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Regulation of immune responses by IL-23 pl9, IL-27 EBI3 or their new heterodimer
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In the present study, we found that the common subunit, EBI3, between the

IL-6/1L-12 family cytokines IL-27 and IL-35 plays a novel role as an intracellular molecule in
IL-27/1L-35-independent manner. Namely, EBI3 was presumably demonstrated to associate with the scaffold
protein p62/SQSTM1, which plays a critical role in the degradation of ubiqutinated protein by autophagy,

and therefore inhibit the degradation of ubiqutinated IL-23 receptor, possibly resulting in induction of
colitis by augmentation of IL-23 signaling.
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