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WFZeR R OMEEE (3530) @ Porphyromonas gingivalis, a periodontal pathogen, secretes outer
membrane vesicles (OMVs) that contain major virulence factors, including major fimbriae
and proteases termed gingipains, although it is not confirmed whether OMVs enter host
cells. We analyzed the mechanisms involved in the interactions of P. gingivalis OMVs with
human epithelial cells. OMVs adhered to cells in a fimbria—dependent manner and then
entered via a lipid raft—dependent endocytic pathway. In addition, OMV-associated
gingipains degraded cellular functional molecules such as TfR and paxillin/FAK, resulting
in cellular impairment. These results suggest that . gingivalis OMVs are potent vehicles
for transmission of virulence factors into host cells and are involved in the etiology
of periodontitis.
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