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Abstract

Epithelial-mesenchymal transition (EMT) refers
to the process by which cells transit from epi-
thelial phenotype to mesenchymal phenotype.
EMT is important for embryonic development,
wound healing, and invasion of carcinomas. The
molecular mechanisms of EMT are a hot topic of
research in invasion and migration of malignant
tumors, especially digestive carcinomas. Since
malignant epithelial tumors account for a large
proportion of tumors and are associated with
very poor outcome and prognosis, exploration
of the process of epithelial cell migration and
invasion is of great significance for the preven-
tion and treatment of tumors. The investigation
of EMT provides a basis for understanding the
pathogenesis of tumors and their prognosis and
resistance to antitumor drugs. This review fo-
cuses on the molecular mechanisms and role of
EMT in gastrointestinal tract tumors.
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tin). N-46%4 2 [1(N-cadherin)2: 3%k i, K&
EMT/5 40 MR RGBT 0T B, 42 22 FIFE 7% e ) 1
e,

1 BHEMTEVEE REE S

1.1 ZEB1/ZEB2 miR-200i 1 1 Fl - 4RE- #3145
& [R5 7 £ (zine-finger E-box binding homeo-
box, ZEB)HlE-cadherin 1314 K L2 41 il 1)
LKA, NUEPEmMIR-2001/EH T-ZEB1HIZEB211)3'
JEZwAG X, miR-20038 ik % 5% 5 AL R 4% 5 111
#ik. ZEBIFZEB245 4 IE-cadherin/d 3l 11X
BHIE-boxFE/F I, HIIE-cadherinf#%4 5%, ZEB
B NS IR (1 35 R R A, ZEB24E
UM . B B AT R . B
FKHZEB21# 1A% miR-200/ 4%, MimiR-200
FEPIR B RS I I IR, Rk, IR R
(1) 535, miR-200/¢1 315~ i, ZEB2[H 5Kk i,
ffE-cadherin®&ik T %, 5% TEMTRR A, 4§
iR 2 P 4 22 30 RS e 1 i,

22 il 20 23 3% B i mi RN A 34 175 0 (14 1R
AT R ImiR-200 FImiR-2057E 4k 7 b
0 it ) R 2 TR A AR, A AR
#3ZEBIMZEB23RIL. TEIAE 0 1 5 BB B,
miR-200HM1miR-205 )%~ 7.

1.2 Twist Twistad A7 R NE-F0- 1R 45 1) 1) 5
KT, M REFIHIE-cadherinff)FiA, 5 FEMT
& 4. E-cadheringRil A Bk E K, Twistll
ik B B SR UL W4y ) R A - FR R
(B-catenin) M Twist)m, 41 MFAEAR 28I J7 HI K&
AR AR AR, TR EE-cadherin®e ik Gt 2k 85,
FEFE LR, Twistf) % S AKHB-catenin.
E-cadherin A G H], B-catenin, Twistiziff
T A0 0 3 L AR A T T A BT R AN R T A
E-cadherin® ikt 2 )5, Twistse U 55 2L 1) 1
T, JEE-cadherinflt FE 4l it AL R B 2
MM Yan g% 2a i — &R SR Y Ah 52 50 E 1]
TwistREME A RT3 i 20 B 1) L5 P B R% 110
P, TR MATG . KR, MBI BF
DS ORI 6 DR (R A R T R IR T e
FAREY A FHE . R, RuEYHZ 0
Gt E o WA R 28 FE S . I A R Twisti)
FIE O = SR A BT UG FR AR, DA,
TwistiIFIk K AT LA A 9 R R T
WaE =t
1.3 Snail WangZ5!"1\ h Snail /& i 5 K 1 5 ik h
HI—Fh, GengMHIE-cadherin iR IR IXL, £F
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EMTER EEMAEH. T H, 7E%5E Snail
()57 4 Ik g %5 K EMT. GalaktionovZ5! 84 i
1B Snai - FEMTHIEFE R, [FIAFRE A 5L 4 )m
5 A2 (matrix metalloproteinase, MMP) & j#
Hen, MMP RE [ &M ) 5, inos 48 J Fr 4= 28
T, SlugiZSnail KK M A 2 —, Zhang®§ FILin
SNSRI TN A S Tu g RE WS (i 2E 4 i 147 2214,
EMMP-91 &35 Fii % AHK, H5E-cadherin
FIEBAT KRR ALWETTHIE K IIMMP-9 (1) -1
FRITJIIRE (10 bk 0 5 e AT B LR AH G K &R, Slugf)
FIE TR AAE A ST e T AR5 1R T b .
Slugids i LAA3: 48 i B 28 25 1 ) 8, WUk I

