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Abstract

The epithelial-mesenchymal transition (EMT) is a unique process in which cells lose epithelial

characteristics and gain mesenchymal properties under special physiological or pathological situations. EMT is

proved to be highly relevant to tumor metastasis, and has been a focus of recent biological research. The signaling
pathways including TGF-B, Wnt/p-catenin, Notch, Hedgehog, IL-6/STAT3 and NF-kB can trigger EMT in tumor
cells by inducing Snaill, Snail2, Twistl, Twist2, ZEB1 and ZEB2 expression. In addition, non-coding RNAs (such

as microRNAs and IncRNAs) also play critical roles in the regulation of EMT. Thus, the identification of molecular

mechanism of EMT in malignant cells might provide a tool to better prevent and treat cancers.
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Fig.1 The main characteristics of EMT (modified from references [3-4])

#1 EMTH%
Table 1 Classifications of EMT

EMTW A IR

EMT subtypes Characteristics

Type 1 Associated with development, including implantation, gastrulation and neural crest formation

Type 2 Associated with wound healing, tissue regeneration and organ fibrosis

Type 3 Occurring during cancer progression, whereby EMT in epithelial cancer cells produces cells with increased invasive and

metastatic capacity

PE, REASE AH A0 40 L 1) 32 A HESh ) b R 4
(%) M Th) 328 42 = MO T Tl it (apical side) ) 5% %5 1%
$Z(tight junction, TJ) L A ZMll 1) & B 1% $% (adherens
junction, AJ)FIH i (desomosome)” . 5% %z 42 2L
rH % #2254 T (junctional adhesion molecule, JAM)
claudinflloccludinZ Ji%, & 11 1 £Z0-1. ZO-241
ZO-35 e dr B R o AP IE 45 3 2L S I A
it/ T-nectinfllE-cadherinl Ji%, ‘& 1147 71 i afadin
Ficatenin5 40 B 15 B 45 & . EMT4 T2 4 iy
[JE-cadherin. claudin. occludin® iz 7y 1 & I8 Gkt
0, BN B AR . EMTH S A — 25 2 5 41 i 4
FER(EEAFEIRIGE JZ R R YE 6 25 55 Ak
JIEE B I8 i R RBCIAN P i At it a5 J5 <8 )& 2 1 P (matrix

metalloproteinase, MMP) = 15, il U4 I 88 41 i 4%
SR L7 e e, A5 40 N D A e 2 el 7% i
AR 28 F . JH N WEMT R A AL i I8 4 7% 1) 2
AP BCe BRI MR 40 3T A% AR 28 6E ) 4h, EMT
I A bR AR R SR AS T A AL, A T 2 2E R T
41 Jfu(cancer stem cells, CSCs)1 = 42#, i CSCs
HATBNE, MR e MR 28 M AR I 2
fitle T2l SERHAG 4 i AR K ek A7, EMT
W2 P AR VE 2 AN Sy S R An e, T IR BT L B e Ak
(mesenchymal-epithelial transition, MET)H B T2 A
Ak 21 2 B s R R U M R A R A A BT o
Fodmkt. A, EMTA] BEAS MR 40 M i) FL g A T,
AR ATTIE B ATLAA S 92 28 00 (00 MR, 4k 1T BB A A4 9 A7
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FAi, 0 I EMT RSy 428 AL AT AN W] it AR 4
O H BB 5% % W], TGF-B. Wnt/B-catenin. Notch.
Hedgehog. IL-6/STAT3 LA S NF-kB&5A5 5 1 I 1] 75
SFEMTEEFE(E2). EMTH Fr i J ) 1 B2 4 s R 1
45 Snaill. Snail2. Twistl. Twist2. ZEB1HIZEB2
U A, i A7 VF 2 AE Yk A9 RNA(non-coding
RNA, ncRNA) 1 7 RNA(microRNA B miRNA) il K:
BiAE4SRNA (long non-coding RNA, IncRNA), 1%
HIEEMT i1,
3.1 ¥RET

