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[#Z] WA 2L A (methylenetetrahydrofolate reductase, MTHFR)C677T % A fi T
MTHFR 3 XA Ak DX I8, 32 07 50 28 748 B 2652 Wil MTTHIFR A9 305 4 it B0 | ¢ B0k il v ME R I . MTHFR
CO77T Al CC R (AP A7) CT 8 (2 A 5) TT Al (4li /s #l) . Hop CC i 2 WL, TT R g (1 5%
W dge A, TS 3 2 Fhog O 1 & 2 . I JLAE MTHER C677T 2 K 55 22 Fhoge i i A DG PEAIF 2 B B #4004
SCXF MTHFR CO77T ik [5] 587 Az LA 2848 i B R k0 U s B 0 2 3 | 2 38 B9 B 258 5 i 19 A DG 1

(R3] WA EE P S M FRIE J5URG ; MTHER CO77T LA 5 I3 45 ; T 93
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A 3 DU & I R AF 5 (methylenetetrahydrofolate reduc-
tase, MTHFR)C677T B i T MTHFR 2 B i) i 4k IX 38, %
A5 58 T HER W MTHFR 1 T8 5 R S0 2 B0y il 335
&A%, MTHFR C677T {18 CC % (RIEFER) CT 8 (&
) TT B (2 G RAER ), o CC Bl £ UL, TT BT Y 52
Wil 5 K, TS B2 A 19 & AR . S JLAE MTHFR C677T AE A
5 2R AR SR E © U R, AR SCHE H AT MTHFR
COTTT He 5 T 51 (9 1A 4 e o tE AT 1A B L5k | 1 AR B o Xk —
M S DAL X A AR L T, BTG U AR OG5
&

1 MTHFR £ &

MTHFR £ R 75 1994 4F % 0 2y 5 B, o o0 T 4 68 1K
1p36.3 1% 3 F BLA my BRSP4 JE R R A A 5 2 41 AR B3 1Y
s, MTHFR FE T T i 12 F0 [ 82 2 b 202 (homocysteine,
Hey) ARG 2 b p L i 2 38 i 348 J5E 52 1 48 5, 10— 30 Tk Y
R Y IR St R O Lol N T - L N
MTHFR S P 2 B 52 2 — i I A 3 0ot st 1 G i, L B i 1
PR 5, 101 HY 3 PO S0 R 5 Ji oy 5— 3 HE &R U At i, il s
H AR R B MIE R, — 5,5, 10T B B Y A
IR AR Sy — B PR B R, S 5 I R O A A, 3 T R
DNA AR5 53— J5 i, HAE il i Hey & A4 WAL 7= A 3
2, AR LR Hey 16 % KF- 0 MTHFR 6 A A A 4 B AR 3
13RI S, A Hey TEH 340 19 S Al MTHFR % 18
U R AL LA SN o H 278 3 1515 90 1 A OGP Al

S BIRFE A FAS IR X 2 58 AR A7 a5 T E 5T 5 22 (1 & MTHFR
HEH cDNA JP 1 155 4 4T 677 (i s 1R C—oT %748,
R ME RSN AR N ERE L NHEAR, F3
MTHFR R A% PRG035 Pk N R, RIS BELAY Hey B9 HH &R
3 A2, AT 5 30 Hey 767K 39 5B, 1% 07 5 58 78 T 438 5%
V. PP 3 DU S I 2 A I 4 95 R TR R 5 I P Hey e
Thiss W RR R A

2 MTHFR C677T £ & 3| 2 i 13 4h & 5

2.1 MR TS P E s 2006 4F 8 % 2008
A8 HTEFF & R BEIRIT I 89 M AR LR A E s S/ S i %
AR 64 Xt B A A L 3 5 AR 19 MTHEFR R 677C/T 2484k
BEATARGIN 450 B B BOR 5 IE R LHBER T A0 HE K
I3 ARHT R 5 5 M 65.73% 1 46.09% , C 25 {3 B R 43 A 491 % 43
WK 34.27% M 53.91%, HA R 2R A G E L (v=
13.663,P<0.01), #t T %M1 ZE 1% F B IELE S IR B
/005 450 0 U g oR #5 T 45 35 B BE R R
2.243 1% (95%CI; 1.408~3.572) . Liu %3l i3 %] 576 1l i A7 #f
205 BB R LAY B 2% R 594 91 4 BB 2B LAY B 28 aE AT BF 5
& B, MTHFR C677T % ] 38 i s )L B w2885 Bl s 119 XU
R A B 5 25 00 AR I BT A S5 18 9, W] REJZ O MTHFR
COTTT S o K& PR 1 30 3 A7 Pl fie | b DX 2 S 0 L A1 T 8019
2.2 MHTFR M Z &S BRE™S  BRW =BG
PR WL 5 R A 44 . IEAT SR 6 AR TP 138 44 22 BF 9 I
NEEFHATMPF s GG . A 5 MTHFR &N 2815 2 & vk
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PRI SEHER ST, EANE A AR RGE, (E IR AR
2014 45 G AR AP IR 5 43 L IX %2 10 MTHER 3L C677T/
A1298C £ &1k 5 BT WRAH G M AT T F %8, SR Tag-
man-MGB & 2+ # T MTHFR C677T & A1298C 3t N £ &
P, 2 B9 1) 28 F DE 8 4 B 22 18] COTTT 3 i 2k A 70 25 S L
A GETT 2R X5 LR N R O 5 SR — B, K W] MTH-
FR C677T & A ¢ 2% vl fig J2 v [ B A2 ik 0 7= 1 3k A2 ) Jek
PR, i 22 R B DL @A) S S AR
VLt ) S 1 3BT ep 385k 2 I MTHEFR C677T 542 % P i
FESGR M Z BIAEAE ST 220 R UG &2 & PR ™ 1 R A 5 B0
BE LA SR I 22 A %