2 EMTABXEYS SiEES

2.1 EMT5 Wnt/B-cateninfz 5 i@ 8849 % & T
W9t R W, E-cadherinffl (N X1k, B-catenin’5 L
bt /e EIE R E A, 2E-cadherinffi4h
DX 3 E 1 7K i g 4 4 V% i, B-cateninil BE T,
FH A E N M %, $ T E-cadherinff#% 5%, it
M= AEEMTU ), Yeel R BLW ot K 7 1(Wnt
inhibitory factor 1, WIF1){ER)#1 iy th X5 5h
DX R A 1 I B O, A T 1 s A
WIFZRIA 2305 1T 3 3 Wntii 1%, [ E-cadherin
%1% i, N-cadherin. vimentinf/lfibronectinf¥]
Fik B, fRFEMTILR IR L. MWIFRIA K
S5, Wotil S, 57810 e 40 MMP-2 .,
MMP-97KF- %, (228 FBESNTE T B 7638 K 40
g A43 140, Snailifs FEMTHIRLFE s
Wnt5a-Ror2f5 ‘5 il %, {fMMP-2%IA Fif, 1278
TR e R

2.2 EMT5ETGF-B{5 5 @309 % & FAL A K
“F(transforming growth factor, TGF){5 ‘5 il 4 />
FIHHHS mad RIAK A Smad )15 5 18 14, 5 MpJe
RN S R R, TGE-B 3 B g 1 A
T, REAI I A0 e R R R RE AN MR R AR R 2
WG 30 e B P b R T G F- ol o 2 i R IA 1Y, 3K
PUTGF-BA T 1A A, A0 T GE 1 B 2
TGF-Bfi 5 1l % 2 (1 5™ Otk
CT26(FR IS I B8y 1) &5 e 1) s 4 i) Bz
SRR R BUM R Pk AR K, fETGF-B RII-dnfd
SERIBIICT26M, g A KL AS sl g 1)
K, 1RZERERS T ETGE-BI5 5 30 5 1 B0
CT2640 f {7~ 4 1] it 4 B ¥ K 28, E-cadherinfll
ZO-1(&%IEHHEA-1)EIZLE T, TGF- Rll-dn
FIK M CK RN i 2 e 280 B 2 1 O, Tl o 4
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KA, A ER AR A, BRI A 7
B 009 41 PR 4 B T GF-B A5 5l %, % $MET.
S BE AL (LOX) 2 T GF-BIis Ji5 & Al 43
WA, BeharZs WA HLOX IR IE K TGE-B
55 B A G, AEE I E-cadherinff ik
ez, M MEMTRIR 4. 75 B AR A
i g, TGF-B RINPSEAL LR 2 Kif J 2 58
B, SEURFRHE 152 . TGF-BrE LA H /3 i )y
KA SR ZEFIT . Sbin25PO7E 5256 v Kk L
TGF-BREIS FEMT, i A\ B T R S 5 A
34k, TR SRR SR R 0 R IA FIAK TARIINK
SERHORINAE il .

