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WFZERC R OMEEE (330) : A key issue in otitis media (OM) is mucous cell metaplasia, a
condition for hyperproduction of mucus in the middle ear mucosa and development of chronic
OM. We demonstrated that Mathl, a critical transcription factor for the development of
mucous cells in the intestine, in the presence of pro-inflammatory cytokine (tumor
necrotic factor alpha, TNF*) and retinoic acid (RA), promoted the differentiation of
middle ear epithelial cells (MEECs) into mucus cells. RA strengthened the expression of
Mathl via the epidermal growth factor receptor (EGFR) tyrosine kinase activity. A specific
inhibitor for EGFR tyrosine kinase, AG1478, abrogated the Mathl expression and reduced
mucus cell numbers. Mathl or EGFR tyrosine kinase should be the therapeutic molecular
target for the OM.
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