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Obesity, especially visceral fat obesity, associates with
various complications such as diabetes mellitus, dyslipi-
demia, hypertension and atherosclerosis. A cluster of these
complications is now called as a metabolic syndrome. The
number of obese patients is increasing due to the west-
ernization of lifestyle in Japan. Both of the genetic and
environmental factors contribute to the development of
obesity. Obesity-related genes are not fully understood.
We have searched the obesity-related genes using SNPs.
We analyzed 100,000 SNPs covering the whole genome us-
ing 94 obese patients and 658 control subjects. Approxi-
mately, 80,000 SNPs were successfully genotyped. P-values
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of about 2,500 SNPs were less than 0.01. We further ana-
lyzed case-control association study using another group of
800 obese patients and 700 control subjects. We found one
SNP which p-values less than 107°. We have searched the
polymorphisms tentatively around this SNP and made LD-
map determining the obesity-related gene. We performed
in situ hybridization and found that the gene was expressed
in hypothalamus that is a center of appetite regulation.
We made antibody against the protein and observed that
the protein was co-expressed with appetite regulating neu-
ropeptides. The SNPs existed in regulatory region of this
gene affected the transcriptional activity, suggesting that
this gene would be related to the development of obesity.

Research Subjects

1. Identification of obesity-related gene
2. Functional analysis of obesity-related gene
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