
Indian Journal of Dermatology, Venereology, and Leprology | March-April 2011 | Vol 77 | Issue 2208

Letters to the Editor

nor any aggressive form of therapy.[3] Lesions 
usually resolve in about a week but may become 
confluent and permanent. Indomethacin and 
hydroxychloroquine may be of value in the treatment 
of milder disease.[5,6] In secondary cases, the treatment 
is aimed at the underlying disease and includes 
steroids, cyclophosphamide, mycophenolate mofetil, 
interferon-alpha, rituximab or plasmapheresis. Rare 
deaths are related to the associated  cryoglobulin 
disease.

The case is reported with the objective of increasing 
awareness on HGPW and with the aim of increasing 
the frequency of its diagnosis, especially in the patient 
group with non thrombocytopenic purpura. Evaluation 
of serum proteins along with electrophoresis in cases 
of nonthombocytopenic purpura may lead to early 
diagnosis of HGPW, avoiding unnecessary burden of 
multiple misdiagnosis, futile investigations and the 
psychological strain of the disease.
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Exfoliative dermatitis with 
leukemia cutis in a patient with 
chronic myeloid leukemia: A rare 
association 

Sir,
A 75-year-old male presented with exfoliative 
dermatitis in November 2008. During admission, all 
routine blood investigations were normal expect for the 
raised white blood cell (WBC) count (32.1 × 103/UL) 
and platelet count (613 × 103/UL). Peripheral smear 
showed normochromic normocytic blood picture 
with neutrophilic leukocytosis and thrombocytosis. 
Skin biopsy revealed features suggestive of chronic 
superficial dermatitis. The patient improved with 
emollients and was discharged and advised to repeat 
WBC and platelet count after a month and the patient 
was lost to follow-up.

The patient presented in October 2009 with another 
episode of exfoliative dermatitis. His investigations 
were normal except for the raised WBC count (80.1 
× 103/UL) and platelet count (61.1 × 103/UL) and 
hemoglobin was 9.8 g/dL. Peripheral smear showed 
marked leukocytosis with anemia with a shift to left, up 
to the myeloblast stage. A diagnosis of chronic myeloid 
leukemia (CML) was made. Bone marrow trephine 
biopsy showed total count increased in number, 
neutrophils 40%, band forms 17%, metamyelocytes 
08%, myelocytes 11%, promyelocytes 08%, and 
myeloblasts 03%. His liver and renal function tests 
were normal. Diagnosis of CML was confirmed with 
immunophenotyping, where polymerase chain 
reaction (PCR) was found to be positive for BCR-ABL 
gene. Ultrasound abdomen showed splenomegaly. 
Biopsy of the skin revealed features suggestive of 
chronic superficial dermatitis.

Fifteen days later, the patient developed multiple 
tender erythematous ulcerative nodules over both 
lower limbs[1,2] [Figure 1]. Biopsy of the nodule 
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Exfoliative erythroderma manifests as erythema and 
scaling of the body, affecting more than 90% of the 
skin surface. Apart from skin disorders, it is most 
commonly associated with adult T cell lymphoma, 
leukemias and myelodysplasias.[3] Erythroderma with 
leukemia cutis in patients with CML is not reported.

Leukemia cutis is an uncommon cutaneous eruption 
coexistent with leukemia..Adult T cell leukemia/
lymphoma is the commonest cause for leukemia cutis 
seen in 40–60%, followed by AML (13%).[4-6] Although 
specific skin eruptions like leukemia cutis are seen in 
acute myelomonocytic leukemia and acute monocytic 
leukemia,[7,8] leukemic cells in the skin are rare in CML 
with an incidence of 2–8%.[9,10]

The prognosis of leukemia cutis is inconsistent. The 
prognosis is even poorer after the skin infiltration has 
occurred. Tumorous infiltration into skin accompanied 
by blast crisis of CML has a poor prognosis.[6,9] 
However, skin infiltration of leukemia cutis responded 
well to chemotherapy with Imatinib in our patient, 
with complete resolution within 3 months of therapy.
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showed angiocentric and diffuse dermal infiltration 
by atypical myeloid cells of neutrophilic series, 
suggestive of leukemic infiltrates in the skin  
[Figure 2]. So, a diagnosis of luekemia cutis was made. 
The patient was administered Tablet Imatinib 600 mg/
day by the oncologist and a month later there was 
complete resolution of lesions [Figure 3].

Figure 1: Leukemia cutis

Figure 2: Angiocentric and diffuse dermal infiltration by atypical 
myeloid cells of neutrophilic series, suggestive of leukemic 
infiltrates in the skin (H and E, ×400)

Figure 3: One month of therapy
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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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