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Effect of Golgi a—mannosidase Il expression inhibition by shRNA interference

on invasive potential of human gastric cancer cell and its mechanism
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[ Abstract ) Objective ; To analyze the expression of Golgi alpha—mannosidase Il (GM Il ) in different gastric cancer cell lines and to in—
vestigate the role of GMII in gastric cancer genesis. Methods : The pGPU6/GFP/Neo—GM I —1406 gene was transfected into MGC—
803 and SGC-7901 cells using cationic liposome assay. Rates of transfected positive cells were observed and calculated under invert
microscope. Gene and protein expression of GM I , E—cadherin and a—catenin were tested using RT-PCR and Western blot respec—
tively. Invasive abilities of cancer cells were analyzed by cell scratch and Transwell assay. Results : Protein expression of GM Il was
significantly inhibited and expression of E—cadherin and a—catenin in MGC-803 and SGC-7901 cells was up-regulated compared
with those of untransfected cells(P<0.05). Cell scratch assay showed that the invasive abilities of cells transfected with GM Il gene
were weaker than those of control group cells(P<0.05). Transwell invasive assay demonstrated that the invasive abilities of cells trans—
fected with GM I gene were weaker than those of shNC groups. Numbers of Transwell cells were 65 +5,197 + 6,186 +5,72 +
4,178 +4,184 £ 5 in three groups during 18 h,with statistical differences(P<0.05). Conclusion.GM Il gene silencing contributes to

decreased invasive ability of gastric cancer cell lines,which is involved with up-regulation of E—cadherin and a—catenin expression.
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1.1.1 - FZLH pGPU6/GFP/Neo—-GM 11 -1406 A Aij i
HAIRCR e ok 2528004, Lipofectamine® 2000 Reagent
RN T Promega 23 577 i, RPMI1640 1535 5645 JRE
fitE e H 2€ [ HyClone, Trizol , RT-PCR &7l & .DNA marker 1
T TakaRa 227, 8 H R BCA 3 H e 10 & H
marker 14 F 24 = KAEWHE AN, BRI L (polyvinyli—
dene flouride, PVDF) [0 [ 4[5 24 5], MAN2AT (A GM I 2
POt N To iRl H 26 [H Santa Cruz 2\ 7], E—cadherin .
a—catenin PRI FIL G R HEA RA T, RITA B-
actin 230 HRP bRl i 1gG BRI E ALY (horseradish

peroxidase, HRP) FRic FHi A [eG W H b 50 A2 G0 £ W)
ROF] 2t &R &N Bioworld 24 F, RT-PCR 514
A T AR,
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121 SERAE ARSI 2 A AR 3 4. OGM I
ShRNA 41 ; @75 (AN B4 ; OFITEXT BE4H , BE2H 15 3 5 FL,
122 BRI S F st S IR Lipofectamine®
2000 DLW, YL ET 24 h ks B R A AR MGC-803 1 SGC-
7901 LAEEAL 2 x 10° ml/L 1) 410 %5 BE 420 T 1 6 fLAR N
37°C, 5%CO, WA R 55 24 b, ARG A 90%0~95%
IR B A GM 1T shRNA 20 K BAVE XS RELAL A0 . 7E G
B EP B LUT PIFNAT, A W4 pg B9 DNA+JGHUGIL
15 RPMI1640 555555 3 250 wl TG ;B W : 10 wl 5 B4+
JCHUICILTE RPMI1640 15373 3 250 wl 1A ; A T+B W
TRAT, EIIEE 25 min, FETLHLTCIMNTE RPMI1640 35 5550
VRANM 3 U A, IR IIA 2 ml JeHEJC sl B 574 , 1R
A1, 5555 6 h RN A UG E LT , PR R 24 h, D6 B
B H A YL RE B E A 400 we/ml W EHY G418 HEATHiE 2
JEUG BT 1 B B s R A BRI A T KRG 3% . B Rkl
MR, FROGEBAEE TR I g Al s
(%) =(LEEHE G AMIEY G T B x100%,

