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24 RE R OWEEXRTNCM460240 A 8] FRiE 1480 =20

W xR E AR PRE KwE =T
(HR R BEZ5 K2, 2200 730000)

WE ZARIERTRARTE T LI AL M LK 49/ (normal colon mucosa cell, NCM460)
&) R fhwc # %k, RA2.5 ugmLig % AE(LPS)H - FNCM4A60%8 et 14 K 3 32 18] S S5 A AR AL 531 VA iR
A B & % 1 L E(GPX) A 3E RER(PFD)#ATF 1, vA %95 3% H(IF) A= & @ %95 B i AR (WB) A & 52
B 5% b &2 3% K IR A B4t KR (RT-qPCR) % | # M E-cadherinA= Vimentin& € ##mRNA#) & ik, £ X
B, HEFET R, AR R 48 s e b bR 4a AR & M E-cadherin & A2mRNA & X BA 2 T
(P<0.01), 18 & %0 A7 &4 VimentinZ @ FemRNA & X B 2 _E 3 (P<0.01), 5AEA 20481k, E-cadheriné
% N5k 5 GPX5 & £ 4E48 &, Vimentind< J65% & 2 7 SR FEIK., GPX“P % 7 & ¢ E-cadherin
% & F*mRNA KA L, Vimentin & fomRNA KA FA(P<0.01), A SHF ERAAR. FAREA, T
ARG &1 LB AR S AT AT A 45 I LR 18] AL, X A &*‘*‘fﬂmﬂ'ﬁ’kﬁiﬁ%}%ﬁ%o

KRR WA ES A LR B R i 9% S5 b R -1Rl AL

Effect of Xanthones from Gentianopsispaludosa on Mesenchymal
Transformation of NCM460 Cells

LIU Na, LIU Yuemin, BO Shuangqin, CHEN Hui, ZHANG Shangzhi, JING Ming*
(Gansu University of Traditional Chinese Medicine, Lanzhou 730000, China)

Abstract This study investigated the effects of Xanthones from Gentianopsispaludosa on human NCM460
(normal colon mucosa cell) interstitial conversion. NCM460 cells were induced with 2.5 pg/mL LPS (lipopolysac-
charide) for 14 d to establish interstitial transformation model, and were treated with GPX and PFD respectively. The
expression of E-cadherin and Vimentin protein and mRNA were detected by IF (immunofluorescence), WB (Western
blot) and RT-qPCR (real-time fluorescence quantitative transcription polymerase chain reaction), respectively. The
results showed that compared with normal control group, the epithelial cell marker E-cadherin protein and mRNA
in model control group were significantly down-regulated (P<0.01), interstitial cell marker Vimentin protein and
mRNA were significantly up-regulated (P<0.01). Compared with the model group, the fluorescence intensity of E-
cadherin was positively correlated with the dose of GPX, while the fluorescence intensity of Vimentin was decreased
in a dose-dependent manner. The expression of E-cadherin protein and mRNA was up-regulated and that of Vimen-
tin protein and mRNA was down-regulated in GPX medium and high dose groups (P<0.01), most obvious in high
dose. The study showed that Xanthones from Gentianopsispaludosa could effectively inhibit colon EMT (epithelial-
mesenchymal transformation), which provided theoretical basis for further research and development.

Keywords Xanthones from Gentianopsispaludosa; ulcerative colitis; colon epithelial-mesenchymal transformation

Wk H #A: 2022-05-20 F25%2 H: 2022-07-25

[ 58 B AR 24 R (HLIHE 5 81860788, 82160854) 1 4 T A A IFT BIMLIN H (it ik 5 : 2019-RC-1017) 55 Bl ¥ 14

HEIEH . Tel: 13919026589, E-mail: 1339512509@qq.com

Received: May 20, 2022 Accepted: July 25, 2022

This work was supported by the National Natural Science Foundation of China (Grant No.81860788, 82160854) and Lanzhou Talent Innovation and
Entrepreneurship Project (Grant No.2019-RC-1017)

