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Type 2 diabetes mellitus (T2DM) is a complex and heterogeneous metabolic disorder that leads to varying

degrees of insulin resistance and B cell dysfunction. There is a clear link between insulin resistance and cognitive

impairment, which ends in Alzheimer’s disease (AD). Therefore, the key crossover point between AD and T2DM

may be insulin resistance. Insulin resistance significantly affects hippocampal plasticity, changes amyloid precursor

protein (APP) metabolism, increases tau protein concentration, and changes brain tissue structure.
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