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Mechanism of epithelial-mesenchymal transition and its role in tumor metastasis
B 5 BHE TR (LEXBRFEFR WAELFER HAM, L 200127)

[# E] LB A6 Fi%1L(epithelial-mesenchymal transition, EMT) & ELA AR ERY b B2 0B e il LA B AT 8E 7 9 ol R
FHHFFBREFNTIBENNIR, CFETAESMEBRNRELES ., EMT 5MEARNEERNEBEEEINRR,
E-45%: % 4 (E-cadherin ,E-cad ) fl T A R IE % U0 A A0 BUE 4, HRIA KT 5 EMT M5 4 U R MR 8 R 2 6871 2 fidd
%, 2 EMT fXEASF, $FRETNEEE D Snaill SIP1 0] T E-cad iy RATIIE# EMT;Slug  Twist AT §5F EMT #%
Ho ZMEKETF 0 HGF TCF-g A AMAE N ARG SH% FR2ME EMT & 4, REMEMES. ARSIER
(ECM) 5} EMT R £ B EEEMEM, B &R FHARSERZ EMNFEHERRENSIE EMT, 5 €& 5 1 8 ( MMPs)
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A EMT B8 210 7T 38 R X L F T UM B8 1 0 B RIEHTS , MARAS T 4 7E 53 AL ad £ 25 (0L EMT B FEY
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_t Bz (8] i % 4K ( epithelial-mesenchymal transition,
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FIRBRETESFME, EMT B2 AR T AT EYE,
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¥, 3t BRI BA BATRE S 098] 5T 40 M ARAE , IE X488
i EMT f9#E&, DURRIBF5 " IES  EMT B £ 410
Wk RS SBRPHEMIRE, 2 50KAT MY E
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FERFEEREANS T, EESS5HMAMEE, N
E-5REA P-BHEEAM NS EA =M, W E-45
FEA(E-cad) RHPEEMEREXBKEEN—
B, ATt EMT B6580F. BAREMENIEH
MU BT %1% E-cadherin, AT A 1855 i e 40 0 1) (R R

E-cad A] Y B # ¥ % ( B-catenin) fl y EAE (v-
catenin) &5, B 5 o HH EME, ¥ E-cadherin-p
EARR-« EREESGKY HEAGEEREEIN
SHEEMME LR, B A4 40 () 5 B O & 1 F0
HIMRAIIR Y, X T RS TS LALLM RERE
B ST EELTN, AREZEAERIATUN S
YR MR, A ERERIES S ARMES
5% 3R R T P RIS GE R AL ML R
B RE KBS AAEEEERY B ERSR
ENMKEETE E-cad WIETE, ELEMMELER
RARBAEUARBEEESRS, 2525 W E-
cad RIEM T AR E-cad- FEEAESY BN &
A, E-cad Wik T ki 41 7T LA FF 53 EMT, 3 &
BB HIE T R, E-cad FIRX 5B M 272Hk
NRAMK, REEER RKARERK E-cad B3I T
B AL BT A8 E-cad MK FTFRES, ERERK
F RIGEH , EMT #4177 AN Z S E-cad By £k, E-
cad F A AN KR 2 VAN, 2E SR P AT A5 S A
BB, BRI R, £ 8UME
FIRALEH EMT &4, T B E-cad By kK FEH
5WENS R RE AR, E-cad WEMNERE L4
RAEH MR BB T ERERAEEED

BR T E-cad Ris MK, EMT S B BT £ F
HASERENER. B—AEHEL N-SFE
H(N-cad) £ EMT &4 5K EH M, 5 E-cad KIE
FAAHR, TEIR] R B 40 i , N-cad ELA5 {2 i i 928 440 i
BEIHEBHIER, M AHAN S E AR REEE
T4t E-cad NS0 MBI OB VE R o B,
Cavallaro %'*' $2 44 cadherin-switch 2213, BJ b J& 4§
0 % 4 18] R 4t S R RU % LB, £ B E-cad B E LM
N-cad R, ZFRAE N ZRHT BN EREHR
R it — 2 R R T SR WA o

W5, 5 ZEE S5 E-cad /5 H 40 Hd 151 35 Ff
N p60src, & FEHE sre BEY, d 0 pl20cm; IQ-
GAP-1,24 Rac I Cded2 B9 WrsiO i ; FrbB 41 178
H(APC), 5 E-cad %4 p KL S NE, W B
EHXETE Wnt (5 S@BPHER..
22 #ZAYATF

Snail B—F & FHIEGHE DNA 54 EH,
AT L@ 2 ) Smad AHE /B E (SIP1) R4S
E-cad J3 8 F &R/ 9 E-box BEHERIY , W E-cad £

