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Abstract : Epithelial-mesenchymal transition(EMT) is the initiation process of malignant tumor epi-
thelial cells to mesenchymal phenotype,which can promote the invasion and metastasis of malig-
nant tumors. This article reviews the EMT molecular markers in breast cancer,including surface
markers, scaffold markers,related regulatory factors and signaling pathways,and the hypoxic mi-
croenvironment. Furthermore,the EMT of breast cancer cells will lead to resistance to endocrine
therapy and chemotherapy,in which the changes of breast cancer epithelial cell characteristics, es-
trogen receptor and breast cancer stem cell activity may be involved. Traditional Chinese Medicine
could reverse breast cancer EMT,while clinical research and its mechanism still need further ex-
ploration. To clarify the molecular mechanism of EMT may contribute to the further study of
metastasis and drug resistance of breast cancer cells,and provide new ideas for the clinically tar-
geted regulation and the treatment with Traditional Chinese Medicine for breast cancer.
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1 EMT B9#E&

1982 4, Garry Greenburg F1 Hay %5 i £ {4 7 52
AT RN, AR b Bz 4 M A e S I v 7 AR
Ph 2T HE B T 5T 40 B RS EMT ARE 8 ey Bl 48 1
eV OEMT S48 1 B 20 M8 2ok 45 2 A AL R T 178 A
A3 b AR Sy B R B R AL A ek AR R AET
ZR AR R PR EMT 430 3 AL, 1 A
EMT 5016 %A= A% B & 7 A5E; T8 EMT 5 4145
WA AU RSB gL G 7 EMT 5 i
oA 15 22 RV g AR DG )5 JHG S [ ) 40~ WL A6 6 45 4
JRLIE 25 B AR PRS2 26 RS B P T | i i 1) 3
BRI Re e ) IRZERED) BT TRE B,
20 B AR TS e A N, 2 b B AN L TR] R
IR I R IR @ S GV AR 2o A RatE VoS /YA
J5 b B 20 i it R AR i 5 T (D £T 4E A MY, R4S AT
# Gz 3 BT fE IR G e AT AR MR AR O R
A 2R o SRR R b e 0 20 L — AR b B A i
FEHY | Ji] L A0 i S 1] o 400 e R R ) o 400 i FL A 5K
SR KB B RE T, A g A A R AR IR IR AR AL
WKL A, JEM L B R A0 A E O EMT 2 MR Bk &
RUREAGHY A shad B, 2 L s 200 i 5 R Y I A=
1R 28— R P S L 2 — 2

2 FLRRSE EMT HXH S FiREY

2.1 EFUREAME EMT REREY
2.1.1 E-%5%5%& & (E-cadherin)

FLIRIE T 95% i) s A0 MR IR T b B o FEFL IR
KA EREF, Bk L RARCE A E-cadherin ik 1)
Bl e B TN Sy S LR R EMT & A= 9 2P B8 . E-
cadherin 52 Ca® MM 73 A T 1 B 40 i J155 ¢ 1w i1 125
JEEARE £ 1 OB ) b R 20 bR 7R A Ok ZE R 20 i 1]
RGBT FIASAR b e i 58 8B OCHEVE T, 2 SR 1 Ji g
BN R A L 24 E-cadherin 22 K080/ B 20 i 18] 4G
BV P RREAIG 3 S5O IR P R ARG, DT 8- 1 A6 &4t
2% 7Y ][] 5B 40 B % AU §% 4k & £ EMT, E-cadherin
A S IR R E | [RZBREI R AOC, TR
PRI, b PR 2 2R 1 (E-cadherin ) §% 78 bl 28
55 2 [ 2 (N-cadherin) , fC R AT & 4 T EMT,
BN T 40 i iz st K A= 22 M B fE 1, N-cadherin

