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[Abstract] Acute kidney injury (AKI) is an independent risk factor for chronic kidney disease (CKD). A considerable
amount of patients develop chronic pathological changes, eventuallyresulting in CKD. There are complex mechanisms underly—
ing AKI-to-CKD transition, and effective interventions remain limited. Therefore, to explore new therapeutic targets is the key
to improving the long-term prognosis of AKI.Klotho is a well-knownrenoprotective protein. Studies have confirmed that the
deficiency of Klotho accelerates AKI-to-CKD progression, whereas interventions targeting Klotho may alleviate this process
through multiple mechanisms, including anti-inflammatory, antioxidant, anti-senescent, metabolic and anti-fibrotic effects.
Therefore, Klotho may serve as a potential target for the diagnosis and treatment of AKI+o-CKD transition. This review focu—
ses on the mechanisms of Klotho in attenuating the AKI-to-CKD progression and discusses its translational application value.
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