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Abstract 
Background: The aim of our study is to investigate the immunohistochemical expression of E-cadherin in gastric carcinomas and in 
surrounding mucosa (normal or with lesions of chronic atrophic gastritis, intestinal metaplasia or dysplasia). Material and Methods: 
We included 61 patients with gastric cancers operated in Emergency County Hospital Timisoara. We analyzed the E-cadherin 
immunohistochemical expression, the correlation with clinical and pathological factors and the outcome of the patients. The positive 
homogeneous pattern of staining for the cellular membranes is considered normal. The negative homogeneous or the heterogeneous 
pattern (of the cytoplasm and membrane) represented aberrant E-cadherin expression. Results: Areas of chronic atrophic gastritis and 
intestinal metaplasia presented a normal pattern of immunostaining for the membranes. Aberrant E-cadherin expression was noticed in 
30 cases of gastric carcinomas (49.2%) and in 11 cases (35.5%) of epithelial dysplasia in the surrounding tissue. Our results 
showed no correlation between E-cadherin expression and gender, age, tumor location, pT, pN, pTNM and lympho-vascular invasion. 
Aberrant E-cadherin immunostainings were significantly more frequent in diffuse-type carcinomas in comparison with the intestinal-type 
carcinomas (82.4% vs. 31.6%) (p = 0.000491 ES). Signet-ring carcinomas and anaplastic carcinomas presented a high-proportion 
of aberrant immunostainings (82.4% and 100%), as well as poor differentiated carcinomas (61.5%). Carcinomas with distant 
metastasis presented significantly more aberrant immunostainings than those without metastasis (71.4% vs. 42.6%). Five-year survival 
rate was significantly lower in patients with aberrant E-cadherin expression in comparison with the patients presenting normal staining 
(10% vs. 22.6%). Conclusions: In gastric carcinomas and areas of epithelial dysplasia, aberrant E-cadherin expression was significantly 
more frequent in comparison with the surrounding normal mucosa (p<0.001 ES). Our data suggest a strong correlation between Lauren’s 
classification of gastric carcinomas and E-cadherin immunohistochemical expression. Assessment of the survival curve of the patients 
highlighted the role of prognostic factor for the aberrant immunohistochemical E-cadherin expression. 
Keywords: gastric cancer, E-cadherin, immunohistochemical expression. 

 Introduction 

The local invasion and metastasis are complex 
processes that start by the disruption of the normal  
cell–cell adhesion and the detachment of some 
malignant cells from the primitive tumor.  

E-cadherin, a cellular adhesion molecule, expresses 
itself in the majority of the epithelial tissues on the 
cells’ surface and has a very important role in 
establishing the cellular polarity, the maintaining of  
the epithelial integrity and the cellular differentiation.  

 Material and Methods 

In the present study, we intend to investigate the 
immunohistochemical expression of the E-cadherin in 
gastric carcinomas, as well as in the peritumoral mucosa 

(normal or with atrophic chronic gastritis, intestinal 
metaplasia or dysplasia). We have tracked the possible 
correlations with the clinico-morphological factors and 
the patients’ outcome.  

A prospective study was realized regarding the 
evolution and aggressiveness of the gastric cancer, with 
duration of five years, including 61 patients that 
underwent operations for gastric cancer in the Surgical 
Departments of the No. 1 Timisoara County Hospital. 
The surgical interventions, with curative or palliative 
intention, were not preceded by chemotherapy or 
radiotherapy.  

The patients’ survival was tracked for a variable 
period, between a month and 68 months. Clinical and 
morphological data were collected for each case.  
The gastric surgical specimens were morphologically 
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analyzed, by macroscopic and microscopic examination, 
using the usual histological, histochemical and 
immunohistochemical staining. The gastric carcinomas 
have been classified and interpreted according to the 
evaluation protocol recommended by the American 
Joint Committee on Cancer (AJCC) and the 
International Union Against Cancer (IUAC), January 
2005. The survival time was calculated starting with  
the month of the surgical intervention and up to  
the month of death or of survival confirmation, and  
the survival rate was represented by the survivals’ 
percent at the end of the tracked period (in years and 
months).  

