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Abstract

Transforming growth factor-beta (TGF-f), a cytokine belonging to the TGF-f superfamily, plays a
key regulatory role in the process of cell growth and differentiation. In recent years, many studies
have shown that the role of TGF-f in the occurrence and development of colorectal cancer has two
sides, which can promote the growth and metastasis of tumors, and can enhance the therapeutic
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effect of colorectal cancer by inhibiting the activity of TGF-f in some specific cases. This article aims
to review the dual role of TGF-B in the occurrence and development of colorectal cancer in recent
years and its potential mechanism, in order to provide a reference for the treatment of colorectal
cancer.
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1. 518

G5 B o — A A BRIE N R LT B S R [ 1] AR ERVE A, S5 B AE e B RO
REAEE—, TAE S, BRI R AR A 2 —[2]. #EH0, % 2030 4, 23R4 HI
Jeer (8 SR T SR G, FEI IR TT e A R AR ) 1600 FIOAZE T NECK IS 110 73, TR K
P 9 BB ORI 220 5, IZRE R A T 23R A 2R AE SR LN AR Ak sk 10 53], SR AR IR,
&8 T e R R0 AR, 5 AR S DA O, IF HAE R Z BUIE LT, 45 BV 1 00 U 5 48 52 TE AR DR [4]
W T RoR, 45 L 1 R AR S A RE IR AT B E L IR SR B R B A% 25 R R 3 D) AH 9% [5] [6]
TR AT ST SEBrh,  BEX 45 B IR IT SRS RELH 2 ook . BR TR A BB RN R AT R DI BR
Ab, ARBTHT A4 S PRI R 12 R o X TR AN, FARBONEZEFR, MEr Lt
1 J=3 0T Rl A T AR T 59— Mk R . b4, GhEEARIT . BRIAA T R R IR T ST ROy R A ok
T[T, BARFAR. BOT ST % RIE— @ 2 LT LUK 45 B i A A, ERCR A
g HAE

2. TGF-p B9

TGF-B 72 J& T — 3 R I 5 48 B A K AN LI TGF-B B KR . TGF-p 8 i 3 K I N & &
PR 12-15 KD ZJRTEHE, Jid— N AR HE T B R SRk, RIS D TGy 1 Wi AR P — 354
AEWNEE C AR Ui (1R JEOR 8 i AR R AE 1 DY B A U) B A7 s b R S AR R G 5 1 AR K AR D T A AR
REEAR UG AT X A SE TGF-B AR YIS AT 75 1, ARAEBGA I IR 4T S M R R, A2 DU
PSS R KR AR AT L TR . BbAh, Zad B TGF-B @ AR A —FEIERI Z & i ik, |y
I A DRI X 2 TR R AR S LA 45 & 2 . MRS RO ML) TGF-4 W] L@ AR RIS pH. fif 2
FECET B R SEI,  HIX LE PR - L0 3 WA ) TGF-B H i A AH S i AN 72 [8]

TGF- t4% TGF-p 1. TGF-$2 fl TGF-B3 & —Fh L EL R 1, BN IFESS M EAMELEAEY) % D) ke
WA BTN . TGF-B KIERA S S ARG 2. W1 B2, L - MRl T BE
T FE[9].

H5KER) TGF-p BCARAHLL, 8D B SZ AR AN T Ui 40 M A S A S 15 5 1% S . TGF-B 1]
PLEE S | B 2 G BRI 42 R IR IS 52 AR (TGFARI) AN 1| 7Y 24 5 R 22 B BRI 52 AR (TGF BRI, T T R &40
MRS . REZARAERAESE AT SRR REE G, Kb 7 AR | B2 R (W ik
5 RS AEFEG , ALKS), PR 5 FHAS 8] ) 12 524k o 3L 52 4 o ME K A% i R B (R A 111 Y 32 AR B TGRARININ
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5 TGF-p FIWRECAM HAEH, (BEAEES 55 S48, XL n] DU FTECAARXT | AR 11 Y52 44 1 18
% . TGF-p 7] L% SMADs B #[10], Btz 4, TGF-g k6898 F FdE Smad JHA7 3@, 41 Erk1/2. INK
Al p38 MAP i 42, PI3-kinase. LLJ% Src #il Rho GTP fig[11].

