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[Abstract] When the patient suffers from sepsis, pulmonary capillary endothelium is damaged and vascular permeability
increases. A large amount of protein-rich exudate destroys the barrier of pulmonary epithelial cells and accumulates in alveoli, which
reduces effective ventilation and results in refractory hypoxemia, this is known as acute lung injury. Acute lung injury caused by
sepsis is a common disease in intensive care unit, which has high hospital costs and high mortality. Meanwhile, it is also the focus of
research on critical diseases. In this paper, the related literature were reviewed from four aspects, such as the mechanism of vascular

endothelial injury, the mechanism of alveolar epithelial injury, the reduction of vascular endothelial injury and the protection of

alveolar epithelium and the promotion of repair.
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