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In this study, aiming to identify novel therapeutic targets for systemic
lupus erythematosus (SLE), a refractory autoimmune disease, we analyzed the selective regulatory
mechanism of the transcription factor IRF5, which is involved in the pathogenesis of SLE. As a
result, it was suggested that transcription factors activated via the MAP kinase (MAPK) pathway are
involved in selective control of IRF5 activity. Furthermore, inhibition of MAPK resulted in
suppression of IRF5-dependent innate immune responses in mice. Clarifying the mechanism of IRF5
regulation by transcription factors activated via the MAPK pathway might lead to the development of
therapy for SLE and other IRF5-related diseases.
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