BHHRXURKEEBHREKEW LT, SR LK
40 15 8] SR 40 AR R R B % 24 , R B HF E-cad }F
W, N5 EMT, BRBRERBTEAECRRRE
FHARRA EMT bR 4, Wi R R
" 5 £ MDCK ( Madin Darby canine kidney ) 41 g
1 ,Snail 55 E-cad I E XS R XM T E-cad
Py 982 2 A HS B R B Y Snail ¥ Snail # 4L FE E-cad [H
PER S AT LA S B4 AR E-cad FiA/K 8 T 1%, 3
RBWFILLT 4 E D FH Ficy, N FBH R
EMT # & 4" . Snail ZEE T LAl KB4 & A &
LI ALER R MTA3 BT, MTA3 R& 2 M
E AP Mi-2/NuRO #)R R , IR 6 0 2 M 3 R IR B &
BRE—TEERY, BEEZEAENIIRERR
i& MTA3, it B Snail g4 47 i ¥ % ,E-Cad
FIETHE, R4 EMTD)  xib A SRR RE 0 5 51
IR, UG B 2 0 B R LR AR R A i ek
FERIBEKEH Snail ™, HE b FERBHIIRE
B L R FI A R R LA Snail 195 ik, M IE
HHFLARFREE

SIP1 ( Smad-inducible protein) # 2 —Fff £ 5 &
B, WA LA E-cad B %K, SIP1 5 E-box %5
ERFFIAETD S Snail B, fEH L E-cad HREK)
AL R A, SIP1 BHRE, FHI, FHL E-cad
J B P AL A 2 R R O Rk STP1 Y

Slug F1 Snail /& TEEE S Snail BEKE, 5
Snail ZE/)NRUR B I SO B A F 8 E-cad —H, &
3R R B 72 7, Slug AT AT 38 E-cad B3
%o £ FGF-1 i R 19 EMT 1, b 57 41 /g Slug
mRNA KPEEH EFA. R XHBHRARELRR
B ,Slug ATLAHE S EMT B9 R & ,

Yang %! )\ Bf 4 %) BALB/ c /I B PL I 81 40
ME, RRT —MH%ES EMT K5 R EF Twist,
HArFHLE 5 Snail/Slug ML, HRZ A E-EHE
HR3IF XK E-box EHEEF, MH E-SHELN
Fiko Twist R— P EERTFHFERE T, ETLIA
PHRBREPWHRAER, FRTHARIBMES .
Brg & B 78 MDCK Ui , 33k Twist §940H 2
K ,E-cad #1 B-catenin FHi M EHEEAREHE
i, T3 | & EMT,, Twist 7€ b FORIRHIFLIR MR
PREEER, Bib, Twist BT EREBEREN
B KL EMT —REERZ™ , Twist AILIE #
{23k snail 951, B sir-RNA $3] Twist (9%
3K T LR K b0 55 g 4 B R e P A o
2.3 AKEF

EMT W4 % 2R A KE TR EE, 0 ERY
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MAEKET EGF S5 b EKHF TCF-B S BHA
KEF IGF A 4414 K B F FGF  fraufu 4 K
HF HGF %, ¥ 7] 5 I B 4 3% [ 9 4 A 32 1k 45
A, 1853 M PI A9 Ras Src ,Rho PI3K Wnt %{5 54
FERRHBESEAARA, BAAROENERRA
F AT HERERNRE, BRARH* EMT &4,

FFEMIAE R B F (HGF) & c-met J59 25 X 55 i
FE R R R, 7EERIE c-met HIHRE
AR, HGF I AR 2R B KB
#ARBOKRE . WEBEE/KS HCF Tk /K&,
W MA B 50 % SKOV-3 JREEFRER S, Tl
I AR & & EMT, iiif HGF 5 Fai ik o] LITEBR I
REBER" .

TGF-B £ I EMT R R, & FEi#Ed B-
BARGESHISBRBRRKEIEM, (R Smad3 53K
A R 2, AT LAiE i 3 Smad 4> F 4K i
f P38MAP ¥ B i 2 & CTP BN+ SWESH IR
BRREEH, REARALRMYRE, =% TGF- 1§
A5 EMT WiESLH,. R3IEEMNE TCF-B 7
R HEENERA . —FE, B — M
& A K F , BRI S AL I T, BB R
FTEMPETRME LR —F T, EMEE
BEMFEBI RS, TCF-B A4 & Ml £ K A2 #
BFHH G, MBI R, g AT, &
BB S 41 EMT R4, — RS %9, TGF-pl
AR NE bR AR IR B E-cad BT, FEF,
LR RE TGF- W P, TCF-B BERE i@ i
B TR AE A T Mg 4 e A 5, XCRT LA it 35
SRR T ARSNER, Bk, b RS
RAMZEEROEDFERTRERE EMT WE
EFEEEE
2.4 WHB/ tmp bR

ML A BIFENT A EMT R £ B H
FAREEMEM. RN RZS4 M B8] LR
FELAHE, SABEERMEMAXREY. 4
HNEEFE T A SR A AR A, BRI AR B B 4 i
B3 A FI L. 4 BE 7b 3 R ( extracelluar matrix,
ECM) fE4IRFEB S B P RET XBMIEM, #i
0,76 1R/ T2 SR B 57 A b AR 4 Y e R 988 440 g T
PARAE EMT M4, BREMAGREE. 554 &
JERERREIR T LARE 241 EMT & 4 f9— Ao S 4 .
RS I B A BB Y B AR, AT DL S B4 e 4
MY RIS RE 1 3KE . BT ECM 28
Fo R AR S WY, BB, b B 4R 4335 ECM A LUE
YESL 1) () R 40 B 4% AL i — M IE SR, IR, RAET

