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Effect of oral pathogens on the progression of NAFLD in high caloric diet-fed
mice.
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Non-alcoholic fatty liver disease (NAFLD) is considered to be a hepatic
manifestation of metabolic syndrome. Recently, dysbiotic alteration in the gut microbiota has been
highlighted as one possible driving forces for the progression of NAFLD. However, the mechanisms
causing gut dysbiosis remain obscure. Thus, this study aimed to investigate whether oral
pathobionts-induced alteration in the gut environments is the contributing factor of NAFLD
progression. C57BL/6J mice were fed with a high caloric diet to develop obesity, and
intragastrically administrated with Porphyromonas gingivalis or Streptococcus intermedius for 12
weeks. Intragastric administration of oral pathobionts led to enhance the inflammatory response in
the liver, while had no effect on gut physiology. These results suggest that the liver was highly
sensitive to gut environmental alteration. In conclusion, oral pathobionts-induced gut environmental

alteration confers the susceptibility to NAFLD progression.
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