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Addressing the role of CD36 in insulin secretion and diabetes incidence using a
new mouse model
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Hereditary insulin secretion capacity can be a crucial determinant for the
susceptibility to type 2 diabetes. However, its molecular background has not been fully clarified.
We previously demonstrated that overexpression of fatty acid translocase/CD36 impaired insulin
secretion, associated with suppressed insulin signaling and exocytosis dysfunction (e.g., defects in

insulin granule docking), in INS-1 clonal B -cells. In the present study, we aimed to study the
implications of CD36 expression for hereditary low insulin secretion capacity observed in
diabetes-prone ON-DP mice. We demonstrated here that the ON-DP mouse islets (and B -cells) had
abnormally high CD36 protein expression and showed lipid accumulation, insulin signaling
attenuation, and defects in insulin granule docking. These findings provide new insight into the
pathophysiological role of CD36 for the development of T2D.
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