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i _ In chronic obstructive pulmonary disease (COPD), the morbidity and mortality
have been increasing. Exacerbations of COPD lead to an increase in mortality and healthcare costs,

therefore, the prevention and better understanding of the mechanisms is still needed.
To elucidate the involvement of innate lymphoid cells in the pathogenesis of COPD and the regulatory
mechanism, we performed the current study. However, in our current protocol, it was difficult to
identify the innate lymphoid cells because of the limitation of the cell number from the lung
resection sample. On the other hand, IL-33 has been shown to act as a potent activator of innate
lymphoid cells, therefore, we also evaluated the regulation mechanism of IL-33 in COPD. In the
current study, we first demonstrated that oxidative stress may participate in the regulation of
IL-33 expression in airway epithelial cells in COPD. Modulation of this pathway could become a
therapeutic target for viral-induced exacerbations of COPD.
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