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Abstract: Signal transducers and activators of transcription (STAT3) is an important member of the family
of signal transducers and activators of transcription, which plays a dual role in signaling and initiating gene
transcription in cells. Numerous studies have demonstrated constitutive activation of STAT3 in a wide variety
of human tumors. There is strong evidence to suggest that aberrant STAT3 signaling promotes initiation and
progression of human cancers by either inhibition of apoptosis or induction of cell proliferation, angiogenesis,
invasion, metastasis, inflammation and immunosuppression. At present, some specific small molecule
inhibitors have been developed to target STAT3. However, no drugs have been used in the clinical stage. The
identification and development of novel drugs that can target deregulated STAT3 activation effectively remains

an important scientific and clinical challenge. This article provides a summary on progress about STAT3 in

tumor genesis and new inhibitors of STAT3.

Key words: carcinogenesis; STAT3 transcription factor; cell proliferation

55 S 5IHL AT (signal transducers and
activators of transcription, STATs) Fjkise —MAEET
Mok @R AN NS G DNA E A KR, 1E

Wk H #: 2017-04-12;  1&1H H #: 2017-05-16.

EEEIH: b EEY R AR E Y SRR G H TR (2016-12M-3-
008).

*@AE# Tel / Fax: 86-10-63165207, E-mail: chxg@imm.ac.cn

DOI: 10.16438/j.0513-4870.2017-0354

Y0 i RS B A 3 A 5 R Bl 3 IR S o U A R
STAT3 7215 ‘51 T 5 e U0 N1 500 (1) =5 B R iR
T2 RIE T AR R 4L LR g0 i b ), i 4R ok
STAT3 {5 Sl % 5 e (126 & H 28 2 B AT EAL
STAT3 {EMR M KA R R T B R EEME.
1 STAT3 HIZEH9FIE 4 TN8E

STAT F A5 55 5 A SB0E X EAEH,
/& JAK-STAT 15 5@ 2 M EEIL AT . STAT KK O H



+ 1352 -

#j %23} Acta Pharmaceutica Sinica 2017, 52 (9): 1351 —1358
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STAT4. STATSA. STATSB Fl STAT6, ‘& 4114% A A
LR 9w TD . T STAT1 A STAT3 K C i 2k 2 7 1%,
#f4: A STAT & [, bl STAT14 F1 STAT34V,

1.1 STAT3 BI4#

STAT3 [ 4w fith J2 M s 7 T AR 17 S 4 tufk
STAT3 HHH 750~795 NMEIERA L, 7> FIREN
89~92 kDa. STAT3 4515 H At STAT & 21,
T8 7 AES R (B 1): © Sre FYEIIAEE 2 X
(Src homology 2, SH2), fiiT 25 600~700 fir 2 AR,
T EARAE STAT3 H5iFAL I Z KT 54, i STAT3
T R AR, R 2aniz, RAlJF45 5 DNA, 75
SHFE RN, @ Sre FVREINAE 3 X, 7T
% 500~600 A g FEMR, RFIEEZE, DIREMANE
@ A 705 AL HIER ZERBERR A AL 25, %A AU
WAL J5 W0 STAT3 FFJE il STAT3 3Rk, AN
PRSI #E 5%, @ DNA 454X, AT 1
55 400~500 f & FERR 2 ], XANX IR E T STAT3
5 DNA 56 et & R IEEZE R B, &
BRFBEIEX, SHFEEE R, © 3727 M 2%
BRI AL AL & @ AR sF IR E 511
1.2 STAT3 BYE¥ITh&E

TEIEH A, STAT3 & A4 ™ i 4% 1l AR 1k
BRI S H . R T, AR5 2 STAT3 i
R — AN R PR (% [R) Ik AR, STAT3 B IR Ak 1Y) vy U
R AEAE AR IR T U5 15~60 min P, 2 J5 BI{£ 40
P A T FR S0, STAT3 T ALK AR & 1l e iR
AN T LA SO S R SO B Y, RS 4
MR F 5 H #0057 (suppressor of cytokine signaling
proteins, SOCS1-7). STATs & HiG 7 (protein
inhibitors of activated STATs, PIAS) J% & [ /i s & IR
W#&HE (protein tyrosine phosphatases, PTPs) 2501,