E-cadherin% JA Hit 2 S EMT 5 5 22 1) b s 1 A8
oo FERIGEAR . KMt AL 5|k 1 55 DR ER DL &% 1
YA 2 3% PR 1~ 45 45 B CDH I (9%t E-cadherin) i3 3
T #8455 3 E-cadherindZ 1A F . Snaill. Snail2.
ZEB1. ZEB2. Twistl flTwist2{E & E-cadhein ) # 2%
BH & 5 1 S WF2 8 4 LEMT 237 AL 199 2% 1)
AR LA,
3.1.1 Snaill#2Snail2  Snailj& — 2% F 3% [{) #
S R, A OHC- K i (1) B Fi 45 R 1ORIN- A by (1)
SNAG(Snail/Gfi) 45 4 45k i 45 LI R (1) A, A
MES WK N AFAE3 Rl Snail £ (1 : Snail 1 (B & FRAE K
Snail). Snail2( Bl Slug)#ISnail3. #lf 9T & ¥, Snaill
HISnail2 5 5 ik 542 28 B e %5 V) AH ¢ . CDHI
J3 3 7 ME-box(CAGGTG)IX. I 17 7 Snail 4% & £
2, Snail B 1 45 O BI% AT A5 2 41 5 A 2 (1

E2 BEEMTH) XS IEIEHLH

Fig.2 The critical mechanism for regulation of EMT in cancers
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[F]BH 1 CDH 1% 5%, ‘G Z{E-cadherin®é 1A [k . Snail
A, 1] H0 6 Crumbs 35 5% P 45 40 W B PEUST. b Rz 4
Jit A% 1 (polarity) ) s 7 AT 4 £ 3= 22 3 ;I PAR(Par3-
Par6-aPKC) & & ). CRB(Crumbs-Pals-Patj) & & ¥
FISCRIB(Scribble-Dlg-Lgl) & & #1342 &4
. TE] PR AH EL R T DA R AT 0T A0 - 8 R4 i ] 3%
PR AT S ILRNT H P AN AW 50T R A i
0t %ty [X 45 (apical domain)fP) JE i, &5 =™ 91 57 3L i
0 [X 45 (basolateral domain)ff] /i k. o 8] 32 42 1) &
Sk b AR AR PR T R T B 45, PARK G WI1E
I R TOCEAER, €M CRBRE G5 K%
BRI AR, IR B R E R E L. Snail
7T b A 2 T BUR %% B IPARKE & W) Al
CRBE G W)/, MM PE Tk, s g iy an. 1t
41, Snail 1 b, ] 3 I 1 $2 ZEB2 3¢ Wi 44 i i) EM Tk
2o 1M Snail2 = A BURF 1 Slug X 38, X A L4 1 T
Snail 2 1 51 1) H A i 03 o BIF 5 & R, Snail2 e FHL
HlE-cadherin. Claudin-1. OccludinZ5:%) [ 7> 1 113
1, JETAR R 20 JH 40 I 5 4, A s 4 i & 2
278, BRI, 541, Snail2 i $i& m BRI T 4 R
K 1M T4-MMP(membrance-type 4 MMP, H/MMP-
17)1) 22 35 7K SR, MMP A2 — 28§ 2 ) Zn* R Ca**
B0 AU S 1 K ARl A A i A 5 1Y
F A g, R R B2 3K B Y R
B s KAV TG T P R Il A4 20 B 1 KA T
W7 LR 1 <5 s it 4 2340061 7 TIMP(tissue inhibitor
of metalloproteinases)ff . W 5¢ & B, MMP-3.
MMP-7. MMP-9HIMMP-13§E 1% 5 41 i /% EEMT,
A% 40 o AR A 5 oV 42 22 PEP2, Snail FISTug# & A
FeE 1) B A, 2 2 Wihalf-life)<1 ho Snail 4
4 1 W P BE-3B(glycogen synthase kinase-3p, GSK-
PBEIR G, K AEZ R 0 5% AR
IR PI3BK/AktLL & Wnt/B-cateninfs 5 1 4% 2>
FHIGSK-3BM G 1, L i Snail ik, e E 40 i & 4=
EMT. Slugth w] il i 72 35— [ Mg AR B it ad A0 4 47
H S RN A PR o AR AR/ s g 4 i o
KL, BFETYVIPS3FZ 2 IE L EMDM2 nl 5 Slug /2
% P53-MDM2-Slug & &4, 5 3SlugF A, ik imiHl 55
I 2 e 1109,

