2019 2020

Elucidation of pathological mechanism and research for therapeutic targets using
inflamatory arthritis and enthesitis model mice.
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We started to examine the effect of anti-IL-17A antibody on McH-lpr /
Ipr-RAL mice to suppress enthesitis and ossification, but no sufficient effect was obtained.
Therefore, we switched the mice to SKG / jcl mice that affected similar to spondyloarthritis. The
anti-1L-17A antibody was administered at 400 p g on day 0, 400 p g on day 2, and 400 p g weekly
thereafter, and the same amount of mouse IgGl was administered in the control group. There was a
significant difference in arthritis score between the treatment group and the control group from 3
to 6 weeks after the first administration, but no difference was observed thereafter. HE staining
also did not show a significant difference.
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The effect of anti-IL-6 receptor antibody for the treatment of McH-lpr/lIpr-RAl mice that 2019
spontaneously developed destructive arthritis and enthesitis
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