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EphA2 5 E-cadherin 75 [ Ji i 110 46 34 J 3L

BiEF, ki, BE, FF, BEL

(P HEXFRFEFERBERFER KBS, #ab KX 430030)

WE:HH 1] EphA2 Al E-cadherin 7E BB H A R MBI M ELE R HIGKE L, FE X
FH a5 40024 SP Jy vk K 56 i) JBE B g 2k 23 i) g 5% 3E il R e B 41 41 EphA2 I E - cadherin 1) 3
BN SIERREE KR, R A RT-PCR J5 34 K il EphA2 7E Ji B 9% 40 il k& BXPC-3 , PC-3
M PANC-1 ik, &R FRIREL L EphA2 B il E-cadherin B 1 (19 3% ik 2 43 51 25 66. 07 %
MS5T.14% R FESTRZAEMBRRAL (P <0.05); EphA2 £k 5 IR IE /107 TNM 43
Rk 25 5% B G, E-cadherin 323K 5 IR TNM 23 B Rk 45 4 5C . 76 BRI 41 41, EphA2 &
E - cadherin fi 3% 35 5t 17 A 5 ; EphA2 76 iR IR i 5 1= 2% J7 40 JfL # BXPC-3 il PANC-1 &2 & 3Kk, K= 2%
JIHfL PC-3 RARKIK, 4i€  FEphA2 5 E-cadherin 1138 3K F/ 8¢ 2 g 5 & vT A6 3L W] 2 5 9 I 0w 19 &
ARBESHER AN WA E SN TR EEBBRN A RS - EnmSHMmE.

5K BB R ;IR MR /9 B2 5 EphA 2, E-cadherin 5 J5 3 B 2K 1 2
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Expression and significance of EphA2 and E-cadherin in pancreatic
carcinoma

FENG Yan-ping, HUANG Tao, GAO Jun, QIN Ren-yi
( Department of Pancreatic - Biliary Surgery , Tongji Hospital , Tongji Medical College , Huazhong University of
Science and Technology , Wuhan430030 , China )

Abstract . Objective  To explore the expression and clinical significance of EphA2 and E-cadherin in
pancreatic cancer tissue and cells. Methods  The expression of EphA2 and E-cadherin in 56 pancreatic
carcinomas and 23 adjacent noncancer tissues were studied by immunohistochemistry , and their relationship to
clinicopathological characteristics were analyzed. RT-PCR was performed to explore the expression of EphA2 ,
BXPC-3,PC-3 and PANC-1 in pancreatic carcinoma cell lines. Results In pancreatic carcinomas tissuse
showed increased EphA2 expression and reduced E-cad expression which compared with adjacent non-cancer
tissues. The expression level of EphA2 had a significant positive relationship with tumor differentiation degree ,
lymphatic metastasis and clinical stage. However, the expression level of E-cadherin had negative relationship
with both the tumor clinical stage and lymphatic invasion. Furthermore, a significant negative relationship
between the expression of EphA2 and E-cadherin was observed. The expressions of EphA2 were higher in
high - invasive cell lines PXPC-3 and Panc-1 than in low-invasive cell line PC-3. Conclusions The
expression and/ or abnormal function of EphA2 and E-cadherin may together be involved in the development
and progression of pancreatic cancer ; the combined measurement of these two proteins may be useful for
determination of metastatic potency of pancreatic carcinoma.
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BFEF, % EphA2 5 E-cadherin £F i JR0E P B9 R i R L& XL 915

