. Pustules, cel-
lulitis, lymphangitis, and painful lymphadenopathy represent secondary infection. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The diagnosis is made clinically and the differential includes contact dermatitis, fungal 
infections, and viral exanthems. 

   MANAGEMENT 
 Topical high-potency corticosteroids, intralesional triamcinolone 3 mg/mL for small areas; 
in severe cases a short course of prednisone: starting with 70 mg and tapering by 10 or 5 mg 
over 7 or 14 days; systemic antibiotics for secondary infection and PUVA either oral or as 
“soaks.” 
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    PAPULAR URTICARIA (BUG BITES) 

 Cutaneous reactions to arthropod bites are inflammatory and/or allergic reactions, and are 
characterized by an intensely pruritic eruption. Patients are often unaware of having been 
bitten. Significantly, arthropods are vectors of many systemic infections. 

  CLINICAL MANIFESTATIONS 

  Lesions 
 Solitary or grouped papules (usually <1 cm), papulovesicles, or bullae arise at the site of 
the bite occurring immediately after two days after the bite and persist for >48 hours. 
Erythematous macules can also occur at bite sites and are usually transient. Vesicles may 
form on papules, and large urticarial plaques may occur. Excoriations are common and can 
result in painful erosions that may be secondarily infected, and may heal with hyper- or 
hypopigmentation and/or raised or depressed scars, especially in more darkly pigmented 
individuals. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical and the differential includes papular urticaria and allergic contact 
dermatitis, especially to plants such as poison ivy or poison oak. 

   MANAGEMENT 
 Give potent topical glucocorticoids for a short duration for intense pruritus. Oral glucocor-
ticoids can be given for persistent pruritus. Provide supportive care and watch for any 
secondary cutaneous infections or systemic infections transmitted by the arthropod. 
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    NECROBIOSIS LIPOIDICA 

 Necrobiosis lipoidica is a cutaneous disorder often, but not always, associated with diabe-
tes mellitus occurring in young adults though not uncommon in juvenile diabetics. Women 
are affected three times more often than men. One-third of patients have clinical diabetes, 
one-third have abnormal glucose tolerance only, and one-third have normal glucose toler-
ance. The severity is not related to the severity or control of diabetes. 

  CLINICAL MANIFESTATIONS 
 Necrobiosis lipoidica is slowly evolving and enlarges over months, persisting for years. 
There is cosmetic disfigurement, and lesions that develop ulcers are painful. 

  Lesions 
 The lesion starts as a brownish red or skin-colored papule that slowly evolves into a well-
demarcated waxy plaque of variable size. The sharply defined and slightly elevated border 
retains a brownish-red color, whereas the center becomes depressed and acquires a yellow-
orange hue. Through the shiny and atrophic epidermis, multiple telangiectasias of variable 
size are seen. Larger lesions are formed by centrifugal enlargement. Merging of smaller 
lesions creates a serpiginous or polycyclic configuration. Ulceration may occur within the 
plaques, and healed ulcers result in depressed scars. Burned-out lesions are tan with telan-
giectasia. There are usually 1 to 3 lesions; >80% occur on the shin; at times symmetric. 
Less commonly lesions are on feet, arms, trunk, or face and scalp; rarely they may be 
generalized. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The lesions are so distinctive that biopsy confirmation is not necessary; however, biopsy 
may be required in early stages to rule out granuloma annulare (which frequently coexists), 
sarcoidosis, or xanthoma. 

   MANAGEMENT 
 Topical glucocorticoids with occlusion are helpful; however, ulcerations may occur with 
occlusion. Intralesional triamcinolone, 5 mg/mL, into active lesions or lesion margins usu-
ally arrests extension of plaques. Most ulcerations heal with local wound care; if not, exci-
sion of entire lesion with grafting may be required. 
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    BULLOUS IMPETIGO 

 Impetigo is most often caused by  Staphylococcus aureus  or betahemolytic streptococcus 
group A. Bullous impetigo results from local production of epidermolytic toxin 
A-producing  S. aureus . These are not typical human skin flora, but rather transiently colo-
nize skin and cause superficial infections. Primary infections occur most often in children, 
though primary and secondary infections can occur at all ages. 

  CLINICAL MANIFESTATIONS 
 Superficial infections are often asymptomatic. 

