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Analysis of diabetes mellitus and the molecular
mechanism of periodontitis
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Abstract: Diabetes mellitus and periodontitis are common diseases in daily life, which seriously reduce the quality of life of
patients. The bidirectional relationship between diabetes and periodontitis has been one of the main focuses in recent years,

but its mechanism remains to be further verified. This article reviews the relationship between diabetes and periodontitis from

the perspectives of mitochondrial dysfunction and oxidative stress.
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