*Corresponding author. Tel: +86-13919026589, E-mail: 1339512509@qq.com



1736

BRI

Tt T 45 11 4% (ulcerative colitis, UC)A2& — Fh B 4
NS FRRPER S BN RERERRAENE
Ji% 18 ¥ 95 (inflammatory bowel disease, IBD)!"?, I
IRFFIENREYS « H A BB MO B . R
KPR RGN LI SURERY, Lt 5 Bl N R ZE AN
A B IC R SRS i, OBt 5 T A 4 2R (World
Health Organization, WHO)SIAMEEREZ —M. izl
HEA R UCTR N W IERORE 2 —, 1 2 1 iE
RIEFZIMALNEE W, & Mg, it
P o AR A i JiR 2 1 AR A 48 i 471 26 5 (exctracel -
lular matrix, ECM)J&7> it B SRR DA K A1 B o 25 ok
J5 18] J53 41 Y (mesenchymal cell) & (1) 7 354 in. UC
F It RAEL I A AL R AL 2 2 R, PR S
WL G e BRI BRI S SRR PR
RIE. mid. B E TR LR SR A o B A S0
R B P18 55 O, (BRI ANE BT, B
FRM, FEUCIH LT 4Etb i R vh, g5l b Bz 4 18] J51
1. (epithelial-mesenchymal transition, EMT) &% | &
KR E I AE H®. JE £ BE(lipopolysaccharide, LPS)
T 25 B B AP 32 A LAY, K 2 B TR
LPSHAESEZ —FNEER". A TTRY, LPSTE L
J— 1) J5T A A B R AR F R R — N B ERT 2R, BT A
5 FEMT, JH7E— L84l L2 B = AR 4 AR L g,
T b B A A R EMT S S 771014

VB2E i 75 [Gentianopsispaludosa (Hook. f.) Ma],
NI RRE e E 8 — A B, 1 G, LA
Ny, BAFRIF. HHR BRI, FREREE.
mLE B, R BR. HIAR. KB
ANV 2 RENSY, NIEH(Xanthone) X 44 WL il . 4 4%
RO R I 0 5, 2 — R &4, B 2R
AEPEPEN S AR T 2 U SR W, 1R
MR B 45 W 9% W 40 4E A IR 3 TR A 3,
TR A0 & P AT e FL 3 Z A RO 120, A
I FCRALE AT A FC TAE SR L, il e atifh T 23k
P AR i 5 A I LR, ST 4 g b R A i —[R) o
A PR IR A e o e 11 L A e 5 F ) 41 U EMT
IR AR &, R T R AR AR o

1 MR5E%
1.1 SE3EH

nt 3 JE i (pifenidone, S290702)1 T~ 3% [ Selleck 24
7]; RPMI-164055 77 55(AF32246309). PBS(AF29526788)

JitT- 3£ [E HyClone > ] ; i 2 B (LPS, 408Z033)) Tk
HEEFERHHA IR A A ; Anti-E-cadherindyi 14 (40860)1)
F-3% & SouthemBiotech /A 7] ; Vimentinfi{4 (GTX43173)
1T 2% |5 GeneTex A 7] ; TRIeasy ™ it RNA$EHUA ]
(10606ES60). Hifair® II 1st Strand cDNA Synthesis Super-
Mix for gPCR(11123ES60). Hieff® gPCR SYBR Green
Master Mix(11203ES08). CCK-8(cell counting kit-8,
C1905401). fifiZF I3 (FBS, 504050519)14F-28 & A= 4
PR BAR A PR AF] .
1.2 SBEREFREOWLERRSE

WA i 25 20K B H R A8 E T T B R R,
28 H i R 2R PR DX 24 4 5 T = R e
AT N IAF s 85 8 — AR T AR IR AE
B, DO A, Ry e 0, FREXZRS00 g, Insfi
HI195% CEHZ RIS A, IR R h, 04 5 it
€, 23 N8 B 95% BN H B AR EL2 h, X
RIEE. A IHPIRIER, T2 0E HL R 5K
HRNEZIRELS gmLiIRE. BEMAEEL ST
K] & BB B, A, CFR OBR. IET
BE B 2B AL, W & PRI R IR NIRE .
LR G BALIR T _EDMI130 K LI fig alifh, 45340
JE 9 =51% 100 A e MR R R, % 3, IRIR IR, &
)EH[N]O
1.3 NCM46040pa1E 7 REMTHR R E 31

