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Research progress on emodin in prevention and treatment of lung injury in sepsis
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Abstract: Lung injury in sepsis is a common complication of sepsis and one of the main causes of death. The treatment of lung injury
in sepsis is still very limited. Emodin has various pharmacological effects, and can reduce inflammation, reduce oxidative stress,
improve lung permeability, reduce cell apoptosis, enhance water clearance, promote lung autophagy, and reduce lung injury caused by
sepsis through multiple pathways and multiple targets. This article reviews the pharmacological effects of emodin in treatment of lung
injury in sepsis, summarizes the mechanism of its therapeutic effect, and provides a basis for the clinical application of emodin.
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