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Rodent incisors regenerate throughout the animal lifetime as a result of the continuous
deposition of enamel, the hardest component of the tooth, by ameloblasts. Putative dental
epithelial stem cells (DESCs) reside at the base of the incisors in a structure called the
cervical loop (CL). The DESCs can self renew and give rise to ameloblast progenitor cells
(APCs), which proliferate and differentiate into ameloblasts producing enamel. In this
study, we explored the role of Fibroblast Growth Factor Receptor 2b (FGFR2b) signaling
during incisor homeostasis in the adult mice. FGFR2b signaling plays a critical role in the
regenerative capacity of adult incisors by controlling the proliferation of transit amplifying
APCs, but not by regulating the survival of DESCs.
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