3.1.2 TwistlA=Twist2  Twist5 ik /& I i & &
— 2K 1 AR ST IR B PR BB e PR 12 i (basic helix-
loop-helix, bHLH)#% 5% X -1, FIE128KE47E fi 57 U5

TR SR RIEDNAF SR S5, BATAR A
ZURF R VERT . WFSC R I, Twistl-E12 — SR A4 3 i 41
FEMI2/AZ% /N A IH R 2 20 195 AR B (Mi2/nucleosome
remodeling and deacetylase, Mi2/NuRD)# 1 & &%)
FICDHI A3 1k, I FEHIHIE-cadherinff) #1512,
Mi2/NuRDH, 5 Mi2. 20 % 1% 2 £ Bt 1k B2 (histone
deacetylase 2, HDAC2). % #H 5% i [12(metastasis-
associated protein 2, MTA2)LL A& RbAH 5% & [146(Rb-
associated protein 46, RbAp46)55 & [1. Mi2 2 7 4
0 ST R ATPRE VS P, A TAHEANEGKS
DNAR LA # 5)), SR NI AL &, R I %
/NMAFTDNATG LLE e, (AT 5 PR 15 AH Y. 2 471 4
“ro HDAC2AFA [12: LA, 1 UURE H S 1 1E
Hifar, H950 7 5 DNAZ A 5] 7, AR 5t IR A% /A
Ao B, AR TR ERIE . Mi2HTHDAC2
[l I 45 & RICDHI L, s 7 FERIYTER . Twist] tfE
I8 B BMILBE 511 6 CDH 1 55 (1) 40 ) 78 2. BMII
H&— PP E E PcG(polycomb group)ds [1, %K [
T8 I G T8 i U A R DR ) B S . PeGiR
AR N AR ) B A B MO E AR S
{4 : PRC1(polycomb-repressive complex 1) I PRC2.
PRC2AE e s A il ke 46 B Be A 4% 4 H, Ty PRC1IN 4
FREAL 05T BHATOIRAS o AR DL B DRI Twistl
se 15 155 TPRC1E F E G W) R YEF ¥ CDHI ) e 5%
ULER?  Twistli2 75 7EMi2/NuRDAHIPRC (1 3£ [ /5 H]
N EAZANEICDHI 2 H AT kg Bk i)
B, T ERN IS LAIESE . 53 4b, Twist] tn] il
1 Snail2 i FEEMTR. i) 5% J- Twist2 £E I JEM Tk
PR 7 3L H ATRE R A Z . IFERI,
L 98 4 M Twist2 8 11 1) 58 47 5 E-cadherin 1) 25
FIEAT K A0 M0 5T Twist2 iy 2 15 AN 25 BU3 40 i B 2
FIE-cadheringé ik 7K1 1M 40 M A% PN Twist2 i R 1k 2
S 3(E-cadherin [ H KB, X T Twist2 8 72414
I A S 0 A A WL E 5 N 40 A% 0 5 e 5
EMTI#, HETIAGE R W o

3.1.3 ZEBI#ZEB2  ZEB/Z& It it & & 141 i
oy ARl B i R s ] 1. ZEBIAIZEB2(HY!
SIP1)A ¥ # 47 #F 48 #%, nJ 4 I 45 & CDHITY
E-box(CACCTG)¥ 4. ZEB1%% 42CTBPHIBRGI L
[l 30 B CDH ¥ e >, BEIMT I ##EMTREREY . ZEB2
38 L A1 i) 2 % E-cadherin(F BT 1 £2). ZO-3(5% %
$2). plakophilin 2(#7 ki) Flconnexin 26( |1 Bili% $2) %%
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HE DR PR A 5, 11T 11 9% 8 40 1 - TR] D 3ZE 4 A
YR AT E R s B, R AR R,

