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[Abstract]  Sepsis-associated acute kidney injury (SA-AKI) is characterized by high incidence
and high mortality, posing a serious threat to human health. Tts pathogenesis has not yet been fully eluci-
dated, but oxidative stress, inflammatory responses, apoptosis, and mitochondrial dysfunction all play
important roles in the onset and progression of SA-AKI. The nuclear factor erythroid 2-related factor 2
(Nrf2) -related signaling pathway is an important endogenous antioxidative stress pathway that plays a
key role in regulating redox homeostasis, inhibiting inflammatory responses, resisting apoptosis, and im-
proving mitochondrial function. By doing so, it can alleviate renal injury and improve the prognosis of
SA-AKI. Traditional Chinese medicine offers unique advantages in the prevention and treatment of SA-
AKI, and many Chinese herbs and their active components can exert renoprotective effects by regulating
the Nrf2-related signaling pathway. This article reviews the role of the Nrf2-related signaling pathway in
SA-AKI and recent progress in interventions using traditional Chinese medicine, with the aim of provid-
ing new ideas and approaches for the prevention and treatment of SA-AKI.
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Fig 1 Schematic diagram of Nrf2-Keapl-ARE pathway regulation
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Tab 1 Major active components of traditional Chinese medicine for intervention in SA-AKI and their effects on the Nrf2 pathway
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