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Bl % F-HA 3G Ab et BR TR By AV 22 B $R [% 35 g TAF 4R

P25 BFA (neural tube defects, NTDs) , R4
SEWIE 2l TR AT R 28 a8 A2
T ALY — RSB R BB , 32 Bl R R B AL 45 Tk B AT
SORRIRZ o JCIwFn =2 gz L0 7 5 RSB iR 8™,
B AT 7 AEAE T I TR AR 3 A RN A R i i
LR ATAAE B RIA A, W P B i, R
R B IR R/ IMEREE B IR SR, B AEALUR
ILie 5 3% K i BUK, L2 B R 3. Ak, NTDs
JEH RAIL TR ), 25 58 LS8 BE Al R T AR f
TR, AR R AHE 2 7 PARR, 520 H
AENAER,

B NTDs, J5t [ 28 AT 2009 4 6 H J5
By 1 AN R TR BT A 2 BT B R AL AR T
H, R A RS A £ F TRt 2 e 2 S it iR 1
FFI S R AR T A SR B 1 Lt g A
PR AN AT AR o

N T AR TARORABN BI TN ARTEI AR T )
NTDs J7 A7 A£E R BE M), o FE O 4 PR (o H A= B
Bi 65 0 T8 AG 3o A RS 52 2 S0 B A I R 19 BT A4
L HRIE TR, Hil e A48

ARG HE AR T B A E N A SR, 25 HoAth 1]
FANM S T A 2H 2 48 e B, I 455 NTDs 78
LAY A e e B B I R £ AT O S I TR
PR K-S DR 2R I il 7€ 1 o

ARTE W AR T T8 95 A 70 AR i R
T 55 ek &\l 2% 51 2> (The Canadian Task Force on
Preventive Health Care) f0ARUE™ , W 1 22,

KFE. PR RERAS AR RS> TS S
B RAE# AE & B (renag@ pku. edu. cn) 100191, b X F A F 42 &
B SLAT

R1 AFEERICHTESE R

UEH 5 2 Ui W

I HESER A 2= LA R A REHLX AR
11-1 TEGE R F BT RAF A REAL B
112 UESE R B BT KA A BRSBTS (T I P B Il i ) 2k
EERN RS RSRS8O = I Wl & S ol 1 S ST R

ZiJ NS

113 UESEA B X AN [7] I i) s 3t 5 1 T P sl Al PURCR 1
FLETE

111 BB T DL i IR 2 56 i iR P F 5 el e K 2=
GLaAR A A

#2 AR R

A Ui

A7 TR HAHERR I R

A7 U HAE A7 I R
BUAUESA— S AR HEL AN AR
AT IS AR I R B o

A1 FE RS AR I R o

e Z R ABIELE 4 AL

- 0 8 O W =

RO HETF

X444 A 2 AR A L, R AR R ZEXUT Y
A UNE SRl U L N G SRS L7 TSN RV
1100 IR AE R, I REA T e B AR AR A A S 3 =
Koo ARIELU NG00, 32 0 2 A i IR i i 1

l. TEREEZE T E U] fETF A 4
AT/ 3 AR, B H G4 0.4 mg(11-1A) =K
0.8 mg MR (IA) , HLRUEYRWE 3 1 H o

2. AMAERBETERAR WA fE
WS 2RI 20 1A AT R, B H I AN 4 mg 1R,
HRMEIRNE 3 NH(A) o ETENBAH 4 mg A
5 mg MERFAIBY, AR Al & HIE KD 5 mg R

3. RE-TEMEEREHBETREFTHE
BERMEE T LA @B T e s AT =D
UASHIVG B H AN 4 mg MR, B 2 AEIRH 3 1
HL-2A), BETENEA 4 mg A S mg MR
Y, IR ] 4 H A8 AN S mg MR
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4. BRERMEMRK ERE OIS ERH.
B GRBE i PR R G BR B , BUA L IRERPE Kk 5 , X
— ZRERFEDPAREERBETFENEX:
HBC AT BEPR AT 220 3 S H TR, 5 H 36 b
0.8 ~1.0 mg MR, HRLEYRHE 3 A (IT-2A)

