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Abstract

AIM: To investigate the expression of metastasis-
associated gene 1 (MTA1), PTEN and E-cadherin
in gastric carcinoma and normal gastric mucosa
and their relationships with the invasion,
metastasis and biological behavior of gastric
carcinoma.

METHODS: Immunohistochemistry was used
to examine the expression of MTA1, PTEN and
E-cadherin proteins in gastric carcinoma (1 = 54)
and normal gastric mucosa (n = 15). The data
were processed by chi-square test and the corre-
lation was analyzed by Spearman test.

RESULTS: In comparison with those in normal
gastric mucosa, the expression of MTA1 in gas-
tric carcinoma was significantly higher (46.3%
vs 6.7%, P < 0.01), and the expression of PTEN
and E-cadherin in gastric carcinoma were down-
regulated or even disappeared (51.9% vs 100%,

42.6% vs 100%; both P < 0.01). The expression of
MTA1 and PTEN were correlated with the inva-
sion depth (P = 0.003, P = 0.001), pathological
grades (P = 0.004, P = 0.008), lymph node metas-
tasis (P = 0.000, P = 0.001), distant metastasis (P
=0.004, P = 0.006) and clinical classification (P =
0.001, P = 0.000), and the normal expression of
E-cadherin had relationship with the invasion
depth (P = 0.027), pathological grades (P = 0.006),
lymph node metastasis (P = 0.044), and clinical
classification (P = 0.000). There was a negative
correlation between the expression of MTA1
and PTEN as well as between the expression of
MTAT1 and E-cadherin (r = -0.518, r = -0.424; both
P <0.05), but there was a positive correlation be-
tween the expression of PTEN and E-cadherin (r
=0.53, P < 0.05).

CONCLUSION: High expression of MTA1 and
low expression of PTEN and E-cadherin may
be associated with the invasion and metastasis
of gastric carcinoma. Combined examination of
three indexes may be used to evaluate the bio-
logical behavior of gastric carcinoma.
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LA P 3 KA (46.3% vs 6.7%, P<0.01), PTEN
FoE-cadherin & £ § JZ 4042 P KA T AR
%(51.9% vs 100%, 42.6% vs 100%, 3P<0.01).
MTA1A=PTEN#) b &k 5 5 b5 i3 18 IF E
(P = 0.003, P = 0.001). JBZEHH(P = 0.004,
P =0.008). #EIA(P =0.000, P =0.001).
EHEFSP = 0.004, P = 0.006). &K HH
%(P = 0.001, P = 0.000); E-cadherin#j % &
KRG R R AR AP = 0.027). HE AL
F2HE (P = 0.006). #HEEHAEP = 0.044). &
JRA- A % (P = 0.000). Spearmand % 5#7 5
MTA15PTEN%E & . MTAl5E-cadherin®
B REZRMMEE =-0.518, r = -0.424, 3
P<0.05). PTEN% & 5 E-cadherin & # k&
ZEAE (= 0.53,P<0.05).

Zig: MTA1IEZ O KFHEREAAPTEN,
E-cadherin® & /R -F1k kL Tk 5 § 52 H =
AR X, BBEAKN TR TR B e 4
M FATA.
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&, VAR 2 HR 1B SR AT R 4 A= ) 2 A
. PTENJE AN FSB R BLISE—A BAT B B TS
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PR 5 A 38 6, AT 400 o1 s 4 s . &
Bb L e, bR RS R  (B-cadherin) 2 8 &
B 5 10 S0 T B A 1 B — R, AR A
S LR R ARG B . HERRA SR
JEA G M R BRI A SCE T B Al
ZUPMTALEZE A, PTENZ A, E-cadherin® (%
K BITE, SRER T ABATT A 15 9 2 0 R 7% e
YER].

1 #ERSA

1.1 A SRR IR PR B 2198 k) 55 4 1) b [l B
TR R 27 B T8 e it 2 Bt 3 38 A0 RE2001-2003 4 F
ARUIER 3 BEAIE S0 9 (Rt B bR AR 54451, 4>
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9 A T Y ARAT Ik AT BB, 9 E AR S
. Jerh 53374, Zo1741; AEEE38-78(
61.6)%; JRilMk L GE ¥ 8 TLREAL 2001, fHEH
2501; IR ToER 420, TER1209]. SR
% B A AL SBIEST IR, AR A B 5o
BT AR W T AR AR A IE R R 2R,
F- 22955 B SZAIE S HHE B 3 B AN SR B . L
H U104, L5, 47 844-77(°FH458) % .

