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2% B AR G SRk, X T B PR VE FA ML A 5 1k
Treiid , DAz AG & W0 i i — 20 ko A 42 AL i
5%,
1 % ZEAEtEsE

S L 4 R A AR ) AR A RRAE R E AR AR
K ORH EIEA AL IR B R R Z R
B ZR 5 AL, DRI, 00 7 e 2 A 2 sl A KR B
HIHCIE 25 ) R ARV E R S i WAL 2 — . (G55 S
I SRS R 3 (STAT3) AR AE P S5 S 1 B0 2
, A5 Janus 3 (JAK)/STAT3 {5 538 f&”, Khan
ORISR I, # R B AR A K T2 /R (EGFR) B
A TR 5 72 7 it 240 M 35 SR HOIG FEAE F  EAL
AN 8 A T AL - 3 A it/ L 3 ) e 1 5 3R A 2R
F1 (PI3K/mTOR ) {55 538 [ il STAT3 {55 518 i . 17
U A B, WP R B AT R ] STATS 25 1 1) 3%
K, 5| S 200 A S TR % AN e U, 4 B g
TR AR . BIERUORIK [ A I g R B, W
R B4 g A L A B BRI ] S STAT3 TEPEA ¢
R IR 1 2A (CIP2A) J& —Fh 14 CIP2A (PP2A) il
il , REAE i2F 22 Bl S IR 09 A K RS AL 2 IR IR T
AT R A MR/ T At AR K TR T 32 4 (C-kit) & T
iR C-kir b iy TR 52 AR s 2 R VA 23 R AL %, HEm]
M3 — FR A SN S R A i SE I DA R T A
AR I AE . OGO ST 3R, W 2 B Al T A
CIP2A/PP2A/C-kit 5 538 % & #2410 il 2P & 1 11 1
A M A= RS A B E TR R Y, 354 & (integrins)
JE—FIAH MG 73, HA R 40 ML SR N R A Aa i
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VEF , 752 24 109 225 5 S0P e 1 i el At w43y 2 o
A, Gupta WS & B, 8  % B 7] 18 1 integrin-
N F R A K R A2 4 2 (HER2) A5 538 41 14 2L 9 4
Mk K . Shang ZUHFSGY & B, B K B Al i@ L I B
R E-5K 11 8 AL (PTEN) , ] Akt {5 53 1% R 384005
AT ] o 2 B 240 M0 AR G 78 . Aribi S5 98 A BHL,
PR BECG 2P0 R S U e, AT S 2 ) LR
20 00 I U 2L R 9 S P R A e A T AR B 1 e g 4%
. El-Senduny S5 HI# 4 3R B XTGP §L958 40 M i1 7 1
AbFR, e BT A b TP R (ROS) 7KK, T I 40
JitL 4 I8 5 B 3 EE 12 (pERK1/2) i 8% R 1L STAT3
(p-STAT3) /K-, i 3 48 I A1 XoF B 56598 240 B 14 7, A
AN AN 35 . AR R 5T R B, 3 7 25 B Bk
A RPAR S AT i 30 STATS MR Ak , HE i & 4% B Rt
JHJE A A R B8R 7 IR Ah AR IR ABTZE 3 & B,
2 B ] LI CD133+HepG2 [ T 20 L FE 41 A () 4
e, HoAE RPN 8 5 I8 STATS iR Ak , 328 1 i i 41
JiJE 12 1 B1(Cyclin B1) \CDK1 fl1CD133 ) 3R3A",
2 [FEiEAEEHEA

