FrE G RFSE 2018 45 1 A%5 31 445 1 ] Chinese Journal of Clinical Research ,January 2018, Vol.31,No. 1 5

e

N o
SELS \LRRFIP1 2 [Fl Z2 25V 55 dike 1 4 i 4 vh
oy AR5

(R, e’ Fgm', ER, gme, FEE, Iz, HE, Fng
L HPHT EZEp AL T A 2R B yT 4P 157011 2. PR E2Epr i B2, By T 4T 157011

WE: BW SOTIES S (SELS) AR & & AR E S T FIH BAEHE D 1 (LRRFIPL) B 225 5 B i 4 1%
FHRFR, ik EFE 2003 4E9 [ % 2013 4F 6 J1 239 ik i B 2 oo 2 e 491 (s (91 28 ) B 240 4] £ JE Xof B
(KR Mot 4, FIFHZEERE & PCR 1Y Tagman FREFEKM SELS FE A (1s34713741 154965814 ) \LRRFIP1 3%
[ (rs3769053 ) Z2 54 o5 AR 8Y , ISR R 191100 FRARF 2 75 6 A A L 5 e i M I 2R e A A GPE . 8 5R SELS 2R
1534713741 C/T £2754E(OR =1.236,95% CI:0. 862 ~ 1. 772) 5 e i ¥4 i = v 11 % A TC 56 5 14965814 T/C £ 75 1
(OR =1.537,95% CI:1. 038 ~2.276) 5 & 1l 1k fixi 2 vh 1 & £ 45 3¢, LRRFIP1 %2 rs3769053 T/C £ #51% (OR =
1.177,95% CI:0. 817 ~ 1. 695 ) S it PR A o 1) K A2 TG 36 o JRBE AT o il S0 R RS S0 WA L PR AR 8 A
[ B ( LDL-C) | A% 25 , SELS 3t rs4965814 {3 5 T/C 2751 (OR =1. 825 ,95% CI:1. 056 ~3. 155) {15
Bk A T G, B T/C 22 25 M 1 sk i o 2R ob 9 & AR KUY, SR DL SELS 5[] 1s34713741 , LRRFIP1 JE [
153769053 Z A S MR A h G ek, &5i8  SELS JE[A rs4965814T/C 2 25 5 3R B AR A6 DU AR e il 14 g
R AR ARG, T RESEH R IR I AR R 2R

KR smdEmiZE; EEEEME; RS, §ERAREE VM EMERED ]

RESES: R743.3 XEkERIRFG: A XEHS . 1674 -8182(2018)01 - 0005 - 04

Association of gene polymorphism of SELS and LRRFIP1 with

susceptibility of ischemic stroke
GUAN Hong-jun”, LU Jun-hua, GUO Yu-peng, DONG Jing, RONG Sheng-zhong,
NIU Ying-ying, YAO Li-yan, JIN Ge, LI Xiao-xia
* School of Public Health, Mudanjiang Medical University, Mudanjiang, Heilongjiang 157011, China
Corresponding author: LI Xiao-xia, E-mail: li_xx1963@ 126. com

Abstract: Objective To investigate the association of gene polymorphism of selenoprotein S ( SELS) gene and leucine-
rich repeat(in FLI1) interacting protein 1 (LRRFIP1) gene with ischemic stroke. Methods A total of 239 new cases of
ischemic stroke( case group) and 240 healthy subjects( control group) from September 2003 to June 2013 were selected as
research objects. Taqgman probe fluorescent quantitative PCR method was used to detect genotypes of polymorphic loci of
SELS gene (1s34713741,rs4965814) and LRRFIPI gene (153769053 ). Using case-control study method ,the correlation of
the genotypes with ischemic stroke was analyzed. Results  There was no association between 1s34713741 C/T
polymorphism of SELS gene and the occurrence of ischemic stroke (OR =1.236,95% CI.0.862 — 1.772). There was a
significant association between rs4965814 T/C polymorphism of SELS gene and the occurrence of ischemic stroke ( OR =
1.537,95% CI:1. 038 —2.267) . There was no association between rs3769053 T/C polymorphism of LRRFIP1 gene and the
occurrence of ischemic stroke( OR = 1. 177,95% CI:0. 817 — 1. 695 ). After adjusting age , history of hypertension, history of
diabetes , smoking, tea drinking,low density lipoprotein cholesterol (LDL-C) and blood sugar,rs4965814 T/C polymorphism
of SELS gene was still associated with ischemic stroke (OR =1.825,95% CI.1. 056 — 3. 155) , namely, 1s4965814 T/C
polymorphism increases the risk of ischemic stroke. The associations of rs34713741 polymorphism of SELS gene and
13769053 polymorphism of LRRFIP1 gene with ischemic stroke were not found. Conclusion SELS gene rs4965814 T/C
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polymorphism was correlated with occurrence of ischemic stroke in the Han population in Northeast of China,and its T/C

polymorphism may be a risk factor of ischemic stroke occurrence.
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