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All four members of the ErbB family of receptors are expressed in the neonatal and adult mouse cochlea (Hume et al, JARO 4(3): 422-441 2003). To determine which downstream e [€dtors of erbB signaling are necessary for proliferation, we applied inhibitors to speci [Cpathways to cultures ~ Ams s ————— R AT
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29% of the remaining cells label with BrdU (n=5; p<0.0001) B



