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Abstract Colorectal cancer is a highly prevalent malignant tumor worldwide and in China, and colorectal adenoma
serves as its critical precancerous lesion. As a core intracellular signal transduction hub, the JAK/STAT signaling pathway
participates in the initiation and malignant transformation of colorectal neoplasms by regulating cell proliferation,
differentiation, immune response and metabolic reprogramming. This article systematically reviewed the composition and
biological functions of the JAK/STAT signaling pathway, with emphasis on elucidating its central mechanisms in the
progression of the colorectal adenoma-carcinoma sequence, the crosstalk between gut microbiota and this pathway, and
immunosuppression within the tumor microenvironment. The clinical trial progress and translational value of targeted

agents against this pathway were also summarized, and the major challenges and future research directions were analyzed,

aiming to provide novel strategies for early screening and individualized precision therapy of colorectal neoplasms.
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)& T, AATTXE JAK/STAT {5 538 s 72 CRC Hp 1) 1 48 42
i REEALMAEA T IR AR o A 3Gl 3 K 2R [ P Ah e
TSR, RGL5R JAK/STAT (5538 % A 2H 1%, AR 92 1)
fie .2 545 Hm M kAR SBARRIHLE O B2 IR RS LA
1B, 25 M s i) RO R R YT B LR T

— JAK/STAT {5551 %

1. JAK/STAT {5 538 B B 20 )i (2 1) : JAK/STAT {5538
% 2 P Al 32 AR TR 1 SR A JA KR STAT 4 1l i) 26 B 4t
ML 5@ B . e EL s Wb, JAK ZE0% i JAKT L JAK2
JAK3 FITYK2 41 1%, , 138 B 7E S % R 40 v By i S P 4
FH L 52 ) 0 95 240 M 0% DI B 3 0 0 DX R 7 T 1005 s
JAKT JAK2 FITYK2 B ) Z A1 KA, S5 2R 4l
N W55 S . JAK3 EZAE A I EL RS0 B 4 fn
A1 LA e ik BAT o B e, & 185 & 2 kgt
Ay BE L AT RE S P A 5 22 B0 At i I8 [4n 1 40 ML A 3R
(interleukin, TL)-2 TL-4 . TL-71/15 55 S, 76 48 55 I L 40 i
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KE M RIEA TR . HAb JAK 58 51 0
O3 AT RGP BEAS JAK BB A1 B 7 A [ 5 45 4 3,
(JH1~7) , X EeLE e 0] TR H) e 2 e F

STAT Z& [1J& —25fE 55 DNA 1 T3t & (interferon, IFN)
R B eSS A A HE T B IRN 56 5t a9 B 1, AT
B3 40,45 STAT1,STAT2 . STAT3 , STAT4,STATSA . STATSB #
STAT6 £ A i 5110, 3k 26 8 19 Jit 1 750~900 4~ % % iR 41
LA E ZAURE . M NI B C SRR R HES A9 L RS 45
N 3t 235 A 3 o M 45 M 3 DINA 285 45 445 M 3 2 22 45 1
B SH2 S5 4 RN e S 0E S5 A B, B AN S A e STAT
T Re R e R R

JAK/STAT {55530 5 A6 A0 M 35 4 Ak R T e Ty
i e T o 55 2 i 200 ok R o e T A . 12 I 1
T T A DT TFN LI A K TR T2 MR £ S ik
XU ES AN 1 R 2RSS G e R R
65 2 B85 A 0 JAK B . 80 19 JAK 8% 4 2ot i R 1k 27 1A
IS R R R AL B SH2 45 A STAT 5 11, STAT
BRI S TE N R Bl e i N A, 25 5 &
FERE W DNA J3 41, P4 B0 LR i 5 S

