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[ Abstract)

Sepsis myocardial dysfunction is a common complication of sepsis caused by cardiac dysfunction. In this article, the follow-

Sepsis is a common disease in intensive care units and a major cause of death for critically ill patients.

ing aspects were discussed: inflammatory reaction, myocardial inhibitor, mitochondrial function of myocardial cells, oxidative
stress, calcium ion pump, Endoplasmic reticulum stress, myocardial cell apoptosis, cardiac microvascular function, Sympa-
thetic nervous system and 3 Adrenergic receptor, complement and other aspects to elaborate the pathogenesis of myocardi-
al dysfunction in sepsis, and explore the intervention role of autophagy in the above pathogenesis. Intervention of the
pathophysiological process of sepsis myocardial dysfunction from the perspective of autophagy may become a new target
for the treatment of the disease.
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