1.2.3  RT-PCR A& GM 11 IR B 400l GM 11 E—cadherin
FIl a—catenin ) mRNA Fi5 % Trizol 157 A IH HE B4 4H
A RNA S5t i BB I Fl, Dk AR5 A0 3 516 0 B A3
RNA B W AR 4% RT-PCR IXH & 5t
A% cDNA, 45 RT-PCR 9" 8 I , S0 F . 55— 94 «C
30 s Bk (F1)30 5,72 °C 30 s, 3L 35 MEIR 5 498 C
10 5,68 °C 1 min, 3t 30 MEA, LEHRIGHU N =4 5 pl F
1T 1.5%BBE LR FEL K , K FH Quantity One ST HELIK S5
R IRBEAH, LA B-actin NZHR | A4S 25717 5 N 2 (10 IR BE ALY
H(EZ 7" GM I mRNA . E—cadherin mRNA  a—catenin mRNA
FRIARX 2 b

1.2.4  Western blot ¥l &5 62 40 it GM II .E—cadherin F1 o—
catenin K AL YL 48 h T, K RIPA ZU@HE 5 4R

#1 RT-PCREWHEMHISIMFEFIR=YKE
Tab.1 Primer sequences for RT-PCR and product length

JEH 5175 BJGRE(C) FHRE (bp )
GMTI 7.5 ~GTTTATTGTCGAAAGTCTCACACC-3’ 58.0 126
Fif:5’~CACCTCAACTGGATTCGG-3"
E-cadherin _E¥%:5"~GGGTCTTGCTATGTTGCC-3 573 132
TFH%:5"-GTTCGCTCTGTCTTTGG-3"
« —cantenin F#:5° ~GATGGACAACTATGAGCCAGG-3’ 58.0 182
Ti#:5”-TATACCAGGCGGGAAGCATCG-3"
B-actin 7.5 ~CCTTCTACAATGAGCTGCGT-3" 523 147

.5’ ~CCTGGATAGCAACGTACATG-3"




— 312 — BERERKZFIR 2014 F£5 39 E5 3 #5 ( Journal of Chongging Medical University 2014.Vol.39 No.3 )
2 BRARL GMITshRNA 41 78 FO HRAL BP0 R 2 45 21 1 e ARk B 41 MGC-803 TAEIZH 69% (& 1),

SR, BCA P 8 (v, B RE S A B RE SR M L. 411
RA, WA, 4 SDS-PAGE BEIH 1K 1B 54 3] PVDF JIi
1, 5% MR A AT 1 b, 43R A —$t GM T (1:500) \E-
cadherin (1:500) , o —catenin ( 1:500) F1 B-actin (1:1 000),
4 CUKFIMFE W0 HRP FRICH0 (1:1 000)37 CHFH 1 h,
i3 20/ Tris—HCL 22 rhER IR BN 3 WK, fb &G s% R
Quantity One BRI 5E 2530 RO BE A, LA B-actin SR,
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5 4 TAT R — S0 <R, I TS M RPMI1640 1557
TV B ) 25 0, 498 5 T 1M 35 19 RPMITL640 K7 37 15 77
24 h i, PR 10%/NAF LT 19 RPMI1640 % 27 I 1% 5%
24 h, TR AN 3 E AL AR X 4 (= 2215 BT iR
HH, LA 48 h Hi 5 RIR 58 22 R A AN Y A R Z2 RE T

1.2.6 Transwell RIMZ B8 K LIS N 8.0 pm ¥ Tran—

swell /NEFLATCH 24 FLB/INLA, I 50 mg/L Matrigel F17G
PUIC LI RPMI1640 35777044 1:5 HL B i A B0 1
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0.25 %R A AR 00K A Ak i 45 il S A sk i, LA A
FL 200 pl AMAEEEEE M 1 x 10° A~/ml 37 3] /N %8 B S I |
Transwell XUZ LR F24 24 LA A ITA 500 pl & 10% 54
MLIE BIFEFEW . TAIEF 46 18 h J5 , iU Transwell /N2 PBS
VE 3, 4%Z B EE 2 30 min, IH0E 3 90 B 3T A A
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2.1 AR Zm R A S gk HE R R R AR et

