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[ Abstract ]

nosuppressive cells of the myeloid lineage, which is derived from bone marrow progenitor cells and immature

Myeloid-derived suppressor cells (MDSCs) are a heterogeneous cell population of immu-

myeloid cells. MDSCs play an important role in innate and adaptive immunity. In a large number of transplan-
tation including cornea,islet,skin and kidney, MDSCs suppress the immune system through various ways,re-
duce graft rejection,and induce immune tolerance. Because of the characteristic MDSCs has become an impor-
tant focus of transplantation immunology research. This review mainly introduces the immunomodulatory

function of MDSCs, the research progress in different transplantation in recent years,and the future research

direction and obstacles in this field.
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