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Abstract; Signal transducer and activator of transcription 3 (Stat3), as
a crucial transcription factor, plays a core regulatory role in regulating the
cell cycle and various cellular processes such as proliferation, survival,
differentiation, and inflammatory responses. Aberrant activation of Stat3
is closely related to the occurrence and development of many tumors.
Meanwhile, the activity and stability of Stat3 are influenced by its post —
translational modifications, including phosphorylation, acetylation,
methylation, etc. , among which phosphorylation is one of the most
critical regulatory mechanisms. Under pathological and physiological
stimuli, phosphorylation modifications can alter the structure of Stat3 in
different cells, thereby determining specific gene programs. This process
leads to the activation of Stat3 and promotes tumor cell proliferation, ete.
This article focuses on the phosphorylation modification of Stat3,
systematically elaborating on the regulatory mechanisms of its main
phosphorylation sites ( tyrosine 705 site and serine 727 site) , as well as
cell

angiogenesis, invasion and metastasis, and tumor microenvironment

its roles in tumor cycle regulation, apoptosis inhibition,

remodeling. At the same time, it explores tumor treatment strategies
targeting Stat3 phosphorylation, providing theoretical references for tumor
mechanism research and clinical treatment.
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= 5L 5 55 7GR T ((signal transducer and
activator of transcription, Stat) R G & H i & — R B A
ZINBE W 5 N, £ & Statl | Stat2 | Stat3 . Stat4 .
Stat5a StatSh F1 Stat6 7 > , 4778 11t 45 A 4 5 1] 5
DNA JP9 R Y2 iR o Moy, Stai3 R7EMR |
O L0 S5 FHL o 7 194 S A R T A 9 A
S0 ICIAE MR VR T O LA M 2 2 8 9 S5 U L
FAERE N, Sta3 B PSS EEGRST A N - A
ZEFI (N - terminal domain, NTD ) , 5 iy 42 i€ 45 44 3k
(Coiled - coil domain, CCD) , DNA %5 & 45 f4) fi, ( DNA
- binding domain,DBD)) , 4% [&] X i 8 4% 47 48, 2% & F%
Fy3 3L 2 K4 38k (linker domain, LD) , SH2 £ #45; ( SH2
domain,SH2 ) , DA F %% S 18075 25 #4938 ( transcription acti-
vation domain, TAD) " — H X e {3 f) 45 4 4g_F 5
SEREE I R AR IR BB Wi AR T AR 72 Ak, Stat3 3 1Y
ZRAE VUL 5 7 5 DNA AHHAE DL R ) HE
R R Bt St P 1 R 4 S e R 2 B 22 IR 0K T 5 W
SRR SR SR Y . BRIRALAE  Stat3 k%
OB BRG0P A A Ay
EA PR E IR I A S Sta3 MR MES )
AEDHG o WRRRALHY Stat3 (p — Stat3) Al SH2 45
SO TSI P 5 U SR, DA B e o 2 A0 A
Ve N U R R R AN, Stat3 B R
A 5 IS OIS AR A 0 ok R 0 S ]
T AR I8 A T AR 2R B A i A, 4 5l o 8 1)
AR e, PG, TR T Stat3 BERR 1k 1998 AL K
HCAE I v BV 6 TR &8 B R v T R s HoA
BAHE
2 Stat3 FEBEBRL AR RIBEHLH

Stat3 FYBEIRIL FEEA AT 2 DO A R R
705 ( tyrosine 705, Tyr705 ) i 22 & & 727 ( serine 727,
Ser727) ,2 35 (1 W R Ak A #5 L 1) b D RE A7 7 (i %5 2
S (BRI A Stat3 TE PR A% R
2.1 Stat3 7£ Tyr705 {i SRR K