AL, JAK/STAT 55 38 B A7 75 Z Fh R pLE . 40 0
N A7 7E Z B R 4 B 7 RS A0 B A S
(suppressor of cytokine signaling, SOCS) Z 1% . £ [ i 2 2
[ [iff (protein tyrosine phosphatases, PTP) . i fk STAT & H #il
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il PR (protein inhibitor of activated STAT, PIAS) %5, 0] i 1o
ANTA) 7 2] JAK/STAT {5538 5 00 8 B 030, DA 44 240 i
MAE SRR (DSOCS Kl il it 5 JAK S 4 A s i il
STAT Z& 1 (1 B R £k 671 1] 9% JAK/STAT 15 53l i ; @ PIAS
AT 5 STAT 8 1254, WL DNA 8553 1 Rl sl
Ik ; @PTP K 11 (4 SHP-1 F1 SHP-2) it 22 % JAK I STAT #&
H L RBERRFEIA , 3055 HOG AR A 3R IR B 3 Sl .

IR HLEE JAK/STAT {5 538 I 72 1 E 5 AR FRIRES T
FE SRS B 1 A Sh AR, T 24 R s LR SR e, U T R
U 0 B RS e A 2R 5 R R T
P 2B

2. JAK/STAT {5530 % (1) 4= W VE FH : JAK/STAT A 53
B AN P TS T R, RN R T A K
A F R S AN MM 5 ) A A P9 A8 3ok 3 2ol i s
IR 235 52 I AN I Sh BE . JAK/STAT {3553 K 18005 v K £ Fil
2N PR R A K DR 3k DR ok 5 0 2 T S P 7 1
E4 RS — ROV IR LI, B2 T2 STAT #4554 R T 19
T AIAZ I 0, DA T a3 (R 2 119

JAK/STAT {5 53 J% 218 2 A5 )24 3 R A i A= 1 4y
A P 0 2 S v 1 S SR AT TR B R S RS
OME S FEIE LT 5 0 Spe 408 (T 40 B 40 B
W2 A ) S AN AR A5 ) A T5 Ak AL NS BE R FE1Y . STATI A
o JAK/STAT 553 fif 1) e S e IR 7 =2 — , Al il 2 22

&1 JAK/STAT 5 S8 B By 4200 H B RN R AL )

A St LEFRRE S A IS RE PEFEHL] E =P TN
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JAKL JAK2.TYK2  7A4RIVEZSHIE (JH1~7) T FRATARAL N FUM 52 URGEA 530G |, 8 i i = R 6 [4-7]
THIL : PR HFHE KPR 55 S Rk 1G5 5
JH2 : Phif it 3ok
JAK3 [E)JRZERA 3R (JH1~7) PRI PE A B R RS N R A S 1L-2  1L-4 1L-7 S5 41 i (8-9]
B AL A5 T LA 155
STAT#; 5
STAT1~4 . STATSA/B. 750~900 > KLk J iz R T B JAK B 82 A6 5 T2 A% [R5 U — 3 [10-13]
STAT6 N 3ti—C 3ty : N 325 P 3 i IEUHE SH2 45 by iR i R AL 1 2R, 1A, A K45 4 DNA (U0 GAS i ff)
LEFIR DNA S5 5 850 GRS N3 R ARG (7 JEEE B aSE
B SH2 S5 A s BTG 2 F 3k
FE L
YA 2 1A 5 55 A7 UK (U TFN -y 52 4 T1-6 52 AR iR R 1o B gl A — 32k AL —TAK A 5. [14-15]
%) it &b 32 B AR (IFN/IL/GF) , W R IL— 475 STAT
JiL P 8545 402 A JAK
e N

SOCS F 5 (SOCS1~7) SH2 45 {+S0CS £

IS LN

855 JAK B AR TR AL 5 [16-17]

0 DI GE < 0 JAK I 1 L SR HEER AR AR (5 S A

FELIF STAT 5548
PTP(SHP-1/2) fiEb A I Sz ARA TR Bk JAK/STAT i A PR IR 3L 1T, 28 [16-17]
O IRE : ZUERIL JAK/STAT  1-15 555 5 (W1 SHP-1 £ 8 4% & 1.
211 308 1% )
PIAS 7% (PIAS1/3/x) RING B+SAP 45 4 1, L / [16-17]

