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The relationship among the polymorphism of NOS3 gene,ischemic stroke and blood lipids SHU Zhu, JIANG Shun-
Ju,CAO Minghua et al. ( Department of Neurology , Jingdezhen First People’ s Hospital , Jingdezhen 333000, China)
Abstract: Objective To explore the association among the G894T polymorphism of NOS3 gene, ischemic stroke
and blood lipids. Methods Polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) and agarose
gel electrophoresis were used to detect the G894 T polymorphism of NOS3 gene in 100 patients with ischemic stroke and 80
healthy volunteers. We use automatic biochemical analyzer to detect blood lipid levels. Results The frequency of GT (27/
100 and 22/120) and TT (7/100 and 2/120) genotypes was higher in the stroke group than in the control group (P <
0.05). The distribution of T allele was significantly higher in the stroke group (20. 5% ) than in the control group
(10.83% ) (P <0.01). In the stroke group,the TT genotype carriers had significantly higher levels of TC and LDL-C than
the GG and GT genotype patients, and other blood lipid levels were not significantly different; Correlation analysis showed

that TT genotype was associated with stroke risk (P <0.05). Conclusion The NOS3 gene polymorphism is associated with

the onset of ischemic stroke,and the risk of TT genotype carriers is higher than that of GG genotype carriers.
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=7.234,df=2,P =0.027) , Z{i3EH G F T, 1EXS
BEZH B9 N B )2 143(89.375% ) \17(10.625% )
FEAS 2 N B 2 159 (79. 5% ) (41 (20.5% )
P Z A ZFAGIFEX (' =7.17,d=2,P
=0.007) (W3 2), %4 R R, NOS3 2 A
rs1799983 o7 1 3 PR 4 £ 25 AT A8 5 e a4 i A<
SRR DG, T S5 7 B I 45T, Al RE T 4 S XU
A3

2.3 g pE I AR R B NOS3 AN ] 5 A AU o
BYebr AR AE TR AL, TT 5 N 7 B 3 A1 ]
I TC & B E T GG Al GT KL A (P <
0.01),H GT BN A 8 #FE GG HE K A4k i it TC
SHEMAREAF(P<0.05), 5 GG Hl GT £H
RIS ThA, LDL-C 7F TT 3 [H AU 8 35 b il i 2
B (P <0.01), i 7E GG il GT % [H Y g % v G 22



PSP A 2019 4E 8 J] %936 £ 498 1]

5o AHR 5 AN R R ) R, A E L TG
HDL-C ApoAl ,ApoB Lp(a) &4t Z [B] 2 5 (W3R
3) o FTLATEAN[R) L DR 70 Ay it it A4 g 2 v RB 3 T o
JEEFR TC F1 LDL-C Z [H] A 1% 2= 5, HAh 4545
25, LSRR L NOS3 LN 2280 nl G5 Mg
TC F1 LDL-C {1 & 8 & KB,

xR NAAB—RER

I PRAFAE X R 2 Ay
%% 80 100
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LDL-C( mmol/L) 3.05 £0.35 4.04 £0.26%
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