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The role of ILCs in the development of rheumatoid arthritis
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Recent studies show that Innate Lymphoid Cells (ILCs) contribute to
development of chronic inflammation and autoimmune disease. In this study, we assessed ILC function
in the pathogenesis of rheumatoid arthritis (RA). In the mouse of collagen-induced arthritis (CIA) ,

the proportion of CCR6+ ILC3s to total ILCs in joints with active inflammation significantly
increased relative to non-arthritic joints (median 29.6% vs 16.7%, p=0.035). CCR6+ ILC3s from mice
with arthritis expressed significantly higher levels of IL-17A and IL-22 mRNA than did comparable
cells from control mice (p < 0.0001 and p=0.015). In RA patients, relatively high levels of CCR6+
ILC3s in SF were positively correlated with tender joint count (TJC) and swollen joint count (SJC)
(p =0.689, p=0.0032 and p =0.644, p=0.0071 respectively). These data suggest that CCR6+ ILC3s are
positively associated with RA development through production of IL-17 and IL-22.
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