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Necroptosis , Pyroptosis and Myocardial Ischemia-reperfusion Injury
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[ Abstract] Coronary atherosclerotic heart disease is one of the main diseases that threatening human health and can cause acute
myocardial infarction. At present, the most effective treatment for myocardial infarction is thrombolytic therapy, or percutaneous coronary
intervention, to restore the blood flow of ischemic coronary arteries and reduce the ischemic area. However, at the same time of treatment,
ischemia-reperfusion injury and myocardial cell death may occur. There are two main ways of cell death: apoptosis and necrosis. The latter
includes necroptosis and pyroptosis. This two forms of death are different from apoptosis, they are similar in morphology, but different in
mechanism of occurrence and execution. These two modes of death are involved in the process of myocardial ischemia-reperfusion. This paper
reviews the pathophysiology of myocardial ischemia-reperfusion injury and the molecular mechanism of the necroptosis and apoptosis.
Nucleotide-mediated oligomerization domain-like receptor family pyrin domain containing, caspase and gasdermin D, these key targets are
expected to provide a new therapeutic approach for the protection of ischemic myocardium.

[ Key words] Myocardial ischemia-reperfusion injury ; Necroptosis ; Pyroptosis ; Nucleotide-mediated oligomerization domain-like receptor
family pyrin domain containing inflammasomes ; Caspase ; Gasdermin D
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