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Abstract

In recent years, the morbidity and mortality of sepsis have been high, which seriously endangers the lives of patients, and the
morbidity and mortality of acute lung injury (ALI) caused by sepsis are extremely high. Inflammation occupies a certain proportion
of the pathophysiological mechanism of ALI caused by sepsis. Pyroptosis is closely related to inflammation and has become a
research hotspot. Most studies confirm that pyroptosis is closely related to sepsis-induced ALI. For patients with sepsis who need
surgical treatment, anesthesia is necessary, and the application of different anesthetic drugs has different effects on patients. Studies
have shown that some anesthetic drugs alleviate sepsis-induced ALI by inhibiting pyroptosis. However, most of the current studies
are still based on animals or cells and have not progressed to the clinical stage.
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