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Comprehensive analysis of inflammatory bowel disease using by genome-wid genetic
and epigenetic association studies
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The aim of this project is to clarify the pathogenesis of inflammatory bowel
disease (IBD) using by analysis of genome-wide genetic and epigenetic association. Since it is
difficult to design using whole-genome epigenetic analysis for multifactorial disease except cancer,
we focus the response of anti TNF-a monoclonal antibody in IBD. We have rescrueted patients with
IBD who were treated with anti TNF-a antibody for the first time and examined methylation assays
including whole-genome bisulfite sequncing.
Furthermore, we collaborated with the International IBD Genetics Consortium and conducted
transancestry association study of IBD. Out trans-ethinic genome-wide association study clarified
that the direction and magnitude of effect are consistent in European and non-European cohorts in
spite of the genetic heterogeneity between divergent populations at several established risk loci
driven by differences in allele frequency or effect size.
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