5 E-cadherin 2 A5,
2,12 % %i%&#E% 4G |(Claudin-1)F A4 & 8 1
(Z0-1)

B E 8 F 1(Claudin-1) ; 40 JRs B 4544 o 18
BB A EH occludin 414 H claudins Fl
T 2 8k 4 F (junction adhesion molecule , JAMs) 3
Tl 5 R 119 IS4, 11 R 5 /NilF 2 1 (Z20-1,20-2 1 Z0-3)
S5 LA KA R LA AR e, b Claudin-1 244
B bR AN B R F R B, RIATIE
RS LA, Claudin F % J& i Tsukahara
ST ST LZT 2 A R 2R I Rl A IRy B, 2 5 4k
R RGPS B B A, A A
ZUR SRS AR 17 I R AT 5T 3R B, SLI R & AR
B}, Claudin-1 #1 E-cadherin ik ¥ REAL, {0
B A0 M5 A0 e TR A 3 B s sl 28 g A T kb
T MEMT J5 &4 2 I M F 5 Claudin-1 ik
(IR | B A 2 3R B2 A IR L 45 5 RS A OC 70 M
R 52 AR I FR A b B A BT 00T Sy S b LR
T MBS IFAE S etz —, EHEN 26
(Cx26) % H2 8 11 43(Cx43) 78 7L W8 rf 23K B AIS , WF
FERW] Cx26 Fl Cx43 5 EMT IR 5 GG, AT /E
FLAR I S T EMT 2 A MA M E I brEm
W Ah  FUIR R T M 5 A R b, N R A K 7
%Z & 2 (human epidermal growth factor receptor 2,
Her-2) FH 14 2 2 7] 41 2F 70 0 200 L EMT 5% 48 | A%
E-cadherin ik, Ft & N-cadherin ik |, 80 12 41
JHL 3 R R B A 0] Jo 2R LR A, 1 5 L R TR
R RE 1,

PR/ A 1(Z0-1) < 58 %5 1% 12 1Y 20 2 A 4
i S 3 3 1 1) AR, HCEE Z0 B AR OC 5 IR
Bl MAGUK KK R 20-1.20-2 .20-3 FHH™S!, I
IRWTFELR ], Z0-1 75 R A% FL MR s 2H 219 40 Jif i |
J Uz AR AR LR i 2H 240 i 5 174 2 3k B I 0 7>
70-1 3K TS5 TNM 73 30) 0 Jss bk  25 5 7 K
Her-2 RN, AT RES: 5 b6 40 i 1 4= 2R R 6 £%
e bRz 1,

22 ZFLIREERE EMT ZZREREY
2.2.1 #%7% % & (vimentin)

Vimentin J&— Fp o (8] 27 4 | 2 435 18] 50 40 10 B
S () J5e 40 M 0 s AR 0, 0 A T 18] i 2 2R 40 Y 200 i
KB 53 F E-cadherin F3R 98 /0 , &8 04 R
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B RS J i R H vimentin A E B 40 i & 42 A
5 A SR A2, e, A bRic & H
vimentin FJ i I 5z 240 i & A= < G ERTE " AR AT AR 4
2 PR R RRAE SRR 285 0 A Al 8 e 4 422 I 4
JEL T 1 3% 4 O SR A9 A R O, BE BR 2R WAE N
M A EMT bR, 5 4 M f= 22 58 1 JE A OG
& EMT (B3 4 . EMT (195 74 9 2# ML 2 i
eu N N I 1 i i I R o 1 D T O S
AT,
222 #HREZHMIZAK 2 (discoidin domain receptor
tyrosine kinase 2,DDR?2)