10 INRE M1 STAT-DNA 254
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IR 251 & A 1K (major histocompatibility complex, MHC) 1

FOMNT 284y F 2Tk i o SR PL IR 2 8 KF , i — 24
ML G328 200 B 6t i 93 240 e g SR 3 gt g ). A, JAKY
STAT {5538 6 e 45 1) 40 e o) H8) L 43 AbAH O Bk D A K 22 i 24
N3G 58 A SR A AR . N, STAT3 W] 5 S0
i I A 11 D1 (eyelin D1) Al survivin, I G1/S #1774 M
T 4K 2 A 3% 7657, 4 BEE 45 RNA (long noncoding RNA,
IncRNA )RP11-468E2.5 5 STATS5 I STAT6 A B /E M , HiFe ik
b IR AT AR O S 2R 1 A R A KO S G1/GO ST BHLHE L4
MLPRA TS50 20 PR R RIE (S S O BE S SR R
SN, 3 T 3 Ao 67 SR T ARRE SR . A RS R IFN-y
BE TAK1/STATL 3, v S Bel3 W 235, {2 0F TL-8 BRil ; 1M
JAK2/STAT1 {55 538 53 ol Iy T A PR il PFK B3, 3R )
L WA M1 BB AL, , 3400 TNF-o 430, 22 S48 48 )W P2, i
T RAE TR T, SOCS3 1 4 TAK/STAT {553 8% 1) 5%
S R R T AT AL 2 R AR AR A AN R P S A
R L

AT U, JAK/STAT 15 53 45 1 57 00 (3 R ¢
A FEEEHE IR LS ) I 2 Al R A SR B PR 2R 3 2 AR a0 A A G
PRI 410 T 4 0 88 1 A s A AR R I RS i i R 4 B0
FERAP,

T JAK/STAT {55538 i 75 CRC B HIg i 28 o 1 1

TESE B MR b JAK/STAT 555 3% 14 80076 = 22 b
HA2 2%, ZR0 R 0T S 80Z 00 55 30, #Em 2k CRC
FARTIG AR I kA SR MR 8567 (6 2) .

1. 155 CRC S HIg i A8 1 2=« 78 W 18 1 20 Al iy F
e B S R A BRI R TR G AR 4 S (Teucine-
rich repeat-containing G-protein coupled receptor 5, LGR5)" T~
AN A R A R T B X e R b s s e O H S 1L-22 08
55 LGRS T 40 it vh STAT3 B AR 1k , (R kI b B2 R4, 47
B AU 05 1 B FRAB S . SR, STAT3 o J& 3 7] e 3
SN AEIG AR, TS SR AR AR I . S A S A G
CRC BRI rh 40 STAT3 375 1 AT 9 4% X Jeo 8 P 41 92 24 i
AU P (R ) DT 9/ 8 5t R RIS, 2 WY STAT3 76
CRC & AE RS i 2 DG A

FM a5 R 78 L B v b & P S HEEF . SOCS3 1R
S JAK/STAT {5 5 3 [ 11 G 5 671 B2 45t 949 |81, 3 ol 900 ol
JAK/STAT {55 530 P I Pk iy R A VR T o A2 1V R e i
,S0CS3 Jia 3l F i F b n] S B R Ak OB, 1 4K 3
JAK/STAT {55 538 B FF 22 0 S 0 BOHEY , 7E CRC P R FEAFAE
X — R AL AL o X 124 6] CRC B Hog 55 41 20
HEAFA3HT R B, CRC 4141 SOCS3 W EAL K - 8 3 i, H S
SOCS3 Fih 7K 5 &2 1A OC 5 3% H B AL 7T A B SOCS3 Xf
JAK/STAT {55388 5 1) 47 1) R, 5308 B (R 80080 , E i
UK 5l CRC & A= R BE R I PR 23 ik 552, SOCS3 1y F
1b5 CRCARAME (75 TNM 43 M 552 28 1 380 B A o6, 2 iR
TN RS 0 2T A R 2 A L R AL T I AT R 2
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SOCS3 ik il JAK/STAT {5 5 3d B 15 Ak , 52 [0 Bk 73k —
PEAPEALHI,

