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FEA 2 A RS RY T RE X, BP0 0 19 MH1 X (mad ho-
mology domain 1) F13& %t i i) MH2 [X (mad homology domain
2) WEZ I R AR P i X . Smadd /N TGE-B {5 5 i
% 4 0 N 15 1 L BB 98 30 TGF-8 1 B 3% & (TGF-8 type [ re-
ceptor, TBR T ), AT 3 15 410 i 19 25 4 . 43 4k i 40 ffg J& 10
TGF-8 T 32 1435 165 30 Smad2 ., Smad3 #9315 185 B 1k .
M5 Smadd W HE S RELA LN, IFEL 5 DNA 454
B AR AR T DU A e 3 7 1] 3 Y B BE R g # 5 . TGF-8 2
— M Z T RE AN N K 5, X 40 M Y A G B L oAk B R T R
WAEA L TGE-B B4 i K 2 %5 1F & 40 S A ik 9 20 i i A= <
Smad4 I F Y RIE 78 2 T TGF-B {5538 P& 1% 1 b 1B
JWhRE 240 M 6 S8 T TGE-B 3 il 7 T, 5848 fff Smadd & 5
PR N BE SR Y D BEZ B AT RE S LA R 4 DR O (D)
MH1 X & 25 i A fE 5 DNA [ SBE(smad binding elements,
SBEs) 45 &5 (2) MH2 X 1 % 42 L 1k Smad4 (9 4% 8 07 » 3 5%

YEE R A BE LI (1984 ~) A5 - BF 5 AR 7R 152 » 22 28 )N 5 i 3 Mo O B 5

SCHEKFRIRAD : A

XEHS :1671-8348(2013)24-2923-03
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