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Abstract

Folic acid, a B-vitamin, is required for the synthesis of DNA and RNA, and plays an important role
in the cell growth, differentiation, repairmen and host defense. In recent years, more and more
studies show that folic acid has an important role in the birth defects such as congenital disease
and neural tube defects. It can effectively reduce the risk of having a baby with birth defects when
the pregnant women have appropriate dose of folic acid. This article reviews the relationship be-
tween folic acid and birth defects.
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1. 518

e N AANTT D IR0, J&T B E4EA 3R, HHMENEAZ « X &K IR S A &8 3 #1043 4R
22 T AR AR . H B DR AE N H B A 2 5 20 i P 1 R A s S A0 I S A% BB A R 1Y)
HH, MR N BEERI A, LS — RIS A Re R FEH AR A A GRS R,
WIS B LS, A S R S EE DL 2 B IR Y AR TE, AT RERPR G y-5
G IR B IR K N B SRR A Reti /MR, B S IR M IR AE W i v ik — P R S BE J5L,  E4E
4% C 5 NADPH 258, il —EMR, Ha A REEEER, £ NADPH 25F, BE K
BAEABEHMNENER, 46255 IR0 L. DNA 1E& 85 NMEVE 2 B EZAE D RITE S
i, IFEMBRAR. o, IBEATE LRI T IR EEEH . R ] SBOT 2 R R 1
RAZRPE ETE, R R4 B (Neural Tube Defects, NTDs) ) A& A= [1] PA K Hofds () H A= S b, il K%
PECHER . IEIS L. DU IREEEE2)56, TG 5 R AR T B 2 KT, (EIRIGTE K & F HIRIZE T3],

HH AR SR A i E A DR SRS TR A T AR AR AT AR R, LR MR EUIG JLTE K & I R Hh i
Hl 2L AN () ThEE LR s . HAEBE T SEBU. B4 LS LIET:, EOREE T S8 Ghkk, &
M A R E DLRIE S A TE R A . W™ BB MR B IA . Down ZEGE. S RO, B
PS5, fEfaFEANORENEZRES, HAERERETREE, ¢ H TR RNk 2 E XM
DX ER = L B2 U RIBE T () E RN, IR ES KB Bt 2k m E . | EFFELH 20~30
73 RIR AT LA R 7 ) L b A bt AR J 03 RIS A S R R B e R R ) L S Ui TA 80~120 J5/4F
R AR N TLEEUT) 4%~6%[4] - AR ] H AR Sifes s D0 B o, 81 ) HE AR e o R A 26 Bt S
A, PEREETG e SR ST SR ), 1L 648 SO 4 [ AR SR PE IR i G 4 [5]. Mosley 55 NRFFTIESE, 0
2 ] 22 34 I P W R 6 I 70 TT DABSAER TG Lt A S b 1) s U (6], 9 LS5 BBl 2 SR IR B AR L, SR
FH I BRZH 46 H 0 2B R iR LR XU 3G 0 T 2.48 5[ 7] dOnS iR 5 Hh AR BRI 56 2R O BIE 7 BOR B 51 S AT T
HM.

2. HBRS#HAEmRR

NTDs se&fig T RIGEERHAN K T 2 3~4 FI, FREE RIS FE M SE R BRI, A& — P LR
WX E RS SR, FEORFETMIRTE . AR BRI H 55 . NTDs 6L, B4 JLAET:
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RAATRIRI N  Se R AR TN FTH AR AR 0~5 % )L H AR SR IEIR DL AT T A 1 45 R R %
RAGIEEIZ D, B 4 SRS NS RO . M4 R GG BRI, B, 45 5B E
) 18.175%. 17.104%. 13.164%. 12.150%[8]. EHaIL24 k7 e LT 0~5 % )3 A B b i Bom %
1L, SREWATR E TR & 77, XL 2006 45 1 H 1 H~2010 4 12 A 31 H 1) s AR 1 L= LA
0~5 % P48 LI AT AR BN 7 i A, L0 2 H AR B L 981 9 HH AR Bl fea & A= % 158.63/ JT HELE AT 5
RS RO  JRARIIE . RSS2 i A S R PRI AK, 5 s A BRI Y 60.35%[9]. Hitkw]
W, BT NTDs % Fil By H A= sk A B 2 2

