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HE.HH W= R A= #(DADS) A % LA % F B AR X I Lk o (ROR o )34 A & 2n ik
MGC803 mft. L i — 18 Ji354L(EMT), /7i% 482 BB MGC803 4o 509 & % . i 44 5% PCR(RT-
PCR).%& & %.y2 ¥p i i (Western blot) ., & % b5 Lk 4 LA E M m EMT #9484 5 F Rk . R R % e
DADS 5% ROR«a M #HHBAEKN YR, HR MEZMBERF, LK ROR«a i MGCB803 41 fie X
NERMIKREFEWE., DADS ARG, ik i —5, 2R B RME K , M BmpRy, FE % FTH%, RT-PCR
5 Western blot 3+~ ,DADS 4t #2 )5 8 4 2237 &-41 ROR oo mRNA 5 & & &1k Lif(P<0.05), DADS 4£ A 2t
BIL T BB KA R T AN E (P<0.05), ROR«a KL MBI Z R KB MR A T
(Snail ) =% % & & (Vimentin) mRNA 5 & & & i Lifl, f E- 4546% & (E-cadherin) mRNA 5% & TiH(P<
0.05), DADS 43 )5, A48 Snail & & T4 .Vimentin mRNA %5 & & T84 E-cadherin mRNA 5% & EiB(P<
0.05), %A # X R T, KL 0 Snail 55 Vimentin e £ X 45 x4 BB 2035 7% % E—cadherin '8/ £ % % 55, DADS
YR G, 4 R AR, RASAIG 1 R ,ROR o ILER2AAS A i 22 3 BR 4R A& K A b Am ik 38 Hm (P <0.05) , 38 74
4m oAz 4R (Ki—67) .Snail .CD34 % Vimentin AP # ik 3 5 B 2838 Ae , o E—cadherin FE£ 4%, DADS 432 &
AS ML £ K 5 KRR 5 ), Ki—67.Snail .CD34 %5 Vimentin [\ % ik 4% 2 B8 208, 35 , 7 E—cadherin Fab: &
k¥R, 4518 DADS @i il RORa Tk W sharhl AR /& MGC803 2m i EMT .,

IR W RAFETRAAEARE DR o ;A B MGCS803 dafit; Lk — ] ik

hE4S%EE . R735.2 TEEFRINAD: A

Up-regulation of RORa inhibits EMT in human gastric
MGCB803 cells induced by diallyl disulfide*

Fang Liu, Jian Su? Ying Zeng!, Hong Xia!, Bo Su*, Hui Ling*, Xi Zeng', Qi Su*
[1. Cancer Institute of University of South China (Center for Gastric Cancer Research of
Hunan Province/Key Laboratory of Cancer Cellular and Molecular Pathology of Hunan
Provincial University), Hengyang, Hunan 421001, China; 2. Department of Pathology, the
Second Affiliated Hospital, University of South China, Hengyang, Hunan 421001, Chinag]