5. BYER LR SUBUR B 1 % A O ] BE
Waa e 24 3 S H I A, B HIE4 0.8 ~ 1.0
mg IR, H R LEIRNE 3 A (I1-24)

6. IETERR AIEANAG L4022 B R A XURS 25 4 BY
E% BRI R S0 N RIR R Z I oK
i R L O OBUDK PR e AT SRR ML e
R IE VL RIRIE BRI 2 R 0L
AT Rk 22 a0 3 A A I bR, 4 H 348 0.8
~1.0 mg MR, HRLEYRHE 3 DA (IT-2A) ¢

7. BEMERKARERFIEZ: &I
ATREM AR B 2R T A0 3 A A T iR, A H B4R 0. 8 ~
1.0 mg MR, HELEYRW 3 A (I1-24)

ML R

WAL AnA LN AE DL, m] IS S8 b 5857 1 B AE
K2Rt ) O eI 7, JUHAL T &A@
TR R s S AT KR TR/ 5 L - BR K -
% ; @MTHFR 677 {315, TT F5 [N 1 ; £ 22N A1 J

XoF e [ B~ G R LT I 2, s U H R b
205 mg MR, B 2 IR R R D 2 R KF 2
IEW RS 22, HRFEa BG4 S mg MR, H.
EIEYRHE 3 A (I-3A)

TESEBUE AR (1 [F) I , B R & 2 T
R R, AR BESFHTEEACR 5 [RIF, F5 A
ft e ) AR 5 2, DR B, SR IRER B 15, I

ARG L 225 BB 14 XU (11 - 2A)

— NTDs FRIIG % A= 45 5

ERTET , RN 28 75 % 2 5 4 21
K (MY FREA ZIGE 35 K) I A4, B4 28
KMYFREAZGE 42 K) 52 Ha" o g
TE B 3 1 P9 R K ST AS A, B LA 2 T 4
ST BE 2 Hh IR AS , AT S350 NTDs, i 2848 iy i 4]
ARG 2 FETCIK 5 P A B 2 S ECE 2L, i
St H S B PR A B 2 P B i o, e 24
P £ B R 2 5 000 2L (U T TG i f) — b 26
) . BTG EE G P A 2 L IFA A
O 22, AR 2 2 5 TR I R sk B4 T T8 By
NTDs F 5 AR WAL, BRI, 38 %0 - 52 13 A 22 i T 44

BTVt E T Z b, Br L] fE M 22 1Y
H AL N A H AR

. NTDs £ [ #9730 A Rk

NTDs 8k =380 A £ vh [ S AL T7 5 T/ 7 1Y
Firio EZR TAERR 1986 ~ 1987 4 [a] %) 4 [ 29 4>
A B AR T 0 AR B A DL AT T
AL GUR R BRIV AR XA, KT 15 4
A BRI EEET R NTDs [ 7™ 51 80 2387 1
4. 5%o, $5c iR 4 10. 5% KL LA 13 8 L HiR
X EAETTH) NTDs [l 7= 3 O R4 0 1. 1%0, 2
KK 0. 7% . AT UL, NTDs 55 34 H [ L 5 il
T2z E R, NTDs 8k 23 sl 2 7] /Y 22 57 &2
AAIRAFAES o PIE NTDs R3320 19 53 —
SOARKS R T MR A 4 T A 055 i M) ) P
1 ,2006 ~ 2008 44 [ S HH 5 B NTDs Fil 7 1 26
TN 1. 0%0 AT i BN 2. 2%0; 1% — 22 FEAEILTT
DX, 43508 1. 2%0F1 3. 0% o 4 S [ 7
B2 51 8y NTDs fig 13+ 5 AL, 2014 42077
FBAP AT HLIX (1) NTDs i SB35 3675 3% 31. 5%,

