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Prostanoids are bioactive lipid mediators consisting of prostaglandins (PGs) and
thromboxanes. On the other hand, Ischemic preconditioning (IPC) is a phenomenon
that a brief ischemia of the heart induces a potent cardioprotective mechanism upon
a succeeding ischemic insult. This research was analyzed about the roles of
prostanoids in the ischemic heart disease using mice lacking PGE, receptor. We
demonstrated that the PGE,-EP, system exerts the cardio—protective effect in the

late phase of IPC partly by augmenting the anti—apoptosis related signaling
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