# pGPUG/GFP/Neo—-GM Il —1406 T 41 Jit ki i A 5 48 44
Jitl MGC-803 F1 SGC-7901 4fiffl,48 h J57EZ G & Wi
WEAN A % (9 R  RRIB IR AL Qe TR P 2

Ak B A AR SGC-7901 ikF] 64% (K 2),

B 1 GM I ZEEBRM - ERE MGC-803 1A 48 h FEELERW
22(100x )

Fig.1 Expression of GFP after GM |l plasmid being transfected
into gastric cancer cell MGC-803 at 48 h under inverted
microscope(100 x ) and inverted fluorescence microscope
(100x )

2 GMIIEARHEZERE SGC-7901 4AAE 48 h JSEEZ
WE& (100% )
Fig.2 Expression of GFP after GM Il plasmid being transfected

into gastric cancer cell SGC-7901 at 48 h under inverted
microscope(100 x ) and inverted fluorescence microscope
(100x )

2.2 RT-PCR ##] shRNA 74 GM 1L /5 B & e e, GM 1L (E-
cadherin #= a—catenin # mRNA &k

K Quantity One FAF4 BT HL Ik &5 IO BEEAE, L) B-
actin HZ M, L& SRl 5N S KBEE M RS GM T
mRNA E—cadherin mRNA a—catenin mRNA AAEX &, GM I
S AAEAR A6 B R 40 A MGC-803 Al 431k B e 41 SGC-
7901 ¥ GM Il shRNA 414 mRNA (3R IAHE I AT T 25
OGS HRL, BT B2 403 (P<0.05) 52 #R 4 ALY E-cadherin
A1 a—catenin mRNA F)2E7E GM I shRNAZH 41 Jifg I 12 v
T2 IR, B IR (P<0.05) ,3 FHEAF mRNA HA% [ 25
X R EH 5 B XT B2 22 [ TSt 127 28 L (P>0.05) (& 3,
El4,%2 4 3),
2.3  Western blot 4 shRNA #74] GM Il & § J& 48 6. GM
Il .E-cadherin #= a—catenin & & 43 & ik

H Western blot Kzl 2 BRANAEAS A 3 440 H GM L |
E—cadherin ,a—catenin & [k , LI 5N Z B-actin
PRI BE 4 LU (B 3R B AR XS 5 1, 452 CM T AR 3R
IKRP GM L 5 B-actin WOGHEE LUAE . GM I 43 EAR 310 15 9
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GM T shRNA ZH 4 it B b e 125 10 IR AL 1 XT IR A (P<
0.05),3 FhEE F145 A 25 P16 B 4 5 B P e BB 4 22 18] 6 42 3
RSP >0.05) (KIS K 6,4 4 .3 5),
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M. DNA Marker; 1.4. GM Il shRNA 41 ;
2.5, BATEXS HEA 53 6. 45 IR IR

3 3%H MGC-803 #iffid GM Il \E-cadherin, o —catenin
mRNA FRixfER
Fig.3 Expression of GM Il ,E-cadherin and o« -catenin mRNA in
three gastric cell lines from MGC-803 detected by RT-PCR

B-actin: 147 bp
GMTI :126 bp

E-cadherin:437 bp

B-actin: 147 bp

a—cantenin: 182 bp
B-actin: 147 bp

M. DNA Marker;1.4. GM Il shRNA 41 ;
2.5. BATEXTBEZH 5 3.6, 45 A BRZH

E 4 34H SGC-7901 #fid GM Il \E-cadherin. « —catenin
mRNA R ER
Fig.4 Expression of GM Il ,E-cadherin and o« -catenin mRNA in
three gastric cell lines from SGC-7901 detected by RT-PCR

