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Polymorphism Analysis of CYP2C9 Common Alleles in Han Chinese. Xu Renai,Dai Dapeng ,Hu Limin,Yang Liping,Cai Jianping. De-
partment of Pharmacology, Wenzhou Medical College ,Zhejiang 325035 China

Abstract Objective To investigate the genetic polymorphism of CYP2C9 in Han Chinese population and compare the distribution

profile of CYP2C9 polymorphism with that of other races. Methods PCR combined with DNA sequencing method was used to analyze the

sequences of CYP2C9 in 2127 healthy people from Han population in China. Results The allele frequencies of CYP2C9 * 1, CYP2C9 * 2
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and CYP2C9 * 3 were 96.94% , 0. 14% , 2. 92% respectively. The genotype frequencies of CYP2C9 = 1/ % 1, CYP2CO % 1/ % 2,
CYP2C9 1/ % 3 and CYP2C9 % 3/ % 3 were 94. 12% , 0.28% , 5.36% , and 0.24% respectively. Conclusion Our results showed
that the distribution profile of CYP2C9 common alleles in Han population is similar to that of population in Japanese, whereas it is signifi-

cantly different from that of French, Spain and Italian populations. The present data resulted from our study will be useful for the clinical

drug therapy, especially for individual medicine of Han Chinese population.
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