Z K B & B2 ¥ B ( receptor tyrosine kinases ,
RTKs ) 76 il 83 40 M0 2 K L 600 5% 7% b i A T O O
Jh BF 58 B . JE vk EphA2 2k R B K B 14 A
Eph 5% At ) — 5y, H 3 AL T WA o 2 b 4
MRk 1p36. 11 EphA2 57 1k 7E i £ ik
A kN MBS FL RO R s
IR R A [ N 00 AR = o = i 1 O L)
K i RS A w6 R 1E R 414
EphA2 3 14 i) 32 ik /K 5 15 8 0 Ml 98 0 % 1 R O 2
6] 0L F- 77 A6 IE A 56 . 76 b B 4 B, EphA2 & E-cad-
herin 3£ 7] % 7 T 40 M0 & £ b . © A BF5ELC 0,
EphA2 7E 20 s 7 i W 5E {3 1K #1 T E - cadhrien & 45 .
E - cadherin & — Fift 45 4 481 1 (%9 L A5 40 e 5 B 4 4 19
L TEORE AR 1T, L T A0 MR AL R 0k R IR, AR %
s R B B A 5 OA TR 2 RO ORI R BB A
K7L AR5 R G g 4 AL B R #R 3 EphA2 Fil E-
cadherin 75 [ I 98 21 41 b () 32 3K | 3L 15 1 BR O B A
iE 1 5% 28 LA K W0l 2 19 3R 08 (9 M 56 Pk 5 46 T EphA2
6 S [F] 2 28 J7 T B 9 40 bk RNA B9 238 K F, B
T 3k — 2 U W L 3% 3k 10 A S MR R R 28 ok
S

1 MRS

1.1 ##

Lol — 4 SR A pE 4 bR I B 2 R
2002 ~ 2003 4F i I o AR 36 R 5 A7 R W B 56 i, 4
L G B A IE 52 Ol 5B MR R o T A R T R
FTHOIT AT o 23 Bl g 55 Al b R R R AL 201 S )RR
41, 9536 i, 2025 @5 4FE#E 35 ~ 72 (°F34 56.05)
%o oy 13 ), b oy e e 23 i, AR 4 Ak g 20
Bl o I PR B 43 10 4 BRI BR b BE M ( UICC) B
£ il 1 TNM 23 30 7 2 E 47, e T 8 f3i], 11 34
16 ], 11 B4 22 ], IV 8 10 ] .

1.1.2 KA BL5@mpmp EphA2 Z & Fl E-cad f it A
Z S0 PR W A R DT A W SP s Al Ak iR
G F b mt A B R A R AR R A M Rk
BXPC-3 Iy T I iff 2 ¥ 1k % f 9% Fr ; Panc-1 5 PC-3
W T b 5 B A BE BE K 2 s DMEM | Ji 2R 1L 7 0. 25 %
B 25 1 il W T 35 [ GIBCO A 7).

1.2 #Hik

1.2.1 MmKRBARG LEANL B —EHREAE
BEEEYIR 2 5K, R 4um BIRBEBE UK AL IS AT R
ALY, VRS T BRI B R AR . PUIR AR N
1: 100, J5 ] & BBk R % (DAB) e 4, SR K R &
Qe o DLBEBR £h 22 ol (PBS) AU — B B B 1R X
HEC, O 00 BH R bR AR VR O BH M X B B AR A B A
YA 1| o i % S T S A
1.2.2 w3 JRIRJE 40 i BXPC-3 Fl Panc-1
S PC-3 80 F & 10% fifi 4 1L ¥ . DMEM 8% 552 W
1E37°C,95% M ) 5% CO, Y 85 37 41 b 85 9%, &
48h JBE I AL AL A0 1 U, ORS00 i T sk
DL o
1.2.3 #4F% - % R4 R 2 (RT-PCR) # 0] ik
M J% 2m e 69 EphA2 mRNA & 5 ] Trizol 32 7 41 32
A RNA 2D B4 Ul W) 0 AT o 1306 5% S A oligo
(dT) 4% 37°C 60min,95%C 5min 2% {4 #F 17 <DNA (1
G . SSTR2 mRNA Fy A6l « B 1 L 338 5% 5% > 4y it
T PCR " B, [ W 45 4 K : 95°C 28 ¥ Smin, 95°C
455,56%C 455, 72°C 455, 32 A~ fF ¥, 72°C 4L fif
Imin, J2 1K F LA B-actin £E 5 A 2 B, PCR 7 9 H]
TR & E WY 15 % B iR B BE K 4y . EphA2 /Y 5]
Y. FiF 519 5'-GCA ACA TCC TCG TCA ACA
GC-3'; FWal ¥ 5'- TGG CTT TCA TCA CCT CGT
GG-3(260bp) , B-actin E{iF5| 4% 5'-GTG CGT GAC
ATT AAG GAG-3', Fi#5| % 5'-CTA AGT CAT AGT
CCG CCT-3" (520 bp) .,
1.2.4 R ¥ kY 7E 400 5062 B %
BT LA S DR, BB B 100 A B A
J o EphA2 J B M A5 S b 40 M R S 40 M K e ag
PR MR W R R B M A e B LB
PEo PHE - 40 B AR B 6 HOPH M g0 %k > 40% . B
PE - 40 TG A g 0 B PH M 40 B < 40% , E-cad
Ak oy B R R BB PE R kB T 90% 1 i
20 i 5 B 8 M € A Dy BRI R ks PR A
il <90% | JC PH P 41 B A0 B 2% 5 6 3 00 o8 B o 2%
ik
1.3 FHitFEE

