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A novel molecular target for cancer therapy:signal transducer and activator of transcription 3
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[ABSTRACT] Signal transducer and activator of transcription 3 (STAT3) is an important member of STATs family and is
highly expressed in many kinds of cancer. It regulates the tumor growth by influencing the apoptosis of tumor cells and tumor

angiogenesis and becomes a new target for tumor therapy. This article reviews the structure of STAT3, the stimulating factors

of STATS3,the tumor growth regulating pathway of STAT3,and its potential as a target for tumor therapy.
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{5 55 5 7 5% 31516 T (signal transducer and activa-
tor of transcription, STAT) K& R — 4N FAMIE S W
M F ] F, & JAK-STAT (Janus activated kinase-signal
transducer and activator of transcription) 5 5 & 48 #Y 5 B 31
W, XS IR R T AR T Z A 2 R S R e
DNA J& 80 F /P 51 45 & )5 ¥ 15 5 -5 28 20 i 4% 1) sk 8 42 A
RLAY K0, STAT #F R MEE S MFrst Rk OLHE
STATS Fl STATS) i i il 8 4 0 38 78 A0 0 o 0 0 B4 5
i 98 9 T B AH G, STAT fil 4 B 8 = 400 il 550 , 3 2 I 8 A ¢
F Y Rk S 5 M 08 R

1 STAT RE&EfE N

A Ik, WL Sh W Al i 3 R B 7 R R TR
STAT % W& W Bt (STAT1, STAT2, STAT3, STAT4,
STAT5a.STAT5b.STAT6) , Ho 4% H i 78 (1 42 o 44 B IR A
AR STAT1 1 STAT4 fii + 1 5 4 & {k; STAT2
STAT6 fiiF 10 S YLk ; STAT3 il STATS Wi F 11 5
et fk, AWM STAT EAEAARFEMDIAE, K STATL,
STAT2 EEZ 5T RFE ST T H 5 1 STATY,
STAT6 4 A1 #E S HE T 405> 4k Thl A1 Th2 40 i ) i
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B S K B Ja KA V8 DL R A ik R T4 i
MEEEEFEEMMEMNS . STAT & H M HERIAEIE
HAEHF AL T R ARy (HAEAE 2 2 09 bR 40 i P, STAT
EASHgERBEY,

2 STAT3 HHIhgEX &R

STATS & # 45 7 A& 40, (1) SH2 X, i T4
600~70017 2 FEME , T B AR i STAT3 5 1% 1k ) 2 R il &
EW .05 JAK-STAT M A BAEH , fff STAT3 JE & — %
R, B B A% IR I 45 & DNA, S 208 & §0 58 X A JT 0
(2)SH3 X, 7 F55 500~600 {2 F AR .4 <F P38 2 I RE
ATEFE ; ()R I 705 AL AR BERR AL 5 (Y705) 1%
P A BERR I AT B STATS 1k s (A DNA 854 X, o T 5 &
TRSF IS 400~500 7 B RR w45/ )7 518 TTCC(G/
C) GGAA; (5) f 5F M4 22 19 & FE 0. & A 5 T X
(TAD) , 55 G A 55 5 (6) 45 727 v A 22 % AR i 2 1k 17 A
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Ak, W% STATS, fiffi STAT &M RAS & EEB R (D
RSP R IR F ), 2 STATS FH Al F B 7 2 8 B/ .
STAT3 R IRAYTE AL LA K 41 IR T 52 {7 18] 45 & JF 06 75 1
3,

3 STAT3 W& EF

v-Sre fig 5 78 N 2 10 F2 i g A0 2L AR 1 B2 40 i) i 2 40 i
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STATS!Y . T 40 A A8 55 JIT 7 2 (W A% UM 9t 92508 8% 48 11 (Tip-
A84) REME TG Lok 5% STATL Fl STAT3 ikl fE k£
Wi (gpl30 52 M) B STAT3 ®AZAY 40 M I+ ., 116
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(hypoxia-inducible factor-la, HIF-1o) FJ 3 35, M 1 ¥ 5
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FH BT RS 5 H o,
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J3E B B PR 4 M AR 9 cyclin D1 mRNA 235 B 2 38 i, 58
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c-myce Ji— A~ 5B A 400 FE 30T A 3R L ZE A G ik
A SHWIRHELEREEAMRM, BIEN STATS A A LI HBEEM
F cmyc B FIFHA0 E2F 5 T E S c-myce FEH 195
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