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Bilateral oral melanoacanthoma 
in an Indian boy 

Sir,
An 8-year-old boy was examined in a skin out-patient 
department for pigmented lesions in the oral cavity of 
2 months duration. Lesions started as asymptomatic 
pigmented macules involving both the buccal mucosae 
with rapid increase in size in the first few weeks. There 
was no history of dental caries, trauma or any oral 
surgery. There was no history of systemic complaints 
or other skin diseases, and any similar history was not 
present in the family.

Examination revealed two patches, one on either side, 
involving the buccal, alveolar and gingival mucosae 
[Figure 1]. Patches were brownish black, uniformly 
pigmented, each measuring 5 × 3 cm, with margins 
fading into the normal mucosa and were nonpalpable. 
Oral cavity was otherwise normal. 

Basic investigations comprising complete hemogram, 
blood sugar, blood urea, serum creatinine, and 
ultrasonogram abdomen were normal. Due to the 
rapid growth, an incisional biopsy was done to rule out the 
possibility of melanoma.

Histopathological examination under hematoxylin 
and eosin showed proliferation and dispersion of 
dendritic melanocytes in variable numbers in the 
entire thickness of acanthotic epithelium [Figure 2]. 
Melanophages and patchy chronic inflammatory cell 
collections were seen in the upper lamina propria 

[Figure 2]. There was no cytologic atypia [Figure 3]. 
The melanocytes were confirmed by Masson-Fontana 
silver stain [Figure 4].

A diagnosis of bilateral melanoacanthoma of the oral 
cavity (OMA) was made. Malignant melanoma (MM) 
and oral melanotic macules (OMM) were considered.

Since the first report of OMA by Matsuoka et al. in 
1979,[1] at least 65 or more cases have been described 
till date.[2] It occurs mainly in Blacks, followed by 
Caucasians, Hispanics, and rarely, in Asians. It affects 
females more than males (3:1) within a wide range of 
age groups (5–77 years) with a mean of 33.7 years.[3] As 
far as could be ascertained, only one case from India 
and two cases of Asian Indians have been reported so 
far.[4] Besides being the youngest Indian to be reported, 
he is probably the third youngest in the history of the 
disease, the youngest being a 5-year-old girl.[3] 

OMA is a benign pigmented disorder of the oral 
mucosa, characterized by simultaneous proliferation 
of both melanocytes and keratinocytes. It is considered 
to be of reactive origin. To emphasize the non-
neoplastic nature of the disease, Tomich and Zunt 
suggested the term melanoacanthosis while reserving 
the designation “melanoacanthoma” for cutaneous 
tumors.[5]

Melanocytes are dendritic cells with small, dark 
staining nucleus and a clear cytoplasm. They constitute 
nearly 10% of the basal layer and are randomly 
dispersed within it. Melanocytes are normally seen 
only in the basal layer. The defining histology in OMA 
is proliferation and dispersion of benign melanocytes 
throughout the acanthotic epithelium. Spongiosis, 
melanophages, and submucosal chronic inflammatory 
infiltrate admixed with eosinophils are other findings.

OMA is clinically characterized by a solitary large dark 
brown to black patch involving, in order of frequency, 
the buccal mucosa, palate, lips and gingiva. OMA is 
usually a solitary lesion but multiple and bilateral 
lesions have been reported in 18.9% of cases.[2]

Multifocal OMA, as compared to the solitary type, has 
an equal gender distribution and involves the palate 
more frequently.[1] In this case, the palate was not 
involved. Gingival MA is a subset of OMA with mean 
age of 43.8 years with 80% affecting Black females.[2] 

The alarming rapid growth rate of OMA mimics 
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A diagnosis of OMA can be made solely on the basis 
of histological features and special staining, as done in 
this case. The immunohistochemical profile of these lesions 
is limited to the melanocytic markers, but is not necessary for 
diagnosis, as strong reactivity to HMB-45 and S100 is 
seen in both OMA and MM.[6]

Solitary or multifocal conservative biopsy is sufficient 
for identification and definitive treatment. Surgical 
intervention may be needed for symptomatic OMA. 
Recently, argon plasma coagulation has been tried 
successfully.[7] At 6 weeks follow-up, the biopsied 
lesion showed partial regression with no occurrence 
of new lesions.