STAT3 W] #% 2 Fh 4t g [ 7, @ IL-6. LIF.
cardiotrophin-1 (‘L& £ % -1). IL-5. IL-9. IL-10.
IL-11. IL-12. IL-21. IL-22. IFN-y. TNF-a FflE
¥ (W EGF.TGFa.PDGF.IGF-1.G-CSF fil M-CSF)
SESEART RS STATS A4 KN 72 AR i % e 4
KK T %4k (EGFRs). J4F 4k 4l i A K I 7 52 1k
(FGFRs). R FEFAEKRK 724 (IGFRs). H4ii

N-termimal Coiled-coil DNA Binding

KT 324k (HGFRs). I /NRATAE 4 KK T 32 44k
(PDGFRs) K I % P j2 4 K K 7 324K (VEGFRs)®l,
STAT3 532K IR AL s 25 & FEL T STAT3 C R
X 43k 705 {7 it B 7 s W R Ak, AT 4k STAT3PL,
[F]BF, LA A 52 1k B 1 T 2 I TR i A i 3 T LI
7% STAT3, Htll Src ¥l %, 46 Srev Lek Heke
Lyn 1 Fyn %%, Tyr705 7R b3 STAT3 MAE
e R S N, BERIL Y Tyr705 f75 5
—/> STAT3 [¥) SH2 345 & It & A4 — R4,

TRALI STAT3 M2k L e sk, I B4
FIYH % N BN 1 a5/NPI-1 [ C % — 4N STAT3
SEG X, ATLLREIE STAT3 AN#%. AN, — %
fL 1) STAT3 5 DNA 254, IRk DNA R BTG
FRRIRVE X, X 28 f N oo AL 46 S aH G 58 . 7 A
T AH KR H MR E 37, STAT3 = H AR AT LA
W 8~ 10 MHgEE XS 1) I 17 5 & J7 51) DNA Jof,
XANFFA — 0 5-TT (N) AA-3 B L2,

BeAh, A8 COWEEE 3 7 7 I B R B R L X )
STAT — ZARTFEAH AT 5 I &N J7 T fy i B 22 A 1.
5 HAl STATs AN[H] () 42, STAT3 A LL AR ER (L X
HENANMAZ N, (HRTEALI STATs AR % L Ao
%%[13, 14]0
2 STAT3 EMEAEHHER
2.1 STAT3 SHEEMINEMXRIAR

TEFTA STAT F Ak i, STAT3 5 e kA4 K
AL, BT EURERN. FiRiEI N, AR
JifRg 4 i & o STAT3 5 1E % 4H i+ STAT3 1145 % 3
TR, RFRFEIGMRAS, X R A G .
ER . ZRMEBE. AR, BEERM. LT
R, FLMRE . OREE . TE AR, BEAUE. 45
T OBRARE . Bl . B AR ) e 0
2.1.1 38%E STAT3 &AM i 3 1 g 5E
R ETAEA . IR, | W
STAT3 &b S A MG TE A 5% . WAL )5 1) STAT3 {2 i
48 A = B 3 o YA SR 4 L e 4 R A G A
U1 cyclin D1+ cyclin B Al Cde2 [l 5% . i LI STAT3
i FiA cyelin D1 FRIE (22 Gi/S JHEE, cyclin
D1 5 Cdk4 8 Cdke6 Hp[RI{E 1 15 e A4 B e 4 i
G, WE) S WM HERENT ., B0t B e 40 B P (1) STAT3
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Figure 1 The domain structure of STAT3
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FA5ImEE, %] STAT3 AJLL R cyclin D1 fI3RIX,
HE T 06240 f A K IE S SRR T, E AR S
AN R, STAT3 RFSLELXT cyclin D1 HIRFEE
TSP AEMA. BRI R STAT3 )
1 2 A ] DL o5 5 5 L e R L I R B IR A
Cdc2. cyclin Bl. m-Ras Al E2F-1 fid &1L, fE40H
7730 G 2 S BI40 i A B I, STAT3
HEREH, XA IHEMRESE cyclin D2, D3, A
Cdc25A 9 R K p21 Al p27 IR, p21 B3]
STAT3 4% 1 JLAME 5 4 1221,
2.1.2 %75 MRS 2 — & T DLk e g1 e AR
JPEAET o Bel-2 8 1 500 A B 1) — S8 40 i 0 T 1
TR, TERZFMIE H, Bel-2 Kk 75
FiEP, ROUELANEHRAIRT STAT3 {5 5l
REfE R H A To5 Sam ek, Hrh 4 A STAT3 Refi
et Bel-xL ik . STAT3 HJ#EEE K 1 survivin Al Bel
FHER (Bel-xLs Bel-2 Al Mcl-1), X4 g 447 5
FRHEBEE B BRI U266 AERIE E KT 13
T-® A BelxL, #&Pi Fas M FHFE T . #H Jak2/
STAT3 {55, Ar4ifl BelxL MRIE, FHFHET,
IXF B STAT3 X B #8041 A A7 2 b A el

