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H 1980 4E Schorah %R KK F Vit B MIKBI K &4 H %
J& ., Vit B,, S# 2B B4 (neural tube defects, NTDs) X &3]
BITE X, HER, NTDsH— R THEEETERE
B AL PR AT ER, AR T B BT MOR A (2 F T R
AR BB b RIS 364 Vit B, LA — 2l NTDs
RER, R IEEFREA S Vit B 5 NTDs BHI K
AR AR 3E2D Vie Bo BT IS A9 B F LSRR, AT W NTDs —
BB AL BRFE LT ERSE,

— MUEMEKF Vit B, 5 NTDs £ &

1. M Vit B, 55 NTDs: fRF 5T %R, 2 F NTDs i
LB LH I Vit Bo K HEFIE¥ 2105; BR8F KK
Vit B, A 8.5 NTDs KA XK. Gaber ¥'*% 36 44 NTDs
A S RZREA 35 % FF A AR FI%T BB, R Bk
FH Vit B, ESHENIDs R AR EM2~34. AR
Groenen %%t 45 27 ¥ A (NTDs —Fh KB AT B 49
B ks HERBEIMHLMmE Vit Bo/E R, HELALH
21%(95%CI:8% ~ 33% ) (9 {H % Vit Bo/K K T3 B4, Wi 2
¥ Vit B,<185 pmol/L B , & A4 ¥ HE JL 10 B 38 im 3.5 4%
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LR INOBEEZEMNRIBHARERER, TS
NTDs R LB AL 3 Vit B K PR T IE# 243 (P<0.01) 5
2 Vit B,,<55 pmoVL B}, B 22 F i L& 4 NTDs K& & =
55 pmol/L A4 /9 4.96 4% (95%CI: 1.94 ~ 12.67) , [EI#E, Song
FEILTEE B R EMBITERY, M Vit B.<52.5 pmolL
B, % L X NTDs XUBS % 2 38 i 7.78 45 (95%CI'- 2.00 ~
30.28) . Ratan HFHE KM T X EHF B Vit Bk FE, RH
NTDs R LA ERG M 7 Vit Bo KK T, FEHEB AR JLNTDs 89
EEMIZHEEFRERZVEWN, BUTEZRALENE
HERMEE-BEFLEERE,
2. Vit By, . B 5 NTDs: Molloy ¥ Z R 2B H

M ERERAL A BEP AT T M ST A SRR B RRSE  1 4
H95 BHLEE NTDs H1Z2 105 265 £ 1E# % 88 ;241 4 107
LHRAEENTDsAE L BARILERENR2O5 414 B EE
B340 76 B M A B (JENTDs ) BiE 5 222 B 1E
B, SRER, HATAJLE NTDs 8224010 7 Vit Bk
B 4P, Vit Bk P4 TR/ MUy B ABER
4 NTDs # RS £ Vit Bo/K P FR AT BRI 2 ~ 3
£, T B ¥ Vit B,<<250 ng/L(#] %4 F 185 pmol/L) &4 NTDs
HIRB R, MR —TASIRHF B RY, BRI Z S
Vit B K VAL FE/MNUS0; B A% &4 NTDs KU #5258
345 (95%CI:0.95 ~11.00) , LT A, RigH B8RS
B, Vit Bu/K K T AR AT BB NTDs & A UG 18 1, 32 R 11K
TKIF Vit B, W BE R K A NTDs I — M fER B E

3. K A A Vit B, 5 NTDs: Steen £V BT KR 16 4
2 NTDs R LB IE 3 BEK Vit B K (150 pg/ml, H 4 F
110 pmoV/L) 9 & 1% T 64 & % BELH Y Vit B, 7K F (540 pg/ml,
#H34 F 405 pmol/L) . Dawson %' #l Brouns % "4} §|4% i&
T2 NTDs B LML EBK Vit Bk HEFE#BLH
BT g 5, HEHENT NTDs KR 5 109 £ 3£ B K SR KK 37 Vit B,
Hk. AWM, BEHARER S REZFENTDs BILHEL
XKD Vit B K FETERZEE, BS54 BALRERT
SR, HP, B IRGIH M RHAMNERE D
Fhsafas EHHRSINN21EMIL, HExE
BOMEESEMNIMEZERRAERNEEFERA.

