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[ Abstract] Diabetic cognitive impairment is one of the chronic complications of diabetes, and the pathogenesis
has not yet been fully clarified. In recent years, more and more studies of CID showed that the changes of NMDA
receptor and subunits NR2A and NR2B might be important during the period of the diabetes, and they are associated
with the mechanism of cognitive impairment. This article makes a summary on these researches so as to lay the
foundation for a further study.
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