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Diabetes Mellitus and Dementia :
A Literature Review

Yi-Hsin Lin
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As populations around the world are aging rapidly, patients with diabetes mellitus and dementia are
increasing. It has been well known that diabetes mellitus (DM) is a risk factor for dementia, and dementia is one
of the complications of DM. This review will discuss the mechanisms of cognitive impairment in diabetic patients,
the effects of antidiabetic medications on cognition, and the crucial points of treatment for older (over the age of
65 years) diabetic patient with cognitive impairment. It is mostly important to prevent hypoglycemia to reduce the
risk of cognitive decline. The optimal level of blood glucose lowering and the best selection of medications for the
prevention of dementia should be explored in future studies. (J Intern Med Taiwan 2018; 29: 86-91)
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