ZEOR L SPSSIL. 5 B HEAT X K B K
Spearman 45 ¢ AH G o A7 o W EHPEAKHE o <0. 05,
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2.1 EphA2 1 E-cad By &%

EphA2 76 R IR L L h i R IKE R 66. 07 %
(37/56) ,FEfe 5 AE M BRI A R h iy R B R
17.39% (4/23); A =R A8 FMH (P <
0.05) , E-cad 7E J I i 41 20 B3 1 R 38 £ h
57.14% (32/56) , ﬁ%ﬂkﬂ#ﬁﬂ%%éﬂmqﬂﬁjaﬁﬁﬁ
HRE HEREENOR  WE LERA B ENE
(P <0.05),
2.2 EphA2 1 E-cad By & % 5 B% B3 75 I JK 9% 38

AEHX R

iR L H /) EphA2 £k Rk & T /. bk
41( P <0.05), EphA2 5 ik R ffi % TNM 4> 1
MWE (P <0.05) ;1,11 fiE & F I, IV B (P
<0.05) . A ikE 4555 4H EphA2 K8 F x5
FEMBELEEBA(P <0.05), E-cad [P F£

S7 S o 10 S I =0 S o Wl | P Wi A
(P >0.05), E-cad [ ¥ 35 ik LK & TNM 43 1]
WA LIV BE T LI (P <0.05) 4
WL 5B U E-cad B M 3R K 2 0E @ T JC ik 45
HMBA(P <0.05)(%1),

F 1 EphA2,E-cad 335 5 [ s I PR LR 3R (1 6 &

EphA2 E-cad
WIMERIE(%) P BIMERK(%) P{H

BLTSES %k

IIMEREE

&tk 36 19(52.78) 20(55.56)

<0.05 >0.05
K51k 20 18(90.00) 12(60.00)
TNM 4314
1+11 Y 24 12(50.00) 9(37.50)
<0.05 <0.05
I+ 1V 14 32 25(87.50) 23(71.90)
W
ey 32 23(71.88) 21(65.63)
<0.05 <0.05
" 24 14(58.33) 11(45.83)

2.3 EphA2 #0 E-cad 3 3% 8918 % 1%

EphA2 i 1 3% 3k [F] I E-cad FH¥ERIK R 7 #,
EphA2 ¥ K3k T E-cad BT % 35 /9 30 fi], EphA2
B M 2 35 1M E-cad BHERIK 19 ], EphA2 [] ¥ %

EE B E-cad [P35 B9 2 #il . EphA2 Fl E-cad 3

HE MO () =31
0.05)(#%2).