32 ES@

3.2.1 TGF-pfz 5 i % e A A K Rl f--P(trans-
forming growth factor-B, TGF-B)& — £ i g & 1,
A5 W A0 M S A A, TS R AT A
TGE-BX AN [R] (1) 48 B A7 AN 5] (0 20 8 e s £ 4
S 5324, FIARIEH b Al AR, i s S
J2 IR 4l i 304 e AEEMTEY . TGF-P5 i3 40 i fis
b AT 22 SR 95 B R T 1 ORI P ) v S R 2
PRTBRIFITPRIIAA &5 75, ¥ 75 Smad2FISmad3, 5
Smad4J¥ il = SR AR — A3k N 41 A%, 5 HAb e %
T [ L K (W Snail 1. Snail2. ZEB) £k,
f 25 ¥ MUE-cadherinflk 3% 15, [A] I'N-cadherin.
vimentinZ% ] 540 I A5 75 ) = 2 08, PR 40 i SR A
BORaE s R, Ak, 38 K ILTGF-po] 1 i s
Erk MAP# /if. Rho GTPasesFIPI3K/Akt5% {55 5 il
%, HAAME AL, MR A R, &
JESmadi& 2% FEMT.

3.2.2 Wnt/B-cateninfz i@ #%  HTAJIA N, B-catenin
JEWntf5 53l 2 X A0 1, /- FWntfs 5 M JE 5
Motk Rz AL . 1B AE PR, B-catenin 5 a-/
y-cateninEA M E-cadherin /¥ /% E-cadherin/catenin® 5
K, MR an i 1 3 WLEh  H (actin), 4E5F B4
(i) 1) 8% B 3% 422050, iy 5 o Vi 25 1 B-catenin sy B
APC(adenomatous polyposis). GSK-3BFIAxinIE K%
WA DR, KAZ R PEER. Witlid ik 5
JI I 1) 52 fAFrizzled FILRPS/645 45 Jii 2% 5% 48 M i Hh
(FJDvI(Dishevelled) & 11, 7% 14 [FIDvIA] #1HGSK-3B,
fili B-catenin AN 4 B fif . K 5V 25 ¥ B-cateninifE A\ 1%
W FITCF/Lef’ s A 1 45 &, Wi WntdE 5L R, 550
TV S R R A O TR DT IR A S, e 245 T A1
AR FDIRZS . WF9T LB, Wnt/B-cateninfis 5 1 1% &
T E¥Twistl. Snaill. Snail2ll }2ZEB1%5% #% 5%
T I¥) ik Ab, B-catenin/TCF/Lefth fE /¢ i fibronectin
Fvimentind& PRI 5%, 175 3 M8 4 FUEMTAL RS,
3.2.3 NotchfZ5i#%  NotchS WIS fa, & k4E
2RIV, Fo B R — 2P S y-secretase £ [ BY 1)
AR P DX 3k, B TNotch 4l i Py 25 4 3k (Notch
intracellular domain, NICD)“#, NICD%: ¥ # %
¥ P 5 CSL(C protein binding factor 1/Suppressor of
Hairless/Lag-1)4z 171 25 [A] 1 % L [ (f) R 18 . CSL

& R E EIDNALS & H 1, /& Notchfs 5 1 #% 1
KB K 1. NICDAR AN, CSL £ F 4L 4
il Al -1 (corepressor, CoRep)— it BH 18 H [ 5L [A] (1) 2%
iB. — HNICD5CSLA; &, il & 55 4R LW N 1
(coactivator, CoAct), fi B 8 KL X 4 5. W90 K BN,
Notchf 51l #% /- PALEIE T 1 MPHEMTR 28 A
[ AL 45 Snail 1 4635 — &NICDZ 45 £Snaill i
B b HAAE Y Snail 1 55 il A 75 3 T
la(hypoxia-inducible factor 1o, HIF 1o)fie 12 4 2 Ik 44
1k i (lysyl oxidase, LOX)#KIA, 1MLOXAE 1l Snail 153
SERIRH, Sy Ak, iz I ¥ESnail2 (1 R A, HE
REMA A0 L I EMT!,