DDR2 2 52 1 20 i A/ 5 Jo ol o 5 1o P o3 2% 1Y)
i 2 R W T S R RS i A2 4K . DDR2 il i 254 1 ALl
X ARG, A AN M SR LR A0 Y
DDR2 %3k b5 HARZE WS A ¢, e iR 28
PEZLIR R EMT fAR &4,
2.2.3 o -FEMILE)E E@asmooth muscle actin,a-SMA)

a-SMA & 6 WLEhHEE 20 B Ot b i — A il
G, I AE P LA AR RN UL B R 40 i e R B -
SMA ik, fEMRIG A& H Kt AT G i A b 40 i K i
RIBH a-SMA HAE R EMT #IFR 5 . a-SMA TE i
TR A 17 A AR e AR R AR AT, ek
A S 241 6L P 138 3 1 DL R it /N Bl A 2R A A I A AR
B R Rk T B4 I e a2 e R il A Y
A, R R R R B R A o IR R G AT 4 4 i
(carcinoma associated fibroblasts, CAFs) & %L % Ji 1]
JH A T2 A0 A3, o-SMA B FHAE S8 52 CAFs (1)
FANS,
23 FLRRE EMT HHXAEEF
2.3.1 EMT #8 %A% B T (Snail £ ZEB K % .
TWIST % )17

Snail % 7 3 B Snaill |2 A1 3(HFK A
Snail \Slug 1 Smuc),Snail 1 Slug ¥J 7] i i 55 SIP1
i G M2 G E-cadherin & 3 8 T 56 () E-box 7
Y1) fifi E-cadherin 23k N 1851 EMT 8% 42, Snail
V£ E-cadherin I 55 ¢ 32 A, 4T EMT i}
Snaill 1 Snail2(Slug) P HE— 2 ., FLAR I 40 M miR-
34 5 SNAIL A7 78 XU 1] G 3 4% AL 4 ,miR-34 €5
SNAIL1 SNAIL2 ZEBI 1 3’ UTR &~y X 455, il ]
H mRNA B2, $0HFLIE EMT (%8 2,
SNAIL tLAEH ] miR-34 J3 37, > miR-34 ik,
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M FL N pS3 D RE Bk Ok B 2 AR B, AT miR-34 %
IR SNAIL BIEPEXG i, £ i LA EMT /) %
AT IR AR RO S O Y & B PAK4 (p21 # H
5 PG 4) 7 R 2B E T 55 & 3Rk v b
& Slug i 1 FL AR5 40 i & A= b B 8] e Ak, R 9 E-
cadherin #23K, 11 N-cadherin Fll Vimentin ik,

ZEB 3% .ZEB1/2 iR 50 E-box J¥ 51 H %
il E-cadherin % 5%, 78 g i 12 28 55 % 1o 2 vl
BAEH . ZEB RIGAE S 5 FLIRIE 40 % /B EMT i
B E EEAEH . FLRE T ZEB1 FI/8% ZEB2 it
Fb AT AE HE i AN AR 28 e B8 RN 24 1 3 5 Y
W5, 28 miRNA/ZEB 3 %l 0 i 7L B9 EMT
B9 &, Oba S22 4T 7 F miRNAs (miR-200a .
miR-200c .miR-183 .miR-429 .miR-666-5p .miR-1417#l
miR-200b) 1J LU# i T ZEB2 A9 23k, i L E-
cadherin AR5 9 I ZLARIE 40 )L EMT, BeAh i
P p53 454 E A 1(53BP1) o a] DL i 94 45
miR-200b Al miR-429 T L E K ZEBI 3%k, I
4 E-cadherin (383K, FEARAR A A0 3L 1 g 40 i 1) =2
ZEHITEBRE P,

