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Research Progress on Interleukin-36 in the Disease of Respiratory
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ABSTRACT: As a recently discovered cytokine,IL-36 is a multifunctional cytokine which belongs to
the IL-1 family.IL-36 is an important antiinflammatory which can activates target cells by binding to IL-
36R followed by activation of intracellular regulators.it plays an important role in inflammatory response
process of infectious diseases and maintaining the body’s immune system stability.IL-36 is also related to the
Disease of Respiratory such as bronchial asthmam, chronic obstructive pulmonary disease, tuberculosisand
pulmonary tumor diseases,This review summarizes the knowledge about the biological characteristics of IL-
36 and its role in common respiratory diseases,hoping to provid a new target or research directionfor clinical

treatment and related research in respiratory diseases.
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