Mcl-1 J& Bel-2 ZEK 53— P - E . i
NI 28 b i) STAT3 v] R 3 Mel-1, i1 51 & i e
MM TS . Survivin & & A FERHIR 7, B
REBH LV TS, X AT 255 % . Survivin £ Gy/M
MR FHERIE, BRIGS Cde2 WhRIRIEMER . 0
# STAT3 B] B & [&AIK survivin ik, WE N B w40 i
td RIL survivin BeBETEPTE STAT3 #5114
E@;‘{}% E [24-26] .
2.1.3 REIEH  STAT3 T ERAMEEHRELM
B T T 2 5 A RiE s B R
FH STAT3 i 14 (38 i 8 184 oo 40 9] 2 ke, X $ 7
STAT3 7] fig 2 il J80 240 H AF B 4 fh 1 A% R 38, RERS
R PR 41 AR 2 R B R S B R ) R A 12728,

75N B2 Bk IR 20 98, STAT3 B R Ak /K 7 5 ik
JEANHI L] E-cadherin [)#i5 £AH P, BEH%K
SR A B AR 22 1 E AR, STAT3 e FH
W b 57 26 Bt I HLI0GE R UER ErbB2/integrins p4 155
R, S IR KR A /T8 AR R 4 o RR Lk
WEHIH R STAT3-C B RREFF K E-cadherin 7K
S, B IIARCIR O 2 R0 RE A7 £F 4k () B i, (RN S
Bty p6 RAF & R A Lk R R S LA PO,
MM BB F 1 (intercellular adhesion molecule-1,
ICAM-1/CD54) 2 1 15 4 o 1a) A5 B AE B 09 40 PR 3 T

BEEE 1, B R R R B AR A5G . 48 S
BRC2R IS, 2 B S 2 48 0 A R R 40 R A% o R
1k p65 FIRERR L STAT3 AR ELAE FH, JE1FBE & 40 i 5
Bt o -1 JKSF (3 v, b8 4 T 7% AR 22 6 7T 1Y
B