4. B 375 — M (methy] malonic acid, MMA) 5 NTDs: Vit
B BRZ BT, i T B AT B e A RS S 30A A MMA
KEAE . Witk MMA KV ZEH AT R Vit B, 25
=, Adams ' RIE T 32 453 F NTDs LT ZIE#1 132
ZIEEZ AN MMAKE, &I EHK MMA K FFHINTDs K,
2 8% & RS MR RN X F , K MMA K >90%4
BB NTDs R RSN 13 3£5(95%C: 2.7 ~ 65.5) ; Tih
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NTDs 4 & $ #9323 0 & B E ¥ E 200 MMA K FEA—
B, Luo "L HZH NTDs BILKMREOLRIEFREE
7K F0 FR i R MMA 7K -8 12 48 5, #0225 NTDs i JLi
AL R Vit Bt E , X MMA K F B AT 44 NTDs B
Sl — T EURIIR ., B Song E R E NTDs B R K
K—R BN, BAEE XX NTDs 2 A4 (n=35)HIE#
A (n=38) A MMA KV H & TR IR EE Z A
(n=102) ,{BHKRER =& B X HIEHIANER
RETHERBREWED, BRI —E R,

5, 23451 % (Holo-Te) 55 NTDs: Holo-Te BI 454 7 Vit
B. WEHIE (Tc), 41 & I Vit B. M 20% , A& T 4 AT
FAK Vit B, B &, TR EANERNER Vit B. ek L
VIR BHEMIF S, # Ray E"' W8, £ E IR AYNTDs
A NTDs 4 F & #9Z2 {3 I & Holo-Te /K K T IE % % B
(n=422) , &t F Holo-Te & /MU F M IH % 2 F NTDs &
REE R B AN BB LM 2915 (95%Cl: 12~69),
Afman Z™ 955 B Foxt BBTF B, M3 PR/ B
Holo-Te 11 #1Holo-Te Il /Total-Tc Il 43 A1 8 NTDs % 4= 223 fin
345(95%CI: 0.9 ~9.2) F1 5% (95%CI: 1.3 ~ 19.3) ; %M H #e
T 7K 64 Holo-Te/Total-Te 2 NTDs B —MER B ; AT
BT RBEAFIEEL , BRI T, SARERE
NTDs B LA« R E 4 B3 NTDs LN EL F BK P4
R % 1 (Te- I )7K ¥ Hl apo-Te(R5 Vit B4 & #) Te) K F3 8
BHE®, :

22 AR, Vit B Bt T B S0 i 8 B K Vit B K
B , MMA 7K+ 55 823 Holo-Te BB /0 #R AT fiE 5 NTDs &
X, BT ERAMEMTR, BRRBHEIBN, BT
PAT T B A% RS IE - LA BeSR UL AR 7 s BE B BB A
KHBE O LB B Ab i F B 5L 45 3R 1 — 5 1788 Vit B.,
BT 5NTDs B R

Z.\Vit B, i Z BNTDs B4 AL R (£ 5

1. Vit B, BRZ BINTDs BAE Y #EHLH - Vit B EERNE TR
ZRWiEE, —RESHPH KRS 5 MK R BB E R
(Hey) P EAEREBEERND R Z RSP RN B
A RMILEBTNBLH I A KSR, EHUE Vit Bt S X
MBTBRHLRARH, EFE—NEEP HoyEHER
A RE(MTR) R #RE Vit B.fEF T 5 5-F ENEHME
BEARMEOEHE, S-FEONEHBREZIRTFEY
PLik, 2y T B 2 00 - B iR JF RS (MTHFR) 84k I & 0 B2
FRME, % Vit Bo5tZ 5, Hey B BT EZH, 28K
Hey ZEIR N E TR, %0 DNA #9515, AT B2 R 40 R 09 i 6 48
BAE, BFLL, BAT Vit B.BHA I R MBI Z B A
Hey AL TFEAENEERERR™ ™, EE_-1T8EE
H,Vit BBt T LB R ERN _BHBALERANER &R
FIRPEN B A KKFETEMMA™, L5 Vit
B, B0 MK T4 B (9 NTDs &% KU, AT AE 5 Vit B, &k
PAS B Hey R LR = HEM S BB A2 R
F R E MMA KA H X,

