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CASE REPORT
A 40-year-old male Pakistani farmer presented 
with a solitary mass on dorsum of left hand of 
one-year duration. The condition started with 
gradual onset and followed slowly progressive 
course. The lesion was painless and non tender. 
There was no family history or personal history 
of the same condition. The patient did not have 
diabetes or hypertension. Laboratory investi-
gations such as CBC, hepatic and renal profile 
were within normal range. Markers for hepatitis 
B & C and HIV were also negative. Skin exami-
nation revealed solitary, scaly, crusted reddish 
brown plaque on dorsum of right hand (Fig. 1). 
5 mm punch biopsy was taken from the centre 
of the lesion under local anesthesia. Histopath-
ological examination showed pseudo- epithelial 
hyperplasia with horn cyst and follicular neu-
trophilic suppuration. The dermis showed gran-
ulomatous dermatitis formed of lymphohistio-
cytic cells admixed with plasma cells, giant 
cells, neutrophils and eosinophils. Dermal fo-
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cal neutrophilic suppuration were also observed 
and pigmented fungal sclerotic bodies (medlar 
bodeis or copper bodies) were detected within 
dermal neutrophilic suppuration (Fig. 2). Zeihl 
Neelsen stain for acid fast bacilli was nega-
tive. Detection of the pigmented copper penny 
sclerotic bodies was specific for a diagnosis of 
chromoblastomycosis. The patient was treated 
with systemic itraconazole (200 mg/day) and 
cryotherapy for two months and showed com-

Fig. 1 Reddish brown scaly crusted plaque on dorsum of the right 
hand.
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plete cure. The patient was followed up for 6 
months with no recurrence.

DISCCUSSION
Chromoblastomycosis (CBM) is a chronic, 
granulomatous mycosis of the skin and subcuta-
neous tissue produced by the traumatic inocula-
tion of various dematiaceous fungi of the order 
Chaetothyriales and family Herpotrichiellaceae 
present in soil, plants, and decomposing wood, 
prevalent in tropical and subtropical regions of 
the world.1,2

Pedroso and Gomes observed the first cases of 
CBM in 1911, but it was not until 1920 that the 
authors published the four cases that reported 
as having been caused by Phialophora verruco-
sa.3 However, Brumpt4 contended that the fun-
gus belonged to a different species, which he 
named Hormodendrum pedrosoi, later renamed 
Fonsecaea pedrosoi by Negroni.5 According to 
Castro and Castro.6-9 the first author to publish 
was a German physician Max Rudolph,10 who 
lived in Brazil, and who in 1914 published six 
cases of CBM observed in the town of Estrela 
do Sul, Minas Gerais State. Rudolph empha-
sized the disease’s clinical characteristics, and 
in four of the six cases he cultured and isolated 

Fig. 2 Pigmented sclerotic/ medlar bodies with copper penny ap-
pearance lying freely within neutrophilic microabscess.

a brownish-black fungus which he inoculated in 
animals. There is no record of a histopathology 
report. In 1915, Medlar11 and Lane12 described 
the first cases of CBM in the United States. 
Thaxter isolated and classified the fungus from 
these cases, calling it Phialophora verrucosa.13

 In 1935, as the name “chromoblastomycosis” 
suggested that the etiological agents display 
budding yeasts in the tissue, Moore and Almeida 
(1935) proposed the term “chromomycosis” to 
replace “chromoblastomycosis”.14 More cases 
were reported in European countries.15 The fun-
gus Acrotheca aquaspersa, later Rhinocladiella 
aquaspersa, was described in 1972 by Borelli.16