1.2 7 & RHPVI000 5y 414k Jr kI ik
PoRXT NHUR, IRAERMTALEPN 2 Bt
1A(SC-9446)y T2 [FSanta Cruz/A ), W4s M
PTEN It AmAb. #4iME-cadherinflHt A
mAb. PV-9000iX & D AB & (& ikl G 34 W
TACE TR SRR A RA AL Frf s
e T I PR E L AT, FH 2Bk
FLIREE D) AR BRI, PBSZE AR —t

LS I 200 M B0 A% £ JURE kg I 428 240 i
MTA1F LA A2 LA, T84 40 M i st 5 B
PR, B = h0-443: TEih0ar, <25%
P19y, 26%-50%1125%, 51%-75%1137), >75%
vFasy. RSB T0-35r: T it0sy, WGt
153, BRptait2sy, ARttt sy, K midabs it
Sy AR, WA S VUG BITEC-), 0935 9900
PECH, 12955 BATEG), 3-453; SRFAYE(H), >4
4y, PTENZ 4 i 5t 9 5 9 b B PR 3Rk 4B
PEAI L%, FPTEND FH B (45 K70 4k B
PEG), BHPESH i 26<5%; 59 BHE(+), BHEZH s
5%-25%; FHPE(+), BHEZH H2625%-50%; 5350
PE(+++), BIPEZH % >50%. E-cadherin L4 i1 JiE
SR S PRk, R BH I 4 R e G e AT, K
E-cadherintl [ Q045 53 24 1B, 1IEME
PR IE A I E>10%; 5, e gl l<10%a 4
AT AR (G A7 T A T ST A i % ).

Bt A XA SRR H
SPSS13.08F BT HE T 40 Wr. 54842 [ AH
R PR 2 1 2 S 1k LR o A 6. 5 b [) PO AH
KUK FH SpearmanAH 5 7347
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2.1 MTAI1, PTEN, E-cadherinfe \E% B 4142 &
B4R P 0h R ik MTALER A7 B g2l i)
FHPERIE 24 46.3%, B 170 IEH B AR
HRRIK(6.7%), — 102 7 H Sl Ly
= 7.851, P<0.01). PTEN (7€ B A2 i1 bH
PERIERNS51.9%, W RACT 76 IEH B AN

AR B A 0
BArk TR ER
18 Fo 5 45 09 BT R
B A5 AR B
Py HGE Fe F L
H AR AL A A
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MTA1

PTEN E—cadherin

=] PE

BRI BRI BRI pRIE =5 EE
SIIRYE b4 29(53.7%) 25(46.3%) 0.005 26(48.1%) 28(51.9%) 0.001  31(57.4%) 23(42.6%) 0.000
WIBZH 15 14(93.3%) 1(6.7%) 0(0.0%) 15(100.0%) 0(0.0%) 15(100.0%)

1 MTAI, PTENFIE-cadherinfEIEE S 440

IEH
Esus

ML (100%), — & MESAT G F R (" =
11.589, P<0.01). E-cadherin#X (17 B 3414 1)
IR RIAZ N 42.6%, W BACTEIEH B AN

F12R1E(100%), —H M ERHIUFRE () =
15.636, P<0.01)(£1, K 1).

2.2 MTAI, PTEN, E-cadherinfz § #2042 ¥ 649 &
K5 yR B E A% R MTATKPH M A 2 b i
FEEE R NI 9 By SRR P BRAIG Ik
Bor=re . mRREE R R A IR 23 48 i T v

Bk
BAHAPIRRE; B: HRAES P ERE; C IEEEHA

=2R2AOMYFRIK( x 400). A—B: MTA1; C—D: PTEN; E—F: E—cadherin; A:
FBEPE; D: BmdlZifAbE; B I B IER FK; B Hmagls

(P<0.05); 155 EE WA R IR NG
K. PTEN I BH P IA 2 B e 152 11 VR BE I
B A FEFE PRI R R R SRR S
KA IR 2 S8 = T PR AR (P<0.05), 15 iR
FHIER] RS MR KN IE K. E-cadherin(f)
TE 5 FIK e B IR R R BE N 9 B AL AR
FEBRAG . WRELEERE =2 L IR R 43 IR v iy PRI
(P<0.05), 15 BHMVER . S8 IR/
TR TR (FR2).
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MTAI

