$35% HH4lY] G Vol. 35, No. 4
20234F4 H Chinese Bulletin of Life Sciences Apr., 2023

DOI: 10.13376/j.cbls/2023054
XEHRS: 1004-0374(2023)04-0463-09

CRCHEMTH{ER K EE a7 st R

P I N T
(1 WG IRVEBE R R E R A L A BT 2, W3 7RV 1500815 2w [ 1 BE AR I 5
PRIV B 20 0 R S S (W R R R S), IR /KRR 150081)

B E. 4 HE (colorectal cancer, CRC) s tH FL 55 = K WL fiE. b RZ IR FiF% 1k (epithelial-mesenchymal
transition, EMT) £ MR T B AR 28 e & JE W EEEH . A FE L T EMT £ CRC k& iI/EH &
BT EMT [#R[A1YGYT, % EMT BI%F ri EMT 545 B W % #4228 v 004 F B 2. EMT (I R B FH 3047 T
BRIT A4, [F) B ) — 8841 Xk EMT 38 7§ 55 78 CRC A B FH 3BT 7 Rk, PLEI AR N B CRC
EMT F/E AR S 7 Wt FE SR 8 AR A

KA - e o BB o bR B AR IR R ST

HhESHES : R735.3 SCRRFRASRD : A

Research progress on the role of EMT and targeted therapy in CRC
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Abstract: Colorectal cancer (CRC) is the third most common cancer in the world. Epithelial-mesenchymal
transition (EMT) plays an important role in tumor migration and invasion. This review mainly summarized the role
of EMT in the progression of CRC and the targeted therapy for EMT. In this review, the characteristics of EMT, the
role of EMT in the metastasis and invasion of CRC, and the clinical application of EMT were discussed and

analyzed. At the same time, some therapeutic targets of EMT in CRC were reviewed. This review will provide new

insights into the understanding of EMT in CRC and the treatment of CRC.
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4k, (mesenchymal-epithelial transition, MET) iX — i
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1 EMTH%F =

1.1 EMTHI4EIBET L

EMT j&—Fal 3 (i i f2 5 e EMT (305
SRR A, A A AR
SR AIGH M A AR AR A, ANBRIR . 7 5 TR Bk
WRIGTEIR . AiAes s bR - g iEs: (8
W BRI BERE ) AR 5 T - B R
M PR R RO R 5 B 3G 0 s G sR12 3hRe /1, LA
T 55 fig RN B 2H 40 it 41 3£ 5 (extracellular matrix, ECM)
(FIRE J7. X L2 B EMT S0k 2 S50 b i 40 i %
A F R FMZ 2R RE JI I 18] 70 R AT, 5 2 S
YRR IR N FE R B,
1.2 ERE-ERTE N

2019 4F, TIRIEH EMT & — N4 bR A
7& B (E/M) 2 A4 (1 o F2 8 e U EMT [ bR b &
(TEMTIA) £ 2020 442 H s I ARAE 57 - (a5 o] 28
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1 #% 5% K -7 (EMT-transcription factors, EMT-TFs) $},
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F I (ZEB1 Al ZEB2), X4t EMT-TFs # H 45 #1 #
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fiff 7 (matrix metalloproteinases 7, MMP7) Fl3 )5 4 &
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B DA T R A R B, SNAIL @i
75 AR 7 A G i 20 B N R M R 2 S
Jibeg S e A o LR A A AR AT
T4k 1 (programmed death ligand 1, PD-L1) F1 T 4ififg
G BREE A 3 (T cell immunoglobulin 3, TIM-3), X
2x1aE SNAIL [k ™,
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PD-L1 KikTtw, St T 4RRE iy
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g Wb/ MR s v 2 A -1 (thrombospondin-1, TSP-
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H11 , REAH 5% EIEZH A (tumor-associated macrophages,
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EMT A A 48, e miia 7
(i 24 P AT CSC ek, A kT DL i) 52 48 ) EMT
WG IT SEWE . 324 A IR 4 FhAS TR 1 5 92 F 140
] EMT : (1) il i BRI L e oMe 5 LG 5 5
FEALKIPT EMT ; (2) 0] %8 3K 5)) K -1 EMT-
TFs ()25 8T RE 5 (3) 3% 9% 1k M 58 H) ¥00% EMT
T2 PR 40 P, 3 e 4 o) T 70 0 4R S M B TR ) T
AECRAH| EMT, ¥ H$T Vimentin. Fibronectin £l
N-cadherin [ 4= 435 M A6 A 9 Bk 50 B Bt 4 T LA
il 2 0 122 2 N B < (4) BB EMTS Y,
FESEREVRTT . BR1A) EMT 45 1) fe 40 ) T v 1 i 46
R I 7 P88 4T B 5 A8 Dy ) 70 5 A B, T 78
i 98 200 A 0 A o R A b ROIRAS AR A TR 78 R
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ENR
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3.2 BRE A 2

