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Investigation of pathophysiology of gout by molecular genetic epidemiological
analysis and application to genome-tailored medicine
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In this study, we collected a large number of genome samples and clinical
information from gout/hyperuricemia cases and controls, and conducted genome-wide association
analyses for all and subtype-divided participants. Also, we performed molecular functional analyses
on those encoded by the identified gout/urate-associated genes, and investigated their genetic
association with gout/hyperuricemia. From these studies, we identified ten loci which included
subtype specific ones. Furthermore, we revealed that the dysfunctional variants of urate exporter

ABCG2 gene have a large effect on gout progression not only for each individual, but also for
Japanese population. In other words, we elucidated possibilities of screening a high-risk population

by genotyping, and also clarified potentialities of personalized medicine based on their variants.
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