The immunohistochemical determination of  
E-cadherin was realized using LSAB+ technique and 
primary antibody anti-E-cadherin, NCH-38 clone,  
1 : 50 dilution. The sections were treated by overnight 
incubation in the moist room, at room temperature,  
with the primary antibody, by applying the secondary 
antibody for 30 minutes, 45 minutes incubation with the 
ABC complex, DAB visualization and counterstained 
with Mayer’s Hematoxylin.  

For each case, the immunohistochemical expression 
of E-cadherin in the malignant cells was compared to 
the intensity of the immunoreaction in normal epithelial 
cells. The normal gastric mucosa is characterized by an 
intense and homogenous immunoreactivity of the 
epithelial cells’ membranes (Figure 1). 

Regarding the immunoreactions interpretation,  
the malignant cells, which were stained as strongly as 
the normal epithelial cells, were considered to be 
positive. The E-cadherin expression in gastric 
carcinomas was leveled depending on the positive cells 
proportion:  

▪ uniformly positive (+): over 90% out of the 
tumoral cells are immunostained at membranary level 
(Figure 2); 

▪ heterogeneous (±): between 10 and 90% of the 
tumoral cells are immunopositive at membranary and 
cytoplasmatic level (Figure 3); 

▪ negative: between 0 and 10% immunopositive cells. 
The positive uniform stain pattern of the cell 

membranes is considered as being normal.  

The aberrant expression of the E-cadherin, 
quantified in our study, has been represented by the 
negative uniform pattern and the heterogeneous one 
(cytoplasmatic and membranary). 

 Results 

Our batch was represented by 61 patients (43 men 
and 18 women), with a mean age of 59.34 years (range 
30–80 years) (Figure 4).  

The distribution of the cases according to the  
gender and the age of the patients is showed in  
Table 1. 

Table 1 – Gastric cancers from the  
studied group 

Age groups 
[years] 

Men Women 
No. of cases % No. of cases % 

31–40   4   6.6   1   1.6 
41–50   6   9.8   1   1.6 
51–60 13 21.3   4   6.6 
61–70 15 24.6   7 11.5 
71–80   5   8.2   5   8.2 

Total no. of 
patients 43 70.5 18 29.5 

The distribution of the cases according to the  
gender and age of the patients is represented in  
Figure 5. 

The mean 5-year survival rate for the entire batch 
(61 patients) was 16.4%, with a non-significant 
difference between mean survival rate in men (16.3%) 
and women (16.6%).  

During the first year after the surgical procedure, 38 
patients died, the survival rate being of 37.7%.  
At the end of the second year of evolution, the survival 
curve suffered a dramatic decrease (survival rate 
= 22.9%), without reaching significant statistical 
differences in comparison to the first year (p>0.05 NS). 
After this period, we noticed a slower decrease of the 
survival, with a mean 3 years survival rate of 19.7% and 
16.4% at 4 years, respectively. We did not notice any 
new death until 5 years from the surgical procedure 
(Figure 6). 

 

Figure 1 – Intense and homogeneous E-cadherin 
immunoreaction with membranary pattern  

in the normal gastric mucosa. DAB 

Figure 2 – Gastric carcinoma with E-cadherin  
uniform positive immunoreaction in  

tumoral cells. DAB 
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Figure 3 – Gastric carcinoma with E-cadherin heterogeneous 
immunoreaction, with membranary and cytoplasmatic  

pattern. DAB 

Figure 4 – Studied group  
of gastric cancer 
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Figure 5 – The distribution of the cases according  
to the gender and the age of the patients 

Figure 6 – Five-year survival rate 

 
We have observed, in our study, the homogeneous 

and intense stain for E-cadherin of the epithelial  
cells’ membranes in the normal gastric mucosa,  
situated in the carcinomas’ vicinity, which reflects  
the normal location of this molecule of intercellular 
adhesion (Table 2). The immunostained normal mucosa 
had served as an internal positive control.  

Table 2 – E-cadherin expression in gastric carcinomas  
and in associated lesions 

Lesion No. of 
cases 

E-cadherin expression
p 

normal aberrant (%)
Gastric carcinoma 61 31 30 (49.2%) 

p<0.001 
ES 

Peritumoral normal 
mucosa 61 61   0 (0%) 

Atrophic chronic 
gastritis 33 33   0 (0%) 

Intestinal metaplasia 34 34   0 (0%) 
Epithelial dysplasia 31 20 11 (35.5%) 

The atrophic chronic gastritis and intestinal 
metaplasia have shown a normal membranary 
immunostain pattern (Figure 7).  