NCM4604H H 218 H A6 35 A6 44 G A= ) AR T
Fibi. {EDMEM s B85 7% 58t i A 10% FBSHC 1] 58
AR AL S AH IR BRI e AR 7R AR, 137 °C.
5% COLMTE IR IR I B 35 75 . BN B4 K )
N IEH 45 g b Rz 4 INCM460, ¥ 39 64l 15 %
S RZH, MR A X RAAE, AR R A B T R,
EFE(50. 100, 200 pg /mL)ZH, FHE S HE 2H (it E
JE 200 pg/mL), B I xS B2 Ah, 4 % 4148 DL
LPS(2.5 pg/mL)¥F&E AL F 41 FINCM460 14K LLE 5
EMTRERE, B8 57 i V) 2 J5 45 1 AN IR R B 1 A
ST L, 48 S A AR S5 5 o
14 B RE RS OWER &M IE R ERA &RECH

PRI AE i 75 2 1 LR K 100 mg, ¥ 1-0.25 mL
DMSOH, F10.22 pm )70 B 4 1 38 f5, B0 pL A
58 4 15 I R PR K0.4 mg/mL, R S8 TR, MR
BT TR E . FRECIE AR JE B # K 15 mg, ¥ 1°0.05 mL
DMSOH, M0 pLFH 78 AR 7R R R AR0.3 mg/mL,
FH0.22 pm 1) 70 B B8 2% 8, AR U R 3 S 56 BT 7
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W

itk 9E JE B (pirfenidone) & — #1 & Al /N T &
Y, Tk 2 A [ SR X B 98 7 R kP 41
4 1k (idiopathic pulmonary fibrosis, PFD). It 4k, H
LA VAT 4E A0 3 RS20 MO S 6 B A BE
Xof B2 e Btk R JE B
1.5 MG ERIENR
1.5.1 CCK-8FXAN 4 feE A 008 AR K
NCM4604HfE, PS> 104> /mL[1) % 5 22 R0 T 96 L
FEALIAFR100 uL, B T5% CO,. 37 °CIEIRA %57,
FRram MG BE 52 4 J5 , LIS 100 pLEHR B H25.
50, 100. 200. 300. 400 pg/mL K7 25 &
FRAT10. 25, 50, 100, 200 250 300 pg/mL ¥tk
EJERAZG W, AR 6 B AL, 482579724 h, 48 h.
72 ho  FH TR AR i SR 20 A, 6T DAE I E A
—E MR, WO IR 2 — e I RS, TR AR e 7
MIBR 259, & FLINN100 pL 3T 1) 58 4 9% 55 58, P 1)
FALH 10 uL CCK-8, 37 °CHE & 2 h, FEEFRXAE
450 nmi KA & 248 ) DAE
152 %95 3% A MINCM4604a it & @ E-4556% &
(E-cadherin)#= % & € (Vimentin) & A 2L 15 mm
WL I T A/ LA 2 FINCMA604H i, 411 A 25 1 N
3x10*4/mL, B 137 °C. 5% CO,1H i £ 77 #6 h 15
7712 hiT, AR A 2515100, L3 AL,
25T TG R G B P = AR P2 b, PRk e B
%610 min. FE 3K, E-cadherin. Vimentin 4 FHi {4
43 4% 18 1:400.  1:5000 Lk 51 7 B J5 T4 °CHg & 41
it B, Pl B4 10 min, EEAE 3K, PR
1:1 0001 LA e Jo, IR B AU h, Vel i
B P10 min, HE3WXK, B FIE A, BORILRER
T K MEMTHR & ¥ E-cadherin Fl Vimentin ) 2% 14
T, BERU S R ID G 45 T 299 T 1, 48 hfa, [A)32:
6 M E-cadherin Al Vimentin ) 2 15 1510 .
1.5.3 %% EPiEAS MINCMA460 48 it & &1 E-cadherinA»
Vimentin M0 S 25 25 REIF] 1.5.2000 . e 4n
Jfl, RIPAZLAR IR A, %8 G B
HH. KRHBCAZEXNEHTIRE €&, T kil
T RN — 28 TN 5 5 % (SDS-PAGE) it Jit HL ik, AL A
BONS0 ng, UK. M. B M. RS HIEL1 000/
Eb A5 73 531 #% B E-cadherin Il Vimentin 4 Ff — $1, 4 °C
W7 B AR . AR HE R 1:2 00011 R L i N
THEERE2 he YRS, IR TR

