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We identified the molecules which are regulated by IGF-1 with microarray analysis
to clarify the mechanisms of tooth morphogenesis regulated by IGF-1. As a result, IGF-1 upregulated
expressions of various molecules that modulate tooth development. Moreover, we performed in vivo study to
analyze the effects of IGF-1 on mice dental mesenchymal cells. IGF-1 induced proliferation and
differentiation of dental mesenchymal cells.
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