E PRt Z W E B kil 2020 4F 5547 % B S M

JLI/NR 2R T R M & 1 5 X
il I/ M/MRARRERE 1 EEBEXERRHER

*, R, R
A+, #d AR

MEE,FEM, QIEE F

*%k%ﬁ%E%%h%é%ﬂE%ﬁ% 412000

il ARCR A 25 R RS R AR AR T T R B R 2 — 7 R s B A (AR, LM R

YT AR R RA N ZE 5, RIVGT /NI 25 W36 97 SONE 22 B (VPR | JHenl B8 S0k Tt M I oL 4 6 19 52 % . 5% R VPR 9 4
FAMZ g e B R R ETAR M o T AR WA SEE L BT R 2, 0 A B 1 (PONT) SRR QIO2R iz o3 #1171

B B AR Z AR 1 (PEARL ) JE [ 1512041331 fif 5, , 3 5 2 251 i P A 3t [] 25 H) PONT g I PEARL 52 4% 9 ok J8E B i ik
IR, TS R 25 90 A3 o 2% SCHBURE LA 7 A 5 PR 67 i A 356 TR 22 25 P M O TR S A0 235 55 VPR R Gk 4 A B 3 4 g A 56
PEREATERIA | & A 0 PUML/INAR 25 9036 97 A7 S F 5 4R R A9 1R 9

SRBRAR < RIS AR5 MR 2500 T SO 2 R I A s Y L

:R743.33 DOI:10.16636/j. cnki. jinn. 2020.05.020

HESEKS

Research advances in the association between variability in response to antiplatelet drugs and

paraoxonase-1/platelet endothelial aggregation receptor-1 genes
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Abstract:  Antiplatelet drugs have been used in the standardized treatment of cerebral infarction and play an important role in sec-
ondary prevention of this disease. However, the interindividual variability in response to antiplatelet drugs ( VPR) is likely to cause re-
currence of ischemic cerebrovascular disease. The genetic factor is one of many key factors influencing VPR. Two genetic loci, Q192R
in the paraoxonase-1 (PONI1) gene and rs12041331 in the platelet endothelial aggregation receptor-1 ( PEAR1) gene, have been ex-
tensively studied in recent years. Gene polymorphisms and methylation co-regulate the concentration or number of PON1 and PEAR1
and finally have an impact on drug metabolism. In order to provide new insights into treatment with antiplatelet drugs, this article re-
views the association of gene polymorphisms and methylation at the above two genetic loci with VPR and ischemic events.
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