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Chromoblastomycosis due to Cladosporium carrionii
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ABSTRACT

An 81-year-old male presented with irregular verrucous growth of 6 years duration over the right leg. KOH preparation 
of the scrapings and histopathology of the lesion showed “sclerotic” bodies diagnostic of chromoblastomycosis. Culture 
on Sabouraud’s dextrose agar yielded Cladosporium carrionii.
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INTRODUCTION

C hromoblastomycosis is a chronic fungal infection 
of  the skin and subcutaneous tissues, caused 

by pigmented fungi which produce characteristic 
“sclerotic” bodies in clinical material. Diagnosis of  
chromoblastomycosis requires the demonstration of  
sclerotic or “muriform” bodies in the clinical material. 
However, identification of  the specific etiologic agents 
requires culture studies.[1] Most of  the agents causing 
chromoblastomycosis are usually localized in the skin 
and subcutaneous tissue.[2] However, certain uncommon 
agents of  chromoblastomycosis, such as Cladosporium 
species, are important to recognize, as they are 
associated with bad prognosis.[3-9] Here we present a case 
of  chromoblastomycosis due to Cladosporium species.

CASE REPORT

Eighty-one year old male patient, a priest by 
occupation and residing in a rural area, presented with 
large verrucous lesions over the lateral aspect of  right 
leg since 6 years [Figure 1a] and smaller plaque of  1 
year duration on the lower left leg. He complained 
of  purulent and blood-stained discharge from the 
lesion, which was associated with pain and itching. To 
begin with, the lesion was small in size and gradually 
progressed to the present size. New crop of  lesions 
occurred after 3 years. There was no history of  trauma, 
and he appeared healthy with moderate built physique, 

and there were no other associated illnesses. On local 
examination, there was a verrucous lesion measuring 
15 × 10 cm with crusting, discharge and “satellite 
lesions” [Figure 1a]. On radiologic examination, the 
right leg did not reveal any bony involvement, but soft 
tissue irregularity was noted in lateral aspect of  the leg.

His routine investigations were within normal limits. 
Direct microscopic examination of  10% KOH 
preparation of  the scrapings and crusts from the lesions 
showed small, round, thick-walled, brownish septate 
sclerotic bodies measuring 6–12 µm [Figure  1b]. The 
specimen was inoculated on Sabouraud’s dextrose 
agar slant containing chloramphenicol and yielded 
small, smooth, folded olive black colonies after 2 
weeks incubation at room temperature [Figure 1c]. 
The reverse side of  the colony was jet black in color. 
Lactophenol cotton blue preparation of  the colony 
revealed brown septate hyphae with lateral and terminal 
conidiophores of  varying size, bearing ovoid, dark 
conidia in branching chain formation (Cladosporium type 
of  sporulation) [Figure 1d]. The fungus was identified 
as Cladosporium carrionii. Histopathologic examination 
of  the specimen revealed pseudoepitheliomatous 
hyperplasia, microabscesses with characteristic sclerotic 
bodies and giant cell response.

DISCUSSION

The term “chromoblastomycosis” is exclusively used 
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for those fungal lesions which characteristically produce 
sclerotic bodies, are caused by dematiaceous fungi and belong 
to the group of  “phaohyphomycosis”.[1] The etiologic agents 
include Fonsecea pedrosoi, Fonsecea compacta, Phialophora verrucosa, 
C. carrionii and Cladosporium ajello, Botriomyces caespitosus and 
Rhinocladiella aquaspersa. Newer agents include Exophiala 
jeanselmiei and Exophiala spinifera. F. pedrosoi is the commonest 
agent of  chromoblastomycosis and the uncommon agents 
are Cladosporium and Rhinocladiella species. [1] C. carrionii, 
though rare agents of  chromoblastomycosis, are the 
frequently isolated agents in brain abscess syndrome usually 
caused by hematogenous dissemination.[3]

The fungus is ubiquitous, found everywhere in soil, on 
decaying vegetation and rotten wood; it gains entry into 
tissue through traumatic inoculation.[5] The disease is 
particularly highly prevalent in hot and humid climate of  
tropical and subtropical regions. Though the southern 
parts of  India have a hot and humid climate, the disease 
is relatively uncommon, with only few published case 
reports.[5] The disease is more common in barefooted rural 
men involved in agriculture-related works and commonly 
involves the lower extremities.[1,3] The patient presented here 
was a priest by occupation and had a history of  barefoot 
walking. The disease has a varied clinical presentation and 
may present at different stages of  its evolution ranging from 
small ulcer, plaques, papulonodular lesion to cauliflower like 
warty masses and cicatricial forms.[6] Hence, this disease is 
confused for other clinical conditions such as tuberculosis 
verrucosa cutis and squamous cell carcinoma. The case 
presented here showed verrucous lesion and the associated 
satellite lesions could be explained by the lymphatic spread 
or autoinoculation of  the agent or both.[1]

Chromoblastomycosis is a difficult to treat dermal mycosis 
and its diagnosis requires demonstration of  sclerotic bodies 
in clinical material. Identification of  specific etiologic 
agents requires mycological culture studies. Most of  the 
etiologic agents produce only localized disease restricted 
to skin and subcutaneous tissue. However, despite many 
weeks or months following adequate surgical debridement 
and antifungal therapy for initial lesion, some agents 
such as Cladosporium species (C. carrionii and Cladosporium 
trichoides) are known to disseminate hematogenously to 
distant sites including brain to produce so called “brain 
abscess syndrome”.[3,4] Many studies observed recurrence 
of  brain abscess syndrome due to Cladosporium species, 
15 months after initial surgical and medical therapy.[3,4,7-9] 
Hence, it is important to isolate the organism and to 
start aggressive antifungal therapy to prevent the above 
mentioned complications. In the present case, culture 
yielded C. carrionii. The patient was healthy, had no signs 
and symptoms attributable to brain abscess syndrome and 
the lesion was still localized to subcutaneous tissue. With 
aggressive antifungal therapy, latent potential dissemination 
and its complications can be prevented.

Our patient was treated with itraconazole orally for 6 months 
and has not shown any recurrences or complications.

High index of  suspicion and prompt laboratory diagnosis 
will help in initiation of  therapy at an early stage, and 
isolation of  specific etiologic agent by culture may help 
prevent the latent complications.
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Figure 1: (a) Showing verrucous lesion; (b) sclerotic bodies in KOH 
preparation (×40); (c) Sabouraud’s dextrose agar slant with small, 
smooth, folded olive black colonies and (d) lactophenol cotton blue 
preparation of the colony with brown septate hyphae and lateral and 
terminal conidiophores


