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B % RN BT A B F 4R 98 dy THE4

2% B (neural tube defects, NTDs) , X R
SERE, REHTHRRATEHMEEH SR
SRR — ARG, F B MR E R T B
RAH . TR 5% 5 IR S,
DEERITE T (HAETE BT AR B L AR BT i
HEBILETHRE  HEERE, ESRLFIRE, X
BT B R/MEREE BN IRT . HHRE
e Z 3R RK, B ILE S R RIT. HitL, NTDs
RERALTARR, 45 8 I)LREFRITEREM
MR, HAER RN ES T TAERE, g
HEANAER,

R TR NTDs, JRE R T A #F 2009 4 6 A )5
BT RN BRI M A B SRR R A S DA IR
B, AN PER AT IR AR e R A R
R, B AR E TR AR P S L
A BRI R B £

R T B SRR BRI ARTESE R b BRI B
NTDs J5 EAFFERIBE IR, o [ 1040 R {8 B2t AR R B
B85 5113 R 5 S U 32 Z S b BR T B
SEGBIIEH, HESTEHE,

FIEERERSTE S HHI K, 25 Kb E
FA R T AEHA KNS EIN, JF A NTDs £F
PR REE M REAR R MR
BKPEHRREHEN.

AR ARC AV LR R E MIEE O RKE N E R
W {512 % W & 1 & (The Canadian Task Force on
Preventive Health Care) #RHE", 32 1 fIFE 2,

EEL . TREHREHAS B AR EESTREST S
BIRAE A 45 & B (renag@ pku. edu. cn) 100191, b X K F 4 F &
MRFT
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XA & FRF RO, SIREREDITH
B EE R KR AR YIRS
T AR EER, FHTLENRBREENLRE
K., RELTHER, £ R

1. RBEERNA L ZUA RER B 2
BZED3ANATG, B B 0.4 mg(11-1A) =
0.8 mg MAER(IA) , HELEIRWH3 Ao

2. AHSERBEFEHAL EBNTHE
WREHFRED 1 AATR, & HIEH 4 mg MR,
HELERHE AL, ETENEA 4 mg A
5 mg M-EEARL, O AT & HIEFN S mg HHER.

3. RE-—FBRULERBIBARTEME
B E R NAT  EUNT R 2D
1 A~AITHE, 5 HE4h 4 mg MB, EEEIRNE 3 1
HI-2A), $TEHNEE 4 mg MiH 5 mg R
VR, IR A] 4 H A S mg MHER
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4. BEXMRPAAEXEOER. BB,
B ERBE R R ERPA, BUA LIRERBA R R B, 5
— CHREZERTEHAEREAETENAL:
W TR R 2 AT 40 3 A A TFaG, 8 Hag s
0.8~1.0 mg HEZ, EEMRWE 3 MA(II-24),

5. SRR ERSBRmAE L B IUATEE
FRHFFHED 3 AR, S HHEH0.8~1.0
mg MR, BB LEIRH 3 A (I1-24),

6. EZERRFARIMAL L E 5B R R 251 aY
A% EER A £ DFE RIRER R K
B L — B DN | RS AU B R |
e R 0E B SRR RS AL Bl
MATEEMR SRR 3 N H P iR, B 4540 0. 8
~1.0 mg MR, B BRI 3 A (I1-24)

7. BEMERKARSEFRNE L iU
RN B R M ZE L 3 AN A TR, S H1E%0 0.8 ~
1.0 mg "R, HEMRWE 3 A (1-24),

AL A

H I LT B, 7T B kb 7R B R A
KZpe b ) OF AR DT, LHA T RO
PRE R B SR B B/ @ MR M B K
1&%; @MTHFR 677 i 4, TT 3£ & ; ©#% Ze H)4E

T 5 [F B2 B AR IILAE {4, LA H b
F/0S5 mg IR, H 2 MK R BB E B K R
E¥EHERTZ, B F5%E S mg iR, &
FHEIRW 3 A (I1-3A)

