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Role of Innate immunity on the exacerbation of bronchial asthma via influenza virus
infection
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Influenza virus is the reason of acute exacerbation bronchial asthma. However, it
was lack of understanding for this mechanism. First, we have utilized mouse models of bronchial asthma ind
uced by ovalbumin to experimentally examine a possible ag?regation between influenza virus and asthma. We
could not find any difference of clinical outcome, accumulation of inflammatory cells and Th1/Th2 related
cytokines between normal and asthma mouse after influenza virus infection. We, next, examined whether tiss
ue remodeling was observed after severe inflammation by influenza virus infection. Mice were inoculated no
n-lethal dose of influenza virus, histopathological analysis presented bronchiectasis and peribronchial co
Ilagen diposition and collagen level in the lung was significantly elevated compared to normal mice at the

day 35 post-infection. This model could be a novel experimental tool for approaching the pathogenic mecha
nism of bronchial remodeling after sever inflammation.
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