2. 3R AR AN A R T kAR - A B ST R I, 7E STAT3
PR SR L R v I LA B T 1 (cap methyliransferase 1,
CMTR1) & ¥ T 5 BAE o 3 98 0 25 B 41 1 5 (The
Cancer Genome Atlas, TCGA ) B8 72 2R Al AR 41 2L 14 41)
3T & B, CMTR1 7€ CRC 42U (1 2235 K F B 3 v T 4R
IEEAZ], CMTR R AL R ZR A P 287 AT 38 25400 o 200 i 14
BEANEREPE 1 CMTR 12 2235 5 CRC B E WA R TS AHOG
ML, CMTR1 8 13 # 5 RNA R4l 11 2 STAT3 3 3h T X
PR ST AR L A, 8 58 STAT3 A % i 36 2k, 1k Tfi B8 STAT3
BJL DR e 3k, £ 0 4 L1 A R RE ME SR . Ak, CMTR L AEAIR
A3 S A CD8™ T 41 o) [ R el PR 5% (A1), 38 SR i P
BET- K 1 (programmed death-1, PD-1) RHEL W 0 928 97 925 1Y
I GR

# CRC R JET R A T g P B ) — G AE . 98
S I 23 28 D — R PR O Warburg 2587 A4 CIE RS 28 , BIVA 4
FRB R AL % 71 A SEMR IR A o X o A 705 3 Mo 40 174 5ok
HREANPE T kIR0, AE gt R R, JAK/STAT3 5 5 il i -
T AR 2 (hexokinase 2, HK2) @ 25 B SRBR B AR 15 1. 31X
0 5 A W TR A AS (5 A e 200 B R 1 A AR (1 B o IR e T
AR G5 1, DT S A s ) dp e 2B RN R TR,

A, STAT3 7E CRC #9410 i) 1k BR 5% (4 B Hp 493 1 A%
DOR B A8 . STAT3 AT B2 45 & 8 5 PESE T 52 (R e 44 1
(programmed death-ligand 1, PD-L1) Jg zh -, 8 i [FN-~y/
IFNGRI/IRF1 2505 55115 S PD-L1 5 31k, M fik % fih 5 240
JitL Xt CD8* T 41 il S 2 Wa W0 1) 1034, S 5l Ao 8 ) %
e,

1E CRC HFZE 1, BRIk RNA (circular RNA, cireRNA)ME Ky
ARG RNA , 0] 3 1 JAK/STAT {554 %2 5 CRC 1Y
KA R ERY TneRNA RP11-468E2.5 1] 38 3 JAK/STAT
54538 B& 5% W CRC 1Y ZE W47y, HL58 33 38 ) STATS
STAT6 #lifil JAK/STAT {5538 it , AT 401 CRC 4t i 38 5 -
fEEAm B g T,

3. 2 5REHR 7 CRCIZ B MR fEd, 1 -a]
TR AL ( epithelial-mesenchymal transition, EMT) ST AN
AR R FERE I 1 AR A Y4l B . STAT3 W3 155
Snail \ZEB1 5544 5% [ T35k , 1l 55 1 B 40 M = (] (9 3% 82, I\
M AEE EMT (4 % A=, 38 5 g 20 i (9 52 6 B 0%, 3 ARUARE T
1 3 41 1) STAT3/Snail /B9 EMT, 53 #1H CRC 41 il 1T 7%
FZZERE 7, E— 25 33 STAT3 7E EMT HP B A R,

