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[Abstract] Linezolid, a fully synthetic oxazolidinone antibiotic, is mainly used to treat severe infections caused by Gram-
positive drug-resistant bacteria. In recent years, with the rise in drug-resistant bacteria, the clinical utilization rate of linezolid and the
incidence of linezolid-related adverse reactions in the hematological system and metabolic system have increased. The main adverse
reactions include thrombocytopenia, anemia and lactic acidosis. Studies have shown that the causes of adverse reactions in linezolid-
induced hematological system and metabolic system are diverse, and the mechanisms are not fully elucidated. In this review, the
pharmacokinetic characteristics, mechanism of adverse reactions, risk factors, as well as preventive measures and individualized drug
administration strategies of linezolid in vivo were discussed based on literature reports at home and abroad, aiming to provide
references for clinical prevention and treatment of linezolid-related adverse reactions of hematological system and metabolic system.
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