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[ =] H® 335} E-cadherin %iﬁ?iﬁﬁﬂ¥éﬂﬂﬂ@ﬂ¥ﬁ;(hepatocellular carcinoma, HCC) s GSK-3B WAL 2 1 5 51 I
AIEERLS] . FE 2 RNA THREARENT E-cadherin FIKHE AT E IR, Western blot SEHG AR E AR A1 (HepG2-E-
cadherin-shRNA ) E-cadherin 35K LA K GSK-3B 5 Akt MBERR LK 10 wmol/L PI3K #lil51 (LY294002 ) 4b 2 HepG2-
E-cadherin-shRNA ZHfifd , Western blot %4 GSK-3B Hii2 kK F-, RT-PCR #:il] HepG2-E-cadherin-shRNA #fififl PTEN il Egr-1
i mRNA 7K, Western blot #0400 PTEN )25 FHFAKF, 4558 : Western blot SEH 25 R FE 0 | HepG2-E-cadherin-shRNA & 2E
FRAHM E-cadherin 285 7K 4028 A% FRAL T 824 82.54% , GSK-3B BEMR AL /K 428 (A BRZH T4 298.93% , Akt BiR b /K P
s AN IR 24 218.98% ;1.Y294002 1E 4 h J& , GSK-3 B b /K5 25 FH X FRALAH L F R 48.13%; RT-PCR 451 7.
7%, F¥4 HepG2 4l E-cadherin FiA/KFJ5, 4l PTEN () mRNA /K FREZE 76.14% , Egr-1 () mRNA /KF F &% 66.89%,
PTEN B8 A5 K FE T FREZE 53.77%. 8518 : A HCC 41l E-cadherin #1335 SEANIEN GSK-3B BRIk S AR 7] BE 230
i PI3K/Akt FO{55- M SEEL Y

[KEER] E-$5FhEE; IFAMTRE; Ak (555 Sk, MRS EHYES 38; PTEN
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Down-regulation of E-cadherin upregulates the phosphorylation level of GSK-3B in human
hepatoma cells

MA Xiu-ping,ZHANG Hai, WANG Yi-pin,ZHANG Li,MA Juan,PENG Tao, LENG Jing*

(Cancer center ,Department of Pathology ,NJMU , Nanjing 210029, China)

[Abstract] Objective:To explore the molecular regulatory mechanism of down-regulation of E-cadherin inducing GSK-3B
phosphorylation deactivation in hepatocellular carcinoma (HCC). Methods:The stable cell line without E-cadherin expression was
constructed by RNA interference method. The expression levels of E-cadherin, Akt,p-Akt, GSK-3B and p-GSK-3B were examined by
Western blot analysis;The expression levels of p-GSK-3B in HepG2-E-cadherin-shRNA stable cell line were examined by Western
blot analysis after 10 pwmol/L. LY294002 (PI3K inhibitors) treatment; The mRNA level of Egr-1 and PTEN in HepG2-E-cadherin-
shRNA cells were tested by RT-PCR ;The expression of PTEN was also examined by Western blot analysis. Results: Compared with
the blank,E-cadherin expression level down-regulated 82.54% ,and the phosphorylation level of GSK-33 and Akt upregulated
298.93% and 218.98% ,respectively. With the stimulation of PI3K inhibitor (LY294002),the phosphorylation level of GSK-33 down-
regulated to 48.13% when compared with the blank. The mRNA level of PTEN dropped to 76.14% ,and Egr-1 to 66.89% when
compared with the blank. The expression of PTEN protein also down-regulated to 53.77% when compared with the blank.
Conclusion ; Down-regulation of E-cadherin deactivated GSK-38 via PI3K/Akt signaling in HCC cells.
[Key words] E-cadherin;hepatocellular carcinoma; Akt signaling pathway; GSK-38 ; PTEN
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Bl A B 38 (glycogen synthase kinase 38,
GSK-3B ) st — ] R AL MR L5 A 2R 1 e
JEMEIEUE B SCHE R . GSK-3B J2& PI3K/Akt*/Fl
Wnt/B-catenin* 2 i {5 538 F% (1) S B LH B 7 ,
5520 M R B SRR T AN oA S R A A e T
1T GSK-38 25 T ZFh i k8, 7 ibes 240 e
W55 S s T R4 T EEAEN .

