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P57 7 62 & % B ( mitogen activated pro-
tein kinases, MAPK )X ik £ &£ 40 N 3 K: AN EF
W ¥ B ( extracellular-signal-regulated kinases,
ERK ).c-Jun & 2t 3 3 B ( c-jun N-terminal kinase,
INK )=k bL 3% 7 b & & 3 B ( stress-activated protein
kinase, SAPK )Ll % p38 MAPK., & 114 iE 557 40
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REZWEN R, MAPK 83 % % f i 7 %
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Smpmsgmm A £ FHkA Y HER,A
MIRRIE REEMBENXRZATRTIREFR, K
AH 5% EHHERATHASEERERAE
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Ak £ K H F- ( transforming growth factor beta,
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TGF-p @& 1A NALE, vl 22 A%
HEE B, T L Smad B A X kth# 5.
TGF-g 5k E X K44 E, TR ETHE ]
AT EEB A, JE A #— F 8 R U IF B0F Smad2 &
H. Smad2 5§ Smad4 %5 & F 5 % 2| 40 o % W, BE
ty Smad & & 4 7T 4} 75 H At # 5K A F ( transcription
factors ,TF )y 1E Al , #7E /5 TGF-B 4 3 2 bl by %
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I, TGF-B F 54 FRBH AN ZRAMEHERS
RENEEZHX,

78 M £, #( reactive oxygen species, ROS ) & & &
HEEE, RANHEARELRZIREYT X BELY
T, PKC 5 & & B & B 5 B 5 ( protein tyrosine
phosphatase , PTP ), E 7 #F % & #1 ,MAPK 5§ PAK [
B4 % ROS ¥ ', AP-1.Ets. Smad #7 Snail % #
FKEFAEA S EBAKEE . T AP-1 7 Smad
#4414 PKC #7E 7| 2 TGF- B LA ROS 1R #1 B9 & =X,
B . Ak, ROS T AT AL B 3 F o B G LR B TG
B EREFET Est-1 iRk, § EMT M H% A %
# ROS ] % 48 % #£ B . 3% E-cahedrin . integrin £n
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BIFE S RN F 4, B TS i E e
MAPK #2 PI3K/ Akt cascade 4 3# § ty 57 122

Trastuzumah( #f &] ¥k 2 41 ; XU Heceptine, #f 5
T )2 % K AL By % B % ( receptor tyrosine kinase,
RTK HER2 #7 % 5 [ 4t , T 1998 4 # FDA $it
ATHETIRE, ZH —REFE AN ETERE,
Trastuzumab 5§ RTK & 48 Ji 484 &, T F S 2 W
b, 51 % HER2 T8, & 40 i Bl 31 P (2 5 d R4k
#ith a &M ER ™ F #, Trastuzumab
T4 % AR R T HER2 893 % 35 16/, I R
A0 7, Trastuzumab 3t % 14 5 K & 36 97 o 4
VLR B R ATy KT B A
L@ AT 2 A B, B A B2 Trastuzumab ¥ # HER2
TRKEFWEFHEFLK D,

ABL ( abelson leukaemia viral oncogene )& —Fb
EME AR B R g, T IR 5 R R A CE M 40 e
03 44| #| STI-571 ( Imatinib or Gleevec ) ¥
47 B, BT A T A4 ABL 5 5 % 24k Tk
E OB R B 8B LT T Fl kK & BCR-ABL By 4
B2 B OB E 52 Imatinib ( F & & R UK
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Gleevec, # 7| T )7 36 97 18 M & 40 Ji £ & f 7% ( chro-
nic myeloid leukemia, CML YR E EFIY §f([ 33341 , T
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%7 /N 48 B T 9% ( non-small-cell lung cancer,
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