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Systematic Review of the Relationship Between CYP2C19 Gene Polymorphism and Platelet Aggregation
Inhibition Rate in Chinese Patients Taking Clopidogrel for Coronary Artery Disease

XIE Cheng, DING Xiaoliang, HANG Yongfu, MIAO Liyan"(Department of Pharmacy, The First Affiliated Hospital of
Soochow University, Suzhou 215006, China)

ABSTRACT: OBJECTIVE To systematically evaluate the correlation between CYP2C19 gene polymorphism and platelet
aggregation inhibition rate detected by thromboelastography in Chinese patients taking clopidogrel for coronary artery disease.
METHODS Databases of PubMed, Embase, Cochrane’s Library, CNKI, CQVIP, Wanfang and CBM were systematically
searched for Chinese patients taking clopidogrel and simultaneously with CYP2C19 gene polymorphism and detected by
thromboelastography. Meta-analyses of CYP2C19 gene polymorphism and platelet inhibition rate and the rate of clopidogrel
resistance were performed with RevMan 5.3. RESULTS Twenty-five articles involving 4 967 patients were included for
meta-analyses. For the platelet aggregation inhibition rate, extensive metabolizer was significant higher than intermediate
metabolizer[MD=9.17, 95%CI(3.68, 14.65), P=0.001] and poor metabolizer[MD=20.63, 95%CI(11.32, 29.94), P<0.000 1], and
intermediate metabolizer was significant higher than poor metabolizer[MD=11.63, 95%CI(5.60, 17.67), P=0.000 2]. Meanwhile,
for the rate of clopidogrel resistance, extensive metabolizer was significant lower than intermediate metabolizer[RR=0.60,
95%CI(0.53, 0.67), P<0.000 01] and poor metabolizer[RR=0.36, 95%CI(0.28, 0.47), P<0.000 01], and intermediate metabolizer
was significant lower than poor metabolizer[RR=0.59, 95%C1(0.48, 0.73), P<0.000 01]. CONCLUSION Although there is a
significant correlation between the CYP2C19 gene polymorphism and the platelet aggregation inhibition rate detected by
thromboelastography in Chinese patients taking clopidogrel for coronary artery disease, clinicians shall make the right
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interpretation with the CYP2C19 gene polymorphism and(or) the platelet aggregation inhibition rate, and clinical decision shall

be made in combination with patient’s specific conditions.

KEYWORDS: Chinese; coronary artery disease; clopidogrel; CYP2C19; thromboelastography; platelet aggregation inhibition

rate; resistance; systematic review
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L>J% (coronary artery disease, CHD)) 25 Tp;,
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Tab.1 Main characteristics of included studies
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A EARIER=1)

HEAT E B A I SR B (n=25)
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Fig. 1 Study selection process
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= RFEF I (EM/IM/PM) Ei=ga SRS BT . NOS P4y
Wu, et alll2 2012 233 84/112/37 SUnbA% T % <30% 7
B, 03 2012 127 53/60/14 SUE A TR R <20% 7
Hira, U4 2013 70 28/35/7 LiIRAN T 5 il SN Ui .= 7 e <50% 7
FANF), A0S 2014 104 45/47/12 ML /N R B A ) 2 NA 7
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B, 4507 2015 110 59/33/18 BIITRANY e e it i R N U 1 3 1 2 <30% 7
L, 08 2015 102 44/44/14 IRANIE RS S NA 8
g, &0 2015 280 103/165/12 ML/ SR B 2. SHE RS kT <30% 8
P, 5RO 2015 200 90/87/23 BIRANY e e =it RN U -3 17 e <30% 7
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i, RS 2016 73 26/35/12 ML NBCR SR 2 L UL R B R <30% 7
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Nie, et all27) 2017 180 77/77/26 S TR R <30% 7
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T NA-JF A SCERAR S
Note: NA—not mentioned in the original literature.
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Fig. 2 Meta-analysis of platelet aggregation inhibition rate in extensive metabolizer and intermediate metabolizer patients
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Fig. 3 Meta-analysis of platelet aggregation inhibition rate in extensive metabolizer and poor metabolizer patients
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Fig. 4 Meta-analysis of platelet aggregation inhibition rate in intermediate metabolizer and poor metabolizer patients
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