RGN SRS, 76 PRI HepG2
T E-cadherin ByIAKF-, AR NBERR LR TG
) GSK-3B 7K b 2 17t (H/FE4il E-cad-
herin 3K T JE GSK-3B 176 1 A A AR B 8 s 5%
F HHETH A

A5 IE AT RNA THEARE ST E-cadherin
FIRER RS E AHMRE , R L E-cadherin $RiA7K
SELL R ALY Akt 5 GSK-3B BERRIL /K5 FFis
PI3K 10550 b A S A Mk , A0 GSK-3B WL 1k
IR LIESEAE HepG2 4+ E-cadherin 2235 T
A B3 1 B0E PI3K/ Akt {55 % 538 [ # /5 GSK-
3B K IR A B

1 #RFnAiE

L1 A

N5 40 B #F HepG2 4B (36 B American
Type Culture Collection 23 7] ), DMEM =5 ## £5 77 &
(£ Invitrogen 2 F) , T3 JEAR G A 13 (WL R
B YRR ATBR A R ), PI3K H5HU5I LY2940021
PKA I il 5] H89 .Erk #l #l 5] PD98059 ( 3% [
Cayman Chemical 23 7] ), %2 9T A\ E-cadherin , % T
A % 2 K GSK-3B (Ser9) . i HT A W MR 1k Akt
(Thr308) | LT B 1 WL i I il (PTEN) HT R (38
[E Cell Signaling Technology A F]), FPTA GSK-3B
PUAk (3% [E BD Biosciences 23 Al ), BT A AKT1 $i
Pk (52 SAB 24 W), BT ABERR H i i =
(glyceraldehyde-3-phosphate Dehydrogease, GAPDH)
(LR AEY TR R L B-actin NPT — 4T
(% Santa Cruz A7), TRITC-EHi % TRITC-F
PURBUA (BUHIBERL AW ) , BER 73R (3R [H Sigma-
Aldrich 2 7] ) RNA PEGAS & Rneasy mini kit(%‘%
[ Qiagen A H]),RT i35 & . DNA Bk il 21857 &
( H A Takara 22w ), H4H ik pLKO.1 empty Fl
pLKO.1 shRNA E-cadherin plasmid®""’( & & White-
head 5% BT Robert A. Weinberg 181151 ) , pCMV-
delta8.91 packaging plasmid F1 pCMV-VSVG enve-
lope plasmid ( Fg 3¢ BRI R 242 R -0 ) |

1.2 7
1.2.1 @mpssi

N T 958 240 L HepG2 T & 109% I 4+ IiL 15 4
DMEM S 555, 37°C 5%CO, 46 # FLbE %
BUER R4 SRR 4 ] T 555 . HepG2-
empty 4L F1 HepG2-E-cadherin-shRNA 4iififd, ¥/
A 2 pg/ml S E A 10% 54 15 9 DMEM
G IR R R
122 (%9 R R AL WAL T

BOHEUE K I HepG2 4 2 x 10° 4>, #2Hp
F 100 mm x 20 mm 4UAETFRILAp, F¢ 40 H il B A=
KE#ELN 30% M, BORRETHE 1 x 10° UT/ml
LI By pLKO.1 E-cadherin shRNA 12 955 75 2K N
Polybrene 8 wg/ml #4741 /&Y% , L pLKO.1 empty
% FUE I BUANE NN S 37°C 5%CO0, 1557 72 h,
2.0 wg/ml BEM 2GR ik AR 40 pk . D) pLKO.1
empty 75 129 75 AL HepG2 RIS IS 4 il
PR HepG2-empty 40tk ; LA pLKO.1 E-cadherin
shRNA 15955 8 24 Y HepG2 4R15 HFEAE 4H L PR
A HepG2-E-cadherin-shRNA ZHE#E; Tt ,
P B, [F] BB HepG2-E-cadherin-shRNA
REHRD 6 FLAR, BEALERD 2 x 10° DA, 4353 25
F 10 wmol/L LY294002 .10 wmol/L H89.5 wmol/L
PD98059 Ab¥R, il ibFE)S 48,12 .16 Fil 24 h, 2
W S A, DA B S E A 3 D b
1.2.3  Western blot #&m] 52 36

