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Abstract

AIM: To investigate the expression of EGFR,
Connexin43 (Cx43) and E-cadherin in primary
hepatocellular carcinoma (HCC) and to analyze
their relationship with clinicopathological char-
acteristics of HCC.

METHODS: Immunohistochemistry was used
to detect the expression of EGFR, Cx43 and
E-cadherin in 74 HCC tissue specimens, 25 liver
cirrhosis tissue specimens and 20 normal liver
tissue specimens.

RESULTS: The positive rates of EGFR, Cx43
and E-cadherin protein expression were 66.22%,
27.03% and 40.54% in HCC, 44.00%, 68.00% and
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52.00% in liver cirrhosis, and 10.00%, 95.00%
and 80.00% in normal liver tissues. Expression
of EGFR was significantly higher in HCC than in
liver cirrhosis (P < 0.05) and normal liver tissue
(both P < 0.01). Expression of Cx43 was signifi-
cantly lower in HCC than in liver cirrhosis (P <
0.05) and normal liver tissue (P < 0.01). Expres-
sion of E-cadherin differed significantly between
HCC and normal liver tissue (P < 0.01). Expres-
sion of EGFR, Cx43 and E-cadherin was asso-
ciated with tumor size, differentiation grade,
TNM stage, presence of intravascular cancer
embolus, capsule involvement and infiltrative
growth pattern (all P < 0.05), but not with age,
gender, cirrhosis background, cancer embolus
in the portal vein or serum level of alpha-fetal
protein (all P > 0.05). In HCC, expression of
EGFR was up-regulated, while that of Cx43 and
E-cadherin was down-regulated. Expression of
EGEFR was negatively correlated with expression
of Cx43 (r =-0.3123, P = 0.0068) and E-cadherin (r
=-0.2962, P = 0.0104).

CONCLUSION: Combined detection of EGFR,
Cx43 and E-cadherin expression can help reveal
the carcinogenic mechanisms of HCC. EGFR,
Cx43 and E-cadherin might be used as novel and
useful markers for predicting the invasion, me-
tastasis and prognosis of HCC and guiding the
clinical therapy of this malignancy.

© 2013 Baishideng. All rights reserved.
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4m g, 18] IR 3% 42 % @ (connexind3, Cx43)Fe
E-cadherin& & 49 £ X B H 5 s R Jm B AFAE 69

FiE KRB £ IE AL FPV 600055 40 7445
JR ZPEHCC, 25%) I A AL 40 42 F2204) iE 5 AT
2047 PEGFR. Cx43#2E-cadherin#y & L.

#Z£8: EGFR. Cx43##E-cadherin HCCZL4% ¥
ME b F o H] 4 66.22%. 27.03%A240.54%, AT
FACLL A TR 5] H44.00% 68.00%F=
52.00%, i AFLLLE M F 5 5] 4 10.00%.
95.00%%280.00%. EGFRAEHCC L ¥ A b &
HE S THEAEFFHASEEE £F
H 2 M (P<0.05, P<0.01); Cx43£HCCL L
b [ A B AR T AR AL Fo iR AT 4R 47 FA M
. EJH B EMP<0.01, P<0.01); E-cadherin
FEHCC L W ek %8 BAK T IE % AT 2147 A
MR EFH B EMP<0.01). EGFR. Cx434=
E-cadherink ik 5 it g 64 K Iv. 54042 E .
TNM4 . A g R, ZiEEERS
KRB R BITAE R A 48K (3 P<0.05), 5
BHFE, R RTHEATR. TTHAK
T A B AT f ISR G KT Al R (3
P>0.05). HCC#8.4% ¥ Cx43#=E-cadherin & i& 5
&, EGFR4& k3% #m, EGFR &£ A2Cx43(rs' =
-0.3123, P = 0.0068) % E-cadherin(rs' = -0.2962,
P=0.0104)3 2 5 48K M.

