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WFZER R OMEBE (3230) @ Oral viridans group streptococci are the major commensal bacteria
of the supragingival oral biofilm and have been detected in human atheromatous plaque
The oral streptococci tested were capable of invading HAECs. HAECs invaded by one of
four kinds of oral streptococci including cariogenic bacterium produced more cytokine (s)
than non—invaded HAECs. These results suggest that oral streptococci may participate

in the pathogenesis of atherosclerosis
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