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Abstract

Colorectal cancer (CRC) is a malignant tumor with high incidence and mortality rates worldwide. In-
testinal flora dysbiosis and chronic intestinal inflammation are key factors in the development of col-
orectal cancer, and the two are closely linked through the core pathological process of “inflammation-
cancer transformation”. Signal Transducer and Activator of Transcription 3 (STAT3) is one of the key
signaling molecules in cells and plays a crucial role in immune regulation, cell growth, cell death, and
inflammatory responses. This article mainly discusses the regulatory role of intestinal flora in STAT3
activation from the perspectives of metabolites and inflammatory pathways, explores the molecular
mechanisms of STAT3 in intestinal inflammation, inflammation-cancer transformation and the occur-
rence and development of colorectal cancer induced by flora imbalance, and prospects new methods
for the prevention and treatment of colorectal cancer combining targeted STAT3 and intestinal flora
regulation, so as to provide new arguments for the basic research and clinical intervention of colorec-
tal cancer.
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1. 518

T8 = AR KA S RGBSR T, BT ED ARG EE#E, MIEEH 2SR
Brm A FHEAPEE. B8O A E  FLERFT B S, nTIEI BN, e d A EYRS
AEREBE—BRE, W5l RSP, P ESURME, B e R PR, RIEABELE
s WK E . BERE %, IEF RO N AHE A 28, — BIAE RS, T80 . 1% 80w i n] ik
ITE T Sy KB IEA R BSR4y, T8 i 2% R (dysbiosis) & 285 1 W (1BD) a5t 77 14 45 W 4
(UC)FI 5w % G (CD) K AR I B R TN, i o Hp sl “ il ” 1342, k45 BV (CRC) 1 A XU A8 45
e

55 S GRS R T 3 (STATS3) [1]52& JAK-STAT {5 Sl s i <t T 7, A 7-(1% 1IL-6.
IL-10) A K A7 B %, WAL A STAT3 #EAN A, 1A% T — R4 SR, suET. M
A B R e B AN A S S R I ik, fERpIE B, STATS3 MW 8 AL A i e R A . R S AR i
R REY].

B R[2], FiE B REA STAT3 Z A4 A0 H.R% 15 5, SLIR) 4 R 18 IR B s min 28 S e 1k i
12, B RE R AR STAT3 LIRS, STAT3 7E R UR S 1 4 0 # AL A e & AE b A% O
F, SRR BRI R YA YT T 1)

SEpEPEET “ME CBER” DU SVERE3], HREEZ VAR, IESESES
FURA KE FIAER, WALSM. B UM, TR R BT TR T 8, HEAARME
FAAL AR B BRARHE TR B[4, H 2 2 P AR A8 PR 0 G 2 S AR A S mT 2 S ] S0E,
01 e 7 40 1 B AN A

$
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2. BIEEEN STATS (55 EBABIENH

JiE A R BRSO AE RO . AR Ry SRR SER T, BRI STATS
HIE RS -

2.1, BRI BT STAT3

1) AFARU= 2SR

A TE B R R AR, A FH R WK AR 2, AR =R A, DLR R B[54,
Wl R ER DCA IX Y i BLHERR, 2 91 RIE S it & ROS A%, BiE EGFR-JAK-STAT3 iX %
GO, AT T 2 MR e LPS AIEE £ (FadA), Relsd TLRA/NF-«B @ %, {2l IL-
6 XA R R, BuE STAT3.

2) A AW adIE A

Ao [2] (ISR . FLER B R I B 41 48 J5 7= A (0 Ja B IR TR (SCFAs, A T BR) A Lk Ang:
FERIIEAE AT, TR AT Hd] JAK JEE ek i SOCS3 (STAT3 KGR i A 1) RIZEIE, ] STAT3 i)
WERRALAITEAL,, SCFAS IE Al 0T G 25 MBI 2 /K (GPRAL/A3) KR T S i M (R T R, 1R8240 STAT3 (5 5.