PR, 0 EMT A Bl 14 il e 12 22 5% 75, [WIB (2 14 2
MUPET . 76 CRCFR S PETERE L o, 671w R (Ui o
IncRNA FAM30A ) 3= L3 12 BH W7 JAK/STAT 15 5538 A 41 il
EMT#E2 . FAM30A 7£ CRC H A K441, Hoad Feak vl
1 E AR CRC A YIS 58 (R ZEFIT AL RE ) | [ I 42 5 20
AT,
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i Ie PR 5 17 e SN 3> g A R 28 e 0, e P
EMT % OB LR 31, 5 205 50 CRC & AR i Ab %% % (%
B B RS SE) o MR A 56 AR EF 4 4 I (tumor - associated
fibroblasts, TAFs ) J2 /I I8 Tl A 5% o 19 CHE AR 43 2 — L i 2 43
WA 22 o A Al R A L e R AN B RS . b B AR AR K T
(transforming growth factor, TGF)-B1 f& TAFs 73 i 55 %2 4 it
K, AT 3806 STAT3 {35538 6, DA b8 56 [t 4 J8 7 (1 Al -9
(matrix metalloproteinase-9, MMP-9) [ 335 FI 3G PEES, MMP9
S — IR A5 5% A 2 YL & 1 2 SR I IS A 7, HL57 STAT3 5 =
J5 VR BT 98 200 R PG B e, 2 7 R A BRI ZH 200
TR AL

4. i A5 JAK/STAT 5 5 368 3 (9 M1 ELAE A - i 1 7
REAE ) CRC B0 o B0 K2R, R 1 25 4 A ™ 9 5
JAK/STAT {5 538 AR DI RORU PG R o AR BIRIR S
T A AR R R AT 7 A Z2 R g A 4 OB AN  HT
J5, B RIS JAK/STAT (553l 8% il , HAZAR T I
(Fusobacterium nucleatum )12 AW Iz MG , v B4 G 16
F RNA f# i€l DHX15; 1 DHX15 J 8 T X A77E STAT3 4545
B KL, T RS ALY STATS B 5 B B 0" BAZ R T 18 -
DHX15-STAT3" 1E 2 {5 90 % , e 2 4K 5 CRC H 8 2k i J 0l
TR O R | TR S QU A X — P 26 v R FEAZ O
YEH o i1 M 55 BT 18 (Bacteroides fragilis) . K W 5 7 18
(Escherichia coli) % 7= I I8 B BEFC ) 45556 2 1R (4-
hydroxypbenzeneacetic acid, 4-HPA ) ] 4 SR s A
h JAK2/STAT3 {5 53 # 1 9 CXC 55 # Ak D 7 Ie 4 3
(CXC motif chemokine ligand 3, CXCL3) ik, B Sy A A
Pk 22 JE 1% 18 7 >F I8 40 1 44 M (polymorphonuclear myeloid -
derived suppressor cells, PMN-MDSCs ) 7£ fif J8 i 36 5% H 1) &
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B FEmAN g CD8* TN LI E , ik CRC ki,

B — 5T, AT 3 R S A I gy ) RT3 e 0 ) 2
RHEMIRAE o W T8 A W R TR IR £ 2 4 A 10 3 5 B Wi
1% (short-chain fatty acids, SCFAs) , 41 T B & , Bl iF 5% ] 38 1
Z AL 23 T R 48 R (AN IL-6) 9 43006 , AATT A 1 1L-6/
JAK/STAT3 A5 54 1L FE TG Ak , B W I Je S e -0 il Jo g
ARG FE S R FIRALE SN, R Y R TR
8 2 R A 55, A IE S AT 8 L PR 95 JAK/STAT {5 53
25 CRC R, X R BEICIH4 5 JAK/STAT 15 538 Y
LA FARIE R T CRC % A= A58 2 BE AL , -t 3 5 14
5 38 FE Y R JAK/STAT #5036 97 CRCHRHE T HE M
AR

