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Fibroblast growth factor (Fgf) 18 is a member of Fgf8 family, and it is relating to the

bone and cartilage formation. I revealed that Fgf18 was highly expressed in rat dental
pulp tissues using cDNA macro-array. I hypothesized that Fgf18 had important roles in
pulpal differentiation and function.

Expression of Fgf18 in the pulpal and tooth development was evaluated at first. In



situ hybridization using a specific probe of Fgf18 revealed that Fgfl8 expression was

first observed in the dental papillae of cap and bell stages. No expression of Fgf18 was

detected in the bud stage. Fgf receptor 2¢ and 3c, which are receptors against Fgf18,

was also detected in the dental papillae of cap and bell stages, which suggested that

the Fgf signaling induced by Fgf18 was actively working in the dental papillae of these

stages. Application of FGF18 to the pulpal cells promoted cell growth 1n vitro. The cell
growth induced by FGF18 was similar to that induced by FGF2. Expression of

mineralizing markers, such as alkaline phosphatase, was down-regulated by FGF18.

These data indicated that major function of Fgf18 should be pulpal ell growth, and it

may be one of important factors to maintain the pulpal homeostasis.
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