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Reynolds %7 )AL AF BUIK 20 B H 1 28 T 41 i (neural stem
cells, NSCs) » 5 B 1 i 4F il 7L 3l 4y #ir 28 50 A RE 77 9 WL &
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BLH 4 K 58 2 D70 3 2 . (02 B BT 23 55 Wnt {5 558 #% X H
WEAEEEM.

1 Wnt {5 S8 8%

1.1 EARZH Wnt 5@ E DA 4 4 (1) canonical
Wnt/B-catenin pathway(£:#l Wnt/B-7E 5 H {5 5@ #) ;5 (2)
Wnt/polarity pathway or planar cell polarity pathway (°F- [ 41
MR P %) 5 (3) Wnt/Ca®" pathway(Wnt/ 45 % 715 5 #%)
C4) TR 15 275 I 4% 7 1] RS X R 40 L 3 R4 A 38 8% . T AE NSCs 11
Sr ARG T W I 4 Wit/ B-catenin {5 5 5@ %
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H R\ N £ 88 Wnt/B-catenin {5 53 i 322t LA T JLF K
Sy R R W B, 2 — 2840 W B B &k IR MR I B A K
7%, B Wnt 23 W& %, i Wntl, Wnt3a, Wnt7a 25 ; Wnt 5%
1A%, B0 2 i B B2 (K 25 19 (Frizzled , F2) R A %5 3 A% 25 14 32 14 4
5% H (low-density lipoprotein receptor-related protein, LRP) ;
B 1 (dishevelled, Dvl/Dsh) , 76 is N2 £ 3 Wnt {5 5 I 4E
s B E R | o(casein kinase [ ay CK T o) o 4 A5 50 Bl 38
fifi 33(glycogen synthase kinase-33,GSK-3B) , 45 7 Ji# 98 P£ B A
W5 3L K 5 1 (adenomatous polyposis coli, APC), fili & (Axin) ,
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