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[ ABSTRACT]

tor pathway inhibitor (£ TFPI) and severity of acute coronary syndrome ( ACS) .

Inhibitor, Tissue Factor Pathway;
Aim To investigate TFPI V264M polymorphism in Chinese and its effect on plasma levels of free tissue fac-

Tissue Factor;

Gene Polymorphism

Methods The genotypes of V264M were de-

tected by PCR and PCR-RFLP in 136 ACS patients and 106 controls undergoing coronary angiography, then the serum £TFPI level

in 57 cases was inspected by enzyme linked immunosorbent assay.

tent with that predicted by Hardy weinberg equilibrium in the present study population ( X*= 0.437, P> 0. 05).

Results The allele and genotype frequencies were consis-
Plasma TFPI

level was significantly lower among carriers of Aallel as compared with norr carriers (GG genotype) [ 6.9 £5. 1) vs (14. 3 £9.

5)]. ACS group showed significantly higher plasma level of £TFPI than control group ( P< 0.05) .
ship was found between ACS group and control group for V264M polmorphism ( P> 0. 05) .

No meaningful corelation-

Conclusion  The V264M poly-

morphism do have an effect on the serume FTFPI level but have no relationship with the occurrence and the severity of ACS.
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