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Abstract

(EMT) is a progress that cancer cells are transformed from epithelial cells to mesenchymal cells. EMT, leading

Metastasis is the leading cause of cancer-related death. Epithelial-mesenchymal transition

to low expression of E-cadherin and destroying intercellular junction, is regulated by multiple growth factors and
transcription factors. EMT also contributes to tumor progression and metastasis. Tumor cells undergoing EMT
acquire ability of resisting apoptosis and chemotherapy resistance. In this review, we summarize the role of EMT in
the tumor metastasis and chemotherapy resistance.
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RN RS, 5 B AL, B85 40 b T
15 IR B H (vimentin) . N-452% 2% F (N-cadherin)
I BAK 3 IAE-45 & & 1 (E-cadherin), M T B A 2
RMIZFRE ). VREMTRAE R HIIEIG K B
rh, A S = ANEE Y BCES S EMT RA K L 335
T2 8] Jfi— L % #% {1k (mesenchymal-epithelial transition,
MET)AH2E . REMTAMY A D4, k544
PYEA G b R AN i EM T AL 1 95 T 1)
FRETHEAR, I 255 (8] 5T 40 Bbn 540, 0465 2T 4E4H
o 4r 5 5 F 1 (fibroblast specific protein 1, FSP1). N-
WEEA. BEEEA. o-F i I3 & H(a-smooth
muscle actin, 0-SMA). E45 @&+, EMTA
A IERPFIIRE, — 7 4 M@ i EMTER 1312 30 e
JIET AN Z AT A S B 1, 55— J7 T BT b e 4h
I 2 A g T Joi 00 L 5 - it 400 B AR 2R 5, BELRS 4H 24
A HBE BN ST N4, TREMT
SRR A . KRR, R AR ORI E i
1.2 EMT#REF

2 0 R FEEMTH A2 1) 32 S bR 5 ONE-45 %6 &
F D B 2% . E-5 AR A i A Bl S a1 R
H (0-catenin) A1 B-1: & FH (B-catenin) il & 54, M
YERE b R A0 A ZRAR S, (A IRl A HoE e, —
6 BOH B 5 45 1 B s R T RE WO EMT, L4
Snail(zinc finger protein SNAI1). ZEBI(zinc finger
E-box-binding homeobox 1). Slug(zinc finger protein
SNAI2). Twistl(twist-related protein 1) %557, #5%

T-Snail 4 & FIE-5 b 8 B 2 K5 31 7 HUE-box JT
B, AHIE-E5 R 8 R DR 0 B sk, AT MK 48 i
() PR R0 B A, e 22 g LA e % 2 28 1 1) 1) J5 24
Jfl. Slug5 Snail R ALK &5 44, [F] & Snail X ik, 2
HEMT BB 1D, JL & Snail 5 Slug# ¢ HE-45
TR A B B 1 45 A I Rk, (HSlugh
6 2 FAS anSnail®. L 4R, B AR Snail 5 Slugft £
B h R IA G =, HREAEME KA. KES
HIE FHEIAS S AH RO, [F]Snail 21BN, Twistth B8 1
E-#5 38R 1. B % & # % A(claudins). & & A
(occludin)®% b J7 48 fifd br & 70 1 Rk (B 1D, #EA1IK
A&, KA S A7 1a(hypoxia inducible factor
lo, HIF1a)#E 75 5 Twistff) F 1A, #IEEMT 5 208
Y. (H A, AR, R LR R IR
i 5% Snail 5 TwistGe 0 #1140 fl FIEMT I #2, (8 4
PRLATY S e i 38 4 %, 2% B 1 gk s 2 R R /)~ LA 7Y
1 Snail Fl Twist i 5 ITEMT I AN 5 i Jeg: 40 i 5 7
512 28 1ty 1t #21'%, ZEB1(zinc finger E-box-binding
homeobox 1)5ZEB2/F ¥ 5% A 1 45 & BIE-F5 8 £
F 2R 1K )5 ) TE-box o b W ZEBR Ik R H
Jii 5 HAh 3 K R 1T A AW, WC-im 4 &
[ (c-terminal-binding protein, CTBP). 4 1 Z Wt
Jt ¥ % fgp300(histone acetyltransferase p300, p300)
SRS AT, AT B 0 R i R RE DR ) Rk
ST AS B b BRI A D 18] 5T RS2 EMT AR i Ji e -
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Fig.1 Roles and regulation of major EMT transcription factors
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Jesh 24 0 HR O T B 1 TR SRR /K R B 3 A AR A K
3. 7M5 . EMTIESZ BIAM AN T 22 288 S50
H & ¥ B (mitogen-activated protein kinase, MAPK)
FITGF-BA5 A5 Sl B 4% B, B 4F 44 i 22 17
EMTJ&, HAUA STt 2 3, RV 20 906 =t
TEEMTHF S AH M A0 . 4 B 17 86 B2 1 Bae R i gt
TEMTR @M, F 25 R RE-E R R 0 5B-Bk iR
FIE B S p fd eg, B-Ika F i 4k, M B0
22 ST Wit %, i P (EHEMT. FEHEEMTIHET,
E-85 5t R IAHE— 2 N, T — AN R
I, B85 3 8 E KPR P B RN N R EM TR 5
FH bR EN . TGF-BIE M K & i 72 vh B XU A
Fo TR KA 1A, TGF-BHII 40 B 36 5 ; 7E
IR TG 3, 5 T IR A EM O RE, (R 3 Py 4 i %
F£U, Wnt. Notch I TGF-B&5 A5 5 i % 1) i, 14
5 ZEB1. Foxc2(forkhead box protein C2). Twist %5
SRR 1 AR IA, 1KLL s DR 1 I E-45 2 A Y
TP IR BEN-E5 36 2 1 30, 5 48 . 4 5 7 [A] o
YHMDIRAS o