FER AN R F T S IO L SR AE
BRI, NG BRI RET B R ; FIR, 37 %
RS TR, RS TRE, RIS AT, 5
1B G ) Lo 22 SRR A JRURE (11 - 2A)

— NTDs BRI & A4

EFHERT, NERERWAEEZREE 21
KL TREKARGS 35 K) FRAE, £5 28
Y FRKALEE 42 K) 2lAE . i
TEM R R A B KA R, L ZE RS
SEATRE S PURERS , TS50 NTDs, 028 A b
AR ARBLN, 5 SRS B ER A
WS TR BRI A AR A S BUN I, A2
AAREBEESSETIEHEH (BT LMK —ME
), \THBNEEFHASNTFESEL A
EEZZ, WSHE 25 R Bk 45T T BBy
NTDs f8 AR AL, B it , 38 b ot B2 157 M Z2 BT T 462
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% F A RIIE TR Z BT LA AT BE TR 2R Y
B A N H AR

— NTDs £ B #5-  FH1E

NTDs IR RS HEPEERIT & TR ITH
o JRER AN 1986 ~ 1987 fF[ARf 46 29 4>
B BIR R MERET A B R AE BT T A
=GR BN, BRI B RSN, KILHE L 15 4
A BIEX ERETH NIDs [H - B8R R LN
4. 5%o, T 0 10. 5%0; KILTI AT 13 M4 BE
X E#EN A NTDs [ 7= B R TR 1 1%0, &
1K 0. 7%, BT B, NTDs 5 F1E 1 = It J7 Fi g
FZEIZEFE KR, NTDs BREMBZRINER 2
AR ETES . R E NTDs BRI B 5 — 4%
SRR BT . R 2 E A R W ) E 4
#2,2006 ~ 2008 £F 4> [ i 4H fE R A9 NTDs FH 7= &
R 1. 0%, KFFERH 2. 2%0; X — 2 BETEILTT
X TEE R, 40514 1. 2%F0 3. 0% ™ o ISy B 7=
RSB 5| P~/ NTDs 5 11875 M, 2014 4677
B4 AATHUIX ) NTDs SRR 834 31. 5%,

= MHBRMEYFHARAFTER

HER FR4EE R B, TE AR RE SR, R Ak
SRR . REGEIE MEEKR TE IR,
YIRS EYNE & KA B (folate) , 254 I
ARG AL B S VR I MR £ O N A M R
(folic acid) . RIRMERWAEYFAEM, RAAL
BRI 60% A£G . fEfGTHH R B R AR, LU
Tpg RAAMERN 1 MRAMEE TR YE, KE A
MALAE R BRHFTIE: ng A LG R RIE
1L 7pg EEHBRYEITE, REATRYE (pg)
= BRI ER (ng) +1.7 x BB (pg) "o

EHERBLT M EKRFYEERER (estimated
average requirement, EAR) 4% H 320 ug RER M B
ME, HHEE AR (recommended dietary allowance,
RDA B recommended nutrient intake, RNI) S5 4% H
400 pg; EIRALH EAR A% H 520 pg,RDA /&
H 600 pg'™ . FHHEERIAZIHE—F(50%)
PLHAFmHNE, MEFERARER LA RS
(97% ~98% ) P B WA ES . THIFERAE
AR EE, GET B AT EHRES (FE,
W F2 HE MBEKR T RE) R BHE
BAR.



FEHAFRFERE 2017 FHE28 55 #  hip://cjrh. bjmu. edu. cn

YR M SERMRI SR IL B S AR B T T A7
£ &1 A B (tolerable upper intake level,UL) 4 H
1 mg, UL R FHEHMMUBARHERENES
2, X—REN—BABEFHILEFENMEEAZ
FredgmmE®,

I AR X E & A ER M EBREAZMIM
R ER K

PE X ERATEESTERBARK TS
FHX B R EL ;R R TR O EE
BEBARKTIHEA LR AKX, KN EFREL
HORE A BRI A B B B T A &,

£t 77 NTDs & K B R AT o KR & & B, ik
AuBHHBRBARPME (WS MEE) A
103 pg(69 ~ 147 pg) , N K% EAR(320 pg) 9 1/3;
99% Ky 1A A H iR A B35 AR EAR, ir A4
5 H M B A BRI REE RDA(400 pg) ™,