  Lesions 
  Impetigo   appears as erosions with golden-yellow crusts 1 to >3 cm in diameter and with 
central healing if lesions have been present for several weeks. Lesions are scattered, dis-
crete, and may become confluent; satellite lesions occur by autoinoculation. Secondary 
infection is common.     Bullous impetigo   appears as blisters containing clear yellow or 
slightly turbid fluid with an erythematous halo, on normal-appearing skin. With rupture, 
bullous lesions decompress. If roof of bulla is removed, shallow moist erosion forms.  
   Ecthyma   is ulceration with a thick adherent crust that may be tender and indurated. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed by culture. Differential includes excoriation, allergic con-
tact dermatitis, herpes simplex, epidermal dermatophytosis, scabies, burns, porphyria cuta-
nea tarda, venous stasis, and ischemic ulcers. 

   MANAGEMENT 
 Treat lesions with mupirocin and retapamulin ointment and prevent recurrences with ben-
zoyl peroxide wash and/or application of mupirocin and retapamulin ointment to the nares. 
Check family members for signs of impetigo and encourage all close contacts to wash 
hands with ethanol or isopropyl gel. 
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    VARICOSE VEINS 

 Varicose veins result from chronic venous insufficiency due to failure of centripetal return 
of venous blood and increased capillary pressure. Peak incidence of onset is 30–40 years, 
and women are affected three times more often than men. Varicose veins are an inherited 
characteristic aggravated by pregnancy, increased blood volume, increased cardiac output, 
increased venocaval pressure, and progesterone. 

  CLINICAL MANIFESTATIONS 
 There may be heaviness or aching of legs, which is aggravated by standing (dependency) 
and relieved by walking. 

  Lesions 
 Superficial leg veins are enlarged, tortuous, and have incompetent valves; these are best 
evaluated with the patient standing. “Blow-out” may be seen at sites of incompetent com-
municating veins. Varicose veins may or may not be associated with starburst phlebectasia 
usually overlying the area of an incompetent communicating vein. Superficial venectasias 
(spider phlebectasia) without a starburst pattern may be present, but most commonly are 
not a sign of chronic venous insufficiency. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made with the tourniquet test, in which a tourniquet is applied to the leg that 
has been elevated to empty the veins; when the patient stands up and the tourniquet is 
released, there is instant filling of a varicose vein due to absent or ill-functioning valves. 
Doppler and color-coded duplex ultrasound detects incompetent veins and venous occlu-
sion due to thrombus. 

   MANAGEMENT 
 Injection sclerotherapy in which a sclerosing agent is injected into varicosities, followed by 
prolonged compression is effective. Vascular surgery may also be performed. 
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    NAIL FINDINGS OF LICHEN PLANUS 

 Nail involvement occurs in 10% of individuals with disseminated lichen planus, and nail 
lesions may be the only manifestation, and can destroy the nails. One, several, or all 
20 nails may be involved (“twenty-nail syndrome,” where there is loss of all 20 nails with-
out any other evidence of lichen planus elsewhere on the body). 

  CLINICAL MANIFESTATIONS 
 Onychorrhexis is seen (longitudinal ridging and fissuring of the nail plate with brittleness 
and breakage), though this is not a specific feature and can also be seen with aging. There 
are similar changes in lichenoid graft-versus-host disease. On the skin, the dorsum of 
the peripheral nail fold shows swelling with blue/red discoloration of proximal nail fold. 
There may be a small focus in the matrix, appearing as a bulge under proximal nail fold and 
a subsequent longitudinal red line: Thinned nail plate evolves into distal split nail 
(onychorrhexis). Matrix involvement is diffuse selective atrophy of nail plate with ony-
chorrhexis and/or transverse splitting. A red lunula may be focal or disseminated, and tran-
sitory longitudinal melanonychia may occur. There may be a complete nail split. Pterygium 
formation (scar, matrix destroyed) is partial loss of the central nail plate, which presents as 
a V-shaped extension of skin of proximal nail fold adherent to nail bed. Acute progressive 
nail destruction leading to diffuse nail atrophy with and without pterygium leads to com-
plete loss of nail (anonychia). In ulcerative lichen planus, there are bullae, erosions, hemor-
rhage, and scarring; in this form, cutaneous lesions are usually present on palms/soles. 

 Variants of the disease include 20-nail dystrophy of childhood, which resolves sponta-
neously; lichen planus-like eruptions following bone marrow transplant in graft-versus-
host disease; drug-induced LP-like reactions, and permanent anonychia as the only 
manifestation of lichen planus. 

   DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
Clinical appearance and LP lesions elsewhere on the body. Differential diagnosis includes 
all destructive nail diseases like psoriasis, Darier disease, onychomycosis.

   MANAGEMENT 
 Treat nail lesions with intralesional triamcinolone and systemic glucocorticoids. 
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    MENIGOCOCCEMIA 

  Neisseria meningitides  colonizes the human nasopharynx and spreads by person-to-person 
contact through respiratory droplets. 