= JAK/STAT {5538 A1 R 1b v A

1 2 W RIS « 75 JAK/STAT {5538 % ¢ bl 5 X 1 #H 56
WEIE R, 4B E -6 15 5 7% % A F (interleukin- 6 signal
transducer, IL6ST) Fl CXCL9 # 1A FyJ& CRC HH H L ) 22 57 3
IRFER, WFIE KB, IL6ST i Fak AT i 25 4 5 p-STAT3 K-
YIRS 1 b B SRR RE T, AN AN BLYA T, AR 20 A
We R, JE—240 R TL6ST 5 MR K/ 44k
Sy W AR ZBYER G , T CXCLO MU 5 40 i /3 AL A B 3k 12 453
% W E AN RS IR TR B A

A WF 58 o 75 18R Bifi UL Ak (Mendelian randomization,
MR) 43 Hr i 5 i CRC H 5 JAK/STAT {5 53 B{AH 5 18 5471
J&5 K25 (435 ANK3 . F5 . FAM50B . KLHL35 . MPP2) , 3:#4
BT —HR TG EIR 45 5L 5% MPP2 X 20 it J# 400 3 %
PRI A PR oAy 035, 11T AINK 3 78 200 A 08 e ity 30 o 4 ) e
IR o IZIERITE CRC R U (04 1000 Hp 2 B I sk 1 v
Wtk I T RE N A b S se iR T HR IR 5.

F2 JAK/STATESERXES FHELEMETIINEEMIEREX

SF2 5 KT HYZE IR e A7 FHE O Bk K ARI A S5 3k
(AN e s 1L6ST $ KL p-STAT3 /K- S5m Al SR/ ok A RZERIEMSE e difbiEsy [43]
L3S F1 BB RIERS , 0 E T
CXCL9Y LR T, SR AR S e AN S ol KBS R RS AN R 2 EETOL [43]
BRSPS
T B ANK3 MPP2  ANK3 & 3 31 il 40 It 08 1=, MPP2 To A5 T0S , $8 S AMARIL e ieinyy Smfs/RBEpLIL B [44]
k2 U AT
STAT#; 56§ STAT3/STATSB K335 5 W I i 01 J5 M 56, 5 % TlJe (P R 1 BT +EAHr [45]

JER A 1 CD244/KDR L3635

2SR AR GS STAT3(RFEHT 5 B AE T AN 352 07, WK Bl R 30 e /e AR kA M T 4 5 d M At 1E

23 [l ey [46]

WEHE) 2N VEES
AR AL RNA circSPARC  ceRNA HL il W% B miR -485-3p, # FL IR 0 25 , S ibk L 455688 TNM I I 2R /M4 [47]
i JAK2/STAT3 IS E A G
P HK2 PR OGS , J00% JAK2/STAT3 AT HOM AR H WS AN R, 5 PD-L1 #£ik1E  qPCRAELLL [32]
LEES
FRERIH 4-HPA PTG JAK2/STAT3 3 | CXCL3, BV, Sseih vt 25456 / [41]

B 5 PMN-MDSCs & F1, #114 CD8*
T4

1 JAK A Janus J40 ; STAT R {5 555 55 5 S 30G 75 IL6ST A A -6 15 5 4% T8 F; CXCL Ry CXC P AL IR FRCIK s ceRNA R34
PEPITE RNA ; HK2 S COBHE G 2; PD-L1 AR P T2 AR BCAA 1;4-HPA g 4-F2 360K 2% s PMN-MDSCs “h 2 TEAZ A 22 RIS 40 5 </ S A K
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STAT3 FISTATSB 7 CRC H i £ ik K54, 1 0 HilR
AR R B S i T A R BRI . BT
CRC F L 41 f 2 B b |37 3RIK , I 5 S e K A i CD244 Fil
KDR HHOCHE, Ab, Bl 4 15 S 2l 2 1 Dk g, R 31
1€ CRC JRUR Kt MR AT A 20rh | STAT3 7 Mg 2 28 i iy
B2 X & 46, B CRCJEEAE T 41 1 (2 38 & 46 5 o 12 28
PRI , 33X N HE 1] STAT3 JR3RIA T 7 R A AIF & F 3t T 4
RS,