8 A MHCCAL PEGFR. Cx434=
E-cadherin® ik, A 8 T2 635 THCCH A
A #4). EGFR. Cx43#=E-cadherin™ VAYE A
FHGRMHCCIZIE ., %4, A G F45 5
& FR ¥ 6 IT 09 T2 W . AV TR AR
8 K B 6 7 SRR FR IR I
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PR EbR A, S0 BURMfIZ 1 UK EHCC 74
i, RFTIIARATIAT 7. Forh 55641, Zo1841; 411
35-79%, TA154.4% 5 BRI VEA IR 98k}
KMFA, FE B ¥ (Union for Interna-
tional Cancer Control, UICC)ilil £ FJHCC TNM%)
WiksdE: T 092540, L1960, 112261, VI8
1; B2 AW HO N ik 53 Jy 4R By
S e MR M. Ho sk 1
go144l. F k(I 034851 AR tbAIg)264;
45T HAR2.5-12.0 om, IR AR5 cm 4611, Jif
JR HAT>5 om 2801 A1 IFREAL 15 S5t 63 41, TG
WS 5. BIRRK & M TFARIL S R T i
kR, ToHERE 661, LI P EE N M EEFE s
U ZEUE ST MU S 33401, T LA P Ae:
4145105 B PEAE K7 0534, Ik A Ky 21
1l B2 RS 615, R BB AR 18451, AT
DU I3 FR R 25 11 (alpha-fetal protein, AFP) &,
<400 ug/L 53, >400 pg/L 2141, B256 itk
LY 52000 1EH LA N R AR TR
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1 EGFR. Cx43%%E-cadherinfEHCCR: [E&FF4RLA0PEIZRIA(PV60005K x 200). A: HCC(MEA3 ) EGER Al / e iRk
BB ERE; B: IR T ZUEGFR A0S 406 BT AE SRR, C: IE R TR Cxd 3R TR R R DR IE R I 28 D:
HCCRAMME) Cxa3 il BB RIS PAMEZOR; B (FHITHLE— cadherinHIEIE /A6 Bi7RISIRAMERIA; F: HCCARMb)
E—cadherinZHfE[E/ A 5i55 B F0K . HCC: JER M miaE; EGFR: R A KR 2 K.
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herinPH B4 0 A K738 A URCIR. EGFRA
E-cadherin= 2258 A7 T 4N, bt 4 140
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EGFR Cx43 E-cadherin
4 n - +—t+ PE - +—t+ PE - +—tt PE
HCC 74 25 49 <0.05° 54 20 <0.01° 44 30 >0.05°
AT a4 25 14 11 <0.05° 8 17 >0.05° 12 13 >0.05°
FEFAZR 20 18 2 <0.01° 1 19 <0.01° 4 16 <0.01°

*P<0.05 vs FFEE{LAALR; “P<0.06 vs IEBFFALR; "P<0.01 vs HCC. HCC: [RARMATMBINRE. EGFR: RRAKEFTZIA.

SR P YE R IE(KIE), HCCAAZ b B 95 P ME R ik
(KI1F).

