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[Abstract] Influenza virus is one of the common pathogens causing acute respiratory infectious diseases, and
is easy to cause acute respiratory distress syndrome (ARDS) after infecting human body, which is an important cause
of death of influenza patients. Influenza-induced ARDS results from a combination of overwhelming inflammation and
immune response, causing tissue damage and apoptosis. Furthermore, virus-mediated oxidative stress is another important
mechanism. Viral infection can produce excessive reactive oxygen species, which damage the epithelial-endothelial
barrier with pulmonary edema. In this content, numerous studies have highlighted the importance of antioxidants as a new
therapy aimed at blocking both viral replication and virus-induced inflammation. Therefore, this paper summarizes the
epidemiology and mechanisms of influenza-induced ARDS, the role of oxidative stress in the occurrence and development
of influenza-related ARDS and the role of antioxidants in anti influenza virus infection, in order to provide reference for
effective treatment of influenza patients, reducing mortality, developing new anti influenza drugs and preventing and
controlling influenza epidemic.
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