2 EMTSME%

I 983 4 i A JER A A B 38 0 vy B AR A —
ARG BT 7 4l 18, G035 40 i 12 3 1 1 o
i E ZEE A AR A EH B, p120-HKH H il
i f filRhoA(Ras homolog gene family, member A).
Racl(ras-related C3 botulinum toxin substrate 1)LA A&
Cdc42(cell division control protein 42 homolog) ) 7%
P BEL LE 200 0 22 3R B8 2 AIASCIR O f2 TR i, i 24 i
Ji I 20 M A% . p120-10 B 1 7R 40 R T i i
E-15 6 2 1A B AR FH T 4 0 A2 AR M JE B Ok 4
i 983 4170 1] (1) T BEU™. SR, E-cadherinff fi# K A1
EMT 5 H B BeUO, 6 A6 E-4 26 85 1 (1 B A, p120-
AR 1 R0 3 B4l MR 1t AR A, TR AR S O 2,
I, EMTHOA R AR AE IR e fe R A . (H2,
EMTEMB R T RERS —BEE2FRMNES. 5
b B FE A0 A B, i PR B AR R 1] 5 200 L DA L)
A M A X A k. Ak, B R A H O 4
£ EREFER, XSO, W] RE 2 T EMT 0 72
EIMETHTE. V22 8 78 40 i [ 5 28 Ff 525 2 . 9
JR RN, AR T bRzt v 4 A%, BT S 1 SESR IR
B e X LU A I R 1 e At

EMTid 2 b 4 B 22 2 1 I AR 4k S 5 MR &

AR, A St iz —. BRoh, e L s 40
JHIFR) 5 ¥ FF AN R — R I EMTRE R, AT A
AR IE NGRS R GE. 9040, Rt 24 4 i od i 15 48
MuAhEE T, B AR 22 TR b R g0 fR Ak — AN R T
RS TIOAEE . 71T 41 B 28 4 41 i K] 7 Rac] (ras-
related C3 botulinum toxinsubstrate 1). RhoA
RhoC(Ras homolog gene family, member C)7t %2 %I
e 7R VE T RS B0, T A RN AH B A (A
Racl £IRhoAE(RhoC) e i fir: 41 ffl % 7, % WIRhoA/
ROCK (rho-associated protein kinase) "] i 2 A [F] i) #%
KRR RRE s, HAaZid AW T EMT.
ST AIT TR IR, A2 i e DR/ RS ohy ) A R
Gt 1R K 22 B30 20 B 2 B A SR AR I DR e b B 4 i
HIRFAERT, IXLLAM L K £ R4 JHEMT, Jf H5. il
R R Rk b R AR AR . SR,
i g e R AR R BROR] 23 3, B — 22 DA i 4]
RN 2 AR RS, Forh, IR AN B OR R b e 4
FRitko 58 ROV BA A J7 2, 40 £ 1) 5
B, Z NEMTAII™ . o1l & LEMT ) 540 g id 2
DA P ) 22 200 P A RS 0 2 e e 400 B e 8 1 B 7
e