TWIST : 2 B P4 W2 e — B — B4 é 25 #4 ( basic-helix-
loop-helix,bHLH) %5 K1, J&—FoE kN E H 1
& TWIST1/2 WA 61, 2 A W it Ak i A v iy — A
PRI SR Re (R A M B s PN U EE 41, B RE S
E-cadherin J5 3 T X #) E-box 454, I H il E-
cadherin % 5% 5 A MU 2268 ) WF 9% % W 2L
o TWIST 3 B 3R 3k BB 65175 = 1l 45 B Wi, JF W] DL &
i EMT fiff LR g 20 0 PRy Rz 36 A0 5% 1) (i) Jo 6 A, 448
Tzl R g A MR SE RS 1R 22 e 1T, TWIST & —Fhdit
JHT-HT, 685 pS3 Jash 7 Ly — 4 E 2 R A
¥ | Y5 5 A B L I (HOXAS) 454, /b TWIST
XFA R ps3 AN, B IE] p53 A i L g 4 A
JAT IR FLIR AL i pS3 KRR WEAE
W2 KIEREAL ;24 HOXAS St n] i TWIST D fig
WAL, e FFL IR A & AR, HOXAS & HOX & [
(R S R G B D) R 5L 2 — LT 7 5 Y
R (7q15.2), 25 2 15 1l T 20 B A0 1 52 40 i 4 434k
o, s B 60% LA b 3L MR g R E
HOXAS ik KPR FIE# FLAR 4141, HOXAS 7] 43
53 1 p53 . Caspase2 F1 Caspase8 i (1) i& 12 175
LR 9 A0 MCF-7 \Hs578T & AR T2, o #ik




HOXAS fig 40 il L AR 9 b B 18] 5 4% 1k %) 4 R AL ) 2
it [ E-cadherin £ 13235 KF, T [A] Biir k&
¥ N-cadherin ,TWIST1 Slug & FH & i5 7K -, {2 # 1]
G N R A (s 4 i R 1 3 o v A O
SR, FUIRE 20 TWIST mRNA 335 5 3L IR
OIACRRIE KB IRIE A TNM 43300 52 0 8 00 4 ¢
PE, FLBRE P9 TWIST mRNA ik 5 %451 p53
mRNA EEMK, 5 E-cadherin FiKE A, K
UKL 2 (MDM2) S fit 8 300 4 32k B p53 o 22 11 £
PRV P F, MDM2 28 3¢ 35 J5 7T 70 g 40 i - J2
br&Y) E-cadherin T4, 8] Fi 45 &% N-cadherin | Vi-
mentin b, Jf i i b JE 5% 5 T Snail , TWIST
mRNA )35, 0E EMT 09 % 4= P54 38 , miR-
300 .miR-129-5p .miR-33b .miR-580 .miR-720 T # 1]
fili TWIST FRik 5 , 42 3 2L f EMT 19 & A= | 1 g
FUIR I B E A R BUE
232 HARF

FOX (33K ) Z % : FOXCI1 i 38 ik nJ 384 5 5 Jie
LR 20 FfL 9 14 5 SRS R EMT fig 1™, FOXC2
J&J& T forkhead X winged helix % Ji& “C” % 1Y —
ANFESEH P S EMT o — A~ 522 (14 9 15 1, o] LA
fiE ¥E E-cadherin 75 L IR 8 40 i 5T P 10 B8 2 AV, 15
SRR T AN EMT ) 245 530 76 g (4 1F
J& RN 7% vh 28 WO 0, TUER FOXC2 2R3k ml i
TGFR1 5 S MIFL IR MCF-7 408 EMT R & &= bz
T F E-cad | BB EHEH 1(CLDNL), NI4T
Y A 1 (FNL) I R 3k B AIK a) 5 1k ZL AR 98
MCF-7 4 (4 2 22 58 1150  FOXM 1 B AN [R] 59 52 5+ 44
& FOXM1B 1 FOXMI1C H-A5 A [] 41 g 7 AU 45 o
it %35 FOXMIB B H A [H] 51 41 il % 7Y | E-cadherin
FIRKF B E T, Vimentin £k K F 5% FiH 2
ZE 1T ik 38 FOXMIC BA b R 40 i % 40 |, Vi-
mentin /K3 3 F i, E-cadherin & & A, 12286
JIREAR, REAI 6 EMT &£, FOXD3 HA #8 i
P, AT 5 1 R 9 TWIST1  Snail \Slug F1 ZEB1, 41 1
FLARIE 40 EMT