24 @R R Mg R AT

48 h & , 4tk MGC-803 () 3 ZH4Npe Lb4s , 22 A 4T
2F 7 X (F=15.898 ,P=0.004) , Wi ¥ LL 3¢ GM 1T shRNA £ 411 )ity
[(476.15 £ 131.54) pm|# BART 25 X RRZA[(963.24 £ 127.73)
pm](P=0.003 ), 7] i B e A% T (1P X6 FE 411 (984.05 + 114.67)
um](P=0.002) (& 7) ; 40fikk SGC-7901 (1) 3 LHAMMI Fedss 7

#z 2 3£ MGC-803 4ipsh GM Il \.E-cadherin, a—catenin mRNA FRi&TEMR (x5 )
Tab.2 Expression of GM |l ,E-cadherin and o« -catenin mRNA in three gastric cell lines from MGC-803 detected by RT-PCR( x + )

mRNA GM I shRNA 4 EERGIEE Rt gl
GMII 0.377 +0.052 0.687 +0.012 0.618 +0.043 22.822
E—cadherin 0.797 +0.016 0.368 = 0.037 0.364 +0.028 231.349
o —catenin 0.838 +0.024 0.421 £0.051 0.395 £0.013 134.418
GM T : BMEXFREZH 5 GM 1T shRNA 2H 123 [ %) BR 4H (P=0.001, P=0.248 ) ; E—cadherin: FIPEXS B 2H 5 GM [T shRNA 2H F125 [ %] BE 2H (P=0.000,

P=0.868) ; a—catenin : BIPEXT FRZ1-5 GM T shRNA £ 155 [ BEZH (P=0.000, P=0.424)

#* 3 3£ SGC-7901 #hfaH GM |l \E-cadherin, o —catenin mRNA RiXES (x +s)
Tab.3 Expression of GM Il ,E-cadherin and o —catenin mRNA in three gastric cell lines from SGC-7901 detected by RT-PCR(x +s )

mRNA GM IT shRNA 4 ROy E:) FF %t B 4 it (e

GMII 0.489 = 0.023 0.832 = 0.033 0.844 + 0.042 109.077
E-cadherin 1.103 + 0.009 0.655 = 0.023 0.676 = 0.045 256.487
o —catenin 1.033 +£0.017 0.527 +0.021 0.497 = 0.033 448.789

GM T : [ X BEZH 5 GM 1T shRNA 21 F125 [ % BE 4H (P=0.000, P=0.676) ; E—cadherin: FIPE %5 B840 5 GM TT shRNA 2H H123 11 %) BE 4H (P=0.000,
P=0.452) ; a—catenin : FIPEXT FEZH 5 GM T shRNA £ 0125 (4 X BE2H (P=0.000, P=0.186)
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WAL 7 L (F=24179,P=0001) , M H L GM Il shRNA
ZH 20 B[ (392.63 + 110.26)] pm U BT G A% T 25 (o0 B 20
[(957.13 +134.25)] wm (P=0.001) A1 BHPE X} IR £H[(978.03 +
112.47)] pm(P=0.001) (&l 8),2 #k 4 g 25 1 XF HR 4 i BF
X BEZH 2 [ JE 4012 75 L (MGC—-803; P=0.845,SGC-7901 ;
P=0.839) , FHH 43 5% Y T4 BUR AR 9 1K | 434k 15 g 2
iy GM I 5, QIR X 32 sliRe S8 s a5 .
2.5 fAMAR R R g R ST