EGFR. Cx43f1E-cadherinfEHCC. fTH#
b B I AR B R IE AN (R 1). EGFR
TEHC CAL L BH 1 22 B {5 iy 1 JFF Al A A0 1 5 T
PR HPER, 2254 5E 1 @P<0.05, P<0.01);
Cx437EHCCH {2 B WA T Al A0 A E 5
PR RITER, 254 B EM@P<0.01, P<0.01);
E-cadherin?EHCCH FH 4 26 B AR - Al AL RITLE
WAL YRR, IR PR 2 A
FEP<0.01).
2.2 EGFR. Cx43#=E-cadherin& ik 5HCCl5 %k
R ELAF A % B EGFRPHYE Bl IR oAb A
JEBRAR R TETH I (42.86% 64.71%. 80.77%), fik
SMEHCCRIYER B s T ik, e B
PE(P<0.05). Cx437EHCCH Bt e 20 4h 2 i
BAALG BH PE PR AR (57.14% 23.53% 15.38%),
I LHCC Cx43BH M B & Tk o1k, 2
A 2 1 (P<0.05); E-cadherinfEHCCH B
7 i 988 53 A R B AL B P 2% P AR (64.29%
47.06%- 19.23%), =7 5K IR) 22 2 A
FHEP<0.05), T B bR 25 e A
PE(P<0.05). EGFR. Cx43flE-cadherinik 5
JHIRE R/, TNMZMH, 5 P e, =i PEAE K
T3 R 75 58 5 4 BB 1) A AH 5% 1 (P<0.05 8%
P<0.01); H5EFFEE. MRl 7L
So TIHOE R . RT3 AFPKCT- ¥ oA 56
PE(P>0.05, 2).
2.3 EGFR##Cx43. E-cadherinfeHCC ¥ % ik #%
A X Z AR YR, EHCCPEGFR
FRIEHEIN, Cx43F1E-cadherinRiA/b, £ Spear-
manZ5E A 404, EGFRFICx43. E-cadherin
Pk A A e (rs' = -0.3123, P = 0.0068; 1s' =
-0.2962, P = 0.0104, £3).
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EGFREAKEFRAEFIGHEE N N2 —, )

WCJD | www.wjgnet.com

12 ARIK T N AR ML 4L 2R 22 B 11 4 i 3R T
Wi, FFAn . TGN fh 2RI R
AR e P bR KR R, LR
s TS AU AU . RIS 0 T g A A e
T8 i 2™, i L PR () 21 R 2 25 R R
(FEVIEEPS

EGFR5SHCCHIIE AR H T A B, HAEH
BUHIPTEE A (1) 40 f T LLdE i 1 7 W EGF,
ELEAE T4 EAEGFR, Insd e 4i i oG
FEIPEAE K, (2)EGFRIEIEIR RS 4] il 5
FLeg BL DA K e W A A R RIEYE, fFEGFRAS
WA T EGF L BE M B0, A2 A I R e M s v]
S RAWYEEK, TT RS A0 Ak
(3)HCCHAI LA EGFRIT I, i /i 40 i A= .
EGFR fit T il it Ras/Raf/MEK/ERK/MAPK
T AL S T 2 5 PR A0 ) 4 S
SR, A T JRE A ik 1 B R 2 TR I e Ak,
fEHFHCCI & AR .

ARSI 45 R R, EGFREEHCCZH b Bk
RO S T 5 R TR, I H B
H I 3 A FR P BRI, PR R 4 vy, BH A 248
hn. EGFRE#1% 5HCC TNMZ: . J 44 K/
P ML AR R AR T ORT 88 R
A . %45 B4R EGFRERIATAES Y
HCCHISBMEHAL, SHCCHIEEMERLEE . 228
HBAEVIRR, nENABHCCHE A RT
— DU ZE AR br.

HRTAFST & B EGFRAE 2 R s ff vh iy n]
RERIE, TN IR I AN B s
EHCCHY, 45 BHITE GER A i) 9697 25 (BT
EGFR. 5 BEHTAFI /N3 EGF RS 2 IRV 1)
7Y £ 28 B FH T HC Cllf AR S T AT, Jf
HUA— 2 (97 2. 164 B gemcitabine filloxali-
platinFlerlotinibZyHx 44 Hl e HHH C C &35 B
(R 3E AT — 87 2, JFREAE 1 K B ok
A A7

