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Advances in study of vancomycin-induced nephrotoxicity and its risk factors
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[ Abstract] Vancomycin is a first-line glycopeptide antibiotic for treating methicillin-resistant staphylococcus aureus (MRSA) infections

and meanwhile has nephrotoxicity. Due to emergence of MRSA strains with reduced susceptibility to vancomycin, the contemporary consensus

guidelines on vancomycin at home and abroad recommend elevating trough concentration level to achieve better therapeutic effect in clinical

practice. However, the strategy of a higher vancomycin dose may also bring risks for nephrotoxicity. The purpose of this article is to review the

pertinent literatures related to the mechanism and risk factors associated with vancomycin-induced nephrotoxicity and protective measures in order

to provide reference for lowering the risk of nephrotoxicity of vancomycin in clinical therapy as much as possible.
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