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1.1 STAT3rF(UE5H FITIRE STAT3EE 1K HI 77014
IR, A=A T, STAT3a ( RI—fE L TdsE
f{JSTAT3 ) . STAT3BFISTAT3y, STATs/;T-ZEFAHALL,
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domain ) | RILAK ukE SEIGE AL L5 ( transcriptional ac-
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Ji2 1 ( Janus protein tyrosine kinase ) & iTSbAF R K FE H
R A LE A LD 115 5 A% 1B o e v e B A T ) 2 s
RN . & PTTEANM PR 752 AR S5 AR A I 25 5 R TR AL
FIE MRS 73— A5 5 8 2015 S5 5 7 A oS
F” ( signal transducer and activator of transcription, STATs ) ,
MR 3455 5 H A BRI R R VR o JAKER 1 2 PRI
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STATsZ 5 )i 7 WA STAT1, STAT2, STAT3. STAT4,
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BRSERFL S, W LI A IRAME SR A3 Al e
(cytokine ) : IL-655 4% . IFNa/pE; ZAKME AR
Jiff ( receptor tyrosine kinases ) : EGF, PDGF, IGF4:; df
ZARBE BRI ( non-receptor tyrosine kinase ) ; Src, Abl
E8

L PSR- 7 N il 5 P A o oSl P e R S & N G 1
EGFRAE ) A BB HA NTER IR Z RIS, 5 A
A mTE AL G v BRI L STAT3 01 M2 (AT 2
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FAEBERZH AN NE, 1SOCS-1 (suppressor of
cytokine signaling-1) . PIAS ( protein inhibitor of activated
STAT ) | UK N AR AR W IRILES ( protein tyrosine
phosphatases, PTP ) ., GRIM-19 ( genes associated with reti-
noid-IFN-induced mortality ) 4¢, 0] 1k A [F ML 71
PATTIZIE
1.3.2.3 HEAE 516 Sl 15 STAT3 {5 514 1 1) 52 B
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SEUR T LAY Bel 2R th Z AR T AR T A
U, HrpBcl-2, Bel-XL, Mcl-1350 T8 F T LU g
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HH (IAPs) , STAT3EPKAIFRFELTH AL Al AT T
A AR E RN I AR M A A T, SR ) e A
JEFEVIMDG . T3 ANA A S FEAH OCHE 1 Cyclin D1FIMyc, LA
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Fii. MISTAT3 5 c-Jun & VEMI I Fash ik, i vT RERH A
AT BEAN, A A — BB [ 52 B STAT3 Y
[ 4Zea T, X R 2 BE R AT R S I R A L R
JRA K, T HARZMFRE R, RN STAT3 A KB4
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NSCLCIZH LU L FEEE Stk L 45 e A1

EricZ 5561 17651 FINSCLCHIRFSE LA BT AF 1 22
FeWFFE U B, pSTAT3 KK 5 TH LK A EGFRFE A
IEAASE, T HAENSCLCH AT AF7E EGFRIE N (1748 S 5l %
T EERGE, XA R IR T e 1A TR O
T (42 28, i LA pSTAT 3B BR 55 g 4 2 4 Ffs
ZEIEAT RSN, P L R I B R s T 1 R
PTG e BEpSTAT 3 I8 SAMMLIH T- ARG, IXEH T
JAK-STAT 33 1) T Wbt M T8 F1Bcl-xl, Bel-2, Mcl-1F
c-IAP2L) S I B AR G AR 11 Cyclin DIFIMyc&5 it JER A, 1M
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T AE SR STAT 3 Wk it i B8 [l Y2 J7 B BT BB A0, A
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BRI, W DIBH W ARG S AL, BE 520 STAT
TSN -1 L e ) oo a o8 S P e A )
JT7; @RNATHE: RNATHE ( RNA interference, RNAi )
ZHW4ERNA ( double stranded RNA, dsRNA ) 5| & 5% 5%
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