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Aridba controls the proliferation of plasmablasts by inducing Erdrl expression in the

large intestine
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AT-rich interactive domain 5a (Arid5a) plays a crucial role in the immune system through
transcriptional and post-transcriptional processes. However, the role of Arid5a in B cells
remains unclear. Immunoglobulin A (IgA), the major immunoglobulin isotype in the intestine,
contributes to immune homeostasis by protecting against toxins and infections. In this study, |
found that Arid5a was abundantly expressed in B cells. The deletion of Arid5a in B cells
decreased the concentration of IgA in feces, whereas Ig isotypes in the serum did not change.
In addition, | found a significant reduction in the percentage of plasmablasts in the large
intestine of Arid5a deficient mice. Mechanistically, Arid5a modulated the cell cycle of
plasmablasts by regulating the expression of Erdr1 upon stimulation with differentiation factors.
Moreover, the deficiency of Arid5a in B cells affected the IgA-microbiota axis and enhanced
susceptibility to colitis. Collectively, my findings reveal that Arid5a plays a crucial role in
maintaining intestinal homeostasis by controlling the proliferation of plasmablasts through
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