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[ Abstract]

way cascade has two distinct branches: the canonical Wnt pathway and non-canonical pathway. The research of wnt/

Dysregulation of Wnt pathway has been studied in many diseases, including renal disease. wnt path-

[B—catenin, the canonical wnt pathway, is the most thorough. wnt/3-catenin is a developmental signaling pathway that has
importance role in regulating nephron formation during embryogenesis, injury repair and other kidney diseases. Howev-

er, how the wnt/B—catenin work in renal disease is still unclear. This review summarizes the recent progress toward under-

standing of wnt/3—catenin signaling pathway and kidney disease.
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B /INE ) JB i 28 8 B 2 2, 2 B /N ) Joi g 28 e B
2 )5, B-catenin £ 35 B M T K, 1 MMP-7,
o~ SMA I FRIE /K52 B0 55 B /N ] Jo i A8 ™ o
FE— 30, %45 TR 20 M wnt £5 538 [ N T A G Kk
PTG AL IR TE TgAN (1 B /NG 18] JS i A 4o 7 vh e
FEEM . &S EX [gAN BUE B PR 153
Brint % 8L, IgAN i35 IR Hh B-catenin 7K P-4 1 i B 12
T, HAMLHT HARTE 2= 25% 11 B-catenin /K-V- 5241
A T RA TR 2SR RIE s A (e AR

PR H B-catenin (1Y 7K V- 25 Y AH OC , i A IR 1M bR 4H 5
BN I PR AR L, PRVIR I PR 2H B-catenin 7K - i 2 T
151, $&7R JR B—catenin 7K V-5 R R 0l bR %) K A A7 A 5%
YK AR S
2.7 'BHEMIE  B-catenin S {2 3G FE FIHT T Y
— kO A 1, TE R I O E 7 T MR P, AR
TEIE W AP PR, 24B8-catenin & 4T HE
B 15 J ol 22 L wnt 38 % 119 55 005 ) L B—catenin Hi JiY
JIBE A A E A 20 92 1Y, B B-cadherin 415 14 41 i 18] 719
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3¢ 22 [ f#B—catenin AU HE 11 , 73X B—catenin 7E K K
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