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2 EMT &%

2.1 ERHET

FF 40 JE 4 K B T ( hepatocyte growth factor,
HGF) #44k 4 K [H F ( transforming growth factor-,
TGF-B) JiE & EFE4E K A F (insulin-like growth fac-
tor 11 ,IGF-1) .} 4= K K F (epidermal rowth fac-
tor, EGF) | ML %% N JZ 4 & [ F ( vascular endothelial
growth factor, VEGF) 252 5 EMT, HGF {E R 5
FER C-met [ ECAR, AT DL ek 2% o988 4 i 2% 1 E-cad
1434 7% AL PI3K 5 ERK1/2 {553 #% , T fie i
EMT'' TGF-B1 i ) EMT B4 i 7 & BT Bl2%
b, Z 5 B 5 K BT 2 AR T NN
Hi7, TGF-B1 5 H: 37 f& ( TGFBRI &, TGF-BIT) 2%
G WS NIHE S, R EBCT R E 1 Smad2/Smad3
iRl , BEER 1L A Smad2/Smad3 5 Smadd 455 T ik,
SERFAL B AN N, PR 5 s PR35k, DT 410
il_L Bz 4 bR 75 2 1 A0 E-cad 45 (55 SEG 1, S 5L
Y EMT JU 10 % (R8RS . TGF-B i1y L4 PR
103 -4 S ICIBGR o) |0 WA - 3 S i S v i A 1 -3
EMT™, Gy 400 (4 T 400 B 40 K A+ 5 40
J) (RS T PE] TGF-B A S EMT, HAR AL
FIRETE T 3R PR 2% AT 3% 5 o Jed 4t i %) TGF-B &4
PR IGF-T1 o] LI B-HE 3R R M 1
B AR WAL AL BN, T LA E-cad BYRIX,
AT EMT e % 4
2.2 PR R

Ji% S iR 25 [ I ( tyrosine-protein kinase, TPK) ,
£JFE Ras . Rab . ARF .Ran .Rho \RGK £, 75 fity& 2 21
iR Ak, B S AR BTN S A R AR R e A B

ZHE

- 346 -



WRUIEAE , 45 - b B I ST 1 S5 IR e B8 T e it Je

%49

P HBERR AL, 4R MR 1) & 2 & S . Ras AN )
AP TGF-B 1753 B 41 B AP FE T2, 5 TGE -
B FUBC AN , AT 2E I 40 % 2 EMTH
T2 % P b 98 R ¥ % B RhoA | RhoB | RhoC.,
RhoE .RhoG .RhoH ,Racl ,Rac2 .Rac3 FI Cdc42 )13
JE#ik, Ellenbroek 45 ™ #2111 Rho 755 40 i 805
LR ) 22 R I L P A A A T A e R
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2.4 miRNA

miR-200 % % #1 miR-205 % EMT £ & %L 5%
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EMT # % 7k, 445 b e 87 miR-155 {E N
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KSR B R L EMTT

EMT ZEMpR 222 F A A 2 AR EMT 1)
T RAENUE 5y B 4% AT T o B o 2
AR IF 5T A S, 1R 22 T I T 9 T I A AR
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