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Mast cell activation by cell-to-cell interaction with activated T cells has been shown to
play an important role in remodeling in asthma and other inflammatory responses. The
flavonoid fisetin suppressed activation of HMC-1 human mast cells by activated T cell
membranes by inhibiting the Akt phosphorylation and the following activation of NF-kB and
MAPKSs and thereby suppressing gene expression. Adiet containing fisetin was suggested to
improve the symptoms of dermatitis but not that of asthma in mice.
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