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Research progress in type 2 diabetes with depression and
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Abstract Type 2 diabetes mellitus with depression is an important cause of suicide in patients. NLRP3 inflammasome is an
intracellular sensor in the innate immune system which can mediate the maturation and secretion of caspase-1/
IL-1p and other inflammatory factors. Recent studies have found that NLRP3 inflammasomes are continuously
activated in patients with type 2 diabetes, and the activation of NLRP3 inflammasome plays an important role
in the pathogenesis of depression, so we speculate that activation of the NLRP3 inflammasome may mediate the
process of type 2 diabetes with depression.
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