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Abstract ; Sepsis is a clinical syndrome characterized by systemic inflammatory response syndrome resul-
ting from infection and is an important cause of inducing multiple organ dysfunction. Temporary and reversi-
ble myocardial disorders,called septic cardiomyopathy is one of the important causes of death in intensive care
unit patients. At present,the treatment of septic cardiomyopathy is mainly based on anti-infection, fluid resus-
citation,vasopressors and other symptomatic and supportive treatment,but the therapeutic effect is poor. The
in-depth study of the mechanism of septic cardiomyopathy and the continuous progress of medical technology
provide new ideas for the treatment strategies of patients with septic cardiomyopathy. This article mainly re-
views some new treatment options for septic cardiomyopathy from drugs to improve cardiac function,anti-oxi-
dative stress drugs.non-drug therapy and potential therapeutic targets.
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