3.2.4 Hedgehogfz 5 i@ %  Hedgehogfs 5 il i
I % A A Hedgehog. %5 5 55 111 5% 1A Ptc(Patched)
F1Smo(Smoothened) LA K N ¥ 1) # 5% IR T Gli(Glil
Gli2 FIGIi3) 2 B ) Je 1, 24 Hedgehogiilt 2% I, Pte
A I Smo ) ¥ 11, ff Hedgehog s 55 1 14 Ak - 111l
R A, M Hedgehogi 3% I, Pte4h A Hedgehog, Smo
IR B, GUAE FAR &, Glitk A1 R/ A A4
i, LK e A N 40 A%, 355 B IR 2 BRI
%o Hedgehogit % = B 18 ot 5 HAhAF 5 18 2% 7] (1
A8 SCRIERIR N, 22 SEMTI R Jedi e FRIAG2
JA #Notchfs 5 Ml %, T 3Snaill | KL, Fii#EE
Z (Integrin)avB6i AL TGF-BA5 5 1 %, 3% 5% Snail2.
ZEBIRIZEB2(#) % 5", Hedgehogill i 1 2% {i ff
Twist2 2k, (HILHLEIE A . Hhah, %45 5
% 36 n] 3 i I EFOXC2 52 e 41 g [JEMT. FOXC2
FEEMTHEFE 1) 5 2490 5 73 7, & n) H 8240 ilp120-
cateninf 1A, [1]F21H#¥E-cadherin™!, p120-cateninj&
cateninZ< Ji& 1 H5 B % 04, AT AR g i b Y E-cadherin,
FIA 4 — A T4 (microtubule) 5 E-cadherin
8] {3 49, p120-cateniniilt 2k 2% 3 Z(E-cadherin Py
AT BeAie, 11 ) 55 40 T ) 0% R B, e A 4 ik
AR .

3.2.5 IL-6/STAT3fz 5@ 8%  Wf5% EoK, EMTY
gl i K F 4 1 A % -6(interleukin-6, 1L-6)% 1) A
Ko IL-63Z A4 FHRE 2 M 1R 0 A 45 5 2 1 Mg 1301
SRR AT YIL-65 2 4k 454 )5, Janus
¥ W (Janus kinase, JAK)ZEgp 130/ il it [X 25 4E, 5]
A gp130WE M2 1k, ¥ Ji5 STAT3(signal transducer and
activator of transcription 3). ¥ ALISTAT3JE B[] U5
TRAK, RN SRR T A A, R
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SOFE N s . BP0 RN, TL-630 i WG STAT3, i it
Twist1 4 5%, T 30309 4 M & ZEEMTR2, ik 4,
IL-6/STAT31F = it % 25 45 Snail (1) 1L P,

