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Abstract: In recent years, the incidence of malignant tumors is increasing year by year, which seriously endangers human health.

Epithelial-mesenchymal transformation( EMT) plays a key role in the invasion and metastasis of malignant tumors. Wnt, NF-xB, PI3K,

TGF and other signaling pathways, epidermal growth factor( EGF) and microribonucleic acid (miRNA) are involved in the formation of

EMT. This article will briefly review the role of EMT in the pathogenesis, invasion and metastasis of malignant tumors in various systems

by combining the above signaling pathways and related factors.
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| Fz—Ia] 38 5t %% 1k ( epithelial-mesenchymal transition,
EMT) S48 — >4 A A AR AR BR 8 1o 355 3l 614 1) 58 Bk
SRR . EMT (138 72 25 5 S0 M i) — Lo Re 1 & AR
QIS SRR ZEMERE N . AR B SEUE W] EMT 7 B i
REREERG R B AE E B MMM . WAE EMT %/
(R AR AR BT LA Ry 3 R Hoh T AL EMIT 48 5
B B T A G Y R B4, B B TR I AN R
TEARA5 8] 72 5T 2 AU A [) I PR 45— 2 Y 1 B Re e, TR kg TIT 24
EMT 5 ROEERE RS 0 EMT HORE AL L bR ic 4 E-45 5
5 M (E-cadherin) B335 T, LKA S8 BTbRic 441 4n N-45 2
% 1 (N-cadherin) I8 11 7% & R L A L 200
FFRFIR Wit NF-kB PI3K [ TGF %:{5-538 f f13k 2 A K A7
(epidermal growth factor, EGF) #3457 EMT i) &k 4=, A4,
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T/ MZBERZ IR (miRNA) 76 EMT 53 7 Ptk 48 7 I 354
ARSI EAAS EMT MIOCAE S3d #% [ EGF \miRNA 7844 i
R MR- RS I 2R

1 Wnt/B-catenin {5 =& &

Wnt {5538 18 98 57 40 M 3G 58 3k T B I TR A
PRS2 M AR R G R AR S . FEIR S T 20 i B 3R
SOOI IR A0 EMT i v, Wt {5558 g% 2 8 24
A EMT ] 44 HE 98 6 B A HEJZ Y B-catenin {7 5 B G4
PR T 52 78 2 I i B o AR b AR g EMT AN iR T 40 i
(CSCs) {IRFH I e ik ez — 0 (EFMG & F 5 M
A b A EGF BEA5H Iy 0 IER B & E 1 (heart devel-
opment protein with EGF-like domains 1, HEG1) &£ BEAEH],
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HZEE 35 Mg i R UIAE OCG o OC T T 40 I i () — TR 5%
VEBE R T 50 HEG] 3 3 3 75 i 7% Wit/ B-catenin {5
5 3E B AE RSP T B T A M A iR RS AR 28 A EMT, 7 4k N AT
RTINS iR f EMT, H HEGT By 3635 % 4R s
R H AT R HCC W I UG LM bR G ARG i s e
TM4SF1 752280 | R R I g vh 2k 195, 5 e i 05
ANRAK, BIEN—HR R, B Koras 558850
TMA4SF1 i Z2ikinsik T Axin-DVL2 fAHEAE R, 8 2 1F 1] 8 4
JT- 4 g v Wnt/ B-catenin {5538 % , (2 9 40T EMT FIiEA%
R Tang 5" AYBFFEIESE Wt {75558 2 TMASF1 i
25 1 9 20 ML v 2 45 e 7™ B2 1Y)38 B, TM4SF 3@ iiF Wt/ B-catenin
T A 0 20 M B T 4 B P A0 EMT, TMA4SF1 38 A] DL 5 %
IH TR SOX2 iyt ik, Hid Rk H 5 R A L R g
Ko DRLEHFSY LS R F B TMASFL T] RE 2 T I i J2s 248 i 5 7% 14
TTETUS AR 4, J8 2 30 ) TMASF1 3 1M BT Wnt/B-catenin
55 B T A R TR AR A 25 A 9T I Yang 25
FIBFSCUE R, FOXP3 (1432 3¢ 325 38 2 200 Jifa 334 5 1 7% ok 42 ik IR
/NG g ( NSCLC.) 41 i 7y A A< A kb 546 45, 18 45 F: 30 EMT
FRiC#H E-Cadherin 19 34 F1 N-Cadherin ,Snail Y I, 3% 26k
AR ¥ 5 FOXP3 i 7 ) Wit/ B-catenin {5 5 i #% B9 WS A7 K
T — TR 55 UE B Wit/ B-catenin 1 5 (1) 375 i SOX9 263k 1
IR 1% M 1t 2638 2[4k NSCLC ot E-cadherin il Y-catenin [1
Feik , 389 N-cadherin F1 vimentin [93%3% , 423 NSCLC fi§ EMT
iR AR R AT RS L L BRI RR T T Wi/ B-
catenin {553 A 0% V8 445 EMT 3R, 8 17 9 il o oeg 1o it Joe
RELORT 322388 65, 7 2 1Ay W ARV W 301 20 e i g 0 40 <5 e 93 T
BN, E AT — R 25 L IE ST L i BE W 0 I
IR E 4 e A AR S R RS T Y o

