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Relationship between pancreatic beta cell dedifferentiation and NAFLD in
diabetic mouse model with obesity

Ishida, Emi
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In type 2 diabetes, decreased insulin secretion due to pancreatic 3 -cell
dysfunction is a clinical problem. Pancreatic B -cell dedifferentiation has recently proposed as a
cause of B -cell dysfunction in diabetes, and the authors reported that dietary restriction better
prevents 3 -cell dedifferentiation among existing diabetes treatments in obese diabetic mice model.
In the present study, we found that dietary restriction with different carbohydrate/lipid ratios
differentially suppressed the progression of pancreatic B -cell dedifferentiation as well as hepatic
steatosis, and we clarified one aspect of the molecular mechanism, especially in the liver. This
study may contribute to the development of dietary therapy from a new perspective of preventing

-cell dedifferentiation and to the elucidation of the relationship between B -cell function, other
organs and nutrients.
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