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[(WE] B8 #idd B AR5 i3 F B BB (Hey) K F & NN T & S A BE
BER(MTHFR)ZEFERTHW AR, HiE  WEMZE PR E 300 05% 541, %5 300 2 5 F#H
b 25 5 9 ) 4 AR W . 150 T B 2 o 34 D it BR 4, R P TR RO £ 38 9 O 1 R TR T 4L B I 3K Hey 7K
T, 338 1 B A R RN IR ) B BB B 7 33T MTHFR C677T 2 B B AT % 58 , 48 340 47 3K
Hey K SBEHFKXE, UK MTHFR C677T R REESMAE P R LM X R KA MHE Hey KF
WEW, 4% BREFTHME Hy KFBER TXBA[(16.92+3.43)pumol/L vs. (14.57+2.59)
pmol/L,P<0.05]; MTHFR C677T X B XA REREFTAEWNBAZHZERTHE I ET XL (P>
0.05) , 7E M % M AN FE 40 2 6] 2 Rt B4 3% 8 L (P>0.05) ; MTHFR C677T % [ 748 57 X i %
Hey KFE X EEM[(15.28£2.17)pmol/L vs. (15.11+3.81)pmol/L, P>0.05], #it MM % Hey
AFABEPEAMESFHREPREEEN/EM, W Hey RI#EE P HXEEE MTHFR ZE K
C67TTT RAES M Hoy KFXHB R R, T B 52 ) &4 AL, B e H) 3 Hey K&
e CRIMERBOREFHEEERNL,

(@] BES; RERRER; TFENEMNKRERE
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[ Abstract] Objective To study the relationship of stroke and plasma homocysteine (Hey) level and
the mutation of methylenetetrahydrofolate reductase (MTHFR) gene. Methods Three hundred patients
with stroke were included as the case group in this study while 300 subjects without stroke matched with
the case group for sex and age were collected as the control group. Plasma Hcy level was measured using
HPLC and MTHFR 667 C— T mutant was determined by polymerase chain reaction and restriction
fragment analysis. The relationship of stroke and plasma Hey level and the mutation of MTHFR gene was
then analysed. Results The plasma Hey level of the case group was significantly higher than that of the
control group (16.92 % 3.43 pmol/ L ws. 14.57%2.59 umol/L, P< 0.05). There was no significant
difference in mutation rate of MTHFR C677T between stroke group and control group ( P>0.05), as well
as between ischemic stroke group and homorrhagic stroke group (P> 0.05). The mutation of MTHFR
C677T had no significant influence on the Hey level (15.28 £2.17 pmol/L vs. 15.11%3.81 ymol/L,P>
0.05). Conclusion Increased plasma Hcy level played an important role in the occurrence of stroke in
Chinese people, and the mutation of MTHFR C677T was not associated with Hey level or stroke which led
to the speculation that plasma Hey level was important in the prevention of cardio-cerebro-vascular diseases
among Chinese people.
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5] 7 24 Jbk 2% #8 (homocysteine, Hey ) & — 1 & Bi
HER, RBETEEARRMERN A=Y . &
EEHEMFERETSRME Hey K FHHAE, G
ZFERTF Hey [CBBEA 7%, W0 BEBRBE B & ALRE
(CBS)# N°N" I ! 3 P4 & M B2 if J& 8§ (MTHFR)
HE 5% 4 MTHFR 667C—~T M3 HE £ A #Y,
EERLTFAEEIBR . BERREURERNAGY R
s, EAMERBR, AR KK Hey 7KF RO
MEEREENMLERERS RTTFEANE
R X% 5 1% Hey 7K B BF 53 74 8 A 3058, 578 51
RAREAZEE ST HBE, BRI 300 XA
R H S X IR B L% Hey /K47 T 80 FH Xt
H MTHFR % B 8547 2047, I T 383 o B AR &
th 5 ifi 3% Hey 7K F & MTHFR EFEREM KR,
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1. 9% 1 4 3 98 - M 2000 4F 12 FJ % 2002 6
HIERIFFE RS 6 REST RO ELBEMNE+
B 300 4, o 68 o AR 2 100 B, IR ST B A
200 B, ABEFREMKIR 1995 ER M E R R E KL
W AR HEL S i £ Bl Jok 46 36 B Ak 44 o 58 7 s B B
FEFE B & L B I B, BR A R R B & CT B
RESLIRB L, AN TE H I P A A B8 K 0 AE IR R B4
R FE , I8 1 AR 25 P L S K kR S K RO BE AR
(O WUEEFERR A1 ) i i B T 8 45 K a1l B 3k J= 5
B I B R e AR P R R OB SRR R A1) R
JE A 9 0 G P e B o B HEBR AE S o

