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ABSTRACT: Myeloid-derived suppressor cells (MDSCs) are a heterogeneous population of immature myeloid cells, which are the
precursors of macrophages and granulocyte and dendritic cells, which express various antigen markers different from other mature
myeloid cells. When the body is in the state of cancer, inflammation, infection, MDSCs would be accumulated to the periphery from the
bone marrow and activated, in which a series of tumor-derived factor associated with chronic inflammation is a key mediator. MDSCs
has a variety of methods to suppress the body's acquired and natural anti-tumor immunity, which makes the tumor cells can escape the
body's immune surveillance and attack, promoting tumor development. In recent years, more and more researchers began to pay attention
to the correlation between MDSCs and malignant tumor, and the tumor immunotherapy targeting MDSCs was also reported. The purpose
of'this paper is to review the biological function and research progress of MDSCs in malignant tumors.
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