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Development of slowly progressive type 1 diabetes animal models using the CD28
knock-out NOD mouse
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The characteristic pathological features of autopsied pancreas of SPIDDM were
CD8+ T cell and CD68+ macropthages to the atrophied exocrine pancreas. Sixty percent of SPIDDM pancreas
had pancreatic ductal hyperplasia/metaglasia with obstructive pancreatitis (p<0.01 vs. non-diabetic
controls). To establish an animal model of SPIDDM, the effect of poly I:C multiple intraperitoneal
injection g oly 1:C model) or intra-pancreatic ductal injection of Zein-oleic acid-linoleic acids (ZOAL)
(ZOAL mode g to CD28 knock-out NOD mice was examined. ZOAL model showed marked pancreatic exocrine
inflammation composed of CD8+ and CD68+ cells and high occurrence of diabetes, while poly 1:C model
showed slight exocrine pancreatic inflammation without enhanced occurrence of diabetes.
Conclusion: We could established ZOAL NOD mice model, which resembles with human SPIDDM.
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