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Multiomics analysis of auto reactive immune cells in the inflammatory sites in
autoimmune diseases.

Takeuchi, Tsutomu
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It is known that lymphocytes (B cells, T cellsa that react to self-protein
are present in patients with autoimmune disease, but the dynamics of these cells at the lesion site
was not clear. In this study, we focused on the cells in the local lesions of Sjogren®s syndrome
(saliva glands) and analyzed what they responded to, especially B cells. We clarified that one third
of B cells at the lesion site produced antibodies against self-protein, and these cells were
specifically selected for the self-antigen at the lesion site. These results about origin of
autoantibodies in the local lesion is considered to be an important clue to reveal disease
pathophysiology.
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