2.3 EMT5NF-«xBA5 5 il 349 % 2 NF-kB-RelX
WALFES N L, BTRelA(p65). RelB. c-Rels
p105-pSO(NF-kB1)Flp100-p52(NF-kB2), {11
N- A3t 84— AN 253004 20 5 R 1) v 5 [ 5
Fe 4, FRARel [F)JE 45 14 18(RHD), /73 5 DNA
ghit e A, Cu i) oS 45 R 3 (transac-
tivation domain, TD), /" SH=iG . fEARZ T
B IEH A0, NF-xBW%E 5T-xBos Boky
ghity, ULAEIS M B B BRAS 7E M 2R . 52 3 9O0E
RIS BOE TR« BERE(IKK)E 54, BiRik
I-k BE AT HZ 240 T T4 28 1 I A e A
Rt Ji R IRRINF -k B ] 46 8% BA% N, 328 1 i 5 3
OV R AT LS PN RSO B, HK-2
SN AN AL AN LR 975, E-cadherindRiA R FF,
N M, BSEMTIIRAE. /ENF-xBlS S
T B, A ) 41 B &R B 21 1 (intercellular cell
adhesion molecule-1, ICAM-1)2 i 715 41 B 7] 16 &
(1 5T 5 R 40 i LB SR I H K -2 40 P s
NF-xBfi Sl #%, fICAM-1_1, 5 SEMT. 4
iR i & e L R P, NF-k BAE S5 RasFITGE-B
WA 5 B U, 7RI BB 4 T GF-BRERS
JE L TGF-B 1S B 1 (TAK 1) B35 H#i Smad )
TGF-Bf5 il %, M HTAK A AEMFIKKE 54
WEIRAL, (e UENF-« BIE I 1805 . NF-« Bill 41
WESE A B B 29 G T 7 VR AR AR,

2.4 EMT#=Src/FAKAZ 5 i@ 74569 % % Srcn] Ui
FE-cadherinff B, i WUHE31Z 24 i
HaKaisl G Ar R R G TPREEA 6, 41l fa) fig
2, HEEM T & ERY. FAKJE 5% H (cad-
herin) F1HEHLE [ (inte grins) /5 (1 26 B 18 4% 1)
WA, FAKSONEEE [ (paxillin) NI, A&l
A [P Rac1 FRIAHE I, N-cadherindt 5140
5280 B 5 A i v R i integrins 5 IR FAK A 5
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W W S, T DU B AP Rac1 P
EMTHPIBK/AKTA R Z A5 5l i A 5 B %1
R, IEMTHEC) SOt #0, 51RR 2
INIIPSE

3 HLRIMEB SEMTAE VR

3.1 B8 W RIMEEB V- 56 B, miR-200
{&F#IE, E-cadherinR ik [FK, FFREMTHI &,
i S e A0 2R 25 T 1 2 40 B AR RE SR AT T TR R
Y0 IR RFE, E-cadherin 8 5 4H i 18] 1 55 B )
R, {2HE TEMTI A 4EP Y. CDHI(E-cadherin
(1 35 DR D RE 19 25 2Kk 5 T 0 1 o TRk A A G
CDHI1JAE 81X SRR A AR b TR
P WAL CDHJE 31 X 8k b o
1, RTINS, AR ZWRE. &
AL Bz B ARESECDHI 5 NiH. CDHIY
SR 1 S AT A R DR S A B R .

i 98 &40 it A ) 14D A CEL AR LE bR R AR
Rk F A A AR, AR Dk A i s
J A 1 T 70 e 53 e % 5 vy 9 8 4 i ) 1 8% P
fie 71, fhrl LUAE B-cateninfif & R IR 1L, IR
E-cadherin/B-catenin®& &4, {1 4L 85 1 FE ),
B-catenin & AEA% 2y Avr, A% 5 i 41 M 1422 220 B i
J1H458. B-cateninid n] LU i Wnt/B-cateninfF 5
T 0 AN ey 1 A .

3.2 &Mk PS3ZH WML, Ref iz
ZEPE IR 5 A OGS IR, P2 1LE &5 Wi
HH A% T 2 A0 U i 34 B B VE . AEP21
AAEAE WG DL T BEAE (L 1EPS3 AT A2 Y 1] 584
RUEEAS  JNHIE-cadherinf) i, EHFEMTH K
Az RAZHKIP53%F E-cadherin K30 il 2 1 1 /F
T E-cadheriniT i )2 2 F X 38 I E-box ", 74t
i Hh % T Hedgehog-GLIfE 5@ %, GLIL.
PTCHIMSHHE bR G KT B, [RIAZ 28
AT B E ) 5 5Y. m TORAH 5 25 1 I
AN F(mammalian target of rapamycin,
mTOR)(. T AKT/PI3KAE 510 i 11 F i, 7E45 W
JE P mTORSE L, mTORE SFEMTH L F 2
LT RhoA/Racl {5 5 il #. #1iHmTORCIH
mTORC2J5, # AR 28R 1 N I%, EEMETHK
A, i ELG B RET Ak 2E UK E 5. Rho A
FMiRacl)8 T GTPKIKM i1, Re 22N
B3 A (filamentous actin, F-actin) [ EEA4y. A,
Rho A/Rac il #4400l 776 5 B 1R 16 97 45 5l
PR R