Tyr705 37 5 i F Stat3 f) TAD 544, J& Stat3
PO B S A, IR AL T2y Janus 7 (Janus
kinase, JAK ) % 1 ( i1 JAK2 ) . % J% 2 K B F 5%
(epidermal growth factor receptor, EGFR) Z fi fplel
U2 B AP [ W e 3R - 6 (interleukin -6,
IL-6)] KT [ a1 A4 K 7 (epidermal
growth factor, EGF) ki 2 g 5 7% il #% K 7~ ( granulocyte
colony — stimulating factor, G — CSF) ] B & E: K (5 5 il
TR, AR O Tl 4 T, T W IR AL Stat3 1Y) Tyr705

illf3

BAk, Tyr705 WAL TT 55 Stat3 ) SH2 Z5 44 8k
AR AL, A i R B[R] 95— SRR Bl IR — R A
B I — B E A AN AZ, 54 B R SR R 3 1 X I
[ Unif % P 2 A= 1 7~ (vascular endothelial growth factor,
VEGF) .B 40k 2988 — 2 (B - cell lymphoma - 2,
Bel =2) ZEA 4 & = D1(Cyclin D1) 1, )5 3h 2
[Sf S

TEZ PR, Stat3 FFAE Ty 705 7 s A WL 1k
IR LM RS, 78 B R B5AR 20 i 98 ( cutaneous
squamous cell carcinoma, SCC) H1, EGFR g 5 18 J% #%
B e, Al i B A Stat3 1 Tyr705 i i1, {2 ik 3
J 20 ML 3o S B A S R kR e B R
(melanoma, MEL) , Tyr705 B2 {1k ] | 8 581 821
2 4 g A= K K T ( basic fibroblast growth factor, bFGF) |
VEGF [ FEfi4:J@ &5 HEfF — 2 (matrix metalloproteinase —2,
MMP —2) i35, 3% 50 it 200 1) 1t A8 A6 i RE ) S5 1=
bk, AR N R 1 R R CHE T e
PEE#678 ( multiple myeloma, MM ) 4 it # , Stat3 & H
& Tyr 705 5 bR A WAL, Tl B iR PT i T2 A
(40 Bel =2 Bel = XL, #0240 Jf i 1=, 42 2 v 98 400 L
R,

2.2 Stat3 7£ Ser727 {ii SEEEA{L

Ser727 o 5 [ REW A T Stat3 1 TAD 45 #43, , H
BERRAL P RLRIAR X S 2%, T8y pd2/pdd 22 3505
k& H ¥ B ( mitogen — activated protein kinase,
MAPK) 21 0 V5 1 R 988 185 il ( cellular sarcoma kinase,
c—Src) ., & ¥ B C (protein kinase C, PKC) %¢
A, 5 705 BEERAL A, Ser727 BEMALA 1
AT Stad AL, (H 0] E T 5E Sta3 5 DNA 1)
G5 RNy R A5 e i S5 W) A 2 B J) A A A
(. metk) ,5%m Stat3 iy#E gm e,

Ser727 WERRAAE MR b i 5 bR M R A K
1375 BH 40 i B 40 9 9% ( clear cell renal cell carcinoma,
ccRCC) 77, Stat3 1 Ser727 #fRfb ] i H 5 VEGF
C-X-C EF#BETFEAR 1(C-X - C motif che-
mokine ligand 1, CXCL1) LK )3 3 T W 45 & fE
77, WR B (=22 AH O K R 53t [v] I 3R] 45 200 i &1 56 Jo [
il A DG HE 1 1 2238, (2 a2 i T8 200 i 5 o e e JEE | 2 78
JHBBIAHZ M s e FURR I P, T T A 20 v 3 5 428 i
2R S B ¢ - Sre 5 pd2/pA4 MAPK Ji B, 1755
Stat3 [ Ser727 WAk, #E 1M - 9% 241 i J&] 40 9 45 P 5
Cyclin DI fy 323k, #Esh 3L ARAE AN Mu s 5 o BF 5%
W& BR, Stat3 [ Tyr705 5 Ser727 IR R 1k ] i 13 58
WA ERK/MAPK 5 JAK/STAT 155 M4, 2 2598
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¥ B — [8] 554k (epithelial — mesenchymal transi-
tion, EMT) 5[a] 5t — | 2 %44k (mesenchymal — epithe-
lial transition, MET) 5 82, HoAr Tyr705 #5 B& 1k 484 5% 2
MIIEFERE T, Sex727 BRI ILIE 22 B Cyclin D1 i
20 ST R SR R 0 e (R e R
2.3 Stat3 B SHMBIFREHZ BN EHR