2 Vit Bt ZBINTDs BBt A% 5B . Vit Bt T B

NTDs M F EFHREE B M AHE ; R MBHPEE
AR E MR, B 26T B P K — 8, 11 MTHER,
MTR. &M 4 ML B (MTRR ) %45 sk 48 sk S BE B A 4K
T BE Vit B, 5t Z i &4 NTDs ()8 5% R0, Wilson %1
BRI, MTRR 25 1) ZBYE LS A66G FFE— T EETIAL
AI22M, K MM EE BB A K Vit Bo B R A E#R
B 118 UM 2B B EI BT Vit B K FIE % I & 5% (OR=
4.8,95%CI: 1.5~ 15.8) ; )5 , van der Linden S H3x X 31,
MTRR66GG H:F BB & K F Vit B A H R i 1.7
f&(OR=1.7,95% CI:0.7 ~ 4.0) , BB & /K V-1 MMA i %
KRB 1 5.5 6% (OR=5.5,95%CI:2.2 ~ 13.5) , MTHFR
5 Hey 8 BB YIM %, MTHFR £ FE 2 5B A1 KF Vit
B FIHEINTDs ) &K MK . Candito ¥ RIAIBLEFH
i3 NTDs 8 L35, B R T M EREEAA Vit Bk K
FIB%, T H 14 Vit B, ¥ B 8t = #9523, MTHFR C677T.
MTR A2756G.MTRR A66G Bk 4= 2635 , 1 2 A66G K &
15,514 C67T7T FlA66G R,

Ah, 5 Vit B, 515 F i To 2 H th ] 852 NTDs 893%
R, 7EMRA, Vit Bt Te- I B HASRAL B
S WK 2 ALK Vit B SRR PGS | (it 7% MMA 5Y Hey
KEABS, REEERENT-TERENEIHAR
C776G RA W RE LM BINTDs KRB , P4l & 8 CC 5
GG % %84 B3 Holo-Te K FREE™; GG H M AT #E
2GR A &% XU (0R=2.22,95%CI: 1.1 ~
4.45)"; CCEHMER AT RE LM B R BRI ERRR ",
Bhh, Te- T AR E CT76G E P PSR BB FLAH
PE I To MR, BT RES T8 Vit B 1M AT R FIEE M
Hey fU™, T BEAERABESME Vit B. 5 TeMFEMAT
fwl, AfmanE™ R B T WISX B9 SR B F BB
(SNP) , H.rf S348F 15 F 5% Vit B, 5 Tc W&/ 1,
P2SOR B FME Vit B, 5 TTMERS BB, KW,
Swanson %™k & Bl P259R 15 T A5 NTDs XU ) K Bk
£, {8 S348F B 15 F R ] B & 3 N NTDs KB . FTLA,
P259R Fil S348F B HL T B & 5 NTDs B KB A FFHIE. 2009
SE—INRIFE Z R, Vit B, 324 (cubilin, CUBN) E B 27 X 4
#—~ SNP(rs1907362 ) 7] fE & P B R R R R, [R) Bt
EIEA Vit B KPR S HHE, 5 Vit BB ZH
NTDs 94X H R — BT

= NTDs — 4 B o ¥ #b Vit B, AT f7 4k R A7 78 80 (5] B

X F Vit BT 5 NTDs £ XU R B4, 8ok 2
% KB IXAE NTDs B)— S B P Vit B R 5 8RFE 5
ig*l\lz-slc

1. #8%h Vit B, W f7Hk -

(1) B4 Vit B, (9 ABEEBY . ZEED B O KRS B PG AF .
2 E W AIE MRS e K ISFEAE Vit B B R, 7E
T, E2E BHIL. FRUBLMEEAR VIt B.IRZ /Y
BEARS, EEMEENE 6% 60 % L EEFE AL HEER
= Vit By(<148 pmol/L)™, ZEHREHH X L)L FLH
EZRIFABETA 11.4%50 2 Vit B,( <200 pg/mD) , 22
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BB P BT B BRI 61.34%%, 4135 2 — 508 W
KEBR,ZEH AL Vit B, i = (<130 pmol/L) 1 % 7§
(130 ~ 160 pmol/L) ) L BUIA B 43.6%' . fEIH/R 28% 1) 2
BHa4 T Vit B..( <150 pmol/L ),

