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CCRS5 Expression in Triple-Negative Breast Cancer Tissue and Its Impact on 5 Year Survival
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(Abstract] Objective To investigate the CCR5 expression in triple-negative breast cancer (TNBC) tissue, and its impact
on survival prognosis. Methods The CCRS expression in 62 specimens of TNBC were determined by immunochemical staining.
Kaplan—Meier estimate was used to analyze the survival prognosis of TNBC patients. Results 29 cases, accounted for 46.77%,
showed high expression of CCR5, and 33 cases, accounted for 53.22%, showed low expression of CCRS5. High expression of
CCR5 was negatively correlated with the 5-year—survival rates of these TNBC patients. Conclusion In the triple negative
breast cancer patients in Hunan region of China, CCRS is expressed. The high level expression of CCRS5 indicated bad
survival prognosis. CCL5/CCRS5 may promote TNBC progression and metastasis.
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