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Molecular genetic analysis to elucidate the pathogenesis of primary biliary
cholangitis and develop personalized medicine.
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Primary biliary cholangitis (PBC) is a chronic and cholestatic liver disease
that is caused by the autoimmune destruction of bile ducts. However, the mechanism of disease onset
and progression remains unclear.

In this study, we comprehensively identified PBC susceptibility loci by international genome-wide
association study (GWAS). Additionally, disease causal variants in these loci and the molecular
mechanisms of disease susceptibility in PBC have been elucidated.
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