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[Abstract] Cognitive impairment has now become a progressive disease that seriously threatens the physical
and mental health of the elderly. Diabetes was found to be an independent risk factor for cognitive impairment. In
recent years, studies have found that iron homeostasis imbalance may be involved in the process of cognitive im-
pairment in diabetic patients. This review briefly summarizes the process of cognitive impairment in diabetes in-
volving iron imbalance, and preliminarily discusses the possible mechanisms, in order to provide a reference for
the early prevention and treatment of cognitive decline in the diabetic population.
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