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The acute respiratory distress syndrome (ARDS), the most severe form of acute lung injury
(ALD), is triggered by various pathogenic conditions including sepsis, gastric acid aspiration,
trauma, or infection with various viruses (SARS-coronavirus, H5N1 avian influenza, or
novel swine-origin 2009 H1N1 influenza). No effective drugs have been proven to improve
clinical outcomes in ARDS. Considering its high lethality and the threats of influenza
pandemics, it is crucial to identify novel therapeutic targets for ARDS. In the present study,
using mouse ICU model system, we examined the role of phosphatidylinositol pathway in
the pathogenesis of ARDS. We found that endosomal PIs, in particular class III
PI3-kinase was involved in the pathogenesis of ARDS with non-viral and viral origins.
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