PTEN E—cadherin

=] n PE
BRI PRI BRI PRI = EE
RERE
RET 15 13(86.7%) 2(13.3%) 0.003 2(13.3%) 13(86.7%) 0.001 5(33.3%) 10(66.7%) 0.027
SRRE 39 16(41%) 23(59%) 24(61.5%) 15(38.5%) 26(66.7%) 13(33.3%)
e
= 19 14(73.7%) 5(26.3%) 7(36.8%) 12(63.2%) 6(31.6%) 13(68.4%)
] 17 11(64.7%) 6(35.3%) 0.004 5(29.4%) 12(70.6%) 0.008 10(58.8%) 7(41.2%) 0.006
{7 18 4(22.2%) 14(77.8%) 14(77.8%)  4(22.2%) 15(83.3%)  3(16.7%)
R
Vs 29 22(75.9%) 7(24.1%) 0.000 8(27.6%) 21(72.4%) 0.001 13(44.8%) 16(55.2%) 0.044
= 25  7(28.0%) 18(72.0%) 18(72.0%)  7(28.0%) 18(72.0%)  7(28.0%)
oPRERRS
7 42 27(64.3%) 15(35.7%) 0.004 16(38.1%) 26(61.9%) 0.006 24(57.1%) 18(42.9%) 0.941
B 12 2(16.7%) 10(83.3%) 10(83.3%)  2(16.7%) 7(58.3%) 5(41.7%)
TNMAHE'
I+ 1l 26 20(76.9%) 6(23.1%) 0.001 6(23.1%) 20(76.9%) 0.000 8(30.8%) 18(69.2%) 0.000
I +1v 28  9(32.1%) 19(67.9%) 20(71.4%) 8(28.6%) 23(82.1%)  5(17.9%)
143l
=3 37 19(51.4%) 18(48.6%) 0.609 19(51.4%) 18(48.6%) 0.487 22(59.5%) 15(40.5%) 0.653
L4 17 10(58.8%) 7(41.2%) 7(41.2%) 10(58.8%) 9(52.9%)  8(47.1%)
FH
<60% 24 12(50.0%) 12(50.0%) 0.652 10(41.7%) 14(68.3%) 0.394 14(58.3%) 10(41.7%) 0.902
=60% 30 17(56.7%) 13(43.3%) 16(53.3%) 14(46.7%) 17(56.7%) 13(43.3%)
ey VA
<5cm 37 21(56.8%) 16(43.2%) 0.507 15(40.5%) 22(59.5%) 0.099 23(62.2%) 14(37.8%) 0.297
=5cm 17  8(47.1%) 9(52.9%) 11(64.7%)  6(35.3%) 8(47.1%) 9(52.9%)

"TNMAERRIRIE 1997 BTV EE(UICOMIREEY D EIfE.

xR 3 BELALRDMIAISPTEN, E-cadherinBVZRIAHIFEFIE

PTENBYZRIX E-cadherinBYRix
ne e mE T = m B
MTA1BYZ20A
BRIE 7 22 <0.001 -0.518 11 18 <0.01 -0.424
bE 19 6 20

2.3 BHEMLFMTAL, PTEN, E-cadherin®y k&
ey kr A2 MTAISPTEN, MTAL
HE-cadherin®&ik 2 Al K, P<0.05, PTENY
E-cadheringiA 5 1FAH K (P<0.05, £3-4).

3 111e

mtal 2 19934EPencil er a/"' N [T 25 53 2438 M A
A RS W RE IR B L M 40 IR 13 762N F i ik
BN LR DR DR 1) 208 5 LI e e 7
A8 IE ARG, WO fir 44 Dy (J0 98 ) e # AH G & [X]
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I(metastasis associated 1, mtal). H:icDNA4 K
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F e ) FUIE A kR b, ORI T mtalfr)
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it — AT TISAE IR M, 71582
kDa, I FH B4 % 5 9 GAL T 48 Az A, —Fil
o v,