L HBREIRTT — EURIG IR ISR, e R E A
RARTT ARG IR, (R AR AL i AT A, i — TR
FTAIR s T DL 25 i 88 40 i o EMT A0 G 36 H MMP9 |
MMP2 N-cadherin 1 Snail 3K it N4 , E-cadherin 315 i
FERSNFOAAR P 25 Mo g (4 4= 22 AN GG RS JCALH 5 0] Wi/
B-catenin {5 Sl BB LA EMT A5 . A BF5E W, 120
HEeHg T iR FOXO1 /51 B A FCGBP #5 5% R FAIk 4N
LR, L RE A2 AR PR R AR T 22 28 L B T 245, 0 i)
B AR AT EMT RG6Rs 2 Mk —RAG G 25 SRopT i
— TGRS AIE S Hb A 88 5 30 ) Wt 18 PR BE A% 535 EMT A8 %%
[ ,f#i N-cadherin , vimentin £ Snail & [14% F & LA S E-cherin
B L R e 2 ML 1R 22 5 A%, B3 i EMT Jof A2 R 41
bR AN GRS . oA A A I Wnt S B 59 EMT o
] 5-Fu i 245 25 151 468 55 35 Tiygs 440 %) A A R % 3% SR 1l
T AT BE A IR T 45 B 0 W B AR L I R TS B W AR
4.

JI% PO g 2 A DR R 95 e B DL %) S PR IR 3 Ak T B R I
s o BT R T EMT 76 B B 19 7% 55 bk
FEXREEMER, SN R LA, A REREG LM
PURRE ST, AR P LR R AR5 #E . Zhang %1 (BT 58 &

YOIESE A A ] LAl b AR 1E 9 40 E-cadherin T i 7]
o FFRIEYI N N-cadherin Fl vimentin 3] EMT FI ] Wnt/B-
catenin {5 510 B AU , 5L B-catenin FUEEK AYFRIE R [, 4N
MYC  Axin-2 \MMP7 CyclinD1 F1 MET 2338 5 EMT, 3k i 41
il 165 e 980 200 B e B, Ay Bl P % I 88 1 YR 7 4R AL T R B
oo BRMUEMIAYT — BRI R — KMESE, EMT A5 192 i (= 4%
RGBS A5 B LA, Peng 25 SEI6 45 R ] miR-148a
WAL HE ] Wnt10b Il Wit/ B-catenin {5 5-3 B ki ] EMT
FEAREE AR 28, B kel 0L, BHWT Wnt 15538 B0 510
Ji g 40 EMT RESSHN ] 2 R AE 101258 e RS EL R 25 1Y
FEA . BHITIZ I BEAT B A I PR YA 9T il RS 0 ek g
il iR i 2 17 B R 0

