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Bz BEr & Lo, Mgk ek PV SEFE, FEMARAIER] (nonPVT) IZ L, RO~ 2 k
o R ARV MEE (p=0. 0593) IZH V. T F br v ATID IXHEITE»- 72
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MERES EEETITREEE OIRRE L 7e o 72 Z & A, MIRIMARTE AL D — K & 72 > TV 5 A[REME S R
MR,

W R OB (J30) : The aim of study is to elucidate the mechanism of portal venous
thrombosis (PVT) after splenectomy in cirrhotic patients. Preoperative study showed that
prothrombin time was more prolonged in PVT group than in non PVT group (p=0.0593),
and value of antithrombin III was lower in PVT group (p=0.0054). In non PVT group, value
of antithrombin III was recovered in a few days after splenectomy, however recovery of
antithrombin III was delayed in PVT group after splenectomy and value of antithombin III
was significantly lower in PVT group on 7t postoperative day (p<0.05) than in non PVT
group. It is supposed that hypercoagulopathy might be one of causes of PVT after
splenectomy due to delayed functional recovery of liver.
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