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Periodontitis is an inflammatory condition that causes the destruction of
the supporting tissues of teeth and is a major public health problem. Although traditional
microbiological research on the etiology of periodontitis has focused on some oral endogenous
bacteria, emerging evidence suggests an association between EBV and periodontitis progression.
However, EBV' s role in the etiology of periodontitis is unknown. We found that extremely high
levels of IL-6 and IL-8 were induced by inactivated EBV in a copy-dependent manner in HGFs. EBV
induced Ik Ba degradation, NF-k B transcription, and RAW264.7 cell differentiation into
osteoclast-like cells. Futhermore, BZLF1 mRNA expression and transcriptional activity in Daudi cells

were induced only when treated with the hronic periodontitis patients”™ saliva. Thus, EBV, as well
as periodontopathic bacteria, should be considered as a causative agent of the progression of human
chronic periodontitis.
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