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Research progress of interaction mechanism of type 2 diabetes

mellitus and chronic periodontitis”
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[Abstract] Type 2 diabetes mellitus is one of the critical risk factors inducing and aggravating chronic
periodontitis. The perfect periodontal basic treatment ameliorates the periodontal inflammation, meanwhile the
blood glucose can be controlled. Nowadays, the interaction between diabetes and periodontitis is the hot spot of
periodontal medicine. However, the pathogenesis between them has not been clarified. This paper reviews the
influence of type 2 diabetes mellitus on chronic periodontitis and the effect of chronic periodontitis and perio-
dontal basic therapy on blood glucose control from the aspects of bacterial microorganisms,inflammatory fac-

tors,advanced glycation end products and microRNA.,
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