NTDs ) A il DA Ay 2 18t A% R 2 AN SR8 IR 25 3k (R FH I 4 8, s fE 22 JE DR s AR i kil -, IRfiRE
Z B2 B S PP A SO TR - 1 se i, SRR TS O BT SR B, AR AR R R R L i
RIE4 WM, BT BIEAWTI . Wilson £5[10]. Mosley Z5[6]AIS 11 HIBF ST R, IR Lk
NI ERER Z 2 NTDs MI— AN EEEIG R ER, BEEIEEYRANG ) LA B % B0 S SR b it 2 P R A
LA NTDs BIfERiE . mG il a5 [12] 80 5 S48 [13] AT 70 2R 21 1A Bk =2 MR fe 4 4R NTDs Jis LA
SLRE, XS ARZH AR B, AZ T TERR I, TR NTDs R A HE R Fp1E A,
AT T 50%~70%NTDs ¥k 4 [14]-[17]. Blom 266 748 tH, Z2#i%h7e 0.4~5 mg/d IR, BT LA# NTDs
(R R A 2R IEAIC 4 F5 (1]

3. HERS XL AETS

Fe RV TR G JLE B A AR AE RO IEBOR A HUR R, YO D Re = A2 T SE bR i 72 s 0 i) —
ARSI, TEATA B A B Tl iR Lu I [8] [9], tH2 SEGEMG . = FgE JLAET R BRI, F2
FRAAHE s (R b B Ai . = R R SRSk R %5 . E AR 2, i A A e R A O A —
YA AL R 2 AR R R 3R R A5, 5 H AT b SR R A B . IR -5 50 R O JUE 9 PRI PF 75
EAWF R B, ZH TR, HEREZ e R QIR AW % . LiD SR A RSk Tot 7, vk
Mthfr+/+H1 Mthfr+/— £ S HENE Mthfr+/—38 B2 i85 2053 45 T 1R & B AT IR B = T, MR 42 14.5
d i, SMERAEKKERI. 2RELERESE R EBEITRE, KMBRAEKKEREE, O
Ik () R A S bR Mithfr+/—2H5 Mthfr+/+4H LU B BTy, RS Z IR 45 1 0 B2 A bt
BT . X U0H MTHFR J5 PEREAREL T MR BRI & #8 o] LA IR G i = 26 . i R B iR gz, IF
HOERE IS H 18] Shaw 251 A BESE ™ AR FH I8 5 s BB LA RV S 8 RDIR LB, 32 FH iR
S AT DA/ B 4 = [ B B 40 7 Y R T A R A [19] 0 B 4N, AR 22 K — TN BB 9 0 BRI TR 2 B, b7 &
BRI 22 Bl e 26 22T LA B e LR A AE S RO IE R [20] . Botto S5 HEAT ML X 58 2093 451 %o REATT 72 72
R, HAEEMTE 0.4 mg/d (1B 75 AT DA 5 R A% 0 IESs A Sl T % 35.59%0[21] .

4. HERSEBR

JENS R FERALIAAEE 4 FIFIEE 10 Ja WISk 20 23 B A 42 53z BT 51 A2 1) — 2L 0 T 0 56 R e
FHERUFER. BRNEREIFER. A REITHE, DFRREERR N ERE ETHES. HYE
22 AU A L, DAEA R IR G YT, X m N R A KR S R 5 B IS R R KT
FCHBIHAAAEG W, ARt — DT, ZERHFEUERAMERRA)FE T CLP MR, KIL CLP /I,
PSR S AN ACRER ,  BEAR R SRR G B AN 7P S B 4RI B AE GOIGI 1, I Hh BiLad 2 A 44 ffg
BT FMIEE DM E MRIAZEE], Rb BERACEFIC; ed k4 Al cd k2 BEHEEFFAR, KSR R:
FReERALIR, 107°~10"° mol/L HHRR AR RS B R 15 BT RA B I, £ ZR UM S A1 SR R 6 e [22].
Wilcox S54RIE, SEYRFIIAN TS ER W] LARD> 1/3 (S 2Em T LI i A2, b 78 i TG T 4B 4R fs 1 A