2 NF-xB 2%

NF-B 3 [ (3840055 70 i 20 . EMT 5 T A 2 B84 . 4
i, Liu 251 (R RF5E 2 W 205 K9 3 26 11 228 1(SPOCK) ] R i
T3 B NF-kB/Snail {55 30 BKA Y EMT A2 HE45 B 95 40
ARG RT RS o Cui 207 A HIFSE & B SPOCK T 75 JHE 5 4
i Rk, 3 BB 5 T BRI 09 18 R, L HLH 2
SPOCK! 55 I«Ba E{4%AF HIM0H NF-«B MM (9 EMT {2 35 40
MRERS . I — IR STIE B % K AR ] SPOCK] A &
(9 EMT 5 5381, WA 18] 78 B b 25 40 1 238 , 8 T ek 58 i 31
HEIR 20 M F {5 2 e T Ll A BF T AT LA S T T
SPOCKI1 Sedii il NF-kB 38 i 7] 56 Sy 1 10 20 1 Jieo g A 2 1 3 ]
TR ML 28 2 . B NF-kB {5538 B A S (19 EMT 75 i3
AR AN RS POl T B4R T, EL A 38 3 T F903% 38 1 ok 10
iR B 1 R38N Esparza-Lopez 45 fff 5% % 80— 1 ALK
T L FE [ ARG EMTT 4R 25 7L 5955 46 B H 4 vimentin 11 Snail,
JFE i STAT3 A NF-kB (3476 i 1L-6 15 5/ EMT 40
i BT I P LR A0 M T B o Song 25 9 F S IIE B £E
B FLARSE (TNBC) Hp i 222 T DL i SIRT6/NF-kB {5
S AN EMT B %2 A A R0 fit S S8 AR SR I 5 T B4 4
JEPE T, 4] TNBC R AbFE £% , 3¢ B2 22 28 2 mT LUME G y7
TNBC FAE254) . Liu 2" (O BIF S8 3E B Hh il S22 78 240 0 5 4t
B 28 35 7 (MANF) S8 — b Py J5 90 137 350055 5 (0 4 IR 2R 11, 24
JIF4n B = MANF ] LU i 34035 NF-«B/Snail {75538 1% 194
EMT #554K [ Snail 1 1 2 ik BLAEAS AR 2 EMT 5 3T 40
Mg o B, MANF W] fig J2& — R Jif 2 200 i o 700 5L 7T 6 kA
20 B TR TE BOTR YT A o SRR W RS 4R AR R EL K
Pk, NF-«B 38 B G 1 EMT 76 384k I8 (4 (2 22 55 5 1 7
rPR SR A L BEL IR 12¢ 38 6 245 0 1) AT 8 Sy W B U e g
BH AT PR SR Y

3 PI3K/AKT 5B

PI3K/AKT/mTOR {5538 B 7 AE i R R ¥R T 151
VB, 1238 9 5 T 2 5 RS e 20 e EMT AT -3 B0
FEEHs . TEADA ZE20 38 58 , 20 S0 B A= F0 40 i 4 4 vp ke
FEAE Chi %7 56 F 2 e 19 — T 0F 9 & B TEADA fig
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S 3E TS PI3K/ AKT 38 [ 9 Ji% JBk 98 200 i 9 EMT, DA T 38
AN AT RS F1R 28 H TEAD4 By AWM e A K, i
() — 15 #f 5% & 7%, Myb-like, SWIRM and MPN domains 1
(MYSMI1) 3o 15 200 ML P T 410 o) 40 e 1 5 0 EMIT S 40 i 2%
E AN, DT MYSM1 GBS 3 it PI3K/AKT {5514 42 ik
S5 PR REAR I g EMT 3R H AT B A 8 167 9 T 8
B 5 WFFE R miRNA-107 #8 /5 FH e 40 11 9 1) D540 4
(FAT4) 3% PI3K-AKT {5553 B2 1 EMT, 51 5 4 240 g 334
FEFNGERS  FATA ) LV AT LU B i 56 5 L 745 %
FEANML R FATA 38 7] 58 i3 PI3K-AKT {5538 #3843 0 il EMT,
H. FAT4 n] s 875 PI3K (035 2E AR 45 B M s 40 A (1 ke
RN B0 S A A0 e I BRI S 4% SR T i o B A A
45 P 2 A O VAT BB IO 77 18] o Liang 251 g
WSS IER PLCB1 #0% PI3K/AKT/GSK3B/Snail {3 23l i1/ 5
JEAEHE (CCA ) At fT EMT 545 BU@ K s H e, =
{37 PLCBI 1438 1 %38 75 5 75 74 A 5 156 A A 36 97 it 25 1
1ZWFE W] AKT R RERMIA YT H A, LARRAIK PLCBI &35 1)
CCA B MLy F T 2545 BT HE N CCA MR 7 R BUBT Y J7 17 .
Wang 252" — 15U 55 5E g SR A Q5 3t e EMIT fy3d it b 2%
AR #iBE M C- 1 Ref% 5 CD36 PhlnlifE S EMT il i 0
PI3K/AKT/mTOR {553 i fie 1k 15 9 40 1) 12 28 | 30 ALY
§i, NSCLC vt GINS2 )5 263k 5 BB & 10 WS Ml IR 4r B8 A
3, GINS2 1] L3 5l #5 PI3K/Akt il MEK/ERK 1% 558 {12
PEA EMT 3858 GER AR . Qu % MBS i AR 4
i R R W 1 5 51 BIO(AKRIBI0) 334 5 % & 7L
MRIFEANAE A PIBK/AKT 15530 i, 75 EMT M2 H ZEB1,
SLUG Twist %3k, T 8 E-cadherin {3535 , i it EMT {2 #3115
FRANML B TR IR G8 . BT — IR SE 2R Cx43 Gl
14 £ 3 2o BTG C-Sre/PI3K/ Akt 3 [ 175 5 i 3 4 i & A=
EMT, V& T T FLARE B3 Xl 5595 25 (TAM) (TR 2505 .
I, T RMER NG Cx43 THRE 254 T LA fil L A8 40 B T 1 43
BT AR, T DL i X Cx43 ik B BEAh , X TAM JRY7 1
BB AT Z RIS, BB R TE 41 TAM &£ F T 4
PEARRIE YT ik B LW, 20 H R 38 i) PI3K/AKT
WEET IR EMT R A2 2856 B KL it 24 1 0 7= Az, 8k 4
i35k 6 2K 1 DX B LU 12 30 AT T RE IR EMT 5 /2 Al —
FON RN BET B R 0 B . FT I RYA 7 $ it
BT A, Ry R I TS BB (0 O FE 4