CxABAFAE T4 i 1] 57 S0 o S A S AS 4 1)
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IBER%E n EGFR Cx43 E-cadherin
IBRHIE 74 - +—++ PE - +—++ PE - +—++ PE
el >0.05 >0.05
=] 56 19 37 38 18 >0.05 34 22
58 18 6 12 16 2 10 8
FH(2) >0.05 >0.05
<50 26 12 14 20 6 >0.05 17 9
>50 48 13 35 34 14 27 21
MERE
=291 14 8 6 <0.05° 6 8 <0.05° 5 9 <0.05°
e 34 12 22 >0.05° 26 8 >0.05° 18 16 >0.05°
axid 26 5 21 >0.05° 22 4 >0.05° 21 5 <0.05°
TNMAHA <0.05 <0.05
(] 44 19 25 28 16 <0.05 23 21
=1V 30 6 24 26 4 24 6
i Riidd >0.05 >0.05
g 63 20 43 48 15 >0.05 37 26
7 11 5 6 6 6 5
FBIAEZ(Ccm) <0.05 <0.01
<b 46 20 26 29 17 <0.05 21 25
>5 28 5 23 25 3 23 5
MEMEE <0.05 <0.05
g 33 5 28 28 5 <0.05 24 9
7c 41 20 21 26 15 20 21
IERIxEE >0.05 >0.05
B 8 3 5 5 3 >0.05 4 4
7c 66 22 44 49 17 40 26
AREIAFP(ug/L) >0.05 >0.05
<400 53 20 33 36 17 >0.05 33 20
>400 21 5 16 18 3 11 10
= Ay <0.05 <0.01
P lid)as 53 14 39 44 9 <0.01 38 15
AR 21 11 10 10 11 6 15
R <0.01 <0.01
9N 56 13 43 47 9 <0.01 40 16
REK 18 12 6 7 11 4 14

°P<0.05 vs 1L; P<0.05 vs @01k; °P<0.05 vs CPME. EGFR: REZAEKRSZA; AFP: BBIGED; Cx: HRBRERES.

WIE S A, HOE R RIA A e 5. .
ISV Z RN R -4 S RN R b e e 1] 78
#%(gap junction, G/ S IRRIY)T. Fei
5 G AT 3% B Ay T T3 42 40 1) 3 R (gap
junction intercellular communication, GJIC). Cx
J& T 2 HE R F M, Cx43 2 i) BUEHE 55 1 43 A
BT, A B A KRR A,
AR AR A DR K T e T g ) B 42 1) 2 2
S EE N TR ERE A Btab O i el T S S
AR AR TTR I, CxA3FIE 57 (D
SRR 2 RRIR R R R R RS A
(9
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SRMO i ik SR R BRI IL KT N, iR
FEIR 1) & R e ARt

AP EE REIR, Cx43&E ALE IEH 4l
21, AL FIH C C A BH M 2 2 8 B AIK, HCCHp
BH P 0] AR T R AL R I P41 ER, 5 %
] LT G vt 2 0w S Cxd3 BRIk i HCC
() 7 AT BE BRAIG, SRR S I =, BH I R BRI,
HA R RN TNM B R AT I AR
B AR K7 ORI R A DG, AR WE T 4E
REUARIES 8", cx43KIBH5HCCH
B A K T ORI 5 B R ) 1 G R

M HCC 34 &
G FA, TR
MHCCH Tk A
My F AT A A= ) o
G . FLBTEGFR
A H e Fe &g T
e zp BT
Ve SRR B, FHIRAF
BAFe 5Ok, At
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E B S TR R
Hy #7 0 Fe ey B T
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Cx43 E-cadherin
- + ++ rs' - + ++ rs'
EGFR - 14 4 7 -0.3123 12 8 10 -0.2962
+ 18 4 2 12 8 3
++ 22 2 1 20 4 2

P =0.0068, P<0.01 vs Cx43; P = 0.0104, P<0.05 vs E—cadherin. EGFR: "REZHEKESS/A.

