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Elucidation of of non-alcoholic steatohepatitis

exacerbation mechanism by dental in
fection and effects of dental treatment
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i i Effect of Porphyromonas gingivalis (P.g.) on non-alcoholic steatohepatitis (NASH)
were examined. Various bacterial components (lipopolysaccharaide;LPS, flagellin and DNA) activate natural
immune pathways through TLR2, 4, 5 and 9, resulting in upregulation of inflammator

K cytokine expression an
d inflammasome activation . In fatty liver, showing upreglation TLR2 expression, the increased sensitivity
of P.g.-LPS, which is TLR2 ligand, may cause stronger pathogenesis. Moreover, elimination of P.g.-odontog

enic infection in P.g.-infected / high fat diet induced NASH mouse model reduced inflammatory cytokines ex
pression and inflammatory cytokines expression and inflammatory cytokines expression and inflammation in I
iver. It indicates that dental therapy may have beneficial impact on management of NASH.
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