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WEFERE SR OMEEE (330) : The objective of this study is to elucidate the implication of
IL-35, a recently identified member of the IL-12 family of cytokines, in the pathogenesis
of periodontal diseases. Firstly, we examined the gene expression of IL-35 in periodontal
lesions. IL-35 is a heterodimeric protein consisting of IL-12 + and IL-27 » chain, which
are encoded by two separate genes called /L124 and EBI3, respectively. When comparing
to gene expression levels of £B/3and /L124 in lesional sites and control sites, we found
that the relative level of gene expression for £B/3 and /L124 was significantly higher
at lesional sites than at control sites. Moreover, we found that the relative gene
expression ratio of EB/3 to [L124 showed significant difference in Th cells derived from
periodontal lesions and peripheral blood when activated with anti-CD3/CD28 beads. From
these findings, IL-35 might be implicated in the pathogenesis of periodontal diseases.
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