The causative organism of CBM belong to the  
er Chaetothyriales, family Herpotrichiella-
ceae, and include Fonsecaea pedrosoi, Fonse-
caeamonophora, Cladophialophora carrionii, 
Fonsecaeanubica, Phialophoraverrucosa, Fon-
secaea pugnacius, Rhinocladiella aquaspersa, 
Cladophialophora samoensis, Cyphellopho-
raludo viensis, Rhinocladiella tropicalis, and 
Rhinocladiella similis.17 Studies on the ribo-
somal DNA (rDNA) internal transcribed spacer 
showed that Fonsecaea pedrosoi and Fonse-
caea compacta are identical species.18

The most prevalent species (90%) is F. pe-
drosoi.19 Cases of CBM caused by Exophiala 
jeanselmei and Exophiala spinifera have been 
reported in the literature.20 In Panama (2007), 
there is a report of CBM caused by Chaetomi-
um funicola.21

Clinically, Lesions of chromoblastomycosis are 
usually polymorphic ranging from ulcer to pap-
ulonodular or verrucoid hence clinically mis-
taken for other lesions.2-6 Secondary bacterial 
infections are common and repeated infections 
may lead to lymphatic fibrosis and elephantiasis 
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of the legs. Recurrences are common and this 
disease has a potential to predispose for the de-
velopment of squamous cell carcinoma.5-7

Multi-features of CBM lesions makes differ-
ential diagnosis mandatory with pathological 
processes of different etiologies, including: 
phaeohyphomycosis, paracoccidioidomyco-
sis, sporotrichosis, lobomycosis (lacaziosis), 
coccidioidomycosis, North American blasto-
mycosis, leishmaniasis, mycetoma, leprosy, 
cutaneous tuberculosis, non-TB mycobacterial 
infections, protothecosis, rhinosporidiosis, bot-
ryomycosis, tertiary syphilis, ecthyma, sarcoid-
osis, psoriasis, halogenoderma, and neoplasms, 
including squamous cell carcinoma, keratoac-
anthoma, and sarcoma.
Examination by direct microscopy using potas-
sium hydroxide (KOH) 10-20% or KOH/DMSO 
reveals muriform (sclerotic) bodies, pathog-
nomonic of CBM regardless of the causative 
species. Occasional dematiaceous hyphae may 
be associated with the muriform bodies in the 
material. The specimens with the highest likeli-
hood of a positive result are those from lesions 
with the so-called “black dots” that are visible 
on the lesion’s surface, representing transdermal 
elimination of the fungus. Miranda et al. (2005) 
used vinyl adhesive tape for the diagnosis of 
some deep mycoses, including CBM.22 in our 
case, examination by direct microscopy using 
potassium hydroxide (KOH) was negative.
Identification of CBM by Fungal culture in Sa-
bouraud agar is used to isolate and identify spe-
cies, but the causative agents usually present 
very similar macromorphological characteris-
tics. F. pedrosoi produces velvety, dark-brown, 
olive-green, or black colonies. Phialophora 
verrucosa produces slow-growing, velvety, 