A4 5 RNA FR a4 cireSPARC AT 3 1 5% 4 4 P4 I RNA
(competing endogenous RNA, ceRNA) HLfill % i} miR-485-3p,
R JAK2 A3 1, 05 STAT3 W R 1k . CireSPARC 7E IfiL
S F ik KOF- 0 2 TRl T R R A, H ke
LEEERL R TNM B HA 52 1A 5C, BUER cireSPARC S AT HI /N
PEAVEE RS KL TR

HK2 1 oy i A 110 O S, 3 50 8008 JAK2/STAT3 (5%
BRI HE CRC B FNFE RS . HK2 i Rk R B 2%,
H5 PD-L1 A5G 5 K 2 0 R IE AR OCR2 S 1R G 55 J00FT 14 45
TR R BRI 4-TIPA , T 3495 TAK2/STAT3 3 % JF 1
CXCL3, X)) PMN-MDSCs 7E MR AR & B, il CD8* T
LA, ZACHITERE I CRC BF A b 1 R8T
1o, HLS iR 7 24 % DA oG

2. ¥LEARYT - BT, B JAK/STAT {5 538 % 19 CRC 4
AT 250 JAK 500 A0 STATS 0 370 X 128 6 1
HEF T . — IR B 72 ) 5 8 (ruxolitinib ) VE hy— i
JAK I 5], 78 CRC 2 Jf b b vT 38 2 /5 A F JAK1/2-STAT1
05, T JRBE R A0 1 1109 -1 (myeloid cell leukemia-1, Mcl-
1) mRNA Fl 2 £ 57KF , i Bak fil & CRCAIARTA T, UL
A, AL R JE A B A JAK/STAT 5 5 B (036 e, i 1
FEAR STAT3 B IR fL /KT 175 S AN MR 1~ 3 LuAF FH MLl
PRI JE R — R AE BT CRCIBIT 25

YA 2 (napabucasin) J&—F 8 STAT3 #1171, g%
7 A5 1) M98 T 4 B v 0 STAT3, AT 40 4 G 1 0 58
Jio FWFFEHR H G0AG R L ] STATS B Rk , BH W7
DNA &5A 8801, 3 RSB0 1A 2 5L B (40 MCL-1 Fl c-
Myc) B35, T & #E 5T R Y, sLab , i 950 R 3R,
CRC 1R rpE 25 R (bufalin) | 535 £ 5 Z (trichothecin ) %4k
AP T E SS A STAT3 A5 530, 3 R0 Ja i AH 56 il £F
AN T CRCEFS .

S35 CRCIBYT RO , I RIE 5 R FHIE G VR YT 19 SR
WL R, JAK/ZH 25 11 I £ T (histone deacetylase, HDAC)
WCE F i 770 55 3 R AE JE (regorafenib) BEA (T AN B2 2. 3%
480 Joo 977 2B A AN L B 3 T ek b B A S 5 Y #E M
WS I A T T R e 3 Ao [ B 0 5 JAK R HDAC B9 7%
PSSR BT MR SR, AR PR AR b 7R R 197 30
ek, B2 IF (bazedoxifene ) i 5 ¢p 130 324K B A0 5.
YEFARAM I TL-6 F1 IL-11 41 5: (4 STAT3 {5 5-4% 5, i 41 i
I B SRS AT W AT 5 SMAC BRI Y FI Ak 7 A
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ShA et CRC PR A T2 Bbdh, JAK 172 3l 70 5 4t
PD-1J7EEIEA 0 FHAESE N CD8* T ANNIR I , & iyl RS %
Jbged PR B AN B T, 4R e T AN T RE , DT RS SR BT
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