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B1,TGF-B1) id & 7€ i A /K JE pi ok 72 vh i & %2
YER, WAL S AT s 3 L N — &R 905 5 Pk B,
T 22 b B Dt 45 AN A0k BT B 22 DL R i R 2T 4
£, TGF-B1 AJ 5] & p38 MAPK i % ( p38 mito-
gen -activated protein kinase , p38 MAPK , p38 2z %! i1
AL B [ %)  ERK/MAPK 8 #% ( extracellular
signal -regulated kinase , ERK , 40 il 4} {5 5 V8 35 ¥ & ;
mitogen -activated protein kinase , MAPK , 22 24 |7 15 1k 1§
I ) A smad S B B0 L LL A iR R TR] K 40 JifL CT-
GF ( connective growth factor, CTGF , 4% 4 20 25 4= K A
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1.1 p38 MAPK i# &

P38 T W2 5 A0l A G B GE S N, T A
p38a . p38pB . p38y Fll p3834 Ff £ M, p38a &
p38-MAPK i % Hh fe B Y A 1, EREM T IL-1 |
IL-6 ,\ TNF-o %5 % i [ 7 B B %" . TGF-B1 DLk
JEE AR A T 375 5 G I [R) 2 40 i v p38 MAPK i
BB AL, 4k T 5 B0 CTGF 8% 2 . 5256 Uk W] fH W
TGF-B1 X% A5 5 i #% i 1% 16 7T 28 20400 ] 2F 48 1k A
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L CTGF fy 335" o WL, TGF-B1/p38 i i i1y
PG 38 TR JH K B 8 H 4 (aquaporin 4, AQP4) [
3k, BH A5 ik A TR R s DA T 2 i UK B A
1.2 ERK/MAPK j& &

ERK ZIE 45 2 470 ERKI F1 ERK2, 2 5
ZMM ARG R AR E, TERIEA T,
ERK/MAPK #5315, 55 5 AQP iy 3£ ik, 7£ Bell iR
/N B A R Y0 9 ERK/ MAPK AT | 98 AQPL )
Fiko 5 AQP4 A[A|, H HI 3 %N AQPL X N
W™ A AT A A R A T 2 I A TR0 A B A A 9
BITHE Y 1o PRI, 7Rk O R B b M S5 A 22 R G
Y% Ja , TGF-B 1/ ERK/ MAPK il B% (1) 4 3¢ 35 ] fig &
SO BUK R g R 22—
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TGF-B1 {5 5 1% 5 £ % 1 smad 5 K WK 5¢ W o
TCF-B1 541 N BC R 25 5 I8 M Z (R 2 & W, Wi
smads FE A 4 M 4%, 36 5] 380S0 ) e AT IR Y i
B s . Samds W osmad2 Fl smad3 /5§ TGF-
B MR & o Wk IO 5T S Y 1fil 55 % s AT i TGF-B1/
smad3/ CTGF il 5 B 0T , 5 B0 ai M Hb 3 BT ol f1
i i 00 4] TGF-B1/smad3/ CTGF i 72 . 4 41 41 s 4
LT A B R ek O S T 4 £ 1T i R 3 T G R K
P K T, I I e ek 0 R B S B A
ZeN e s
2 Wnt@E

Wnt J@ B% & — 45 20 R <7 015 5 0l 8%, 4% HAR
75 AR 73 IE B B - catenin AR A1l 1E L
(¥ 5 15 7 AR AT INK AR s o W il B 7E 2 Fh
Y20 M 3 b B £ i A b R B EEAE T B - cate-
nin A IE H TS AN AU TR R ' A AT E
B, 1T L5 2R e Ak, O R i A S R L fE s
55 i R K K UL 8 5 Wt/ B - catenin 38 & 3 P 1
B ) sFRP-1 ( secreted frizzled - related protein
L,y P AR SC 3 B 1) A0 B - catenin (1 35 1]
DA 8 DR B R TR i 7 P IS T 4 2k ik 2 Ml AR UK B B
%o Wnt/ B -catenin {5 538 % 19 W 5¢ AT AE Jy il AR K
136 7 AL 1R B O 1A .
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HB-EGF ( Heparin binding epidermal growth factor-
like growth factor, JIF RS HERKERKH 7) & —
ol I AR R A T, B AT LIRS K B AR R IR B A )
IR o W ALZU I, HB-EGF i1 1t % JE i
AV HB-EGE , n] 3 £ HB-EGF R ¥5 & b 5z 40 Jifd

1) 0 A B2 20 B A 2 4 A B b i VEGE 3R 3k i A
IV R0 B b . 39 2 1 VEGF A DL i 38 i 2
faNBEFRNE FREREALZSY, MK
V5 U 5 402 ) CRERE 41 Z0) MU RUKYT . R
i), 7E VEGF 5 35 19 R SR AL |- 1] VEGF BH I 54
i U1 AR 2R H 4T ( Bevacizumab ) AT [ AR e ik ALK 19 &
e,
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Hippo 12 5 i % 72 Wi L 3 40 th 1 1 i 7 5% ,
O 4 A9 45 MST1/2 ( mammalian Ste20 -like kinases
1/2) . SAV1 ( Salvadorl ) , LATS1/2 ( larger tumor
suppressor 1/2 , 5 %1 Wis A5 ) .MOB1A/B ( MOB
kinase activator 1A/B) | YAP ( Yes associated protein )
A NF2 (5% Merlin) o YAP JE 0 7L 3 4 Hippo fi
5 18 B Y T B Ui 200 3 1 o Hippo {5 5 38 B 4K
(9 YAP P F L 32 5503 O - Wi TR K 1B Wi X YAP fY
HRE A2, R YAP 40 g N o B SR iE M S E
R s 1 5 2 BTA HLAE X YAP 45, 2 YAP
B 5 5 55 36 P VGLL4 ( vestigial -like family
member 4 ) 3E 4P 1 45 & TEAD Ml 4] YAP 24
FUIRE . Hippo/ YAP {5 5 i B 16 i ¥ W 16 26 3 Al
SRR PR E T — o ET . 36 E R
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WL 3 9 P A7 E = A Hedgehog H Il 35 19 .
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