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Expression of E-cadherin in Colorectal Cancers

Byung Jin Bae, M.D., Sung Dae Park, M.D., Ok Suck Bae, M.D.

Department of General Surgery, Keimyung University School of Medicine,
Taegu, Korea

Abstract : Tumor invasion and it’s metastasis are the major causes of the failure of
treatment in colorectal cancer patients. E-cadherin, thought to be related to invasion and
metastagis in colorectal cancer, is a cell-cell adhesion molecule found mainly in epithelial
tissues. The expression of E-cadherin was evaluated in 23 colorectal cancer patients. Irx order
to stain colon cancer tissues and normal colonic mucosa simultaneously on the same slides
and to reduce a personal error during immnunohistochemical staining procedure, we took
colonic cancer tissues which had normal colonic mucosa right after surgery. The expression of
E-cadherin in colorectal cancers was investigated using immunohistochemical staining
method. We defined two experimental groups as follows. A the intensity of E-cadherin
expression in cancer was significantly reduced, when compared with that of normal colonic
mucosa. B : Little difference between the two tissues in the expression of E-cadherin. Of 23
cases, 9 cases belonged to A group, and 14 cases belonged to B group. The number of cases
with vascular and neural invasion of the tumor was significantly higher in A group than in B
group. The expression of E-cadherin was reduced in tumors with lymph node metastasis, but
the results was not statistically significat. Above results indicate that the loss of E-cadherin
expression in colorectal cancers may be related to tumor invasion to adjacent tissues.
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Mo 272 51eh%] G- E-cadherine] ti3d ©dE
E84|(Zymed Lab. USA)E ¥} A= 1:100&
2 s so] AHgalgl oM, LSAB kit(DAKO, USA)
Z o] g3} labelled strepavidine-biotinHe = o
L3} o] GAlEAY. Eeol =g 59 oA 3083t
2] 2h% xyleneo] 22k 584 3¥ AH2ldti 100%,
95%, 80%, 70%<] oleb=dl 22k 584 sl
™ 95%°l A& 339 AAA At 3% Fitst
Fho] 7178 BB FHA 2087 AYS ¥ TR
22 33] AlFsta pH 6.0 citrate bufferdl] 1087t
A3 F oF 2087 Aol A 2313 PBS buffers
584 33 AFE T 13 FAE Ao Hojre
coverslip g ©F& humid chambere] ¥ 37 T
ovenoll Al 14|17+ #H-&-A1Z k. PBS buffer® 5&4 3
3 AHE 5 22 FA 2 240 Hojzmy 2087 4
2ol 4] wke-AIZ T, T PBS buffer® 5%4 33] Al
A3}, avidin-peroxide® A z|ste] 2087t A2
A ¥Re-A17] & PBS bufferz 5%4 33] A#3}3rt.
DABE %40 Wojty dng oz A S <
(1~5% Ax)3 v Foji] TaE JAAFT
Hematoxyline® & 984S 1% F&=38l31 1% acid
alcohold] 7 e & gEjolsolA] 2~33] F3}A|
ATt 80%, 95%, 100%9] olebsd] 7 2~3%4 &
538 & xylenedl] 584 33 A s F TUAE AHE

st} coverglass® B2 ¥ A=t Auk] A=
& AT D 9FATY A2 Astn e
A 224 9 ¢ 279 FHEY LAY EE T
T g Fog JAAE FRlsta FF =A% ¢
ZA A, 11 gkol 4 o4 Zol7t S1& A B e A
o7} & F, 4 mlgte]AY 2ol 7} fle T Aol7t

§le T2 Wrlth(Table 1),
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Table 1. Interpretation of immunohis-
tochemical stain of E-cadherin

Expression(%) Rate FAZ4=

05-25 I

25 -50 2 5= 2

50 - 75 3 3= 3
> 75 4
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of &F 7, 79 &
HEA Mol 77, TNM 337] ’5’91 ?:]’E}k@ B
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Student s t-test, Chl—square test o2 SAS &
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Table 2. Correlation between clinicopathologic parameters and E-cadherin expression in normal and malignant

tissues in colorectal cancer patieuts (n=23)

Variable - E-cadherin(-)" E-cadherin(+)* P-value
0 0,
o Male 8 (58.9%) 6 (429%) 0.020
Female 1 (11.1%) 8 (57.1%)
{60yrs 9 (64.3%)
A 0.000
5 > 60yrs 9 (100%) 5(35.7%)
0 0,
umor sie Rectum 2(222%) 3 05.7%) 0487
Colon 7 (77.8%) 9 (64.3%)
0, 0,
Differentiation xﬁg ? Eﬁ?"f% 14(100%) 0.163
. 0 -
. N 2 (22.2%) 2 (14.3%)
M 0.627
et : 7 (77.8%) 12 (85.7%)
o n 4 (44.4%) 12 (85.7%)
Vessel 0.036
essel invasion ) 5 (55.6%) 2 (143%)
o + 1(11.1%) 7 (50%)
Perineural invasion i 8 (88.9%) 7 (50%) 0.045
T 0 2 (14.3%) H
Pol 0.14
oop - 9 (100%) 12 (85.7%) /
. (5em 4 (44.4%) 8 (57.1%)
S 0.552
1ze >5em 5 (55.6%) 6 (42.9%)
I 1 (11.1%) 1(7.1%)
I 4 (44.4%) 6 (42.9%)
V 1(7.1%)
n 4 (44.4%) 6 (42.9%)
Node : 5(55.6%) 8 (57.1%) 0.940

YB-cadherin (-) : decreased E-cadherin expression than normal colon epithelium.
*E-cadherin (+): E-cadherin expression was the same stainning intensity as normal colon epithelium.

M/D : moderate differentiation; W/D : well differentiation,
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"cadherin” ©]& 3t} Cadherin® Z-gol ¥
A R Y e AEe] f3E o Al
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N-terminal #91¢] 113 o4t £9 & Dgole
B2 2ozt A 523 424 (binding specificity)
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herin, 217449 N-cadherin®] #3834 3li4,5],
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< 3L ©]% e-catenin® cadherin-f-catenin E3%
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Fig. 1. Intensity of E-cadherin expression was same
between normal epithelium (A) and tumor

tissue(B)

catenin L&Y 24-E Fcadherindl] o8 225 &
a-catenin protein expression< ZZ3}e post-
transcriptional mechanism¥ ¥¥#o] UTH7).
Alpha-catenin® &4 cadherin-catenin com-
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Fig. 2. Immunohistochemical stainning of E-cadherin in
normal epithelium and tumor tissue A (non-
cancerous colonic mucosa):cells in noncancerous
epithelial tissue, strongly expressed E-cadherin
molecules on cell-cell boundaries.B (tumor tis-
sue):decreased expression of E-cadherin mole-
cules were observed to be located in tumor cell
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