I & Pt B K O 55 B T BRIRA B 1Y - A AR L,
Bide i b X B 0 L B BROK F R TR K E
WA LT R B % 4 2 i R P R KT T 3B
AL SR A, R RS 1 i v K R T
waEEE" ErEMESTREENHRED . R
AEAR, ETEI T EMESERAEE A, 5
HAHEBH R E L H, 88% I 3 M BRIk E L F 18
nmol/ L") ;46 % 2 5. i {8 1 4 B 0 240 L - 2 o 1 11K
T 906 nmol/L(REZFRFTH) . K, X FAEEEI
75 CHREBRE TR X A ERE L, TTLE
LR EHRIEAMIE,

I AT EET BREA RS WK JL NTDs
JRBS:

EEREZ WM —TLANEE R FERE 59575 51
TR AN, ARBEREREE, SEEHREA
BEARPISM A AT L, A B 5 PO 4 2 41 B9 NTDs
R\ A 60% ( OR =0.40,95% CI:0.19 ~0.84)5!
% E AR WM A 5 — TR G BT BkE T
RUER, SESHBREARRREUMIEML, &
B 47 41 NTDs X A 31% (OR =0.69,95%
CI:0.47 ~1.0) ™™, M, il id ik An s ar oty He
RREAR, A FHKRR L NTDs RS AIYERI(T1-2A)

N IS Z A T BR B Z 0 i )L NTDs XU

R AL MR ER/KF 5 iR JL NTDs KU 2 (8]
AEZMMAHEE, i, 20 40 ok 8Bk E
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<340 nmol/L B} ,NTDs &R ZH 6. 6%0, T 25 £1. 40
MM B Y B FHE & 906 nmol/L LA LB, NTDs k%%
HRIEEE 0. 8%, e W 184 B 32 2 A 1 W BRI
FEAR, 4 F NTDs B L XU,

+ (B2 A AR i R FEARAS JL NTDs XU

20 {it 42 80 R 47, 3 E B 2R & ( British
Medical Research Council) 7E 7 PMEZH 33 ArERE,
FR T —I 2 L0 HEPLXT BRING R, LA SG E 18 &b
K& R 2 S R BBy NTDs i & (AT IR ik
9 NTDs AL HRAEFE NTDs L), 1 817 & &
FERLBEENL > 4 A AR (4 mg) (B Fp4E
HE(HAEK AD.B, B, B, .C LIREBERR) . &0t
MREMAEER THER (RRELBIR ). A
FIRZEF R, R AR 12 . 1195 24
THEBEREG /TR, BAEBILERE B NTDs,
A 27 ] NTDs 547, Horfr 6 (i 7E HHBREH (B gl
MERASEHRE/M4EERHA) 21 FlEEHRA
(ZMELERASKEEEH) . HAHRTFK
72% HJ NTDs 73 2 KUK 5 42 78 AR 25 7T 1K 83% HFF
R & BB 2 R4 B RTB R AN o IE
45 H H54b 4 mg it BR W] A BRI NTDs B H & X,
K (1A) .

1A, 7260 5F FIEAT T — g A BRTRIBS NTDs
PIRBIFEHL BB, TR R HZ (REHH
FIRARZE ) BEE AL 7 B2 & it R 4E 4R R 4H (0. 8 mg
MERAN 1L M HAMME AR 4 M YR .3 MiETT
R)ABETEH(SH FRBEENENELER
C), NIRRT E 28 RAMBHRA L K, EE2H
P2 NH . 4753 BRTHISENR, Kb S BRY%E
HERA2 104 ZFRREITTEA 2 052 Z LT
LR, METRA KL NTDs 6 4], St RR4EE
FL L NTDs f5f6], PIZHZ[8] NTDs RigEEFH
AGHEBEL(P=0.029); H4h, S BREEFH
MR RETE &R (13.3%) R THETEA
(22.9%0) 7 . HBRFTIES, B Z 145 A A&
0.8 mg MRHZ Y E B I R T FEK NTDs B99] %
AR (TA) o

