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EXRMEKESREE Hey kTR MTHFR C677T EE ZEMEHRR

T ALK OB RITW.E N
(% =FEXF R ERIFRINAF LA, R 400042)

(FHE] BHW MR EARRXBETEE0EERAEMAR(Hey) K-F AL F R vw & etk & BB (MTHFR)C677T £ B %
AW oA, Ak B 2015 5 4~11 A Az A2 AFERR 507 A I A P ed & & 3 292 41, 3 P HER 52 4 R4 Hey &
o B E R IUR 60 240 4 (B 116 ),k 124 DAE A R RBF R AT S . RA AR EAEMN EH Hey K-F. 2 EH 40 DNA,
RAAERGABE AL L MTHEFR C677T A B # % 5K, &R X440 3 A RFE M MTHFR A B A .C677C & ,C677T A |
T677T B IR FE A 42.9% 44. 2% 12. 9% A F CEFLABAMEA 5K THFELARMEH 5%, CCARBET kXM
SRR EFAAFFEL(P=0.003) , CHFEARAEFREXTHRENES T LBREH(P<0.05), TRIRETHHL
o R & F %% MTHFR C677C AW AL T677T K B & 45 A ik, £ F A it 5 &L (P<0.05), TT & # Hey K-F L5 CC.CT
AW EZFAATFELP<0.0D), it FTRUREF P ELF MTHFR C677TT AR AE S AR S A A5 THHLRRE A
EZF;MTHFR C677T A H % 5% 5 Hey K-FA£,. TT ABE A6 Hey K FHEHT CC.CT AR A,
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The plasma homocysteine levels and polymorphisms of MTHFR gene in brain stroke patients”
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[Abstract] Objective To study the plasma homocysteine(Hcy) levels and polymorphisms of MTHFR gene in stroke patients
of Chongqing area, then compare the result of its polymorphisms with another area. Methods Totally 240 brain stroke patients
were included in the study. Their polymorphisms of MTHFR gene were analyzed by gene chip method,and their plasma total Hcy
levels were measured by using enzymatic cycling method. SPSS19. 0 system was used to analyse the data. Results There were three
kinds of MTHFR genotypes: C677C genotype, C677T genotype, T677T genotype, the frequencies of the three genotypes were as
follows:C677C 42.9% ,C677T 44.2% ,T677T 12. 9%. The frequency of C alleles was 65% . while the frequency of T alleles was
35%. According to the statistical analysis, the distribution of CC genotype in male and female was significant(P=0. 003). The fre-
quency of C allele in male patients was significantly higher than that in female patients(P<C0. 05). There were significant differences
in MTHFR C677C genotype and T677T genotype distribution between stroke patients in Chongqing and Yubei area in Henan prov-
ince(P<C0. 01). The plasma Hcy levels of the three genotypes were as follows: C677C(13. 53 £ 6. 45) pmol/L,C677T (14. 26
5.75) pmol/L,T677T(19.37+12.01) pmol/L. Conclusion

are, and the polymorphism is different with that of other area, for instance, Yubei area in Henan province. MTHFR C677T polymor-

MTHFR polymorphism indeed exists in stroke patients in Chongqing

phisms and plasma Hcy levels are closely related,the T677T genotype is associated with a higher plasma Hcy level than the other
two genotypes.
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1.2.2 MTHFR C677T 3 H KW AL % 57 43 W4l
DNA #2Ht#] & .MTHFR C677T % A& it #] & .e-Hyb 4
A 31 2¢32{X .BE 2. 0 A= ¥y 5 B 3 Ok LI E R B A BR
S F P PCRAY, T oA IR 2% B0 AL » I8 I 3R 35 25 45

1.3 Fik

1.3.1 FRARE HELELZMEMNZR 4 (EDTAK,)
ik DR B H WG RS EF KIS 2 mL, B0 TRA .1 h AR
B 6 36 B A AL = My AR = AT R

1.3.2 3% Hey &0 3% Hey SR FIR 5B, oA 0 5 3
AT Hey #9550 BUIE 2 Hey, W7 85 Hey 76 IG5 BE-3-15 &
it (CCBS) L T Al 22 2 2 i 1y 26 A L-Toe &% ik . -l A Mk o b
Bt Pk -B- 224 % i (CBLO 46 F B B Hey INER R A1 NH, . %
6 B 5N A= A 1 T T R T LA LR B A LDH 38 J5 AL
fiti T (NADHD ;i 3] , NADH #% 725 i 4 A6 54 4 i 11 (NAD) 11y
R 58 5 H Hey K BIE H .

