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MR RO (337) : Pgingivalis DNA was detected in chorionic tissues from six out of 23
high-risk pregnant women. Stimulation of chorion-derived cells with P.gingivalis LPS significantly
increased TLR-2 mRNA expression and induced IL-6 and IL-8 production in chorion-derived cells.
P.gingivalis LPS-induced IL-6 and IL-8 production was reduced in TLR-2 gene-silenced
chorion-derived cells.It is very likely that P.gingivalis staying in intrauterine tissues breaks the
maintenance of a proper uterine-fetus relationship via TLR-2 by generating pro-inflammatory cytokines,

which may cause premature labor.
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