This case is reported for its rare occurrence in Asians, 
for being that of the youngest Indian and Asian patient, 
and for being the second case reported from India. 

melanoma clinically. It has a tendency to follow 
a traumatic event with spontaneous regression or 
resolution following biopsy.[2]

OMM closely resembles OMA, constituting 86% of 
solitary melanocytic lesions of the mouth compared 
to 0.9% of OMA.[6] Histologically, it differs by having 
only an in situ increased production of melanin 
by melanocytes, which are normal in number and 
distribution. Melanotic macules of labial mucosa, 
a variant of OMM, in addition, show melanocytic 
proliferation in the basal layer.[6]

The other pigmentary disorders of the oral cavity like 
melanocytic nevus, atypical melanocytic proliferation/
hyperplasia and melanomas are differentiated by their 
distinct histopathology.

Figure 3: Histopathology of oral melanoacanthoma. High power 
view showing pigment-laden dendritic melanocytes with no 
cytological atypia (×200)

Figure 2: Histopathology of oral melanoacanthoma. Hematoxylin 
and eosin section showing dispersion of pigment-laden dendritic 
melanocytes in acanthotic epithelium. Melanophages and scanty 
inflammatory cells are seen in the lamina propria (×100)

Figure 4: Special staining with Masson-Fontana stain showing 
melanin laden dendritic melanocytes black amidst acanthotic 
epithelium (×200)

Figure 1: (a) Brown black patch seen in left buccal mucosa.  
(b) Brown black patch fading with the normal mucosa in the right 
alveolar mucosa
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This case highlights the infrequent multifocal origin 
and bilateral presentation; the importance of biopsy to 
rule out MM is also emphasized. We also hope to add 
to the minimal existing literature on OMA.
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Primary cutaneous diffuse large B 
cell lymphoma, leg type 

Sir,
Primary cutaneous diffuse large B-cell lymphoma, 
leg type, is a non-Hodgkin lymphoma of intermediate 
behavior.[1] The estimated 5-year survival according 
to World Health Organization–European Organization 
for Research and Treatment of Cancer (WHO–EORTC) 

classification is about 55%.[2]

A 78-year-old male presented with asymptomatic, 
slowly enlarging nodular lesion since 1 year on the 
left forearm. He had no history of night sweat, fever 
or weight loss. Clinical examination revealed a large, 
erythematous, shiny, non-tender, soft to firm nodule 
of approximate size 6 cm × 5 cm on the anterio-lateral 
aspect of the left forearm [Figure 1]. A few satellite 
papules were noted in the vicinity of the nodule. There 
was no significant lymphadenopathy. His systemic 
examination and routine hemogram was normal. 
Enzyme-linked immunosorbent assay (ELISA) test for 
HIV was non-reactive.

Punch biopsy taken from the papules showed dense, 
diffuse infiltration of abnormal large cells occupying 
the entire dermis with extension to subcutaneous 
tissue [Figure 2]. The infiltrate was mixed in nature 
with predominance of centroblasts and immunoblasts 
[Figure 3]. Immunohistochemical markers were 
positive for CD20 [Figure 4], CD79a, Bcl-2, and negative 
for Bcl-6. There was no systemic involvement on 
ultrasonography and computerized tomography (CT) 
scan. Bone marrow studies revealed no abnormality. 
Thus, as there was no systemic involvement, a 
diagnosis of primary cutaneous diffuse large B-cell 
lymphoma (PCLBCL), leg type, was confirmed. As the 
lesions were few in number, a surgical excision was 
done. After a period of 7 months, he presented with 
similar kind of new lesion involving the face, left knee 
[Figure 5] and lateral part of left elbow. Once again, 
he was thoroughly investigated for extracutaneous 
involvement but it did not reveal anything.

Considering the recurrence and multiple lesions, 
CHOP regimen consisting of cyclophosphamide, 
hydroxydaunorubicin, oncovin and prednisolone was 
started of which results are awaited.

Primary cutaneous B-cell lymphomas are now 
considered as a distinctive entity with overall better 
prognosis. Earlier, large B-cell lymphoma, leg type, 
was amidst classification controversies. In EORTC 
classification, it was designated as primary cutaneous 
large B-cell lymphoma, leg type, while WHO classified 
it as diffuse large B-cell lymphoma. The current WHO–
EORTC consensus classification (2005) considers two 
different types of PCLBCL, viz., PCLBCL, leg type, 
and PCLBCL others.[2] In recent few years, association 
between hepatitis C virus infection and non-Hodgkin’s 
diffuse large B-cell lymphoma has been documented 
by many studies. Viguier et al. have documented such 
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