MTALHE B RERKE M ’R, X
696-7055% 3L /741 ) LPPRPPPPAP, 5 SH3 4% 1545k
XPXXPPPFXPu{XpFPpXP5e 4 Ml A", SH37E (5

AL A G Mk
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B i B4 4y, AT 5 i Sl SR
FUER AR SE A 5. MTALER (A IE BH 9N
HAHMEEC(PKCs) 2SR PH(TK s)~ 74
Fif A B T (CKCID) F i PR A AV 55 DL S 44NN -
PR A5, IMTALE (A AT BELE (S 5 S0l

e r 5 A — SR RR A0 LE R D e AR R AR
};H[Z]_

MTA BN A A% A E Y S 4
L HENE E 5 W) (nucleosome remodeling and
histone deacetylase, NuRD)[{]—/N ¥ FAz ),
NuRD R A /M 55 24 8 A i L 1k
LAk T BAY D> BE DI A DN A 5 41 8 1 I 4
T, A HUR Qe (5 S5 i ) T 2L N 4l DN A #%
K. MMTAIEILE W 54 & A X Ll
MFIHDACHE G55, SH &N X O kIE
2, VEAH &AL LA B4 B s 7
F s, B B s I R R AN Al B A A I
MTA R B R 1 2> L T sE S A R E
F AL 555 5. Hofer ef al™ W50 kI
MTALR] LU 25 B3 40 i A 2 1 22 3R 8 1) 412
S A SRR R A, I Al i 3R A B AR
MR REPEI R T, LGSR, 20 i B AH ¢
EIQGAPIEEGFP-MTA 1 23k (1) 40 it i _L- 4>

4%, IQGAPHEME-cadherin/ R 5

EYPRE o B R, PORZE SN, i
0 o [ R B PE D59, SR M AR 28 e ).
AL, MTALF gl 2 515 585 5
Rk, WP RIVGRIE . FRATRE A, fE
o AR 2R R AR K R R AR L R
RIIMTALH 2R L 2 70 N R 4R 22
IR P ARSI, MTALE A7 B4l
AP TE #.(46.3%, 25/54) ] e T iEH B4
21(6.7%, 1/15, y* = 7.851, P<0.01), J-Bi i
TR MG MR A R K
I PR 23 S v+ IR i 2 4 A P R A A1 T T v
(P<0.05), 5 CHikiRkiE—3, $--MTALHE A&
B 5 BRI BRI G, AR N
PN R TR 75 8 ) PR L

PTENZJERK /£ 19974 HiSteck et al'"'3 /Mt
FUANL Iy 53 B DL i 44 0 26 1A B A R 1R 15 1
PR R L AL, R 5K ) R A R 2R 10
Gett Rk F R ) 5 IR B (phosphatase and tensin
homology deleted on chromosome 10, PTEN), &
F2 T NGe (0 4410q23.3, 52 A 1k U e v 5
HRAE,

E-cadherinBIZRA

ne oy S
PTENBYZRIR
BB 22 4 <0.001 0.53
(B 9 19

PTEN# 1 2R X AL TN, 112094
AR 403/ R FE MR A — 4% 2 Ik EE, 5
122-13347 2 LR 75 (ITHCKAGK GRTG) £
A B 1A T T A TR Rl e XU S W TR A £ (X
(A% DI F(HCXXGXGRXG)!. PTENZi i~
AR TR A RURE S M R IR W Th R, AR AU
GOy T3, 4, 5- = TEIR-0E G BV (PIP,) £ MR
A, A0 A I B 5 o 240> PTEN HLAT
55 40 i 5k 7 # e R B A TRE Y 4, ] B
e LR S S NB R B 45, i s E
GBS E. REFREIEFAK. Sre.
i G R G B A K R - 2 ) A ELAE L, A bR
g i R R ol — e fEHYY. PTENAT
FAK(focal adhesion kinase) F 5 % Z IR IR 10
A, 35 A I A KR 452 2 IR A 6 n] i
A 2253 R FBOE B H U (mitogen-activated
protein kinase, MAPK)IH %, MM/ 41 M 0%
B AN fn] L, PTEN AT g i 45 41
WL F R BRI AL B R AE S VE . Weng e alt™
RILPTENG [ &k S 5 2 1 B4 90 %
TG Ao, TEizE, SRR Ak s, PTENS A
FIEKP AL, AR, PTENE ()
FIE NGRS H g B R A K
JE KRS B AR L T RS R o AR
WY RS R B, PTENZR (76 5 @
HAUP L H(51.9%, 28/54) ] AT 1IF %
HE(100%, 15/15, x* = 11.589, P<0.01), Jf-Fifil
TR VR BN B L FE FEBRAG W%
R T RS ™ A B R 43 ST v i IR
(P<0.05), 53CHRIRIE —3, #RPTENE LK
RS B R . R DI OE. £ X
BRIRGE, T PTENS T B, A0 40 B
T 5 I BBURPE BRI, SR A K TR, i
PTEN ) EIE 55 iR 1) K /INAT 2 D) IR AH S 2,
A S R ILP TENER [ 1) 215 55 b8 1) K /N
AAHER, BTG 7 X, AR S A AL
PR