JIe 6 240 673 A P 4 R 0 2R I8 (matrix metal-
loproteinases, MMPs) 1[It 83 4 Jfd (1) 1= 28 5% 4% b 3 15
HEM M., STAT3 WEERRAHEZF MMP FKkiE
F, HxE R iR 2E. S BARERE = 25Tk
STAT3 Y Fra-1/c-Jun #H EAEH, FF45 G 2] MMP-9 %t
K )R 2 1 IX 38, SRR A0 R MMP-9 % 5%
WoE . s BRI BRI T, STAT3 Reil B
LE4F) MMP-2 SRR BT 9F LR RIER . )
W STAT3 AEWI & il MMP-2 38 i 325 17 0 1) 4 s,
Jie B AR KR 28 . AL STAT3 5 c-Jun #H EAE
H, &3] MMP-1 WJE3)F XK, %5+
MMP-1 [JEIEBY, STAT3 5 45 B g fe T 1 ik 83 ) ik
JEE A, WS STAT3 BEfE#m MMP-I mRNA
KV, SCRERE I MMP-1 43 AR5 1 . i i@ 1
RNAi #Ii] STAT3 7P, BB B AR N\ FL A% 4H i 1 i
BAIRZEDY,
2.1.4  MMEEHERK MR A0 M) P TR RE I AN IR 2 I
WA T, MR EH LA S AR, RE
MBI B I 55 A5 B R RS R R IR . WS4k
e ik R VR L A A R TR B O B AR L R
VEGF e # 2 % B HI/E - STAT3 15 i 5 /83 A1 B
20 A MR R 2 R B R IE, JF HAONTE B S i iE
& VEGF i RI% OAEH . 5 3CRF STAT3 5 I
Az BAH 9 FR E 5 SR U T L 4 i — 5 1 4 i 2 7 o0 3 A
¥ (granulocyte-macrophage colony stimulating factor,
GM-CSF), ‘&R RIS 9T IR IREME R, AT
Eh KR b K AR P, 4R STAT3-C 4%
B NGHHE, 150 VEGF fI3Rik, AR5 SR W f i
AR R 2 I M AT 5, VEGE A7 34
F la (hypoxia-inducible factor-1a, HIF-1a) J& STAT3
() B SLEE , IF B HIF-1a /78 D0 AE 75 B STAT3
MZ5. W STAT3 {5 5@ RE ] Src 75
VEGF i, If H 58584 i e 40 i VEGF #R A8 1)
MAEBENE. EIENH T, STAT3 15 5 i@ #E
Gt 138 VEGE F1 bFGF 31 g if 4 4 B
HIF-1lo /& M98 VEGF Ff )G X<, STAT3 th & B
5 HIF-la fHEAEH, NS EMRAEREE T 53
N VEGF JA#)1E, XA N SR+ STAT3
RER IR A S T M0 M A il 4R EY STAT3 J@id 45
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G p53 msh T B ps3 Rik, FFE, FHKT STAT3
15 5 W B AT BE 23 186 0 HIF- 1o 1R % fif AT 41K HIF-1a
e RS,
2.2 STAT3 5MERBRMMERNXRHER
22,1 KA STAT3 {5 T2 — K IRE LM N IE
PR 28 RE T8 I, 4 AR S IR A O 1Y) B R
i 20 B R B O . AR R L A R T R A, A
W IL-6. IL-18. EWR4H AR RIS 1. AT s R &R
A ERE-2 (COX-2) XF T 75 T AN 4L RF R 28 5 3 5%
FOCHEEL, MM STAT3 X X L [K] 1 1) 43 i 31| G ik A
FH o 75 IR AR 15 bR 40 PR IS 1Y) STAT 3 A 7540
MLE 7 AR KB TR E A, X TS
B R RV B Z AR S5 A o e ROd K B0E STAT3,
N T T8 2 A A ot 80 e R B o IL-6 R A B (Y
RAEAN TR, TR T B8 M ORE R A, T IX
IR ZF R M A E HE VIR, IL-6 i #E
gp130/JAK/STAT3 15 5 i K ¥ 19 {E . STAT3
SR -1 - R 24K 1 (SIPR1) i, Z52ik6E
SRS STAT3, S EL 1L-6 AN WA= i M 1y 3 3 2 ¢
ZF B16 FIEEEJE MB49 4 K AZ 207, 1L-11 fig
e HENS T B 2R B b R i A b R i R, T X
5 STAT3 I BSOS % VIAH G . 75 AR/ g i fili e o,
IL-6 53 ) STAT3 Wb BT COX-2 KM . 78K B
B4 &, LPS A5/ IL-18 Al IL-6 A= il Ak #8t T
STAT3 IR AL o % B DA BT S 11 2 48 il b STAT3C
A S AR 0 Rk 2 T 0™ IR 4O, R4
S 1) 75 385 B it 928 I 440 L DR 1 R B A0 DR T I R
& B, AT E R T B e R & AP
222 GREHRIR 20l 2 RS R8T R I,
p-STAT3 fefe it — ey M+ 1 IL-6. IL-10.
TGF-f. VEGF f1 CCL22 &=, sTgufudtt T ik
EL4H i (CTLs) A1 NK 40 i (0 3% 1 K AR 580K 41 g
(dendritic cells, DCs) ) ZGEEE MHI/EH, B X
AT 0 R TR B DCs . B AE SR IR A 0 i) 41 AR
(MDSC) « Ff J% #H 3= B W& 40 8 (tumor-associated
macrophages, TAMs) FIU{F7¥E T 40 (Treg) 54410
(R 5E AL, FEICE 2 1) e e I 7, $H3ETE
2 110 G 58 00 o) 2 A B, BT T ol — A S A A 1
P53 R R A . (E B16 TF RS 4 B AN B 2T 24 2
W, STAT3 G LT STAT3C etk T VEGF [
7 MG VEGF K3k, VEGF #S DC H11
STAT3 &1k, Mifidldl DC 504k ki, 18 VEGF
Pk AT LURER X DCs 734k i 2 it 4 ) B9,

