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[Abstract] Ischemia-reperfusion injury (IRI) has been always a critical challenge that can cause severe
consequences such as organ dysfunction, graft failure.even death in several conditions. Nevertheless, the un-
derlying mechanism remains to be further explored. Currently the leading views with respect that IRI is relat-
ed to calcium overload, mitochondrial injury,inflammatory cascade, and oxidative stress. Meantime, glucose
metabolism plays a critical role in energetic metabolism, participates in inflammatory response and oxidative
stress. Therefore, glucose metabolism disorder is inevitable during IRI. This review highlights the current
mechanistic insights and progresses to the change and effect of glucose metabolism in IRI, expected to offer
novel ideas and strategies in treating IRI.
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