Abstract: Objective To investigate whether diallyl disulfide (DADS) inhibits epithelial mesenchymal
trasition (EMT) in human gastric cancer MGC803 cells by up-regulation of retinoid acid receptor related orphan
receptor a (RORa). Methods The morphological effect of MGC803 cells was observed by phase contrast
microscope. The expressions of molecules correlated to EMT were detected by RT -PCR, Western blot,
immunofluorescence and immunohistochemistry. The influence of DADS and silencing RORa on the growth of
xenograft tumor in athymic mice was observed. Results Phase contrast microscopy showed that MGC803 cells
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of RORa silence were discordancy in size and shape and the number of spindle cells increased. Besides, the
MGC803 cells treated by DADS were found with characteristics such as size unification, round or ellipse
shape, decreased spindle cells and less atypia. RT-PCR and Western blot revealed up-regulation of ROR«a
mRNA and protein in each group treated by DADS (P< 0.05). Moreover, the effect in control group and the
vector group increased compared to the RORa silence group treated by DADS (P < 0.05). RT-PCR and
Western blot showed the up-regulation of Snail protein and Vimentin mRNA and protein, and down-regulation
of E-cadherin mRNA and protein in the RORa silence cells (P < 0.05). However, in the MGC803 cells
treated by DADS Snail and Vimentin were down -regulated and E -cadherin was up -regulated (P < 0.05).
Immunofluorescence showed that the positive expressions of Snail and Vimentin in the RORa silence cells
were strengthened, but E-cadherin was attenuated. Nevertheless, the positive expressions of Snail and Vimentin
were attenuated, and E-cadherin was strengthened in the MGCB803 cells treated by DADS. The growth of the
xenograft tumor was accelerated, and the weight of the transplantation tumor increased in the RORa silence
group compred to the control group (P<0.05). The positive expressions of Ki-67, Snail, CD34 and Vimentin
were obviously increased, while the positive rate of E-cadherin also increased in the RORa silence group.
Inversely, the rate of the xenograft tumor growth slowed down and the volume of tumor was significantly
diminished. The expressions of Ki-67, Snail, CD34 and Vimentin decreased and the positive expression of E-
cadherin increased in the MGCB803 cells treated by DADS. Conclusions DADS can inhibit EMT in MGC803
cells in vivo and in vitro through up-regulation of RORa.
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BRI E R WSR2 — , K AR 5P
TR 2 7, BT EEPISHNKREZ C R A28
B ITRONE, 5 AR AE A% <10%3, [RIIL, e A3 A%
LGP HIRTEE N BE e A R R X
3L g (diallyl disulfide, DADS ) J& K x 1 )
— PRI PR A UM, XoF Z2 T ged YA kA E ]
JE— R EAA TR TP e, EE L,
DADS #hF A 5 MGC803 41ifift ) , 4 F AR HH 5%
ZAK o (retinoid acid receptor related orphan receptor
o, ROR o ) M, HATIACH ,ROR o S AL
PR AR, R 208 T A, 55 R 0 kAR B UDAROC
AT RESE MR TR T LS PO, ROR o 76 B TMINEE,
5B EA KD, AT — DR
DADS il ROR « 3k % 5 8 41 g b iz [ i 5% 1k
(epithelial-mesenchymal transformation, EMT ) i) 52 1

BICHEHU.
1 HRESH®

1.1 “HRmEEsE

A 5 i MGC803 4 iy 1 A< 5L 55 % A7 ,ROR «
UUER MGC803 4fiJfd i A< 5 4 = f 2 E, B T 10%
G4 E 1 RPMI 1640 155523, 37°C 5% — 48 4k
fk CO, SUANRE MG FRAE AL AREEF% o BOBUE K
IR AH M T A5
1.2 FERF

DADS(I H 5[ Fluka 28 7] ), RNA $2HURA5] &

diallyl disulfide; ROR«; human gastric cancer MGC803 cell; EMT

(14 1 55 [ Omega 23 A ), i3 s ) 5 5 s ok
i (bicinchoninic acid,BCA) & I & &1k 7 & (1 A
2 [# Promega /> 7] ) , E-cadherin |, Vimentin 5 B -
actin Hii& (g [ £ E Abcam 23] ), Snail [Ki-67 5
CD34 ZEHuiAk Kbt Ak 2% % % (enhanced chemilumi-
nescence, ECL) {7 & (14 H 32 [F Santa Cruz /A#]),
5 2F LT (W A WA BN U215 A9 TR A, 5
W2t Primer Premier 5.0 #{4istit, i Bl AEY) T2
() A FRA R A M. FHiR 196-HR AP/
19G-HRP (Il F{T.7544 ra a3 A YR & S A FR
2D, SEPU/NE 196G (H+L) (W F € [ Protech A= 47)
ANE]D, FEOEYLRE DAPL FIE # L2 1w (g 3 Wit
A A A T ), Max Vision ™ 351 & (1 [ & 2t
BN E AT R AT o
1.3 HERMBENE