BT 25 1 2 R T, B0 — R AL A 2 DA
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F K (curcumin, Cur) K25 Z M5 510K 2
2 MPUEE T, TR AR A AMIH] c-Met/PI3K/
AKT/mTOR {5 F# 8 75 S T, #0iH EMT F1 L&
A p W, 22 R IR AT N2 MU, AT AR Ak
7 250 B CRC B 4 BhiGIT (IS fE 25 . 23K
M 5- R EENE (5-FU) BCA1F FH g 58 5-FU fiif
25 AR TR 25 40 B i T2, 40 EMT A s 0,
£ CRC HIVRIT J7 %, “FOLFOX” J&f& M I R
(folinic acid, FOL). 5 4 JRMENE (5-fluorouracil, 5-FU)
FIBEYL R4 (oxaliplatin, OX) =FZgMEcEiaYT, K
AR N A /& CRC WIARAEIR T 7 58 7E— DAk
T 1AM R IR SR (NCT01490996) Hr, ZEH RIS
FOLFOX VR J7 NREF AR K. — i T IR
5 (NCTO01859858) ¥R ix) 1 Z i a H5i# r & RIA H
2% CRC H 2 1 77 & 3 MR AN 245 4R3h ) 2 (1 52 i
M2, EHEERBWERA, R—Fheaevm sz fiRE
BRI PUm IR B 259, o HT N3 CRC 57T,
FERTIR S5 ATT 250 I 251k

ZHXUIK (Metformin) 7] 471 TGF-p1 F1 NF-xB
731 EMT. 7E CRC 1) EMT i f2H, — H XK
% SNAIL/miR-34. ZEB/miR-200 % % 2 X [f] i 35
PEF BYo — FQUNUR 28 XUNK (Phenformin) 38 i i 2
{1k, STAT3 11 TGFBR2 i 41 ffi £ KA1 EMT, M i
17 CRC 4 AT 24, $om — FEOSUNICRI A BUICAT
RETE CRC 1597 RAE/EH 2. — H WUITAN ICG-001
(M Wnt /5530175 ) BrRVEM, W LAER—H
1697 HmE 7i Ik CRC v 5-FU B936 7 i 25 ™. — 15
1T 3 PR ARG AIE B, — B DU & 0 S % B VR 7 %
M CRC A B i il R B,

FERE AT (Celecoxib) J&— Mgk FEIEIN A Al -2
(cyclooxygenase-2, COX-2) il 71, 4% % 18 X &5
J7 5 EMT B A A5 15 Al E . se i 5l &
B-catenin 4 g )N 5€ £ LA & Vimentin F1 E-cadherin
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KPR AR B, 52K 55 ] (Ubenimex) 1 ZE Sk &
ALER NSNS BA Hiss e A o« A 25 DI & A
FH WS LG B — 245945 5 B s P 4 i ol SO BELYRY, e
97 5-FU AT AV HUMR 7 R, 28 R H A K
# 52REFRYT CRC BA B AWM ™. —mIH
Il IR 56 (NCT00230399) FI| FH %8 5k 5 A / 54t i52 /
BRSL B RIS FH 200 T /M CRC, WP 3R W]
HABRAER
322 HEIHEBNRTT Y

ADH-1 (Exherin) & — TRk /N3 7459, 72
N-cadherin [ #1111 71, A B £ (1) 5 8 1F H .
ADH-1 72 55 —ANE N AR A ) 4T N-cadherin 145
#) B, N-cadherin {9522 0] DL i 2> PD-L1. W5
W [z 2,3- X hn %8 B (indole amine 2,3-dioxygenase,
IDO-1) K3 S HH R iGIT . M A ADH-1 5
TPENRITECEIRITIS, AN AR RGN, A
K. RNAMIF TR B, ADH-1 AT & 097 2%,
AR BG R A FH 2552 it T e S At B,