=R I A= P A FH 2 e o

- CPRYEAE R By, TE AR N AN RE G L, A fE
SN . RS OGS MIEIACR [ T28 IR
ST IESE B YN S & RIRM IR (folate ) o 254 (4
AP 5 AL B A NS I A R 22 O N LA L R
(folic acid) , KA FR Y £ WA AL, A AT
TR 60% Fody o AEAG TN IR B AR, L
Lwg RARMER A 1 A A7 A IR £ R 25 45, 1 35 b
PO A B PR AT I 530 T N A5 M IR 4%
L Tpg BEEM IR Y EITA ., BEEHREE (ue)
= REETR (pg) + 1.7 x AR (pg) 7 o

AR 4T IR 10 L B9 IR OF 2 5 % R (estimated
average requirement, EAR) “i4E H 320 pg & IR
M, A E (recommended dietary allowance,
RDA &} recommended nutrient intake, RNI) >} & H
400 pg; dEURIAZCH) EAR D945 H 520 wg, RDA Sy %
H 600 pg'® o 3475 B RS A2 0 L —2F (50% )
AL P et 4 790 i A A B S R 48 R 2 AL
(97% ~98% ) A fr i iyl i o Al g2 Bl
A F TR B, O e R R ()
PSR VU 22 AE B MG ZROKOR TR AR ik B HER
AR
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S I DI 50 S T 12t AR B it PR i 52
¢ 5% A 22 (tolerable upper intake level , UL) i % H
1 mg, UL 2 V38 H Al DR A KR E R R RS
i, XA AR LT A R 2
Freb R

DU AN ] b DX 8% 0 2 A i o R A A i I
TR AK

7 HL X B IR I LR IR A =K TR
5 M X WS 10 AL s X AT I I g et
B A AR T I 2 TR r 0 X R B i i %
FO IR £ T P AR B 5 AR I 4

TE4LJ7 NTDs 5 & (AR AT Ml X A % B, B A
HLe B B kR 18 A & LB (P AL R BE ) R
103 pg(69 ~ 147 pg), A M EAR (320 pg) i 1/3;
99% WA 4 B H MR A i A B EAR, i fy 0 4.
H B AR R A E] RDA (400 pg) ',

IV PR 7K -5 6 B P R 16 A 18 0 A AH AR
RIAE 7 1 X 5 0 40 2 i R /KPR TR 7 X
WA 12 5 AT AT B 08 4 £ 1 P R KA T 34
a4 S FE R T AR B I I L i R KPR T
WO HRE T TR EARE . Rl
PaA e B, b E by B b 2 B e A LI
HHBE R E L, 88% I 3 i i vk BE AL T 18
nmol/ L 546 % 2 L v J9Y i 1) 21 200 M Pt i e 32 %
T 906 nmol/L( R EHRGTHEL) o B, X TAIEFEI
Oy, JEHGE ARG TR T R X B I i 2, AT DA
MR T R AR

H A g B R 2R AT R ARG )L NTDs
JRUJ:

5 R R 2RI B — 35T LA TR Ay LAl 1) 9 197)
XFRRBFIE I, TR RIR e N R T, S B B A
e I 357 41 AH LG , 36 A B S5 P 4367 2 9 NTDs
XU R4 60% (OR =0.40,95% CI:0.19 ~0.84)'",
5 EMAIAR JE M 1) 75— T50995 15 %k BEAIF ST RS T
KSR, Sl M ER A B BRI A AL,
B DU4 7 4 NTDs KU REA% 31% (OR =0.69,95%
C1.0.47 ~1.0) " R, il s e ek 3t
PRt A, HA TG )L NTDs XU /ER (T1-2A) .