FE A P9 T 1 W 4 P mT DA A s bR 2 A, 1) T

MELGH I R PR, FRIAIIE A T ATEL T ik
ELAH A S NK 4HHE. T 6 s s s v, B R A i 2
AR Sy M2 B IV 40 M2 TR [ 4 i T DA 4 Th2
RYH DA 7, (2 e S e ik (1) & A, 40 M-CSF.
IL-4.TL-13 1 TL-10; M2 %4 5 g 41 i m 7= A B 4
T firh R £ i 184 5 F TL-15+ TNF-a Al IL-6, BEANE S il
5 1M A AR R B R F-, @1 TNF-a CXCLS. IL-6 #ll
IL-23, fi23dt 7 s i 1 AR i TAMs HHERIA 1 STAT3
RE A 178 2 AR 0 v 8 e 28 IO, AN BB R 3R R /S R
B iR 4 2 2y 25 ) E R G e A7 E STAT3 i &
W51k, @it VEGF #1 bFGF 55 7 I8 4 i1,

Treg Al 2 L AR E XA (CD4™ CD25" FOXP3")
A BEAMBITIRER) T R LM RE, 77 oIR8 B G 2
IR R AEEEAEH . MRRIEN Treg 40
STAT3 v& PE BT 34, 439 ) TGF-B F IL-10 REf%
B EANH] CDS8" T bk B 41 ffa v7% 4k 5 [B] 8238 ik DCs 1]
CDS8" T kL4l G ft. . LAk, Treg 40 A AE (2 2E P 32
SIS, FEI0E] Thl 40 HR40 B 25V T i 40 i
BB R v PR o R A SR R AR ) TL-23, i
IL-23 SZARMH STAT3 @421 5% | Treg 41 () H )%
$0HIEH . STAT3 mfggidd IL-10. TGF-g K& IL-23
AN T35 Treg UMb Kb th, {23k R
s kIR A R MY

MDSC /2 FH A B P S 20 A DR 43 1 52 BELBIT T2
() — B S DV 4 AR, 7E IR GO 85 R 2 5 92 ) )
A B A AR B, A A D RE AR SZ B STAT3
MRS . R A CCL2. CXCL2. IL-1f8. 45
454 14 S100A9 F1 S100A8 A MDSC 7 %5 3
R kk, [FIRS $0 MDSC [ 82 DC 41 i 1k, i
5 MDSC FIEUE AW 21421,
3 STAT3 &R 4F 5N o FHIHI