TE 6 B 40 M 958 T 40 M2 ( glioblastoma stem cells,
GSCs) H, Stat3 25 [ 114 F 30 R B2 Ak A7 75 5 %5 1A
HAER, MO BLAE O B ) R AR R e R
W R IR, Zeste [a] R4 2 B8R T (enhancer of Zeste
homolog 2, EZH2) 1 25 Z Ml 5% 2 B0 K
4y EZH2 fiE'5 Stat3 25 [ AR AR F I AR
HE—2B W 58 K B, Sta3 A & R 180 i s
(Lysine 180, Lys180) Jj& EZH2 45 H BEAL 1% SC B Aof
A, Lys180 8RR LA R A H L, HIGik S EZH2
GREILTIVE . [FII], Lys180 RAZIA Y Tyr 705 7 ki
PRALIK P 25 FRAIG, 72 GSCs Hh, Lys180 ZABIRE
Stat3 & [ RE ) Z 401, ToEAR B AR B Sta3 8 FARAE
A DG HE PR e s R A MU 38 58 . X 3R W] EZH2 4 &
[ Stat3 H AL B8 4 oin H 1% 22 B2 Wl 1R Ak , F T i gk
Stat3 Ji o

BELO %' R T Sta3 & [ Tyr705 B iR {1k Fi
Lysine 685 (Lys685) ZWtfkixX 2 F ik /G B iifA e &
—ER R, BT R, £ OB EEE 1 - 3
(sirtuinl — 3,SIRT1 - 3) fIZHE [ £ BTG 6
(histone Deacetylase 6, HDAC6 ) Hg % iH 5| 7F /K fi#
Lys685 ZFtALhy Sta3 114 Z k3L ; 581, 24 Stat3 [A]
IHAEAE Tyi705 BEERLIF, SIRTL SIRT3 Fl HDACG T
B OB, B SIRT2 A] LUK o X
At Tyr705 BEERIGESAE T Lys685 b1 LWESE, FHLAG
TWHE R CBHLEE 5 Z A EAE R . BAE Sta3 2
Lys 685 fii i B &A1 SWEALXT Tyr 705 £ 58 F 1
FRAL I RE R M L/IN , X — &5 2R 58 70 R B, Tyr705 W
PR AL AT B ik 2 [A] 62 BHAF BIL TR, e Lys685 F iy Lk
He, N8 7R T P RME i Z (W AF 753G 55 28 W AH BLAE
I, =& 5 A% Stat3 BTG METE S £ CHEE |
MBI T B AL T Ve S R
3 Stat3 BiRUEMBRERXRTHER
3.1 E¥=phyE L E A HA

240 i SR 30 2 A 2 P 8 40 L 9 A% O RRAIE Z — |, Stat3
BT A 300 3 42 2 L 9 R Gk PR ) 238, #E 50 fifard
P FFEEIGE . 75 SCC H, Stat3 1) Tyr705 BEFR AL &
A= TR A kB B, EGFR {5 53 8% 0 J5 , EGF
WORTAE 15 min P S35 B T A IR A M L Stat3

5 Tyr705 #5lgfk Stat3 (p — Tyr705 - Stat3) B 4% N 7K
V-, 1 EGFR R A ) AG1478 W] A R BH WX —
it &, W] EGFR - Stat3 {5 54l HF2L 0 & SCC i
3ot B S A S A IR Bl R 2T A Sk S DR 4
P LIRS (O SU S 2R b R TR R b AR TR
Stat £ [ (JUH 2 Stat3 F5 1) 194 US4, i@
2t F# Cyelin D1 e - Mye S54SR 45 5 14, 4
Gl 1 ik S HIHE A, HE5h g 40 o G BRI 7 o
TEAR b ECIRPE IR |, Stat3 B AL R REJR2 41 i 5 4.
1E MEL 1, p — Tyr705 — Stat3 #] 3 4 #4538 Cyclin D1
/=) R R 1 ) 1B N B 7 o i 2 Y €4 O
VEGF Z[H, My iR i s B g 32 S
3.2 I B EE 2H AELE T