4DPG, —HPRIRI R LMY, 7] LK
59 HCT-116/5-FU-R Fll SW-620/5-FU-R 4Hififi ') EMT.
4DPG H] 1 ] 5-FU-R 41 i o Vimentin ) 8 2 14,
A E AR AR G TWIST Al MMP-2,  [F]If i |
J 45124 E-cadherin A1 5 5T 4 J@ £ 1 400 ) 57 -1
(tissue inhibitor of metalloproteinase-1, TIMP-1). It
41, 4DPG #£ 5-FU-R 4H i1 13d 53 Thr68 £i7 55 (1 i R
A RLFR B AR 0 7 2 o Je g 40 o i P e 8 R
fit} 2 (checkpoint kinase 2, CHK2), 4DPG it H 5 R
LSRRz WAL b G P RV E L ) DN R EN 7
AR R A BB R, S
4DPG & —Fh B [ PUIR / PriL R &, TTLLRE
ik EMT fiif 2444 &7

H #2 7 liF (Resveratrol), —MEYIPILE R, £
CRC P EAHLRMNGUMR L. OTFIEN], HEA
W B E T . E 2 I R] R 2 PRI TNF-B 55 1)
Vimentin 3£ 1%, [A] B 34 Il E-cadherin 3 i, [H W
EMT, il s AE AR IR #E M T, AT 520 5-FU
i 24 485 L e 41 i HCT 116 40 i etk

B A B MR PAC JE i T 1 (8] 78 AR E )
(N-cadherin. Vimentin A1 TWIST1), il {2 iE £ /
12 22 5 AN AKT 1 ERK1/2, #)ifi] CRC K% 2%
IERREST, MMiHIH EMT. Beoh, PAC & AT 1] pf
K, JEANH] JAK2/STAT3. AKT/mTOR 1 MEK/
ERK it i J FL o LT i 2502 R 4 i 31 82 1 DI
(cyclin D1) FIAEAE K (survivin). %% EATIR, PAC H

AEERPT CRCAEM, WIAE N — M 2 B 44k
ST, InsREE R i s Bhia T v,

Blu9931 & ST 4E4H i 2B K K752 4 4 (fibroblast
growth factor 4, FGFR4) [ 28 —ANEFE /N 701~ 40 1]
M, 5-FU H1 Blu9931 ) 524 S WA b 22 255 my BH i 48
Mo JE B, bR p27kipl B IERIA, T cyclin D1
(122 3% 3405 EMT. Blu9931 1] §% & — it (1) 42 [
%tl: [62]o
323 JFRIBEFZEMTIZY)

WFFCARIN, A% FHE R 2470 2 1% 51 (Rosiglitazone)
A MEK #0157 i K 2 J& (Trametinib), 7] EMT
SRS P 7L B e 4 L 2 A s R DT P L, AR e R 22
P, PR RS Y, X — A B EMT 1897 8
SiE A I g, (EAAEZR S /N SR b gk AT 1 Sk,
i 5 BEAE B 2 AR v YAl X A A A AT VR IR RIOR
7R E T 20 P R 751G T A

R ETSER| ARG YLER N AMEE AL
BRI A B PG s, JF R EREAS
XP EMT B0 9%, AHAEZEAT I R 5T Al PR 38
WA A2 s T S k. BEENZ, FTEEL
[l AR 72 R WL %% EMT B8 [r) 7697 2 35 7l je 3 B0™
HIBEIWER, JE0h s aIa T 1.

4 RZ

EMT {2k CRC W K e, K5t EMT
£ CRC (A 4E F AN EE 1) 6 77 A6 Bh T 38 40 2 1 Jeg e
R, KRR T EMT W5t E, wie T EMT
£ CRC HEF, g T HArgrx EMT (3677
CRC MZi) (£ 1) FIRE @B EHEA R,
35 BT 004 B IR T 294 I R RS, B T DLk
— B EMT 4% CRC # B8R, Wb
CRC BHEMFEL AT K, &m SR EE R
JR

(& % X #]
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