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[ Abstract)

nate the mechanisms of myocardial damage in the early stage

It is an important clinical subject to illumi-

post severe burn in prevention against and treatment of burn
shock, which may offer a targeted " dynamic support" in the
treatment of severe burn patients. In recent years, the role of
autophagy in hypoxic myocardial injury has attracted much atten-
tion. Autophagy is a physiological phenomenon on intracellular
digestion process of long-life proteins and the aging and damaged
organelles through lysosomal system, and it is essential for main-
taining the homeostasis of cells. Severe hypoxia/ischemia causes
lysosome dysfunction, insufficient fusion between autophagosome
and lysosome, accumulation of autophagosomes, and damaged
autophagy flux, thus leading to cell dysfunction and cell death.
To study the roles of autophagy and explore the potential signals
in autophagy modulation will provide a new therapeutic target for
alleviating cardiac dysfunction following severe burn.
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