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Diagnosis and Treatment of Infection Induced
Acute Kidney Injury
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Sepsis-induced acute kidney injury (SI-AKI) is a common complication in critically ill patients, significantly
contributing to increased morbidity and mortality. The development and progression of Sl- AKI are driven by
a variety of complex pathophysiological factors, including alterations in macrocirculation and microcirculation,
mitochondrial dysfunction, and metabolic reprogramming. The basic treatment strategy for SI- AKI includes the
administration of appropriate antibiotics, fluid resuscitation, and vasopressors if needed. Patients with severe AKI
may require renal replacement therapy (RRT). However, the optimal fluid therapy strategy for SI-AKI, including
dosage, type of fluids, and timing of initiating RRT, as well as the roles of hemoperfusion for endotoxin adsorption
or cytokine removal and intravenous immunoglobulin (IVIG), remain topics of debate and discussion. This article
aims to present the current evidence and recommendations on these issues, with the goal of reducing the medical

burden of SI-AKI and improving patient outcomes.



