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e RO E (F30) : This study has shown that exendin-4 suppresses the onset of
encephalomyocarditis virus (EMCV) induced diabetes, which is a model of fulminant type 1
diabetes. Exendin-4 markedly reduced g cell destruction by inhibiting the infiltration of
macrophages into the islets and the expression of EMCV infected macrophage derived
chemical mediators, TNF-«, IL-1 8 and iNOS. Our study clarified that it could be an
Important strategy to suppress macrophage activation in the treatment of fulminant typel
diabetes.
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