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PGIL;-PPARS Signal Transduction Pathway in Mammalian Embryo Implantation”

HUO Li-Jun YANG Zeng-Ming*
(Collegeof Life Sciences, Northeast Agricultural University, Harbin 150030, China)

Abstract Prostaglandins (PGs) are important in blastocyst implantation and decidualization. The level of
PGI; was the highest [ollowed by PGE; in the site of blastocyst implantation. In addition, PGL; level was
signilicantly higher at the implantation sites than inter-implantation sites. IP and PPARs are the G protein-
coupled cell surlace receptors that are linked to dillerent cytoplasmic signaling pathways and the nuclear
hormone receptors, respectively. IP is not expressed or undetectable at implantation sites, but PPARS
expression is very abundant. RXRs (the partner receptor [or PPARs}, PPARS-RXRe heterodimer and
PGI; synthase (COX-2/PGIS) are also abundant at implantation sites. Both PGI; agonist (cPGI) and
PPARS specilic agonist can restore blastocyst implantation and decidualization in COX-27'" mice. These
data suggested that PGI, may play important roles in blastocyst implantation and decidualization by PPARS

activation.
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