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WFFERC R OMEEE (L) : The intervention of type 1 diabetes is difficult and not enough
successfully at the moment, and therefore the only way for the eradication of type 1
diabetes is prediction, and consequent prevention of the disease. The aim of this study
is to discover genetic determinants of type 1 diabetes, and to develop a prediction system
for type 1 diabetes. In this study,

In addition, I developed a screening panel for early diagnosis

I succeeded in the construction of new assay for
insulin autoantibody.
of type 1 diabetes.
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