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Genome-wide association study identified chromosome 4925 as an atrial fibrillation
(AF) locus. Functional analyses with chromatin immunoprecipitation and reporter
assay revealed that this genetic region has enhancer and silencer function, which
indicates that the cis-regulatory elements make genes in the neighborhood activated or
silent, and finally that they confer the AF susceptibility. Next, as clinical study, we
investigated whether the efficacy rate of pulmonary vein isolation (namely, catheter
ablation for AF) depended on this SNP allele. The risk allele homozygotic carriers
recurred more frequently than others. These findings might lead to clinical practice in
the near future.
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3. During the transdifferentiation from
mesenchyme to cardiomyocyte, atrial
fibrillation associated locus 4g25
enhanced PITX2c¢c expression to
interact with its promoter. Yusuke
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4. A SNP in 4pl5.2 was Identified as a
Novel Atrial Fibrillation Associated
Locus Through the GWAS in Japanese
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