1.3.3 DNAHRE B2 kB R M # ki 2 mL, #52 BE i
WL 4 DNA $2 B ) £ Ud B 15 3% F $2 B3k [ 41 DNA,
DNA & —20 CHRAE . GRAS B 3 %,

1.3.4 PCR ¥ % MTHFR ¥ 8% 4025 %] 0. 2 mL PCR
SR E R, 8 N R R R 25 pl, 45 MTHFR § 3 )
19 L R R 1 wL .DNA i 5 pL. §7 38 4494 C B4
10 min; R 5 95 C 30 5,57 C 45 5,72 °C 45 5,35 NMEH;
72 °C 5 min &R . KT YE T 2~8 TR,

1.3.5 it BB Zesc W el A&, W 10 uL A 2%
WO R AT, I I ATECH 1S PR AR B, A
1 LA T8 - I 3% VR 20« i) BB O O V. R 3k
A MUFFRIC % MTHFER 25 H 8 H A 22 580 28 h L i &
AT . WA AR B R % F) 2 mL B0 E L AR E
orp, BR180 pL 28 A2 GE wh T B LB L A BN 10 pL
PR GRS AR E R R A A S A 1B 4T
HACHRT . BURS RS i A AR B R 0 A R B
F G5 BT 08 SE AT A4 5 0 BCHE 23 BT B o A 00 445
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2.1 MTHFR C677T & B A& 45 - MTHFR § ¥4 7= 9
2L TR F 4347 I 45 R 25 DR R0 A s R S T LI 1.

A CO77C K R AG I 25 S 185 B: T677T J [/ %146 T 25 H &5 C.
C677T 3 [ B A I 45 L A

1 MTHFR C677T & E B4 | 5 2
2.2 HEFEIRREEMERBIE  CC R (C677C) 103 f
(42.9%),CT # (C677T) 106 f5i] (44. 2%, TT #I (T677T) 31

B1(12.990) , Horr C 4547 HE PRI 6504 . T 45 i B R 471 ¢
Hy 35, CC R BUAE Y3 Pk 535 15 2o Pk 2835 =2 16 49 20 A L %2

4933

E BB G2 L (P<<0.05) 0 CT B 5 TT B4 b, 25
SIGATF L (P>>0.05) 5 C 55 {0 5 K76 55 M 58 21 45 2 1)
W Tt (P<0.05), WHE 1,

1 fEZEh B & MTHFR C677T £ H

S5 TI(%)]
JE [N SN IEN IR

P

CC Al CT #Y TT 7Y C T
) 116 61(52.6) 44(37.9) 11(9. 5 166(71. 6) 66(28.4)
0 124 42(33.9) 62(50. 0) 20(16. 1) 146(58.9)  104(41. 1)
XZ 8.56 3.54 2.35 9.12
P 0. 003 0. 060 0.125 0.003

2.3 Al H E# MTHFER C677T £ 2 SR L
BeOHERM X 50 R R AL X AR B C677C B AL
T677T K& [F AL 4347 L #5022 5 A e 1128 B L (P<C0. 05) 51
CO77T R R4 A 22 S T GE i1 3 L (P>0.05) . L3k 2,
*®2 TR X KZEHREE MTHFR C677T
ERESMHLBa(%)]

47 n C677C W C677T 7 T677T
TR 240 103(42.9) 106(44. 2) 31(12.9)
WEEZALY 151 32(21.2) 69(45. 7) 50(33. 1)
7 19. 35 0.088 23.02
P <20. 05 =>0.05 <20. 05

2.4 MTHFR C677T BEFE B 5 % Hey KFERHXZR  TT 5
B Hey KF5 CC.CT B L, 22 R A G2 8 L (P<<0.0D),
W3,

%3 3 #AF MTHFR C677T £ E 2! iy i %

Hey 7K FEE & (T+Es)
R 7y n Hey(pmol/L)
CC ™ 103 13.5346.45
CT #I 106 14.2645.75
TT 31 19.37412. 01
it 240 14,617, 34
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LT AR YR LA I 3 R OR [l MTHEFR 3 K 1 51 .
C677C # . C677T #I  T677T #I, 4§ 2 43 |k 42. 9% .44, 2% .
12.9% , FoHh C 3 WA R Ky 659, T 45 {7 2 4 N
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¥ Wip-1 Sy PR UUER . A B 5245 5 o - Wip-1 siRNA 41
ECC-1 4 i fl KLE 4 i 7E 5 YL J5 24.48.96 h 4 i 42 1% 2 1y
AT SIRNA X B %S (100 B8 41 38 W0 45 5 ok 150 % Wiip-1 2
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