WSO W R R A A8 R IR U A E PR A L A
AN TR 25 4 A B RS 0 240 P, A i 40 L A v iR
ELOr B AN BV O E B H e, L DMSO 41
JyXtBE . 64T E-cadherin .GSK-3B Akt Fll PTEN 45
PIE IR SR AT, EEEH ERETT 10%R N
PR HERS LUK, SR A IS N —Pt, 4°CIF R 1,
PBST P ik Jm , it —HiiF & 2 h, Ye¥)5 ECL .4,
2 X 2RI BRGNS B] B 2 e A A5
X A AT T HE R GE it o, DL S AT
3PLL,
1.2.4 RT-PCR

L HepG2-empty 4 }fi i X} i  HepG2-E-cad-
herin-shRNA 400 320640, AL 2 x 10° P4k
FT 6 fLAR, TRAREIEEA: K B LN T0%H
% RNA $EHUAF & Rneasy mini kit Ui B 45 #4745
YE. Wb iE RNA #E47 BiE R vk o0 A, [6)F )
Gene Quant 17 RNA ¥ EEFIZIEE . HL 0.5 g &
RNA JEA7 S s (ROBAR R0 10 wl) o 514051 4n
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'~ ,PTEN 5| %) F¥i% .5 -CCGTTACCTGTGTGTGGT-
GATATC-3', Fii#:5'-GAATGTATTTACCCAAAAGT-
GAAACATT-3', H#Y i Bedk 183 bp; 401 A= < e )i
KT 1(Egr-1) 519 % .5’ -AGCAGCACCTTCAAC-
CCTCA-3", Fii:5'-CAGC-ACCTTCTCGTTGTTCA-
GA-3", H®H BLK 140 bp; GAPDH 54 [ .5'-
TTCCAGGAGCGAGATCCCT-3', Fiif 5'-CACCCAT-
GACGAACATGGG-3", HI F Bt 175 bp, B 4 pl
¢DNA, b FI5194 1 wl,dNTP 2 wl,rTaq fif 1 pl
EHEFT PCR (20 wl VAR ), DA LESEmiy &R 3
WL,
1.3 “%itsusE

K SPSS10.0 G A AT 50 4347, BT A 4L
P LASIEL + Al (x £ 5)F7n, SEREAE 4k
RAH ¢ K56, A P < 0.05 WS HAGIFE L,

2 & R

2.1 T HepG2 %8¢, E-cadherin & & KT | 35 40
J W GSK-3B BhER ALK 2 538 5

VL HepG2-empty 4 i 25 X REAH , HepG2-E-
cadherin-shRNA 4 SCE0AT, & HLBG 77 40 B 42
HZH 0 S A5, Western blot 3256 43 591 K6 0 248 fitd E-
cadherin ,GSK-3B 1 GAPDH A3 ik /KL K GSK-
3B WML (p-GSK-3B%?) /K-, 45 H 40 #7  HepG2-
E-cadherin-shRNA F2 E R0 E-cadherin F2ik /K F
3 HepG2-empty 25 H X AT I £ 82.54% (P <
0.01), H GSK-3B B2 1k 7K F- (p-GSK-3p%*) #5445 I
WAL |- T124 298.93% (P < 0.01, 18 1), Z55R 5w,
pLKO.1 shRNA E-cadherin ZAEAT =441 RNA T
PAVEA, HAE HepG2 Ml E-cadherin B HIET
YA GSK-3B B e SR A 111 2R 15
2.2 HepG2 %@ & E-cadherin & ik T i *T 4% i@ i
PI3K/Akt 125 # F-i8 38 s tm i1 GSK-3B hak k&