7S A2 A B R 2 iR JL NTDs RS

SRR AL M R KF 5 G L NTDs UK 2Z [H]
FEAE % U B A0 56 B AN, 20 40 Jf n FR vk
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<340 nmol/L A} ,NTDs & 5 #H 6. 6%o, 1 24 21 41
JH % e B T 5 28 906 nmol/L L4 F I, NTDs & 5
AR E 0. 8%0' '™, Fe WA Lo il % 2 0 1t o - R ok
JEAR, A2 B NTDs S JLA XU S

+ | H ARG AR FEAIUIG )L NTDs XURS:

20 {42 80 A=A, B [ B 22 AF 5K 2% ( British
Medical Research Council) £ 7 NEZ 1) 33 PR ERE,
TERE T — T 22 v FEATL G BRI R 305, DA 36 ik 3 4
R PR 75 g% il Bl NTDs (1) 71 & (A IR AT i
i NTDs WIHZc PR AE R NTDs B L) o 1 817 #4715
eI R > 4 4 Bl R (4 mg) (2 Fh4E
AR (4EE R A DB, B, B .C LA SHBENE ) 5 0t
MR YA R TR R (B R Bk MR — %5 ) o M
IR Z BT A IR A, B A AR 12 5. 1195 #4114
A SRR ES SR R, BN TE NG L2 A5 i3 NTDs,
G A 27 5] NTDs Jg 49, Horr 6 il 7E iR 2H (B4l
MIRA S SR Z 4R R A 21 BIFEIEM R
(ZMYe i R STCYEE R A ) o S #b IR AT AR
72% 1) NTDs P XU 5 422 ik 24 7T B4R 83 % 1) 11
IR 5 AS B BRI L2l i G B VR . E
B H SN 4 mg IR W] A REAIR NTDs 19+ 4 4
5 (1A) o

[F) 309, 74 28 R BEAT T — TS AR BR TBL B NTDs
IR RN BEAESE . TR 22 a2 (R 280N
WIKARZE) i AL 70 L 3] 5 i ER 4k A= K 2H (0. 8 mg
HERFN 11 R HABLEA: 3R 4 ¥ BT .3 A oo
) B T R A CF BRI A 4 A R
C) , NaEgrnif 2/ 28 KAMHE H R 1 Ik, R 4E
IRl 2 A H o 4753 B HS YR, b & IR 4E
AR 2 104 B ICER A 2 052 #4102 i AT ik
iR . TR A KA NTDs 6 ], 5 iR 4E A=
AT NTDs J f91] . P 2H Z [8] NTDs % 55 58 22 5 B
AH AR (P =0.029) ; 75 5h, S MR 4EA R 4
FREL S R B & 8 (13, 3%0) IR T it o R 4
(22.9%0) """ o ZEBETEIE W, B A% 2 014 F 8GR A
0.8 mg MR Z Mt 5 77 R Al PRI NTDs %) &
AU (TA)

20 {20 90 AR, Tl 5 BE R O 2 0 3 [ 5 o
P o A P TG LR AL 3 A AT T
M ERFUST NTDs f) R AR T AU, X432 1%
HIT B 27 4 A 3800 /i A 2 19 00 2o, A H O3 kb
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0.4 mg B LA ERIE AT, B 2 AR 3 M . 3t
BHIN T 247 831 A 1AL AT YR SS Jm) Fn 2 JT i JR 184 b
THIL o DA IR - BRIG #0F) F S S B AT AR 2 6 3 4>
AMELAE XTI, 78 NTDs 5 & 196 5 #i X, ik
FHMBERZH 1) NTDs A9 %0 1. 3%0, A R i BR 24 K
6. 5%o , M ERFEAK 79% (1) NTDs XU ; 76 7 7 Hi X, Al
FHMBR 21/ NTDs & A 28 °8 0. 7%0, A i FH 240 4
0. 8%o, FEAIK 16% (%) NTDs XURS o 201 SR K 4 A
(SEBRIR A B2 %5 > W IR 210 80% ) A4 5
AN FR A 10 2 LR, ZEAE b DX IR - R b
FIAT LAREAIG 85% (1) NTDs JXURS ; 76 7 J7 HiIX., AT BEAIR
41% 1R NTDs U™ o IEW RS2 2239145 F 34D 0.4 mg
Fali PR ] A R JL NTDs (13 AU (TI-1A)

