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ABSTRACT Objective: To investigate the clinicopathological and prognostic significance of EpCAM, Vimentin and N-Cadherin
expression in triple-negative breast cancer (TNBC). Methods: The expressions of EpCAM, Vimentin and N-Cadherin in 161 cases of
TNBC were detected by immunohistochemical MaxVisionTM method, and the relationship between their expressions and the clinical
pathological features and prognosis were analyzed. Results: The expression rates of EpCAM, Vimentin and N-Cadherin in 161 cases of
TNBC were 62.1%, 20.5% and 17.4%, respectively. The expression of Vimentin was positively correlated with N-Cadherin and EpCAM.
The positive rates of EpCAM and Vimentin increased with tumor size, lymph node positive and TNM stage (P < 0.05), and N-Cadherin
expression increased with TNM stage (P=0.000). Log-rank test and univariate analysis showed that the expressions of EpCAM, Vimentin
and N-Cadherin were associated with a significantly worse overall survival (P<0.001). In multivariate COX analysis, after adjusting for
TNM stage, tumor size and lymph node metastasis, EpCAM was an independent prognostic factor (P=0.026), but it had no independent
prognostic significance after adjusting for Vimentin and N-Cadherin further. Conclusions: EpCAM is associated with clinical-
pathological features and prognosis in TNBC, and is closely related to EMT, EMT and EpCAM may be involved in the development of
TNBC.
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Table 1 Relation between the expression of EpCAM, Vimentin, N-Cadherin protein and the clinicopathological features of breast invasive ductal

carcinoma

EpCAM+ Vimentin+ N-Cadherint+
Clinicopathological features N _— P _— P
n(%) n(%) n(%)
Menopausal state
Premenopausal 68 46(67.6) 13(19.1) 12(17.6)
0.216 0.711 0.942
Postmenopausal 93 54(58.1) 20(21.5) 16(17.2)
Tumor size
< 5Scm 149 89(59.7) 26(17.4) 24(16.1)
0.028 0.001 0.130
>5cm 12 11(91.7) 7(58.3) 4(33.3)
Lymph node metastasis
Positive 81 67(83.8) 25(31.2) 18(22.5)
0.000 0.001 0.089
Negative 80 33(40.7) 8(9.9) 10(12.3)
Histological grade
I 18 5(27.8) 1(5.6) 3(16.7)
0.001 0.096 0.931
il 143 95(66.4) 32(22.4) 25(17.5)
TNM stage
[~1I 124 67(54.0) 12(9.7) 13(10.6)
0.000 0.000 0.000
I~V 37 33(89.2) 21(56.8) 15(40.5)
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Fig.1 Expression of EpCAM,N-Cadherin and Vimentin protein in infiltrating ductal carcinoma of breast(TNM stage [[I~IV)(Immunohistochemistry, DAB

staining, x 200 )Note: A: The positive membrane staining of EpCAM; B: The positive membrane staining of N-Cadherin; C: The positive plasma staining

of Vimentin; Arrow: the postive cell.
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Table 2 Predictors for Overall Survival in Univariate and Multivariate COX Analyses for Breast Cancer Patients

Univariate analysis

Multivariate analysis

P P
HR(95%CT) HR(95%CT)
Menopausal premenopausal 1.000
postmenopausal 1.184(0.624-2.246) 0.606
Tumorsize < 5cm 1.000 1.000
>5cm 9.957(4.711-21.046) 0.000 2.236(0.997-5.016) 0.051
Lymph node negative 1.000 1.000
positive 3.193(1.560-6.535) 0.001 0.376(0.099-1.431) 0.151
Histological grade I 1.000
il 1.309(0.465-3.683) 0.610
EpCAM  negative 1.000 1.000
positive 4.213(1.861-9.542) 0.001 2.191(0.847-5.665) 0.106
Vimentin  negative 1.000 1.000
positive 11.477(5.852-22.509) 0.000 2.204(0.764-6.360) 0.144
N-Cadherin negative 1.000 1.000
postive 8.095(4.224-15.513) 0.000 1.756(0.759-4.064) 0.188
TNMstage [ ~Il 1.000 1.000
I~V 11.608(5.914-22.787) 0.000 5.975(1.468-24.325) 0.013
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