I, FHis B UG R G e ENE AT BB o Im-
ageJ Ao i 2% K BEAE, LLH IS B/ S EH
HHEORIEE.
1.5.4 RT-qPCRAZ M NCM4604m it & & E-cadherin
F2 Vimentin mRNA & i£ 2 ) 3 1% 25 25 1 FE TR
1.5.2, ig F TRIzoliak 7 $& HX % 2H 40 e N FIRNA, Ff
HERNAZIRE . PCRE|IW) B AL st G AR A M) 4R
H IR A B A . iz FHifair 11 1st Strand cDNA
Synthesis Super Mix i fll &, ¥ B Ui B 45, B RNATH
B icDNA, 128 F J5 82 qPCRAS I o S5 B 245 14 4
95 °CTiAE 2 min; 95 °CAZYES s, 60 °CiE k60 s, 60 °C
FEAH15 s, 40MIEFR . LLGAPDH NN 2, LL2 24CT5
THEmMRNARIAI X RIAE . 5197 51°4: E-cadherin
_EJ##5'-ACG TAT ACC CTG GTG GTT CA-3', Filf
5'-AAA TCC AAG CCC GTG GTG G-3'; Vimentin_-
Ji#5'-TCC GCA CAT TCG AGC AAA GA-3', 5’
AAC TTA CAG CTG GGC CAT CG-3'.
1.6 SitESH

KM G 1T SPSS Statistics 21.04E47 047, 41
() B3R LR 2R 7 22 79 BT (One-Way ANOVA), %1
i UL X+, P<0.05% N2 7 A gtk 5 5 3, KH
Graphpad Prism 9.0%: it 47242 K]

2 R
2.1 LPSIESNC4604MFEIEMTIER]
2.1.1 EMT# & @/ ks %tk wE R, H
2.5 pg/mL LPSACER S 14K )5, KM & T B -
MR NIEH bR 241 fINCMA460 2 AN HH 1) JE 4R
(B =M. WEESE), LREW, BEHS;
LPSi5 S 4t & Ak b R[] 5% 4k Ja, 20 il i o,
BEYEEE ALK
2.1.2 EMTH#] /% E-cadherin#= Vimentin#9 52 & L
Fa B MEL 2.5 ug/mL LPSES EMTHLA b |- iz
R bR EWIE-cadherinFl[H] i bx £ Vimentin 1 72% 't
s AR, 45 R 5 JRE-cadherin Y ¢ Y6 5% B HA U859,
Vimentin 1) 5 5 FE B 2 38 5 (142) .
22 GEEREEOWLERAmIEREIXINCM4604
liiabeapaliob A

HIEH R4, 0.1% DMSOE 75 2H 48 it
AR E R (P>0.05), ¥ 0.1% DMSO Xt
NCM4604H il 76 B i B¢ 14 550.1% DMSO¥A 720 A
Et, 25, 50, 100 200 pg/mLiG A4 e 25 A 1 B 1
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(A)

Control
A RTINS, B: IS AR A .

A: cell morphology before modeling; B: cell morphology after modeling.

Model

El LPSESEMTHERFIE A SENL
Fig.1 Changes of cell morphology before and after LPS-induced EMT model

E-cadherin Merge

Control

50 um 50 pm

Model

50 um

Vimentin

50 pm 50 pm

50 um 50 um

E2 LPSIESEMTEEFI/SE-cadherinFlVimentinf 5%
Fig.2 Expression of E-cadherin and Vimentin before and after LPS-induced EMT model

FINCM46041 ffi24. 48 h)gE, 7GR LW E Z5F
(P>0.05), $&7~E 1% 76 ] A BRS04 e 75 e
M Ed300. 400 pg/mLA] B 5 F&EENCMA4604H g 77
TR (P<0.05)(K3). [FI, 25, 504 100. 200 pug/mL
MR R A S T B A A 45 2 1 2 AR A, JR
ZESEISVEPES0. 100 200 pg/mL ="K EAE Jyh s
RFE LI R .

50.1% DMSOFIZHAHLL, 104 25+ 50 pg/mL
ML S e B 7E FANCM46041 124 48, 72 hi, 4ifiLf7
TR TR 2 F(P>0.05); 100, 200 pg/mLALIEE
Fi{F FINCMA46040 124 . 48 hj, HAFTE R LTI &
Z5(P>0.05), 250+ 300 pg/mLAHLIE JE i a] W i %
I AF TS R (P<0.05)(Kl4). Kk, 522556 LL25.
50~ 100, 200 pg/mLLFEJE B 4t B s 25 1 22 4k
FEVEHE, J5 45206 LI200 png/mLnth S J& B4 H i 5t
&