Stat3 AR T0 I 410 il Fieb 733 20 B ) T %) SC B R AR 2
— o WERRALHY Sta3 wl i bR BT TR Gk
T U 115 5 30 B, 39550 e 240 o 98 T SRR ) K BT
8771, TEANFL K55 (human papillomavirus, HPV)
P S bR 200 B b, s 40 5 92 9 e 2 4 e v
PRERALHY Stat3 K- THe , (] Sta3 4540
) S31-201 FRH M Stat3 BEER AL, FEARGL I T A
[ 41 Bel =2 f£15 % H (survival protein, Survivin) ] 53
FEFRAEY) Ki - 67 WIh , 75 M A0 ML g T At 22 i
R FEIFE R Stat3 B R 1k AT ok R 45 fok
A5 W T - la (hypoxia — inducible factor — 1o,
HIF -1a) 5 3% & 5 ¥ - 2 ( cyclooxygenase — 2,
COX —2) pyik , il b Rg 4 i i 0= i — 20k
L, A0 Sta3 @R AL AT REAR HIF - 1o K5
COX =2 3k , AT g i 8 26 B, 38 7] B 36355
FFRBEANMIR T . HAE L Kbk i b, o R )5
1 Sta3 SRR, T Bel -2 Bel — XL SE470 4 1=
HERYFRIR, AR A0 e e F 5 R T, RS
Stat3 ATk ok I Ao 40 A T A
3.3 {REtPhEIE £

e LA AR R IR A I S RS R T, Stat3
PR Ao 45 138 A BUAH DG PRI 9 2R, 4 3 i g
EREIEM. £ MEL H1,p - Tyr705 - Stat3 A {3 -
% VEGF .bFGF #E 15 mRNA 7K -, #8335 2 7 1%
PE, [RIEF 2t MMP -2 B33k, AR 20 MU AL 5T, A I
VN R AN R 5 A R R Al s e L A LR
L Stat3 1 XU IR AL (Tyr705/Ser727 ) w] 5@ i 4 4
CXCL1 \CXCL2 S5l R 71y 3k , 6 55 L8 N B2 40
55 240, 4R 0 A
3.4 HRMEAMEREEBAE

iR AR 2 e % 2 UM R R SR TG R



Chin J Clin Pharmacol

3551

Vol. 41 No. 24 December 2025 ( Serial No. 446)

Stat3 R ML i A5 EMT | Kk J5 B3 fif S 240 Ffd 3 7% A
RAEPR I RTE , S5 I A0 M i 1R 2B e e R ) o TEiE
HF 2 it 5 2 a9 ( ccRCC) H, Stat3 |9 Ser727 iR Ak,
A EiH MMP -2 MMP -9 253054 @ 8 i) 25
AR 3 4 i S 5 S5 6% i , [ i 378 42 240 AT A% AH G 2
(N — F5REEE ) 005, 1 0 R 20 i Y 1 22 hE
S FE AR R B i B P, p - Tyr705 - Stat3
AT R MMP -2 (83855 3 fifk i A e ) L) 240
JfL AN B 5, A S Ik e AN 5 0 o Ak R R, TR G
Bt
3.5 iFEMERENE

