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Primary Angiosarcoma of the Spleen associated with
Kasabach-Merritt Syndrome
= Report of a case —

A db-vear-old woman presented with multiple purpuric skin rashes together with splenomega-
1y and thrombocytopenia. The resected spleen weighed 720 gm, and contained multiple, discrete,
dark red, bulging nodules throughout the entire splenic parenchyma. Microscopically, the nod-
ules revealed various range of endothelial cell proliferation which included cavernous vascula-
ture, anastomosing vascular channels, papillary intravascular growth and solid pattern.
Intrasinuscidal sequestration of platelets along with extramedullary hematopoiesis was present
in the neoplastic vascular spaces. Neither exposure to thorotrast nor vinyl chloride was con-
firmed. Ultrastructurally, the tumor cells demonstrated a row of pinocytotic vesicles, occasional
intercellular junctional structures, and the paucity/absence of filamentous structures or Weibel-
Palade bodies supports origin of sinus lining tyvpe cells. After splenectomy, the thrombocyte
count returned to normal. We conclude this is the first case of primary splenic angiosarcoma

with Kasabach-Merritt svndrome in Korean literature. (Korean J Pathol 1992: 26: 389~ 393)
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Fig. 1. Cut surface of the resected spleen. Notice
multiple, discrete, dark-red nodules through-
aut the enlarged spleen.

Fig. 2. Photomicrographs of tumor with wvarious histologic features. A. Well-formed wvascular channels
resembling cavernous hemangioma. B. Anastomosing neoplastic vascular channels and intravascular
papillary growth. C. Solid growth resembling undifferentiated spindle cell tumor. Inlet demonstrates two

sequestrated megakarvocytes(arrows),

— 390 —



Fig. 3.

Fig. 4.
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