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Nucleic acid inhibitors targeting-STAT3 in cancer therapy: An advance
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78 R LA Y WU G k30 2 DI AR OE T STAT3
C B IR A R TP A B — R . BR
BUERXT STAT3 [ 7545 % R 2 4 okl 5] | £ 1 240
i3 LA KN o7 Ak i i) 390 45, L B % STAT3
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AR . A SO T 4 R B4 STAT3 [ 4% R 26 410
il 0 AR DG 5 ik e HEA T 2304 o

1 STAT3 #fR

BWIAIE STAT3 & A% 38 1L-6 175 1) &
@ ,ﬂ;ﬁ f/V: @ % ( acute—phase response factor,
APRF )%, PRELI5 4 STAT3 f FYefafk 1721, 1
DNA 42 4 815 bp, % 24 MMMNEF. STAT3 HEH
750 ~795 2 HE IR 2H 1, AR 53 BT i 92 000,
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S G R SRR T 35 R s AR 5 R ) ¥R AT
[ CHiFREFRD ] A

[ XEHS ] 1007-385X( 2011 )02-0230-05
vOIEISCFEFN GAS ) Je 145 A 5751 5 8 321X linker
domain ), HAHE DNA 55 EA;SH2 X, 25
STAT3 M ZRBEIR fk , JF HAE STAT3 —RIKMIE
M R E R AR SH3 X, HINBRE M AT C-bi
5% B4 0% 45 44 38 ( transcriptional activition domain,
TAD ), e SRyl X N i 22 2 R ( S727 )l 4% C iy
F s 2 MR( Y705 VBRI AL , F STAT3 Ji , i 42 8 Ak
PG 0,

STAT3 W] L4 Z Ff 41 it PR 1 AE 4 PR T i
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Lk M B BE R S W Mk R R STAT3 4 R WG
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UEJLAERGRIFST 22 S B, 76 Bg 20 g rP T 2R STAT3
FE5, M STAT3 #4935 1 , 40 o 43 7 sk 20 | o 7 3
fine Bk R, STAT3 A] BY A IR i6 97 1 — > B 22
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HET, O &M £ STAT3 #1851, #2VE i Al 4y
WG AU BNy AL W S Hp L
STAT3 Ay 0 % R 2T il ) 3 2 S ph o SE A 1 1R
s RRZ T N TAEMIE AU 25 DNA = RNA 2%
PRI, e AT RT3 1 B ] STAT3 % 53
SR BE ) STAT3 25 44 1 £ 14 5 L5 STAT3
a4 DNA 45 A % o5, F i #0 di STAT3 1) ) fig.
STAT3 F9 A% B 2 0 il 351 5 il 4 ol 700 A4 L, LA P
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W98 A5 52 T
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quartet 5 2R i SUR% IR RN S M 17 JBORE 55 5 Fl
3.1 v 4 F F 4% RNA( small interfering RNA,
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siRNA J&—Fh g i BeXAUsE RNA( double stranded
RNA, dsRNA ) 73 -, K H T A 40 7] 515 [A] I
mRNA [RFRAR , 75 S B TE R A TURR . 3 il e St 5 A
T #K AL #ll ( post-transcriptional gene silencing,
PTGS ) #t #% % RNA T ¥ ( RNA interference,
RNAi ) "', siRNA $EA7E [l () 3 IR 97 0 1 A
AR KA AN AA

Lee 253V BFSE % B, STAT3 siRNA 5 A R 51 it
AN, BEA A IrhEg 40 i 1) A= 4 B K STAT3 A&
(RN I8, 7 T oM A A R T MiXS T STAT3
B PR ek i IR AY AT A1 IR 40 L, STAT3 siRNA JF
AR ARG I T ., 75— AR PR
AN ANAE FR v STAT3 LIS , Konnikova %75
id siRNA PR STAT3 RikJ5 , 5 e B I o 40
IR AP T (H siRNA FEARTE T AR IE R 2L

MEHT=. STAT3 siRNA £ 28 sy FH - #i il 22 F
e 240 A, 5 T 500 g 40 SR 4 AR
200 N O SR A A

3.2 R LU ZFE M F B ( antisense oligonucleotide , AS-
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ASON HH A TA %, 5 H 15 ~20 M R4
B, SHRELR OUEE DNA [ 1E 4% o mRNA 19— B
FP A EL AN, 30 1k B 56 B M FE X T &5 4 1 3
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ON ANHE 2 —FioA 25 WF 53 40 i vh 2 LT B 1 43 7
A T 3 DA A8 R S DA R AR o 5 A1 1)
BEPEAE R R R 6T T BA ARG I F S R 5

FIFHAEL % STAT3 9 ASON 4b 35 fith 92 40 Jfd. A549
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the head and neck , SCCHN )4l s & 1, STAT3 54k
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MR BRI T STAT3 3 14 T B, 200 b 14 5 B A1, 4 i
AT THEs . FIFH STAT3 ASON I BERE F 15 40
Z M1 1 STAT3 (9 3E Ak, w0l I 40 B s 4, ELAE
M1 40 [ TF 3 A Ak, 78 A 40
/NER AR, STAT3 ASON T B/ INERIR P VEGF
H1 b-FGF B 7K, BEAR T e 4140 CD34 FHA: 1Y
Bt A5 %8 B, I Ll /b T eI 4 e ) JEF D R BSRT i
(RS > X # B ASON STAT3 ] LL{EHy STAT3
S BRI B AE IR (1) X — 2 FRYT T,

3.3 4 M 82 ( decoy oligonucleotide , Decoy
ON)

Decoy ON JZ& N T.& W2 b 2B 1 5 A #E 43
F DNA S5 600 S SERZ TR . STAT3 i H ST
fiz 5 STAT3 Ja 8l F [ i g i STAT3 R 51 HFF 5
PE DNA $E7F5AH— 30, B Re g e P 2 & ia e
STAT3 , il /b STAT3 55ER PR B e/ 454, T
BHIT STAT3 {55384 .

ARFFE B, /N B 4 B16 Al MCA-38
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HLIL-6 F TL-10 B35 FFE. MIRIRORFSE ) % 8L,
ERYL STAT3 HIHEM LG A R PG 41 i
JEIRE A - H LA 09 1= Leong T 15
ANBRAEE RS STAT3 551, B9 &%t i K35 STAT3
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GQ-ODN & & 7 5 % 1) DNA J3 41 ( G-rich
ODNs ), 3X — P F A8 525 53 P/ [ 1) 5 2y 3R
FHAC WK AE FH B B DU BE A . &t X STAT3 9 G-rich
ODNs #E A Jf JiT, J& A% PO 156 44 25 44, B GQ-ODN.
GQ-ODN TEAAMLIN 5 7 , I BE DL i o 4 AL iE A
Mit, 5 STAT3 R {kAY SH2 XA B /E M, 0 3R
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TR IE STAT3 75 5 B9 F Ui 56 K Y 6 5000 w5
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3.5 M f MR #( dominant-negative plasmids )
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HTfE, T BRI 55 50

Catlett 2 FERF ST N\ B B 40 i STAT3 18 5%
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4 R E
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A=A STAT3 BRI 36 P STAT3 AOfe e v sl
STAT3 #4015 4 i 1 STAT3 253 i £ Fl 3R g 5
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