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Streptococcus mutans, known as a primary causative agent of dental caries,
produces bacteriocins that inhibit the growth of similar or closely related oral bacteria. The purpose of
the present study was to examine the functions of 2 peptide bacteriocins, SmbA and NImA, as well as the
correlation between production of bacteriocin and biofilm formation. The amount of bacteriocin produced
by an SmbA-deficient mutant strain was lower as compared to that by an NImA-deficient mutant strain,
while biofilm formation by NImA-deficient mutant strain was lower than that by the SmbA-deficient mutant
strain. In addition, both bacteriocin production and biofilm formation were altered in the presence of
Streptococcus gordonii. These results suggest that the presence of strains prossessing bacteriocins, such
as SmbA and NImA may be dominant in biofilm due to their effects on other oral streptococci. In addition,
bacteriocins might have a role in competition with other oral streptococci.
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