EMT 4 &0 K8 ECM K H A, X A fE
SRR AR HAE X,

BARNIHBIE LR HHERE R R
HRBREN N FERER, BAXR—FHANBEEK
EA, SARSMEFRR AR EEER BEER
U4, BARN BERNSHARERERSES,
FAEE RN EEMARKLE. 5 o3 Bl &
AEENKTTUSBYAREERZ KNI E. WES
ENSHMEARSHERAERBSORE, B
BHERMWEER T, EPRIEERARRE
EMT #{cid i BB E-1 B RMXH
BRRBKE LT, FEDIMES FAK 2—fp 8
SF AIUEAFMFEFSEOREERER L, Fat
WA KEFZENS SRR — R, BEX
{55 i@t FAK 375 LR B B R 5 38 (MLCK) , f#
NIk E LR, kST B, BERE
B A &R X T LAT #8 E-cad K ¥, BH p-EH
ZE 5 (p-caternin) §6 5 E 40 M #%, 1§ 4k B-cat/LEF 3%
&W5IE EMT

ERL R E AN (MMPs) & — 7 6F Bk 8 X
W%, LA MR AN R S A RE S, B B RTE A8
BB R A R, RRE. ZRHEE
A A4 EEECBEENERRY , HEHEX 4
FRARGHREA —ENIER. EEBEWEE
KSR KRB P REEH, MR
B 31k MMPs f[] ivt 38 E B I 18 £ LA 40
KEF ik MMPs, B It 15 i ECM ¥ B Ak 45 ¥ 1Y
B, B R 4 I A S T A B AT . IESNEL
J& b Rz 40 Bl P 75 3 R & ( MMPs/ stmmelysin-1) 7] 24
#S EMT &4,
2.5 MicroRNA

MicroRNAs (miRNAs) 2—Fh K /Ny 20 ~22 4
MR BT RNA  ER R EKEAEEFEE
ik, MicroRNAs 7E4H Ma3% 58 434k R T- A
REFHEEFHEEENAG, BEXH Mi-
croRNA Xt EMT HfR3& A 5 1EF . microRNA-10b
AT LA 8 HOXD10 R:F A 87%E . T i RhoC BIRIE,
MR SRR REMER, RRIBKES5RK L
FURE R R E AR, T Twist A] LA{ # microR-
NA-10b 95 ™, Hosh, BB B/R mi-
croRNA-200 K50l 5 % F 8 TGF-B Xf EMT K4
fEH], microRNA-200 B #/EMH T ZEB1 X SIP1 )
mRNA, b E 4 & E-cad 93Kk, B2 EMT
HRE, BREEZEEDS  MEBLREZRERY
FUIR S & o & B microRNA-200 f) & 5k LA &
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E-cad R Z, FEAR LI ALAEM D, KRBT
—Fb EMT 51 MicroRNA: miR-217), HATIA N
miR-21 B —FiF s A, ol L RALBRE A |
(TPM1) AR FHEFET: 4 2 H (PDCD4) X B F
HHE M FE, AT E AT,
2.6 BT

Weinberg %% % 8L, & 4 EMT B 7L 15 7% 40 i
BRIRIFHLAT RE S50, B =4 T 34 T A A 5,
WEKEHE, Snail B Twist i) 5 £k 1] FHER
B, X—RER A EETHRNRE, EFI
MRAEMEAE K AE EMT J5 7= A4 B 200 LRI T i i
FEAUM, X6 CD44* /CD24%"™ an B 52 A1 1 B W 4
E-cad 8BV HAEERBEAMEREANRE
EF . BKFER FOXC2 ,Snail  Twist #1 Slug, 52
L, ABEBR T 40 L 7E 73 AL AT IR BE RS E-cad &
BV, BEREEARRE LT, Snail #1 Slug /9 78
MU ERE S 13 08 X B e EMT R £ E
B EMT 808 R A M A T 40 g 4> fL i i &
EW—5, EMT {3 {5 5 20 I M 5 & i 988 46 # h
£ WRT FENEUTF AR HREHES,

3 & &

B, 7 EMT B)BF 5 — S Ugn i 2 i —
BT, i, BRTASH EMT §73-FAric i dal
A EMT LIS A B R, OE K FF R BEE
F 1R EMT §3inic . HR, EMT B— N
REUM 2R AR SIS, e, A5 %
Hibpy Mz B REF AL D, HHETH—L
MR AR SR K IER EMT 38, =,
EMT F RFE (5 5 % 58 B M 2§ 2 [ R A AR
AR, TR EERAMBT EMT 85T EY %
P o

EMT RIEiG K& i 12 P 0 75 i A AL, IR e
LR EE P RE T RBHEM, BIR
EMT # % A= HL | K 3098 55 3R A2 B A 1< bk
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