2021 2022

Identification of transcription factor controlling autoimmunity risk allele’s
pathogenic function
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Disease-specific transcription factors probably regulate the autoimmune
diseases” risk allele function. ldentification of such transcription factors requires the
development of new experimental systems. In this study, we modified ATAC-seq and developed an
experimental system that can efficiently and accurately evaluate the function of risk alleles. In
addition, using genome editing technology, we succeeded in accurately introducing risk alleles into
human CD4-positive T cells. Furthermore, we established an experimental system that can efficiently
knock out candidate transcription factors involved in rheumatoid arthritis pathogenesis using
siRNAs. By combining all experimental systems established in this study, we can demonstrate the
pathogenic effect of candidate transcription factors on the risk allele®s functions.
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