CASE REPORT

Disseminated cutaneous fungal infection
and AIDS

HOWARD A. ORIBA, MD; JACOB S. LO, MD; WILMA E BERGFELD, MD

m We report a case of recalcitrant generalized cutaneous polydermatophyte and Candida infection in an
AIDS patient who responded very poorly to topical, oral, and intravenous therapy. The patient died of
respiratory arrest secondary to pneumonia 14 months after a cutaneous fungal infection developed and 12
months after AIDS was diagnosed. Extensive cutaneous fungal infections refractory to treatment may be

a presenting sign of HIV infection.
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HE INCIDENCE and manifestations of cu-

taneous infections in patients with acquired

inununodeficiency syndrome (AIDS) con-
1 tinue to receive increasing attention. We re-
port an unusual presentation of recalcitrant widespread
cutaneous fungal infection in an AIDS patient. We
speculate that impaired cutaneous cell-mediated immu-
nity in combination with nonfungicidal therapy can
cause treatment of cutaneous fungal infections in AIDS
patients to fail.

REPORT OF A CASE

A 33-year-old homosexual man was in good health
until May 1986 when he noted an erythematous, scaly
plaque on his chest. He was treated initially with clotri-
mazole (Lotrimin) 1% cream, as prescribed by a local
physician, without clinical response. In July 1986, the
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patient developed an obscure febrile illness. He was sub-
sequently found to be HIV antibody positive (ELISA
confirmed by Western Blol technique) and had oppor-
tunistic infections including central nervous system tox-
oplasmosis, herpetic proctitis, thrush, thrush esophagi-
tis, and cytomegalovirus viremia/viuria.

During July 1986, the patient developed additional
scaly, erythematous plaques on the periorbital skin,
chest, and scalp. He was evaluated in The Cleveland
Clinic Foundation Department of Dermatology in Sep-
tember 1986, when KOH-positive scrapings confirmed
the diagnosis of tinea corporis, and he was treated with
griseofulvin, 250 mg by mouth twice daily. After 8 weeks
of treatment without significant clinical improvement,
we added topical econazole nitrate (Spectazole) cream
twice daily. Again, no benefit was noted. At this time,
we decided to discontinue his previous regimen and
begin oral ketoconazole at 200 mg daily. After 4 weeks of
oral ketoconazole therapy, no response was noted and
the dose was increased to 400 mg daily. Still, no clinical
benefit was noted. The patient was admitted to the In-
fectious Disease Service of The Cleveland Clinic Foun-
dation in May 1987 for treatment of dehydration and al-
tered mental status. The Department of Dermatology
was asked to re-evaluate his skin. Physical examination
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FIGURE 1. Skin biopsy specimen of the back with
Gomori-methenamine-silver stain illustrating abundant hyphae
in the stratum corneum. Original magnification 200x.

revealed several scaling, minimally erythematous
plaques on the forearms, back, chest, feet, and arms.
There were broken hairs on his chest, legs, and scalp. A
patchy alopecia was noted over the entire scalp. The left
ear was noted to have diffuse erythema and some crust-
ing. The perianal skin exhibited superficial erosions
with surrounding erythema. Several erythematous scal-
ing plaques were noted on the buttocks and groin.
KOH preparations of skin scrapings from the upper
extremities, chest, legs, buttocks, scalp, and dorsal sur-
faces of the feet revealed the presence of nonseptate hy-
phae. Skin fungal cultures from numerous body sites
grew four different organisms including Microsporum
canis, Candida albicans, Trichophyton mentagrophytes, and
T rubrum. From the scalp, only M canis and C albicans
were isolated. Skin biopsy specimens from the back and
buttocks were obtained. Numerous fungal spores and
short hyphae were observed within the stratum corneum
and the hair follicles. The fungal organisms stained bril-
liantly with Gomori-methenamine-silver stain (Figures
1 and 2) and PAS stain. Fite-stained specimens showed
no mycobacterial organisms. Typical cytopathic changes
associated with Herpes simplex virus or cytomegalovirus
infection were not identified on the skin biopsy speci-
mens. No virus was isolated from tissue culture. His total
peripheral T-cell count was 2,500 (T-helper and T-
suppressor cell percentages were 2.1 and 53.6, respec-
tively). The helper/suppressor T-cell ratio was 1:26.
During the course of hospitalization, the patient was
treated with intravenous amphotericin B (10 mg/d) for 7
days for thrush esophagitis that was resistant to treat-
ment with clotrimazole troches. His widespread derma-
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FIGURE 2. Hair follicle with abundant hyphae as
demonstrated with Gomori-methenamine-silver stain. Original
magnification 400x.