2. % Bk IR A5 AR o < A B 5T BT ik o R O R AR
B r e e A B IR B P9 Lt 5 R I B T K Y AR
# AR R R 5 5% B A L BE, AR 8 22 U 7E
(£5)% W, FEARBIPRAEOIER Y R .
B BB R R DA R = E 18 T R (R
1k F TR 4 ) B HEBR7E ST o ’
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1. L% Hey KFBW%E . RE 5 B &K ILS ml,

-80CHRAEH ., 3 BB AH G5 5 B H 1 1i
¥ Hcey WREES
2.EHMAEEBERE Co7T7TT ZEF MR N :
4385 I 3 P A 3 40, SR A B /R AR 1 T R SR B
41 F B9 DNA, R %5040 6% B 113 € DNA
WwE,ETF -S0CHRTFEH. BURREUL XK DNA
EREME RN (PCR) V' (L#ESI:5°-
TGAAGGAGAAGGTGTCTCGGGA-3", FT## 51 ¥ :
5’-AGGACGGTGCGGTGAGAGTG-3 "), £ PCR
g 198 RREXT R H B, ¥ BB R A
P Y1 Hinf B MAL, TALT= 2 2 % BAR BE BEIR
Bk, FEMMAET CCEEBAE Hinf BHHEN
YIBG R 5, B TE 198 bp By &4, TT BRI
e THTRASMERNYE Hinf ATTEFH, N
TR R 152 bp&ilr , REREGF CT HAIB R
152 bpH1198 bpB >4 (B 1),

1:2000 bp Marker; 2: MTHFR % B 677TT & 152 bp % #F;
3:B¥EXT B8 4. MTHFR %5 677CT &, 152 bp ## & 198 bp %&
#; 5.MTHFR #H 677CC #,198 bp & ; 6:2000 bp Marker

@1 PCR ™4 MTHFR #£E C677T ZHHNER

3. GEit 4T A BT IR SAS Gt B, B
BEEREM z+s B, AEZRMA « BB, CHEH
MEHLEMA Y B8

g =R

1ABSS REFHAmME Hy KFBERT
B4 [(16.92+ 3.43)pmol/L wvs. (14.57%
2.59)umol/L, P<0.05], &/ 13K Hey KFFrH S5

EDTA #i %, 3000 r/min B > 15 min, 4 & Il ¥, WEPRHEERAREERL,
£1 A5 BEALEAFL
a5 — L) I AMES  FlE  WRES 113 Hey K
] % (#.,x%5) (%) (pmol/L,Z t 5)
BiEHa 300 200 100 6219 63.00 22.00 11.70 16.92+3.43
pugiiRic! 300 200 100 6318 41.00 28.00 5.00 14.57+2.59

P{§ >0.05

>0.05

<0.05 >0.05 <0.05 <0.05
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2.MTHFR #FH C677T &5 S5REh R E
%R BB 4 MTHFR C677T %! 84 #i,27 4] 677TT
R OHER C677T RAEHE N 37% ,MTHFR 677T %
HE RN 23% ,FEXT UK 87 #i C677T HE AL, 21
# 677TT B, K C677T BAEE N 36%,677T
HEMEN 22% , 3450 B4 H#, C677T
RERERFEHHEEX(P>0.05), FEMBELA
& MTHFR #H C677T & 54 #,677TT & 14 4,
HERRERNY 34%,677T HEBEN 21% .,
¥ im4E MTHFR &5 C677T ® 27 #,677TT ® 10
Bl EEERERRY 37%,677T ZEFHRN 24%,
HAEARERLBEEFEZIHTEREX(P>0.05)
(£2),