E-cadherinjt: 2> 11120 kDalt) 4l i 25
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BA, ) 204 B g0, T8 B A R metastasis-associated genes of the rat 13762NF W% 44 # #
N mammary adenocarcinoma. Breast Cancer Res Treat ~ NuRD: # /MR &
1 ] 250 40 B D 1 1 2 (R AL T 5 o s

R FEFNAN . [R) 3% Bkt S FH Y. E-cadherindk
P F16q22. 124, B4 B AR X, 15 5 X R A i
XALE. dNAMX fE S Ca™ R et b g 4, &4
H 4~ TN -E5I(H A V) 3 90 4R G R U A A, A
SR 40 D) 1) 86 B S XL — A
e ORI A A B, T R e A i B R
(catenins) T IE P& & E A K(ATS), 4
591 M 3e L3l B (1454, JEE-cadherin
SR RS, (6 b R 40 M ) & ¥ 5 2L
RhPA A F R 5 5 S oh el IE R B A b
E-cadherin 3R HPERIR, 515 B BBAHLL,
17%-92% (11 B i 4 2 E-cadherin A 18557, 7]
HS e 4 o %% YL E-cadherin ¢cDNA JG HARSMNEE
e B, W R B E-cadherinff) 54 & iA
7 B PR E W, A0EIE-cadherin/f) 263k i) DAY
T g PR AN RS, AR T R e RO O A
FPOBL AR S R, E-cadherindt B 4140 (1)
TE 3 RIEH(42.6%, 23/54) W] BAR T 1EH H 4141
(100%, 15/15, 5= 15.636, P<0.01), Bt iRz
TR IR« TREL R BE BRAR Wh e
A2 PR 2 B T PR (P<0.05), 5 SCHkHE
—3, $E7RE-cadhering il 50 5 B R Al
R YIAK.

ASZE R I, MTA1S5PTENTE B 4141
)31k B A9 (P<0.001, ro= -0.518), MTALI
FIE-cadherinfE 5 I 41 4R 1) R 08 B FUAH %
(P<0.01, ry= -0.424), ¥R AP MTALE
LM EIEXTPTEN, E-cadherinffi3i 45 1 bn i,
FIPTEN, E-cadherinfffKRik, (it T i 4n
J (R R RN R . AR SEEG IR R IR, F g A1 2R
PTENAHIE-cadherin )14 % 1FEAH K (P<0.001, r,=
0.53), $22"PTEN&IA B fICMIE-cadherin 4 1k 5
15 B P 2 R R A ELARE gk

M, 4121 MTAL, PTEN, E-cadherin
B ) e AR AR g R R A o R
RIFEFEZEM, LAEM@RMIEASE ) BT
R, a2t — DTS AR I BLH. 1565 4 DU
MTAI1, PTEN, E-cadherin® {4 n] LL5E ¥ERf ) H]
W R A TR AR AT Dy, TR T TS, 4R S IR
IRVATT, H o FF R BT IR s 24 40 F0 3 S8 1) Ak
DRIVA T 1) 56 R i (1t JE e

4  BEVE

1 Pencil SD, Toh Y, Nicolson GL. Candidate

www. wjgnet.com

10

11

12

13

14

Toh Y, Pencil SD, Nicolson GL. A novel candidate
metastasis-associated gene, mtal, differentially
expressed in highly metastatic mammary adenocar-
cinoma cell lines. cDNA cloning, expression, and
protein analyses. | Biol Chem 1994; 269: 22958-22963
Toh Y, Pencil SD, Nicolson GL. Analysis of the
complete sequence of the novel metastasis-
associated candidate gene, mtal, differentially
expressed in mammary adenocarcinoma and breast
cancer cell lines. Gene 1995; 159: 97-104

Cui Q, Takiguchi S, Matsusue K, Toh Y, Yoshida
MA. Assignment of the human metastasis-
associated gene 1 (MTA1) to human chromosome
band 14q32.3 by fluorescence in situ hybridization.
Cytogenet Cell Genet 2001; 93: 139-140

