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Abstract: Objective To explore the neurological function of CYP2C19 gene polymorphism in clopidogrel combined with edaravone
in treatment of patients with acute cerebral infarction. Methods Patients with acute cerebral infarction in Dongguan People's Hospital
treated with clopidogrel combined with edaravone were collected from January 2019 to July 2020 in a real-world study. The CYP2C19
genotype of the patients was detected by Real-time Fluorescence Quantitative PCR, and the patients were divided into extensive
metabolizers group, intermediate metabolizer group, and poor metabolizer group according to the genotype. The neurological function
of acute cerebral infarction was evaluated by National Institutes of Health Stroke Scale (NIHSS). Results A total of 270 patients with
acute cerebral infarction treated with clopidogrel combined with edaravone injection were collected, of which 102 patients with
extensive metabolizers group (CYP2C19*1/*1) accounted for 37.78%. There were 140 patients with intermediate metabolizer group
(CYP2C19*1/*2, CYP2C19*1/*3, CYP2C19*2/*17, and CYP2C19*3/*17), accounting for 51.85%. There were 28 patients with poor
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metabolizer group (CYP2C19*2/*2, CYP2C19*3/*3, and CYP2C19*2/*3), accounting for 10.37%. The NIHSS scores of patients in
extensive metabolizers and intermediate metabolizer treated with clopidogrel combined with edaravone were significantly decreased,
and the difference were statistically significant (P < 0.05). Poor metabolizer group was not statistically significant. Compared with

patients in poor metabolizer group, NIHSS scores of patients in extensive metabolizers and intermediate metabolizer group were

decreased, with statistical significance (P < 0.05). Conclusion The effect of CYP2C19 gene polymorphisms on neurological function
in patients with acute cerebral infarction treated with clopidogrel combined with edaravone is different. The neurological function of
patients with extensive metabolizers and intermediate metabolizer were significantly decreased, and there was no significant difference
in patients with poor metabolizer group. It is recommended to adjust the treatment plan in time according to the clinical situation.
Key words: clopidogrel; edaravon; acute cerebral infarction; CYP2C19 gene polymorphism
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Table 1 Baseline characteristics of subjects

TiH PARBA (n=102) FIEARBE (n=140) BT (n=28) Pa
S %) 68 (66.67) 100 (71.42) 16 (57.14) 0.309
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R kg ( xEs) 63.22+11.37 65.40+11.46 65.18+14.16 0.073
Bilem ( x*s) 161.90+8.05 163.04+8.04 161.46+9.07 0.196
R se ) ol E %) 40 (39.21) 61 (4357) 7 (25.00) 0.184
OB sl ) 12 (11.76) 14 (10.00) 3 (10.74) 0.909
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NIHSS #43 ( x*s) 3.64+2.96 3.72+3.37 2.57+2.19 0.199
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Table 3 Comparison on NIHSS scores between groups
before and after treatment ( X =s)
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SRHERITRIIER: 4P<0.05: HEAAHRALLE: "P<0.05
AP < 0.05 vs same group before treatment; "P < 0.05 vs poor
metabolizer group
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