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Elucidation of pediatric IBD control mechanism by Keapl-Nrf2 system and innate
lymphoid cells and development to treatment
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Since the innate immune system is deeply involved in the onset of
inflammatory bowel disease (IBD), | analyzed the involvement of the Keapl-Nrf2 pathway in the
oxidative stress response system in type 3 innate lymphoid cells (ILC3). In the DSS colitis model,
NKp46-expressing ILC3 derived from the lamina propria was significantly increased in Nrf2-deficient
mice, and IL-22 productive capacity was also high compared with WT mice. It was suggested that
administration of Nrf2 activator reversed the series of reductions observed in Nrf2-deficient mice
and contributed to the improvement of colitis. This study suggests that ILC3 plays an important role

in colitis control and that they may be regulated by the Keapl-Nrf2 pathway of the oxidative stress
response system.
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Keapl-Nrf2 system regulates ILC3 function and plasticity in intestinal inflammation.
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