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Roles of Innate Immune Cells in Acute Allogeneic Graft Rejection
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Allogeneic graft rejection involves multiple events at molecular, cellular and systematic levels. In the past decades,
we paid great attentions to adaptive immunity in acute graft rejection. With understanding the high heterogeneity and
plasticity of innate immune cells with diverse bio-functions, we should put great caution to the direct roles of innate
immune cells in graft rejection acute allogeneic solid organ. Macrophages and natural killer cells can directly reject
allogeneic solid grafts as effector cells. Myeloid-derived suppressive cells may be closely involved in transplant
immune tolerance in certain protocols. In the present manuscript, we will briefly summarize the roles of different
innate immune cell subpopulations in acute allogeneic graft rejection and induction of transplant immune tolerance.

innate immune cells, graft rejection, transplantation, immune tolerance
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