21 e J 302 A0 2 A h B SEAR LR, AT (A4 i
473 3 200 60 ) 0 R R P AT 22 Gy B ROk R A T 4
B UL ) 4 L A e 200 REL VS 7 S — B R DA RELDBY
35 2 H AT IR T IS S . BFgR R L W
2% B AT LASE R0 STATS 16 Pk , BELTAE 22 b 240 i (
i 95 Panc-1 . Miapea-2 4 Jifd , 11 1fiLJ5 K562 21 Jifd , M 93
Hep-2 41 it LA & L1595 SKBR-3 . MCF-7 41 it ) i A G/M
e HA AT R IEIE AR Y 2R B L 21 A
FIVE FHML I A3 F STAT3. 15 1 Yasuda 255 5% &
B, #7772 B X STAT3 1GPETCH2 M, {H 0] B#AIK Cyclin B1,
2 i 43 24 5 A B 11 25C (CDC25C) 1k , 10 e R 25
F 1 (caspase) 16 PE , UE 75 525 B9 40 G A BEL i A
JAT. Guo SF™ S K I, #i)™ 2 B A5 STAT3 (34
T, T A2 A o A 200 M ] 3 DU 384l 1-CDC25C-JA1 1A
T K 8 1 38 1 (Chk1-CDC25C-Cdk1) il p53-14-3-
3-of i T K i 40 AL BELI F GoM . F i, oA
15538 Bt 2 5 7 3 2 B B IR 41 i J5 0] a4 1
F . 40 Dandawate 55" B 5% & BR, %5 % B Al @ 1 1)
il Notch {5 5 1 % , 75 5 Go/M HAZH I & BAREL A . 54 BF
RN, FH PR B2 RS A RELAS A [ s AH (4 5800 38
5 i A M A 2 AT G o i 4N Chan %5/ Zhang %5
WFFE & B, 8 7 F B A 43175 5 -9 BEL-7402 4t Jitd F1
HepG2 4 fifd & A S WHBH ; 1M1 Gao Z 98 & B, i 1 R
B ] {dfi 1ij 471 A 98 40 i % A= Sub-Go/G AR o X BEHF5Y
T ER B BHTIIEE A FEALI B AL T T A S A [ Bl
5 I B i 240 ] 30 0 ' P RIOGA5 5 38 B P9 552 il
LA e S g 40 R AN [ TR T 22 5%
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3 FEdMAT

21 i 988 T R0 2 448 A 2 R BL AR A0 B B AR
HF R SEAHILA o 20 I Tk S A g (i b i 2 —
D] 0L 441 6 9 Tt 15 Sk B R B B R IR T I L S
Zhang "5, #PE B ol il a0 STAT3 (i1t
VIR AN T AT IR R B, B R B ]
Tl STAT3 5 53l B A TGk , T 1 Bel-2 ZE A1k, T
VWi H1975 400 T Yar Saglam 5543/ % B
AR RS R T45 M m A0, & BaT 25
AR A IS A R T, AR AL S 98 EGFR 1
JAK/STAT {55 S i M1 56 . Ding Z5948 1, #i % K BBk
A = A4 A S 2 Ramos A0 T, B/ 540
il 12 4 f H STAT3 HYBERR kA3 5% . MAPK {5 53 % /2
Z 54 3G 5 41k I T %) B 25 B, p3SMAPK |
ERK Fil c-Jun 2 dit 4 (INKO & MAPK S5 1) 5 %
B A SE R, 7% 2K B AT 3l 2 500 STAT3
MAPK {5 538 % , 5 54 22 11 41 g 3 SH-SY5Y 41l fitg A
F I K562 i =, A58 & B, # E B ]
i 2520 PISK I MAPK {55538 [ , 75 A T, fe &
A 7N 240 et g 240 B A A T R o R B,
J B YA B USRI R )40 1) 2 L s 200 L e
S H T, HAEFAPLE 56 AkUmTOR {75 538 #%
T Bel-2/Bcl-2 #H5¢ X 8 1 (Bax) FL{E LA K F R PR T-4H
KR RIIA K BRILZAM, Qin 5T & B, #i &
B ] ik CIP2A/PP2A/Akt 75538 i , 75 5 I o e 4t B oA
T-. Klungsaeng %78 & B, & 7 2 B W] 38 1o 26 Fff £
B (FAK) &% T i PISK/AKt {5 53 % | {12 3k IH 45 95
KKU-100 CCA ZH i 1= . Dakeng %" 5% & ., #i 1
Z B AT BHWT Wt {5538 B IE 30 SRR A i R
A (PARP) B 244 , M5 S LB AN T Bakar™
WEFE R, #i R BECA G SR e, vl 3 o 91 o 5L i 4
J& 2 1 2(MMP-2) 3535, 175 5 LR MCF-7 41 i 2
9 SWAS0 4R T . A WFFEHGE , i K B Al
AT T T R AT s A T A
WFFE B W B 0TS 2 R R 40 A A0 A
7=, JF H A4 a i o FHLR o B 2%
4 HIHIEAEERINEZE