3.3 MM A1 T Xk H (forkhead box

Wi £ E
Martinfs A CT26(
Rk ZiEH
9 2 i J% 18] Fi m
M) BT E 4R
R F 53k
&4 K, ETGF-
BRII-dn#% 5% % i&
#CT26F, M3
LR L ER &
B .M A K,
REAESE R
TGF-p4z 5 i 5%
Wik E. CT26wm
JoL R Ay 1) R dm
fewy & A, E-cad-
herinf#=Z0-1(%
FEBEEO)RE
F A, TGF-B RII-
dnk X $9CKR %
o om BB B B G
LR, R ek
EARCE ) B
K tmpaey £ A, A
oA A A 4w HA
& 2m B P TGF-B
12 5B, fhikF
MET.
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WIFI
‘ Wnt }—*‘ f3-catenin }—>‘ TCF/LEF ‘H

| MicroRNA-200 |——{ ZEB1/ZEB2 |~
AKT/PI3K

‘ Smad2/Smad3 ‘% Smad4 ‘—»

EMT

‘ TGF-B

‘ Src ‘*»‘ Integrin ‘—>*’

‘ Hawai ‘ ‘ Arfé ‘

1 SEMTAEXEVES@EE.

protein M1, FoxM 1)1 ik, REW ALl b 41 ik
R EEAS | R AEEMTY, 1R 22 S0k P 4R EF ox M1
FE 0% VR 42 400 R RN AT 22 9 L R, Bl I
Fox M 1AENS 38 di [ Rg (112 2% fiE ) A 2 11421,
FoxMIid %k 5 8miR-200F1et-711) A5 N i,
ZEB1. ZEB2%3KiA i, (23 TEMTHIRE,
IMmiR-200b 1) HF RIL W HEMT, it
SR VR IT A A .

3.4 9% (EFFEMahlavudi fad, 447 2 (Sur-
vivin) R IA G K, FEA A2, R
1R Tai SV I Survivin i A 458 1 25 A
(GRP78)FKIA T, )4l M (b5 &Y vimentin
FakHE N, AT AE IS, SurvivinBERE IR
G,/MIf K, BRI Capase-3 126 ik (e HE41 i
(13458, SurvivinsCapase-3454, MWL {FP343
filg (1) W R AL, FiHCapase-3 )24, Survivin
SEPUIR T oy AR P ok ek, T 40 MRt
T2 5 D AN UK T WA A R0R 7 SRS
(1R R 2 —, Tl A2 7 I Survivin, 40
LR RS, O R T AT — o IR R .
T GF-B 2 (& 328 J1T 40 o 2T 2 A4 0 i A% 11 35 B2 90 Y
P57, TGF-BAE 40 fr e A2 e rp 47 yson) 3711
f, TGF-B—J7 AEHE . FWHIGGE . 5
T2 55— J7 i, R4 R A2 EMT, {i ik 40 i
(3 AZ 1 EMIT I 3ok R0 A0 355 T 41 i 2 (1 2 0k
(RN B, 40 i 4 sk X HNF4asiHNF la
FIE N, AR R R R, EM T S
BTN IR, EM TR 231 HLHI R o 6 i it
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PO NTE M TS AL R W P 2 1 AT R,
KB L B A kg A JE MR B Je U
o, XA AT REAL A L R A I A af A P B
A KK 732 A4 (epidermal growth factor receptor,
EGFR) MWL K1 3, 1 18] 5t 48 f x4 g7 24
W2 A . A 2% EU R AT B w1 U
PE AT e B S M2y s 1R AR

4 &L

EM T2 AR5 AR M 28 REE(K), Joie A i,
BT, i ZEmicroRNASEACF # 0 1R 2
7L, HEMTHIPEAIHLEIT AN . 4L 1R YT 2
A BT HAT RO 3097 SR, (H H I i R B
il H 58 3% FEM T [ 254, H ATHIHIEGFRIG
PELG P C BN RN, (I RCR 18 R 58 ks
FPEVHL. DI, BAMTARARR I FEMT
(K B AE MU, JE AR A 3 08 v 1K) S AE LA,
A ER G R 16 T SR P BR S
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