A B % MGC803 4l Jifi 5 ROR « ¥iT %k MGC803
YRS SR 24 h 5 {5 B AH 22 WM I 4¢ DADS Ab 3
A A 22 28 1k
1.4 #%3% PCR (RT-PCR)&#1

A RNA EEGRAF] & (Total RNA Kit) #2 B4 ity
A RNA, AMV 33 5% S g/ T 380 5% 5 G il cDNA.
Wit G PCR 51475, ROR o IEM514):5'-G
TCAGCAGCTTCTACCTGGAC-3'; [ [f]5 |4 : 5'-CAG
TTGGGGAAGTCTCGCCG-3', =¥ K £ 151 bp. Vi-
mentin iF [ 5|4 : 5'-ACACCCTGCAATCTTTCAGAC
A-3'; 2181514 . 5'-AGAAATCCTGCTCTCCTCGCCT-
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XI5, 45 ZIRNIE T HRTE ROR o I B 4N MY Bz ] Bt i A 4R

3, WK i 635 bp., E-cadherin i[5 4 :5'-CTC
CCAATACATCTCCCTTCAC-3'; Jx [ 5|4 : 5'-CGCC
TCCTTCTTCATCATAGTAA-3', 724 K JiF 423 bp.
B —actin 1E[A]5 |4 :5'-TCTACAATGAGCTGCGTGTG
G-3'; 511514 .5'-GGAACCGCTCATTGCCAATG-3',
PR 498 bp, PCR J b 2544 : 94°C A E 5 min,
94°C7%M: 40 s, (ROR o . Vimentin 1 E-cadherin iB k.
P43 1R :53°C 52°CH1 54°C )45 s 1B K, 72°C T i
805,28 MIEI, 72°CHRZELEH 10 min, 5 w | AY PCR
P2 1% B R K, TR AL Z E L £, 151000 &
GO W R AR UK BB, A XHE DL B SR S B -
actin K FE(H 2 LR o
1.5 Western blot #&il

WAE AN, $R AN MR R 1, BCA 1 25 1
WRE B I AR AT T e SRR R N - RN
5 T i Ve Jie P, Tk ( SDS-PAGE ) 8 Jie i ik , Hi K i %
i, B0 1 b Ii—3t, 4°CIE R, = FR H R SR H b2k
VRN, I — BT A 1 h, BEMEECL J0t, X B
I B B
1.6 ZHREGRER AL

SEAE 6 FLAR T ISR, SR E K I B A TR
A 6 FLAZ . BF X EC ) MGC803 4 Jifd il i 2,
AL 5 x 10° 4L, FR40 MG BE Rl 5 %5 800K,
FRIHREFRIE . BUB 33 A, PBS ¥ 5 min x 3,4% % %
FH S (7] A2 40, 9 #5815 min, PBS %k 5 min x 3;
H 0.5% Triton 7 35 4 L5 , % I T #+ & 30 min, J5
FH PBS ¥t 5 min x 3, W T4 5% 47 PBS % 5 1112 I 75
B, 37TCHEE 1 h; UEANNGF B AT, I A —$L 18
BN ACIHE AR 82 KEE 37°CHE IR 1 h,PBS
PYESminx3K; EREETIFREARIICEN
P, 37°CHOGIE &I 1 h,PBS % 5 min x 3, 4t
¥ ¥ 0.4 ol w | B DAPI 78 5400, % iR T BeG#e
#H 2 ~5min,PBS Y& 5 min x 3, HilE A 7250 Wi
B R WMEL,
1.7 RREEELE

BB (W B A s 2 E R A SL 50 S P H R A BR A
F) ), 4 JERE 43 MGC803 2 it 4H (X HE 4 ) .
(MGC803+DADS) 2 \ROR o It %k #H #11 (ROR o 7JT
#X +DADS)4 , T4 5 H o WA A F X HUE K W
R RE P ZE 1 x 107 4> /ml, 43 31HL 0.2 ml 42
WA T o MR B REEE IOk B
K KGR shAE L. ARG 7 d IR AR /N
RS ), Mg AR  V=a x b%2., FEAEIE 4 4 8

