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Abstract Objective: To investigate the relationship of gene polymorphism of coagulation factor V with activa-
ted protein C-resistance(APCR)and Hyperhomocysteinemi( Hcy) in acute myocardial infarction patients. Method:
APCR,Hcy,and FV G1691-A,G1091-C,A1090-G gene polymorphism were assayed in 80 acute myocardial infarc-
tion patients and 100 normal subjects. Result: Positive rate of APCR and Hcy in patients with acute myocardial in—
farction was 16. 25% , 57. 12% respectively. There was one patients having 3 types of FV gene mutation. Conclu-
sion: There were especially high positive Hey rate and Hcy may be one of the important causes of thrombosis in pa-

tient with acute myocardial infarction. APCR phenomenon existed in acute myocardial infarction patients of Uy~

ghur,it may have relation with factor V gene mutation.
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