The E-cadherin aberrant expression was observed in 
11 cases, representing 35.5% out of the total peritumoral 
epithelial dysplasia. Out of 61 carcinomas included in 
the study group, we have noted aberrant expressions, 

negative or heterogeneous of the E-cadherin for 30  
of the cases (49.2%).  

In gastric carcinomas and at the level of epithelial 
dysplasia, the E-cadherin aberrant expression was 
observed significantly more frequently in comparison  
to the normal peritumoral mucosa (p<0.001 ES).  
The aberrant E-cadherin expression was noticed in  
close proportions in men (51.2%) and women (44.4%) 
(Table 3). 

Table 3 – E-cadherin expression in gastric carcinomas 

Clinico-morphological 
factors 

E-cadherin expression
p normal 

(n = 31) 
aberrant (%) 

(n = 30) 

Sex 
Men 21 22 (51.2%) 0.604773 

NS Women 10   8 (44.4%) 

Age 
≤60 years 14 15 (51.7%) 0.605577 

NS ≥61 years 17 15 (46.9%) 

Localization 

Antral 15 16 (51.6%) 

0.436275 
NS 

Body  7   8 (53.3%) 
Pangastric  6   4 (40%) 

Cardia  1   1 (50%) 
Gastric 
remnant  2   1 (33.3%) 

We have noted 51.7% carcinomas with aberrant 
immunohistochemical expression in patients ≤60 years 
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of age and 46.9% carcinomas in patients  
≥61 years of age.  

Our results do not imply the existence of a  
relation between E-cadherin expression and the  
tumors’ localization, being observed negative immuno-
histochemical or heterogeneous reactions in 51.6% of 
the antral carcinomas, 53.3% of the corporeal 
carcinomas, 40% of the pangastric carcinomas, 50% of 
the cardial carcinomas and 33.3% of the carcinomas 
developed in the gastric remnant.  

The E-cadherin aberrant immunoreactions have  
been observed significantly more frequently in the 
diffuse type carcinomas (82.4%, Figure 8) in 
comparison to the intestinal type carcinomas (31.6%, 
Figures 9 and 10) (p = 0.000491 ES), these data 
emphasizing the strong relation between the Lauren’s 
classification of gastric carcinomas and the 
immunohistochemical expression of E-cadherin cellular 
adhesion molecule (Table 4).  

Table 4 – E-cadherin expression in gastric carcinomas 

Clinico-morphological 
factors 

E-cadherin expression 
p normal 

(n = 31) 
aberrant (%) 

(n = 30) 

Lauren’s 
classification 

Intestinal 
type 26 12 (31.6%) 

0.000491 
ES 

Diffuse 
type   3 14 (82.4%) 

Mixed 
type   2   4 (66.7%) 

Histological  
type 

AT 20   8 (28.6%) 

<0.001 
ES 

AP   3   2 (40%) 
AM   5   3 (37.5%) 
CI   3 14 (82.4%) 
CN   0   3 (100%) 

Tumoral  
grade 

G1   2   0 (0%) 
<0.001 

ES G2 14   6 (30%) 
G3 15 24 (61.5%) 

Lymphovascular 
invasion 

Present 18 20 (52.6%) 0.438323 
NS Absent 13 10 (43.5%) 

 
 

Figure 7 – Atrophic chronic gastritis with intestinal 
metaplasia. E-cadherin immunoreaction, DAB 

Figure 8 – Gastric carcinoma of diffuse type.  
E-cadherin immunoreaction, DAB 

 

Figure 9 – Gastric carcinoma of intestinal type.  
E-cadherin immunoreaction, DAB 

Figure 10 – Gastric carcinoma of intestinal type.  
E-cadherin immunoreaction, DAB 

 
The non-classifiable type, a mixed type of gastric 

carcinoma has presented aberrant (Figure 11).  
The evaluation of E-cadherin depending on  

the histological type has shown significant results:  
the signet-ring cells carcinomas (Figure 12) and  
the anaplastic carcinomas have shown aberrant 
immuno-reactions in very high proportions (82.4% and 

100%), significantly higher (p<0.001 ES) than the 
percents of aberrant immunoreactions in tubular 
adenocarcinomas (28.6%), papillary adenocarcinomas 
(40%) and mucosecretory adenocarcinomas (37.5%) 
(Figure 13). 