20 k42 90 4R, R B AL K2 F 3 B R W
el OE P ER AL LI AL 3 H#H T T~
HERABT NTDs B K HUE A BET HUR S, W21
HEZ2KREH MR EN AL, 2ilE H
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0.4 mg W EAAM-BRIGHNT, EE IR 3 A~ H, #
BRIAT 247 831 £ IA4 A AT IR &5 J2 A0 2 30 o AR 486 s
B0 LAKRIR A BRI R FISE LTI IR E W5 3 4
ABALZIE AR, # NTDs & & B3 X, iR
M BREA ) NTDs RGN 1. 3%0, K AR BE 4 H
6. 5%o, M BRF%AIK 79% ) NTDs JXUES: ; £ R 7 #IIX, AR
Rt BRA M NTDs KA FH 0.7%, £ RAH N
0. 8%o, &Ik 16% ) NTDs KUK, 205K 4K MM 57
(SEBRIR MR B 3 > RiAR A 50 80% ) A& 5
AR BRAH a4 He A, 7EAL O H X, R P AR b
FIAT LAREAE 85% f) NTDs JRURS: ; 7ERG 5 #1IX, AT B4R
41% ¥ NTDs Q& . iFAAEIS 20045 0 4540 0. 4 mg
BaM R AT AR (AR JL NTDs B9 XU (11-1A)

I\ W) B S NTDs XU

FEGUBRE, IR STF KB R R,
FIKER R T L% M2y, an — W XA B 26,
FRSRPS  HUTEZY , nAgn 220 T B bt e A B S E  F)
FR# , E e ; FR M AR ZY , (2% Rm Rk, S YR 50
R ARS8 AR JL NTDs 9IRS 0%, ZeRies R 1
HNRG L NTDs F 55 KA 0l 7% 55 25 i 50 K Bk B G XL
B MR BREA R SRR, BT
FEARIO4c £ & NTDs LB RS> . Wik, B A
EREREERE L, N ERINE ST BREANF
i, 4 Hi%4h 0.8 ~ 1.0 mg MR (11-2A) . ALAERE
55 )L NTDs RUES TH i85 72 12 L BE 72 J it
Pi%g Hi%#h0.8 ~ 1.0 mg HER(I1-2A) ,

JU BRI R AR R O R R

T I R P 49 ) R B L v R K S BT
L0 i R R K T 3 1R B A b e ], 7R R E
EH R HIX BRBEIEGEIRE R O P s —
TRFEHLXT FRSEI A H,0.4 mg AR, B H 1%, A
F 3 AN HEE, O E 4040 M v B U B A B 914 nmol/L
(880 ~950 nmol/L);4 mg HEE, B H 1 K, RAZE
1A, ¥ 40 48 B v B8 vk BE 5 866 nmol/L
(820 ~914 nmol/L) , 33 906 nmol/L, 43 H 3% %h
0.1 mg HER,IRAE 6 N A i, F 341 40 g vt BR ¥k
B3R IAE] 906 nmol/L . ZBFSIER, 4 H IR A
1 FO0.4mgHER, ZVFERM3ANA, AHKM
PRV A REIA B T BE NTDs A BOKFE (1A) ;8 H
ARA 4 mg B8 FEMA 1 MALEA),

— DR E IR IR T 8 P P T B REDL R B
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BEEH, T HHEIE 0.4 mg HERM SR EE R
.4 534 M BRYR B 4 805 nmol/L, i K
iK% 906 nmol/L; RA 4 HIE4ME 0. 8 mg MR
M BERE 4 S LM BRYK E 4 BBk
] 906 nmol/L"" , ZBIRFTRLFHMBEFREN
FramBA 1 IMERM RS S-FRNarE, #
HaaBEEa - RKEES T hEOR, £H
Xt HBREFREHEMN BTN AL, S HE 0.8 mg
MRS, T AN 1 A YRR, £ SR BR MR B A R
X B RIBE NTDs #KF(1A)

