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Asthmatic patients sometimes experience exacerbation by changes in

temperature, but the precise mechanism is unknown. In this study, we investigated the involvement of
TRP-X channel in the pathogenesis of temperature evoked asthma exacerbation using genetically
modified mice of TRP-X channel involved in various biological functions as sensors that sense
chemical and physical stimuli. Mice were exposed to cold temperature stimuli with papain
administration intra-nasally, wild type mice showed exacerbation of eosinophilic airway inflammation
compared to papain administration alone. On the other hand, in TRP-X channel genetically modified
mice, cold temperature induced exacerbation of eosinophilic airway inflammation was suppressed. This
study revealed that TRP-X channel is involved in the pathogenesis of cold temperature induced
exacerbation of eosinophic airway inflammation in asthma.
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