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Aberrant gene transcription based on chromatin structure in rheumatoid arthritis
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Araki, Yasuto

3,500,000
RA
RA RA
SFs
ChlP-seq RASFs FAIRE-seq
RASFs SOX11
RA S0X11 SOX11 RA SF
SOX11 S0X11
RASFs RA

Rheumatoid arthritis (RA) is a disease in which the etiology is unknown and
the treatment is difficult. To elucidate epigenetic dysregulation in RA, we examined the mechanisms
of aberrant gene transcription based on the interaction of chromatin structure and transcription
factors (TFs) in RA synovial fibroblasts (SFs). We analyzed chromatin structure by investigating
histone modifications with ChIP-seq in RASFs. We examined open chromatin regions that regulate gene
transcription by FAIRE-seq. We identified SOX11 as a RASF-specific TF by analyzing TF consensus
motifs of the regions.
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