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Research progress on role of neuroinflammation in pathogenesis of type 2 diabetic
encephalopathy
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Abstract: The number of patients with type 2 diabetes mellitus (T2DM) shows a rapid increasing trend, and the cognitive
dysfunction which is caused by T2DM has been a hot spot of attention, but its pathogenesis are still not entirely clear. In recent years,
“the inflammation hypothesis of T2DM” has been mentioned by many researchers, and more and more researches had found that
neuroinflammation could act as a trigger for type 2 diabetic encephalopathy (T2DE) which could be mediated by some factors. This
review summarizes the factors which could mediate neuroinflammation causing T2DE, including the activation of microglial cells,
periphery cytokines, advanced glycation end products (AGEs), B amyloid peptide, and so on, in order to provide reference for the
development of treatment drugs.
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