CN 43-1262/R * B 3 pk AL 22 & 2002 £ % 10 £ % 3 7 239
[XEHS]  10073949( 2002) 10-03-0239-03 He
5 10 e S —

N, N - NP FH DY S R 3 i B K] 22 25 % I 2K [

R 2 B K 5O WU AR % 2
KeAE, W56, &I, T B, T8k SKER, ERE D3k
(ATREMKREREF—ELSEAM, &% T 210029)

[EFR] waen;, AR, S5M REFRAR
[ E] Eﬁ%NS,NIO—ﬂk‘?V—‘?i"Tﬁiﬁﬁiﬁ%%%’7é‘«'ri&mﬁf{Fﬂiﬂ#ﬂifwﬁﬂ(—‘?iﬁ'uﬂft#ﬁ%é@%%,ié)ﬂ2’7%?

BEAE R - TRH) A K S AMBALMN 178 Bl oM A EE R 178 BIEFAN N-TF W EvtBMLRBELRS

A & 2R AR &3 BUe 3 AR AU R e 3

BIREH 55.8%,CCBMEH 24.1%.T ¥
Hm, EHAFPTT REAH &

T — AR E. &t

SRAEBABRKTE. B FAN N NP9 fot8R L REEA 3 ﬂﬂ
HAL s oF R EA(T) R4 FREA(TC) A EF A (CC) .
8% ,CC AIMEH 10.8%,T Sz K HMEH 62.3%,C F
R RMEHR 32.1%,C
g T’J*"J‘Fﬂf’éﬁiﬁi7ﬁ$ﬂflf&%f('l‘C+ CC) XRAZE,
%%ﬂﬂrx%%ﬁ%r’ﬁiﬁ“éﬂo 2B EMH BT, N, N F v £ oF 8L
B4R, N, N"- P w9 £ ot BE R EE TT & B A R % T4 A & AR % B & Bk A B K

S AUAE S 4L TT A SR E 4 35.4% , TC A% 4 53,

FLEARMEN37.7% . EF AT TT BMEH 20. 1%, TC

S A RMEH67.9%, LSHEAMTT & FiE
NN o R ks
LR B R T ATT 7T A8 2 S LA T K

N N-TPWAtRLRBLERTHRRACIUEANYSHELARZ —; N, N-ZPwA-t8LRBLART T A TT

B 2y ) A ¥ pk A BR o gE 7T A
[FESES] R363

A IUAR LR A — AN B &

[ CERFRIRAS] A

The Relationship of Polymorphisms of Methylenetetrahydrofolate ( MTHFR) Gene and
Plasma Homocysteine Levels with Myocardial Infarction

7ZHU Tie-Bin, YANG Zhr Jian, QIAN Wer Chong, WANG Hui,

Werr Zhu

WANG Har Yan, ZHANG FuMin, CAO Ke Jiang, and MA

( Department o Cardiology, the First Affiliated Hospital, Narjing Medical University, Narjing 210029, China)

[ MeSH] Myocardial Infarction;  Gene;
[ ABSTRACT]
homcysteine (Hcy) levels with myocardial infarction.

were recruited in the study.

levels were measured using highr performance liquid chromatography with fluorescence detection.

kinds of genotype: TT ( homozygous mutation) , TC ( heterozygous mutation) and CC (wild-type) .

Polymorphism;

Homocysteine

Aim To study the relationship of polymorphisms of methylenetetrahydrofolate (MTHFR) gene and plasma
Methods
Their polymorphisms of MTHFR gene were analyzed using PCR-RFLP and their plasma total Hey

178 myocardial infarction patients and 178 normal subjects

Results
The frequencies of the three

There were three

genotypes were as follows: TT, 35.4%; TC, 53.8%; CC, 10.8% in myocardial infarction patients and TT, 20. 1% ; TC 55.

8% ; CC, 24.1% in nomal subjects, respectively.

patients than that in normal controls (62.3% and 37. 7%, respectively) .

significantly higher in myocardial infarction patients than in the normal subjects.

The frequency of T alleles was significantly higher in myocardial infarction

Mean total plasma homocysteine concentrations were

Conclusions These results suggest that

polymorphisms of MTHFR gene and hyperhomocysteinemia may be an independent risk factor for myocardial infarction.

BT I, v A Y 2 i 20 R I AE 55 -0 DLBE BB Y
RAEFRAE—ERR " . EEBACH g B
DRI ke = 597 5| 2 i [ B 2 bk R I RE, N°, N- I
DY & R 34 Ji % ( methylenetetrahydrofolate , MTH-
FR) AEZRRACH T B — A S8l . MTHFR X5
XA 5 A I Bl ik = B 1 PR A A T2 AL,

[WHSHEA]  2001-11-12 [fEEIHEA] 20020430
H’E%‘feﬁm RERE, 31,1965 4F 1 H A, WA MEA A, [ L0F R

B FARBE I, £ BT 5 A R R AR . S, Y,
1965¢4JJ l'i LHEREN, BER A, BB, EEPR 5
VSBRRINS WIT. B Ph, 53,1963 4F 8 H i, AR, i+
Wik, Bl IE@W, F BT 5 19 O 0 KR AT I 2