+2 MTHFR #H C677T 254 EMR

. HER HETR(%)
_ cC CT TT C T

i B4 189 84 27 77 23
BtESE 132 54 14 79 21

1 %8 ifn 63 27 10 76 24,
pug: | 192 87 21 78 22

3. MTHFR # @ C677T £ 5 513K Hey K
TR A BH MTHFR £H C677T 2544
HPH,CCHREARMEAMTT S CTERRMYA, i
BWAZE MK Hey KFo GREM:CCERMA
M3 Hey }6.42~ 82.99 pmol/L, F ¥ (15.28+
2.17) pmol/L, TT S5 CTHEHERBMHAMK Hey H
5.20~117.23 pmol/L, F 3 (15.11 % 3.81) pmol/
L, HHEREGLITHEEX(P>0.05),

W

B Hey KV F & 2 O i i B %W & 4 B9 3 51
f&K B &, Boushey & @ i X B M RIT R ¥ K
RN A, 3K Hey KFEEHRMS pmol/LTA]
BB 500 R A2 1R £ B 38 60 % ~ 80 % , 5 figi I B
PR R AE BB 50 % ,iX — f5 K 72 B 5 e B
IR 120 mg/dIAl X, ABFFTXT 300 X Bk 2 o %%
Bl BB R, M3 Hey KFEEMEFHBER
B, BRI Hey KPS HH R LMK, Bk
AR Hey KEABAPEAREPHERE P
BEEEEH, XEHR LI Hey T EEHH
BSOS AR AR 12 B L4
R IR IS E B R R R /MR
Theg!  WIRAL R T MV H T B 4, R 2 #

R, ML AEARR-EQ CRBMTREEE
PR BB - m A I R R RhgEmNE " FAS
MEAEBREEEYNHN-1 MEBEEEREY
HEVSNMHSEZEABRRILEHNYEREABE X,
AT 38 0 7 0 B 0 R A Y FE B PR 3 T

N°NYMTHFR # Hey R P EEEEHE
FA, Frosst %" F 1995 4E # 58 T MTHFR % A
C677T HYAE 5 , 5 BF 53 4IE 353X b A% 5 W7 i 3 Hey
BIK R, R MAHRB/R, MTHFR C677T By
A5 S 3t i3E Hey /K F B 8 & mm, i HiX —3
HESUHSTEAREFHEELHE LR, MXK
Hey KFEZBIZMHERERNE W, TEARERREM
BEEE, Jacques %" B I XT 365 & BIR X R B
5K B, I 3%t BR 7E /K F 15.4 nmol/L 7K F B,
MTHFR % B RAEH K I K Hey K FHABE TEF
FERH , W 7ErHBRKF R F15.4 nmol/L B, A
ZEZR LG H %8 X, B 7R MTHFR £H %
A, EEEL KM BAKFEREFIERN Hey IR
W, T 4R AR R B T4, X 7E 53— T L UL A
*FF MTHFR 2 HE R A F, ol @ o R EERH RE
AEBH Ik Hey K¥ERE., XN MEK Hey ZBFE
HEMBEEEWILFIER, BT84 MTHFR
C677T Z R X MiZe s i &K £ Fr iR IE R T REAR K,
EAMF R A A4 R, Salooja P BF 5T 271
Bl % CT iE3C M I I B % B & #1173 B WM,
MTHFR C677T REBWHA EZH X &K it % & X,
Lalouschek ZEPU 3t T 96 4] i 35 o B2 3%, 96 45 4E
& M B DT AR B9 T BB 4, & B B4 I R Hey K
P& Fxi B4 ,/8 MTHFR C677T R R LS
HER X,

B2, BRATE 1 xR B o R B X BB AT & B,
K Hy KEABHEFPEARMEFHREPRER
EH/ER, M Hey RS2 F X585 MTHFR &
E C677T RAESME Hey K P XHBXER, AT
53 i & A T A S, B 4R It 3R Hey 7K
P ORI SRR EEPEEER N R
BT BE R %Mk Hey K FRMEZEFE,

8 £ X &
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