2.3 MTHFR C677T H: 8 55 k0 lEw i 5550 i 2h iy
MR R B, BRI MTHFR )66 6t Fa 07 31 Hey & AT DL S
R ILI ™ VB P ST IR G RO BE BB I S g A B
MTHFR JE 5 55 7 %% DU W06 £ 7 9 b 4 56 P, MTHFR 3 8 #J
AL B R N . fH Lee 200 9295 45 e % W], MTHFR
B 2 A 0 A e e, R B L 4 I IROE . van
Beynum 45 M (545 AR T Lee S5 SEA — 19 M
S BRI AE — TR 51— HERTE 5 ey | 38 3o 42 3 AS T 4 23 7 % TR
e JL MTHFR C677T 5.0 B & 7 B 2 M A etk . 3
IR G4 AR R A F IR R A S B Rk | s Rk
BIANTE A FEAR 22 5 PRBE IR R 22 545

24 FIRATHT Wu S50 MTHFR C677T 2 M 5 ¥
R BT A G R T Salimi %8 YA S MTHFR C677T & [ 5 7.
RAFIBTMA R, 58RI, HIZH R L3
MTHFR C667T % [ £ 45 1 5 i T 393 76 B AR o A 7 78
KU F, 1M IR XTSI R A AR U MTHEFR C667T %
2250 5 TR 09 SC 0 R AT /AT o T3 55 55 E a3 26
AR 095 41— %k BEBIE 58 AT 5 9T 43 A, R BRAE S I R
MTHFR C667T % X 22 25 14 55 i Wi 47 76 B d DG, {H 76 ik
HUDNG:= 8 | 1 s e b o 1 BT S8 S-S 1 -5 R R
MTHFR C667T % [F 22 45 14 5 i 1 19 19 G156 5C = A7 72 W
NP2 5

2.5 BV Shekari 55U o X AGELEE 200 6 A B SR
P IA Lo g e & AT F T R B, COTTT JE iy CT #4 A TT A
[ ok A7 7 5 05 28 A1 By S99 14 2 95 KUY, Zhu 22092557 13
T (H3t 1936 i F )OMTHFR JE [H £ 250 5 5 SU8 5 R 1Y
HASCHERF 5, X 2 A 1 A A MTHFR C677T £ TT #4 F0
CC % A R 88 B0 19 XUR IEAT T Meta 20 HT, Z55REER W,
MTHFR 3 DX 22 25 P ] 55 S 9 N e 8B 3903 0 XU i ke
A NHIA R VE . 746, Botezatu %5 F 58 % 8L MTHFR
FER Z2 251 ) 1 0 B 2 I I 2 ik RRCE U 1 B e L
Zoodsma % U8V MR COTTT e 5 TT 2 2 35U (9 45 37 I
M LA T T M XA A AT R A A R R B

51 <0F i S GO U S S 0 BB 2 3 R SR g S G N e N
14 i PR 2 A8 70 AN ) 9 TR v BT 4 AR AN )
26 ZHRUFELLEAE (polyeystic ovarian syndrome, PCOS)
JBCH: 5 A8 PO T 45 2R S B, 1l AR IX LR PCOS #Y MTHEFR
KL TR 0 N R AR @ U PCOS 838 A 76 1 3% 22 =%, CT,
TT & P B R] 3 An PCOS 4 & A= MUK, He v TT & ] 20 346 1
I PCOS 75 S 25 e & ZRHRHTAY KU o Fu 452038 B 1 IE 4
PCOS 3 M 55 S, MTHFR C677T %k P (¥ 725 55 {76 B
PCOS M3 A Gt 2 0 L e PCOS (4% W e 4t 14
S, Lee SF™MIA N ,MTHFR % K C677T A8 5 48 W Yl Fil
BRI PCOS /& P 3 Jofi e, Nt MTHFR 2 [ (9 2 254k
TEAR TR HE  AFh A AR R, BT LA, T 90 14 285 98 IO A 37 A6 AR
by DX % RO A BE Al B g A i — #E T
2.7 HABOYBN LA KGR SCERER U MTHFR C677T
e [R5 78 i ) 3| A R R L5 ik L7 T U o 4

25 b ik , MTHFR CO77T e K 7EHLAA A 7 i ke %5 4
W AR SRR T S B A A A Y AR T
S00HG T skt K PR O 28 3 I AR T AT X e B A L ke 3
Bk AT BRI
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