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Cooperative and competitive interactions among periodontal pathogens

Watanabe, Takayasu
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clustered regularly interspaced short palindromic repeat (CRISPR)

Among three periodontal pathogens Porphyromonas gingivalis, Tannerella forsythia,
and Treponema denticola, we demonstrated cooperative iInteractions such as complementation of metabolic
pathways as well as competitive interactions in which clustered regularly interspaced short palindromic
repeats (CRISPRs), bacterial genomic regions responsible for acquired immunity, were involved. Our
findings would be a clue for elucidation of survival strategies of the three pathogens.
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