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. Abstract

Didecyldimethylammonium chloride (DDAC) is an antimicrobial dialkyl-quaternary ammonium compound used in
industrial and commercial products. Several animal studies suggest that inhaled DDAC triggers the respiratory toxicity
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_7 CTD analysis showed that DEGs were associated with respiratory diseases including asthma, fibrosis, and chronic obstructive pulmonary diseases. These results indicated that inhaled DDAC induced

chronic inflammation and remodeling, ultimately causing respiratory diseases.
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