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Abstract: Innate lymphoid cells(ILCs) , identified in recent five years,are a group of innate lymphocytes. As
part of innate immune system, ILCs arise from a common lymphoid progenitor cells (CLP). The ILC family include
a variety of cell subsets, which involve in infection immunity, wound healing, tissue repair and the development of

inflammation and tumor. This article reviews the phenotype, function, transcriptional regulation and the role of IL-

Cs in the pathogenesis of disease.
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