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She had been treated with topical steroids and
antihistamines for above complaints. There was
cervical lymphadenopathy but no pallor or
hepatosplenomegaly. She also had low grade fever
for 10 days. A complete blood count and peripheral
blood smear did not show any significant findings.
Based on physical examination cutaneous leukaemia
was suspected. Biopsy was performed from a
suspicious skin lesion on face and the histopathology
report confirmed LC. The section showed the
leukaemic cells forming nodular aggregate with a
sheet like pattern separated from epidermis by a clear
zone of upper dermis. The epidermis was focally
thinned out but did not show any evidence of tumour
infiltration. The tumour cells were monotonous with
round hyperchromatic nucleus, inconspicuous
nucleolus and scanty cytoplasm. Occasional mitotic
figures were also seen (Figure 2).

Introduction
Leukaemia cutis (LC) is defined as cutaneous
infiltration by neoplastic leucocytes (myeloid or
lymphoid), resulting in clinically identifiable
cutaneous lesions1. LC has been described in patients
with acute myeloid leukaemia (AML), chronic
myeloproliferative disease and myelodysplastic
syndromes2. We report a case of LC with skin lesions
without systemic features.
Case report
A 14 year old, previously healthy girl presented with
multiple erythematous, hyperpigmented, plaques and
nodules over the face for 4 weeks (Figure 1).
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A bone marrow aspirate confirmed precursor B-cell
acute lymphoblastic leukaemia (ALL) with 25% blast
cells. On immunophenotypic analysis, the neoplastic
cells were positive for CD45, CD10, CD19, CD22,
HLA-DR. Cytogenetic studies showed normal 46XX
karyotype and ALL chromosomal translocations were
negative. Chest x-ray did not show enlarged thymus.
Cerebrospinal fluid (CSF) study showed no blast
cells. Induction therapy was started immediately
using protocol ALL ICBFM 2009. On the 20th day of
induction chemotherapy, the soft tissue and skin
lesions had almost completely regressed.
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Classification of Tumours: Pathology and
Genetics of Tumours of Haematopoietic and
Lymphoid Tissues. Lyon, France: IARC
Press; 2001:104-5.

Discussion
LC occurs in 10-15% of patients with AML and less
frequently in chronic myeloproliferative disease3. Of
infants with congenital leukaemia 25-30% develop
skin involvement4. Congenital acute leukaemia, most
frequently associated with LC is AML5. Lesions of
LC are usually single or multiple, violaceous, redbrown, or haemorrhagic papules, nodules and plaques
of varying sizes. Legs are involved most commonly,
followed by arms, back, chest, scalp, and face.
Leukaemic infiltration tends to preferentially occur at
sites of previous or concomitant inflammation6.
Most cases of LC occur after a diagnosis of systemic
leukaemia has been established. In one third cases,
concomitant involvement of skin and systemic
leukaemia has been observed, and in less than 10% of
cases, skin infiltration can occur before bone marrow
or peripheral blood involvement in the absence of
systemic symptoms. This is known as “aleukaemic
LC” or “primary extra-medullary leukaemia” and
occurs predominantly with AML and very rarely in
ALL. Aleukaemic leukaemia cutis lesions are usually
widespread and papulonodular7,8. Up to 30% of
children with congenital leukaemia have skin
infiltration, and this is one cause of the “blue berry
muffin” appearance9. Most paediatric patients with
LC have high leukaemic tumour load and
hepatosplenomegaly10.
Diagnosis of LC is based on the morphologic pattern
of skin infiltration, cytologic features and the
immunophenotypic characteristic of tumour cells.
Correlation with clinical data, bone marrow and
peripheral blood findings is often helpful to confirm
diagnosis11. LC is a local manifestation of an
underlying systemic disease and treatment is aimed at
eradicating systemic disease by using systemic
chemotherapy as well as local therapy12. In general,
development of LC has a poor prognosis. Patients
with congenital leukaemia seem to be an exception
because LC does not confer a worse prognosis in this
clinical setting. Our patient represents a type of
leukaemia cutis of acute lymphoblastic leukaemia.
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