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Abstract : Objective
heart disease (CHD) patients in Chifeng area. Methods

To explore the distribution of CYP2C19 gene polymorphism in Mongolian coronary
A total of 558 patients diagnosed as CHD and treated
with percutaneous coronary intervention in the hospital from March to December 2018 were selected as the
study objects, including 299 Mongolian patients as the research group and 259 Han patients as the control
group,2 mlL peripheral blood samples were collected from the two groups,genomic DNA was extracted, and
the CYP2C19 gene polymorphism was detected by real-time fluorescent quantitative PCR. The distribution of
CYP2C19 genotypes and metabotypes were compared between the two groups. Results The proportion of pa-
tients with CYP2C19 %1/ %1, * 1/ % 2, % 2/ % 3 types in the research group were higher than those in the con-
trol group (P<C0.05); There were no significant differences in the proportion of CYP2C19 % 1/ % 3, x 2/ % 2,
% 3/ % 3 types (P>>0.05). The proportion of intermediate metabolized and slow metabolized genes in the re-
search group were lower than those in the control group (P <C0. 05),and the proportion of fast metabolized
genes was higher than that in the control group (P <C0. 05). Conclusion There are different genotypes and
metabotypes of CYP2C19 gene in Mongolian patients with CHD in Chifeng area., which are different from
those in Han patients. It is of great significance to know the distribution of CYP2C19 gene polymorphism for
the selection of anticoagulants in patients with CHD.
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