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Biological function and mechanism of MDSCs in breast cancer
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Abstract ; Myeloid-derived suppressor cells ( MDSCs) could weaken the efficacy of immunotherapy for
cancer,and even result in the failure of cancer treatment. In breast cancer, MDSCs are recruited mainly by
breast cancer cells forming a tumor-favor microenvironment to suppress the anti-tumor immune response.
Besides ,MDSCs could directly interact with breast cancer cells. Recent studies reveal that MDSCs can not on-
ly promote the growth and development of breast cancer,but also angiogenesis,drug resistance and metasta-
sis through suppressing anti-tumor immune response. Regarding to the pivotal role of MDSCs in breast canc-
er, eliminating MDSCs and attenuating its activity might facilitate the treatment of breast cancer. This review

will focus on reviewing biological functions and regulatory mechanisms of MDSCs in the progress of breast

cancer.
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