18 h JE gt /INE 1 MGC-803 41 4 A5 OB 41 a3

B3 22 RAE SR L (F=561.384,P=0.000) , i Lt
% GM ITshRNA ZH[(65 + 5) /™ BARTFZS XS IRAL[(197 = 6)
A~1(P=0.000) F1 B4 X} BEZH (shNC) [(186 + 5)~](P=0.000) ;
SGC-7901 4N AR ML EF AN 14k 3 2H Heie 2 R B
Giita i L (F=626.737,P=0.000) , iP5 Hu 4 GM 11 shRNA 40
[(72 = A BAR T 28 X RRZ[(178 +4) 1] (P=0.000) i
B BEZE (184 = 5)/1M](P=0.000) ; P AU LSS [ 28 F A IR
21 5 PIPEXT AL AH L, 22 0 JEGe T2 L (MGC-803 ; P=
0.216,SGC-7901:P=0.143) (K 9 |4 10),

1 2 3
cmll 132kD cMI
E-cadherin : 128 kD E—-cadherin
a—cantenin M 102 kD a—cantenin
B-actin 7 ' 21D B-actin

1. GM IT shRNA 24 ;2. BATEXTIRZH ;3. 28 (U0t B

5 341 MGC-803 #if# GM Il .E-cadherin,
a—catenin BHERIXER
Fig.5 GM Il ,E-cadherin and o —catenin protein expression
in three gastric cell lines from MGC-803 detected
by Western blot

1. GM ITshRNA 2 ;2. BAPEXT EAH ;3. 25 FIXF HRAL

6 320 SGC-7901 #AfaH GM Il \E-cadherin,
a—catenin EARIEERL
Fig.6 GM Il ,E-cadherin and o —catenin protein expression
in three gastric cell lines from SGC-7901 detected
by Western blot

%4 3£HMGC-803 fifat GM Il .E-cadherin, o —catenin EEFREER (x+5)
Tab.4 GM |l ,E-cadherin and o —catenin protein expression in three gastric cell lines from MGC-803 detected
by Western blot( x +s )

EHE| GM I shRNA 4 25 (AR HEZL FAF B2 it afd
GMTI 0.577 +0.012 1.307 = 0.033 13170.018 1 041.040
E-cadherin 1.476 £ 0.016 0.825 +0.023 0.796 = 0.025 943.662
« —catenin 1.698 +0.019 0.791 £ 0.041 0.825 +0.043 611.385

GM T : %) HE2H 5 GM 1T shRNA £H 125 19 % BE 26 (P=0.000, P=0.610) ; E-cadherin : B P % BE2H 5 GM 1T shRNA ZH #1123 [ %] BE 2H (P=0.000,
P=0.152) ; a—catenin ; JHPERT R 5 GM 1T shRNA 2H 125 (%) B 2H (P=0.000, P=0.292)

%5 3% SGC-7901 #HAT GM Il .E—cadherin, o —catenin EERIEER (x5 )
Tab.5 GM |l ,E-cadherin and o —catenin protein expression in three gastric cell lines
from SGC-7901 detected by Western blot ( x s )

HA GM IT shRNA 41 G ERopE) %t B 4 eilii(E
GMTI 0.623 = 0.009 1.241 +0.020 1.235+0.015 1282.814
E-cadherin 1.554 +0.024 0.669 = 0.032 0.679 +0.027 1114.597
o —catenin 1.392+0.013 0.612 = 0.039 0.622 +0.011 920.631

GM IT : B BE 2 15 GM 1T shRNA £H #1451 %) B 2H (P=0.000, P=0.856 ) ; E—cadherin ; [ ¥ %} B ZH 5 GM 1T shRNA £ 125 [ % 18 4H (P=0.000,
P=0.768 ) ;a—catenin : BIPEXTIEZH 5 GM IT shRNA 21 155 1% I 2H (P=0.000, P=0.650)
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il 3 % Y L
Oh 3 : ‘= 7‘ ';V..c.' "(, :
1. GM ITshRNA 41;2. BT HEL 5 3. 28 (% Bt
10 BEYA SGC-7901 GM | MEAGEREHTHER
(200 %)
Fig.10 Invasive movement results after silencing of GM |l in
gastric cell line SGC-7901(200 x )
48 h
1. GM IT shRNA £ ;2. T REAL ;3. 45 (% BE 4
B 7 BEMEMGC-803 GM Il B EXIREI ML R(100% )