Hao B IR E 35 ~ 64 % BAE A 13 Vit Bt 7
TR, 2 11%8H AM37%36H ARZ (<185 pmol/L),
I FBFREH. B, FKRESIRBILTTE HAESRBER
XA Vit B EEFEBARHERE,

REBHR 3 F Vit BuoZ MR EHREME £ 2[WHO
FE X Vit BBt Z #7%E R <150 pmol/L( 5 <200 pg/m1)™'],{H
UERABLRAA VItB.RTHR, A HR2EH AL
Vit B BRZRRERTE, XA Vit B EIATHRM T
i

(2) 2 Vit B, Bl LIS B 1 B W B NTDs B R . 4§
Bronstrup F B R &R B R, B4 IR A 4 AH B F Vit B,
JEtRN Hoy T [ 18%; B3R B & 8 T 0 iR A - BRJS Hey
TREE(11%) . GrauletE“RIA 54 B & W4 Vit B. Al
M2 5,2 F A RFI RN B8, B/A Vit B FIH
MER B B A thRER, Vit B, T SR B A F %,
XS HZBAERRE/PRER&=EMERBZ GBS
RLFA Vit B F B R/ BB AR 54 F 8 F 0 T BR R Vit
B, #7K Vit B, 7] AR BE TR NTDs R

(3)3#%h Vit B, AT LABAR B K M B AU R E
Ramos Z“HIBIRE R B , Bk 1 3% M 88 (>59 nmol/L)
KK I Vit B (<148 pmol/L) 58N QR EF LB
(OR=0.28,95%CI:0.11 ~ 0.72) s Morris Z" ¥ AT B Tt %
BAE K 6 Vit B <148 pmoVL) 57 Il . E 4 40 B4 4R 1
RAATHREREIBA X, BE-TRRER", EiREALE
WA K B S NS RUE IR &5 RSN B
RE R BN BT SRS Vit BoiRZ TS, I0El Vit B,
Bz 5l RAR A DT RERE, RRHEA Vit BT
4 E SRR K MR R LR E,

(4)34%b Vit B FIE A28 4L : Bozkurt B + B H 4
25184 M Hey. Vit B, I B/K E SR EREFE
MXR. BREEH, BERBAETHESH Hey KF (BT
P30 & 1K Vit Bu K F(ETF B/ RSO MR, A S
MK, BEUGELE R M Vit B LB B
FHREFKE BB Czeizel ™39 FFIiT L 2R 4h
LR A B 417 (L HEM R 0.8 mg/d F Vit By, 4.0 pg/d) BB
B3 EFIA S 3 MRS R A B R, RAIHA SR R H
VAT DAGE.Co B8 1 B e K BB 80 & R XU IS B 42% (OR=
0.56) , 3SR e R R H B KUK 21K 41%(OR=0.57) , T} At
ZHETHE A b A A R R AR O AR e B R A

2, HE%b Vit B, TG A R .

(DVit B3 $#MER . — R R AR R, Insg FldEamb
N E EHERA, EEEAH 49%ETRRA R K HRIH—
SRR EES SRS N G R M—BESY P
BEXERR PR VBT, B—FEEREARPE
Vit Bn?l‘?ﬁ‘ﬁﬁ'l?ﬂlo

Xt F Vit Bo#h N, BT ROE BB A iFE
— K AT B NTDs #9800 Vit B.4hEHIH], ZREWEL
FEHATRANKEZEREERTURHFORS PR
A HEEA Vit B, FIHENAE BN B R4S, HTEH
MA Vit B, M ZEE A BT RAIR AL B BAH R
M, Lu—ERE LR TR R, Bk, hiE—
IR NTDs BRI, 7T LU SR AEHE S f9 - BR A P S i AR
Vit Byo