AIARIE. HCCHCx43 I FFAIG, $ 7 41 iy
GILCH T, WU 40 i 1y e A0 5 e g ek 59,
A 0 i TA] () AR A B AR D8 gg, (dk 4 et
B i AR, TR 4 B R T S RE RS, T S
TR A RR F s GITC T RERAIR, 5% 40 i [1) )
R, REPEHLEIRTS, A0 B o B, A2 S
Jif 96 AN JH T R A RS (R T LML 2 —. Lin%gY
WA R SCRFX — W AL EFXWTHC CALZ 1 Cx43
KIEWD, $ERCx43 0] g 5k B 259 16 7%
FERE A, SRR A2 Cx43 KI5, IKEGIICT)
RE, F0TH e 20 R PR A, ARG A0 A5 2R R A,
A HE I HCCI S R BE ) v 7 R B — 45 B i 42,

E-cadherinje —Ff 4% & -1 MR 40 i 1) &6
15 R e 1 I R I TR [l T D O RS
) R B S N 1 FE AR Ay, 0k A 4 1 B
AR B 21 23 45 4 1) e vk T A AU
E-cadherinfE&5gdm . WIR RS s L
B g 5 22 Bl i g vh IR IA BURIA B R, 5 &
Tl I8 1) K A R e RN B B i e A o,
E-cadherini& | FEElEk 2, —J7 1, mIA% b yRg 4n
JHOT) 66 B 0 T i, 4 P ) 2 ke o B e 1 B, A
{F 2 M 3G 5 o, [RS8 Re i g M T by
J7IHL, PR AN A B B RO SR ARG, (R
G & oy S T = TSN R w2 A T
oA A% Ak, S 5 i e A0 I PR A2 28 ) Rt e T
fiEg Syt

A5, E-cadherinfl [I{EHCCH B P
A A T AL R T 228, B HC Cor it
FRBEBRAR, BYERR RS &, Rikksb; H 5 MoE
KN TNMA I, PR I e . 58 AT #
JEE I P A K Ty AT O, HL B i 84 1 DR O
Tk, 1228 nos, E-cadherinis [, 145
R Armeanu-Ebinger ! 7T A 5. HCC
HHE-cadherinEi T B, JIRT 40 Mo W) & B 0 %,
2T ¥ i 00 5 T e AR 9, R 3 4 S G, 3 B
HCCKRAE, [FIihies 40 Mo 3k A5 w2 22 1k, (2t
S 41 M O A% . E-cadherin i # 1A 5HCC
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(MR LR D) AT B VA G, k9899 vl e
o 240 JH0 () B AV B, $ERE-cadherinid St
HCCHENEAEY)2EAT I RO 1 T S bR ).
AW SR, HCCH L, EGFREILIE N,
Cx43FlE-cadherin® ik />, EGFR5Cx43.
E-cadherinfEHC CA A K e v HAT & m) o 45 1
H, =3RRI LR 2 5 HC CI & AR R E
EGFRAICx434EHCCH B AT [ 1n) T VE A,
TR A ST E G KL € 3% 7 41 g
it T30 TR RE R C x 43R IE K R MM R I, &
EGFALH 5 I AFL M IR 4 28 1 J 4 i Cx43 581
B S FRAIG, O B S EGFINMREE B IEAH G, 1%45
AR, EGF A DL 40 A 7] Bt £ 58 TH D) e,
/D CxA3H IR, [ARAH P ()22 fk e o1, )
B i 2E K IMEGF A5 H2h g 20 ik 5 3L
ZAR(EGFR)4S & A fig 56 i, WIEGFR )41k A EA
SCMHEGF D)RE. AL 45 R, HCCHZ
EGFRE#£IA, Cx43LKIL, HRIA K EGFRA] LA
WISEGFIEH, fCx43FE TEHCCAH LR T RIE
N, AR A M () SR R T e, PR A
()il P A0 o, SRR A o 5 1 5 Ak, B 4
MO T, (R BEHCC IR A AN R e
EGFRAHIE-cadherinfEHCCAL L FRIA B AT
FARICE, HAAE FIPLHEINGANE 2. Jones ™
S FLUIRE TP EGFRAE-cadheringf ik 28 & WA
RIN, E-cadheringZik N HEGFREIA 2 E
FIRAE, F4 /K I, EGFRFIE-cadherindtff
T IR PR N A, I B B-cateninAHI%, 4
EGFR& AWK, Z 4k 0 S B2 R BR L, 1613
E-cadherin AJILBI R A 22 MRS Nk, 141 R
FP D RE MR, (kR 40 B i) AR K
JHFREE A4 A — AN KU R 08 P I 243 )i 1 52
Zm LR, S EUHREA R R 2, 7RI
o T L) R R R R, U R S R
VA TR 58 AR R AR 1 R A R R — AN 2 A
%=\ ZHRINEA R, 22 07 K B RE e,

