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Abstract: Objective To investigate the correlation between CYP2C19 gene polymorphism and clopidogrel
resistance(CR) in patients with ischemic stroke in the north of China. Methods The patients with ischemic
stroke were selected as the research object from the First Hospital of Hohhot during September 2015 to No-
The clo-

pidogrel resistance ratio of the study population is 59%. There is a strong correlation between the CYP2C19

vember 2016, The polymorphism of CYP2C19 gene was detected by Tagman probe method. Results

% 2 mutant strains with clopidogrel resistance(P=0. 006) ,and we foundd that the increased glutamic oxala-
Patients with the CYP2C19 * 2 al-
lele were at greater risk of clopidogrel resistance during antithrombotic therapy.

SNP; CYP2C19

cetic transaminase was associated with clopidogrel resistance. Conclusion
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CRP(mg/L) 3.270%1.030 3.54241. 597 40 802. 500 0. 009

2.3 Bk PG AE PR E CYP2CT9 I [N 70 A 25 37
oA CYP2C19 » 2 FE [ rsd244285 {3 pi 58 48 Jt [

T(AA+AG) 5EAERI(GG ML, A F &K & 4% CR
B AT REME (OR=5. 027, P=0. 006) , Hifth SNP {3 i 5



o 822 E Rt E #2045 2018 424 A% 39 %% 7# Int ] Lab Med, April 2018, Vol. 39,No. 7

CRZHEBA W B, W 3.

*®2 CYP2C19 EE SNP L S ERF S B R REL A

SNP FE P 43 A R A 58 7% i A RAR KR
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rs41291556 cC 58 79
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