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ERK2 % 5 T#E A%, O & BB 0 — R 1K E A
Bt MAPK Z5 1) — > % i LR .

MAPK Z: 5 Z % 2 #1055 $8 of #2, Q0 40 B A= 4 L 31
BEL o3 A AR T AR R BB R AE AR 245 55 . MAPK il
6 A BT R 20 0 DR O 2R O T R K 9 e A A
TR A5 BEAE T, R R 0RO A . Liu
2R MAPK 5 B 70 7 4 4 Ak A Ak o ke B R
PV E . 164k p38 MAPK i B% e % £ #F BB 48
i1 A S AN (T = i i S E N 1= 3 N
MAPK 3 8% 75 {1 i 98 7= 1900 1 08 1 47 5 3 Fh - 17
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LBy ERK3 AE % HIl 55 Top2 )l il 7] 51 & 9 DNA 45
1. Marguis %" (5 5 % B, ERK3 25 T 40 g %
& (T cell receptor, TCR) i 'S 1y T 41 it ii§ £k , ERK3
BRFE RS T 40 7E BT CD3 BT M A 3038 F AR R .
H,S 55 ERK3/4 52 5 B 5 5 H i 5 2 41 % 5F 5
RIE
3.3 H,S 5 ERKS 55EK

ERKS ¥ 0y BMK1 ,43rF &4 120 KD, ERKS5 fg
AL T L 20 ML N B 0E A8 AL 3R B AR T T (epi-

dermal growth factor, EGF) Fll f# & A4 & A T 55 i
™ o ERKS 2k FE & %, 2 55 40 e 1 A B v
T A 22503 A N5 5 e T e TR R
il 3R T B T 25 DL % VR B T A0 R A Ak AL
Aok, X ERKS 9 0F 5¢ 3 %4 P 72 ERKS 5 [ O
%, EGF W] {ifi fk ERKS , J5 # fi¢ #f DNA #4515 5 1
20 it 98 72 [N F ( DNA damage induced apoptosis sup-
pressor, DDIAS ) % ik , J5 # i i I B 56 25 14 ( B-
catenin ) JE& [A] {i¢ i 8 20 Jfd %% #% . microRNA-200b-
3p BEME T IH ERKS 10 il i o e 48 58 I b B2 [n) Jo %
#t ( epithelial -mesenchymal tranzition, EMT ), & 3
Bk A8 ERKS 5 3L 0 = 28 S e 25 e i S+
K, i ERKS il 580 45 B2 8 B i e b 259 . H, S
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