(2)38 4k Vit B B84 : X F ABER Vit B.BIK, B F
BYOUMNR/EXER)ERBAFENEREE, BMEY
.2 . £ B REL RN HMER T RLAEEREY,
LTI TR FE T P IR0 Vit B KA —T ] 17 43K
BRKGEEER, RPN Vit B. RN SR FR
E, A EREaER, 6 AR ABLE S VitB. TR
A MY, Tucker & HT TRV E LRHH, XS
F934 504 U L A BEFAHRAE Vit B 4.8 pg 8
440 pg Vit B, 1.8 mg, T 1 14 & LUS (& P4 I 75 Vit B.. K F
1 296 pmol/L 3 113 354 pmol/L, Vit B,,<185 pmol/L FIHF3E
& FHIRT9.7% T B b T FUS 89 3.3%:; W LA R
R fT e R, n=96) M % Vit B, X ¥ X0 B84k, Rk,
Winkels & “ @ XA F 724 505 LUk A&H Vit Bi 9.6 pg Fll
MBR 138 pg RYTEA, T30 12 A LUR KA [0 7§ Vit B. K F i
223 pmol/L ¥ 112% 331 pmol/L (3%1149%), Vit BBt T (<
156 pmol/L) 1 T HIRTHY 20.4% F M5 T HUG 89 1.4%; T 2 ¢
FRI4R I 3% Vit Bo K AR B A (n=70), U LBARER
R, B Vit B Bl &Y T L8 EREARS AL Vit B,
K FERYHFENT R EETREY,

(3)%h Vit B, 89 & . RDA G E ¥ AR Vit B3
ARR24pgd, HEANBEFRREFNBRIEL~ 15 pg/d 2
[E]=, A K& B R A TR Vit B. RHER AN &
R—B(, BHAERE P Vit Bu 3 ug(H8£0.4 mg) , M+
12 pg(H 8 1 mg), BR4EP 4 ng(H8£0.8 mg) ., B, HIE
Vit B AN T B £ M RAER &, SEE KA
Vit B /K-, R84 E 13 Vit B 5 R i ) >~

(4)1 4 Vit B, BB NTDs 3R : H BT iR 84 KA 7BA
FUBFFE L B PR T FASE 1 X UEBA Vit B..%E NTDs — & BBy
BIR . Bt Vit B.ME TR RS B — 4 B NTDs 89
IR A K Vit B R EREE L THRE MR R IE
PRAEIRAY Vit B4R T B SR M KB RHIE", EARR
L Vit B Z BT R AR AEA " Vit B. M etk . &
4 A b B M E T A RE R Vit BB Z LA
Vit BB Z 575 5F R i RS 2 (B30 B KR 36 JR OB SE I BR
fE FRIEFIE Vit B MBEPIER S,

(5)Vit Buf§ £ : EAKF Vit BoK P& RER
HENZEBERE—LHAELEEEE, M Vit
B.J5, BB ATAGE E S HERHER R B BN R
Vit B R E L BA FHEREL X YWHR BN Vit B
HYRTERSRRSREANTAE-SHEY. XFEE
7K Vit B, SEURB L B th BB — ST,
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£ LTk, THES AT 885 NTDs R A MK B . BHK M 7§
BR ¥ K b Vit B KRR ; 1f 35 Vit B S M Z8HE A To
IIE5A FIFRAE ; I35 Hey F1 MMA K EFH8 s BHE R & R R
MTHFR C677T.MTR A2756G.MTRR A66G.Tc- I C776G
REERTE, N TLREENABRLETRPEL 241
FIEEA Vit B iR BLZ B, infleiE ABK Vit B. B #
R, B — T 2RENARTAERE, BREARET
Vit B fi# T 5 NTDs # XA LY £ L Rt TR, &
B/NERMMEET R, B R RS L RARER GRS
BIREHLY B e F A S A LA A B RE R TR 9. B
W, H LEAATIR AR L, TR, LU
—$BF Vit B. SR Z 5 NTDs f9 % &, Rt AR EF BN
MTRAL LR 38 3 Vit B.FRIE NTDs SR M RTHEHERTZE, 0
NTDs—; Bl 8938 B 5 51 e SR BLK IR
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