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Abstract: As a member of aspartic acid-specific cysteine proteases family,caspase-3 plays a key role in the apoptosis

of various biological cells. It also plays an important role in the pathogenesis of acute kidney injury( AKI) caused by sepsis.

Sepsis is a serious disease in the intensive care unit,which is often accompanied by multi-organ failure during the progres-

sion of the disease. Kidney function injury is the earliest and most serious. During AKI onset caused by sepsis, the inflamma-

tory reaction of acute renal tubular necrosis is slight, but the apoptosis of renal tubular cells is very significant. It's now

known that the apoptosis process is mainly caused by the death receptor pathway and mitochondrial pathway, while the

occurrence of apoptosis is activated by caspase-3 ,which has provided a new research direction for AKI caused by sepsis.
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