2.2. B RAEBEREEHE STAT3

i 8 T e 2 R 45347 P 28 5 5%, B T AR L =R AT, YRS (1A 2 A P (L S s 4 D ) SRR 40 )
X A A AR 2R R AP 6], 40 1L-6. IL-11. 1L-23, X Se4H i K178 il b R 40 B R G0 % 40 il %
M2k R45E, P8 JAK-STAT3 (55 9B N, ik STAT3 MBS 2 IR ER 1L (p-STAT3) R B4 % 5,
TFJE U R 5%

2.3. B RS IEREMRTm STAT3

i3 B R L B R e S A R ) A AN T RE, BN, BERESCIRRE L[7], Th17 4Hiu i fb sl e sk,
WA IL-17 B STATS, IfEligE &5, A s e gE it T 400 (Tregs) 11734k, Tregs 70 ih i IL-10
B STAT3, 1L-10-STAT3 [4]i# s K IEHT & G iMsERH, 4RmiERE.
3. STAT3 EMERBERIN A RE L PR OIER
3.1. {Ri 1SR EREE

STAT3 EiE RIER AN EBENEZ —, EEERRESHEREE JOE R, S STAT3 [5]4E7iE
A A e A EAE IR, ek R AN F(IL-6, TNF-a). #{LIEF(CXCLL, CXCL8) & & AES T
Jii(COX-2,iNOS)RIEAZ L, iLARERE SR, K “4Iiu 7FRE" , 1Y JOE — BEAFE ok
H, NG RIEDES T bE&Mt.

3.2. ERNAAERFEIBESMEIAT

STAT3 E 5 F@AM R FALEEN KA. KT HoEE, S STAT3 #215-F([8] Bel-2.
Bel-xL 2512k, (R AEMRA s s Atk D 45 8%, I B iy, i bR i o i A, TR OR
PR RS AR . 4E e KR 2B R - e IR, AR R 268 W 75 2 5~10 48, Rt E W
VERNFERTRAS, SRR W. 697, WPEE N E, BRI R A%

3.3. BIEHAET4paThRE ST

Ja3E T4 N (1SC) FE 4 45 15 il b B 45 A8 S Ml 40 475 LA e Mgl g 4 76 I e v R S A D
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N AR E A ) R R, Hedh 5 4 B s SO SR Wint il TGF-p 155 18 4% . 1 70 K BL[9], STAT3
ARVEERAEE I IE T 4000 B FRE R, B9, SE Mk, RS AR U e nT RE S STATS, HtilipiE
T IEFIRD, SECREYHE, B )UK

34. {REFMESE RS MERERES

STATS3 [1] 7] VEGF (UL P S A A IR ) iX S BE D B VH B, (R AR BT I8, ol Bomg A K
WA, STAT3 i n] LUMH 5L & & 2 (I B (MMPS) BE VG R, J 4t i /056 0, -5 350 ya 4 i 5 45 5 A2 A0
FE NS B HoAh b 7

4. STAT3 54 EMER B EME T R XEKR
4.1. B E (Fusobacterium Nucleatum)

B MRHFT & CRC 44U B M — P E0m B, BFFCR 5], RPN 52 FadA BRI 7 Az -
FANBRR E-ES AN R (456, WIE p-catenin Il NF-«B JE IS, {8k IL-6 43k, 3% STAT3, 3H1LHI STATS3
AL a0 M B8 T, 307 S R R S [ W 4 ) (TAMIS) R 5 1 T 4 B (Tregs), 30 HOARE S, TR,
GaBERNGIPE LIRS, ik e ik e

4.2. FHBRABHE(ETEC)

ETEC Bt a5 W b A2 a4 &, @5 55 318 AR & OB RASEIER, i kERs
FRIBE N, TE R R RE D), IR AR 2 R MR T, SEURE R B
JBELE, R RN i TE e TR . SRS fig B 2R I ORI B BRTAR [4] (W77 colibactin #5 2 ¥ BAR) AN e A
RS T s A %, XU Ak 2 S %8 E 400 DNA #i4%5 LPS-TLR4 38 ¥ ik 8 5F ) M i Bk ik 1L
6/JAK/STAT3 i % — BELOR FFIE AR A IR 28 5 AL il Ja i )ik 72