4 BHEULYEKEF(TGF)-BESEE

TGF-B & —Fh 73 WA B 20 it [K -, B % ] 19 40 I3 8 i %%
M PR R 2R W 434k, TGF-B 155 1 sl A% 15 28 1 i g
W) & AR JBA 5, TGF-B AR A JiJéd £ 1 PR~ 368 3 fil) ik Jiek 924 2
M kA= EMT RHEAVER , Ja 24 5 B0 72 20 B 1% 5% 7% A4k T i
ZGVEDT LRI A A1 A (40 ~ 100 nm /N AR 3 I T
Kupffer 4 B 5 22 TGF-B , #E 1M £F 4 fbigs 12, B i 3
JBAREE LR IO A 8 BRI L K BEAR 4D RNA ( LncRNAs) &
— NG Tk S S 25 = /M RNA, LncRNA BBA% 9

P RPN A BRI B, In e (T Sh Fr 2 R Rk A K Ak
MEEFS, AW TR AR T, —2 IncRNA T %F
W1Z5 TGF-B1 i Sy EMT A1 i 8 5% 8 . — T AT 58 % 7R
LncRNA H19 #2355 miR-370-3p P3[R 4E % 9815 BI 519
Hiy TGF-B i 5 iy EMT, T i H19 REA% 40 TCF-B % S 1Y
EMT, i H19 i 3% 15 W BE 4 3 TCF-B % T 9 EMTPY | Jin
S5V BFSEAESE PincRNA-1 /R — Pl 5L, T LUl i TGF-B1
T AR VR ) 0 L P 6 200 B B 40T R EMIT, 3 T 3 W 7 31
HRTR (YR o 3 — & B o i 9 MR B TS AT SR T B
Hefifh, P EARIR TGF-B Al LAJEH EMT SERL 30k 1 T 95045 Ff i
B BEE . HRT—2 TGF-B 244 IEAE T & v, H A — T i 41
SEAK o AR A TBR1 L BG4 ] F Galunisertib
(LY2157299) f9 T W1 0F 3¢ 575 T A] #3252 B 1t 52 1 0 %2 4
PEPY ) BRTIEAE S5087 B ht pD-1 Hiik (145 nivolumab
durvalumab ) & HE 7 I PR BF 75 (I PR3 46 - NCT02423343)
AT — i SCHRFE A, TGF-B 4 59156 & PD-L1 4181 51 ( atezoli-
zumab ) 7] BE AE 0% T L B MOPR B , Fo i T 20 M 30k A b oed 1 30
AR FE IR A0 H T AN, A HURZ AR T 40
(CAR-T) F] L3 5% TGF-B (1 G e il 4 FH Y . x s % Bl
B, ZiB R AIRIT AR TGF-B B —I8 Y7 T 6E AR 7 e
AT 1