3 EMTSLFriish
3.1 EMT5SRET4HAE

EMTAE 968 4 0 7344 g 96 24 P BSeAHL 40 ™
P Bt RSCET 245 200 P e Y R AT, A A (R N 3R AS T
IR E, 413 H BLC D44 eh/C D24 5 7, it S i
1(aldehyde dehydrogenase 1, ALDHI1)3 1A 4 &, 4
VA RE IS5, NN BT RE ) 1Y 5R, 7 ALY T 2
P, CD44 R AL B, & T AR 21, =
51/ WntHICXCR4(C-X-C chemokine receptor type
4)fE 538 B2, 4 HhCD44""/CD24"°Y, ALDHI .
Nanog FICXCRAZE A 247 19 H 30 A 45 L i ez 400 o 58
B o EERP. HY e & JTEMT R4 e /2 &
B8 o AF IS 2 DR N 52 31— S 2 it DR (1) 1 4%, WnTGF-
B 4 7hFE i (excetral cellular matrix, ECM)F1iH 15
N G U S NP B R e S s A o 1 S e =
BEIE R 2 (RIS 27 2 2 IMEMTAS 5 38 B 5 v o e s
2y Re A T A B 254 R BURCEE

i e 440 i 3 EMT R A 5 8 AR BT AL TT 24540
(1) R 77, 1X L 41 i e 6 a8 G 9% I B, B AT 48
JoT SR AR A5, DA T 32 R AR A5 1 LR
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S 41 i P AT VF 2 HCDA44Mey/CD24" ) BLAT T 41 i
RV B0 40 Bl CD44 /& B-Bk 25 [1/TCF4(transcription
factor 4)[1) T ¥iF %= K, 3 B SEMTAHH 5% F)Wntid
B O0F AE FF b R A0 P A M R A AR . M
TGFBI(transforming growth factor beta 1)) J# 1% %4
() 7L R b R 8 B 57 FH Snail 41 1 E-45 26 28 2 3R
i, A ERAT S R T4 SR UL CD44" e/ C D24 ]
MY, teAh, AFLIER b B 41 B L e 40 g o
53 B AT B 1 48 Mt A — B 2 U EM TR 4.
I AR BIF 78 % L, EMIT 5 5 64 Jih 8 = 41 0 5 4 88 Je i
A 5%, HVIE I CD8 THH L 1 7L s 240 1 25 73 AL T 1
CDA44"/CD24" > [f) M i T4l . 2%, RAZVEN
i 28 40 P 5 AR 2 A 40 L — e B AT ALY 26 BT 3R A
o P A R T E T4 S AR T 2 BRRAS TR
FHE e, A F0 R, FL R e 4 M AE — € 1)
244 R 0] 404k Nluminal B basal #2%, DL b 45 B0,
EMTA 4E RF Ji8 240 B ke v 7R B, 3 Ak A 10 o
A T HTHIIAR,
3.2 EMT5Sfmizhtt

EMT 54697 25 DA B i 2 R AR k. EMTIE
v b T8 240 B TR 2 ) AR A R R A 4 L 23 PR RS
o e 4 ) 42 2 NG 2 1 00 32 40 B P AL IO B
W AR UM YRR IT DAL 22 251G 97 T
A= U B R 2 A AE AR I A 2R, T X A 4 i K
3G, f& H AT ARG IT I — KBRS . st 78k
I, 42 PHEMT 5 2 B H 5 5 i Ak I7 25 W0a 97
FRIREE, 203 A 25 A R RE DGR IR ) e T, 3%
HIEMT 5 Jies 40 B AR i A7 25 M B s DDA -0 |
T EMTAE 88 240 i R A5 40 B Re 14, D81 L i PR FH 245
I NG AN JEEMT. 3055 U Notch {5 5 i 2% {1 Ji 40
J B HRAT T PG A B VR 9T AT 4k S 473 I 1 50
Ak, Slugts Snail s #5& 1 40 i Ge KBTI IRIT 5
W7 25 W36 97 TR/ A0 ML T2 FEPC3 D 41 iR
4 L Z #5548 B ) 2 -6(interleukin-6, IL-6)
%5 P) A 9% [)JSTAT-3(signal transducer and activator
of transcription-3)if % J5, 4 Hmf 25 VE T B, Prif T
JE [RIBk 2 48 A 98 -2 3 K] (B-cell lymphoma-2, Bel-
2). cyclin DI c-MycZRik T [, 1 BHIL-65 7l 71 JIf
R REEVIMEG, Twist MUBEBUSEMT,
I BE 3 1 T R M B 2% 52 IR -a(estrogen receptor-a,
ER-o) 3 b {8 ARt T 364 10 7L Jit Jes 400 K 0 46 97 1)
BE 1B, B0 H E Bl R T 1) 24 P 38 L 410 1 Snail