32.6 NF«Bfz 5@ 3%  NFxBFEI&EZ —Km
JEE LR 55 (10 e S R -7, B0 46540 WE 547 : RELA(p65)-
RELB. REL. p50M1p5259, RELA. RELBHMIREL
1N A REL [A] J5 X (REL homology domain, RHD),
Ciity #) A Jx 2 T 45 #4) ik (transactivation domain,
TAD), RHD %1 57 5 DNAZE & . ALK LKA S A,
M TADW 5 #3535 C . pSOFIpS2 HATRHDE =
TAD, it pSOFIp52 [m U — AR IAN g Pod 2k R 4
S, AR —F00E 27, EAT 7R 40 i P 3 % 3 LA
FERTARp1OSFIp1001 JE XA AE . A1 i 5L 1K 40 i o,
NF-kB - 5 & 5 1 ] 2% 1 IxB(inhibitor of NF-kB)4f
&, LEEPER B XA T K b kB $5IkBa,
IkBRFIIKBy. 44052 40 fg 4M5 5 R, IxBig e
(IxB kinase, IKK) & & 435540 3 SUxBRER 1L I B,
PEANF-xBRE IO AL A%, 555 5% [DNA T 771
ghi Gy, WA OCEE R i 5k o IKKSZ A5 46 40 M Ak
P BE (IKK o F KK B)FH 3 715 3 35 (IKKy) . NF-kBF
1 B i 4 ARG 24 R LS, &
i FRINE-k B A6 AT IKK PFTK K y (1) S i 0 1k, &
T2 i Badi 12 1h, 5 2 LARELA:pS024 & 1) 7 5
TR UL R IES A 2 DR T AES ST
NF-kBi% A6 MM T 1K Ko, Uik 72 i p100B4F fif J1p52,
I ARELB:pS2 35 A B N 2 i A% 1R 4 B 33 DR 1)
Ko WL KN, NF-xBYvimentin, MMP-2 J MMP-9
£55 R) 5T A0 B AF G 35 R 1) S 308 %% D AH OG: NF-«B
T 455 BvimentinFIMMP-9 )2 7)1~ 3 e 33k 3%
B 5% NF-xBH 7] % S MT-MMP % i /&£ {f MMP-2 i
I AR, TR BTG AL MMP-259, YA B9 K L, ZEBI
A Twist1 (1) )3 81 A7 fENF-kB&S 547 1, p65id ik
VAT AT I 0 B DR P e s, T R AR Ui R AT
FAk, LA b R A B R AT TR BT AN R RTS8, 3Kk
AN TEIL-6ENF-xBA5 5 18 % (1) 522 7= 4, ol 4
I, NF-B ] 3 i B 1L-6/S TAT 35 5 38 4 1) 422 1 ¢
EMT.

3.3 ncRNAHJIFIE

3.3.1 microRNA  microRNA & EAZEY)h—2 5
FECRSF ) WYRPEIESR D /N7 FRNA, KL N
22N % IR, miRNAA £ A H 4 9 i £ 11 )5 1)
Ihiie, (RIS 5L I #E % 5 A% . WF70 R I, miR-

200% J% (miR-200a. miR-200b. miR-200c. miR-
141 FlmiR-429). miR-138. miR-205%5 £ FffmiRNA
Z 5EMTI i 4, X B 3 2 A4 — FmiRNA-200
HImiR-138", miRNA-200/& #ix 7 4 & I & 5
EMTI # [(JmiRNA. miR-200af1miR-200b ] i i
Il HIZEB1MIZEB2 ) % >, FHL 1k 4 Ji AJEMIT -7,
miRNA 3= 2 1 407 55 8 [ B X (4% 1 IR 5 41 4 i,
ZATIR R A W(E 2 ERNAK & BRIDTE H A4 K
RNAY] 2 4% 5% A (primary transcript) il pri-miRNA, &
S AR I B AT ZE IR 5K I pre-miRNA, 5 J T 1
fJmiRNA. miR-200b. miR-200aFf1miR42941 15 #H
] ff)pri-miRNA, 1f7miR-200cH1miR-141E 4 # [7] )
pri-miRNA. ZEB# [ 45 15 £ % fi5miR-200c~14 1A
miR-200b~a~4293& [K 1] 7 81 I 23 BELAS & AT ¥ pri-
miRNAA B, d v W, #7#miR-200F1ZEBZ
[i) 70 2 45t [ i A 55 ()~ 25 AEZEBAE 4l i b S
22k, B S 2 ) KA. WF9E K BN, vimentin
ZEB2MIEZH? (enhancer of zeste homolog 2)fJmRNA
FAFEmiR-138 1 7 HI 7 41, (AU, miR-1381]
T8 3k 3 A AS [FI AL I R EMT: (1) #2 %) vimentin
HEAT B 5% 5 W 5 ()18 REZEB2E B 5% K P 15
E-cadherin[f) 3 1A; (3)il i EZH2 M 3 WL 1 4% 2 £ [
i #E-cadherin® i5 . EZH2/EPRC2I1 F 5 1% 11, ©
5418 FTH3 I 5274 48 2 1R — HH HEAK (trimethylation
of histone H3 lysine 27, H3K27me3)", EZH2HE 1] B
B CDHIJA 8 7 4k % AEH3K27me3, T E(CDHI3E
ERITER; B ] 38 5 Nkd 1 (Wntf5 5 38 8% (095 500) 5 3
T b H3K27me3, % AL Wnt/B-cateninfs 5 i #%, FH
i E-cadherin[f] £ i% .

