(®)
2014 2016

Development of the sealant which controls pathogenic bacteria of dental caries
associated with systemic disease
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Streptococcus gordonii, a bacterium involved in the initial colonization of
tooth surfaces, contributes to dental biofilm formation and is an important cause of infective
endocarditis. This study aimed to investigate the influence of S-PRG filler on oral bacterial growth

and aggregation of S. gordonii. The effect of various concentrations of S-PRG eluate on the growth
and the biofilm formation of S. gordonii and other oral microorganisms was assessed. In addition,
the effect of S-PRG eluate on coaggregation of S. gordonii with both S. oralis and Fusobacterium
nucleatum was assessed. Our results indicate that S-PRG eluate treatment reduced both for the growth
and for biofilm of all organisms in a dose-dependent manner. Coaggregation of S. gordonii was
inhibited by S-PRG eluate. These results indicate that the S-PRG filler possesses antimicrobial
activity that is mediated by inhibiting growth and biofilm of oral microorganisms, and by
suppressing coaggregation of S. gordonii.
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(1) NAF T4V AFBRITEIT D
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Z AL —7 1 — B ILLoos (2000) @3
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BV Y EKE O ERE D RN

#MEE1E, S.gordonii DL1, S.mutans MT8148,
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Fig.1 Comparison of the biofilm-forming ability of S. gordonii wild
type strain’ DL1 to that of its hsa mutant EM230 on Tlat-bottomed

microtiter plates coated with various proteins or human saliva.
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Fig.2 Expression of Hsa protein from various wild type strains.
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Fig.3 Biofilm—formin% ability of S. gordonii wild type strain DL1,
its hsa mutant EM230, and ‘other wild type strains in flat-bottom

plates that were pre-coated with saliva and untreated (U) or
neuraminidase-treated (N).
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Fig.5 S-PRG Hi#IZ & % S. gordonii @ H CLEEERSE (n=3)
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