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WFZER I DOBEE (F230) : We have showed that Bell1bS8266/K0 mice exhibited extra-molars
and hypoplastic maxillary incisors. In incisors of this mutant, hypoplasia of laCL which
contains stem cells of ameloblast lineage, impaired proliferation of TA cells, and reduced
number of LRC were observed. Our data suggest that Bell1b is not directly related to the
FGF and Shh signaling but is intrinsic to ameloblast progenitors and possibly stem cells.
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