The aberrant immunohistochemical expression of  
E-cadherin was noted much more frequently in poorly 
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differentiated carcinomas (61.5%, Figure 14) in 
comparison to the moderately differentiated carcinomas 

(30%) (p = 0.025675 FS) and well-differentiated 
carcinomas (0%, Figure 15) (p<0.001 ES) (Figure 16). 
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Figure 11 – The relation between E-cadherin  
and Lauren’s classification 

Figure 12 – Signet-ring cells carcinoma.  
E-cadherin immunoreaction, DAB 
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Figure 13 – Relation between E-cadherin  
and the histological type 

Figure 14 – E-cadherin aberrant expression in 
undifferentiated carcinoma. DAB 
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Figure 15 – Well-differentiated adenocarcinoma  
with aberrant E-cadherin expression. DAB 

Figure 16 – The relation between E-cadherin  
and the tumoral grade 

 
In our study, we did not remark any relation between  

E-cadherin expression and lympho-vascular invasion.  
The obtained data do not indicate the existence of a 

relation between the tumor extend (pT stage), the 
presence of the metastases in regional lymphnodes  
(pN stage), the pTNM stage and the aberrant  

E-cadherin expression (Table 5). The carcinomas with 
distant synchronic metastases were characterized by 
aberrant, heterogeneous or uniformly negative 
immunoreactions, in 71.4% of the cases, significantly 
more frequently than the gastric carcinomas without 
distant metastases (42.6%) (Figure 17). 
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The evaluation of the patients’ survival has 
emphasized the role of prognostic factor for the  
E-cadherin’s aberrant immunohistochemical expression. 
The 5-year survival has demonstrated the following 
values for the two categories of patients:  

▪ The patients whose gastric carcinomas have shown 
a normal E-cadherin immunostain have presented a 
survival rate of 22.6% (14 patients for an year, nine 
patients for 2 years, eight patients for 3 years and seven 
patients for 4 and 5 years); 

▪ The patients whose carcinomas were characterized 
by an aberrant expression (negative or heterogeneous, 
cytoplasmatic and membranary) of the E-cadherin have 
presented a survival rate significantly lower, of 10% 
(nine patients for an year, five patients for 2 years, four 
patients for 3 years and three patients for 4 and 5 years) 
(Figure 18).  

Calculating in months the patients’ average  
survival, we have obtained significantly different 
values: 22.4 months for the patients with normal 
intratumoral E-cadherin expression and 12.3 months  
for the patients with aberrant intratumoral E-cadherin 
expression (p = 0.02693 S) (Figure 19). 

Table 5 – E-cadherin expression in gastric carcinomas 

Clinico-morphological 
factors 

E-cadherin expression 
p normal 

(n = 31) 
aberrant (%) 

(n = 30) 

pT 

Tis   1   0 (0%) 

0.436275 
NS 

T1   1   3 (75%) 
T2   5   4 (44.4%) 
T3   9   8 (47.1%) 
T4 15 15 (50%) 

pN 

N0   8 10 (55.6%) 
0.438323 

NS 
N1 10   6 (37.5%) 
N2 11 12 (52.2%) 
N3   2   2 (50%) 

pM 
M0 27 20 (42.6%) 0.03246 

S M1   4 10 (71.4%) 

pTNM

0   1   0 (0%) 

0.194460 
NS 

IA   1   2 (66.7%) 
IB   3   2 (40%) 
II   4   3 (42.9%) 

IIIA   6   5 (45.5%) 
IIIB   3   5 (62.5%) 
IV 13 13 (50%) 
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Figure 17 – The relation between E-cadherin  
and pM stage 

Figure 18 – Five-years survival rate depending on  
E-cadherin immunohistochemical expression 
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Figure 19 – The E-cadherin expression  

and the patients’ average survival 

 Discussion 

The cadherins represent an important class of the 
adhesiveness molecules, with an essential role in the 
homotypical cell-cell adhesion and in the complex 
process of invasion and metastasis [1].  

The E-cadherin, a transmembranary glycoprotein 
with molecular mass of 120 kD, is expressed on the 
surface of epithelial cells, at the level of intercellular 
junctions [2].  

