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A 78-year-old white man presented for routine derma-
tologic examination. A 4�4-mm erythematous papule
was noted on the left upper back. It was asymp-
tomatic and previously unnoticed by the patient. The
results of a shave biopsy revealed a large spherule
with granular cytoplasm diagnostic of coccidi-
oidomycosis. Chest x-ray revealed a 1.8-cm right
upper lobe mass. The complement fixation antibody
titer for cocci was 1:128. The patient was treated
for disseminated coccidioidomycosis with oral 
fluconazole. The epidemiology, diagnosis, and
management of coccidioidomycosis are discussed.

Coccidioidomycosis is caused by the fungus
Coccidioides immitis, which is found in soil and
is endemic to the southwestern United States

(California, Arizona, New Mexico, and Texas) and
parts of Central and South America.1 One half to
two thirds of infections are asymptomatic or sub-
clinical.2 We describe a case of disseminated coccid-
ioidomycosis discovered incidentally after a biopsy
was performed on a lesion found during a routine
dermatologic examination.

Case Report
A 78-year-old white man presented for routine der-
matologic examination. A 4�4-mm erythematous
papule was noted on the left upper back (Figure 1).
The patient had not previously noted this lesion.
Because basal cell carcinoma was suspected, a shave

biopsy was performed. Results of hematoxylin and
eosin (H&E) staining revealed a large spherule with
granular cytoplasm within a giant cell in the context
of a granulomatous reaction pattern (Figure 2). The
patient reported a 1-year history of dry cough but
was otherwise asymptomatic. He denied any history
of trauma or injury to the involved area of his back.
No lymphadenopathy was noted on physical exami-
nation. Chest x-ray revealed a 1.8-cm right upper
lobe mass with a suggestion of central lucency. The
complement fixation antibody titer for cocci was
1:128. Calcofluor white preparation and cultures of
cerebrospinal fluid were negative. The patient also
tested negative for human immunodeficiency virus.

A diagnosis of disseminated coccidioidomycosis
was made based on (1) finding cutaneous coccidioi-
domycosis in a location unlikely to occur via direct
cutaneous inoculation, (2) a cocci complement 
fixation antibody titer of 1:128, and (3) radio-
graphic findings consistent with prior pulmonary
coccidioidal infection. The patient is presently
receiving treatment for disseminated coccidioido-
mycosis with 400 mg of oral fluconazole daily.

Comment
Although most coccidioidal infections are caused by
inhalation of arthroconidia, cutaneous inoculations
can occur in rare instances.3 Each year, approximately
3% of people living within an endemic area are at risk
of coccidioidomycosis infection.4 The large number of
Americans migrating to the Sunbelt states has greatly
expanded these endemic populations. Approximately
100,000 new cases of coccidioidomycosis will occur
annually.2 The concurrent rise in the number of
immunosuppressed patients and increased suscepti-
bility to serious coccidioidal infections has made 
coccidioidomycosis a notable public health concern.5

Approximately 60% of people infected with 
C immitus are asymptomatic.6 Other people typically
develop symptoms of a lower respiratory infection 
1 to 3 weeks after exposure. Symptoms include
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fever, sweating, cough, sputum production, chest
pain, arthralgias, anorexia, and weakness. Erythema
nodosum or erythema multiforme can occur.7 The
triad of fever, erythema nodosum, and arthralgias
has been called “desert rheumatism.”2 Approxi-
mately 5% of infected people have asymptomatic
residual pulmonary findings, usually thin-walled
cavities or nodules.7

Disseminated coccidioidomycosis occurs in
fewer than 1 in 200 infected individuals. Certain
ethnic backgrounds (American black, Filipino, and

Mexican), pregnant women, and immunosup-
pressed patients are most commonly affected.1 The
skin is the most common site of dissemination, and
there is a predilection for lesions at the nasolabial
fold.2 Lesions can present as papules, ulcerating
nodules, verrucous plaques, abscesses, or a draining
sinus tract.8 Common sites of extrapulmonary dis-
ease include the meninges, bones and joints, and
soft tissues.7 Coccidioidal meningitis is the most
severe form of disseminated infection and is nearly
always fatal within 2 years of diagnosis if untreated.2

Figure 1. A 4�4-mm erythem-
atous papule on the left 
upper back.

Figure 2. Large spherule 
with granular cytoplasm
within a giant cell (H&E, 
original magnification �200).
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The diagnosis of coccidioidomycosis can be
established by finding spherules in or isolating
C immitis from a clinical specimen or by detecting
specific anticoccidioidal antibodies in the patient’s
blood serum, cerebrospinal fluid, or other bodily
fluid.2 The diagnostic role of skin tests is limited
because anergy is common in progressive disease.7

Treatment regimens for most patients with non-
meningeal dissemination include 400 mg of flucona-
zole daily, 200 mg of itraconazole twice daily, or 
400 mg of ketoconazole daily. Treatment typically is
continued for at least one year, and then for another
6 months past the point at which further improve-
ment ceases. Relapses occur in approximately a third
of patients once therapy is stopped; thus, some
patients may require indefinite suppressive therapy.2

The subtle clinical presentation in our patient
underscores the importance of performing a biopsy on
clinically nondiagnostic lesions. A biopsy performed
on a small erythematous papule established the diag-
nosis of a disseminated life-threatening infection.
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