JNCEG) R S NTDs XU

SELTIRUIRZY , IR S VG R R A
FIORMER R L2 5 FERE 2, i — HOBUIK; i 2, 2n
FH RS s U TR 24, A R0l e b s A0 FR 40 I 5 )
PREY TN R MRENE 5 BTG 245 , 2% SR s i , 4k i 5 30
IR P23 A JL NTDs fR XU ™22 2 b bR 9 434
TG JL NTDs 156 IO 55 55 22 Fh 56 R i 6 110 XL
I 2200 T A A T TR A S O A R, A B T
BRI 4 & NTDs LB R, Wi, BA
IR SE R IR R Bt 2, LR R B R B A 11 (]
I, B HIE40 0.8 ~ 1.0 mg MR (11-2A) , HZ LR
A5 6 JL NTDs JRUBS: T A7 78 S v A et
I EE A BG40 0.8 ~ 1.0 mg MR (T1-2A)

JU I ERIG HM R IR A O7 28 5 M PR v i

3 10 I P R A A R0 o ALV P R KT Bk T
B 1L o G e 5 = b NS 11 P o Rl
FE I AT HLIX H AR JE AT AR AT OR B i 10 2 v i) —
T ALAT RS2 6 A ,0. 4 mg MHIR B H 1 WK, I
2 3 A H B, T2 20 40 M i R e B2 1K %) 914 nmol/L
(880 ~950 nmol/L) ;4 mg MR, & H 1 &, IR =
1 ANSHBE, S 2 210 40 M - 52 e )& o 866 nmol/L
(820 ~914 nmol/L) , $2ift 906 nmol/L, 4 H 14 %k
0.1 mg MR, MR 2 6 A JT ), - X 2120 g i iR vk
FENSARIAF] 906 nmol/L7" o BT UEM , 45 H Wz
1 Jr0.4 mg MR, =T EMA 3 AH, 2041 nt
FR W FE A BRIk B BB NTDs 1A %OKF-(1A) 3 & H
NRFH 4 mg MR, FF 2R 1A~ H DL E(TA)

— A R AL PR T W4 10 2 i AT AR
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IR, B HIE M 0. 4 mg MR 2 Fh il 5 57
24 JH)GETHLT AT R R ol 805 nmol/L, i A
k3] 906 nmol/L; HA & HIEG#M5 0. 8 mg MR £
PPt 9 L4 J8 )G - Y20 20 i R vk B A fig ik
] 906 nmol/L"Y %W IT BT Z M i B R R M
Fr et i 1 T iR S S5-I A iR .
] 4 2 Y JE R 21 20 M P R R v T b [ i 2, R
X PR 3 S R AR X B A i IE 2, B H 3 4R 0. 8 mg
MR, T BB #h 1A H I E], £140 Mt BRIk BE A e
IRBIA AT NTDs [1)7K-F-(TA) .

LR P R AR R ) A B BRI A T

I 9 P PR R B 4 L3 (ML) P R e B RN 41
PR BE o A S i U R PR 1, 1T
ZLAH M R vk BE S B 3 A4 T N R R B IR R A
PR b MR R e P A IE (AR N T
1 20 BB I T A1) A 1, LY I AR Mk < 6. 8 nmol/L
( <3 ng/ml) B 21 40 Mg - R Mk ¥ < 226.5 nmol/L
( <100 ng/ml) Ry MR EL=""" 0 Y T Wk NTDs
B, 2T A R K 5 < 906 nmol/L( <400 ng/ml)
MRz, FL b, Rk ET®mE
1292 nmol/Li} NTDs XUE: SEAIG , H 1 F XL A%,
AN — e Al R B g LS .
FEABORE 1000 nmol/L AR 1Bl NTDs [ feft” 41
A ERHE S o HRT, 1 JCAT 4 B NTDs f I
TR R o AE Daly pBIFST R I3 R e
B 16 nmol/L ZH 1% NTDs % 355 KU A 0. 9%, 15 41 41
Ju 2 e B 906 nmol/L ZH i) NTDs XU 0. 8% AH
WM, IR, M R LER B4 NTDs XU AR 2 £ 1%
N 7 o e MLV P RR MR BE . A ST, 3 R vk
J > 18.0 nmol/L B}, X} NTDs # 1l 5 /F FH “ &%
IECA

