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Mechanism and Research Progress of SIRT6 in Ischemia Reperfusion Injury
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Abstract : The restoration of blood supply after ischemic injury will lead to ischemia/reperfusion (IR) injury, which could lead to
further aggravation of tissue injury. IR injury is accompanied by a series of mechanisms, including glutamate excitotoxicity, cal-
cium overload, oxidative stress, inflammation and apoptosis, resulting in cell death. IR injury processes are regulated by the Sir-
tuins family. In the Sirtuins family, SIRT6, specifically located in the nucleus, can promote resistance to DNA damage and oxi-
dative stress, inhibit genomic instability, and play a role in metabolic homeostasis, and SIRT6 is highly expressed in the brain.
However, there are few studies on SIRT6 in brain IR injury, so combined with the latest research progress at home and abroad,
we made a retrospective summary and analysis of the role of SIRT6 in IR injury, hoping to provide some reference basis for do-

mestic and foreign scholars on the study of SIRT6 in stroke.
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Fig.1 Molecular mechanism of neuroprotection of SIRT6 in

brain IR injury
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