T 10%1% P T o
1.8 GEALLFEERN

KHI Max Vision ™ v, 43 5l in—HrZ= i 60 min,
4°C 3%, PBS ¥t 3 min x 3, i i B %I Max Vision ™
R, IR T 15 min,PBS ¥ 5 min x 3, T4 JLHEHE
[ ETASINIE B S QL Wi N -2 L T e v R S |
S iker
1.9 SitFEFE

BRI SPSS 13.0 Giit ik , HHE VORI
P + brifi 22 (x = s) TR, ZARIPE LT E R
DS 7 25 0 P BB R 28 2550, PR LA
K25, P<0.05 M 2ZEFAGIFE L,

2 R

2.1 DADS 5ilZ ROR a X MGC803 #hffl RO-
Ra FiEHFM

RT-PCR 5 Western blot '/ ,ROR o ITERZH
X} HEZH MGC803 4fifffi ROR o mRNA( F=1 885.149,
P =0.000) 5 & 14 435 T 4 ( F=190.822, P =0.000)
DADS #4b 3! 5 %5 4b #1145 41 RORo mRNA( F =
1885.149, P=0.000) 5 & 171k [1#( F£=190.822, P=
0.000). UL 1.
2.2 DADS 5iiZ ROR o % MGC803 AR 75
5 EMT #Hx4FHINm

AH2Z WA R , MGC803 4l o /INAN— , K
ST ERWRIE £F deBEGUMaRE , 40 MR AT WS8R , A% 0%
FeAE R, SRR . ROR o TTERZHAEH MGC803
MR /NSGIAR L T E W, 21 4R AR I 4N
Mt %, AU B i . DADS /RS , XFHR4 5
TR 20 55 A P 240 B R/ N —3, R 4 2 R B
B, 3 A T W, S AL PR AR (LI 2) . B
DADS #] i ROR o 11| MGC803 4 Jfi n] [] 5t 4
Ju%% Ak

RT-PCR 5 Western blot i 7~ ,ROR« VT 2k
MGC803 4 Jifa 4 % AR 2H 1) Snail 25 (1 3R38 L R (F =
545.652, P=0.000). Jf HUT#K ROR o 7] L3 Vimentin
FIF 4 E-cadherin mRNA(F =1 250.268 F/ 67.561,
P=0.000 Fi1 0.016 )5 & 1515 ( F=155.246 F1 35.624,
P=0.000)., DADS #bHJ5 , %41 Snail & 1 ( F=545.652,
P=0.000).Vimentin mRNA( F =1 250.268, P =0.000)
58 19 B R ( F=155.246, P=0.000) #1 E-cadherin
mRNA( F=67.561, P=0.000) 5% 1 [ i#( F=35.624,
P=0.000). #H DADS il I ROR a T4 Snail
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rp E AR A 2k 27 &
1 2 3 4
— N -
ROR «
500 bp B -actin
— — S S B -actin

200 bp ROR «

08 ] 4 0.8 ]

i 7 0.7 ]
1 07 X 06 ]
R 06 Z 0]
3”:;: 0.5 ] o) 0'5:
< 04 1 Z 0.4 ]
Z 1 E 03]
= 0.3 ] 3 E
0.2
3 0.2 1 QO: 01
£ 01 1) 2) = U
~ 1 0
0
1 2 3 4
A B

A:RORa mMRNA #ik;B:RORa HEHF#iA. 1:MGC803 #1;2:miR-ROR o #H ;3:MGC803+DADS 4 ;4:miR-ROR o +DADS 4. 1)5