iS5 200 Y6 1 ] B 2L R0 0L A ) B R4 2 A g
HERSIEE—4 PR 6RO R BURIE R F LT
B BRI 2R R LA 28 ol e 98 200 B AR 28 1Y
TBYTF 2 A S X, Chai &R R LA 4B K
P, #iy % B Al 3# 1 Hippo-YAP {5518 % & 53 i 45
i 20 M 24 T R 22 B9 AR . Shukla ZE X 2 5 &% B
X e RS PR /N M il R B0 R AR SR O P RS  BUIR B RE
73 052 I 0 <) ek ot A AR S R I AT R
Wt/B-B2E 1 (Wnt/f-catenin) {5 5l #5455, Zhang ZE1™
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WFFE KB, #i% % B Al 3 4% MAPK . JAK2/STAT3 {5
538 B T A MMP-2 F MMP-9 35 , S i & N
AL RS o W I I S ORI S R B, #H TR B A B
PRIJRE 20 M1 22 A ATL R P i S5 4 ) A £ 3 B P 1 1
bRz A B Ak (EMT) ) &K A K . Gupta S F 58 &
L, #HR B AL S0 HER2 45 19 EMT, M1 41 1
FLIRFE G55 7% . Luo S5"HIH , #i /% R B Wil 2 FAK i%
TN ROS A (1 7L RS AN L5582 . Promkan 2P RIS
KB, B AT FLIE 15 5L (BRCAL) BB Y
FLNR AR A0 ) 36 5 GER ANRZE . REIREI R I,
PR B ARG FLAR AN G B G2 RS A28, AL
Al R S RNEIE & /F-IL3h  F/FAK/RR & B (Vi
mentin/F-actin/FAK/Vinculin) #Y 3¢ ik Fl RAC1/CDC42/
RhoA M{F 5 3A X%
5 mIMEERK

Ji e i A AR R — AR S e R, — A Il
BN SRR AR N R AN RS A T SR A AN A S AL S
TV B AE R FIIE BB 0 L PG RS A5 25 B8 T g 240 L Py
Bz AR A AH AR B i 28 2 B 28 I o 4 A ) 4
AR R B AR R 2R AE Y 2 R AR, P B AR
SE 1 (HIF-1) m] RS 8 A Je A K - (VEGF) 45
A A A R PR ) s, A T SR A I A A s AR
[0l SR 2 2 A a3t T LA i SCRD HITR X6 I A8 A4 i )
PP O Y IR A A T S — 2 5 Lk
SR AR RNE RS | DR G I A8 A it 2 B g 1) o 2
Mo Piao FECITEMRSMIEGE Hh & B, 7 2 B RJ R
NIBFEg K N B2 40 i (HUVEC) B3G5 B MV AR 5
i — D TEXG IR E B R PS5 vh A B, #7 R B ] R
W it A5 A A, FL LB A4S A LIS B0 VEGF 244 1)
TR 5. Sinha ZEPIWWEFE & I, # & B Al i@ T i
VEGF/FAK/MMP-9 {55553 % 410 il 5 8 6 2 2L Mt s 4t
FIER A TE R . AN, Touihri-Barakati 56 "B 58 &
B, 7 R B AN AT I B 5B 4 R UST 4 it 3
B, 30 R S A St A8 P9 Rz 20 i (HMEEC) 14 1L
AR, HHLH 53] integrins 45 56, $57n T HAE —Fh
R SPEPL integrins 25 TS E M . G AT DL, # R
B AN AT B F 0 ] el 4 e 1 A A 3 T 3l s B o A R
JSCHE T4 1 e 240 M2 S
6 FRIAZEAEE SR