+ I B R B B IE R R BRI E 5 1k

MLV BR MR B AL 4 ML VA (I 3K ) i B Mk B Fn 4
MMM BRIKE. AiEREERTREAR, M
LTARARNT BR VR E RO BT 3 N A WA E R BREEA
B PR L, Ik BRYE B IE R A TR E
2 40 B B 1L T ) S8 Y, IV P BR MK BE < 6. 8 nmol/L
(<3 ng/ml) LM BR Uk B < 226. 5 nmol/L
( <100 ng/ml) M BRER =", 4 F T M Bj NTDs
B}, £1 40 B - BR YR B < 906 nmol/L( <400 ng/ml) 2K
HBRHBEZ, FLE AR REKEASE
1292 nmol/LEf NTDs X F 541K, 18 i T W& AL,
AR RERX — YR 1R M BR Bk R, BRF
FEVKE 1000 nmol/L fE # T B NTDs #“ S fE” 41
AMHBRIREE . BRT, ¥ T4 X R B7 NTDs £ 1M
HH R FME . 7E Daly MBFSEH, M0 T ARV
& 16 nmol/L 4 NTDs & %5 XUE& A 0. 9%0, 5 41 4
Ha - B2 BF 906 nmol/L 40 B NTDs KU E& 0. 8% 4
W, [FIRE, R ILZE B H NTDs KUK PR 2 B A
B B B LV P B MR B . A R AT IA K, I 7 R
& > 18.0 nmol/L W}, %F NTDs B Wi B4 H “ &
TE N

IV BRI 8 1 & bRl AR vk (Bl R
ZHR AN BRESEARENSMHEER AR
FE, Wb R R R E A &8,
R KB, 02 K o6 Gy 122 BT I i 38 - R 3 3 L
TS WA 48% , T 41 40 M P B vk B TN Lb faf A
B 17% 0 i gtk T 4 A B BT o 3 o R VR
BB A DR 1K 29% % 906 nmol/L #4140 ffa it AR
WEFERRARERN ST, Bk, FERiE
LV P BR M BE B . R o BR Bk T B A, 1 7 B
BRI i
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+— EHREAHEBERE

fRA & i ER A B R B B SR EXT Ty NTDs
B ENRAS M FREERACHEZHHEE
HEMNBREENMET 0.4 mg, ZMUBEFREN
B0 S0 1t B 3 B X Wi By NTDs o] fEth 5 — & MY
R

1. ##4#E B,

MBI R B AR A R BB , &
ERAEEB, NS, Bt L $4E B, FBTH
Tk TS T I BR K, FEAR R B2 B & BR K7, T
BH TR NTDs IR . AR KM, AL M3k
HER/KEAYE £ & B, K52 NTDs f9%58 57 fE B
£, Ak miEgEEE B, K FLTF 185 pmol/L,
EEHRRE R R 2.5 5%, NTDs 3 JL
MIEKNEEE B IRERTRERILYY, &F
WX EH, 5544 B ZE 11 (transcobalamin 11) Z5-6 1)
Her= % B, B/, 380 NTDs & A # XU . B, 7
WA R AR AN gEAE B, B B T HB
NTDs !,

XF 12 T A e 1K ) 72 2 fie 0 BR 1) i K 1 B
FEaam EREN, ERBHEH0.5~50mg
P R AR K 0 Y R TR ok S R /K OF 25% WY |, 48
HAMFRAEAEE B, 0.5 mg Al i — SRR B A
MK 1%, Hit, R RS54 4 & B, R
b 28 sty R BR TR NTDs f/E R B3R,

2. #eHEEK B

H#ert & B, S 51k AR b & BRI, i)
R EBK A B S NTDs MEF#HMA R TR
S5 B KRS 38 I A7 E R Bk . {ELZEXT 12 SRR AR5
FEAME R R BUE S+ BR A LAY - F 4
FAEEE BA BT — S RINE R AR AT

