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Study on the association between CYP2C19,PON1 gene polymorphism and platelet inhibitory of clopidogrel
towards post-percutaneous coronary intervention in patients with acute coronary syndromes”
GE Gaoshun s NI Erru ,\WANG Yingying ,GUO Yichang ,WU Jingyi ,XIE Huabin®
(Department o f Clinical Laboratory ,Cardiovascular Hospitals of Xiamen
University , Xiamen, Fujian 361004 ,China)

Abstract: Objective To investigate the correlation of CYP2C19,PONI1 gene polymorphism and the plate-
let inhibitory effects of clopidogrel towards PCI in patients with acute coronary syndrome(ACS). Methods
From June 2016 to May 2017, according to the use of antiplatelet drugs, the selected 636 patients with ACS
undergoing PCI were divided into two groups:the clopidogrel group (491) and the ticagrelor group (145). U-
sing the fluorescence detector to detect the genotyping of CYP2C19 % 2,CYP2C19 % 3,CYP2C19 % 17, ABCBI,
PONI1 gene and the thromboelastography (TEG) to detect the antiplatelet effect after the patients taking pills
in 24 h. Adopting the t test and variance analysis to compare the difference on the platelet inhibition rate of
each group.,taking the logistic regression analysis to analyze the genotype associated with platelet reactivity.
Results The genotype analysis showed that the mutation rate of the CYP2C19 loss-of-function alleles
( % 2, % 3) single nucleotide polymorphism was 55. 6% and 7. 2% ,gain-of-function alleles ( * 17) was 0. 6% ,
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the mutation rate of ABCB1 and PON1 gene were almost identical (60. 5% ,59.4%). The TEG test indicated
that the ticagrelor group about the platelet inhibitory effects via ADP was higher than the clopidogrel group,
there was statistical significance (¢=5.75,P<C0.05). Where the extensive metabolizer was not statistical sig-
nificance between clopidogrel and ticagrelor groups (t=1.92,P>>0. 05) , the intermediate metabolizer and poor
metabolizer were statistical significance (t=5. 06, P<C0. 05;:=2. 03, P<0. 05). The logic regression analysis
demonstrated the basic patients’ information and the genetic polymorphism of the ticagrelor group on the
platelet reactivity effects were not statistical significance (P >0. 05), while the clopidogrel group with a
CYP2C19 loss-of-function alleles and ABCBI1 gene also were not statistical significance (P>>0. 05), carrying
two CYP2C19 loss-of-function alleles or at least carrying a mutation PON1 gene were statistical significance to
predict a low reactivity (OR:6.622,95%CI.2.283—19.210,P<C0.05;0R:2.620,95%CI.1.074—6.393,P=
0.034;0R:3.503,95%CI:1.104—11.113,P=0.033). Conclusion Detected the CYP2C19 loss-of-function al-
leles and PON1 gene have great significance to predict the low platelet reactivity of clopidogrel in ACS patients

undergoing PCI.
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