I IR B 58 F 1 B 2 00 1 oBR 785 e 9 3 s f i
IR DG, Stat3 Wi IR Ak P T8 Ao 9 42 SR 2 A0 i D RE
oI b O e S B BR BE . A R R OC 8 AR 00 40 i
(' myeloid — derived suppressor cells, MDSCs) /1, K454k
Zii% RNA HOTAIR n] 454 Stat3 [ SH2 45443, , A5
PR AL BRI A 25 5 A, B Stat3. 1 36 1 AY
2 JAK2 4 3/ Ti705 5 Ser727 Wi AL
BERR ALY Stat3 7] _E i MDSCs Hifs Bl — b A&
Fif e 3k, o HAm ) Thl 40 Mtz AL i BE 7, ki
PR S SN o A, Stat3 B ER AL AT L
b YA IR A o3 D A A PR - (4R TL -6 T - 10)
PSP T 40 M2 BIE WRA0 A, gF— D hE s A
TEND, b MR A K AR S e e A A . B
U T Stat3 BERRACTE MR A Lk Kk e b A% O Sk
IHRE AEAEAHE R A2, TR A | G B il S T i
A DR S 25 B b R 20 40 0 R0 R g 38 A7 4 S
P SRS o S IR 0 i 3 AN [ B S5 A A O P
1], A S B HERE 7167 Y B RT 4
3.6 Stat3 BEEE K 72 AN [5] Brh JE 28 BY R ket BB AL 9
ERRMYE

Stat3 R A AT AR AR 235 e e, O
T 55 T U R R 2 B R A 4 U B kAN A
Az 34k, 33K B 2 M 68 A B 3 I AP 45 ) S B, A A R
HERE R T R At 1o B
3.6.1 AEIMPEZEIH Stat3 BIRRUHIRAIREESR

e Bz PSR (R R SRR A0 e e LN a7 B 2
55 240 B8 45 ) LA Ty 705/ Sex727 BUAE 5, B [l 8 1R Ak
A%, W AR 52 AR s B4 IR VTG ( receptor tyrosine
kinase , RTK) 5, & it “RTK - JAK/MAPK - Stat3”
PR R IR 8 BR 40  AE h, EGE AT
EGFR [FJiEAL Tyr705 BRRAL , I MAPK i #i7
T Ser727 WAL , BUL SLIEE 1) Stat3 $#E[a] Cyclin D1
KB 5HE , AG1478 I BHINTZ L . FLIE D, 2R

g ¢ - Sre 5 Ser727 #Wifg{k, EGF @ i1 EGFR/
JAK2 J4i6 Tyr705 {37 s, WU s B R Ak T 8 % CXCL
172 ARHE A RS bz — IR A0
SR Stat3 I PR IR AR 20 M FE I 4= 28 Rl A AR
RO DIBE N R SR 2R

L2 K kB R o AR R B LR R SR, Stat3 K
R T705 B — v g5 K S0k IR fL AR 1E , JC Ser727
PRI, (5505 F IL -6 | 2 W EE A 319 JAK2
g JER “IL -6 — JAK2 — Stat3” SEES . B EER AN
H s IL -6 F0E JAK2 4k Tyr705 @21k 1
Stat3 #fi[a] Bel -2 Bel — XL 40 1258 H ;A BLR Al
BHWT JAK2 3 P30 % 07 s i R Ak, 5 S 40 i o 1~ HL
To Sex727 ke sh L %I Stat3 X4 i JE
SRR 55, U R R TR, 5 R
fifrp 22 57 B 2
3.6.2 ZMHEREEIMEFEBIA Statd BEER LR
=R

SRR SR A, Stat3 &0k Tyr705 B — v g B
BT, SRR A DL JAKR g 3, S 5 PR SR A g b
RIS A . a0 2B 0 2508 )Rk kb, JAK2 i 4R 1
Tyr705 B2 fk A3 7% Cyclin D1 5 VEGF, 58 B 2 fi
M55 ¥ #E . b 97 O o 5% B8 B, Stai3 #% Ok Tyr705/
Sex727 XU s bk Sz XU , PG 5 0 3 IR A T
Fio RTINS, Tyr705 {3 558 I 45 5 Ry
EGFR 5 JAK2 X8R, [M]H} )G 8 p38 MAPK 451
Ser727 WEERAL , BN s 435 1Y) Stat3 §E[] MMP -2 [
fife L 7 I, S BB e A2 i 3R
TTAT AKR S Stat3 @m0 A4S Y K g k4 5 IR 97

