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Recent advances in neuronal death in ischemic stroke
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Absrtact ; Ischemic stroke is the main type of stroke, and neuronal death is a leading cause of neurological deficit after cerebral
ischemia. Besides apoptosis and necrosis, many new modes of cell death have been discovered in recent years, including pyrop-
tosis. parthanatos. ferroptosis. oncosis, etc. In this review, we summarised the current studies on the neuronal death mecha-

nisms in cerebral ischemia.
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