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In this study, we investigated an inflammatory cascade mediated by
autoimmune Th17 cells and analyzed inflammatory networks starting from Thl7 cells and their
constituent factors. In particular, we elucidated the significance and regulatory mechanism of
GM-CSF-producing inflammatory subsets in autoimmune arthritis, and identified synovial innate
lymphoid cells that highly produced GM-CSF, a novel arthritogenic inflammatory subset. We also
identified Satbl as a molecule involved in the regulation of an effector gene expression network in
autoimmune Th17 cells. These results advanced our understanding of how chronic inflammation is
maintained by the interaction between immune cells and mesenchymal cells.
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