tophyte infection was treated with ketoconazole, 200
mg by mouth daily, and topical econazole cream bid. He
also applied clotrimazole 1% lotion to his scalp two or
three times daily for his tinea capitis. This regimen,
however, provided no clinical benefit. Old erythema-
tous, scaly plaques on his trunk and extremities became
thicker (Figure 3). In addition, areas of involvement be-
came more widespread. The patient died of a five-lobe
pneumonia associated with cytomegalovirus, gram-posi-
tive cocci (the species was not identified), and Candida
1 year after AIDS was diagnosed and 14 months after
tinea corporis developed.

COMMENT

The cutaneous manifestations of AIDS are numerous
and diverse."” Fungal infections, especially at the mu-
cocutaneous sites, are commonplace. In this case, gener-
alized cutaneous fungal infection was recalcitrant to
therapy.

Several aspects of this case are noteworthy. First, we
are unaware of any previous reports of generalized cu-
taneous fungal infections (of this degree) in patients
with documented AIDS. Second, our patient harbored a
polymicrobial cutaneous fungal infection. Cutaneous
fungal infections in normal hosts are usually caused by
only single species, not four as in this case. Third, this
patient’s disease did not respond to therapy.

As described above, our patient underwent a variety
of therapies. Topical clotrimazole or econazole did little
to contain or arrest the infection. Treatment with oral
griseofulvin and ketoconazole was disappointing as well.
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The dosage and length of therapy were inadequate in
both treatments. It is possible that our patient may have
been unable to absorb the oral preparation of the anti-
fungal medications adequately. Since ketoconazole bio-
availability depends on gastric acidity,’ antacid, anti-
cholinergic, and H, blocking agents must be avoided.
Our patient was not receiving such therapy. Although
malabsorption seems unlikely in this case, since he was
asymptomatic, it should always be considered in an
AIDS patient with weight loss and diarrhea.

Some dermatophyte infections may not respond to
griseofulvin because of the dermatophyte species,* the
sites infected,’ and/or environmental factors such as
high temperature and relative humidity.” Also, griseoful-
vin-resistant dermatophytes may develop.® Our patient’s
cutaneous fungal infections probably did not respond to
therapy because the antifungal agents used were fungi-
static and not fungicidal, and because there was a tre-
mendous fungal load, as skin biopsies showed, that the
patient’s compromised immune system could not handle
adequately.

SUMMARY

This case of recalcitrant, generalized, cutaneous poly-
dermatophyte and Candida infections in an AIDS
patient responded poorly to topical, oral, and in-
travenous therapy. Development of resistant strains of
fungus may have played a role. The patient died of respi-
ratory arrest secondary to a five-lobe pneumonia with
cytomegalovirus, gram-positive cocci, and invasive in-
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FIGURE 3. Chronic, thick, scaling plaques on the back of an
AIDS patient.

fection by Candida species 14 months after a cutaneous
fungal infection developed and 12 months after AIDS
was diagnosed. Extensive cutaneous fungal infections re-
fractory to treatment may be a presenting sign of HIV
infection. Widespread cutaneous fungal infections unre-
sponsive to treatment in individuals at high risk for HIV

infection should alert the clinician to the possibility of
AIDS.
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