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[Abstract] Objective To analyze the distribution of genetic polymorphism of CYP2C19 gene in some
patients of Han nationality with coronary heart disease (CHD) in Taiyuan, in order to provide reference for the
individualized treatment of Clopidogrel. Methods The CYP2C19 genotypes of 787 patients with coronary
heart disease in October 2017 to December 2018 were determined, and the distribution of frequencies of metabolic
phenotypes were counted and compared between Taiyuan and other regions or other nations. Results The
genotypes of 787 Han nationality patients with coronary cardiac diseases were *1/%17, *17/%17, *1/*1, *1/*2, *1/*3,
*¥2%17, *¥2/*2, *2/*3, *3/*3, and their frequencies were 2.29%, 0%, 42.95%, 38.75%, 5.34%, 0.51%, 6.23%,
3.43%, 0.51%, respectively; among them, 18 CYP2C19 patients (2.29%) had ultra—fast metabolic phenotype,
338 cases (42.95%) showed fast metabolism, 351 cases (44.60%) were of intermediate metabolism and 80 cases
(10.17%) with slow metabolism. Conclusions CYP2C19*1/*1 is the main genotype of CHD patients in the
Han nationality in Taiyuan, and intermediate metabolic phenotype is the main one. The distribution of metabolic
phenotype and genotype is basically consistent with that of Han nationality in other regions, and the metabolic
phenotypes between Han and Mongolian, Hui were different from each other.
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