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[ Abstract] Objective To investigate the impact of CYP2C19 gene polymorphism on anti—platelet aggregation
effect of clopidogrel in coronary heart disease patients treated by PCI. Methods From January to October 2017, a total of 116
patients with coronary heart disease were selected in the Department of Cardiovascular Medicine, the People” s Hospital of Wuhan
University, and they were divided into fast metabolic group (n=47), moderate metabolic group (n=53) and slow metabolic group
(n=16). Patients in the three groups received aspirin enteric—coated tablets (100 mg/d) and clopidogrel (150 mg/d) for maintenance
therapy. General information, laboratory examination results, maximum platelet aggregation rate before treatment and 1 week
after treatment were compared in the three groups. Results No statistically significant differences of male proportion, age,
smoking history, drinking history, incidence of diabetes, hypertension, hyperlipidaemia or myocardial infarction was found in the
three groups (P>0.05). No statistically significant differences of TC, TG, HDL, LDL, VLDL, FIB, PLT or ¢Tnl was found in the
three groups (P>0.05).No statistically significant differences of maximum platelet aggregation rate was found in the three groups
before treatment (P>0.05); 1 week after treatment, maximum platelet aggregation rate in moderate metabolic group and slow
metabolic group was statistically significantly higher than that in fast metabolic group (P<0.05), while no statistically significant

differences of maximum platelet aggregation rate was found between moderate metabolic group and slow metabolic group (P>0.05).
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Conclusion Moderate and slow metabolic genetype of CYP2C19 can reduce the anti—platelet aggregation effect of clopidogrel in

coronary heart disease patients treated by PCI, increase the risk of adverse cardiac events.
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Table 1 Comparison of general information in the three groups

wal T R W AH s AR BH PRI R IR fr I IAE L IUHSE

(n (%) ) (xx5, %) (n(%) ] (n(%)]) [n(%)) [(n(%)]) (n (%)) (n (%))

HURIRIZE 47 30 (63.8) 62.1+13.4 18 (383) 7 (14.9) 10 (21.3) 28 (59.6) 26 (55.3) 32 (68.1)

AR 53 39 (73.6) 61.6+134 22 (41.5) 15(283)  20(373) 27 (547) 21 (39.6) 38 (71.7)

S 16 10 (62.5) 713+8.9 3(188) 2(125) 4(25.0) 11 (68.8) 6(375) 11 (68.8)
x> (F) fi 1.348 3.745" 2.756 3.458 3.394 1.019 2.949 0.163
Py 0510 0.067 0.252 0.177 0.183 0.601 0.229 0.922

T " FAH
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Table 2 Comparison of laboratory examination results in the three groups

215 % TC (mmol/L) TG (mmol/L.) HDL(mmol/L) LDL(mmol/L) VLDL(mmol/L) FIB (g/L) PLT( x10°%/L) ¢Tnl ( pg/L)

PCIRIL] 47 4.48+1.39 1.84+1.26 1.02 +0.31 2.60+1.27 0.84+044  322+1.18 22896+85.11 43.29+96.93

AR 53 4.15£1.08 1.95+1.31 0.89 £0.25 2.27+£0.88 078 +0.41  3.03+1.45 211.34£97.95 24.59 +52.39

EACERIZA] 16 4.21+1.02 1.44 +0.90 1.09 +0.31 231+1.00 0.64+037  3.67+1.65 22038+84.03 13.11+21.35
FA& 0.970 1.029 4208 1.424 1272 1.314 0.773 1.396
P1E 0.382 0.361 0.087 0.245 0.284 0.273 0.464 0.252

T TC= BAHREEE, TG= =Bt Hil, HDL= m& ISR A, LDL= L& ENRE A, VLDL= WAREEIRE A, FIB= £ZF4EE A I, PLT= /M4,

cTnl= ODIUIESEH 1

®3 3 HEMFRITHIGRORM/IMCRIER LA (xxs, %)
Table 3 Comparison of maximum platelet aggregation rate in the three

groups before and after treatment
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