20 B SR LA A M AR HOE AT S (0 B A5
T AL B L N R ) 7 R SRS R 10 R A0 i 2
FIPEALAN MY 22 F A= 396 2507, Liang S WF5E & 2L, #
22 B Al LLif i RAC1/CDCA42/RhoA 1553 #4520 iy
B TR (S LRN 0 A, A0 A P B RN AR T B LA
AiE , AT 00 A LA 20 M B M98 . Wakimoto S5
FERIN, Wi 2 B 0] 5 R FL I 40 M RIS 2 1 i
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I FFHENE R B AT BRI BR A2 2 W A R 24
YIS = 28 LIRS RS 25 . R IR R 3N,
BHTER B AJ 5 | I ST 24 R A4 R g 240 B A B
BTS2 AR A, - PR 33 R 440 L 14 L s 2 19
B T IR A B B0 538, Yang SRR kI,
HIMER B A5 5 2 kM BRI A R Y 22 U1 8 11 (cofilin)
FWEmRAL , (0 LS B 11 1 A SR 0 M i, DA A T 240
B b T UL, W2 B A] IR £ R A1 G
2 HHA TR RS = R E ER AU 25
ORI
T HMLRMEE

FEM AL AT T DNA FE 3 38 44 23 T sE T
R, HAHE LSS DNA HUEAE 20 8 PB4 AR 9 RNA
FYL L5 H ™, AR SE B, 45 sl 2
SEARTE D9 1 AL AR A A E N DB g & A % g vh
BATHEEAEF". Mao S 5% & B, #i % B Al i@
TS B AL AR (BTG3) , 30 45 17 9o A R 5 475
SHYAT . Shukla S WFSE &I, # Z B w0
DNA H 3 5% £ B (DNMT) fil 4 & (2= 2 Tt 1k B
(HDAC) & 1 , Wi Mg s 35 8 (7SG) , I T I BUR 5
c-Myc .K-RAS VI T M & 2 7 3L 8 (TPG) . Dittharot
SRR, W B W] i e-Myc | Cyclin D1 A7 %
(survivin) (4 sh 1 % A2 AR R R SR A1
Tl FLAR A MG A8 . R LI, 9 2 B T i A
I DR Bl R R Ab 55— 3R 1) SR A8E A% 8 ke e 22 i
Jei A OCBE TR ) R , S U0 il e 4 e 34 5 815 e
IR
8 FZAM

2 if [ R A R SN A TR R s T, A
VTR IR B B 2 400 AR o I Ko T 5 DA e 4
Mgy A RIS R . DRI, B VLR R
WLTIEN” A < — 5 T E WERR T AR 18 A
LI B (5 A8 S, SE A R & A S —
AT, [ W3k BEE AN TR P v i v T 4 L XTIz 384114 i 52
1, PR IR B A K Niu S BEIE RB, 5  R
B L] 75 5 T4 BEL-7402 211 Jifd DNA 45 FIJE T, i
AL LT A Akt/mTOR {5538 B 75 4 A A= /AP 1 B
W s 2MVRAN A WA 3-MA I CQ J& , AT Y SR #i 5 £ B
XTI T WA SRR PR R B S
AL R AR B A R ORI R A . Zhu SRR B, W
2 B A AT LA 1 1955 Jurkat 20 B34 58 L 75 S 405 G/
M I BEL A AR T, 8 A R A AR S e RE 3- 1T
(LC3- 1) (5 1 TI 75 20 M 1 e 5 L Ah i 9838 &
B 7 K B S S 00 B W i N T caspase-3 14
TG PEN P R B S 0Y A WE AT BE SR — A A A7 RO
AW FEARAE , #% % B "] #4fi] CIP2A/PP2A/mTORC1
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{5538 [, 175 SR I 24 19 15 988 SGC7901/DDP 4 fifd
e FwE, SR GX B A R A KT, H A, 1
FLIE SR A B Z M TN E B 5 AW RO
5% 40 Ren Z MBS % B, #1 2% K B RES R FL IR S
MCF-7 41t F W28 i i B, 9 E 8 LC3- 11 A1 B Wi 45
2 1 (Beclin-1) [ 35 , M 2 B0 H 8 3% (0 Bt I Jge 1
F o AN S g K B, 5 R B BRI AL IR
MCF-7 4 g 3 55 F1ifs S LU T4, 168 7T B (2 T i LC3-
I/LC3- T B LLAH , BEAR p62 25 11 RIK 7K SR # M R
B AT RES LM AN & A4 AN Ak, Kurman 25
FERIL,H PR B 51 AT 8 2 PI3K/Akt/mTOR 5
Sl A T M AN 1 s, E T AN A .
AT, 8 2R B SR 1 80 R X e e R 4 A
WSEANHIPEVE R, 5 I R 6.
9 FEHEmEERE