I8 PP T 0 1) e A T 2 A i, AR R |
2 M BR 2, A B 1 P 45 Fh i e B sk i)
5, bas O e b BUBUH YR E B A Ak . X
FUAF 5 & B0, b 2R ' B i 125 o O 97 ot R vk 3 L
THEE WA 48 % , T 21 40 i i v 35 D) b o A 4 7
B 17% 5 s A G A v T I T R v
FCAAE A% 29% P, 906 nmol/LL (21 41 jfd - 1
B FHELR R P A R i e e 1, TR IR, R I
IR TR M B2 By P i R ik = FALELIN , o7 33 2 BT
ARSI 5725 o
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T EMHBRESMEERER

i FH 25 iR 1Y) 22 Rkt B SR R TR NTDs A,
AR AR AR X B W B IR 0 2 ) 2 R e S
KR, MBREEAMET 0.4 mg, ZMMEERZN
%) L A 78 3% 25 % T NTDs o] REth A — % 1)
ROR .

1. 4K B,

I i R[] 28 > Jp 2 R E A N i AR T i A v,
BERARB,NSY, Hig L AR B, A BT
JA S PR K, BEATR [ AL Dk 2 R /K ~F- , 2R 1T
AR FFEAR NTDs 19 RS o A7 A58 & 3R, 10 4 il 3¢
MR K- F4EAE 2R B, /KF- /& NTDs 100 57 fi [ (A
£ a4 4 & By, KPR F 185 pmol/L,
R AR KU 3 2.5 455 . NTDs fi L
HY2EK N GE: K B, WG TF A RERG IL - . B
WE9E BRI, 5 4L e & 11 transcobalamin 1T) 255 /)
e R B, i /b, H9 A NTDs &A= XU . PRI, 7E
B R A L oAb SRk AR R By, A B T RS
NTDs™'',

X 12 TR AT ] 28~ e 2 T 1 s AR e 2
LAt ™ G R R, 7R H I8 4M 0.5 ~5.0 mg
P 2 A AR I 948 () R4 Jo 20 IR 7K - 25 % 1 efily I
HANEGEA R By, 0.5 mg 7] i — 25 BRI [F] B2 b 2
FRAKF-T% o BHIL, [RIEHE 4R S5 4E4E R B, Al fE
Bb B Al A H-BR T B NTDs (4 P58

2. #EE B

A 2 B S 5 IR R e & AT, 1 )
R It 2R KF- T 5 55 NTDs A1 2 FfOH A A R 4RIk
25 Jey ) RS 385 T AF 7 DGR o (HAEXT 12 T 5% i
FRER BT IE ™ R & B A IR A JEE At A
AL R B A B Tk — 2P BRI [ R e 2 R K- o

L [E A i s BB NTDs F & I 0F 58, i
IR IG RN & A R B, 1.0 mg A1 5 Fp L Ah 4E
M F NS (R R & B 2 Fh 4k 1k K H AT Wi B NTDs £
VER, AR K IYEA R B BEMB I 1 i IR B /R H
I, ik = G R A AR 3R B RE 8 3 5 i R T 7 NTDs
YER M B IR

3. HhigsERER

SRR IS B, BEE BRI LI A Xk e L
T T AR T R A i P B0 3 P i 5 T AR
REE Rk b = RN B 0 0 IXURS: o PR ot [l B 3 b i R
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TR R AT 517 NTDs , SRl FBG A2 ML, H 5 AR 4 40
HEAE T I G R 001 2 ) s S ek A iR