  CLINICAL MANIFESTATIONS 
 The symptoms of meningococcal meningitis are those of typical bacterial meningitis, 
namely, fever, headache, stiff neck, and PMNs in spinal fluid. 

  Lesions 
 Small, pink, blanchable macules and papules occur soon after onset of disease. With vas-
cular friability and hemorrhage, petechiae and ecchymoses are seen on ankles, wrists, 
axillae, mucosal surfaces, and conjunctivae. A cluster of petechiae may be seen at pressure 
points, and ecchymoses and purpura may progress to hemorrhagic bullae, undergo necro-
sis, and ulcerate. In severe cases, purpura fulminans may occur which consists of bizarrely 
shaped, confluent necrotic hemorrhagic lesions that are grayish to black. There may be 
disseminated intravascular coagulation in fulminant disease. Patients may become septic 
and peripheral gangrene can occur. Waterhouse-Friderichsen syndrome is fulminant 
meningococcal septicemia characterized by high fever, shock, widespread purpura, dis-
seminated intravascular coagulation, thrombocytopenia, and adrenal insufficiency. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Definitive diagnosis requires isolation of meningococci from blood or local site of 
infection. The differential includes adverse cutaneous drug eruptions, vasculitis, Rocky 
Mountain spotted fever, and infective endocarditis. 

   MANAGEMENT 
 Use third-generation cephalosporins (ceftriaxone or cefotaxime) as primary therapy. 
Alternatives (provided the strain is susceptible) include penicillin G, ampicillin, fluoroqui-
nolone, or aztreonam. The usual duration of therapy is 7 days. In highly penicillin-allergic 
adults, administration of chloramphenicol (1 g IV every 6 hours) is preferable to risking 
cross-reactions with a third-generation cephalosporin. Provide supportive care to protect 
function of involved organs. 
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    STEVENS-JOHNSON SYNDROME (SJS) AND 
TOXIC EPIDERMAL NECROLYSIS (TEN) 

 SJS and toxic TEN are both an acute life-threatening mucocutaneous reactions character-
ized by extensive necrosis and detachment of the epidermis. SJS and TEN are variants of 
the same idiopathic or drug-induced disease and differ only in the percentage of body sur-
face involved. 

  CLINICAL MANIFESTATIONS 
 The time from first drug exposure to onset of symptoms is 1–3 weeks, though this occurs 
more commonly with challenge. A prodrome of fever, malaise, and arthralgia often occurs 
1–3 days prior to eruption. Impaired alimentation, photophobia, painful micturition, and 
anxiety may occur. 

  Lesions 
 There is mild-to-moderate skin tenderness, conjunctival burning or itching, then skin pain, 
burning sensation, tenderness, and paresthesia. Mouth lesions are painful and tender. The 
prodromal rash is morbilliform and can be targetoid with or without purpura. Lesions rap-
idly become confluent; alternatively, there may be no individual lesions, but rather diffuse 
erythema and no rash. As the rash progresses, epidermis becomes necrotic with crinkled 
macules that enlarge and coalesce. This is followed by sheet-like loss of epidermis and 
raised flaccid blisters that spread with lateral pressure (Nikolsky sign) on erythematous 
areas. With trauma, full-thickness epidermal detachment yields exposed, red, oozing der-
mis resembling a second-degree thermal burn. Lips, buccal mucosa, conjunctiva and geni-
tal and anal skin are invariably involved. Eyes have conjunctival lesions including 
hyperemia, pseudomembrane formation, keratitis, corneal erosions, and later synechiae 
between eyelids and bulbar conjunctiva. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 The differential includes drug eruptions, erythema multiforme, scarlet fever, phototoxic 
eruptions, toxic shock syndrome, graft-versus-host disease, thermal burns, staphylococcal 
scalded-skin syndrome (in young children, rare in adults), fixed drug eruption, and exfolia-
tive dermatitis. 

   MANAGEMENT 
 Early diagnosis and withdrawal of suspected drug(s) are very important. Patients are best 
cared for in an intermediate or intensive care unit. Manage replacement of IV fluids and 
electrolytes as for patients with extensive a third-degree thermal burn. However, less fluid 
is usually required as for thermal burn of similar extent. Systemic glucocorticoids early in 
the disease; in high doses, they are helpful in reducing morbidity or mortality. Late in the 
disease they are contraindicated. High dose intravenous immunoglubulin in early stages.  
Surgical debridement is not recommended. 