)
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WA R4 RN [23] o Canfield Z54R3E, 5% FEAEREAR AT A1 2ol MRS B 5, BRI A FR T (%
T 12%[24]. Munger &3 5% 5T FEE FE I BN 2t 35 N IA o0 IBoE 7, WEE4EE R B6 MR
GRZ X HAELE S VS I 2R (52, 45 R R 4E AR 3R B6 B 0 28 N BEJS I 20 35 2 I HH s B R AH G
Ph, T ER SR Z 0] B 2R A A0 RS AR, ] 2t 28 AR RS 39, A 2 ) O L8] 0 73 B
YL R B6 SN AC HAR SRR 8 NBFRFIEAN A 55 [25] . Bower S5 HEAT A5 B0 HEAIE 7E 7, Sk gk 30
#hrekd 0.2 mo/d I IRYLJE FS L ) A A2 3 BER AN FE BRALAR, (EESETH 7 X [26]. WFFEas RAIA
—HATRE SHEAR RN THGRRKAE . BT R Z 7 DL R A0 R R R R K

5. MRS H th H 4 GRBF

B 75 BIRsh R S RO I RS S 25 TH % DA DG4, iR Z 1 n] DL S SO AR
BEr R AR BT, B REEARE. B . AT T8

Down ZEAE(DS) X PR 21 =ARZEEAEBSE KRB, & ARSI e i, RGNS T
T S5 L RSB A% 1 5005 - Jamies S5 N T Ze it BRI R AR A DG 6 A1 PR B B8 R AR B A3 51 i DNA
ICH B S B ERAT B, TTRER Down ZEEIER AR ZER, HMNRE B H S RE LRI, 4
H DS LI EEEH BRI F KT 400 Lo/d[27], BEEHM BRI 2. I8 LTI H 2 05 RIS
BERBANE, ML IS KR, HREJLERLA 1/4000~1/5000[28]. 3 e HE {8 FH MR
s R I R AR 2 R R T 21%([21], R RS [FIFELE 0, HH I mT DB ) kb 78 R A b
IR th T A AR R v . S RN T T B M T 2 /N L DL AL e T, et i DA 2H 410 0 i
MR 2 —, KFEFEL)N 1/1000~1/1500, [E NGt 1:2800, 28%~72% K ILALE, A 1/3 1
B AR S5 AP A [ B2 O HE(E Dh et , P B () LI AR VG S A O R 8 , 280 B4 AT IRYT
5L R SASRYTE 51 4[29]. Myers S0 4E R B R, AR T FAALT T8 R AER N
0.31%, TfiXTHEAZH M 0.16%, JHEEREEAERS 5 OR 18N 0.59(95% Cl: 0.33~1.07) , RIEYRRTJ5#h7¢ 0.4 mg/d
R IR AT A AT D P A S B 1 R B8 419[30],  [RIAE MR (A S AN 28 AL

i LRTR, BRI SCHE SN 2 i B Z o AR B S EEAE R, AR B R, R
WS BONEES: . ARSI T I R e A . BUARVE 20 50 R DR GR A0 5 1R - BR B A4 HE 2B B s
PIRIRRME RE, HECHETZEEIR T &M A3 DA D H i) 2 iR 48 724 Jm R A,
BN H BT A EATE R & J5H I BR (A 78 B 4R Hh 7 I BR TIST A SR e B & P ARIATL AR 7 T
ATLAEAS, BEERFFCREE— DR, R 20t N2 M0 B8 K ok
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