H T it — 2 53 B E-cadherin 32 35 T i 5 3
GSK-3B RiIGEIHLHEI, RH 10 pmol/L #PEE PI3K
I LY294002 403 HepG2-E-cadherin-shRNA 2
M, REIUES R RRSS 4 .8.12,16.24 h; DL DMSO
VER25 AN R, Western blot 455 7 LY294002 1E
HJG , GSK-3B Wi R 1k (p-GSK-3p>?) 7K -4 25 14 Xif
WEZH 439 F P 2 48.13% .55.56% .57.92% .55.17%
F156.77% (P ¥4 < 0.01, & 2) , [AAFR A 10 pmol /L
PKA #0115 H89 5 5 pwmol/L Erk #1#I5 PD98059
a9 93 DA AR ] 77 16 Ab B4R D, Western blot 485 5 i 7
H89 5 PD98059 4G , 525 FR BRALAH LAk

20124F7 H
A
75 X IR ZH iy
E-cadherin ~ — — 137 000
pGSK3B | e 000
GSK-3p | W S o 00
GAPDH = S S 37 000
B
S 120
& 100 -
2
X 80t
=
= 60F
L&
= 40
5 *
= 20
3
B0 .
75 X IR ZH iy
C
~ 600
S #
& 500 f
2
S 400 F
4%
& 300}
o
g 200 F
<o N
< 100 |
2 I
E o L I
75 X IR ZH iy

75 X IR AL HepG2-empty 2@ AR AN, 5285400 HepG2-E-
cadherin-shRNA F25ERRAIMI . A. Western blot SZE4E 5 L /R 4 i E-
cadherin Fik7KV-FEAL, GSK-3B BERRILIK V- (p-GSK-3p™°) HH &7+
=73 B: 28 Image J FAHT , E-cadherin ik 7K P-4 28 X REAL T /%
T 8254%;C; 4 Tmage J FMF5HT, GSK-3B BERRILIKF- (p-GSK-38%)
Bezs XTI BT T 298.93%, Has AXIRAIAALL, *P < 001(n > 3),
Bl 1 pLKO.1 #Ak HepG2 % ae i A0 14 355 SR A4 K 41 i P

GSK-3p 1 A
Figure 1 Expression of E-cadherin and activity of GSK-38 in
HepG2 cells infected by pLKO.1 shRNA E-cadherin

plasmid

PR GSK-3B WAL (p-GSK-33>) /K-F- Y AR fL 2 52
TGt E L,

[i] B Lk HepG2-empty 41l il 2 25 14 X HR 41,
HepG2-E-cadherin-shRNA 2 ff 0 SC5G 4H | H B 57
ML H AR i A A5 1, Western blot SZ56: 4353146 1)
A AL Akt (IR IR DL S B FR 1K (p-Akt™®) 7K
Western blot 55 .7~ Akt BERR K (p-Akt™3®) 7K 45
25 HNTRLL [ FH T 218.98%(P < 0.01,8 3),
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201247 H O 4% . E-cadherin 2635 FHE GSK-3B W12 15 AU FALHI AT -899-
A 1.Y294002 2.3 E-cadherin & i& TF i 7T 4% PTEN 45 mRNA

DMSO 4h 8h 12h 16h 24h
P-GSK-3P - e e 46000
GSK-3p WS smee WP wSme W aump 46 000
GAPDH P S S SR S Sm— 37 000

—_ =
®x O N
S O O
T

N
IS

GSK-3p IR/ T- (%)
N
o

[\
S O
T

DMSO 4h 8h 12h 16h 24h
LY294002(10 wmol/L)