FefitAk s .
4 W Stat3 BBUALSHMBAYH LR EME
T R

ST Stat3 BEIR TLAE bR KA R R R 0 A
FH,#E1E) Stat3 BERR AL T B R 28 7 BIF A ) 25
o], HEOR BAR M o 112 58/ o 7 25 B R 1
255 , BRI ) Stat3 S0 T
B 7K fif #0 [7] 8% & A& ( proteolysis — targeting chimera,
PROTAC) REARA o TR, 2w i% RNA 4% 55 E 24
WIET Bt Ry PR T AN T R
4.1 ¥B[E Stat3 BEERL BYBWEZS MR R TLIK
4.1.1 s

Stat3 @R LM T NG (0 JAK (EGFR) (3
T, DR LA ik L8 35 g T [R] P2 LT Stat3 BEIR L. JAK
IR AGA90 HT 3 o 0] JAK2 A TG, BILIET Stat3
f Tyr705 BERRAL , 40 i BUR SE 28 11 70 YR,
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Wep AR e 6 200 0 18 AT 52 P, 9 i RO X e R 68 2
HOR™ . EGFR #I45) AG1478 n[ A%k EGF %
DY Stat3 BERRIL, ] SCC kA K™ . BT, E
A ZH JAK R Cansn] B e ) dEA G RS,
AR JE A JAK S50 AR AL T 5 e e 1)
e YA YT , HOE S ] JAK2 - Stat3 @ #% , 0] A 8% A%
BEH B p - Stat3 IR, 8 fif R 67 A 5 1
EGFR i 57 B 5 e AL A/ IN i e v 7 v, 0 9%
UE S R] T G ) Stat3 8 R 1 330 5% B o A8 2 B4 1)
25T 25, FHTIRYT Stat3 S8 BN 9 M0 &R 52 R
Sz 0 MG T I AR R BN, A
JeAE R F AT T 1 ~ A ] EGFR 2748 7]
FARIERAR /I 40 i 1) B8R o 27 44 R R
2% 2 A AR ARBTG5 BRIRIT B
NEZN 52% , EENRHE MR FE N 14.8% , P if
Tohw A A ik 40.9 A H . HACH B 1 36 57 A1
KT EH A R, T AN R S 5% BTG vk
1A UEW] B A JEAE g il BB 97 19 42 4 A
TR
4.1.2 Stat3 432 EHPHIF

B ] Stat3 [0 ) T 3 Ak B R AL
“RAkE DNA Z55 687, M0 Sta3 TE P, Stat3 {11
il 7] S31-201 AlREFIELS 4 Stat3 1) SH2 5445, KL
1E Tyr705 BRI AT 309 — Ak, #ET T P8 518 T 2k
I3k, G o 4n o v . e Ah, T Sta3
DNA 45 45 K9 380 1 5 0 5 A2 4 IR vl 52 PR 4
Stat3 , BH 1 S HE L DR S 1455, T i 2 [ %
RS TTL-101 fER i Stad MR, T W1
PRI A0 A 64 {51 i 40 S (A i % (AL BRI IR YT
34) R4 ARIEKF252, 41 Bl PEAs B,
12% FARINTR ST GEff 41 % TRPERTaE , 40 idi
B 18% H P OiiGyr R MUN ] 10.6 N, 245
Wy ) e BR i PR T SR T M G BUE SR, X 47 %
LAWEE RS (2 172 ) ,25% A =3 F697
FIAS R FL T 8, 22 e RAT
4.1.3 PROTAC # RN FH Stat3 [&#7

PROTAC £ Al i #6155 B3 2 R % H W i5E
Stat3 FEFIREAR, 4 < ARRES " HEAR 252 T R At
BT &, BB AR SO wAR L AE e 5 AR
#5 fn, PROTAC L4 4 E034 I35 E3 2%
A% 1 % A5 £€ 5 5 ( Cereblon, CRBN) |, % 53 117 2
Stat3 ) 25z RAL, 1L & AR Sta3 , ST
NV b R AN AR T AR AR . i
— 25 7K B #0 [5]4% 5 44 ( decoy — proteolysis — targeting

