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The immediate influence of secretion of hepatic

cancer cells on coaguiation system
DONG Pu — jiang , et al
{Department of General Surgery, College of Clinical Medicine)
[Abstract] Objective : To investigate the immediate influence of secretion of hepatic cancer cells on coagulation
system. Methods ; The influence of hepatic cancer cells with APTT.PT.TT and W[ .V factor were detected with
one period method. Results : The results showed that normal plasma APTT was shortened and TT prolonged and
the activ of W factor increased and activity of V factor reduced while abnormal plasma PT,TT were all pro-

longed by secretion of hepatic cancer cells. Conclusion : Coagulation system can be immediately changed by the

secretion of hepatic cancer cells.
[ Key words] Hepatic cancer ; Coagulation
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