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Expression of CCR7 and its correlation with epithelial-mesenchymal transition

in breast carcinoma

XU Yun, ZHANG Zhaolin, DOU Shanshan, CUI Lide
(School of Basic Sciences,Jining Medical University, Jining 272067, China)

Abstract: Objective To investigate the association between the expression of CCR7 and clinical parameters in
human breast carcinoma and analyze the relationship between CCR7 and the epithelial-mesenchymal transition
(EMT) . Methods CCR7,Slug and N-cadherin were examined by immunohistochemistry in 56 cases of breast car-
cinoma tissues. The correlation between clinical parameters and CCR7 expression were retrospectively analyzed.
Results 1) The expressions of CCR7 in lymph node metastasis group were significantly higher than those in the
group that without lymph node metastasis (x> =5.061, P<C0.05). 2) The expression of CCR7 in human breast
cancer increased with the increase of the pathological stage of the patients. 3) High expressions of CCR7, Slug and
N-cadherin were found in human breast carcinoma and the positive rate was 60.71% ,66.07% and 76.78 % re-
spectively. 4) The CCR7 expression was significantly associated to Slug and N-cadherin( P<Z0.001). Conclusion
CCR7 was closely related to EMT indicators (Slug and N-cadherin) in human breast carcinoma. CCR7 may play a
role in the genesis of EMT in human breast carcinoma and be expected to become the biomarker of cancer metasta-
sis.
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