BE B2 LB NTDs B & HFR G, B
fERRIEFNAIN S 44 R B, 1.0 mg 15 Fp HAh 4k
gV (BEER K B b g4 B B A BIBH NTDs &)
YER Rk R4 R BB RN BRM1EA. B
I, MEh= b g K B BB W SR BR B BH NTDs
Ve B R

3. Hihig B EHRE

SR A BEERILN A K TR TEER
o T4 5 AR 4 A L 0 B A ki % T AR
R BB A A KR, B, [F B 38 #h 0t BR
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FIkBE AT BB NTDs, AT BT L. fit 57 DA H A
HEFE B IO S IR 40 2 R B b A AR

+ = ER YA R K et

HAH R AR RRAEFE R E R AR R
KLWEE, FER LT ILE,

1. RFIB IR B &K et

FERTIA R 4 mg 0 BR TBT NTDs % K9 BE L
MR R RRIEMARRNL . &, XK
52 U — T ULBE TR NTDs 7% i) BEHL BB 52
o, R AR LR 4R 18 L B M IR Z BT T s 4 H
ARFES mg MR, EZHEIRHE 3 N H , RERAARK
R, Bk EEAMEXSEFENEH
AR 4 mg PHER SEE B E W BEST R FE R
Rt R DA E S R S mg iR,

BHRANRN 25 BEKIER™ (3 ~5 W) &
1B Jok SRR INLAE , FF 45 MTHFR B[N TT 415 %
B HIA% 8 H AR 15 mg 1 BRJ 750 mg 44K B,
14~ B Ja , K 28 50A 2 i it ok 7] 220 24 Joe 48 AR ok X
FEW, RIEEREREKEEZEEREN3 A
7,22 AL WE, BIRHE3 MHE, &ARkEA
5 mg MBR, FFRA4EER Boo Hi 2 AELHELKR
8 ~16 AW~ HAR 20 HPLNEENE. HEA
4 FR& KB 2 HAEERENRFTREZ. KA
BN B i, 2T R AR
BHIRAS mg R EARERRMALEXR
;0

2. MERER BT

HTHER B, REAMBRKZIIAIFHEES
ARSI, AN R AT REE R 4EAE R B, SRZ T2
W E Sh AR AR I 0% BUAS LABGE R4 K B, BR
ZHRER , X 28 2R E N REAR B MR BUMIATT, A
TEEEER B, REMISIBHMEREHTHEL
BLEEME . BRXFELAATEERERY.
KB RHEER BT MK, B T4
HEEB T EATEEN AERERARS,
PRI X 8 R BR B R 10 2 ARG T Y T RE A
b

3. NG iR XU

—BIRP3~5 ) KME(EH 1 mg) 4
MBS AR B E R KX AR, 5 KR
FIHARLL, BRI 45 E A B R MR .
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— 3541 R BN, A BR T BB A A AR R 3 LU
BRI R R L M 9 SN L A R E B RUBE Y, B
&, BB, EEMME K55 B 1996 4
1998 £ 10 S EMBAREER T 2L EHS
TrReEE FmAR LA, ANTESXHERE
Tt BRSRAL TR M A 2% (1996 4 JF 8 BRI i - 8%,
1998 & A ANAFER) ™. AR AR X 2 55
HER T ARBE R A BT BT
SRETHRE R GHM AR/, RREHERHL
SHNER; B AN, R BRTRIL B 1998 £ 1 B FF
15,1996 45 1998 F 4B A RBH— W
S BRERE A, BEHEBERNIET
BRA LT H, ERRN LTSS EG
BERAE, BB EH X, BE—T Meta 5347 &
R RN AR 5 4 e K TE SR B S
R, X TF RFEAE Rkt 69 AR 1K , % B ELA T Bh
FERERIVE R X F C 0SS B 0 ] RE (R i
BHHERET,