3. TGF-p 54 E =

WEER, E2WARRY, TGF-p fE4:H g kA K v (e i A Wi, S A vl LUk
iR R A KRN A%, 0 PT DATE LSRR 5 175 0 1 T I 0 1) TGF-p A3 M SR 5t 45 B W IR0V 97 AR . i
TR TGF-B F=E BTN /& 2 Fh 2 RE00, s 4 Ll TGF-B Xz is S 2 i i i il /5 A i
G PR 52 2R R ot g 2 T P AR VR A [12], RN rT LLd s b e 44k, Bioss - JEmAHE/EF, {2
HERT R [13], I BN T4 B RE R B R AR [14] . TGF-B {5 5B B TR 2 — R 4ERF L7
PRI AN AR AR AS o R 7 0t S R, 2 g 00 o X1 7 1 2% 2R R B30 6 TR 11 AR 4R 1 e
AR A A (S S LR, TGF- MARSIE AW RIS LM B RERER. LT TGF-p 5 5@
FESRRE P A EAE A, H Al O RR KM —B0ARI[15]. TGF-B X RE A BB B 52, Bk 148
HOBAIRI R AR SRAR . § B E B A EE . 7F TGF-4 i Hh CL4 & LI 2 R 028 B 3% TGF-p B AR FI 32 /A 5
AFL BB HE[16].

3.1. TGFA RAZLEMENRESER

TEIEREOUR, TGF-B o] LAl g 40 i (o 34 58, AT skt Bl 1 4 A2 5 R R s T 2 JeiRi oK 3, TGF-
B 03k I T 5 B R A B ) 3 B S S IR JEAS RE S (RS O R, [ R A A
(1 3k i 52 1) 2 2 ) 25 9]

TGF-f H TGF-B1. TGF-p2 fl TGF-p3 =Fl B2k, HH TGF-1, BN TGF-B {55 il i (1) 4k
Wy, Tohet A2 WA S sCONIRANFLE M —Fh . TGF-p fEIE NI F M LI 55 2 F WRg o
M HERE R R 2 R R AR, B RIA A 5 MR R R VR AL (2 2R B S5 A ) 2 R I B AR OR,
T 8 A bR AT 98 M1V o7 450K ) B B8 o 2 —[17] G — B R B, 45 B AN TGF-p ik
. —UEHR R, TE SRR B, 1R B T e AR o (R R ik e B I, TGF-
PSS RES IR R A . KRB SR FE[18]. AW LI TGF-B 1 7545 B 4n i b (1L ik
e RS R R [19]. BRAR A T TGF-4 1 AT HIhfe 5 TGR i EIE R k. F 5 &I
TGF-B Hll 25 B e 2 M ) 7= A2 1) TGF-B L AR i AR i, DRt B (R % # DhRe[20]. &5t kI, TGF-
BLES EMEAL I BRI mERIE . BB ER, TGF-B 1 RIEKT 1A% P8 i 7 A FE B DL
RIEHRE SR X RPN, TGF-1 Al RS S T 45 B SR, AR R
JEAEBHR ML T SR 50 F1[21] [22].

3.2. TGF-p AILMR & E AP 1L-22 Fifk B4Ry 536

TGF-B 1 fEf2 it Th17 4R /it FE el B 7 OCHAE . T Thl7 g iigl iz =2 = A4 1L-22
() ZEA M RIR[23] . 4 E T, TGF-p KPR, I H IL-17F0 1L-22* T 40t AH 2360 .
TGF-B 15 ‘516 45 CD4'T ZHM(RY IL-17*T 48f) s IL-22 F=AE Ry, JFuER] 7 TGF-B @it AhR 5%
M PIBK 5 5% T2 Th17 daffarh 1L-22 7742 B AR R, TGF-p 82t Thi7 4afarh 1L-22 )
FEAE A E AR, TR EE G5 I 9 AH DG 2 e 1Y) R AR [24]

