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Expression of E-cadherin and Clinical Correlation
in Patients with Breast Carcinoma
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Moo Jun Baek, Moon Soo Lee, Chang Ho Kim, Seung Ha
Yang, Min Hyuk Lee and Moo Sik Cho
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Purpose: E-cadherin is a Ca (2+)-dependent cell adhesion
molecule that plays an important role in normal growth and
development via the mediation of homotypic, homophilic
cell-cell interactions. Recent studies suggest that E-cadherin
may also be important in neoplastic progression, particularly
as a suppressor of invasion.

Methods: To evaluate the expression of E-cadherin, ac-
cording to the histopathological features and the relation
between E-cadherin and prognosis in breast carcinoma,
immunohistochemical staining, using mouse HECD-1 was
performed for 66 cases of breast carcinoma.

Results: The breast carcinomas showed loss or marked
reduction of E-cadherin expression in 42 (63.6%) of the 66
cases. In a multivariate analysis, E-cadherin expression had
no independent prognostic value, while the axillary lymph
node status, tumor diameter, and TNM stage were in-
dependent prognostic factors. The results indicate that
E-cadherin expression was related to several histological
features in breast cancer, but had no independent prognostic
value over standard prognostic factors. No significant corre-
lation was found between E-cadherin expression and tumor
size, stage, nuclear grade, lymph node status, histologic
type, or hormonal status.

Conclusion: The loss or marked reduction of E-cadherin
expression in breast carcinomas was not related to the prog
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nosis of the patients. (Journal of Korean Breast Cancer
Society 2004;7:148-153)
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Table 1. General characteristics of 66 study subject

Variable Number of patients (%)

Age <30 1 (1.5)

31~40 15 (22.7)

41~50 24 (36.4)

51~60 17 (25.8)

61~70 7 (10.6)

>71 2 (3.0)

Tumor side Left 32 (48.5)

Right 34 (51.5)

Tumor location Center 3 4.5)

LIQ 4 6.1)

LOQ 4 (6.1)

UIQ 13 (19.7)

UuoQ 38 (57.6)

OL 4 (6.1)

T stage* Tis 2 (3.0

1 8 (12.1)

2 34 (51.5)

3 15 (22.7)

4 7 (10.5)

N stage* 0 34 (51.5)

1 14 (21.2)

2 14 (21.2)

3 4 (6.1)

TNM stage* 0 1 (1.5)

I 6 (9.1)

A 22 (33.3)

B 12 (18.2)

1A 17 (25.8)

1B 8 (12.1)

Nuclear grade;r 1 27 (40.9)

il 30 (45.5)

111 9 (13.6)

* = AJCC cancer staging manual; t- Nottingham modification
of Bloom-Richardson System. LIQ = lower inner quadrant; LOQ
= lower outer quadrant; UIQ = upper inner quadrant; UOQ =
upper outer quadrant; OL = overlapping lesion.
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Fig. 1. E-cadherin expression in breast cancer (A) negative, immunoperoxidase, DAB, x100, (B) positive, immunoperoxidase, DAB, *x200)
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Table 2. Survival by pathologic parameter and tumor marker expression

e & 10]
%%—’Fi o By} Y A3
3 }\&Xﬂ mﬁ&]‘l“)ﬂ b= ’\}“""(mortahty)
om, Zoko] 77, Aol YA Ho| &

HT‘E AZE 7] 7k(survival time) 2 A&

34 ‘Rit‘r(Flg 2).

Variable Survival time mean (SD) P-value Mortality, n/N (%) P-value'
Nuclear grade I 33.36 (17.51) 11/27 (40.7)
1I 38.86 (14.53) NS 14/30 (46.7) NS
11 50.17 (8.66) 6/9 (66.7)
E-cadherin -[+ 43.55 (15.43) NS* 20/42 (47.6) NS
+H[+++ 31.00 (12.82) 11/24 (45.8)
Estrogen receptor Negative 40.92 (15.78) NS* 20/45 (44.4) P<0.05
Positive 31.50 (13.26) 15/21 (71.4)
T stage Tis NA p<o.1’ 02 (0) P<0.05
1 27.00 (00) 2/8 (25.0)
2 37.89 (19.25) 9/34 (26.5)
3 46.00 (10.75) 13/15 (86.7)
4 31.29 (16.22) 7/7 (100)
N stage 0 51.00 (14.44) P<0.05" 5/34 (14.7) P<0.05
1 48.00 (8.90) 8/14 (57.1)
2 30.50 (14.78) 14/14 (100)
3 36.50 (14.73) 4/4 (100)
TNM stage 0 NA P<0.1" 0/2 (0) P<0.05
1 NA 0/5 (0)
2 49.00 (13.42) 6/34 (17.6)
3

36.72 (15.35)

25/25 (100)

* = Student T-test; " = ANOVA test; ¥

= Log rank test. SD =

standard deviation; NS = not significant; NA = non applicable.
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Fig. 2. Kaplan-Meier survival curve according to E-cadherin

expression of primary tumor (there is no statistically
significant survival advantage).

Table 3. Treatment and prognosis

Variable No. (%)

Operation method

Radical mastectomy 3 4.5)

Auchincloss 31 (47.0)

Scanlon 12 (18.2)

Patey 16 (24.2)

Quadrantectomy+Ax 4 (6.1)
Survive

Yes 35 (53.0)

No 31 (47.0)

Survival time, month, mean (SD) 51.97 (+18.03)
63.37 (+1.87)

39.10 (+2.80)

Survivor
Deceased

No. = number of patients; Ax = axillary dissection, RM =
radical mastectomy.
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Table 4. The expression rates of E-cadherin according to
variable in breast carcinoma

E-cadherin
Variable No P-value
[+ [+
Tumor size 0.180
Tis 2 2 (4.8) 0 (0)
1 8 4 (9.5 4 (16.7)
2 34 24 (57.1) 10 (41.7)
3 15 10 (23.8) 5 (20.8)
4 7 2 (4.8) 5 (20.8)
Lymph node metastasis 0.397
0 34 22 (524) 12 (50.0)
1 14 10 (23.8) 4 (16.7)
2 14 9 (214) 5 (20.8)
3 4 124 3 (12.)5)
Tumor stage 0.590
0 2 2 (4.8) 0 (0)
1 5 4 (9.5 1 42)
2 34 21 (50.0) 13 (54.2)
3 25 15 (35.7) 10 41.7)
Nuclear grade 0.261
I 27 19 (45.2) 8 (33.3)
1I 30 16 (38.1) 14 (58.3)
I 9 7 (16.7) 2 (8.3)
Histologic type 0.706
DCIS 2 2 (4.8) 0 (0)
Paget’ disease 3 2 (4.8) 1 4.2
Comedo type 2 1 (24) 1 42)
Inflammatory 3 1 2.4 2 (8.3)
Invasive & intraductal 9 5 (11.9) 4 (16.7)
predominant
Invasive NOS 37 22 (524) 15 (62.5)
Medullary 6 5 (11.9) 1 4.2)
Mucinous 1 1 2.4 0 (0)
Papillary 2 2 (4.8) 0 (0)
Secretory 1 1 24 0 (0)
Menopausal status 0.142
Premenopausal 40 28 (66.7) 12 (50.0)
Menopausal 26 14 (33.3) 12 (50.0)

NS = non significant; DCIS = Ductal carcinoma in situ; NOS =
not otherwise specified.
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