2013-08-08 | Volume 21 | Issue 22 |



BBE,

% [BAMAFMBIREDEGFR. Connexind3FJE—cadherint VA ME N

ARSI A LR, AL B 2R 251 WEGFRBHPE
R B TIEWTAR, —HNAFEEEES
(P<0.01), $&/REGFRAIGES 5 T HFRE AL 119 & 90
R HAEA AT 5 41(68.25%)HCCHA1 2!
EGFRBH M2 = T IC 46 15 50 21(54.55%), &
REGFRU[RES 5 T Fi#AL M HC CHAL L 2,
5 A e 2 R JE SOOI HC CI i B — 8
HIAHSE1E. 1ICx43. E-cadherind® ITAE L4 41
FH P 2 T IR 5 I H 2R, (RN e BAY A JH Rl AL
B RAHCCHLI P Cx43. E-cadherinfH M %L
T A4S 4, $277Cx43. E-cadherinfit 2k
AIRES S T HFRE AL IR R b R, HLAE A AL 17
HCCH AL R p R 4% — 2 AVEH, HoZ TR 14
(A F AL v A WARE, G R Fk— i)

4  BEE

1 pEIER MR ERAEIRRITA. I 2009; 29: 1-4

2 Bosman F H, Carneiro F, Hruban R H. WHO clas-
sification of tumors of the digestive system.4th ed,
Lyon: IARC, 2010: 196-261

3 Sako Y, Minoghchi S, Yanagida T. Single-molecule
imaging of EGFR signalling on the surface of living
cells. Nat Cell Biol 2000; 2: 168-172 [PMID: 10707088
DOI: 10.1038/35004044]

4 K, SRIGHE, TaBsE. R AERKET M2 SE
RIBFFERERE . ImPKIRIZ1IG 2006; 19: 17-19

5 Okano J, Nagahara T, Matsumoto K, Murawaki Y.
Caffeine inhibits the proliferation of liver cancer
cells and activates the MEK/ERK/EGEFR signal-
ling pathway. Basic Clin Pharmacol Toxicol 2008;
102: 543-551 [PMID: 18346049 DOI: 10.1111/
j-1742-7843.2008.00231.x]

6 Laskin JJ, Sandler AB. Epidermal growth factor
receptor: a promising target in solid tumours. Can-
cer Treat Rev 2004; 30: 1-17 [PMID: 14766123 DOI:
10.1016/j.ctrv.2003.10.002]

7 Berasain C, Perugorria M]J, Latasa MU, Castillo
], Goiii S, Santamaria M, Prieto J, Avila MA. The
epidermal growth factor receptor: a link between
inflammation and liver cancer. Exp Biol Med (May-
wood) 2009; 234: 713-725 [PMID: 19429859 DOI:
10.3181/0901-MR-12]

8 Asnacios A, Fartoux L, Romano O, Tesmoingt C,
Louafi S S, Mansoubakht T, Artru P, Poynard T,
Rosmorduc O, Hebbar M, Taieb ]. Gemcitabine plus
oxaliplatin (GEMOX) combined with cetuximab in
patients with progressive advanced stage hepato-
cellular carcinoma: results of a multicenter phase 2
study. Cancer 2008; 112: 2733-2739 [PMID: 18412149
DOI: 10.1002/ cncr.23489]

