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In 1940, Kasabach and Merritt first described the
association of a large vascular tumor and thrombocyto-
penia and termed this Kasabach-Merritt(KM) syn-
drome. It is characterized by a rapidly enlarging vas-
cular anomaly and consumptive coagulopathy with
thrombocytopenia, prolonged prothrombin time and
partial thromboplastin time, hypofibrinogenemia, and
the presence of D-dimer and fibrin split product, with
or without microangiopathic hemolytic anemia. This is
a potentially life-threatening condition with mortality
rates from 20 to 30% as a result of severe sepsis,
coagulopathy, or invasion of vital organs. Treatment
modalities are corticosteroids, interferon alfa-2a or 2b,
chemotherapy(vincristine, cyclophosphamide, etc.), as-
pirin, dipyridamole, com- pression, radiation therapy,
embolization of feeding vessels and surgical excision.
A standard treatment regimen for KM syndrome has
not been established and most reports on definitive
management of these complex vascular lesions have
been anecdotal, involving small numbers of patients.
The authors have successfully treated a patient of KM
syndrome with actively bleeding huge hemangioma by
surgical excision. They present it with the review of
articles.
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Fig. 1. A rapidly growing vascular lesion of the left axillary area Tagou ¥R 93 A& gk 2o i}
2 days after the birth. It presents a well demarcated, firm, warm, o BPOoU B2ART B WAW 28 AR T A

violaceous tumor measuring approximately 6 X 5 cm. =
g2 A% AP SAYUt FEH Y 4

b UPPER EXTERMITY

W 350
L 50

-
L 50T > 1 00%

Fig. 2. (Above, left) A ultrasonography show a large lobulated hyperechoic mass. (Above, right) Color Doppler sonogram shows
prominent blood flow in the mass. (Below, left) CT scan shows a large, well defined mass with a peripheral enhancement that spreads

toward the center. (Below, right) Whole body scan with Tc-99m labeled RBC shows a mass of increased accumulation of Te-99 m RBC
in Right axilla(arrow).
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Fig. 3. (Above, left) A actively bleeding hemangioma at 2 months of age. (Above, right) A surgically excised hemangioma. (Below,
left) A postoperative view at 2 weeks. (Below, right) A microscopic view of the hemangioma shows dilatation of vessels and proliferation

of endothelial cells surround the dilalated vessels(H&E, x 40)
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