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For type 2 diabetes susceptibility genes, we have identified two genes, LSS and ACNJ15
on chromosome 21, under the peak of LOD curve we had reported. We showed that glucose
levels were improved by suppressing the expression of each gene by administration of siRNA
in diabetic animal, indicating that LSS and KCNJ15 could be the therapeutic targets for
type 2 diabetes. We also found two causative genes by using next generation sequencers
in a large MODY family.
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