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Research progress on anti-influenza drugs
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[ Abstract ] The diversity and rapid evolution of influenza virus made it the greatest threat to human health. Seasonal influenza causes
regional outbreaks each year. World-wide pandemic of influenza is unpredictable. Highly pathogenic avian influenza usually leads to high case
fatality rate. However, the rapid gene reassortment rate of influenza virus limited the efficacy of influenza vaccines. Antiviral drugs thus became
the critical countermeasure for control of influenza. As the application of anti-influenza drugs, the problem of drug resistance emerges, which
highlights the development of novel antiviral drugs against influenza. In this article, we reviewed the major research progress of anti-influenza
research according to the life cycle of influenza virus.
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