332 IncRNA  IncRNAJE 2K JF K T2001M %
IR AE G AGRNAC, WFFEE W, IncRNA T ZL5i ik
F [A E) 75 (genetic imprinting). 4% (% i 890, 41 i
FERRE . BT . mRNA AR AR R 445 =
TINLH A IE AV D RESS . R, IncRNA S Rk
SRR . Rk, 15 e 40 1 A IncRNA-H19 /5
Rk, SAGFEZH2# A, N HE-cadherin, 3F 11y 5 5%
LI AR PR, R b AT 14N, IncRNAT] e
EMTifi#5. 55 4b, 75 Snaillifs 5 40 JFUEMT () S 5 v
RIN, ZEB2HR A KGN, R K B ZEB2RAR e S 55
Y (natural antisense transcript, NAT)ZE i7", NAT )&
— R H L IncRNA, 5 H T AN RRNAGH o 5l 1 1l
XF, 1 MRNAXUGE(dsRNA), 5 B mRNA B i 58 54
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PRI, WFST RN, ZEB2EE [ )54 B 75 1 A 3
1% B A4 3t N A7 i (internal ribosome entry site, IRES)
£ T-ZEB2 mRNAM]5"-4E 8 B X (UTR)H) — > N %
Tk, SN E TS ZEB2RIEZ M. Rk )
NATY5 ZEB2 mRNA%; &, 2378 55-UTRIN & 11115
BYREAT A, ATIRESANGE BY V), DRI, A2 B4R n] LA 2%
A RZEB2EE H. H AT, IncRNAWTFSY IF &b Tl 25
B B, e AT IR P R S BE R oy IR ALEE AN+
SIEE. BEERHEHER RS TR, ANE
A P A L DT TES

4 EMTHEME

SMEFREAR L JBOT AT R ) v T R
YEIT I B, AR IX A T R A R E U3 Y
A5 /NSRS B, BT — 0 20 1B B 9 Bk g D
J b, A R R B AL R R RS T BB T JHYRIEMT
(RIIF ST T T Ry 7 R B 2 e (D)BR
ZWr. E-cadherinfllvimentin®s: S5 431 v 1F 4 g
P VEAL S AT RS W16 2 F AR B . (2)IhIR iR
JTo —SEYMIRTT o AR A B IE i b R L
(VR85 ¥ vt 25400, BHELIKT IR 40 B i EMTERE . 1F
53 B, TRR 45 FISD-208 MILY 2157299 = 24 BHL
HBTGFRi T FIMR 7>, KR A S U 55 1
Gy TR 258, A5 R B0 R AL R — R A
T BEIRIG S . BT . H AT,
H AR T S A s 5O I DR iR 41 i ) 2%
KK SRS R (1) 2 S R . 2 S IR L DR
FRWAFKIE, Al R EEREIT 5105 AN S
PRIEIN M HFE R i R IA, AR 2RI 7E IR
B IR 5 LA (R 6 3 o (EL QT ol 7Rt i R L g
SO A1 R A S5 K 2 SN, TR R 2 3L
PP A BRI VEH, A2 I R 259 FF R T B gt e 1) J K
1

5 457
B T ARG, S ST 5 IEEMTI B 1%
W YA G TR I, dal TR BERT # (Helicobacter
pylori, H.poly)n] 55 {3 b 5 40 ol AEEMTV . B
SREGT ) JUAFE SR AT EMTII RIS T4 A H 1)
b, AR TR ) S e AR ZE e, EMTHY
AL AR B S B A B 2R v
S 2 7 TGV 22 0] 1Tk — 20 e B RS

1o Bl XX L ) AR A KRN, K K HES)
FLFEMTHL] I8 U6 77 S PR PR A e, A 3RAT ]
T S e (1 22 THT B 4 5 000 ok 89 ) e B8 R A2
FRIAT R BT i 15 Mt o
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