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Nonhealing Violaceous Plaque of the 
Hand Following a Splinter Injury

Andrina Veronica Mamo, BS; Mary K. Hill, MD; Gil Weintraub, MD

A 70-year-old immunocompetent man presented 
to the dermatology department with a progressive 
asymptomatic hand wound of 2 years’ duration 
following a splinter injury in Belize. Prior treatment 
included oral antibiotics without improvement. 
Physical examination revealed a 5.1×3.0 cm,  
pink to violaceous, nonpurulent plaque with a 
cobblestonelike appearance on the dorsal aspect 
of the right hand. Both the initial and a repeat skin 
biopsy revealed nonspecific changes, including 
hyperkeratosis, hypergranulosis, acute and chronic 
inflammation, and vascular ectasia. Grocott-Gomori 
methenamine-silver staining was negative for fun-
gal organisms. One month after the repeat biopsy,  
a tissue culture returned positive for the rare  
Fonsecaea pedrosoi. 

WHAT’S YOUR DIAGNOSIS? 
a. chromoblastomycosis
b. eumycetoma
c. leishmaniasis
d. nocardiosis
e. squamous cell carcinoma
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T his case highlights the importance of routine skin 
biopsy and tissue culture when clinical suspicion 
for mycotic infection is high. Despite nonspecific 

biopsy results (Figure), a diagnosis of chromoblastomy-
cosis (CBM) was reached based on tissue culture. Surgical 
excision was not possible in our patient due to the size 
and location of the lesion. The patient was referred to 
infectious disease, with the plan to start long-term itra-
conazole for at least 6 to 12 months. 

Cases of CBM were first documented in 1914 and dis-
tinguished by the appearance of spherical, brown, muri-
form cells on skin biopsy—features that now serve as the 
hallmark of CBM diagnoses.1,2 The implantation mycosis 
commonly is caused by agents such as Fonsecaea pedrosoi 
and Fonsecaea monophora of the bantiana-clade, as clas-
sified according to molecular phylogeny2; these agents 
have been isolated from soil, plants, and wood sources in 
tropical and subtropical regions and are strongly associ-
ated with agricultural activities.3 

Chromoblastomycosis lesions tend to be asymptom-
atic with a variable amount of time between inocula-
tion and lesion presentation, delaying medical care by 
months to years.3 The fungus causes a granulomatous 
reaction after skin damage, with noticeable pseudoepi-
theliomatous hyperplasia of the epidermis and granulo-
mas formed by epithelioid and Langerhans cells in the 
dermis.4 Typically, CBM initially presents as an ery-
thematous macular skin lesion, which then progresses 
to become more pink, papular, and sometimes pruritic.2 
Muriform (sclerotic) bodies, which reflect fungal compo-
nents, extrude transepidermally and appear as black dots 
on the lesion’s surface.4 Chromoblastomycosis is limited 
to the subcutaneous tissue and has been classified into  
5 types of lesions: nodular, tumoral, verrucous, scar-
ring, and plaque.2 Diagnosis is established using fungal 
tests such as potassium hydroxide direct microscopy, 
which exposes muriform bodies often in combination with 
dematiaceous hyphae, while fungal culture of F pedrosoi in 
Sabouraud agar produces velvety dark colonies.3 Although 
an immune response to CBM infection remains unclear, 
it has been demonstrated that the response differs based 
on the severity of the infection. The severe form of CBM 
produces high levels of IL-10, low levels of IFN-γ, and 
inefficient T-cell proliferation, while milder forms of  
CBM display low levels of IL-10, high levels of IFN-γ, 
and efficient T-cell proliferation.5 Complications of CBM 
include chronic lymphedema, ankylosis, and second-
ary bacterial infections, which largely are observed in 
advanced cases; malignant transformation to squamous 
cell carcinoma, though rare, also has been observed.6

Several therapeutic methods have been implemented 
in the treatment of CBM, but lesions often remain 

refractory, especially in advanced cases.6 Approaches to 
treatment can be divided into antifungal and physical 
methods. Commonly employed antifungal agents include 
itraconazole and terbinafine, which must be taken daily 
for a period ranging from 6 months to 1 year or longer; 
flucytosine with or without amphotericin also has been 
employed.4 Among the physical methods, surgical exci-
sion is not suggested due to possible dissemination of 
disease; other options include cryotherapy, thermotherapy, 
and laser vaporization.6 The prognosis has improved since 
the use of extended-spectrum triazoles, but high rates of 
refractory disease remain unchanged.2 

The differential diagnosis includes other infections. 
Nocardiosis is a bacterial infection in which cutaneous 
disease can result in actinomycetoma, which presents 
with grains that are small, round, and stain blue on hema-
toxylin and eosin with eosinophilic rays at the periphery.7 
Although the clinical features and pseudoepithelioma-
tous hyperplasia seen in CBM can mimic squamous cell 
carcinoma, the latter would show variable degrees of dif-
ferentiation, keratinization, nuclear atypia, and architec-
tural atypia with a negative tissue culture.8 Eumycetoma 
is a fungal infection that typically is not caused  
by F pedrosoi but rather most commonly Madurella  
mycetomatis.9 Leishmaniasis is a parasitic infection  
in which a biopsy of cutaneous lesions often displays 
parasite-filled histiocytes.10 
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THE DIAGNOSIS:

Chromoblastomycosis

Histopathology showed hyperkeratosis, pseudoepitheliomatous hyper-
plasia, a mixed inflammatory infiltrate, and vascular ectasia (H&E, origi-
nal magnification ×100).
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