The cellular adhesiveness depending on cadherins 
needs the formation of some compounds between  
E-cadherin and some cytoplasmatic proteins, known as 
catenins. At least three proteins represent these catenins: 
α-catenin, β-catenin and gamma-catenin. The β-catenin 
forms a compound with E-cadherin, and α-catenin links 
this compound by the actin filaments from the cellular 
cytoskeleton [2, 3].  

Pignatelli M and Vessey CJ consider that the cell-
cell interactions modifications and the extracellular cell-
matrix can measure the ability of the malignant cells to 
move trough the basal membranes and to create 
metastases [4].  

Moreover, the loss of the cellular adhesiveness may 
contribute to the contact inhibition disappearance, this 
way playing an important role in the carcinogenesis’ 
first stages [2, 5, 6]. 
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Some studies regarding colorectal, mammary, 
pancreatic or gastric carcinomas have demonstrated the 
implication of the perturbation of cellular adhesiveness 
mediated by E-cadherin in the tumoral progression and 
in the creation of metastases [7–12]. The absence of the 
E-cadherin’s expression or function identified in vitro 
was associated with the loss of cellular differentiation 
and with the growth of the invasive ability of some 
cancerous cells lines. Various malignant tumors present 
altered E-cadherin expressions, correlated with the 
degree of tumoral differentiation and the advanced 
tumoral stages.  

Although some studies have shown the reduction or 
absence of E-cadherin in gastric carcinomas, the results 
regarding the correlations between the aberrant 
expression of E-cadherin, the clinicopathological factors 
and gastric cancer patients’ survival are contradictory. 
In our study, we have proposed to investigate the  
E-cadherine immunohistochemical expression (primary 
monoclonal antibody anti-E-cadherin, clone NCH–38, 
1 : 50 dilution, LSAB+ technique) in gastric 
carcinomas, as well as in the peritumoral mucosa 
(normal or with atrophic chronic gastritis, intestinal 
metaplasia or dysplasia). We have been tracking the 
possible correlations with the clinicomorphological 
factors and the patients’ outcome.  

Various studies have emphasized the E-cadherin 
aberrant expression (the loss of the membranary 
localization) in malignant tumors in percents varying 
between 20% and 90% [13–17]. For the gastric cancer, 
the reports regarding aberrant E-cadherin expression are 
difficult to compare, because of the different systems 
for the quantification of the immunoreactions and the 
antibodies used. In our study, we have observed 
aberrant immunoreactions (negative or heterogeneous, 
cytoplasmatic and membranary) in 30 carcinomas, 
representing 49.2%, a value close to the data reported 
by Zhou YN et al. (46%) [1], Joo YE et al. (52.3%) [2]. 

Despite numerous studies, the gastric carcinoma’s 
pathogenesis remains largely unknown. Although 
important molecular and genetic alterations have been 
described, their exact sequence and number are yet 
unknown. The most important hypothesis of the gastric 
carcinogenesis belongs to Correa P et al., which shows 
a possible development of the malignant tumor starting 
from gastritis and passing trough the intermediary 
stages of intestinal metaplasia and dysplasia [18]. Some 
in vitro and in vivo recent studies have suggested that 
the alteration of E-cadherin expression appears to be a 
critical event in the gastric carcinogenesis.  

Ohene-Abuakwa Y et al. [19], Xiangming C et al. 
[20], Blok P et al. [21] and Shun CT et al. [22] report 
the alteration of the E-cadherin–catenine compound’s 
expression as a possible early event in gastric cancer 
development [23, 24].  

We noticed that homogeneous and intense 
immunostaining for E-cadherin of the epithelial cells’ 
membranes of the gastric mucosa situated near the 
carcinomas, which reflects the normal localization of 
this intercellular adhesion molecule. The immuno-
marked areas of normal mucosa served as positive 
internal control. The atrophic chronic gastritis areas and 

intestinal metaplasia have showed a normal 
immunostaining membranary pattern. The aberrant  
E-cadherin expression was observed in 11 cases, 
representing 35.5% of the total peritumoral epithelial 
dysplasia. Our observations sustain the hypothesis 
according to which the alteration of the E-cadherin 
expression appears as an early event in the gastric 
carcinogenesis.  

According to the data in the literature, our results do 
not suggest the existence of a relation between the 
atypical E-cadherin expression and the tumors’ 
localization, the age and sex of the patients.  

