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KA SR A EE PCRAM KA Y ok Hoy & FTEFMEHS G MTHFR AW 3 50, &R RKB4A ¥R EH hiF Hey
KT F AR (=15 pmol/L) &4 A 48 4], & 68.6% . XK iF Hey AKF %4 (23, 25£8. 17) pmmol/L, 4 & 5 B 21 2 Hey
KA (7.09+2. 25) pmmol/L, £ F A %3t 3 & L (P<<0.05), K I 2 ok FA KF(6.23+2.19)ng/mL, 4 £ % B, K F
(329. 894125, 79) ymol/L 5 f 4+ B8 48 dn & FA /K (10, 57 5. 70)ng/mL ., 4 & % By, K F (598, 85+ 142, 56) umol/L sb4%, £
FHH G FEEL(P<0.05), XEMbF Hoy K5 FAR %A 5 By KFHERMARLE(P<0.05), kg Hey 40
MTHFR C677T $ 5455 CC.CT A= TT A B R ME S H 5 A CCHF AR 8. 0%, TT £ EA 39.5%,CT R EA 52.5%;
MTHFR A1298C £ Sz L A BB M E 5 A 55 A ACEEA 33.3% . AA FAM 67.3%., it MTHFR C677T £ % fo o &
& Hey KT A 6 AR38 & 9% B A8 %,
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Correlation of Hcy,FA, Vitamin B, levels and MTHFR gene polymorphism with cerebral infarction”

LIU Jingzheng' ,CHAO Dan® ,CHEN Yan' ,FANG Fang' ,SHAO Chunqing' .SI Xuezhong' .ZHANG Guojun'”
(1. Department o f Clinical Laboratory ,Beijing Tiantan Hospital ,Capital Medical University ,Beijing
100050.China;2. Grade 2012, Department of Medical Laboratory ,Capital Medical University ,Beijing 100050, China)
Abstract; Objective To investigate correlation of the serum homocysteine (Hcy) ,folic acid (FA), the level of Vitamin By, and
methylenetetrahydrofolate reductase (MTHFR) gene polymorphism with cerebral infarction. Methods Totally 70 cases of cerebral
infarction patients in department of neurology, Beijing Tiantan Hospital were selected as the experimental group.30 cases of healthy
volunteers were selected as healthy control group. Circulating enzyme method was used to detect the serum Hcy level. The serum
levels of FA and Vitamin B, were detected by chemiluminescence immunoassay,real-time quantitative PCR was used to detect the
The level of se-

rum Hcy in patients with cerebral infarction in the experimental group (48 cases,68. 6% ) was higher than the normal value (=15

polymorphism of MTHFR gene in the patients with serum Hcy higher than normal in experimental group. Results

pmol/L) , the serum Hey level of experimental group was (23. 2528. 17) mmol/L, the serum Hcy level of the control group was
(7.0942. 25) mmol/L,and the difference was statistically significant (P<C0. 05). The serum level of FA in experimental group was
(6.23+2.19) ng/mL and Vitamin B, levels was (329. 894125.79) mol/L,the serum FA level in the healthy control group was
(10.5745.70) ng/mlL,the Vitamin By, levels was (598. 85+142. 56) mol/L, the differences were statistically significant between
the two groups(P<C0. 05). In the experimental group, the levels of serum Hcy were negatively correlated with the levels of FA and
Vitamin B, (P<C0. 05). The frequency distributions of MTHFR C677T CC,CT and TT genotypes in the patients were CC wild
type 8. 0% ,TT mutant 39. 5% ,and CT 52. 5% ; the genotype frequency distribution of MTHFR A1298C polymorphism loci were
AC mutant 33. 3% and AA wild type 67. 3%. Conclusion MTHFR C677T mutation, high serum Hcy levels and the incidence of
cerebral infarction is closely related.

MTHFR; folic acid; Vitamin B,
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