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The aim of this study was to examine the production of cytokines,
pattern-recognition receptors, and cell adhesion molecules in human aortic endothelial cells (HAECs)
invaded by the mixture of oral biofilm bacteria. We have tried to clarify the virulence of the
mixture of oral biofilm bacteria in terms of bacterial species diversity in the pathogenesis of
atherosclerosis caused by oral bacteria. The production of cytokines, pattern-recognition receptors,
and cell adhesion molecules in HAECs invaded by the mixture of oral biofilm bacteria collected from
human saliva increased markedly compared with those in non-invaded HAECs. On the other hand, HAECs
invaded by a single bacterial species did not show any inflammatory reaction in this experimental
condition. Greater inflammation in HAECs by the mixture of oral bacteria may be due to the virulence
induced by the bacterial species diversity.
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