2.3 SBARE R OWETRTNCM46040 . A HIF T

FAAS A BE(25+ 50 100+ 200 pg/mL)¥E 4 i
LR AL FENCMA46021 48 his, T 5 se M0
SR NIEH b R 4 FINCM460 5 A5 I FZ IR (42
W =M% BRRTESE), R4, SRR RE AR K
LPST5 AR & A b R[] A s, 40 Bl 5Hi5 M,
B8 —3, BRIV, AR A W
C1 L R 75048 s, %57 & 440 i T 8R40 AN B 2,
HH ) B 2 T LS 3 A P A A N RFER T, B
SH 41 B T ARG 2 /)N, 5053 40 i T2 T 5 1 40 R A
BACELS)
24 SBERER2OLRMNCM460HFEEMTHRE
YIEBRIZAIE M

IR AR L, AL b B 4 M b A E-
cadherin® (4 2 3& B 5 R A (P<0.01), 18] 5T 40 i b &
YiVimentingZ i5 W & _EH(P<0.01). SHALH AL,
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E&E 24h
E= 48h
150 2 72 h
= 1004
s 100 Z i .
= *
E all ’ j
= 50+ 7 2 2 7
3 7 7 | 7
g Z |
g 7 B 7
N1 17 % % %
& Q@O S & & @
9 SR I R
Sk A@f’ $°>° +\QQ ‘QQQ O N
Q- < 3 3
& & & & & &
*P<0.05, 50.1% DMSOA 4L H LL#% o
*P<0.05 compared with 0.1% DMSO solvent group.
e

E3 TEREEER
Fig.3 Effects of different concentrations of G

B ey

150

100

Cell viability /%

50

AN

AN
AN

O WL BT NCM46040 77 5E R B 5200

PX on the survival rate of NCM460 cells

ER 24h
EA 48h
72h

AN G

\fb‘& $O & \&&) \&&) \@V & \@\) \@\)
Q Q ‘% 2 &4 QQO ¥ QOO o2
S BT ST o @ o ¢
. 9
© QQQ QQQ QQ Q“Q QQQ QQQ QQQ

*P<0.05, 50.1% DMSO LA LL# -
*P<0.05 compared with 0.1% DMSO solvent group.

B4 RELIREMAEREIFTNCM46040/0 77 & M ST

Fig.4 Effects of different concentrations of P

TXGH . &7 &4 A E-cadherinfk 4 #i5 i, Vi-
mentin&IA F(P<0.01), Pl E &AM E. PFD
B i2 I E-cadherin£g [ 13812 7K, T ] Vimentin
T ARIAKFE(P<0.01), Ui BHGPXREHN I LPSA AT
FNCMA604H I [EMT(E16) . 83 5098 % ey il
NCM4604H fitd 1 E-cadherin. Vimentinf] % 15, ¥F 4
AN TR P VA it 3 8 T L RS EMIT PR 52, &5 SR 3
IR SR AR L, WA e T e LR 4 S
50, 100. 200 ug/mLI}, E-cadherinff ¢ )t 5 & 5 71
EMAERGSE, EA355 T 1E 5 XHBZH, Vimentinff) 3¢ )6
AN [ A, TG BA200 pg/mLi B . 200 pg/mL

FD on the survival rate of NCM460 cell

FIRE AE JE B AE TR R 20 B, E-cadherinf 56 6 5
FEFSA BT BG 8, T Vimentin (1) 5 6 58 B 3 U 55 (B 7)
25 RE 2 O NCM460 A EM TR
YImRNAKFHIF20

EH I 8RT A, 50 A2 AR L, A2 2H 1) b i 20 i
b EW) E-cadherin mRNAZIA I T 1 (P<0.01), [8]
A AR W) Vimenting2 15 B & 18 (P<0.01), HbE
PR EY) LC3H) mRNAFR LB & Bl (P<0.01). 515
RIAHEL, GPXH . E A& 4L E-cadherin mRNAZR L
LM, Vimenting%iX T~ H(P<0.01). PFDW]E-cadherin
mRNAKIE Ef, VimentinZi5 R A (P<0.01), X i B4

N=|
N

HE

Dy
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200 pm 200 um

Control Model GPX 50 pg/mL

GPX 100 pg/mL  GPX200 pg/mL PFD 200 pg/mL
El5 GPXITHRRaRLZSHISZMN
Fig.5 The effect of GPX on cell morphology

A GPX /pgrmL™! PFD /pug'mL™"
(A) Control Model 50 100 200 200
. i L] ¥
E-cadherin - % h
| — e
— T—

VIO ———————— -
- —— | —
GAPDH —

(B) ©)

2.57 2.5+

—_
W
1

=

o
i
1

Relatived protein level of E-cadherin
Relatived protein level of Vimentin

0-

o°°&@\ @"&\ \ff\) Q"f\) Q?é& \?"5&

,*,‘)Q \QQ '\;QQ
C§ é{"’r' C§+ QQQ
A: Western bloths | E-cadherin.  Vimentin2 [4 %314 7K°F; B: E-cadherin®® [ #&iA/K T4 i1 &; C: Vimentins 4R A /KF4i it K #P<0.01, 5%}
AL, **P<0.01, SLPSAIMILL.

