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[ Abstract)

characterized by rapid deterioration of renal function and further accumulation of metabolic wastes and toxins. Now more

Acute kidney injury (AKI) is one of the clinical diseases with the highest incidence rate in the world,

and more evidences show that necrotic apoptosis and ferroptosis are one of the main pathological mechanisms of AKI. This

article reviews the definition, main biochemical mechanism, main regulatory factors and related research progress of necrotic

apoptosis and Ferroptosis in AKIL.
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