WIHY PR, STAT3 H 5 &6 i A 7E AN 7] [ 8T ) K
AL RBRERS R T AR, STAT3 CL& A i
SRV TT IR HE A

Stattic (&1 2) AR /N Tk, 8 2
A3 SH2 Xk £ EHIH| STAT3, SH2 XX T
STAT3 (i RIAZ FE AL e B B, 10 umol-L ™" stattic
fii STAT3 K HiPE) MDA-MB-231 il G, 3 BE ¥ 1%
7.6 %, 1 MDA-MB-435s 411 G, JBH 14 0 14.4
%, M7E STAT3 JEAK i) MDA-MB-453 H | H A5
B . TUNEL 45 R3E W stattic &3 24 h )5,
MDA-MB-435s K4 T R E M T: . Stattic B4 &K
AR AL S5 STAT3 SH2 XS4 4, fHik — %
LBl Fe STAT3 ] DNA &5 411,
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Stattic STA-21
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Figure 2 Several small molecular targeted STAT3 inhibitors

BRI AZD9150 J& —F s SUSERZ TR, AT
I STAT3 ik, ST AR L, RFEL 2%
NEZERBEEH T HERZE . RN 25T AZD9150
Ja, RS IRIK— RANIEIRAT MBS STAT3 Kik,
S LA 70 EEL R R0 i g A58 70 e 2 B 7 e R 2 SR

INGTFAEY) STA-21 (B 2) E4H A REHN 1
STAT3 ] DNA 454G, STAT3 %41k & STAT3
WHE 75 e R IE . STA-21 A3 Rt T AL AR
T IR A L R ) AR RIS, RIARREIE L STAT3
f\) MDA-MB-231. MDA-MB-435s } MDA-MB-468 4
Jid . /£ RH30 A1 RD2 41 i, STA-21 i@ i X caspase 3+
caspase 8 1 caspase 9 F) 1 7 4110 il 24 Jfa 1) v 12k AN AR K
Rl S 7 A i T

HAKE AT IR STAT3 #ifl5 OPB-
51602, IEAERFATIBIT MEVG B RMER R T HIE R
5, 20 BlIG K EE L HARBFIE S 58 1. 2, 3. 4
M6 mg. SiREW, BAMZHEN6 mg, HELE
1~4 mg M BEIE AR I H i 52

/NGy FAL A ) napabucasin (B 2) & —Fh O RA

Butulinic acid

OCHj

O OH HO -
HO O « O
= OCHs
HO OH o o

0 Curcumin

Ol

Celastrol

Caffeic acid

H
s OH
T O“
%
H
CHs 2 \eH,

Honokiol

Ry STAT3 Al 40 i 22 RETE I 77, - Bl i 22
(ICso) JEHE N 0.291~1.19 umol-L™'. Napabucasin f¢
A 2 A PR 0 B A, R R R R R I Sk . (R
W Be A 45 B e 00 B R M6 A%, 3 4% I i e 1)
S K . BHl, napbucasin S8 ANTIIAIG RS, HT
7SI N o R SR, 78 T O PP
4 RIRF=Y) STAT3 HNHIF

KR 1 BN Gy AR R AN, R IR 4
WA BN 3 1A B P L B AR B S 0 i firk 983 o STAT'3
I IE . T LA RERR I STAT3 W&k
AR A AR R I RRN 7 THEY (B 3).
41 BHRER

FIHENERR (betulinic acid) A& M &5 7 2 Ff HEHL
HEOR ) LR = A, R S B AR T o R 10 R R
PEAEEEPE . 5 4h, AL 250 10 4Erp, RE B FK
PR 3 HUR e . AU . &5, B
o N 22 PR B R B 4B IR E T . TR IR R AR TT AR
W STAT3 TiE /¥ #)#i&, W Bel-xL. Bel-2. cyclin
D1 M survivine TILAEHEIN caspase-3 5 3 1¥] PARP
BIY), WS UETIR G, 40 A R T
42 ERYER

LR (butein) FEERE L H AN A [ 45 4 [X
Wz RIS ke B R B E RS
B 5 H LWL R Be b LR . S B R
WREIRE S R R M I R R B R A R I 3

CHs

Guggulsterone

Figure 3 Chemical structures of selected natural blockers of STAT3 activation cascade
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VA RN E ZAE A0 HepG2 400 b STAT3 K& AL, IF
ERESR iR NN CIRF e
4.3  DINMEES