MMP (& i 2 /% % & B ) . MMPs 5 g (1 1= 28
SRS FCON ) AR R A 20 i AL T 4, I i R
I 5% fige 1 98 i A5 A B, MIMIPs 43 47 i 7K A G B A1
J Ji il (MMP-1 \MMP-8 11 MMP-13), RE 7K fiff W e 1)
AH RS il (MMP-2 1 MMP-9), BEF% M| 3% ECM 25 1 11

5] JiE %5 % 2 (MMP-3 MMP-10 F1 MMP-11) 5% % it 5>
fift 2 (MMP-7) | 38 , 34 0L IR i e 4l
MMP2 MMP9 {3k BE Rk, X 7L o8 4 i 52 0 v
Az K T AR LR 98 T T T &5 T R Al R LA S
60 11| FF 5 5k 1 ¥ i P 2L 5 A 9 AR, MIMIP-3 7E 3L
J 98 A 21 3 3k B I i T OE R FLIR 41 40 K g 5 Al
41, 5 Vimentin BIEFASE, 5 claudin-1 B 67 AHC ;
MMP-3 7] G 2@ i S EMT k4, 2520
R EE s A
24 ZLBRME EMT HX{ES@%

FLARIE EMT FHOCH M5 S i, H TR 2 1)
J& TGF-B NF-kB Notch Wnt PI3K/AKT MAPK 1
5 T TGEF-B A7 3l - LT 4 20 43 8 Y e Ak
AR F-B (TGF-B) , AT 3 3t [ 43 6 1 4 FH i 9
Y AR B b ] 3 ek 55 0 DA T R T 400 R A L 5 S 3
i 68 40 A & A EMIT, 3% 5 4= 28 F AL % fg 18,
EMT kA R EFEFHTZ—, TGFR wlilif 5 H
ZAREE A PTG T UF Smad {5538 B 2 3F EMT ¢
I F IR TCF-B1 7615 S FLIR 8 MCF-7 41 )i
K EMT B a] 84 p-LIMK ,p-cofilin )ik |, ffi F-
actin 195 H BN , E-cadherin & M /KT, M
Vimentin £ /K F I 2 #F EMT; 11 24 F-actin f#
R, AT HE Snail Smad1/2/3 /1 40 102 54 7% 2 40 i
BT, Wi EMTH, NF-kB {5 518 % « 50 LRI &
TS o eI N G PR NF-kB #ik, FLIRME B H
NF-kB (143235 5 L5 I R /INH G 85 NF-kB 3Rk
ST R 1) il B I A A B LR TE S R RS
BN LR 9 40 . MDA-MB-231 ' miR-146a £l
miR-146b ¥4 1 [ & 4% NF-«B #7151, miR-155 7EFL
Ji R 0k R & NF-kB A% S T5 PRS0 R | fiE
T R TKKs At 356 PR ) 2 38 ke S 3 £ sz 15k
A5, Notch %538 % : Notch {5 518 f% 7] /i 5 EMT
(%, 2 5 FUIRRE L R | 4 15 LI es T 40 i £ 2
I v X P T B 32 P4, Leong 458 “HFY K B
FLMR g 40 M b Jagged-1 B M, 4 Notch 5
Jagged-1 455 J5 , Notch {5 5 18 #9061k, mT A F 4%
sk F slug 238 F+ 5 , E-cadherin [k, {2 i# EMT
M & . Wt {5538 6 . 40 i 5T A% LAY B-catenin X
T 9 2 4 ) R 2 R A B 5 ) A e M R A
HE S WE9E 2 BT M B-catenin 1] BH Wi Wnt/B-
catenin i 1% 0BG | 39055 LIRS MDA-MB-231 41 fifd
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EMT 1fifi¢ i#f MET (815t I J2 % 4k ) 1 235, i B AR
Y R SRS GBS AR 1) PIBK/AKT 15 538 % .
T S R R T PI3K ZE R 1R () AKT 1)
IF EETEAL, SR E B PR 84 40 PTEN 2848 fir &
| TIREEL K . AKT B A 75T EMT AEdEE R )
R 28 J1/EH ) MAPK {55 38 % : MAPK J2 48 ifd 4
HEMNGFSHFEKZ —, HESHSRE TR
A g M B AE | TERR A K I S 5 R R 4 it
W12 28 . BB S LY EO , JEHAE EMT of 72 b
JNK/MAPK {5538 #% 1 p-JNK1/2 ik b 2k T
LPS i S FL IR IE 4l i MCF-7 b Jz 18] ot 4% Ak i) 5 7%
fdiFH INK1/2 %55 S5 PE BELIBT 7 SP-600125 J& , LPS 5
51 EMT i3 2 %% 7 W7 , E-cadherin #l N-cadherin
JoH B AR
2.5 BAEMIENILRE EMT B8

