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Physiological and pathological significance of IL-23 and its signaling pathways
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[Abstract] Interleukin-23 (IL-23), which is mainly produced by activated macrophages and dendritic cells, is
a newly—identified member of the IL.—12 family. [LL.-23 caused more and more attention due to its critical roles in
the control of infections, inflammation, autoimmunity and tumor. I1.-23 is a heterodimeric cytokine composed by IL-
23p19 and IL-12/1L.-23p40 subunits. It is reported that IL.-23 plays an important role in the expansion and
maintenance of Th17 cells. In addition, IL-23 promotes the production of IL-17A, IL-17F, and IL-22 by Th17
cells, which participate in the process of various diseases. In the present review, we will mainly summarize the
molecular characteristics of 1L -23 and IL-23 receptor, the relevant signaling pathways, and their roles in the

occurrence and development of the relevant diseases.
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