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Effect of CYP2C19 Genotype on the Prognosis of Patients with Acute Cardiovascular
and Cerebrovascular Infarction
CAO Mei-na',LIU Xiao—pingZZHENG Yan—an®,YANG Fei—yu*,GAO Jin—liang'
(Laboratory of Molecular Medicine',Department of Cardiovascular Medicine?,Department of Neurology”,
Department of Infection Control*,Ordos Central Hospital,Ordos 017010,Inner Mongolia,China)

Abstract: Objective To investigate the distribution characteristics of CYP2C19 gene polymorphism in patients with acute cardiovascular and
cerebrovascular infarction and its guiding value in clinical treatment.Methods A total of 225 patients with acute cardiovascular and cerebrovascular
infarction admitted to Ordos Central Hospital from December 2017 to December 2022 were selected as the research objects. The CYP2C19 genotype
was detected. The patients were divided into group A (fast metabolic type), group B (intermediate metabolic type) and group C (slow metabolic type)
according to the speed of clopidogrel metabolic reaction. All patients received basic symptomatic treatment, supportive treatment and aspirin treatment,
and received conventional dose of clopidogrel hydrogen sulfate (75 mg/d). The physiological and biochemical indexes, CYP2 C19 genotype and adverse
events within 3 months after operation were compared among the three groups.Results There was no significant difference in physiological and
biochemical indexes among the three groups (P>0.05). Among 225 patients, 84 patients and 20 patients carried CYP2C19*2 and *3 mutation
heterozygotes respectively, and 13 patients and O patient carried CYP2C19%*2 and *3 mutation homozygotes respectively. In group A, there were 104
patients of *1/*1 and 4 patients of *1/%17; in group B, there were 79 patients of *1/#2, 20 patients of *1/*3 and 5 patients of *2/*17; in group C,
there is 13 patients of *2/*2. The incidence of cardiogenic rehospitalization in group B was higher than that in group A and group C, and the
difference was statistically significant (P<0.05). There was no significant difference in the incidence of other adverse events among the three groups
(P>0.05).Conclusion The prognosis of clopidogrel bisulfate anticoagulation in patients with acute cardiovascular and cerebrovascular infarction is
affected by CYP2C19 gene polymorphism to a certain extent. CYP2C19 gene detection has important guiding value for clinical postoperative
antiplatelet therapy, which needs further research.

Key words: CYP2C19 gene;Clopidogrel;Acute cardiovascular and cerebrovascular infarction
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H1 #3(c.636G>A ;1s4986893 ) 4 Filt 25 {37 i [ fih 78 75
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%2 SAEEENIEIRIEE (xes)

Wi A4 (n=108) B 4 (n=104) C 4 (n=13) F P
RBC(x10"/L) 4.80+0.59 4.69+0.54 4.82+0.59 1.141 0.565
WBC(x10%L) 6.80+2.28 6.802.08 8.18+1.86 3.996 0.136

Hb(g/L) 148.00+19.52 146.50+14.12 147.00+18.43 0.191 0.909
PLT(x10%L) 219.0010.75 211.00x15.47 233.00+16.16 1.096 0.578
GLU(mmol/L) 5.8242.67 6.29+2.97 5.60+1.81 2.339 0311

LDL~C(mmol/L) 2.52+0.84 2.34+0.78 2.58+1.00 1.689 0.430
HDL-C(mmol/L) 1.02+0.26 0.98+0.29 0.94+0.25 0.179 0.914
TG(mmol/L) 1.41+0.73 1.55+1.01 1.87+3.28 4.072 0.131
TC(mmol/L) 4.00+1.17 4.06+0.95 4.27£1.57 0.565 0.754

PT(s) 12.90+1.01 12.90+1.01 13.10£1.52 1.013 0.603

APTT(s) 35.90+6.76 35.20£5.33 35.30£10.15 0.288 0.866

TT(s) 16.60+5.35 16.40+£2.21 16.70+£7.23 3.642 0.162

FBG(g/L) 3.40+1.76 3.40£0.92 3.2020.84 0.716 0.699
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AEBFEHCNAETE 9(8.33) 17(16.35) 1(7.69) 3.464 0.177

TR LS 13(12.03) 20(19.23) 1(7.69) 2.729 0.255
Tt P i A v 21(19.44) 23(22.12) 1(7.69) 1.542 0.462

SCBRPA I A 13(12.03) 22(21.15) 2(1.92) 3.216 0.200

A 1t 45 A 24(22.22) 24(23.08) 5(38.46) 1.724 0.422
YR AR B 26(24.07) 43(41.35) 3(23.08) 7.768 0.021

RNk S 16(14.81) 8(7.69) 3(23.08) 4.148 0.126
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A1t 225 100.00
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