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Abstract . Objective To investigate the antiplatelet effect of dual antiplatelet therapy on patients of differ-
ent CYP2C19 genotypes with coronary heart disease and dyslipidemia after percutaneous coronary intervention
(PCD. Methods A total of 199 patients with coronary heart disease who underwent PCI and standard dual
antiplatelet therapy in the hospital from August 2018 to March 2021 were selected. According to the level of
low density lipoprotein cholesterol (LDIL-C),they were divided into high LDIL-C group (94 cases) and normal
lipid group (105 cases). Platelet count, the maximum amplitude of normal cup thrombus (MA) in Throm-
boelastogram and the inhibition rate of platelet aggregation induced by adenosine diphosphate (ADP) in pa-
tients with different CYP2C19 genotypes were compared between the two groups. Results There was no sig-
nificant difference in platelet count and MA between the two groups (P>>0. 05). In each group of normal lipid
and high LDL groups,platelet aggregation inhibition rate of EM type was significantly higher than those of IM
and PM genotype (P<C0. 05) ,and IM genotype was higher than that of PM genotype (P<C0. 05). Meanwhile,
the platelet aggregation inhibition rates of EM and IM genotypes in high LDL-C group were lower than those
in normal lipid group (P <C0. 05),and the platelet aggregation inhibition rate of PM genotypes was slightly
lower than that in normal lipid group,but the differences were not statistically significant (P >>0. 05). Conclu-
sion In patients with coronary heart disease and dyslipidemia after PCI, the platelet aggregation inhibition
rates of EM, IM and PM genotypes of CYP2C19 gene decrease successively after standard dual antiplatelet
therapy,and LDL-C level may affect platelet inhibition rate. It is suggested that improving blood lipid level

EB B TR Lo, @) AT B0 22 D O I T I PACH i 77 1 B

A5 AR R E . SURHT /MR AT A AR CYP2C19 PR .0 PCT AR G F# I 57 5 88 8 B i /N B RCR B 5e [0 . 46 30 12 %
Sl K . 2022,19(3) : 354-356.



BRBEFHSIEKR 202242 A% 19%% 3 M

Lab Med Clin, February 2022, Vol. 19, No. 3 * 355 -

and adjusting drugs according to EM,IM and PM genotypes have certain effect on clinical antiplatelet therapy.
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