T P k2 ey 4 PR 24 4 o A8, R A ) 7
NPI-005238 fnRafii i 47 il 25 [ (raf kinase inhibitor
protein, RKIP)[#) ik, MM N fiSnail 5NF-xB& H
JoE 7K FB i e 40 i 2 TR) B A ELIER 2R DA A i e 4
L FIT Ak A AN 5 1) 5220 22 A 2 J g 4 L A A Y T 24
MRz —. B, —SA/EH T N g, e+
1 6 R 24 6 G 28 1 245 A A L DTS 245 1, DR R T ge
2 0 A5 - 30 B 2 V) PR EL AR A 15— LT 245 1 Ji e
S AEE K. N, B8R 2 IE T iR 40 B, OE
Jit 98 41 i 2 1A TL-6 A1 4 J& B (1 Big- 140 i) 25 1 (tissue
inhibitor of metalloproteinase-1, TIMP-1), 3 £ i &
Y ARG AR, A AR AL A
2. Ba FZ3R Ea T i R B2 2 M7 2454
VR HIT b eg 4, 38 A T HL P AR TR B, LA )
EMT AT k20 i 88 20 B IR0 2410 1 i

i 98 4 L e AL 9T e N IR R AR AR AL, T ALY
251 B 0k R R D 0 A O S P 5% AR A 1 R 4
Jfilo %5 3% 32 5K 11 5(claudin 5, CLDNS)E IfiL & P J
A FIA T, AR TUR AT R R AL 1k
4b, ) % J% (ICLDNI. CLDN3. CLDN4. CLDN7.
CLDN10. CLDNC167% [H{E ¥ 2 Ji & o RIE Tt e
B MK 2597 %Ok &, CLDNSIEAS & HUitR A
R R, R DR 2 2 i T AT 2RI, V2 24
R RIABBOE , o iR 20 i 22 075 228 T A7 0% R ke X
VR 2 M IR S, 0T T R T HAd R T U7 5,
FANEAZIEIX I T N 2R T I 2500 T 51 i
T AL T RO . B, T O AU S, BT
BORELA Bt R H 22 J3 1 EMT 3R A5 i T4 7
L, BRI, i R T B KT AR D) B AR R IA
G RANRIT . AL BRI BT R
S bR B B R UMOR 259, B OGRZZ R .
L, eSS 5L AR T BE S EaT iR
T BT VRS Akl ok, WA AR T AT EMTHRHE
i o

£ TMAPKAH 3£ 7 A4 K A F 52 {4 (epidermal
growth factor receptor, EGFR) #1122 5 JT IR 254
& BT T RS 2 — o Z59ICT-10400 AR K
SRR AL TN IR . AHEE— AR5, — A
24 WIMEK 1 (mitogen-activated protein kinase kinase
DA F7PD 0325901 1E ¥ 2 IR oh 0 2 S 47 1
7R, BAEFLIE . Al B S5 RN A0
DY, WntfE 58 B BB 5 0P S UG T A
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Fig.2 The relationship between EMT and tumor metastasis and drug resistance

. SFRP5(secreted frizzled-related protein 5)f1) H 3%
5 3 T H T 29167 B A R BlE R
Ko MHEY I ekl AR 3 B LLGSK-3(glycogen
synthase kinase-3)°4 ¥E fi, H A R 4F i 5t I &g 3%
P, T DR & R A% 5 1T A1 R B R iR o T 1 Snail I
R e 1) 1= 2R PN A R BE 0o G oK o i o 1 4t
AR N A U T DA R B e v A BE IR T V2 b
IR GSK-3%f X (1) 4 i A5 Bt 4 K i (caspases)~ Bel-
2. MAPK. WntHflAkt. #i 5 3% B 4 1 38 F A 1
EMT L i Jed 3 7% AT 40 B e P B e 7. kA, #i
J7 % T 3 5k 410 11 CD447/CD 1337 11T 51 i e 40 i 1 &
SEBT R RE 77, AT 980/ Je 248 PfL 4 B o

RARZIIEH A 2 M0 A, RIS K24
RAIRZTW) T8k D A Th T, O 12 R )
e ORFERG . AL, TR 4 AR S 1 e o e DA & P Ak
TR B PUE 1R IT IR . & B N 2
s 8 3| Je 8 9 0 A B ) W] B

4 REZ5
ARSCEZRIR 1B 5682 A 25 1 S EMTI
KA(KE2). JSEEMTLE R # 7 i 4 e AR
T2, AE L E iR 240 B AR AR T TR 24 1 i A
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