A: the expression levels of E-cadherin and Vimentin were detected by Western blot; B: E-cadherin protein expression level statistics chart; C: Vimentin

protein expression level statistics chart. ““P<0.01 compared with Control group, **P<0.01 compared with LPS group.
El6 B4 RE R OLEIXINCM460F E-cadherinflVimentinZ B Rk #5200
Fig.6 The effect of GPX on the expression of E-cadherin and Vimentin in NCM460

{2 R 2 34 R TGPXA 45 L AHREMTIOR: 3 i
U 5 0 4 - 40 A 5% 2R 3 0 TR UC T B0 £F 4 1 W e 3 2 —, 397 I
M. Moo 26 R R B, SR B 03677 250 1
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DAPI E-cadherin Merge Vimentin

e
A

Control

) L

Model

50 um g 5 ot 50 um

GPX 50 pg/mL

GPX 100 pg/mL

GPX 200 pg/mL

PFD 200 pg/mL

50 pm

B7 B4 RE S OWEIRNCM460 E-cadherinF1Vimentin A3 1% A9 S0
Fig.7 The effect of GPX on the expression of E-cadherin and Vimentin in NCM460

A
2z
E

w
|

Relatived RNA level of Vimentin

Relatived RNA level of E-cadherin

A: E-cadherin mRNA A IKF; B: Vimentin mMRNAZE LK #P<0.01, 5XEA L, **P<0.01, SLPSZ4 AL .
A: E-cadherin mRNA expression level; B: Vimentin mRNA expression level; “P<0.01 compared with Control group, **P<0.01 compared with LPS group.
E8 84 RE R OWEIRINCM460h E-cadherinFVimentin mRNAZRIL IS0
Fig.8 Effects of GPX on E-cadherin and Vimentin mRNA expression in NCM460

ZRUCIH A RAAEAR, AR HAOWARE, B UCHEAAMM S22, OFEEAENN T E
W& A 250 R (O HERS 5 7 AR 2 PEA S AR EIE L, RIRER 2 B A — AL e BB 2k &, T
JIr A3t — 20 ) B AR LA RO A ) 25 O REXE AR 7 2% Abop o i 31 2 58 B 2% U7 T A AR 1R 2
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BRI

2, B UM BRGTE B= 25 N F, R IR K8 K HiUCH:
RPN B RZ — . AR &%k
fESi58 2Y, 8 RIGIT AL RE R . AREA
BT FOZR M AETE A RS T R TR,
ARSI I S T — s BRI AR 48 F

EMT/Z 48 75 F S0 FR, A B % 9 558 55 TR R A
R, b B 4 i 2k 2 4 b wl ke X 4 i ) e, HL Bz
M Aubr EPD W B-A5RE BT . 418 ff B2 ) (cytokeratin,
CK). B EHE H (zonula occluden-1, ZO-1)iZHiiH
g%, AT 4EMbR SV . AT 4R 40 i
5 M 1(fibroblastspecific protein 1, FSP1). o-FiF AL
5 H (a-smooth muscle actin, 0-SMA) « N-£5% 4
(N-cadherin) S5 #7382 #2000 HAT, KE#IT
CUAIESEEMT R 7E #AE 14 iz 7 4 0 38 72 o 1) 5% i A
o MHIEMTH BN IT SROREVE A ST 4L
HIHTIRAEC . AW FiH] 2 i #EE-cadherinfl Vimentin
YEREEEAN Fabs, RIVEA a2 i RES A
A b R A B by S E-cadherin 3R IA, T R [R5 i
HAr W) Vimentin Rk . My BaE 5 R, HEA
g i b R 2 1R i A AR AR X AR TR LS A
RN R AL o5 A L BRYE 97 25 W b TR i % ik
PRI RN pe L E R AR -
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