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The functions of innate lymphoid cells (ILCs) have been known to play an important role in immunity and immune

responses. ILCs are rapidly-responding cells that are involved in tissue remodeling, cancer, the regulation of autoimmune

inflammation and resistance to pathogens. Understanding the role of ILCs in regulating immune response could be useful

for the development of new therapeutic strategies against emerging or re-emerging infectious diseases. However, the

relevance of ILCs in infectious diseases was not fully uncovered. This review provides an overview of the current

knowledge of the functional characteristics of ILCs and how these cells interact with pathogens to mediate immune

responses.
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FA431E v IL-17A, IL-22, TNF-0, GM-CSF 5 1|3
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M| *E(stromal cell)’doll =& LT FLA(LTFR)E 3l
Peyer's patches®} §12d o] WS {3 uff 83k} (20).
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sk ILC7F vk Aolghd ILcE 3 84S HdsHA
el Ap=pol] o] Sl MulEe] A= GErhe

ojth. thAl ILCE= AV &35 24 oA BAYs)
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