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Abstract

Liver transplantation is the only effective treat-
ment for end-stage liver diseases. Ischemia-
reperfusion injury remains a major cause of
post-transplantation liver dysfunction and even
failure. Ischemic postconditioning is defined as
rapid intermittent periods of reperfusion and
ischemia in the early phase of repefusion after
long ischemia of the tissues and organs. Many
investigations have demonstrated that isch-
emic postconditioning has a protective effect
against hepatic ichemia-reperfusion injury. Isch-
emic postconditioning exerts protective effects
through many possible mechanisms such as ox-
ygen free radicals, calcium overload, polymor-
phonuclear neutrophils, cytokines, cell apoptosis
and mitochondria.
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