Journal of International Neurology and Neurosurgery 2017 ,44(4)

W -
- E A ER rsd963 LSS fx it A X &

a2 Ra P M TE R
1. ZMTH—ARERAZNA, HHEZ0F 730050
2. ZMFH—ARERTHBE, Hifg2mMF 730050

B E:BE PR o-WIE AR 4963 ZRMSMM M C R ik X HN X 238 4 10 &35 F0 240 fi]
X 1 5 b D I 9 2 D9 4 DNA. 38 G5 0 07 35 4 0 - P IO 1 2R TN 1s4963 22 354, 2 A LU il oy ot g 49 4L R %) R 4
154963 ZEMEI A Z R HBR OIAETN A o-YCE F 2 154963 S o0 A7 | 45 (67 3 DI IR R 22 7 4 Jo 4 2
BX(P>0.05), #4542 )5, 3 ) 41 5 0F IR 20 6 TR B0 43 A S5 o 6 IR ARR 22 AT B i+ B L (P >0.05),
it TN o- I F R 154963 2 751 5 M0 H I 6 5k
SRR < I L 5 - PSR R D5 T X

DOI:10.16636/j. cnki. jinn. 2017.04.006

Association between polymorphism of rs4963 in the a-adducin gene and cerebral hemorrhage
SI Jiang-Hua, PENG Xiao-Lan, FAN Hong-Yan, YAN Wen, XIE Shou-Pin, FAN Cai-Xia. Department of Neurology, The First Peo-
ple’ s Hospital, Lanzhou 730050, China

Corresponding author: PENG Xiao-Lan, E-mail: pxI39331@ 163. com

Abstract: Objective To investigate the association between polymorphism of rs4963 in the a-adducin gene and cerebral hemorrhage.
Methods

DNA extraction kit was used to evaluate the polymorphism of rs4963 in the a-adducin gene, and the genotype and allele frequencies of

A total of 238 patients with cerebral hemorrhage and 240 healthy controls were collected in Gansu, China. Blood genomic

rs4963 polymorphism were compared between the cerebral hemorrhage group and the control group. Results There were no significant
differences in the genotype and allele frequencies between the cerebral hemorrhage group and the control group (P >0.05) , even after
the two groups were stratified by sex (P >0.05). Conclusions The polymorphism of rs4963 in the a-adducin gene is not associated
with cerebral hemorrhage.
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