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Research progress on the relationship between periodontitis and non-alcoholic fatty liver disease
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[Abstract] Non-alcoholic fatty liver disease (NAFLD) is a disease characterized by the accumulation of liver cell fat,
and periodontitis is a chronic inflammation of the supporting tissues surrounding the teeth. Previous studies found a close
correlation between NAFLD and periodontitis, but the interaction mechanisms are still unclear. Increasing evidence
shows that periodontitis, accompanied by oral inflammation and pathological changes in the microbiome, induces intesti-
nal dysbiosis, and changes in the intestinal microbiome may also play a role in the pathogenesis of NAFLD. This review
will focus on the epidemiology, possible mechanisms, and treatment of NAFLD and periodontitis, expecting to provide a
new NAFLD prevention strategy from a dental science viewpoint.
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