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Advance in common drugs associated with kidney injury and related mechanisms

WANG Chong, LIU Kexin
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Abstract: Drug-induced kidney injury refers to adverse reactions of the kidneys to therapeutic doses of drugs and toxic reactions
resulting from drug overdose or inappropriate use. Many types of drugs can easily lead to kidney injury in clinical practice, including
various dosage forms and varieties of traditional Chinese medicines or chemical drugs. Common chemical drugs that cause kidney
injury include antibacterial drugs, antineoplastic drugs, and nonsteroidal anti-inflammatory drugs (NSAIDs). Traditional Chinese
medicine components with nephrotoxicity include aristolochic acids, alkaloids, and anthraquinones. Clinical drug combinations can
also cause kidney injury. The mechanisms by which drugs induce kidney injury also vary, specifically including direct tubular toxicity,
intrarenal hemodynamic disturbances, immune-inflammatory injury, obstructive injury, transporter-mediated renal accumulation, and
the involvement of new cell death mechanisms. This paper summarizes the latest research progress on common drugs that induce
kidney injury in clinical practice, as well as their injury mechanisms and preventive measures, to provide a reference for the safe and
rational use of related drugs in clinical settings.
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Table 1 Mechanisms and clinical manifestations of renal injury induced by common chemical drugs
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