5 RUNMZHERZER (miRNA)

miRNA {92 V8 JLT- 2 55 Mo 2% A Rk i s o ) 41 40
i A, L% EMT A0k 9658 AT SR A2 22 RLAE A A
UTHIA—TARE ST R miR-217-5p AE % I 45 AL ) CLU
Ik i EMT AR SC 8 (1 B9 2R 35, 5 10040 61 1 510 B g8 40 i 9
RBAERH . Yu %% 5 miR-190 £ 15 TGF-B 5 F 1
EMT, miR-190 %38 1< #iX [a] SMAD2 BH ¥t TGF-B {E5 M
il EMT FIFLAR #1228 . miR-122-5p 3@ i MAPK {5 5 3 % )
il fer e 223 A 11 3( CHMP3) , T4 i/ TNBC #4915 28 5 7%
FEMT Y ZESLHRIE 4TS, miR-615-3p F 3k 449 it il % i
i PICK1/TGFBRI filififi_I- Bz A7 7 0 2% 35 ok /> 01 18] 72 i A 7
K-S AR HE TR A EMT FnfE 321 . miRNA 76 301598 40
Jfg EMT vf % # 7 TEEAE A i g # M1 5G miRNA A7 2240
TIFLIEAIHERE . Chang 25 fOWFFIE W] miR-3622a-3p ] LA
i id SALLA mRINA. ) F fife 410 i 45 15 M 988 200 0 1) P R A
EMT, BARPURAE o Hu 25 (O RIFFEE I 0 A 5C 2T 4E 40
Ji ( CAFs ) 34 [ 45 2110 98 40 M 03422 5 B8 AN R 4R AR, &
FH A miR-92a-3p KB 3E T, HE T 0TS Wnt/ B-catenin i
i RIS H A EMT %8, H 330 T 5-FU/L-OHP fif ],
S miR-92a-3p AR AT BE AL R B0 36T 45 B o 1 e
R RBEARALS T 25 VL) — A Fr iR 4% . Al LU A%, 3 o 0 )
k56 miRNA AR T A Ay LI 125 T 9 B 1A T 4 it
I

6 R4 EF (epidermal growth factor, EGF)

AT AL EGE 5208 (EGFR) 7EfAAE2E ' 1945 1 A v e
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FHEEAER 40240 M 75 B L 40 iz sl AR 28, X SE#R 2 EMT
iy %L 8. EGF fEf% i EGFR B2k, #ii% ZEB1-ERK/
MAPK {3558 # , Y55 EMT, 41 MSI2 76 B s thii i EGF 7%
Sty EMT 32 i 1 3% 15 5 10 I Se B i, 1k T 5 | A AR 22 4
B, Sheng 450 [y BIF 52 1 U LE PR SR AR P IE B Numb-
PRRL i 1 1% 7% TGF-B1-smad2/3-Snail #il EGFR-ERK/MAPK
15558 B A HE TGF-B1 Fl EGF 551 Bl EMT, KIAA1199
Vg —Rh T A R R A Je it 25 42 HE 3 DR, 76 2 Fr Bl e Tt 2
I 45 240 L s v R 25 R T sk B o 1 A JE T 24 ) AT
AN EGF 55 EMT HLIZKIAA1199%5 ) EGFR (iR
7, EABFFIESE £ Rl 5 T LU EGF 7 F % EMT, f51)
s AFE T Ui id PIBK/AKT {353 B4 EGF 3 G 1) EMT
S A0 A R R S B S ) E TR RIS RS L 78 NSCLC
W5 T LU EGF 75 S EMT M40 EMT AR 5 5 55 4 1
ZEB2 F Slug , HAL 5 28 oo fHHr ERK . FAK 1 mTOR A9 #5 g
R0 WYL, Z R B RE 0% 13 EGF 55 EMT ik 1 42 1k i
I EERS , FLIE —BERFFE il 52 T 0 ) EGF X6 Mg 3013 vk i
IR 2R A R o

A 3 X 5 it 3 R T ) R 0, T i 9 400 P £ 22
R () R 0 R AR ot 3l SRR S8 AR A , DA A
KRG WA AT 7 A M B EMT 7645 Fh iy
AR Z2 R i R b RV 6 T A A, T LA EMT % 2 5 72
P A R DG 38 [ B DT 550 8 PR 4 o ) AR AR 2 — 20 A
S, 38 L 30 e 200 e EMUT o 400 ol o088 5 3% A B8 B T
Jebggd s RI2 Y 7 BT R A
FlzmzE
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