+ = A R B R R R Y e A

BRI R OV E R f R R 2 A A AR R
SR AR, A LR LA

Lo RS G A IR 1 2 2k

TERTIA N 4 mg MR BB NTDs F %4 1Y B AL
Xt BRSO R R AT AR B N o BRI, 7R
] 58 B — I LBE T NTDs £ & 1 Bt ALY BRAF 5%
LR AR LB 2 40 2 359 A Uk 2 1 I 4R 4 H
MRH 5 mg MR, 2GR 3 D, KR EMA R X
Wt fE L, 2 E AN SR A i I H
M 4 mg iHiR ;g = ik PO BEF P SEE K L
Ttk TR AR B R S mg RO

AN 25 ARG (3 ~5 W) FF
[ R e 2 R ILAE , T 4547 MTHFR B2 TT 4l 5 %
AL H ARAT 15 mg MR K 750 mg 4E4E R B, .
1ASH G, REE0E L 0 i [R5 2 e 0 iR vk 3 [
ZIEH ., RRCEREREEFEZIER SN 3 DA
N,22 A WA, iR 3 A G, ikE H
5 mg MR, I H4EAE R B, H 2 KA fELE IR
8 ~ 16 JAl ™, Hox 20 B MM 2500, Lk E
4 R H 2 BIAEEEENAKEESZ. KAHM
BRI LHAD A RS TR, 20 J 2 3
FHMRM 5 mg MERXT EA &R iH L 2%
20,

2. HERAEAER Bk

M T 4Ed % B, 6= FIFER B = Y] 5] E 4)
YO AL, G #PFR AT REf P 4E A R B, ik = 1 2L
(A 5 20 200 J B ML A DA i S5 4642 2R B, ik
Z WPREAR , (X 6 BB BN RE TS B S R BLAITR YT, A
MR e R B, Gl = T 5 80 ph  t F dEA7 E &
JECEEE AN o H IR O R AT AE A K
KA TR H 44 R B 8= Mk, B T4k
HF B Z Z LT AR A ks R A
IR L EO I TR ) 7 0 1) s 1P 3 1 T RE
W/,

3. BEINSE R RS

— IR WI(3 ~5 4F) R5fl & (5 H 1 mg) HE4p

P52 T 1577 235 L e A ) i R S8 A B, 5 2
FAIZAH EL , R JC T BT5 405 0 i e #- A o F
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— 3BT R B, G AN TR R RERG I AR 3 A LA
IR % R L g i M A SH At R R P XU
J& AT RE A R, 35 RN K 4 81996 4R A
1998 4EIV 1Ry, 4 BV R R4 R | Z i Z - F5 2
TR G BT A AT RE S A A [ 45k
Jita R SR AR TR A O (1996 4RI 4G B RS in iR,
1998 4EgRHI R IR ) . A g A B IX 2 B
RIER T ARIRE L IR BENL FRBFST Y
SR T B YO B A =N, ASBEHERR L
SER; 5 A0, KRB R 54k B 1998 4F 1 JF
15,1996 45y, 1998 4745 17 9 A9 2 1) — 1o M T+ i
SR AL e 18] IR —30, 45 B st T
RWA ETE. I, K0 BT e 45 1 A
ART R 2 % Bl — T Meta 437
TR RNHTR 5 45 B I U JC I o A LA,
WA X F ICIEAE R kL AR U, 38 b R HLA T
AT AR 5 TN 2 R, Bk R U] AT e i ik
e

4. S8 ) L B e g XS

W), WG GO — A/ NS H 2R B 5040
B0, B R 22030 (22 30 ~ 34 J&]) $ab g |, 518
3.5 % B B Wi 1 AU 34 i 26% (95% CI: 1. 08 ~
1.43) 5% B g ARG 45 SRR — 80—
WEFE I, BE SR 20 3 (P2 242 35 J) I i R 7K
- 55 0 Wi S5 2o R 5 P XU 22 ) TG SR B 5 A
BESE M R A5 5 AR 6 ~ 7 % Bsf 1) Wi XU RS £
TEGURISE, B2 R B e R . g B gE B,
BRS04 B IR S mg MEER™ B 22 00 4 R 551
B >72 mg(MMFH 0.4 mg, IR RE 180 KLU
) 5 R i P DR 8 0 7 A ST i 4
SR <36 mg(AH24 T4 H 0.4 mg, IR KA
T 90 ) 55 J5 R0 g RS, e A1 A7 A e BB 1
DRI 5 TG 18 I B 2 Y ] 52 2 B 048 b it R 184 o 5
R i 11 XL o

