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Research Progress on the Pathogenesis of Diabetic Cognitive Dysfunction
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[Abstract] Diabetes cognitive dysfunction is one of the common neurological complications of diabetes, with
memory loss and cognitive dysfunction as the main manifestations. Type 2 diabetes is an important risk factor for
cognitive impairment. With the change of lifestyle and the aging of the population, the incidence of diabetic
cognitive dysfunction has risen sharply, and there are more and more studies on the disease. Early prevention
and treatment of diabetic cognitive dysfunction can reduce the incidence of dementia and improve the quality of

life of diabetic patients. This article describes the mechanism of cognitive dysfunction in diabetes.
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