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Expression and significance of chemokine receptor CCR5 for the diagnosis and metastasis of breast cancer”
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Abstract: Objective To explore the expression of chemokine receptor CCR5 in breast cancer tissue and metastatic axillary
nodes, and its clinical significance. Methods CCR5 was detected by immunohistochemical staining in 35 cases of breast cancer
The positive rate
of CCRS5 in breast cancer tissue was 74, 2% (26/35) ,higher than that in breast fibroadenoma (P<C0. 05). The positive rate of CCR5

in metastatic axillary nodes was 60. 0% (21/35) ,and there were 21 cases with positive expression of CCR5 in primary cancer tissue

specimens and metastatic axillary nodes and 20 cases of breast fibroadenoma specimens(normal control). Results

and metastatic axillary nodes simultaneously. Conclusion CCR5,which could be expressed abnormally in breast cancer tissues and

metastatic axillary nodes,might play an important role in carcinogenesis,development and metastasis of breast cancer.
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