The E-cadherin aberrant immunoreactions have  
been observed significantly more frequently in the 
diffuse-type carcinomas (82.4%) in comparison to the 
intestinal-type carcinomas (31.6%), these data 
emphasizing the strong relation between the Lauren’s 
classification of the gastric carcinomas and the 
immunohistochemical expression of the E-cadherin 
cellular adhesion molecule. The unclassifiable type, 
mixed of gastric carcinoma has shown aberrant 
immunopositivations in 66.7% of the cases [25]. 

The E-cadherin evaluation depending on the 
histological type has shown significant results: the 
signet ring cells carcinomas and the anaplastic 
carcinomas have presented aberrant immunoreactions in 
very high percentages (82.4% and 100%), significantly 
higher than the percentages of aberrant 
immunoreactions of the tubular adenocarcinomas 
(28.6%), papillary adenocarcinomas (40%) and the 
mucosecretory adenocarcinomas (37.5%). 

The E-cadherin aberrant immunohistochemical 
expression was noted more frequently in weakly 
differentiated carcinomas (61.5%) in comparison to the 
moderately differentiated carcinomas (30%) and those 
well differentiated (0%). The significant correlation 
between the E-cadherin atypical immunoreaction and 
the tumoral grade is also signaled by other authors [1, 2, 
25, 26]. The in vitro studies have shown that the loss of 
E-cadherin at the level of some malignant cells is 
associated with the dedifferentiation and the 
fibroblastoid morphology [27]. The results obtained in 
our study suggest the important role of E-cadherin in the 
development of differentiated forms of gastric 
carcinoma, in this case being a histological 
differentiation marker.  

The cell adhesiveness system, mediated by  
E-cadherin, works as an “invasion suppressor” system 
[28, 29]. The tumors that do not express or express  
E-cadherin atypically, are characterized more frequently 
by lymphonodular metastasis [30], distant metastasis 
and morphologic aspects suggestive for aggressiveness. 
The obtained data do not indicate the existence of a 
relation between the extend of tumor invasion 
(pT stage), the presence of the metastases in the regional 
lymphonodes (pN stage), the pNTM stage and aberrant 
E-cadherin expression. These data suggest that  
E-cadherin identified immunohistochemically is not 
functional in all the cases. The immunoreactivity does 
not offer information in all the cases, regarding the  
E-cadherin function and the integrity of the genes 
implicated.  
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In our study, the carcinomas with synchronic distant 
metastases were characterized by aberrant, hetero-
geneous or uniformly negative immunoreactions in 
71.4% of the cases, significantly more frequently than 
the gastric carcinomas with no distant metastases 
(42.6%). These results are suggestive for a strong 
relation between the aberrant E-cadherin expression and 
the presence of distant metastases.  

According to the studies of Gabbert HE et al. [32], 
Shun CT et al. [22], Grabsch H et al. [33], the 
evaluation of the patients’ survival has emphasized the 
role of prognostic factor for the aberrant E-cadherin 
immunohistochemical expression [34–36].  

The 5-year survival has shown the following values 
for the two categories of patients: 22.6% for the patients 
with normal intratumoral E-cadherin expression and 
10% for the patients with an aberrant intratumoral 
expression. Calculating the average patients’ survival  
in months, we obtained values significantly different: 
22.4 months for the patients with normal intratumoral 
E-cadherin expression and 12.3 months for the patients 
with aberrant intratumoral E-cadherin expression.  

 Conclusions 

The aberrant E-cadherin expression was observed in 
a significant percent, of 49.2% from the studied gastric 
carcinomas.  

The atypical E-cadherin immunoreactivity is 
significantly correlating with the diffuse type of gastric 
carcinoma, with some aggressive histological forms 
(signet-ring cell carcinomas and anaplastic carcinoma) 
and with the presence of the distant metastases 
(pM stage).  

Our observations sustain the hypothesis according to 
which the alteration of E-cadherin expression appears as 
an early event in gastric carcinogenesis.  

The results obtained in our study suggest the 
important role of E-cadherin in the development of the 
differentiate forms of gastric carcinoma, in this case it 
being a marker of histological differentiation.  

The immunohistochemical E-cadherin evaluation 
constitutes, in our study, an important factor or 
prognosis, the survival rate of the patients with aberrant 
intratumoral expression being significantly lower (10%) 
in comparison to the survival rate of the patients with 
normal intratumoral E-cadherin expression (22.6%).  
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