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[Abstract] Objective
chrome P450 2C9(CYP2C9) and vitamin K epoxide reductase complex(VKORC1) , ALDH2 in population of southern
CYP2C19, ALDH2, CYP2C9 and VKORC1 were detected by microarray method

from 252 patients with disease of heart head blood-vessel. Frequencies of genotypes were calculated, and those were

To investigate the genetic polymorphism of cytochrome P450 2C19 (CYP2C19), cyto-
China han population. Methods
Five genotypes were identified in CYP2C19, which were

* 1/ % 1(42.5%) . % 1/ % 2(36.9%) s x 1/ % 3(7.9%), % 2/ % 2(9.9%), % 2/ % 3(1.6%) and * 3/ * 3(1.2%). On-
ly two genotypes were identified in CYP2C9, which were % 1/ % 1(98.6%), * 1/ % 3(1.4%) in man and % 1/ % 1

statisticaled differences between men and women. Results

(90.1%), % 1/ % 3(9.9%) in woman. There were statistical difference in men and women in the incidence of geno-

types(P<C0. 05). Three genotypes were identified in VKORCI, which were AA(80. 6%), AG(18. 7%) and GG

(0.8%). Three genotypes were identified in ALDH2,which were GG(55.2%),GL(37.3%),LL(7.5%). Conclusion

Genetic polymorphism distribution related to gender of CYP2C9,but distribution of CYP2C19, VKORC1 and AL-
DH2 has nothing to do with gender.
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