 Eye lesions should be treated early with erythromycin ointment. 
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    NODULAR MELANOMA (NM) 

 The second most common form of melanoma in light-skinned people, NM occurs mostly 
in middle age and on less sun-exposed areas. From the start, this tumor is in a vertical 
growth phase, involving the dermis. NM is much more common in those of Japanese 
descent (eight times for frequent than superficial spreading melanoma) for unknown 
reasons. 

  CLINICAL MANIFESTATIONS 
 NM may arise in a preexisting nevus, but more commonly arises de novo from normal skin, 
evolves over a few months, and is often noted by the patient as a new “mole”. 

  Lesions 
 The lesion is a uniformly elevated thick plaque or an exophytic, polypoid or dome-shaped 
lesion, usually with smooth regular borders. The color pattern is usually not variegated, 
and the lesion is uniformly blue or blue-black or, less commonly, can be very lightly pig-
mented or nonpigmented (amelanotic melanoma). NM is the one type of primary melanoma 
that arises quite rapidly (a few months to 2 years) from normal skin or from a melanocytic 
nevus as a nodular (vertical) growth without an adjacent epidermal component, as is always 
present in lentigo maligna melanoma and superficial spreading melanoma. Early lesions 
are 1–3 cm in size but may grow much larger if undetected. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed with dermoscopy and/or biopsy. Total excisional biopsy 
with narrow margins is optimal. When biopsy is positive, reexcision is required. Incisional 
or punch biopsy is acceptable when total excisional biopsy cannot be performed or when 
lesion is large, requiring extensive surgery to remove the entire lesion. Differential for blue/
black lesions is hemangioma (long history), pyogenic granuloma, and pigmented basal cell 
carcinoma. Any “blueberry-like” nodule of recent origin should be excised or, if large, 
biopsied. 

   MANAGEMENT 
 Treatment is excision down to the fascia. For lesions <1 mm thick, ensure 1 cm margins 
from lesion edges and biopsy lymph nodes only if nodes are palpable. For lesions >1 mm 
thick, ensure 2-cm margins and biopsy sentinel lymph nodes. Follow excision with direct 
closure or repair with skin grafts. Perform lymphadenectomy only for nodal basins with 
occult tumor cells or if nodes are clinically palpable and suspicious for tumor. Consider 
adjuvant therapy if there is risk of recurrence (positive regional lymph nodes, advanced 
stage). 
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    GENITAL HUMAN PAPILLOMA VIRUS (HPV) 
INFECTION 

 Most sexually active people are subclinically infected with HPV and 1% of sexually 
active adults, 15–19 years old, develop lesions. Infection may be dormant for years and 
become infectious intermittently. A recently developed vaccine to specific types may 
decrease the incidence of HPV-induced carcinoma. 

  CLINICAL MANIFESTATIONS 
 There is dysplasia of anogenital and oral skin and mucosa ranging from mild to severe. 
Warts can develop into squamous cell carcinoma. Recurrences are more commonly from 
reactivation than reinfection. In pregnancy, warts may increase in size and number, show 
increased vaginal involvement, and have an increased rate of secondary bacterial infection. 
Children delivered vaginally to mothers with genital HPV infection are at risk for develop-
ing recurrent respiratory papillomatosis. 

  Lesions 
 Lesions are called condylomata acuminata and range from barely visible papules to nod-
ules to confluent masses on anogenital skin or mucosa and oral mucosa including external 
genitalia, perineum, cervix, and oropharynx. Lesions are skin-colored, pink, red, tan, or 
brown and may be solitary, scattered, or isolated, or form voluminous confluent masses. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, occasionally confirmed by biopsy. The differential includes normal 
anatomic variants (sebaceous glands, pearly penile papules, vestibular papillae), squamous 
cell carcinoma, benign neoplasms (moles, seborrheic keratoses, skin tags, pilar cyst, angio-
keratoma), inflammatory dermatoses (lichen nitidus, lichen planus), molluscum contagio-
sum, condylomata lata, folliculitis, and scabietic nodules. 

   MANAGEMENT 
 No therapy has been shown to eradicate HPV or prevent cervical or anogenital cancer. 
Treatment is more successful if warts are small and present for <1 year. Treatment options 
are guided by patient needs; avoid expensive therapies, toxic therapies, and procedures that 
result in scarring. Imiquimod 5% cream or podophylox 0.5% solution is effective and can 
be applied by the patient. Cryosurgery and intralesional podophyllin 10–25%, and trichlo-
roacetic acid 80–90% are alternatives as is surgical removal or electrodesiccation. 
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    MALIGNANT MELANOMA OF THE 
ANOGENITAL REGION 

 While malignant melanoma of the anogenital region is rare, the prognosis is poor because 
of early metastases via lymphatic vessels. Additionally, because the anogenital area is often 
not checked for precancerous and cancerous lesions, diagnosis often occurs late in the 
course of disease. 

