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The aim of this study was to elucidate the mechanism by which the metabolic syndrome
developed, especially in Alstroem syndrome, a hereditary obesity inevitably developing the
metabolic syndrome. Several findings were obtained focusing on the insulin/IGF-1 action in
the Alstroem syndrome, a relationship between SNPs for obesity-related genes and blood
chemistry, and a relationship between high-molecular adiponectin and intra/extra uterine
growth.
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