MGC803 b4, P<0.05;2)5 miR-ROR « %%, P<0.05

1 DADS 5ii® ROR a X ROR o ik BN

)
\ =4 72
7 -
A B
< L ) 3 7 > (’
'R ®, D o
: A ® N . 20:%¢
¢4 ! Ey .J/ ) X Y,‘\ y
" . »" (X
G T S > C
4 N i, 1 el R @
| ~ =
C D

A:MGC803 4 ;B:MGC803+DADS #H ;C:miR-ROR « ;D:miR-RO-
R o +DADS 2H
2 DADS 5iTE ROR o X MGC803 ZH a2 75 B 84
(x40)

5 Vimentin 1 _F 4 E-cadherin 11 MGC803 il /ity
EMT, L& 3~5,

2.3 DADS 5inZ ROR« ¥t EMT tHXE B RIX
Eap=A!

Yo DA I 7R, Snail 2 11 AL, Vi-
mentin 5 E-cadherin 2 [ FZ5E %% . ROR a T
Bk 29 41 L Snail 5 Vimentin FHE {5 5 % % BE 40 5%
5 , 1 E-cadherin FHEAF =355 , S8 1M1, DADS {1 H
J& ,Snail 5 Vimentin FH:AF 540t FRZH FEAIE, TTE-

cadherin FHYETHE , 55 Western blot #5145 5 —2k ., I,
Kl 6.
2.4 DADS 5iE ROR a %f MGC803 4A At 5
BHEEEKBPEMm

K EE MR 2080, 2R R . O%
ZH 21 YRR BRURS FER AR B Bt 2 B ) S e (AR AR
K, A G Fm L (F=69.921, P=0.000), @441
57 B e A K AR IR ARAS N, 22 S A Gt
X (F=90.148, P=0.000),miR-ROR o 5% BAZH H 45
ARIMPYREARAR R, 25 5 A Goit 22 L (F=72.324,

1 2 3 4
i -
-actin i A

1.4 ]
1.2 ]
1.0 ]
0.8 ]
0.6 1
0.4 1
0.2

0

1)

2)

mRNA FIX} ik

1 2 3 4

1:MGC803 41 ;2:miR-ROR o 41 ;3:MGC803+DADS £ ;4: miR-
ROR « +DADS 41, 1)5 MGC803 [t#5, P <0.05;2) 5 miR-ROR « Lt
%, P<0.05
3 DADS 5iE ROR o ¥t MGC803 4iAa
Snail & B RiERI R0
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55 18 i X5 5 : IR SEERAE ROR o I A B J 4 - Bz () S Ak b i /R
M 1 2 3 4 1 2 3 4
T —
Vimentin
600 bp Vimentin
500 bp B -actin M A e -actin
1)
1.6 ]
i) 1.4 ]
4.0 ] J
1 1.2
35 1 g ] 2)
| 3.0 ] K 1.0]
. U =
® 1 = .
& 25 ] 2) = 08
Z 15] E 04]
0 4
1 2 3 4

A

B

A:Vimentin mRNA ik ;B:Vimentin & A Fi 15 . 1:MGC803 41 ;2:miR-ROR o £ ;3:MGC803+DADS 4 ;4:miR-ROR o +DADS 4, 1) 5

MGC803 [t4%, P <0.05;2)5 miR-ROR « [t#%, P<0.05

4 DADS 5inZk ROR o Xf MGC803 £fAfl Vimentin 3<% B 820

M 1 2 3 4
500 bp B -actin
E-cadheri
300 bp cadherin
1)
1.2]
1.0: 2)
+ ]
Q 08]
'Vr;‘ 4
= 0.6
Z 04] 1)
‘“7‘5 ]
0.2
0
1 2 3 4

A

1 2 3 4
S e TS e E-cadherin

e o e, |

1)
1.0 1

0.8 1
0.6 1

0.4 4

mRNA FIX} ik

0.2 4

A:E-cadherin mRNA ik ; B:E-cadherin 25 1 fi#%i5.1:MGC803 #H ;2: miR-ROR « #H ;3:MGC803+DADS #H ;4:miR-ROR o +DADS #H.1)5

