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Case Report: Short-Term Application of Topical Imiquimod Is Practical for Chromoblastomycosis
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Abstract.

Chromoblastomycosis is a chronic cutaneous fungal infection caused by dematiaceous fungi. It is a therapeu-

tic challenge because of the lack of specific treatments. We describe a refractory case of chromoblastomycosis in which the
lesion did not respond to initial treatment, but then use of topical imiquimod cured the lesion successfully.

INTRODUCTION

Chromoblastomycosis (CBM) is a common implantation
mycosis that has seen an increased incidence in tropical
regions." Patients are usually infected through the inoculation
of hyphae or conidia after transcutaneous trauma. CBM is
chronic and progressive. Treatment has always been chal-
lenging; there is a low cure rate and a high rate pf recurrence.
Traditional antifungal drugs such as itraconazole and terbina-
fine are usually requested for constant use and. in some cases,
without noticeable improvement.>® Recently, antifungal
immune therapies have been used to treat CBM. Imiquimod,
an immune stimulant, shows specific efficiency at enhancing
host immune responses against CBM.*® We report a case
of recalcitrant CBM resulting from Fonsecaea monophora
fungal infection that was treated successfully with short-
term use of topical 5% imiquimod. Our experience provides
evidence that short-term use of imiquimod as a monotherapy
is beneficial for refractory CBM.

CASE REPORT

A 72-year-old man presented with an 11-month history of a
progressive lesion on the dorsum of the right arm after local
trauma. On physical examination, inflammatory erythema
and verrucous plaque was noted on his right forearm (Figure
1A). Sclerotic bodies were observed in the biopsy specimen
(Figure 1D), and F. monophora was identified as the pathogen.
The patient was diagnosed with CBM and was treated with
itraconazole (400 mg/d) for 6 months, which was then com-
bined with terbinafine (250 mg/d) for another month. No
noticeable improvement was noted. We then treated the
lesion with 5% topical imiquimod five times per week as a
monotherapy. The patient did not complain of any side effects
of imiquimod, such as itching or burning. One month later, the
lesion exhibited verrucous and infiltrative aspects (Figure 1B).
After 3 months of treatment with imiquimod, the patient exhibit
erythematous cicatricial macula only (Figure 1C).

DISCUSSION

CBM is challenging to treat, and there are limited therapeu-
tic options. In addition to traditional antifungal agents and
physiotherapies, alternative treatment methods may be nec-
essary. Our patient demonstrated a positive response to
short-term treatment with topical imiquimod, which is consis-
tent with previous reports*® and provides more evidence
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supporting the efficiency of imiquimod in CBM treatment.
Based on publications and our own clinical experiences, the
limited lesions of CBM, even the refractory ones, had good
responses to imiquimod. However, for lesions that have mul-
tiple, eruptive verrucous plaques and nodules, topical imiqui-
mod might not a first-choice treatment.

Some immune-stimulating agents such as imiquimod and
glucan have been used to treat fungal infections, including
CBM,*® candidiasis,” hyalohyphomycosis,® and tinea pedis.’
Imiquimod is a potent agonist for toll-like receptor (TLR)-7 and
TLR-8. As a potent immune modulator, imiquimod is used ini-
tially for topical treatment of genital and perianal warts caused
by human papilloma virus. Its use later expanded to the treat-
ment of other skin infections. We realize that intracellular pat-
tern recognition receptors (TLR-3, TLR-7, TLR-8, and TLR-9)
are critical in the pathophysiology of mycoses,'® and studies
focus on stimulating the host reaction to improve defenses
against fungal pathogens. It has been proved that exoge-
nously applied TLR agonists are necessary to promote the
induction of proinflammatory cytokines and clearance of fun-
gal infection in vivo."

To our knowledge, there are nine cases of CBM treated with
topical imiquimod, as monotherapy or combined with antifun-
gal agents, with visible improvement.*=® The treatment dura-
tion of topical imiquimod in these cases ranged from 6 to 19
months (mean, 10.6 months). Compared with other reports,
the treatment duration in our case is much shorter, at only 3
months. Nevertheless, the lesion improved significantly, and
the final pathogen examination results were negative. Pro-
gression of the verrucous and infiltrative aspects of lesions
under imiquimod treatment have been reported and were
demonstrated in our patient as well. We observed an exacer-
bation after the first month of using imiquimod, as shown in
Figure 1B, which resolved subsequently. This exacerbation
might relate to the stimulation of local immune cells and pos-
sibly could lead to the resolution of CBM lesions.

Our case confirms the efficacy of imiquimod in treating
CBM, even in the short term. Topical imiquimod is an optimal
choice for CMB treatment— particularly for patients who fail to
respond to various antifungals—because it is cost-effective
and shows positive results in the short term, improving
patients’ quality of life.
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Ficure 1. (A) Inflammatory erythema and verrucous plague on the forearm before treatment. (B) Exacerbation of lesion under treatment with topical
imiquimod 5% for 1 month. (C) The cicatricial macula after 3 months of topical imiquimod. (D) Sclerotic bodies noted using Gomori methenamine silver

staining of the lesion. This figure appears in color at www.ajtmh.org.
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