4.3. AmERFHERIER

FLRR R 248 — R o R oK B 0= R R R LR AT B, LR B B S R0 (IR SR b L Tl B
% DNA)BAHUMIREIEN, HEWERNR/N . BUSATEE . LR R [2] 554 18 7 A 6 8 )1 197 B2 (SCFAs) S5
WP, REAME] STATS AU FETEAL, #7825 26 B Re Lk 45 i 2 A RN R 21 41 p-STAT3 HI/KF R %,
ARSI SN, A ST ORI AR K, 1 i B AR A ) STAT3 R g & TB A1V TT CRC A Rk
B o

5. $1[5) STAT3 5 8E A BAER A RIE
] STATS 15 508 e R85 B 1 Tk 7 A5 [0 2 e B v F 0
5.1. STAT3 &I

TER STAT3 #l & AE Va7 B 207 0], X AN HE STAT3 BEERILI JAK HI4I7) (AnFE2k
FPT). #a) STAT3 SH2 Z5Hs /N4 T30 FF(n Stattic. WP1066). #1fi] STAT3-DNA 45 & %1
W% ] th 2 BRI PR A 2, B RTIRAC SoR[1], STAT3 kB3N] CRC 4 M s Ge A fphpg A= 4, T Hg 5
ST 23 BB E . 2 BR[0T BRVE M A o B — . 25 dR AR A (E FHLHIE I SR 5, B2 1k
ZiARRIFAE CRC W T, W R, WRTIRS: ML E TR I HCR-116 1 Caco-2 41l
PR RIE, R p-JAK2. STAT3, THE4HEH JAK/STAT 55 @ NF 12 . S5 E[11]iEd
STATS3 it B 46 Wi R MO 35, 2t s A s o, FLRE AR R i) 45 7 o STAT3 B3 s 1L,
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I RS et o
5.2. BT HEEE

a AR S AR TG WAREE I A AR A [12] (AR T = BRGE R FLIR B a5 2R T (an 2ok . AR SR ALHE)
REUR 3 i L BRI RS o, LA 2L, HERE LB, 18/ STATS (535 B . mREEL4E. 1K
g IREAREREIEAREAEL, 774 SCFAs, w4l STAT3, IR KA.

FREBAE(FMT): 0@ B E R 28 S S8, ReE ARG B mEmESs, miax
BI[13], FMT B 1875 STAT3 MG Sy 2O0E [N, 9 CRC VAT S BB B 7. S nliEd
SRS /N B3 T TSR R/ e IR T2 (SCFA),  SCFA B INiA 7= SCFA HEEFJE K SCFA & &, I
HlEL 20 bR, e R R DB T TR

5.3. BERARME

STATS3 H AN R 4TI [14] (2 2B 2 2E7oed FMT)IBC & 68 W] e 2E P RIS, 45 T R X
HMRIMIA S, BRAK STAT3 WEIL/KF, 456 STAT3 ], fEEiasr ZCR, WAREIER .

6. FIRERE

JoiE AR R W] 2 O 1R ies STATS {5 518, TG0 STATS IXBIRE JEAE | {2 140 fd 7 7 19 5
BTSN, R SR F A A iR A A R R R RISCHAE T, R 2 BUW R (W B AT 1) 5 STAT3 [
FEAER IR VX B R, A 2w STAT3 i A E IRy 1

Vi W Jg A A -STAT3- S B ALl (1 70 WL, D e B 4R BB K B, RSRITE T 23— PR R A
[ R R R 4% STAT3 [Rp 52 R0 7L 5, TR SERGHE R STATS I AN GRHE T TS, 113X — S B Al
A B TIPS, PR SO R AAET

e HE

YT R 2 X P EGIRRE LB H (W H %S 2023ZYYLCZX-29); I £ % X BT A4
BHIF I H (51 H 4w 2023JD117).
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