  CLINICAL MANIFESTATIONS 
 There are macules or papules with variegation of brown-black color, irregular borders, and 
often with papular elevation, or ulceration. Lesions in men occur on the glans (67%), 
prepuce (13%), urethral meatus (10%), penile shaft (7%), and coronal sulcus (3%), and in 
women on the labia minora and clitoris. 

   DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and confirmed with lesional biopsy. Total excisional biopsy 
with narrow margins is optimal, though incisional or punch biopsy is acceptable when total 
excisional biopsy cannot be performed. Do not use shave biopsy, which does not show the 
level of invasion. The differential includes genital lentiginosis, old fixed drug eruption, 
SCC, hemangioma, and intraepithelial neoplasia (Bowenoid papulosis). 

   MANAGEMENT 
 Treatment is excision down to the fascia. For lesions <1 mm thick, ensure 1-cm margins 
from lesion edges and biopsy lymph nodes only if nodes are palpable. For lesions >1 mm 
thick, ensure 2-cm margins and biopsy sentinel lymph nodes. Follow excision with direct 
closure or repair with skin grafts. Perform lymphadenectomy only for nodal basins with 
occult tumor cells or if nodes are clinically palpable and suspicious for tumor. Consider 
adjuvant therapy if there is risk of recurrence (positive regional lymph nodes, advanced 
stage). 
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    IMPETIGO 

 Impetigo is most often caused by  Staphylococcus aureus  or betahemolytic streptococcus 
group A. Bullous impetigo results from local production of epidermolytic toxin 
A-producing  S. aureus . These are not typical human skin flora, but rather transiently colo-
nize skin and cause superficial infections. Primary infections occur most often in children, 
though primary and secondary infections can occur at all ages. 

  CLINICAL MANIFESTATIONS 
 Superficial infections are often asymptomatic. 

  Lesions 
  Impetigo   appears as erosions with golden-yellow crusts 1 to 3 cm in diameter and with 
central healing if lesions have been present for several weeks. Lesions are scattered, dis-
crete, and may become confluent; satellite lesions occur by autoinoculation. Secondary 
infection is common.     Bullous impetigo   as shown appears as blisters containing clear yel-
low or slightly turbid fluid with an erythematous halo, on normal-appearing skin. With 
rupture, bullous lesions decompress. If roof of bulla is removed, shallow moist erosion 
forms.     Ecthyma   as shown is ulceration with a thick adherent crust that may be tender and 
indurated. 

     DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is clinical, confirmed by culture. Differential includes excoriation, allergic con-
tact dermatitis, herpes simplex, epidermal dermatophytosis, scabies, burns, porphyria cuta-
nea tarda, venous stasis, and ischemic ulcers. 

   MANAGEMENT 
 Treat lesions with mupirocin and retapamulin ointment and prevent recurrences with ben-
zoyl peroxide wash and/or application of mupirocin and retapamulin ointment to the nares. 
Check family members for signs of impetigo and encourage all close contacts to wash 
hands with ethanol or isopropyl gel. Systemic antibiotics. 
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    SYPHILIS (PRIMARY) 

 Syphilis is a sexually transmitted infection by the spirochete  Treponema pallidum , trans-
mitted through skin and mucosa, with manifestations in nearly every organ system. 

  CLINICAL MANIFESTATIONS 
 Regional lymphadenopathy appears within 7 days. Nodes are discrete, firm, rubbery, non-
tender, more commonly unilateral; may persist for months. 

  Lesions 
 A painless ulcer or chancre (1 mm to 2 cm) occurs on the mucocutaneous site of inocula-
tion, and is a button-like papule that evolves to a painless erosion and then ulcerates with 
raised border and scanty serous exudate. The surface may be crusted. Extragenital chancres 
occur at any site of inoculation; lesions on the fingers may be painful. Even without treat-
ment, chancre heals completely in 4–6 weeks, the infection either becoming latent or devel-
oping into secondary or tertiary syphilis. 

    DIAGNOSIS AND DIFFERENTIAL DIAGNOSIS 
 Diagnosis is made clinically and may be confirmed with dark-field microscopy or serologi-
cally. The differential includes genital herpes, traumatic ulcer, fixed drug eruption, chan-
croid, and lymphogranuloma venereum. 

   MANAGEMENT 
 Treat with intramuscular benzathine penicillin G 2.4 million units in single dose or oral 
doxycycline 100 mg twice daily for 14 days, which is highly effective and prevents second-
ary or tertiary syphilis.   
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