Nawa A, Nishimori K, Lin P, Maki Y, Moue K,
Sawada H, Toh Y, Fumitaka K, Nicolson GL.
Tumor metastasis-associated human MTA1 gene:
its deduced protein sequence, localization, and
association with breast cancer cell proliferation
using antisense phosphorothioate oligonucleotides.
J Cell Biochem 2000; 79: 202-212

Xue Y, Wong J, Moreno GT, Young MK, Cote ],
Wang W. NURD, a novel complex with both ATP-
dependent chromatin-remodeling and histone
deacetylase activities. Mol Cell 1998; 2: 851-861
Hofer MD, Menke A, Genze F, Gierschik P, Giehl
K. Expression of MTA1 promotes motility and
invasiveness of PANC-1 pancreatic carcinoma cells.
Br ] Cancer 2004; 90: 455-462

Toh'Y, Oki E, Oda S, Tokunaga E, Ohno S, Maehara
Y, Nicolson GL, Sugimachi K. Overexpression of
the MTA1 gene in gastrointestinal carcinomas:
correlation with invasion and metastasis. Int |
Cancer 1997; 74: 459-463

Nicolson GL, Nawa A, Toh Y, Taniguchi S, Nishi-
mori K, Moustafa A. Tumor metastasis-associated
human MTA1 gene and its MTA1 protein product:
role in epithelial cancer cell invasion, proliferation
and nuclear regulation. Clin Exp Metastasis 2003; 20:
19-24

Steck PA, Pershouse MA, Jasser SA, Yung WK, Lin
H, Ligon AH, Langford LA, Baumgard ML, Hattier
T, Davis T, Frye C, Hu R, Swedlund B, Teng DH,
Tavtigian SV. Identification of a candidate tumour
suppressor gene, MMAC1, at chromosome 10q23.3
that is mutated in multiple advanced cancers. Nat
Genet 1997; 15: 356-362

LiJ, Yen C, Liaw D, Podsypanina K, Bose S, Wang
SI, Puc J, Miliaresis C, Rodgers L, McCombie R,
Bigner SH, Giovanella BC, Ittmann M, Tycko
B, Hibshoosh H, Wigler MH, Parsons R. PTEN,
a putative protein tyrosine phosphatase gene
mutated in human brain, breast, and prostate
cancer. Science 1997; 275: 1943-1947

Scheid MP, Woodgett JR. PKB/AKT: functional
insights from genetic models. Nat Rev Mol Cell Biol
2001; 2: 760-768

Cantley LC, Neel BG. New insights into tumor
suppression: PTEN suppresses tumor formation
by restraining the phosphoinositide 3-kinase/ AKT
pathway. Proc Natl Acad Sci USA 1999; 96: 4240-4245
Akbiyik F, Ray DM, Gettings KF, Blumberg N,
Francis CW, Phipps RP. Human bone marrow

Bk B A, B
HE I hEHS
Wk A B LB E
.