3.3. TGF-g AR A B LR B REEL
245 FL e X203 h , TGP 1 (K283 7K T8 80 440 L P SO0 9 5 S B0 1 68 38 1 e 3. 3%
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—ARAUIRE T B kR, IR IR F CD8* T R CD4A* T 4/, HISS 1T HLA T 4/~ M4 i
PR, HEMVE AU A T S M RES o X — LI BIHos, D BATR N B 45 B s 1 S 2 206 3 SR s
RO TEEIAA[25], B2 as AR G R ME LT BEAN Ge e R AN E 71, B AR SR ABIAIL 1 52 21311 il
[26]; [FIIS, TGF-B1 RREAWTHfe i 40 MU BE AR A (0 A A QR A M BE AR MR R R 2O 5K, i
TIHHES) b e A0 & Az 1) 18] B 40 MR B e (i R [27] . 7 TGR-g BIMER T, bRl B A (2t 1 a0 A A=
kM. 1E TGF-p 755 L B 40 ) 5 0 e AR RO AR P, 70 948 2 e A HR 25 81 1) 78 Joi 4 L e AN )
WiR, XSRS E AT 7 (28] SCH BT FUALE B L B 18] 5 A A S50 1 Jif e 40 J e PT RERR #2[29]. itk
R, BE— DI TR Y] TGF-B S22 40 L b & 70 36 AL AR B8 0 HALIRES 2 IR #4301, AT
I PYNE b BRI A, HE T AR AR FE[31]

3.4. TGF-p Al UM{EH L EIB B R E k%

RS S-SR T, — B BT E M RBAD R R, #ATRE S S Eid R
RABZERN . TR EFHUALR A DLkl TGF-g 1 AR, 51K — R 541
RE K57 W5 o [FIIN, TX A AR 2ot — P (e 1k 2T AR 240 I DA 3 (R T80, o A R AR A AT AL 7 AR R 2 [32],
SEUIR I KA [33] . (ESS B R IV B, t T 400RME 5 e Sl rh G R T AR e, AL
THGRILEXT TCF-p 1 AW E AR ET. XAHRIT S BURARNL H TGF-A 1 Fr A4 A4 i 240 it o 390 kA
AR I O, BEMEHE 1 45 B I A AT AE K 575K Dy 7 RXZ A AR /R, s i@
RAGHLEIE I TGF-p 1 153ib, #— B4 T TGF-g 1 fEA M A 3RIE Ko iX— i BEA MR T 45 B
P e 20 R G TR L, IRAEAR KRR L HES) 1 45 EL s I ) A R HE R [34] .

R RE, L RAMLEATE R TR IR, SRR SR 3 T B ST, [
I, 2R AR P RE 0 BT s, S BT 4R IR SRR3R i v o K it v R A L — 2L AT T 1)
JRANML AR BIRFAE, IF3RAG 1 SE SR IS S IR AEJ1[35] focss T B0 AR AN T th e 1 G SR GEM)™ o
HERE, BN LZE AR R, RS G OU N B SR AR A AL, BN MBI R VU Z5E . B4,
I TGF-p 1 /K- P 2t — 20 Wl g5 M A R T IR HORIE AT X9 92 bk 36 4 e 22 4 (R A G
BE— I T BRI A IR AR XS, o e Al S PR 2 PR 1 Mo e (T 0%, Smad4 45 B e
o RAZMNE A [36], 24 Smads B K B RACEHAAI , HAF Tk IEH R Smads B AR &1k Bl BT
TR AT RE A A FEE i) Smads o IXR 3 5 DU L TGF- 1 245 B (AT 1k it Re b ik
AL A A AR, 2T W] RE 51 A 45 B G R R 2R MR IRBL AR . LA, S5 L2 & TGF-
P HRERIACXS TRAKTAT RN, 1] TOF-A1 B LIACT SR IIHAS VIR, (I, ST
IA ) TGF-4 1/Smads 3 ¥ £ 45 EL iz ) S B b i it R wh 473 B 22 ) fresdt A I 18]

