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Leukemia cutis with congenital acute myeloid leukemia
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— Abstract

Congenital leukemia is a rare disease developing within the first 4 to 6 weeks of life. Specific cutaneous
leukemic infiltrates occur in 25% to 30% of infants with congenital leukemia and usually appear as firm blue, red,

or purple nodules in a generalized distribution.

We report a male term leukemic patient who presented with multiple skin nodules of reddish to purple color
on the trunk and extremities. Skin biopsy revealed hematopoietic cells and acute monoblastic leukemia(M5 in FAB)
was diagnosed by subsequent bone marrow aspiration. The skin lesion was completely disappeared after one cycle of

chemotherapy with cytarabine, daunorubicin, etoposide, and dexamethasone, while the fraction of blasts remain
unchanged.
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Fig. 1 Congenital leukemia cutis. The patient had multiple
blue-violaceous nodules on his face, trunk, and extremities.
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Fig. 2 Touched imprints of bone marrow shows
hypercellularity and nearly totally replaced by monocytoid
immature cells, instead of normal hematopoietic cells.
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Fig. 3 Hematoxylin-eosin and immunohistochemistry stains on
skin biopsy.
A) diffuse compact infiltration of the leukemic cells into the
dermis
B) positive reaction to lysozyme
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