KA 10 umol/L #MJEME PI3K #1151 LY294002 43 HepG2-E-
cadherin-shRNA i}l , b ¥EZH 4 8 12,16 F1 24 h £ ; LA DMSO
ZZ XTI A Western blot £ 87K, 1L.Y294002 YERIJG , GSK-3p #5R
b (p-GSK-3B%*) /K -5 25 [ %F MR AL [ AR ; B : 28 Tmage J 54387,
LY294002 4b# )5 p-GSK-3p™° Fik /K -4 45 AN HALL 43 51 T b &2
48.13% .55.56% .57.92% .55.17%F1 56.17% ., 5 DMSO ZHAHLL, *P <
0.01(n >3),

Bl 2 HepG2 4l E-cadherin 7 ¥4 ik i PI3K/Akt /7
SR BN GSK-38 TIRESRE
Figure 2 Down-regulation of E-cadherin inhibits the activity of
GSK-3B via PI3K/Akt signaling in HepG2 cells

A 75 X IR S
p-Akt - | — 60 000
AKL S — 60 000
B-actin | NSNS S 43 000
B
3501
X 300f x
5 250+
<
& 200
&
= 150}
®
2 100
é 50 i .
0 . .

23 FOV IR SEH2H

Ll HepG2-empty £ il 24y 25 F % 41, HepG2-E-cadherin-shRNA
AR SEEG2H 5 A : Western blot 2558 ; B 48 Image J 504438, SE560 41
Akt BERRAK (p-Akt™ ) K F45028 AR IRZE T+ T 218.98%, 5728 FAXT
MBLAILL, *P < 0.01(n > 3),
3 HepG2 41l E-cadherin M 1235 _EH T4 Akt

T

Figure 3 Down-regulation of E-cadherin upregulates the phos-

phorylation level of Akt in HepG2 cells

KAk G F AR

bEiRsrEGsE LA E-cadherin 2535 T 78 A BEiE
THEOE Akt PR GSK-3B ki, N T HE— 0
E-cadherin #{% Akt FIHLE], ASCEHE—2E N Akt
AT WFSE PTEN 1E8L H R 5 K-F-F mRNA 7K
FRIRIBE M . LA HepG2-empty 41 i Ry 25 FH %) 1
4 , HepG2-E-cadherin-shRNA il Jfid 5 S286 20 ##1
17 RT-PCR, BifsHEEE I Uk &5 R W s, T
HepG2 4ii}fd E-cadherin Zik/KFJ5, 40 PTEN (1)
mRNA 7K TFREZE 76.14%(P < 0.01, 8 4A B).,
FILAZHUA M S B, Western blot SEIRE5 R R, T
# HepG2 4 liY E-cadherin ik /K )5, 40l PTEN
HFEIR K RIS 53.77%(P < 0.01, 1K 4C D).,
2.4 E-cadherin & i #7#] 7T /& Egr-1 49 mRNA
K

L HepG2-empty Fot 22 F 4 il o 25 11 % B4,
HepG2-E-cadherin-shRNA £ bR 40 il 0 SEE 4,
MLEAT RT-PCR, BRJRBEBEN UK SR W, T
HepG2 4ifl E-cadherin 2357/K ¥, 40 Egr-1 1)
mRNA /K- FREZE 66.89% , TR /K F-4523 1 4 I
HIE RSP <001, 5),
3 it i

Ao PEF9E:  (hepatocellular carcinoma, HCC)
SRR E OB I 2 — R E O 2 O A
i RO AR T B IX. SRR E AR SE A 2 A5r i 1 e
JE, MR RS R IR TR, R
YR R R S M AR 2R R ) ARk R K A e 7%
PRI b AR R 2 5 0 E AR

E-cadherin S 85451 26 8 R S 51 =2
—, BRI T L HO e 1 BB AT
B E T AL L, SARAR AP slife e i 4 1o
W58 & I E-cadherin 1Y R B30 i 5 i B9 70 4k |
1R B 035 AR DGR A9 R I
E-cadherin & X 79 4 8ol IR Fe ik . BRAC a5
7555 T 9o 200 i 38 2 e S U 0 AH G BN Ry g
FEH T E-cadherin Fik FRAREE IR A F] T e
AP IR 22 MR