chimera, D — PROTAC) 2¥ Stat3 45 74 DNA i#H S
5 - Zfi /R - #i8 5 [ (Von Hippel — Lindau, VHL)
PC AR IBC 14 284 R ik ), — D7 ThD G 5k DNA B 45 5
Stat3 ) DBD £5#438, 75 — Jrfi# %% VHL - E3 iz &
SRNG5St (2 RACKEM, 75N E B0
M, 1.5 M (19 D - PROTAC T] fi Stat3 77 24k 7K
Tt 2.8 4%, TR ¢ - Mye Bel =2 f3%35, B i
RN o 1S D - PROTAC (1l PR AT A
PPN CA WIS IESE N T o 78 pH =5 1R
PR g F,0.5 uM ) D11 - PROTAC (11 B4 %
f D —~PROTAC) #7572 h G5l fRFF45H 52 8, H.
FPURMEAEERE S o TE5 10% JR 4R LI 13 9 i
t1,0.5 wM [ D11 — PROTAC 48 h 25 HfasE 48 h
J& A B AR S Ak, AT I A2 A0 1 B e T R
HHiZz#tst d3E8H D11 — PROTAC 7£ MCF -7 fuf 88 /)N
BB Y H i 52 R, 96 N I AR FS AT A e AR T R
ML, 252505 24 h Mg A AL AT A I F], B
(EE RS e WS N EE (CA L TR
4.2 B¥= Stat3 BERRML RO E MR 7 R A

2R A, AE SRS RNA[ IFRAR RNA (circular
RNA ,circRNA) | K55 E 2% 1% RNA (long non — coding
RNA ,IncRNA) _f#/]N RNA ( microRNA , miRNA) ] &4
SRS T B AR Sta3 BRI S 5 MR
I7, AIVE N 25 IR Y7 A DRI SRS o il 4, BRAR KTF4A
(circular KIF4A , circKIF4 A ) A] 38 33 W ff} miR — 637 , fi#
FREXS Stat3 FaRAYHMH], DM EI Sta3 2 HKF-IF
TR B, AR = IR FL IR b S cireKTFAA
PRI FEAR Stat3 3k & FF A ki % 7 40P I
[ cireKIF4A BIRZH I e Mo 4 T A (221 4>) i
T XHRZE O 3 4> ], cireKIFAA ARG RE R, N
FHOGHE YT SR AERT I 1177 o IncRNA o i 2 K A5l
YR R A 5 (growth arrest — specific transcript 5,
GASS) Al A HH:45 A Sta3 HH, JFil i fie i TRAF6
TRy Stat3 2 FR ALK # Ok F I B KR, X —
IncRNA 4T B 3E 259845 S W 7 G 35 Ve it/ A ik 2
JiE (immune thrombocytopenia, ITP) #5 5 A 2 B 14 i 25
TR AR ITP /N RS, 2898005 B A ok 3Rk
GASS J&i , /N IE P Stat3 K (1 /K F- (135 &4, Th17
YA 5 CD4 T 40 A %) b B 2 T R, B AD & il i /)y
BT ECNE (|1 -, P G2 i T 1TP By BLAE AR, A 5
6] IncRNA 4% Stat3 18 B8R 77 B B S e g fe it
T A RER SRR
5 ZRERE

25 I, Stat3 BERR AL IE R4 AR & A2 R SR AL O AL
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i, Tyr705 55 Sex727 7y W R A e 1o A [R] i AL
Pll R Stat3 23R4 A% 0 S B R 5%, 7 e
AN R (G GL Y fe st S WTHE ) (pid s
A AR AR 2R RS L A e oA b T 98 4 S B A
A, H. Stat3 BERR AL P IEAL | 2 WA AT A5 3K I,
S G PR PR 4 o RN, Stat3 BARR ALIE 5
FHAT 2 10 Rg ZH 20 B 5 e e e, Ay i
AR AR A T KA . 1 AT T B e 0
7 \Stat3 4 5 V5 00 4 57 PROTAC [ fif 550 K I 44 74
RNA 945 85 2 77 [ # i) SR, HLAS 70 2459 © B B
Pl RIS RR , PROTAC il 77 2 788 Bt R4 1 i PR
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