FESRAE J Sl A, 3 B Lk g & A A o
B, UL, 15 S A, SOE L 25 T, ©R
Sk ERTAE S 008K g AR T g 6 Y IR R i )
W R (45, LT BB 2 43 DR A e i, o i 2%
JAs 5 R N Y 3l BR AR OC T ik A — b 7 T 4E
e w7 A9 T, A1 s L P T ol A A e, DT A K 2
ANFAr S IETTE A0 B 2 T R A GE RS, IR I, P
Ui A7 i AT VR A9 E 3R 7 #E 5 . Duangmano 555X
FH W R B AT 3 R LA A MY A K AR FAL
il T BE-5 T PR b il e S il (hTERT) Al e-Myc [
IR XK, HHN, R BB Withanone (—Fh R4 i
PR TR) AT L A% ZF 28R 11 A/C(Lamin A/C) HL I
FE A 98 4 98 26 11 (RB) 437118 (mortalin) 1 p53 5
FEIRYFRIR , BTSN R i 40 o
10 HUERhEmZS

AR, ARG 25 M KA iy T e BB 1k
AERSF A1, e 2 XA B3 ) 2400 P T 2454, 28 1
38 B0, T 245 2 UM 2 R, M SR IE K
B, #5772 B RE I i B 25 2K 3L MCF-7 41 it 1) it
2, AR DL AT RE S 306 CTP2A MITH45E PP2A 15 M4
RO R ISR ARGE W R B W] 55 EGFR %
IR [ 7 A1 18 CIP2A/PP2A/ Akt {75538 e sk 4 il 755 IF
B JE TR 24 s 20 B (4 AE KRR 28 5 IO R A2
ARSI ST A B, E R B I Al e i 2 i 4
Jif 184 5 A9 A R ML -5 40 ] JAK2/STATS 155 5 % 518 ¢
AR SABS R, #M %R B ik Al o ] CIP2A/
PP2A/mTORC1 15538 f# , 390 hil MU0 i 247 5 98 4 J 11
BH , 31175 F caspase R #FPE A1 I T A H BET ™, Qu
LECORE Y R B, HET R B T 5 SR AZ W 24 U L0 AN
{14 JE1 39 BEL Y | 20 T 00 F i At PR O 1, SR R ML 5 g

HEZED; 2021455 32 55 171

p53 Al p21 & 1 23k LUK R I p-Ki2E 11 (P-gp ) F ik
AKo
25 BT B R B A Z RGP ME AT iE R HT

g A T, AR FH AL 3= 202 18 4 4 45 JAK/STAT3

MARK. PI3K/Akt, Notch, Wnt, CIP2ZA/PP2A . integrin-

HER2 ., Hippo-YAP . VEGF/FAK/MMP-9 %5 {5 53 1% , &

AT A B 1 BEL T 200 M S 40 (R At L T A 2

JEAE A MR 2R AU ILAE AR RO A L1 2 | A e st

& S AWk S RA . AN, B R B

UM AVE AR e Z I R AL, 2 —Fh 2 2

ARG 251 , HOXHE 1 e 0 200 FL A e 22 S

P (EARER A, #P R B IR 0T LA R0 e 41 it

MR AP R MEZESFAY TR, Sk

PR B I8 25 W VR L 22 PE At B L 55 7 At 52 A5 1K

A AT KA =R T RCR . IR, HI R B

Je— R BA R T BT RIS W) A5 20

TT A FBIESE o
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