T = AR AR

R A T % G Bt ( 40 MTHEFR ) % 5 PR 5 A8
SR IR A W R AR . MTHFR 677 {37 f5 TT
Al 978 R I R IR v IR 55 I ] R o R vk
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Key Recommendations

During preconception care or in clinical encounters with
women who are capable of becoming pregnant, information on
personal medical history, reproduction, family disease history,
diet, medication, and lifestyles should be collected. Physical
examination and laboratory assessment may also be conducted as
necessary. The following recommendations regarding folic acid
supplementation should be provided based on the information
gathered.

1. Women without known risk factors for neural tube defects
should take a daily supplement containing 0.4 mg (II-1A" ) or
0.8 mg (IA) folic acid whenever pregnancy is possible or at
least 3 months before pregnancy until the end of the third month
of pregnancy.

2. Women with a previous pregnancy affected by a neural
tube defect should take 4 mg folic acid daily whenever pregnancy
is possible or at least 1 month before pregnancy until the end of
the third month of pregnancy (IA). Because no supplements
containing 4 mg folic acid are available, the prescription form of
5 mg folic acid may be used.

3. Women or their partners with a personal neural tube
defect, or women whose partners have had a previous pregnancy
affected by a neural tube defect should take 4 mg folic acid daily
whenever pregnancy is possible or at least 1 month before
pregnancy until the end of the third month of pregnancy (II-
2A). Because no supplements containing 4 mg folic acid are
available , the prescription form of 5 mg folic acid may be used.

4. Women who have congenital hydrocephaly, congenital
heart defects, orofacial clefts, defects of the urinary tract or a
positive family history of these defects, or a family history of
neural tube defects in first- or second-degree relatives should
take a daily supplement containing 0.8 mg to 1.0 mg folic acid
whenever pregnancy is possible or at least 3 months before
pregnancy until the end of the third month of pregnancy (1I-
2A).

5. Women with diabetes or epilepsy, or who are obese,
should take a daily supplement containing 0. 8 mg to 1. 0 mg

folic acid whenever pregnancy is possible or at least 3 months
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before pregnancy until the end of the third month of pregnancy
(I-2A).

6. Women who are taking teratogenic medications, such as
acid, phenytoin,  primidone,

carbamazepine,  valproic

phenobarbital,  metformin,  methotrexate,  sulfasalazine,
triamterene , trimethoprim, and cholestyramine, should take a
daily supplement containing 0.8 mg to 1.0 mg folic acid
whenever pregnancy is possible or at least 3 months before
pregnancy until the end of the third month of pregnancy (1I-
2A).

7. Women with gastrointestinal malabsorption conditions
should take a daily supplement containing 0. 8 mg to 1. 0 mg
folic acid whenever pregnancy is possible or at least 3 months
before pregnancy until the end of the third month of pregnancy
(TI-2A).

Personalized supplementation

A higher dose or extended use of folic acid supplements
may be considered if women 1) live in one of the northern
provinces, especially in northern rural areas; 2) have a diet
containing inadequate amounts of fresh fruit or vegetables; 3)
have a low blood folate concentration; 4) carry a homozygous
mutation at the 677 locus of the MTHFR gene; or 5) have a
short interval of pre-pregnancy preparation.

Women with hyperhomocysteinemia should take 5 mg folic
acid daily until their homocysteine concentration is normalized,
and continue through the end of the third month of pregnancy
(TI-3A).

Comprehensive measures for

tube defects

In addition to taking a folic acid supplement,women should

the prevention of neural

consume a folate-rich diet, adopt healthy lifestyles, and maintain
a healthy body weight. These measures help to reduce the risk of
fetal neural tube defects as well (1I1-2A).

"Quality  of  evidence and classification of
recommendations.
Z % X W
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