e 4R 2 25 00 S I P R N S AR PR B 1 I B R
fiE, AR MR R 22 5 A ) B R, HIF-1a J2& 6t
SR BE A O Je i R BF e R B FLAR IR i P 5
o B LR i 4 48U HIF-1a 7] 38 o | 3
Notchl Vimentin [ ik, T E-cadherin [ ik ,
PR PEFUIR R T S EMT 09 & 4 2 EE 41 4
MIEER ) M = 3l T 9 HIF-1ao A1 Snail 25 F
FEIh M B A A S 00 MCF-7 40 8 1 Bz 18] 5 % AL A
2B AL BRI IR BT T AR U FLIR R EMT 1Y
K T HIF-1oo AT DL 6 ZLIR IR EMT B %2

3 EMT ZERZLREARREIR R i
I7 ik Ak Z 2 W iE T B9 HL

I R -, LRI PN 53 SR ST AR T i Tl 4 56
R[] A R AN AR e M 243X 5 FLAR R EMT 1Y
KA B YIAR S FL I EMT i #2 i 2377 LR N 4
WG TT AL 25 ME I BLE AN E .

31 ERTIERLEEMM

P, X 53 AR T T 24 1Y FLAR R B R S
AL AS | LR Ath 525 SR 25 3£ ) 3 (breast can-
cer antiestrogen resistance 3, BCAR3) AN 1] i 4 i
W I 2R %) L 00 2 Ry A A M TR 2R EL X I 34
BT 2L AR, i T i S 2L b B TA] ot
e Ak, 1 i L R A AR 2R AN RS BE 0 B B
RNA (miRNA ) A i i % # 2 9 ) mRNA #E 17 45 5+
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A B 35 T T, 80 s 0 3R R %) B R R A A SR S A
FEH A . miR-200 & — %5 b Bz W] 51 % Ak (EMT)
% UIAH OC 1 miRNA 806, K5 i 2 4 miR-
200a ,miR-200b .miR-200c .miR-141 &% miR-429, J&
EMT B9 20701, I AT e di i iy [ je =AY
TEFL IR Th A 2 b BB 4P & H 0l  E-
cadherin Fll miR-200c 2 ik T ¥ 2 5 2L IE J 40 M i
24 ,miR-200c _b 9 AT DL 3 5 L i s ) o83 2= i 245 152,
32 ERTER(MEBEZE)

