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Relationship between clock genes and in vivo bacterial flora in
obesity-associated asthma
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Expressions of PGC-la and CD36, which have been reported to be involved in
both obesity and asthma, were suppressed by adding trichostatin A (TSA), an HDAC inhibitor, to

cultured cells of lung fibroblasts. It has been reported that the activation of HDAC is regulated
through the clock gene in the pathological condition of obesity, and it is suspected that HDAC is
involved in the pathological condition of obesity-associated asthma. In addition, in an asthma model
created by combining OVA sensitization and exposure with ozone exposure, obese mice prepared by

ingesting a high-fat diet showed a significant increase in airway hyperresponsiveness and Th2
cytokines compared to control.
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