moss-green, brown, or black colonies. C. carri-
onii displays colonies very similar to those of F. 
pedrosoi. R. aquaspersa colonies are velvety 
and moss-green to black.23 In our case, Fungal 
culture in Sabouraud agar was not done.
Pathology of CBM shows an epidermis with 
hyperparakeratosis, pseudoepitheliomatous 
hyperplasia, intracorneal microabscesses, and 
transdermal elimination of fungi, either in-
side or outside the microabscesses. The dermis 
presents dense granulomatous inflammation 
with different degrees of fibrosis, consisting of 
mononuclear cells (histiocytes, lymphocytes, 
and plasma cells), epithelioid cells, giant cells 
(Langhans and foreign body types), and poly-
morphonuclear cells. Fungal cells with their 
characteristic micromorphology - round, dark-
brown, thick-walled, 4-12 microns in diam-
eter and with multiplanar reproduction, called 
muriform (sclerotic) bodies - are found in in-
traepidermal microabscesses in multinucleated 
Langhans and/or foreign body-type cells, in 
suppurative or tuberculoid granulomas, eas-
ily identified by hematoxylin-eosin stain.24 All 
these histologic features were observed in our 
case.
Complete surgical excision was considered the 
treatment of choice for chromoblastomycosis 
before the advent of triazole antifungal agents. 
However, currently with the availability of po-
tent antifungal agents, cryotherapy has become 
the first-line of treatment with itraconazole and 
terbinafine being the drugs of choice, while 
surgery is used only for limited or small le-
sions. Antifungal therapy should be continued 
until complete clinical resolution. A combina-
tion of  liquid nitrogen cryotherapy and pulsed 
monthly itraconazole was shown to shorten the 
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duration of therapy and therefore could be a 
cost effective approach for treatment of chro-
moblastomycosis.25 Many treatment modalities 
like cryotherapy, thermotherapy, laser therapy 
and surgical excision are available.26,27 Our case 
was treated with cyrotherapy and itraconazole 
with complete cure within two months.
Chromoblastomycosis is rare cutaneous disease 
and should be considered in the differential 
diagnosis of chronic solitary skin lesion with 
long duration. Histopathlogical examination is 
mandatory to confirm the diagnosis so that an 
early appropriate therapy can be started. Chro-
moblastomycosis spreads very slowly, rarely 
fatal, and usually has good prognosis; but is a 
therapeutic challenge. In our case, a combina-
tion of cryotherapy and itraconazole proved to 
be effective management for solitary lesion of 
chromoblastomycosis.

REFERENCES
1.	 Bhagawat PV, Tophakhane RS, Kudligi C, Noronha 

T. Multiple asymptomatic verrucous plaques over the 
legs. Ind J of Dermatol Venereol Leprol. 2010; 76:86.

2.	 Naha A, Rit K, Dey R. Chromoblastomycosis: A re-
port of two cases from a tertiary care hospital of east-
ern India. Int J Health Allied Sci. 2013; 2:200-02.

3.	 Brumpt E. Précis de Parasitologie. 3rd ed. Paris: 
Masson; 1922. p.1105.

4.	 Negroni R. Estudio del primer casoargentino de cro-
momicosis, Fonsecaea (Negroni) pedrosoi (Brumpt) 
1921. Rev Inst Bacteriol. 1936; 7:419-26.

5.	 Castro RM, Castro LG. On the priority of description 
of chromomycosis. Mykosen. 1987; 30:397-403.

6.	 Rudolph MW. Über die brasilianische “Figueira”. 
Arch Schiffs. für Tropen-Hygien 1914; 18:498-99.

7.	 Medlar EM. A cutaneous infection caused by a new 
fungus Phialophora verrucosa, with a study of the 
fungus. J Med Res. 1915; 32:507-522.29.

8.	 Lane CG. A cutaneous disease caused by a new 
fungus Phialophora verrucosa. J Cutan Dis. 1915; 

33:840-46.
9.	 Hoffman WH. Die Chromoblastomykose in Kuba. 

Arch Schiffs Tropen-Hyg. 1928; 32:485-87.
10.	 Montpellier J, Catanei A. Mycosehumaine due à une 

champignon de  genre Hormodendrum, H. algerien-
sisn. sp. Ann. Dermatol Syphilol. 1927; 8:626-35.

11.	 Wilson SJ, Hulsey S, Weidman FD. Chromoblasto-
mycosis in Texas. Arch Dermatol Syphilol. 1933; 
27:107-22.

12.	 Moore M, Almeida F de. Etiologic agents of chromy-
cosis (Chromoblastomycosis of Terra. Torres, Fon-
seca and Leão, 1922) of North and South America. 
Rev Biol Hyg. 1935; 6:94-97.

13.	 Rippon JW. Chromoblastomycosis and related der-
mal infections caused by dematiaceous fungi. Medi-
cal Mycology. The Pathogenic Fungi and the Patho-
genic Actinomycetes. 2nd ed. Philadelphia, Pa: WB 
Saunders; 1982. p. 249-76.

