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ABSTRACT: Tumor is a difficult to cure because of it is easy to transfer and relapse. Tumor microenvironment significantly pro-
motes cancer proliferation, metastasis, immune escape and angiogenesis. Chemokine C-C motif ligand 5 (CCLS5) produced by cells in the
tumor microenvironment act as a key role. Increasing evidences demonstrate attenuation the secretion of CCLS5, or inhibition of CCRS,
the cognate receptor of CCLS, can inhibit cancer metastasis and angiogenesis. Targeting CCL5-CCRS axis may be of great significance in
the future treatment of cancer. This review summarizes the recent developments of CCL5-CCRS5 axis, including various biological func-
tions of the axis, such as promotes cancer proliferation, metastasis, immune escape and angiogenesis, and the development of CCRS5 in-
hibitors as a new anti-cancer treatment.
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