GSK-3B S — it ik Wl R A0 T 4100 s A D
U Y 22 Z PR/ J3 2 R AR T, AR A L O
SRR, GSK-3B 2 WU 2 iid i R AL i
PG R G Z — B R A SAE T 9 i 22
RAIR , BEIR AL 5 (1 FLmE TG P A A 10 5 AR, 78
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-900- Moa B R R o Rk 201247 H
A Pt ST C Pt ST
G =papise:| S 75 X IRZH S
PTEN 183 bp PTEN - SR 54000

GAPDH 175 bp B-actin | S SRR 43000
B < D _

S 120 S 120p

% ¥

% 100} T 100}

# * By

8ot i sor

=y by *

E 60f X 60

2 40 2 40

z i

T 20t HZEH 20}

& Z5 N HRAH SEHZH Z5 I HRAH S

25 AR BRZH N HepG2-empty 4L, 523820 A HepG2-E-cadherin-shRNA 4if{d; A : T HepG2 4l E-cadherin #ik /K, PTEN 7E mRNA /K-
BES X MR 52 TR B /R4 Tmage J R4 528 (X HRELAR LE , PTEN mRNA 197K°F R % 76.14%;C. T 5 HepG2 4l E-cadherin

KKK PTEN 8 3 K P47
I, P<001(n>3),

X HRZH 2 R D. 48 Image J 3XMF43HT PTEN 2 (A 1R BKE FREES3.77%,

5523 X IR AR

Fl 4 E-cadherin FkMMHITTHEAK PTEN ) mRNA KPR (157K
Figure 4 Down-regulation of E-cadherin inhibits the mRNA and protin expression of PTEN in HepG2-E-cadherin-shRNA cells

23 X A

Egr-1

GAPDH 175 bp

B <
S 120
H_
% 100 F
)
X osof
=
= 60}
.g:\
= a0t
Z
= 20f
T o0 |
=0
= 75 X IR ZH S

25 X B2 A HepG2-empty ZHfifd, 525641 24 HepG2-E-cadherin-
shRNA 40 g ;A F HepG2 40 Ml E-cadherin 3% ik /K F ,Egr-1 ban
mRNA K578 U0 IRZE 2 T BB H B 28 Image J #7525
FIOW BRZEAR L, Egr-1 mRNA f7KF TR 66.89% . 575 X IRALAR
,"P<0.01(n>3),

K5 E-cadherin k3 AT [ Egr-1 i mRNA /K3
Down-regulation of E-cadherin reduces the mRNA

expression of Egr-1 in HepG2-E-cadherin-shRNA

Figure 5

cells

gk H IR p-GSK-3B>° A AR 1k /K 7B A%
THESZHA, AL GSK-3B b T i MR &>

GSK-3B J& PI3K/Akt"“/Fll Wnt/B-catenin > 41 )i {5 5
T % O 2 B 4, AT AL B R fb B-catenin I
cyclin D1 552 5 41 MIZE T DR A o1k 51
Bl AP TS ST) GSK-3B 25 T L il i) ik
TR, I 20 M A5 5 i el B b R T AR
. IFEAE T E-cadherin M35 0] LIS
GSK-3B &AWL iG P A%, (B A B Z A
PG R H ET AN B

Akt XHRAE N H 4B B (protein kinase B,
PKB), 1EF TGN T UMETE MR SAAE T AR
BERR L3 W (PI3K) B0 J5 5 f27F Akt MAZH S
I 2 A S 1) P T (A IR 2355 BB o
TR AL i R A BERR AL ), T A Al A AR T VG
(Akt™ BTG M AU OBERR fb A7 43 R AE BERR AL ) ; B
By Akt 31 BRIk GSK-3B R PR 22 2 2 (Ser)9 fif
PRI AL 2244 IR BIR IR B A= A7 400 4t e
PR SR MR R VR R 2

