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Studies on the correlation between Paraoxonase—1 gene GIn/Argl192 polymorphism and clopidogrel resis—
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Abstract Objective: To investigate the correlation between PON-1 (Paraoxonase—1) gene GIn/Argl92 polymorphism to the occurrence and
clopidogrel resistance (CR). Methods: A case—control method was employed. A total of 260 cases of thoracic receiving clopidogrel
antithrombotic treatment from coronary heart disease (CHD) from Tian]Jin hospital for PCI were enrolled. The difference between baseline
and maximum platelet aggregation below 10% after the use of clopidogrel 300 mg after 24 h was defined as CR. Accordingly, all the
enrolled 260 patients were then divided into CR group (n=54) and non-CR (NCR) group (n=206). PCR-RFLP was executed to determine
the genotypes and the allele frequencies of PON-1 gene GIln/Arg192. Results: The incidence of clopidogrel resistance was 20.8%. The
genotype frequencies in Gln/Arg192 of PON-1 gene conformed well to the Hardy —Weinberg equilibrium in both CR group and NCR
group. Three frequencies of genotype RR, QR and QQ were 38.9%, 50.0%, 11.1% in CR group, and 30.6%, 57.3%, 12.1%in NCR
groups, respectively. No significant difference in genotype and allele frequency was found between CR group and NCR group (P=0.507 and
P=0.208, respectively). Conclusion: This research shows no correlation exists between PON-1 gene GIn/Argl92 polymorphism and
clopidogrel resistance in patients with CHD.
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Tab1 Comparison on basic clinical data of both CR and NCR
groups
3¢l B REAERU mURRe BRI
4 (%)  (kgm’) (%) (%) (%)

CR 54 61.7¢9.1 36(66.7) 26.12+£3.15 40(74.1) 25(46.3) 30(55.6)
NCR 206 62.4+9.6 134(65.0) 26.45+£3.44 152(73.8) 82(39.8) 114(55.3)

T n

P - 0.655 0.873 0.530 1.000 0.438 1.000
Wil SRR MY ST BRI S
D n ]
n(%)  (mmol/L) (10L) % 5 #

CR 54 19(35.2) 4812 222467 60.3£7.6 1.75£0.99 2.132.70
NCR 206 55(26.7) 4.8£13 215:49 59.2¢9.7 1.52+0.94 1.54+1.88
P - 0238 0.712 0.402 0.454 0.130 0.065
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Tab 2 The genotype and allele frequency of PON -1 gene Gln/
Arg192 in CR group and NCR group[z( % )]

T LR
Gaxil n
RR QR QQ R Q
CR 54 21(38.9) 27(50.0) 6(11.1) 75(69.4) 33(30.6)
NCR 206 63(30.6) 118(57.3) 25(12.1) 269(65.3) 143(34.7)
X - 1.358 1.588
P - 0.507 0.208
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