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Kinetics of fetal-antigen specific cytotoxic T cell (CTL) and protection role of
placenta for feto-maternal tolerance
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We have investigated the mechanism of fetal-antigen specific cytotoxic T cell
(CTL) for feto-maternal tolerance focused on the B7-H1 (PD-L1). B7-H1 is expressed on placenta and
several kinds of tissues. B7-H1 is the suppressive co—stimulatorg molecule and is thought to suppress CTL
activity. In this study, fetal-antigen specific CTL was induced by the induction of anti-B7-H1 antibody
and the 41-BB, co-stimulatory molecule, for pregnant mice in vivo CTL assay. However, the miscarriage was
not facilitated by these treatments. PD-L1 is expressed not only the placenta but also dendritic cells
and macrophages, and PD-1 is expressed not only T cells but also NK cells. From these points of view, the
correlation between the PD-L1 molecules and innate immunity were investigated for the murine pregnancy.
gg Egundlthelnew strategy of miscarriage concerned with the innate immunity including the kinetics of

-L1 molecules.
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