MGC803 H#5%, P<0.0;2)5 miR-ROR « 45, P<0.05

5 DADS 5ii% ROR o« Xf MGC803 #liffl E-cadherin 3% A8

P=0.000), ifii(mMiR-ROR o +DADS)4H 5 miR-ROR «
A LB A T ARAS N 22 A it L
(F=86.356, P=0.000); 3(MGC803+DADS )H I miR-
ROR o 4153531 5 % HR 2 o IR B AR fh i 35 be e, 2
SE G X (F=109.278 F1 122.437,34 P=0.000),
1 (MiR-ROR o +DADS )2l 5 miR-ROR o ZH iy {4
SR LIS LR, 22 5 A S T2+ L (F'=78.905, P=

0.000). L.
25 DADS 5% RORa X #ERBEEHE
EMT #XZE AR ENFIT

TP HAUEF R ROR o TTLERZH %8 MGC803
40 o X BEZH ) Ki-67 .Snail A Vimentin BHYE A
i, E-cadherin FEPEFRIAIEES . (H/E MGC803+DADS
20 5 (ROR o UTER4H +DADS 4H )45 A0 2 , Ki-67.,
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LIS

B A EIE A B B (8] F R

(n=5,cm3,x+5s)

25 7d 21d 35d 424d 56 d 70d
MGC803 0.401 +0.14 1.206 + 0.28 2.832+£0.44 3.761+0.49 6.656 + 0.46 10.544 + 0.59
MGC803+DADS 0.327 +0.19 0.831 +0.24 2.367 +0.42 3.061 +0.48 5.367 +0.47 7.835 + 0.58Y
miR-ROR « 0.555 +0.18 1.821+0.24 3.795 + 0.37 5.734 + 0.47 9.787 +0.62 15.661 + 0.67"
MiR-ROR « +DADS 0.504 +0.16 1.385+0.21 3.211+0.33 4.011 +£0.25 8.324 +0.58 13.003 + 0.69?
#:1)5 MGC803 th4s, P<0.05;2)5 miR-ROR « Hi45, P<0.05
MGC803 MGC803+DADS miR-ROR « miR-ROR « +DADS

Snail
o - - -
o - - -
E 6 DADS 5in2 ROR« 3 EMT X% B0 ((x40)
MGC803 MGC803+DADS miR-ROR o +DADS
—
! :'.'. S I_ . ';‘: ,
BN
KI_67 » \‘.' 'h ;‘rf’ » »
R e ‘a "Ny Ko U
)} LA S .Q(“l.e .~ oy 2 e
.~..='-.Qf" \.2 Gy s B
. I#‘.«'.c‘- % " Zr > 5
.vl,'-....\- _,’ ,, ‘ Al rY >3
o5 4 '~ ; 25
. we JQ ’.1:., = T
Snail f._“_..‘f .,,vf ,‘v 3 . o
o i (¥ " g > by o
Yo "‘i."&'?; :{K"%Fﬂ A B ghg v
RS o s T L Al e e by ¢
P e T T v Ry o - .
g ’ .): N -«A\‘S{ - f“"} ‘ ‘, -
5‘5{??; Sk
[Yaa ".ﬁ".\ >y «"’..l e 5 g d L _K?- Sy ) #
LEERTS i ki Nae RS ettt [ pkdt )
Say AT Ny -é.":‘ $ -‘. LS TN g i T DR S
Vimentin | g% i 8 Soray Bosran AN T
» s ) ’ - e R . ol \
g‘x,‘(.lk'-' -}b»-._ ' % 1 ( - ___A‘_\‘j“t;.#‘ém L d
el 2 SRS R
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BEZ ST .ﬁ% A SRR R

Bl 7 DADS 5 ROR o iMEAXI#4EJE EMT tHXE B RILHM  (SPx40)

