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Abstract Sepsis is a systemic inflammatory response syndrome that often leads to multiple organ dysfunction, with
acute kidney injury ( AKI) being one of its common complications, referred to as sepsis-induced acute kidney injury
(SAKI). The pathophysiological mechanisms of SAKI are complex, primarily involving immune-inflammatory responses,
hemodynamic changes, microvascular dysfunction, oxidative stress, and metabolic reprogramming. Innate immune cells,
such as neutrophils, monocytes/macrophages, dendritic cells, and natural killer cells, play key roles in responding to
pathogen infections but can exacerbate inflammation and cause kidney damage when overactivated. Adaptive immune cells,
including T cells and B cells, influence kidney function recovery and prognosis by modulating inflammatory responses and

immune balance. This review summarizes the known immune mechanisms involved in the development and progression of

SAKI, aiming to provide new insights and approaches for the treatment of SAKI.
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3. BRI A R T B - R R G T MR A
S35 RAAS 23, I H 2 M4 Bk £ 11( Angiotensin
IT, Ang IT) FIHAZ IR AT-1R BOTIRES &, dE e &
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M) Tregs AYTE PRI R AE . AFFE R, 78 SAKT i
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