MIMERR (caffeic acid) MIPTE AP AEH O
T2 I o WMMERR S HL AT AR 2 ) STAT3 ¥5 1.
STAT3 Tyr705 FEARSESEA T BERR AL 3G, i 7E gk
B A FE T 52 750 B R A A
4.4 FRWZ

BE (capsaicin) B HRIE 7E 8 46 = T A
FAME A FH o BB 8L N M STAT3 A iR A, W
Bcl-2. Bel-xL A survivin F) 315 R 5 £ Fh i e 41 i
FRTRIT o AR ) 22 ik 33 240 PR v ) STAT3 3 14,
H 2 P50 SR AR . BARGER N cyclin D1,
Bcl-2. Bel-xL. survivin #1 VEGF )&%, 1 H.8815%
SYUE G, IR A, M IE g, % SR TR0,
4.5 FatCERRE

I EEE (celastrol) A& M 251 W) BB 111 ¥ 5
HHAR IR A, HE RO R P9 A 35 4 1) 22 el R 4 P
W SR MR B R E . HepG2
Y55 AN [ AR FEE ) e e R B ARG 9% 6 b, TR O
PE M0 2H 5 B STAT3 [RITE AL - LhAh, e e e 1 A1
R [R) 43 A5 12 0 1) STAT3 () DNA %5 & fg 77, [R]B 401]
STAT3 HIRZH: AL, MG 8 7 ThBEl Y.
4.6 IHARA

B 2 (cucurbitacins) A= 1R 2 H 255 A oy,
BAPUR . P gt s iR o 5l A HRaE &
PR B AR 22 RN iR A R S 6 R A R A A
ENRHE AR, #7R B BEFFK STAT3 BERR1L/K
S, 3R Y cyelin B1 AT Bel-2 253552,
4.7 Hitb

b 7 BB LR RRU AW, B MEHER
(curcumin) . ¥ %5 &R (guggulsterone) 5 1 JE Fb My
(honokiol) &t FHLHI STAT3 HMHIENE. ke 5 R
A2 S5 LRI A B A 1D G TR . 22 B R AR T R RO
) S Jl SRR 4T R JAK L. JAK2 11 STAT3 [
RAIRWERR AL . T STAT3 #EEE[H, #1 c-Myc.MMP-9.
Snail . Twist 1 Ki67 [ 55% . th4b, ZHERTEF G/M
SO 6 S BELYA, DT 0 1) 4 L B . VA 24 S T e
7162 R TR A9 g P 4 1) U266 i 8 41 i 2 R Y
STAT3 3G PE, 10~25 pmol-L™' 1 FH 4 h I} 4111 25 SR
I R o 1 JEE I By 6% 771) 5 RIS ) 44 0 P M 0 1) Hep G2
g R B STAT3 &4k, S KHMHIRE S 50
umol-L™", e KM A1 7E 6 ho A1 JE ANy 5 A [ 42 5t
£ 1A HepG2 4H i H 41 i & # 55 1 cyclin D1 ALY

T8 Bel-2. Bel-xL. survivin. Mcl-1 1 VEGF [t
FiB, BOKIMEIBORAE 24 h AP,
5 RHEERE

JHRE AL STAT3 S W& A 2x 1 L IE 5 i 40 i A=
K B L IS AR BOR S D RE, AH S, BT T STAT3
HIVE A 2 S B0t B R T 0 20 P 3G A . 40 A
A RV S e I N . BT STAT3 AL RIS 4 3]
DNA bARERIEAER, Pt DUEE G B3 B 88 1 AH BLAR
FH B 8 55 DNA 454 68 7111 STAT3 #l il 77 v] fig 2= 5
A5t STAT3 7| I R AT AT L C 46 10 24,
H2 E N B R B 2R 2>, BT BL v AR 3
IEAEERER) STAT3 il SR f2 — MR Bk i
AR, IRZX) STAT3 A4 HIil 3 14 i R AR =4 ml LA
TR FAEY), LAy Bl & B R 7 110
G B SR VPRI R AR A Y BE B 4
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