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Role of Interleukin-38 and Its Related Cytokines in Inflammation

Yuan Xianli, Li Mingcai*, Li Yan, Gao Xueming, Gao Qiaoyan
(Department of Immunology, Medical School of Ningbo University, Ningbo 315211, China)

Abstract Interleukin (IL)-38 is the most recently discovered cytokine, which is the tenth member of 1L-1
cytokine family. IL-38 shares a high homology with IL-1 receptor antagonist (IL-1Ra) and IL-36Ra. IL-36R is the
specific receptor of IL-38 which is the partial receptor antagonist of IL-36. IL-38 inhibits the production of T-cell
cytokine IL-17 and IL-22. IL-38 also can inhibit the production of IL-8 which is induced by IL-36y, thus inhibiting
inflammatory response. This review will introduce the biological characteristics, receptor and signal pathway,
biological activity of IL-38 and its related cytokines.
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Table 1 The IL-1 family members (modified from references [6-7])

i ST ENZAS Ak PA AL Rk

Cytokine Family name Receptor Coreceptor Property

IL-1a IL-1F1 IL-1RI IL-1RAcp Proinflammatory

IL-1B IL-1F2 IL-1RI IL-1RAcp Proinflammatory

IL-1Ra IL-1F3 IL-1RI NA Antagonist for IL-1a, IL-1B

IL-18 IL-1F4 IL-18Ra IL-18RpB Proinflammatory

IL-36Ra IL-1F5 IL-36R NA Antagonist for IL-36a, IL-36p, IL-36y

IL-360 IL-1F6 IL-36R IL-1RAcp Proinflammatory

1L-37 IL-1F7 IL-18Ra? Unknown Anti-inflammatory, transcription regulating factor™™

1L-36B IL-1F8 IL-36R IL-1RAcp Proinflammatory

1L-36y IL-1F9 IL-36R IL-1RAcp Proinflammatory

1L-38 IL-1F10 IL-36R Unknown Antagonist for IL-36a, IL-36p, IL-36y

IL-33 IL-1F11 ST2 IL-1RAcp Proinflammatory, transcription regulating factor!”
NAZFZ RTINS AL SZ o 5 5 Tl — P RIE

NA means not applicable. “?” means needs confirmation.
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Fig.1 The composition of amino acid for human
IL-38 protein
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Fig.2 The receptor and signaling pathway of IL-38
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