Snail X Vimentin FH4: 5235349855 ,E-cadherin BH 4
Wag o DL 7,

3 it

AR JEL AT, 98 240 e S A% AR 2202 R e R ke
R ZIPEE, bR - [ Bt 4k (epithelial-mes-
enchymal transformation, EMT )2 il 41 i 3 15 1T 72
AR ZERE ST R OCHE . b Bz IR Iebed 40 it & 2 EMIT,
BB SRS i B BRI 5228 Pk T
IV i 240 B A0 5T 1Y) RE 07 25 B) o 2R A, 4N B Je bR
Y E-cadherin B % % #4851 (Z0-1) % K35 T 4, 8]
Fibna 4 vimentin . o ~-SMA Az N-cadherin %5 |- LA
K Snail \Slug F1 Twist S5 SR FiG PEdg g . FIIL,
BH 1 EMT &A= € 1 R 30 B b i 5 3% i ¥ I 7 3
W& B, ZHAN £ 5% SR L 12 Z AL 8 H (NEDD8) i
AR B R F MLN4924 7] |3 ROR o , B AR
MBI , B AR 55 R T ARk BFRY
KARFEY) AR )BT I8 25 ) 41 ) g EMT 2 0h
R OT . A AL, ZHE L Wt {55 5% TR
B -catenin, TCF4 5 vimentin 1 I+ 4 E-cadherin #j
il EMT®, JII B 2 Z n XL TGF- B /Smad3 15 51l
BEIDIE/ N R iR A i EMTEA,

SEH AT WIWF ST UL , DADS Al 1] MGC803 41
JHLAR S L, S8 4 B SR 2 G A, KSR A PR A B i
FEm IR AE , LR 1 L mEAL 5 A0 e R B 4 A
T (p21WAFL) , 3876 p38 kil 4 i oM 5 Va1 S
(ERK)ii % , J877 ATR/Chk1/Cdc25C/Cyclin B 4, BH
G /MU, ZE R AR 1 B 2H A R %55 DADS #b 3
NS AR 22 5 E AT, ZBLIMKL T8
ROR o ik [-94¥, JFESE DADS jfiit Racl-Pak1l/
Rock1 i % T I HL 22 Z IR 2 1 0 1(LIMKL) i J5

&R FEE 9CMMP-9 ) Il 36 5 [ 4 I 25 11 it 1 1)
1 3(TIMP-3) Il B4 EMT 512282, iF
52 W,ROR o 7€ B A5 i B8 e i
9 FLIE SO0 S AT R Sk
S S 1 L S 2 A R b 23k TN IE, M RO-
R AP NI LR e A0 i b 5 5 1R 2B vk
AL R ROR o AT BESEARIIAYTHE S, RORa 7F
FUBREA US40 b 2635 N, K ROR o k]
T LR 20 M 1R 22 6E ) S RS AR A 1, 3R
ROR a JEWFE ML @, LEE %54t 7 ,ROR
i Wntsa 58 1 C (PKC) iy = i i da
Wt 38 %, | L PR R A ZE FIER] , DADS H]
RELIT Wit 3 #% |7 miR-200b 1 miR-22, #l#1 & ¥
YA sE SR FEME S TP, {12, DADS 215 -
& ROR o #ifll B FE 4L EMT, i AR5 2E .

AWF5E RT-PCR 5 Western blot 27, DADS 4k
S, 441 RORa mRNA S5 L, X R4S
25 BRAR A TR AR T Oy f 3 o 2 b BB Bl s
ROR o 12K ZH # MGC803 4 it K /IN 5 I AR 25 S o
., £ 4 B 40 REAR TE 41 it £ | S RUPE T Oy B
. DADS ZhFRXT HE 24155 10K 20 5 A P i 400 B A/
— B, KER A 2 Y S R | 5 AR R AR, R
DADS FJ |-# ROR o #1)1ii] MGC803 4t fitd [r] [i4] Joz 2
R4k . T Snail .E-cadherin 5 Vimentin J& /92
EMT fY S R 7129, Ki-67 J2: fiiviRg 14 78 R oy 1Y) 3 22
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