HCOTTT ABREE R A F Y . RATIE 2 R
B ) B —PR A K 2 B PEHCAR (polymerase chain re-
catiorrrestriction fragment length polymorphism, PCR-
RFLP) #6:Jl] MTHFR 3[Rl C677T 22842, F v R0 Al
AT ASORIT R S AT AN 7 1L S5 53 (5] Y 2 JHE 2 R ( ho-
mocysteine, Hey) 7K, #)28 #R oh [ A MTHFR 2
2 A K it e R R~ B R /K P 5 D VRSB A A2 HY
KFo

1 WHREHFZE
.1 X%



240

ISSN 1007-3949 Chin J Arterioscler, Vol 10, No 3

AMCHESL B 178 1, T F 8 65 X13.5
o L1 EBENRANER.EHHEEZFBIT2EW
i A ME X B
1.2 REMHSRNAINERY 1S

BB Bl #% fk L 5 mL, EDTA-Na, #1048, A (K%
VB0 AR, B A A7 B 4R B DNA
2145 7" 4 P1: 5-TCAAGGAGAAGGIGTCIGCGGG
A-3'; P2: 5-AGGACGGTGCGGTGAGAGIG-3 ( # H %
HEAEYTRNEAR) . FFEY ¥ MTHFR £
4 Hinf 1 % M8 5 8. PCR KR 1K % 4 50 WL,
TEFF B # 4 94 °C30 s, 62 C45 5, 72 ‘CIE# 10 min. ¥
¥R B A/ 47198 bp.
1.3 FREIMAYIEER BRKEZSMES

£ 20 ML K REfK 2 s m A % i 2 UL Hinf I 10
u X PCR ¥ /42 WL, Al =8 F A4 2 ZE 20 WL,
37 Tk 24 h, 3% 381k 24 h, 3% 37 Bg A% J5F X e, vk #
Wity 4 R .
1.4 [M3gEE ¥ REKENE

FHEWMBEAEELADSL, B4F 2% L =%
W Z B — 40 100 ML B — sk MK F #, 4 C 3 000 1/ min
B 10min, 2 FmH, - T0CHEF. 5B XH]S,
6] FH A E R, M & M3 & Hey, & A & & HP1100
A & R A8 3 L ODSC185 Pm K AH AT A B B ¥
HP1046A 7¢ K4 ML, # & K 7 390 nm, K &T % K
H 470 nm, WA A 0. 1 mol/L 78 & & (pH 4.
0), 2 2% %8B, FEEmR: AL RE$H3.5%, #
B % 7 £ % 3.67% -
1.5 Ziit=aiE

£ RULH B TR 2 R 0%, F SAS Gt iRt
Tt BB X B8 RAX0H.

2 R

2.1 MREIMAVIEEREKEZSH TSR
MTHFR 34 3 F2L K AL - /- {2 198 bp F
B+ [+ 175 bp W, NEiG TR + /- BEF
198 bp F B, XA 175 bp B, NARAEFRA(K 1,
Figure 1) o
2.2 EREBRFMERERMELLE
OAUEFEA CC 2[RI BUFN TC B[R BB & T
IEHEARA(P< 0.01), W3 1(Table 1) .

1. MTHFR ZFEH.
Figure 1. MTHFR genotypes. 1,7: CC contains 198 bp; 2, 6:
TC contains 198 bp and 175 bp; 3, 5: TT contains 175 bp; 4: PCR Mark-

€ers.

1. MTHFR EEZ R FMERNELE.
Table 1.  The frequency of MTHFR genotypes and alleles in
MI compared to control (%, n= 178)

Genotypes Alleles
Groups
cC TC T T C
Control 24.1 55.8 20.1 32.1 67.9
MI 10. 8 53.8 35.4 62.3 37.7
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2. ZBEFREZM Logistic EYA5 .

Table 2. Multivariate conditioned logistic regression analysis.
; Regression Standard _ _

exposed factor (Y, N) el o Ratio 95% confidence P
Smokers (Y, N) 1.732 0. 421 5.94 2.85~ 13.46 < 0.001
Smoke index 1.312 0. 369 3.48 1.71~ 7.03 < 0.001
Hypertension (Y, N) 1.327 0.382 3.61 1.71~ 7. 54 < 0.001
TC (mmol/L)

( >5. 70, < 5.70) 0.712 0. 325 2.11 1.19~ 4.23 0.032
HDLC

( 21.01, < 1. 01) - 1. 063 0. 367 0.35 0.17~ 0.72 0. 004
APO A/B Ratio

( >1.30, < 1. 30) - 1.973 0.438 0.14 0.06~ 0.33 < 0.001
MTHFR Genotyps

(TT, 4E TT) 1.213 0. 564 3.43 1.11~ 10. 12 0. 044
MTHFR Alleles

(TT, £ TT) 1.052 0.391 2.83 1.41~ 6. 67 0. 005
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