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WFTERR R OBEEE (330) : The amniotic epithelium is in direct contact with the amniotic fluid
and regulates fluid flux via paracellular pathway by tight junctions. In this study, we
investigated the regulatory mechanism of tight junctions and claudins as the basic
research for premature birth and chorioamnionitis. The results have been shown that
several physiological active substances such as hormone and inflammatory cytokines
regulate the permeability of amniotic tight junctions through claudins.
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