Fig.7 Scratch test results after silencing of GM Il in gastric cell
line MGC-803(100 x )

3 3 i

1ol JR A g — o B A i g ol A T
AN PR 5t 0 -5 240 0 S 22 i) 5 B 2 AR o, e Z g
SR BT S 5EABRINTAN, B 2, B ik
AEZ S A b S ANl {5 544 5, O RERE i
VRN 0 A A AT Bamp NE R 3R, VR i i
PN ) I i 14 S e A LA o 240 L P D RERE R
AMRE S 5 4 J R 1l uPA HAE A2

Oh
FlK Al FOE R 28 1T LI AL Ste20 SAREYSKI
T34 M (4 PR RS0, A AR 1115
B S U T4 1 2 2 R WA . 5B
AR 5 R FEIER BRI 2 | TSR 21 (A
W PEIRSUAT WAL RS SR, il

1. GM T ShRNA 4152, BT 53, 55 P10 A 24 2 A A 1 PR S R A 2 S AT
8 B SGC-7901 GM Il HERF IR LB MAnL R PEF AL R S IR I DI,
(100x) GM I35 1 i N-W AL A M v OGP Y

Fig.8 Scratch test ll'lesuléze:;te;:(i)l:erlc;r;g of GM |l in gastric cell Eﬁfi?&*@] N—%ﬁ%ﬁﬁﬁﬁf%ﬁﬁ%ﬁMﬁ@
e SeeTe IR PR A s R TS AT

fift T 22 TG A DR SF TP 51 o I RE AR S PR 9 BT ] Gle—
NAcManS5GIeNAc2 b a-1,3 Fl a-1,6 EHE A H &
WL LA GIeNAcMan3GIeNAc2 A 4% L 1) B
BELEHE I — S5 H 2 HE — 25 MY N- B B g
JURYFEA AR, RS W IR A5 N B0 25 1 PR
B 2N D IR S RS X R 4 AR A
R A DAV E ] A5G T BRI L] A F
9 BN MGC-803 GM Il B EREEHTLLER(200x) SLT, ORI BER S 5 5 R ARG GM I 21
Fig.9 Invasive movement results after silencing of GM Il in il ’ 5 | LA 2 D T A1 %ﬁ%?ﬁ*@i{ﬂi@’ﬂj ’ NI
gastric cell line MGC—-803(200 x ) ARREIAR B B ()RR, BROAR S e vy H B 2

1. GM 1T shRNA 2 ;2. BPEXT IEZH ;3. 23 X HR A



— 316 —

BERERKZFIR 2014 F£5 39 E5 3 #5 ( Journal of Chongging Medical University 2014.Vol.39 No.3 )

i B A R 1 TR I 2016 B R 0 ML MGC—803 FI
Hh ok B AT SGC-7901 (9 GM T 3 A | [l Hiis
A RT-PCR Fl Western blot ¥ 2 #R40 4520 1)
GM IT ik, B2 o, A A4 H 19 GM L shRNA
A GM I & 5 B EAR T H A & 2 B RZE A
PEXTHRZE , B0 1] TUER GM I KLYy, 45 36 AR A1 85
F% 20 A A I SR SE 58 5 Transwell 4R 4R 28 52
5, R on B A A 2R RE ) TR X B GM I
e B R0 sl P o A

