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Abstract

During the spring of 2009, a pandemic influenza A (HIN1) virus emerged and spread globally.

Comparisons with seasonal influenza suggest that pandemic 2009 influenza A (HIN1) disproportionately
affects younger ages and causes generally mild disease. However, it also caused an epidemic of critical illness
and some patients developed severe diseases. This review focuses on the recently advanced understandings of
the molecular mechanisms by which influenza virus causes critically illness such as the acute respiratory
distress syndrome (ARDS) in humans. Also, we refer to the anti-viral drugs as well as potential therapeutic

targets for influenza.
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