(49

TR

Baishideng® WCJD | www.wjgnet.com

10

11

12

13

14

15

16

17

18

19

Lin FL, Chang CI, Chuang KP, Wang CY, Liu HJ.
Advanced glycation end products down-regulate
gap junctions in human hepatoma SKHep 1 cells
via the activation of Src-dependent ERK1/2 and
JNK/SAPK/AP1 signaling pathways. ] Agric Food
Chem 2010; 58: 8636-8642 [PMID: 20681653 DOI:
10.1021/jf904240c]

Chen JT, Cheng YW, Chou MC, Sen-Lin T, Lai WW,
Ho WL, Lee H. The correlation between aberrant
connexin 43 mRNA expression induced by pro-
moter methylation and nodal micrometastasis in
non-small cell lung cancer. Clin Cancer Res 2003; 9:
4200-4204 [PMID: 14519646]

Krutovskikh VA, Troyanovsky SM, Piccoli C, Tsuda
H, Asamoto M, Yamasaki H. Differential effect of
subcellular localization of communication impair-
ing gap junction protein connexin43 on tumor cell
growth in vivo. Oncogene 2000; 19: 505-513 [PMID:
10698520 DOI: 10.1038/sj.onc.1203340]

TR, EARE, Sk, 38 O3 EINTERTF e
I FGA KL AR 2008; 28: 35-36
Birchmeier W, Behrens J. Cadherin expression in
carcinomas: role in the formation of cell junctions
and the prevention of invasiveness. Biochim Biophys
Acta 1994; 1198: 11-26 [PMID: 8199193 DOI: 10.1016
/0304-419X(94)90003-5]

Pyo SW, Hashimoto M, Kim YS, Kim CH, Lee SH,
Johnson KR, Wheelock MJ, Park JU. Expression
of E-cadherin, P-cadherin and N-cadherin in oral
squamous cell carcinoma: correlation with the
clinicopathologic features and patient outcome. |
Craniomaxillofac Surg 2007; 35: 1-9 [PMID: 17296306
DOI: 10.1016/j.jcms.2006.11.004]

Lascombe I, Clairotte A, Fauconnet S, Bernardini
S, Wallerand H, Kantelip B, Bittard H. N-cadherin
as a novel prognostic marker of progression in su-
perficial urothelial tumors. Clin Cancer Res 2006; 12:
2780-2787 [PMID: 16675571 DOI: 10.1158 /1078-0432.
CCR-05-2387]

Onder TT, Gupta PB, Mani SA, Yang J, Lander ES,
Weinberg RA. Loss of E-cadherin promotes me-
tastasis via multiple downstream transcriptional
pathways. Cancer Res 2008; 68: 3645-3654 [PMID:
18483246 DOI: 10.1158/0008-5472.CAN-07-2938]
Armeanu-Ebinger S, Wenz J, Seitz G, Leuschner I,
Handgretinger R, Mau-Holzmann UA, Bonin M, Si-
pos B, Fuchs J, Warmann SW. Characterisation of the
cell line HC-AFWT1 derived from a pediatric hepato-
cellular carcinoma. PLoS One 2012; 7: €38223 [PMID:
22666492 DOI: 10.1371/journal.pone.0038223]
FRGH, -y, Wi, B, EGFRA AR 2 1
R ARl BT RERICXA3 RN, ARRLFTER
2005; 25: 301-303

Jones JL, Royall JE, Walker RA. E-cadherin relates
to EGFR expression and lymph node metastasis
in primary breast carcinoma. Br | Cancer 1996; 74:
1237-1241 [PMID: 8883410 DOI: 10.1038/bjc.1996.522]

mE HWL s EEA

2013-08-08 | Volume 21 | Issue 22 |



