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WFZeR RO EE (3530) : Here we show SNCA’ s function in the glucose metabolism, which
is a susceptible gene for Parkinson’ s disease. In a transversal study in Japanese
population, we found that serum SNCA was strongly inversely correlated with elevated seric
insulin resistance indicators. Additionally, SNCA knock—out mice displayed evident
alterations in glucose and insulin response during dietary—induced insulin resistance.
In this study, we also performed a genome—wide case—control association study in Japanese
individuals. The analysis showed that a non—coding SNP in a member of the oxysterol binding
proteins, OSBPL10 (oxysterol binding protein like 10), was significantly associated with
PAD. We replicated the association in another panel of public medical examinations, and
found that the non—risk allele of this c¢SNP correlated with a low serum LDL cholesterol
levelindependent of age, sex and body mass index.
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