4. 30 )L B B XL

B, B I 5 X — /NS e A BA ) B4 43
Mk B, 32 22 (22 30 ~ 34 J&) s xhitBR, 5 4L
3.5 % B2 B KURS % A0 26% (95% CI. 1.08 ~
1.43)% ) MEHMRESERFER—FDY, —m
MR, fEFE e 8 (34 35 ) i i Rk
V55 I Mg S A SO B 1 JRURS: =22 (R e SR Bk s MR
BRI BT S50 6 ~7 2 i fy e i KU 77
FEFAE, AEMERMERS, WARRER,
R E AR S mg HER" , B2 SR A5
B >72 mg( MY TF4EH 0.4 mg, IRFIFE 180 T LU
) 5 E s i R S AN AR 7E B T2
BRARE <36 mg(AHY4 T4 H 0.4 mg, RAXREK
ETF 90 X ) 5 j5 101 i KBS [ AR 77 78 R B 1S
BRI, 1 TC 8 UE 3 3% B ] 5% 22 5 44 b i BR 186 0 /=
R B R

+= A A

- BR A 1538 B% S B2 B (4 MTHFR ) i 2L R R A8
506 O B B IR ST R AR 8 . MTHFR 677 fif s TT
Gl A 5878 T I R R 15 I R ) Y o R A
FEFH A 26 T B R B B 8 BR M R 1
NTDs R H fth £ # R B 4F 3R 45 5 B9 KU %), B
i, BEAE AT RE I R R A B L I AR K
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BE I R R B R TR BT BRI A S B R R Y
RAEN R WE L AR AR B O K & St
AR E , X it BR 4 %0 5] & 33 M A PR o 47 A4
HALEE ., XK NTDs ®faF R4, 8 3384k
FEBAEME 1.0 mg,

BB R AMRE , Xt 5 7] B2 bk R I AE
MTHFR 677 {ii i TT 45 REM A%, Z2a kF 5
W RREAN TR 55 H B A 15 meg™ ' Rk, X R A
REB MM T, BNE A ED S mg i
R EZMBFEYRERKFEELEEHESE
X2 BB HENS mg MR, EEERE 3 4
H((II-3A)

X FBGHAE BRPG T 5, B A R E AT 4R W5 3
MHEZ R, (Hl FrBY A )LE s
At P EMES R R AR, TRERERN
P A H AN 0. 4 mg HER B IR R , B EH4E
BAWES; MEAA&EERENEL, /I8 B 84
0.8~1.0 mg MER, HEFIREHR, EAREN
TR EERL LS YR 3 A A ZJamigsh i,

+ g A E R R i R A R A e I

FEXHEXB E — BN A%, KEBE R B
IFERI TBEAR VA R AN A% H 0.4
mg, {H 3% & H B AR 45 % k. & 51 % (US Preventive
Services Task Force) #EFMFE N H 0.4 ~0.8
mg'®), FREAIE AT S AR 4 B ~ ZET3 ANAR
G AN TR SN IR 8 ~ 12 A%, AU
BUEHERKE R, NP EEFRES(TEERER
TR (2016) Y BBUE A RIS B A2 s g
KRAFfi2E S @il A BRI N2, B
JG 4 ~6 &, SRR A AL

stFEREAL, L " HET SER M
ROAAR™ @G A S mg HER, & HIEx
5mg MR FEEZER, GHEPEENNBRZER
BH 4 mg HERFIE, A S mg AL, WERERR
F110 J 0.4 mg MR, MR E W BB
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Guideline for the Prevention of Neural Tube
Defects by Folic  Acid

Supplementation (2017)
The Folic Acid Supplemeniation Working Group, Birth

Periconceptional

Defects Prevention and Molecular Genetics Branch, China
Maternal and Child Health Association
Corresponding author ; REN Ai-guo ( renag@ bjmu. edu. cn)
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-1A7) 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 (II-
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
(1I-24).

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

valproic  acid, primidone ,

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 (II-
24).

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
(11-2A4).

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 unti] their homocysteine concentration is normalized,
and continue through the end of the third month of pregnancy
(II-3A).

Comprehensive measures for the prevention of neural
tube defects

In addition to taking a folic acid supplement, women should
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 (II-2A).
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