111, r = -0.745, P <

%2 EphA2 E-cad kWM LE(n)
E-cad
EphA2
(+) (=)
(+) 7 30
(-) 30 2

x> =31.111,r = =0.745, P <0.05

2.4 EphA2 RNA 7 4 ffg ¥k BXPC-3, Panc-1 #0
PC-3 R ix
EEIRZZ i BXPC-3 F1 Panc-1 £ IR E &,
M AEAR AR 28 J1 4 i PC-3 k5K (KAL) &

1  Epha2 7EB8 400 BXPC-3,Panc-1 Fl PC-3 ) #ik

3 i i

A% 925 BF 98 T EphA2 43 i) AE JE R 2 4Ll
Jfl b iy 255, 45 2R BoR EphA2 5 B IR e 1Y Kk R B
® 4 % . RTKs ( receptor tyrosine kinases ) 7£ 3 il 4 il
Bk B e mZsh 5SS AA EEAE
Al o EphA2 J& RTKs # Eph X % o 1) — B3, 7 S 4F
ALEZ%H@@E&%W&JD% BBk L dE 5 o
B oA st 5 I A 32 0k g R B A IR Y
%,EphAZ#K%Eﬁ@ﬂ%%%ﬂﬁﬁﬁﬂuﬁﬂﬁ
HEERRES . B A RE 278 EphA2 78§ i .
B A5 LA RCRT A IR R P A R Rk (HAE B
AP Y EphA2 DL K H A Eph J 5 i AR JH a8
564 B8 o A BEEEE R WK 7 R 8 414
EphA2 [y 5 3% 35 5 1B R 6 o0 W1 %6 B A o6, A2 A X
1% 2% 1 % = 19 41 Bk BXPC -3 I Panc-1 3% 35 4%



%12 ] B FEF, % EphA2 5§ E-cadherin 72 % R o o 35 RS 917
f%'} , T XZE{ jj ®WE N PC-3 HE A {EE Zelinski pression causes tumorigenesis of mammary epithelial cells [ J ] .

4204538, 5 EphA2 5% Yk 7 3L 40 M, B oR Al
12 7 e 40 B f 4% % BB J7 . Duxbury!®) 45 ] RNAQ
He AR BT EphA2 [ 32 15 7T L0 BT 00 o e I 9 40
)34 5l 5 12 22 %% % . Kinch %W i Ji] EphA2 1y 8

o U M AT ) FLROE B e R o I8 A RGE A TR
Tl g EphA2 T LU ) % & i oy B80T, it 2 5

1T 2 B 5 bR AN M B B B RS A O By An i A A%
S@At. Wik, %% A EphA2 7E i I i 41 A
5 W SRR 5 e RS R A oG, fH I A AL

EERGRLN
A HF 58 36 K I T E-cadherin 75 [ R 98 21 41
[ 2 3K 15 B0, 45 R B R E - cadherin (% 3235 15 R IR

B AL W Rk A A G, E-cad 3 1Y
B ARG REE B MR R R £
Foft B 41 AT S B 40 M E-cad 355 T I Bl B B
E I L Ol A ON [T e
WA, AN T 25 5 I 7% B A 5% 112 . {H E-cadherin

TE g i g vh 1 R A U&'ﬁFﬂ' %%%3’%%5‘]@?%
HEaigietwm A~ —8 ., HMWE® BIR, E-cadherin 7]

5 55 EphA2 DI 8E . A BF 5T HE B EphA2 5 E-cad-
herin 7E i i 968 2 23 v B G0AH G o 4@ 2% 7E T IR g A
Jitd 1 F E-cadhrin [ 97, 2 W T A2 K 9 2 R
BEER AL, i i {5 5 #% 5 kK E 7 % o E-cadhrin
SR AR o Ak LR S R AR
M PLH =z —1 AT g &t 5 i EphA2 1Y
IR & 4% A ST o EOIN S I R B I A A I g
Jii Ji 20 41 b EphA2 5 E - cadhrin 1) 3 3K 7] 8 B A )
T e At i W Pk R BE 0% BT 48 b, HL EphA2 W] B A
Il DK 36 97 TR 90 B 1) 3 A o

S & Xk
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