14.	 Borelli D. Acrotheca aquaspersa: noval species 
agente de Cromomicosis. Acta Cient Venez. 1972; 
23:193-96.

15.	 De Hoog GS, Queiroz-Telles F, Haase G, Fernandez-
Zeppenfeldt G, Attili Angelis D, Gerrits Van Den 
Ende AH, et al. Black fungi: clinical and pathogenic 
approaches. Med Mycol. 2000; 38 Suppl 1:243-50.

16.	 Kwon-Chung KJ, Bennett J. Chromoblastomycosis, 
In: Kwon-Chung KJ, Bennett J. Medical Mycoloy. 
Philadelphia: Lea & Febiger, 1992. p. 337-55.

17.	 Najafzadeh MJ, Sun J, Vicente V, Xi L, van den Ende 
AH, de Hoog GS. Fonsecaeanubica sp. nov, a new 
agent of human chromoblastomycosis revealed using 
molecular data. Med Mycol. 2010; 48:800-06.

18.	 deAzevedo CM, Gomes RR, Vicente VA, Santos DW, 
Marques SG, do Nascimento MM, et al. Fonsecaea-
pugnacius, a Novel Agent of Disseminated Chromo-
blastomycosis. J Clin Microbiol. 2015; 53:2674-85.

19.	 Gomes RR, Vicente VA, Azevedo CM, Salgado CG, 
da Silva MB, Queiroz-Telles F, et al. Molecular epi-
demiology of agents of human Chromoblastomyco-
sis in Brazil with the description of two novel spe-
cies. PLoS Negl Trop Dis. 2016; 10:e0005102.

20.	 Heidrich D, González GM, Pagani DM, Ramírez-
Castrillón M, Scroferneker ML. Chromoblastomy-
cosis caused by Rhinocladiella similis: Case report. 
Med Mycol Case Rep. 2017; 16:25-27.

Chromoblastomycosis: A case report



Volume 25, No.2, October 2018The Gulf Journal of Dermatology and Venereology

59

21.	 Padhye AA, Hampton AA, Hampton MT, Hutton 
NW, Prevost-Smith E, Davis MS. Chromoblastomy-
cosis caused by Exophiala spinifera. Clin Infect Dis. 
1996; 22:331-35.

22.	 Tomson N, Abdullah A, Maheshwari MB. Chromo-
mycosis caused by Exophiala spinifera. Clin Exp 
Dermatol. 2006; 31:239-41.

23.	 Piepenbring M, Cáceres Mendez OA, Espino Es-
pinoza AA, Kirschner R, Schöfer H. Chromoblas-
tomycosis caused by Chaetomium funicola: a case 
report from Western Panama. Br J Dermatol. 2007; 
157:1025-29.

24.	 Avelar-Pires C, Simoes-Quaresma JA, Moraes-de 
Macedo GM, Brasil-Xavier M, Cardoso-de Brito 
A. Revisiting the clinical and histopathological 

aspects of patients with chromoblastomycosis 
from the Brazilian Amazon region. Arch Med Res. 
2013; 44:302-06.

25.	 Bonifaz A, Martínez-Soto E, Carrasco-Gerard E, 
Peniche J. Treatment of chromoblastomycosis with 
itraconazole, cryosurgery and a combination of both. 
Int J Dermatol. 1997; 36:542-47.

26.	 Tsianakas A, Pappai D, Basoglu Y, Metze D, Tietz 
HJ, Luger TA, et al. Chromomycosis: successful 
CO2 laser vaporization. J Eur Acad Dermatol Vene-
reol. 2008; 22:1385-86.

27.	 Hira K, Yamada H, Takahashi Y, Ogawa H. Success-
ful treatment of chromomycosis using carbon diox-
ide laser associated with topical heat applications. J 
Eur Acad Dermatol Venereol. 2002; 16:273-75.

Al-Sadat Mosbeh et, al.