PTEN J&—F i #n il 3L H , nl DL Zag 24 il
i F 32 ) RN A% ) PTEN AT Akt 55 4 AR
WA 256 Jo 0E , 1HE— 204 248 i r) A6 RN A
7130321 Egr-1 E*ﬁ‘ﬂ%j\] SHEEA, B TMEAK
HF—F 21, Eer-1 AI48E 5 PTEN 9 5 IE Bl
X, F#% LIH PTEN 5K Egr-1 FRIAHK AT
PO PTEN B 5EPR R0 76 N 0NS94 i ik v
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BB 45 . E-cadherin 235 T A% GSK-3B R AL 1953 FHLHIIFIE

-901-

K Bl E-cadherin %) 3 35 $11 i AT 38 1 0 ) h B-
catenin-Egrl 51 PTEN % ik 7K s PNIE K
PI3K/Akt {5551 0

AL R BN, FIRANEAE HepG2 1
E-cadherin Fik 7K, Akt 1985 R 1L 7K -0 8. 71 i
K, AN eI A LA 30 B Ake A AT
B2 CHE I 2 U . 177 p-GSK-3B 1A /& Akt £t
WA Y P BGREEE FAMEME PI3K 405
LY294002 4k ¥ HepG2-E-cadherin-shRNA 41l 1 , 1
DL IR ST PI3K/ Akt {55 %5 38 [ 2] 32 28 #5 1F
FH o SEEAS R FHILE 1LY294002 A0 FRAAM S , 20 A 7
GSK-3B MYBEER L (p-GSK-3p%°) K F-A7AE — E FEJE
NV, UAERTE HepG2-E-cadherin-shRNA 4l fif] Hh
PI3K #G Akt, {5 T GSK-3B #§ iR 1k (p-GSK-
38> K- LA,

itk — 2B F PI3K/ Akt {5538 B A9/ I A &
PTEN 7E G RE S A SRR IER , AP 58111 T RT-
PCR 5256 F11 Western blot 256 K #%1F PTEN 75 5% ¢
KRR FH AR IAA AR IEN . RT-PCR 451 3%
B, 4 E-cadherin kK F 5 , H PTEN
mRNA K AEAE—EFEE 1T [ ; Western blot 45
B 9N E-cadherin 357K R 5 ,PTEN %5
FIALTFRE A K BEHH PTEN 5 5K S Ao 9 ik
8T HA BB ARk, M FEAR T HxT
PI3K/ Akt [R5 53 B Al E

AWFFERIFE BT T RT-PCR 52 56 24 K6 ) 41 it
Egr-1 fEH st ARG O, DAE— 25 () HEIE 52
Egr-1 H4% [ PTEN (W55 58 KF9/EM . RT-PCR
SRR LN E-cadherin kKT MJE , H
Egr-1 1) mRNA 7KV [RIFEAEAE — i B2 B 1 T B 5 10
B E-cadherin # i PE 250 PTEN F1 Egr-1 AY%: 5%
KL R R, WA A 5 48 B - E-cadherin [1)
FORTFPEFEME T Egr-1 Y mRNA /K3, Mo fEAR
7 PTEN 1) mRNA /K,

g5 R AR S5 e R A0 E-
cadherin F&K T IR BN GSK-3B 1GHEFFAAR AT
et PI3K/Akt (5 F il % AR T EHE A2
it . E-cadherin &3k 7KF- T JHAR vl GEAIH] T Egr-1
B AR, HE— 2T T PTEN [R5 5520334 K
fif PI3K/ Akt (145530 I A D A5 LAS#BR , HE A8
TR Akt PG IR AR L GSK-3B AW H:
SR A MR ORIE R 9 kR, LR T
JitH p-GSK-3p%° 7K 124

AWFFEAUESE T E-cadherin 357K T 38 52 4

il Egr-1 Al PTEN , 33% PI3K/Akt {5 545 S5, I
W HepG2 41 il GSK-3B BEfR AL KA s, A i) BH
N HCC W& B TRALII LA SRR G RIG YT HCC 11
B AR TR
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