4. TGF-p 345 E AR HI{ER
4.1. TGF-p i@ %) CXCL5 FRixHMINGI A EGERER

WHRLN], CXCL5 fE45 E b id Fik, (ke i iz b i 4% A L8 A2 e [37]. CXCLS Fk Atk
K7 C-X-C L5 FKIRBCAA 5, /& CXC b H 7K — 51, CXCL5 fefig 5 CXCR2 4ih, 259 Ekigl
g%, iR 40 ML A% RN AR S FE[38] [39]. WFFTINJy, Jifed A G R 7 53 40 M 7E i a3k g i Fe il A o
B CEIIER, TR A G [0 78 5 40 M v] LA 3k 45 1% 8 41 i 2 28 A0 72 1R R 11401
SR, HAEWEFCR, IR AR SR 78 BT 40 B B I i /i TGF-B, kil R CXCL5 [kik. Wik
B, TGF-p fiels 5 Smadd 45 & Tl — Mg R A1, ATl CXCLS fIgRik[41]. X AL AT 78
B0 Mg a0 T B A2 28, ATITE— @ FEE L4 4 B s 1)t g
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42. TGF-p ERE ARG RHER

TGF-f8 1 e 2 o A S {3 LRI . WIS, TOF-g il LAMSAE Thi, Th2 AMi[21]
MMIEE T W E A0 4RI RE[42], MM M . TGF-g i FLBE(Et 4 T 40i
4, SR T AR R B RN 72 FUTh A, TG H & R e 48 [42] . TGF- ]
LI 58 2% G AL T P, 1T M M o PRI, TS5 R G 2R B Th
SSE R B RO 1 T S5 S S0 N 96 o 2 e QI35 540 7 M1 0 2 VS I ) [43].

4.3. TGF-p S 4k AR 5 AT

W R, (EIEH bR s man iy, TGF-g /E M s pg A Kl 7), a7 DUl Bl — &
A1) 210 i S 5 A A 4T 441 77 (CDKIs) , f9.4% pA5INK4b. p21CIP1. p27KIP1 il pS7KIP2 £ [ Kik, Skl
0 b 7 1) 00 LD B0 P SR R [44] o T Ak 4T i D S0 1) 7 e ok 4 L A P BB (CDK ) 45 6, BEL Lk L7
FRAGAERT, M 4H il A DNA & s aii(GL 1)\ DNA = lHA(S ), 5 2gnfufE Wifsmi[45]. ik
4, TGF-B MM AFF R AfFE R MRIE, LS aan iy Akt S, IS To46]. 2%
BTk, TGF-p 75 5 4H A = e it i) b8 40 i 2B ORIYE 12, W sk Bl Ra ke 2 400 1) FH [34] [43]

5. INGEFIRER

22 TR, R S B R A 5 R RN, TGF-B RIS 7 XUEAEH], & BEREAE Ja g #1015 7,
WEEVE NSRRI Fo — 7T, TGF-g v LB CXCL5 Rkl 45 B s g #; TGF-p th
AT LAME A —Fh S B I g R 1, AT Thl, Th2 4 fiZmiasstt T e m 2 ik; TGF-p iwl
DA 40 i J BARE S5 T, AT 25 e R AR SR g —TJ71H, TGF-p Al LM it 25 B g i
FHLN RS, Bl MRS B e b (A R-22. Wk ER 4RI ) AR b R [ e fk, B mT DR 45 B
S IR e e, TR 45 BV gk g

HAT, AW FCIESEHNE] TGF-4 {55 i B 75 45 B e 00 AR a0 AE R VA 7 o2 R0 . R0,
{5 F TGF- $iFRI7E 45 B TR va y7 R RCR AN B35 . AR, A A W] 550 SRR g % v ik & 4t
TGF-B ¥R97 vl kb 45 B 7% . TR, WIT A ANZS 28 Rb2 A2 11 A J3 )58 5d i TGF-
B S EMT FIMLE A= Bt 45 B A e T VE, (HR GRS B3 . ARk BB 70 77 172 15 7T DL L8R
TGF-p B4 5 A&, DA skt ss B MId i Rcor), A —P .

HATRE X TGF-p 545 BEla X &R QT T KEMBEF, HIAF T — i8R, 2T TGF-
B TIBBRIEL BRI S 2R, WEBREF MM, RGBT SR FLIEE
HARMRIEKFEZ HFHEEZE, FTUTPAEESE L2 RIRERSRER . FATHIELES 5 050 5 iR
NIERTT TGF-B 145 B i B ARAE ML, A EERe RIS A BB TT Tk, e Bl Bk
B AEAE TS o
& H

X R 2 A B AL I 2R 350 H (S202312214009); 1176 48 20 A /T RHIHF I H (20C1336); 2022 il F =
252 B B REAL PE i B T
SE 3k
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