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Table I. Pathogens associated with
Henoch-Schönlein purpura

Bacteria
Bartonella henselae*
Borrelia burgdorferi
Campylobacter jejuni
Chlamydia species
Clostridium difficile
Ehrlichia chaffeensis
Haemophilus parainfluenzae
Helicobacter pylori*
Kingella kingae
Legionella long-beachae
Morganella morganii
Mycobacterium avium-intracellulare
Mycobacterium tuberculosis
Mycoplasma pneumoniae*
Neisseria meningitidis
Proteus mirabilisy

Pseudomonas aeruginosa
Salmonella non-typhi
Salmonella typhi
Shigella species
Staphylococcus aureus*
Staphylococcus coagulase-negative
Streptococcus equisimilis
Streptococcus pyogenes*
Streptococcus sanguis

Viruses
Coxsackie B1 virus
Cytomegalovirus
Epstein-Barr virus
Hepatitis A virus*
Hepatitis B virus*
Herpes simplex virus
HIV*
Human parvovirus B-19*
Varicella-zoster virus*

Parasites
Toxocara canis

*At least 5 reports were found in the literature archived in
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Tinea versicolor associated with etanercept
therapy

To the Editor: We report a 47-year-old man who
presented with a greater than 30-year history of
mild to moderate plaque psoriasis affecting approx-
imately 5% of his body surface area, and a 5-year
history of psoriatic arthritis affecting multiple joints.
The patient recently had been treated with metho-
trexate with weekly doses ranging between 15 and
22.5 mg for approximately 3 years, but this therapy
was discontinued secondary to liver function test
abnormalities. The patient subsequently began ther-
apy with etanercept (25 mg twice weekly), which as
monotherapy adequately controlled both his skin
and joint signs and symptoms. Within months of
commencing etanercept the patient soon noted the
appearance of symmetric hyperpigmented macules
over the upper aspect of his chest, lower aspect of
his neck, and both shoulders bilaterally. A potassium
hydroxide preparation from one of the lesions con-
firmed the diagnosis of tinea versicolor, which was
easily treated with topical ciclopirox gel combined
with topical selenium sulfide 2.5% shampoo. Months
later, the patient discontinued etanercept without
subsequent recurrence of tinea versicolor. But after
approximately 2 months the return of the signs and
symptoms of psoriasis and psoriatic arthritis led to
a reinitiation of etanercept therapy. Immediately,
the previous dermatitis reappeared with an identical
morphology and distribution. An upper respiratory
tract infection with associated viral labyrinthitis
necessitated another discontinuation of etanercept
therapy, and subsequently the dermatitis spontane-
ously resolved without the need for topical therapy.

Tinea versicolor is a common lipophilic yeast
infection of the skin caused by multiple species of
the genus Malassezia. The pathogenic organisms are
part of the normal skin flora and appear highest in
numbers in areas with increased sebaceous activity.
Factors such as heredity, humid environment, im-
munosuppression, and malnourishment have been
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Interstitial granulomatous dermatitis in a
child with chronic uveitis

To the Editor: Interstitial granulomatous dermatitis

(IGD) with arthritis, a clinicopathologic entity first
described by Ackerman et al1 in 1993, typically
occurs in women with rheumatoid arthritis (RA),
seronegative arthritis, or polyarthralgias.2,3 Clini-
cally, it is characterized by erythematous plaques
(often with an annular configuration; referred to as
IGD with plaques) or linear cords (the ‘‘rope sign’’;
referred to as IGD with cutaneous cords) favoring
the lateral chest, axillae, medial thighs, and groin.
Histologically, IGD features rosettes of palisading
histiocytes that surround tiny foci of degenerated
collagen in a dense, ‘‘bottom-heavy’’ dermal infil-
trate, often accompanied by neutrophils and/or
eosinophils.2,3 Some authors include IGD within
the spectrum of palisaded neutrophilic and granu-
lomatous dermatitis (PNGD), which classically pre-
sents as umbilicated papules favoring the elbows
and extensor surfaces of the digits in patients with a
wide range of autoimmune disorders, including sys-
temic vasculitides (eg, Wegener’s granulomatosis).4

Others argue that IGD represents a separate entity
with distinct clinical and histologic manifestations,
including an absence of the neutrophil-rich small
vessel vasculitis that characterizes early lesions of
PNGD.2,3 We report a case of IGD in a pediatric
patient with chronic uveitis.

A 6-year-old girl presented with a 2-year history of
asymptomatic erythematous plaques on the thighs.

She also had a 3-year history of bilateral non-gran-

ulomatous anterior and intermediate uveitis, which

had been treated chronically with topical corticoste-

roids and complicated by the development of glau-

coma and cataract formation. The patient had no

history of joint pain or swelling, fevers, oral or genital

ulcers, gastrointestinal symptoms, or recurrent infec-

tions. She took no systemic medications or herbal

remedies and had no known drug allergies. There

was no family history of granulomatous skin lesions,

uveitis, or arthritis.
Physical examination revealed several irregularly

shaped, slightly indurated, annular pink plaques on
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found to play a role in disease causation.1 Etanercept
is a soluble tumor necrosis factor (TNF) receptor
fusion protein approved for the treatment of rheu-
matoid arthritis, psoriatic arthritis, and psoriasis.
Etanercept is a well-characterized systemic medica-
tion that inhibits the proinflammatory actions of
TNF-a, and is associated with an increased risk for
both viral and bacterial infections.2 The occurrence
of tinea versicolor in the described patient likely is
directly related to therapy with etanercept, as this
middle-aged patient displayed a temporal onset of
the condition immediately after initiating etanercept
therapy on two independent occasions, showed a
spontaneous resolution of the condition immedi-
ately after discontination of etanercept, and denied
ever having the condition when not receiving
etanercept. The implication of this and one other
case report involving the appearance of tinea versi-
color in the context of the TNF-a inhibitor adalimu-
mab3 is that TNF-a inhibition in the rare predisposed
individual allows for the unchecked superficial in-
fection with the organism or organisms responsible
for tinea versicolor. This phenomenon also implies
that patients not on immunosuppressive therapy
who recurrently develop tinea versicolor may have
an innate immunodeficiency pertinent to combating
cutaneous infection with the relatively innocuous
species of Malassezia.
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the medial surface of the thighs (Fig 1). Annular pink

plaqueswere alsonotedon theelbows.The complete

blood count with differential, erythrocyte sedimen-

tation rate, CH50, serum immunoglobulin levels, and

chest radiograph were normal. Testing for rheuma-

toid factor (RF), antinuclear antibodies, antineutro-

phil cytoplasmic antibodies, HLA B27 antigen and

anti-Borrelia burgdorferi antibodies was negative.
A biopsy specimen from a plaque on the thigh

demonstrated a diffuse infiltrate throughout the mid
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