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[Abstract] Sepsis cardiomyopathy (SCM) refers to myocardial injury in patients with sepsis caused by infection,
and its morbidity and mortality are increasing year by year in China, which seriously affects the prognosis of
patients with sepsis. Due to its complex pathogenesis and lack of clear diagnostic criteria, it is easy to miss the
diagnosis in clinical practice. In view of this, this article provides an overview of the novel markers of myocardial

injury that are currently known to enable early diagnosis and identification of septic cardiomyopathy and reduce

mortality in patients with sepsis.
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