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JE R ZE A 1iF (down syndrome, DS) , X FR 46 K B AL, S22 0% 77
ML e Wk H Gtz — HRWEAR
1/650~1/800, R JLEH BA ™ EME Sk & IR % M5 1]
WAMHARRERIE . BIL 21 SR AR =1k, 21 5 @k
Pk ik B B DS 80 . A5 R e 66 0K R 43 B9 38 B TiC
WH 2421 SREaER, 5SIEFRFAGIEM 3 4 21 S ek
J2 AT BN T A9 AL L A AN — SR U a4k 9506

BIPER . — BOA R e A 1 B T 2 AT RE 2 51 B AR
SrESEY . DR 22 2 M AU R 22 A 0 R KU 1 9T A B AT

BLRE S RO — e 5T R WY B R B R B S [N AR 7 0T B S
25 A iE 1 fe B R 3R T DA S5 PR A ST X 3 R 2 i XU a8
AT VEAL S X0 DA R A R ) 8 PR 2386 E 1 s AU R A T 0
SCA SR AR £ A P 5 R IR LE A AE R R (9 AR DG —
1 HBRHEEXERSSESERESIE

MR e K B R FEE A A IR G : (D
g T A A% IR R W e v W AZ H R 42 ik — Bk B2 7E DNA F
RNA A& b e 5 2R B 5 (2) Sy R B0 e 4 i 2 it B 2 fifi
Akl SR & R (S-adenosylmethionine , SAM) ; F 3k &
47 DNA T g M e e I &R, SAM /&2 DNA AL 7R ] Jc
B AR AL G, R Bk 2 W] 2 DNA A fasd . MR
AR AR v A S i O R O i L R A I A R

AR B EBRT B ENREREZHY TS S, HAR

o A R O R R 9 A 2 | S e e ) 1 A A P L S 0
A Ao AR A0 ) 2 B R K 7 TH L SAML AR s
S50 DNA M F 254k, 5% 0 e i 4 B85 % HRa B 1
1.1 MTHFR KN L& 5 1077 B 5 7o & 0 B 5 JR G (5,
10-lethylenetetrahydrofolate reductase, MTHFR) J& i fig 1 #5f
B G B i A 5, 103 HY ik PO AR I B2 580 Jit Dy 5-HY 3k P A I
PR 5- FF B DY S R AR Sy RS AL A I 0[] 280 2 e 20 1R 1) 2 24 R
FEAL , A4 003K [) 280 2 Jo 20 R IE 6 KO 4k 2 A IR N
B0 IR fR-SAM.,

677C—~T 2§ MTHFR H [ 55 # UL 7Y 58 728 7 L 1% 572 Al

4 e A MTHER 223 fi 8 N & B2, 5 8 MTHFR
THPERRARS Ao B R ALK M X A F JE LR A &L

B SR MR QS 7 B 2 M B K T T R, 677 £ T 554 B
PRI A% %< ) S 3 5 o R G 4R iy MTHERG77 o7 % [ 98 4% 5 ke i iR
RS ST 51 DNA R B4k, i 2 2 IR G AIE 1 fE
KRR, WE.51 %k 7 — R LT MTHER SN 2 545
S RER A HE & KR A AR D M 9% . Sadiq 45T FE X4 B4R &
QR JLEE SR MBS Ay MTHFR677T S5 A7 4k B2 i [G
LA ERFE R R AR L 7Rk A FHE BB b A R B MTH-
FR677 (3 £ 2555 DS MR J ™ .

1298A—C J& MTHFR £ 5 — RN i L 5 B REGE
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TEMAESC 52 ) T ) 2 1 6 . Meguid™ i 13 6 3% & 42
1A B ERG L9 B 25 L 48 461 A= e B IR L 19 B SR VR X L R
B MTHERI1298C 4 v K B 75 J 51 2H LU A5 0] 6 189 5, 22 4 IR 43¢
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1.2 RFCl1 R ZEME 1 JFE M 8R 2K 3 [ (reduced folate
carrier gene, RECL) # i iY 14 J5 i iR 28 1A 2 41 28 20 it A I o 45
BN TR A 2 AR ARl 5- YKL O A e R R A A5 Al i P AR
RECL JEH 5 80 ALAFTE G— A W& 9 5¢ 4% , 1% 58 A8 ] 52 il - R X
Y. Scala FEUAEXS 94 4 A4 F R IR LY = R A B 3R K
264 {5 f HEXT BB 2% A B 5T o & B RFCL 80GG £ [ #5717 35 J
IR B IE X T 2. 05 5. 2 JE IREEB IR fE b B R . HR
B % e 4R 8 I R & B RFCL AR [l 3% B R 76 4 75 DS g
JUFIAE & 4 B iR LY B 256 o 4 A A2 7R W] 1B 2% 57 A RFCL
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1.5 HMRERRERZEME MH 4 (thymidylate synthase,
TYMS) 22 & iz ¥ B I 5% % B (serine hydroxymethyltrans-
ferase, SHMT) f1 — & M R if J& fify (dihydrofolate reductase,
DHFR) 2 5 MR B — ik B2 1 A, =38 5 R IREEB 1R &
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