E—cadherin 2 5 ¥ BRI 4E 37 TE 5 41 i A] 9 1%
Fe 2 AN N AR B 01 v A — o 2 5 4 i ) [ 5
b B PR A BT S 2 S £ 1, BRI A
20 22 R] | 40 M5 o 2 [ Y 2k B SO Ak 2H 21
SSRGS, IR AR A i A S 5 4
(RS JLPAETE TP A I b R A & —Fii
AT R -, FCB MRS AT Il o e %
RITNHEN8 H 24 E—cadherin ZEJRBIDIRA T RIA T
Re Bl SR J 240 ) P A 280 B D 58 B T 2R
A An i HOT AR K AR T
X HUR g FLIRIRE RS IDe i | m 9 psie S R i <5
Jifeg (A F 58 HP I SE | E—cadherin ) 2635 BAK 5 88 0E
R EE IR IR S B A P ] i A DG -21 ) AR
W5 M FH RT-PCR 1 Western blot 6 il I [r] 37T 2k
GM L= 1) 15 R 4 ik 70 bk MGC-803 A pfkk
SGC-7901 f) E~cadherin mRNA A A &8, HAH
GM I shRNA 411 E-cadherinf) mRNA F1%& (4 75 £
I 5 T 4% F 28 U0 REZE RN PEX BR 2 45 2 ) 25
S HRAG R E X 2R P A
6A8a—H M (N a-HEM T2 —) /5 E-
cadherin 1% %5 B 52 38456 [7] B S AR s 200 b ) P RS i
HBEARAIAT A R 2, $2on GM L {e ik B i
BEF ] BE 38 1 T % E—cadherin (2635 45 D) 52
58

i35 % B 410 1 L P ae—catenin 2 7 20 2R (%
(a—cat ,B—cat y—cat .p120ctn) 11— 51 , TE 2 Fh 4
AU ek, Sdlar & A R, J& E-cadherin %
RN ZRA T T . a—catenin —¥ij5 B—catenin
454, —un S WLEh & P A A 2R & f il B
cadherin fZ 1R HI(E 51 S BN A0 B 42 BN & 4%
YEH . E-cadherin FI/EH & BEHCHT T a—catenin 3]
AE M IE 71, a—catenin 19555 B0UAZ 1] T3 E—cadherin
5Bl 22 52 2 BIROIR A0 A 1R H R E-

cadherin % KBTS BE AR 285 B, DA JC 725 B 1B i
e 20T MO 18 D 2k i) LA e R 1229 AR i
HAETTIE A R A S g wI L R GM T 5 9
IR ZE R AT AR, Ry it — 4 UE S —AH C
PE, B RNA THEH AR GM 1T shRNA Bk 24k
FIBHHX JE AR I 4 SR B 1Y pGPU6/
GFP/Neo-GM 11 1406, ASZ56 FPops HRL e A B i
YIRStk MGC-803 FlH 2k kk SGC-7901, FH
RT-PCR F1 Western blot £l GM I fiimRNA F1 & [
FER W UTERE T T B CM I Y mRNA
MR AR, [FI R 285 B O T B
cadherin F1 a—catenin FJmRNA FlHE [ EKIATH M, 45
RN 2 PRAEMIEY GM IT shRNA 2H 5525 (1 % BB ZH il
BFV X BEZE T LE , 9 R F B mRNA FIEE [ 32840 A
FE Tt B2 L FH 40 R I S 56 Al Transwell R4
{RZBSLHRAI GM T ULER 5 e 40 M A (R 218 )
Ak AR AN B AR GM T shRNA 2H
1RZERESIHA s . AT A4 R s GM T
UUER G B TR AN A Y 12 22 B8 s | AT BE At A
E—cadherin ,a.—catenin F¢) 2 35 M S |, X -5 BR AL
o S OSTE LR 40 B A A o 4 SR L — S, 4R
7 GM 1T ] R 3k 200 i 2 1 28 B 0 7 i el 28 (R A
E—cadherin 1 a—catenin FJ3%3K )X —ig e e 7F 5 I
MR 28 , ELAE BALTIA RE it — 2D 5E
25 B Rk, GM 1T shRNA %5 Y2 A 5 95 20 A 43
etk MGC-803 Flrf 43k ik SGC-7901 J5 HE HH Wk 41p
il AN 1R 285 ShBE T, S5 A T AT e s R e
INH GM T & — M3 AR TRl T
E—cadherin # ac—catenin B3¢ 5 M1 24075 41 Jifs A= 31
RS, LB B AN 1R 2508 1, FR itk oM /]
ReSN B RTS8 — AN A 2
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