W 2 R AL 35 PR IE AL . ERa Il ERB; ERa
o FR Ak 2 AR HE LR e A0 ML BE 5 , T ERB 3 2k WA
A RE A 7L AR A0 B AR, s SR e — R ik e
WV 2R A2 AR TR T R, AR R VR R A7 AR PH P LA
FBE ARG B2 K& M BIG YT, IR AT 2 4 = AR
H AL LJE 5 BB 25, 458, miR-27b Af
) i 45 A 1500 9 HMGB3 3" JE#% IX (UTR) 45 &
f S REAI HMGB3 335, 4] ER BH - L g 44
JfL b Bz 1) S Ak, 1 i L A8 A e X il 5 25 Y
RURME S B ST 24 1) LR 40 I miR-375 Al
miR-200 b 9 i, AT DL 5% 2L B8 40 i EMT, 35
M S SR UK . ERB R0 i LR 40 L EMT 19
KA 5 NG IAR YT T 2 5 U AR OC o 28 B IR 45 H5E o
BT ERB i R IR e AL E ZR75-1 4
Mkk, WFIE KBS %k ERB BEMH] ERa PHAEZLIR
JEE A EMT, 15 E-cadherin, 1% Snail #1 N-cad-
herin 235 , /£ HHLE 7] fE 5 0] GSK-3B 5 i& 1L 7K
A, UL HRAESSE 5 siRNA-ERB1 A ERB1 EL
1 3 3K R G Y 25 3L 9 MDA-MB-231 40 Jiis J5
K ,ERBL i FRIKHF 0] LLFF 5 E-cadherin, FEAKFEL
JI IR A0 AR 28 7, 30 % EMT 2R ;ERB1 BRI
{E3F EMT #E/2 . 8004550 ERB fgid i T i p-
ERK .p-AKT #1 %] i 25 3 [ MDR1,TOPO Il LRP
mRNA BY523k, {23 TAM XF MCF-7 4 Jif 3% 58 /) 417
A 300 % LR g 40 BT TAM it 25 bb ok, oA 2%
FE X 100 1 48 28 05 3L A A 9T R B ERB
PR 22 35 7T g T SRR SR N IR T 2, 5
HER-2 £BMUIEAHES, ol W ERB 5 FLIR N 73
WA 25 B OC & H ET M T 1S, W AT IR AR .
CUEDC2 (CUE Domain Containing2) & ¥ 77 2 Jfd J&]
W AR R 5 538 I R JRORE I i Z DI REEE T, g
i PR ERoc 2 H B FRE 1 AR MR IBE R IZ



FACF Z AR B . 25080 2L IR e 4 i % A=
EMT, M A2 32F L8 P9 20 WA YA 7 e T 245 1 2L
T (A2 28 G B RN 0 158

FUIRIEE Y B PR 1 (AIBD) 5L & T 40 A% 3
FHZRILBE ) PI60SRC F AL 5L, @ i T AL
A 20q12, FLAR P 40 M 2o B2 235 19 AIB1 AT 53R 2 AR
K K732 ik 5% (HER2 ) 3 7] B AR P9 20 W8 3R 97 3807
KT AR, A R UAEH T ER, AIBL 5 E-
cadherin FIKE T MK, 5 N-cadherin 255 1FEH
XRS5 T R LR 40 M EMT S i & 3k
AIB1 W] 17 FL IR AR B AN BRI DR 45 S F6E 9 43 W IR
ST 24, 2 SO L R PR 43 MR T T O TS
}%%mo
33 RFIBETHMME

Vermeulen 55 UM\ <2 AR " & 91, 7L AR 9 T
200 L T A VA T L R L AR T 4 A AL 2 ) R
b5 DA B ATLASE 78 ™ 2 3 L9 T 4 A mT Pl © 4 Fk %
0543 Ak 1 LR S8 200 6 2o I Rz () 5 A Ak 2k R
X, IRASREHERR B IEH R0 ML Aok . AR
A 118 5 i e 200 i %o 328 W R AR AR i A7 )
i R R N E s S N A R | E AL A A B 1 G
ORI AT Z] | bR A kR (R 28 5 RS AR
P EMT 2 b T iR 2B F 2R K,
CD44s TEr g mm NFLIE b R8s B, JFES
[] 5 40 A5 5 4 N-cadherin 2 ik HH ¢, EMT B
S 3R = A A CD44Y/CD24 Now 3 7Y 11 3L i 8
T4, FLIR S S CDA44+/CD24-3 7Y 11 41 i B A Ky
SRR T A A AR, B R AR 22 A
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