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Research Summary

The study showed that supplementation of celsior solution with
RGFP966 attenuated cardiac dysfunction induced by prolonged
hypothermic preservation in rat hearts. The mechanism may involve

inhibition of oxidative stress and apoptosis via inactivation of the YAP
pathway
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Innovation points

eRGFP966 prevented hypothermic preservation-
induced cardiac dysfunction and promoted cardiac
function recovery during reperfusion.

eRGFP966 suppressed hypothermic preservation-
induced phosphorylation of Mst1 and YAP, and
increased nuclear localization of YAP.

eHippo-YAP pathway participated in RGFP966-induced
cardiac protection via inhibiting hypothermic
preservation-induced oxidative stress and apoptosis.
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