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Fig. 1 The gene and protein molecular structure of IL-33
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Fig.2 The effect of IL-33—matured DCs on T cells
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Fig. 3 Signaling pathway of IL-33 mediated DC immune function
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Table 1 The potential role and its mechanism of IL.—33 in regulating dendritic cells in various diseases
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Immunomodulatory Effect of Interleukin—33 on Dendritic Cells and Its Role in
The Pathogenesis of Various Diseases”

HE Peng-Yi, ZHENG Li-Yu, ZHU Xiao-Mei~, YAO Yong-Ming”

(Medical Innovation Research Division, Fourth Medical Center of the Chinese PLA General Hospital, Betjing 100853, China)

Abstract Interleukin (IL)-33, a nuclear factor and a cytokine of the IL-1 family, has received a lot of attention in
recent years because of its important role in chronic inflammatory and autoimmune diseases. It appears to be
critically involved in the regulation of various physiological processes by influencing a wide range of immune
cells. Previous reports and studies have primarily focused on the effects of IL-33 on traditional target cells, such
as mast cells and type 2 innate lymphocytes. Dendritic cells (DC) are the most functionally specialized antigen-
presenting cells that have been discovered to date. It has been demonstrated that IL-33 can activate DC via its
specific receptor serum stimulation-2 (ST2), thereby regulating the host immune response and playing key roles in
the pathogenesis of occurrence and progression of various diseases. The immune regulation of DC by IL-33
mainly involves signal pathways, such as NF-«kB, p38 MAPK, and STAT1/3, in turn mediating the maturation,
differentiation, and inflammatory response of DC. In addition, DC is an important source of the secretion of
IL-33, which enhances the immune reaction and Th2 response through a positive feedback amplification loop.
IL-33 activated DCs can promote tumor immunity and resist pathogen invasion, and also participate in the
development of autoimmune and inflammatory diseases. This paper reviews the potential role and underlying
mechanism of IL-33 in regulating DC immune response in order to provide a foundation for further research into

its immune function and modulatory pathway in diseases.

Key words interleukin-33, dendritic cells, immune regulation, diseases
DOI: 10.16476/j.pibb.2022.0129

+ This work was supported by grants from The National Natural Science Foundation of China (81871557, 82130062, 81730057).
#% Corresponding author.

YAO Yong-Ming. Tel: 86-10-66867394, E-mail: c_ff@sina.com

ZHU Xiao-Mei. Tel 86-10-66867389, E-mail yrui304@163.com

Received: April 1, 2022 Accepted: June 17, 2022



