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WFFER R OEEE (Fn30) : Porphyromonas gingivalis (P 9\ X 2 #HR#E (DCO) A L 7= #iia
BENE CDS T MR OFHE (Fu AT T4 I v IOV THRE Lz, 2085, DC% Pg
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LT, fimbriae 17 0 A7 LB T—2 a VEMBISEZZ S, JuRATI53 A4 I 00 %
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WFZER I OBEE (353C) : We examined the induction of DC-mediated cross-priming upon
Porphyromonas gingivalis (P g stimulation in vitro. The stimulation of DCs with P g
induced the upregulation of Ag cross-presentation and of CD86. The enhancement of
DC-mediated cross-priming by P g was suppressed upon co-stimulation with P g-derived
fimbriae. These results may suggest that £ g could evade the induction of DC-mediated
cross-priming.
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