1102 ISSN 1009-3079  CN 14-1260/R HFREL NGBS 2007F4838H E155 51087
| JERERER i megakaryocytes and platelets express PPARgamma, carcinoma cell lines. Proc Natl Acad Sci USA 1994;
AR S A and PPARgamma agonists blunt platelet release of 91: 1858-1862
tPowerVision™ CD40 ligand and thromboxanes. Blood 2004; 104: 25  Takeichi M. Cadherin cell adhesion receptors
2PV9000 i #r ﬁlfj 1361-1368 as a morphogenetic regulator. Science 1991; 251:
T AJEA EHF 15 Weng LP, Smith WM, Brown JL, Eng C. PTEN 1451-1455
IR inhibits insulin-stimulated MEK/MAPK activation 26 Mareel M, Leroy A. Clinical, cellular, and molecular
MTAL, .PTEN’ and cell growth by blocking IRS-1 phosphorylation aspects of cancer invasion. Physiol Rev 2003; 83:
E'c‘a’ldherl?fb% a and IRS-1/Grb-2/Sos complex formation in a breast 337-376
i(iélél% jgﬁf cancer model. Hum Mol Genet 2001; 10: 605-616 27  Gabbert HE, Mueller W, Schneiders A, Meier S,
gg%;ﬁilﬂ . ;; 16 Zheng HC, Li YL, Sun JM, Yang XF, Li XH, Moll R, Birchmeier W, Hommel G. Prognostic value
B Fa kM AT A Jiang WG, Zhang YC, Xin Y. Growth, invasion, of E-cadherin expression in 413 gastric carcinomas.
MER ABRRT metastasis, differentiation, angiogenesis and Int ] Cancer 1996; 69: 184-189
MTA1%E & K -F apoptosis of gastric cancer regulated by expression 28  Korinek V, Barker N, Morin PJ, van Wichen D, de
% kA #2PTEN, of PTEN encoding products. World | Gastroenterol Weger R, Kinzler KW, Vogelstein B, Clevers H.
E-cadherin& & 7k 2003; 9: 1662-1666 Constitutive transcriptional activation by a beta-
FeikkikTa 17 Zhou Y], Xiong YX, Wu XT, Shi D, Fan W, catenin-Tcf complex in APC-/- colon carcinoma.
5 B %03 E fe bk Zhou T, Li YC, Huang X. Inactivation of PTEN Science 1997; 275: 1784-1787
B h K, ABA is associated with increased angiogenesis and 29  Vessey CJ, Wilding ], Folarin N, Hirano S, Takeichi
o ] 7T A A T VEGF overexpression in gastric cancer. World | M, Soutter P, Stamp GW, Pignatelli M. Altered
TR R0 S Gastroenterol 2004; 10: 3225-3229 expression and function of E-cadherin in cervical
fih. XFIMA 18 akihle, bR, TRE, KHE. PTENERES intraepithelial neoplasia and invasive squamous
—R KR, BB W eI AN ERR 2003; 20: cell carcinoma. | Pathol 1995; 176: 151-159
TR EHIRE, 468-469 30 Zhou YN, Xu CP, Han B, Li M, Qiao L, Fang DC,
Zr ;Z;};‘& A, 19 IS, BE, TR, I, K% PTENZ: Yang JM. Expression of E-cadherin and beta-catenin
TS IRER G2 S TG R IR PR EZ L. BRI A L in gastric carcinoma and its correlation with the
747 2004; 12: 993-994 clinicopathological features and patient survival.
20 =ZF, HELL, FH, FEE. SEPETPTENY World | Gastroenterol 2002; 8: 987-993
FRIcFRIR GRS . HEFE AT AR5 2006; 14: 31 Zheng ZH, Sun X], Zhou HT, Shang C, Ji H, Sun
2771-2775 KL. Analysis of metastasis suppressing function of
21 JAPRfE, XIRRE, S, A, XEE. SRS E-cadherin in gastric cancer cells by RNAi. World |
PTEN, cyclinEZ&RSHA IEHERT B I= A. i Gastroenterol 2005; 11: 2000-2003
BLE NIE 5 2004; 12: 2560-2563 32 Wu ZY, Zhan WH, Li JH, He YL, Wang JP, Lan P,
22 EREm, MRS, e, HEAENPTENNRER S HE Peng JS, Cai SR. Expression of E-cadherin in gastric
YA T A RFGHI R A, PEIRIZFAE 2004; 4: carcinoma and its correlation with lymph node
1776-1778 micrometastasis. World | Gastroenterol 2005; 11:
23 Nagafuchi A, Shirayoshi Y, Okazaki K, Yasuda 3139-3143
K, Takeichi M. Transformation of cell adhesion 33 Shino Y, Watanabe A, Yamada Y, Tanase M,
properties by exogenously introduced E-cadherin Yamada T, Matsuda M, Yamashita J, Tatsumi M,
cDNA. Nature 1987; 329: 341-343 Miwa T, Nakano H. Clinicopathologic evaluation
24 Oda T, Kanai Y, Oyama T, Yoshiura K, Shimoyama of immunohistochemical E-cadherin expression

Y, Birchmeier W, Sugimura T, Hirohashi S.
E-cadherin gene mutations in human gastric

in human gastric carcinomas. Cancer 1995; 76:
2193-2201

W o WAL AR k2

ISSN 1009-3079 CN 14-1260/R 20074F KA V= tH 5L 55 g 2 2 s 4

I3

AL

A RFABUWRIAKIE %1%

AR H2005-12-155, A A28 & E 0Pl T2 702 R 4 (http://www.wignet.com/wcjd/ch/index.
aspx), JITH PR — T AFE ST, QAR Fifa. nff. s, DARAER . 8. s Z HrE R

2007-04-08)

W JLIEAEZ AP 22 RGETEM I, R T 3R S A T A 2 A deof H ARG JEL. (HE S F s 2 2 i A

www.wjgnet.com



