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[ Abstract | Objective: To investigate the relationship between methylenetetrahydrofolate reductase
(MTHFR) C677T gene polymorphism and stroke of H-type hypertension with no significant difference
in homocysteine ( Hey) level. Methods: A total of 500 patients diagnosed as stroke with H-type
hypertension in three hospitals were selected as case group (stratified with Hey level and matching
randomly according to age and gender) , 500 cases who had never had stroke were selected as control
group. Two groups patients were compared with baseline data ( diabetes, atrial fibrillation, drinking
and smoking) , physical examination index [ systolic pressure, diastolic blood pressure, heart rate and
body mass index (BMI) | and laboratory index [ blood total cholesterol (TC) , low-density lipoprotein
cholesterol (LDL-C) , high density lipoprotein cholesterol (HDL-C) , three acyl glycerin (TG) ] while
two groups of patients were compared with MTHFR genotype and allele frequency; the dependent
variable and independent variables were set and included in Logistic regression analysis. The
independent risk factors for stroke in patients with h-type hypertension were analyzed between gene

ploymorphisms in C677T of MTHFR and stroke. Results: The number of smokers, blood LDL-C
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concentration and TT genotype in the case group were significantly higher than those in the control

group, the differences were statistically significant (P <0.05). Logistic regression analysis showed
that smoking (OR =2.342, 95%CI.1. 156 ~4.202), high LDL-C (OR =1.050, 95% CI;1. 026 ~
1.075), TT genotype (OR =0.431, 95% CI.0. 234 ~0.793) were independent risk factors for stroke
in patients with h-type hypertension (P <0.05). Conclusion: MTHFR C677T gene polymorphism

affects the incidence of stroke in H-type hypertension, the TT genotype may be a risk factor for stroke

in patients with H-type hypertension while CC genotype may be a protective factor for stroke.

[ Key words | methylenetetrahydrofolate reductase ( NADPH ) ; hypertension; stroke; risk factors;

C677T gene polymorphism; hyperhomocysteinemia
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Tab.1 Comparison of baseline data,physical

examination and laboratory indicators

between the two groups

EIELY e T RRAH X/t P
— R (%) ]

R 157(31.4) 149(29.8) 0.301 0.631
LR 86(17.2) 72(14.4) 1.473 0.260
g 263(52.6) 179(35.8) 28.609 <0.001
PRI 176(35.2) 154(30.8) 2.189 0.158
[N g

W4 =/ mmHg 158.0 £11.7 142.0 £13.5 1.564 0.097
FPikHE/mmHg 91.0+4.3  89.0+6.2  1.363 0.263

DR/ 83.0£17.5 83.7x24.0 -0.534 0.549

BMI/(kg/m’) 23.44.3  22.5+50 2423 0.165
©RUEE L7

TC/(mmol/L) 5.9+1.6  5.7x1.6 1.842 0.164

2.4+1.1 2.248 0.025
1.5+0.6 -0.326 0.722
1.2+0.7 1.617 0.129

LDL-C/ (mmol/L) 2.5 +0. 8
HDL-C/ (mmol/L) 1.4 £0. 5
TG/ (mmol/L) 1.3+0.6

2.2 MTHFR C677T B[R B R SE A F R4 R

2K, 2 4L COTTT Je AR AT &
Hardy-weinberg V- &, 35 AT HEMACKR M 4
KR ,2 HE#H CCLCT BEHRY, C\T LKL 3
HRILE, 225 TG R (P > 0.05) g 1 41 58
# CC.CT 1y TT BN W] o T IR, 22 5 A 48
AR (P <0.05) . W2,

*2 24 E#% MTHFR C677T 3 FH A &
£ i
Tab.2  Comparison of MTHFR C677T genotype and
allele frequency between the two groups
15 MTHFR 3£ B [(n(% ) ] SFLEER %
S cr T ¢ T
XTHRZ] 106(21.2) 227(45.4) 158(31.6) 43.9 56.1

B 96(19.2) 203(40.6) 201(40.2) 39.5 60.5
X 0. 620 2.350 8. 035 0.399
P 0.478 0. 142 0. 006 0. 569
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Tab.3  Multivariate Logistic regression

analysis of stroke

AR P OR OR 95% CI
2 4 0. 039 2.342 1. 156 ~4. 202
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TT H 7 0. 007 0.431 0.234 ~0.793
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