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Analysis of mechanisms of substances which inhibit Porphyromonas

gingivalis biofilm formation
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WFoEpk B o3 (25 3¢) : Inhibitory mechanisms of autoinducer (AI) analogues on
Porphyromonas gingivalis, a major periodontal pathogen, were investigated. By
chronological observation, AI analogues affected on P gingivalis biofilm growth. There

were no effects on initial attachment and matured biofilm.
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