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[ABSTRACT] Aim  To investigate the relationship between plasma homocysteine (Hey) , methylenetetrahydrofolate

reductase (MTHFR) gene polymorphisms and carotid artery plaques in the cerebral infarction patients. Methods 128

carotid system cerebral infarction patients were selected.  Plasma Hey was measured by fluorescence polarization immuno-—

assay (FPIA) . Polymorphisms of the MTHFR gene were measured by polymerase chain reaction and restriction fragment

length polymorphism (PCR-RFLP) .  Carotid arteries were detected by carotid ultrasonography in all patients.  According

to ultrasonography results, the patients were divided into plaque group having carotid atherosclerotic plaque and non-plaque

group. The plasma Hey levels and MTHFR gene polymorphism were compared between two groups. Results The

frequencies of TT genotype (35.8% vs 17.0%) and T allele (58.6% vs 40.4% ) were significantly higher in plaque

group than in non-plaque group (P <0.05). Plasma Hey levels was significantly higher in plaque group than in non-

plaque group (22.42 + 11. 04 pmol /L vs 17.89 +5.96 wmol/L, P <0.05). The Hey concentration was significantly

higher in TT genotype than CT and CC genotypes (P <0.05).  Logistic regression analysis adjusted for gender, age, hy—

pertension, diabetes, hyperlipidemia, smoking, drinking and other risk factors, plasma Hey levels of carotid atherosclerosis
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remained an independent risk factor for plaque (OR 1.160 (95% CI 1. 034 ~1.301) , P <0.05) .
vated Hcey levels was an independent risk factor for carotid artery plaques in cerebral infarction patients.

polymorphism was significantly related to plasma Hcy levels .
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Table 1. Comparison of two groups of general information

— Rt TP (n =47) B4l (n=81)
RS (%) 60.92 +10.78 62.41 £9.33
5 14 (1)) 37/10 52/29

W (f3i]) 20(42.6%) 32(39.5%)
o (1) 17 (36.2%) 29 (35.8%)
e g (1) 20 (42.6%) 50 (61.7%) *
e I (451)) 23(48.9%) 55(67.9%) "
PR (1) 12(25.5%) 27(33.3%)

a A P<0.05, 5 R E 4 LA .
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Figure 1. Restriction fragment length polymorphism re—
sults of MTHFR C677T mutation
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Table 2. MTHFR genotype distribution frequency between the two groups

: [ 7 e
5 a0 . A A
TT CT CC T C
TEBEHLA 47 8(17.0%) 22(46.8%) 17( 36.2%) 38(40.4%) 56 (59.6%)
B 4H 81 29(35.8%) * 37(45.7%) 15(18.5%) 95(58.6%) * 67(41.4%)

a A P<0.05, 5P LA .
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<0.05) . BEELAF LB HAH TT A4 F Hey K
P)BE T CT AR CC %434 (P <0.05) ; %4, CT
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Table 3. Relationship Between MTHFR gene polymorphism

and plasma Hcy levels

BRIt TSR PP

TT 26.96 £6.72° 33.22 £11.99°
CT 15.99 3. 16 18.11 £8.78
CC 15.48 +3.17 15.50 +5. 87

ay P<0.05,5 CT k& CC .
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Table 4. Logistic regression model of the risk factors in ca—
rotid atherosclerosis

A B SE Wald P OR 95% CI

Hey 0.148 0.059 6.374 0.012 1.160 1.034 ~1.301
mlLE 0.697 0.328 4.524 0.033 2.008 1.056 ~3.816
i fig 0.670 0.323 4.314 0.038 1.954 1.038 ~3.677
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