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Splenic Rupture in Congenital Afibrinogenemia
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Congenital afibrinogenemia is a rare disorder characterized by a congenital

lack of fibrinogen, a key component of the hemostatic system. Bleeding manife-
stations of congenital afibrinogenemia vary in severity from mild to catastrophic.
This is a case report of splenic rupture occurred in an eight-year-old boy with

congenital afibrinogenemia.

Nonoperative treatment with cryoprecipitate and

virally inactivated, purified fibrinogen concentrates successfully avoided splenec-

tomy.
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Fig. 1. CT scan, showing hemoperitoneum and the
hematoma of the splenic hilum.
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Fig. 2. Clinical course and fibrinogen level.
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