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Analysis of the mechanism of FGF-2 enhancement induced by

extracel lular calcium in cementoblasts
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T A X —E¥ AKFMIZ Fibroblast growth factor 2(FGF-2) DR ELA R I N5 = & & FEH
L7z, &bl usA % —YEEHWE T 5 Phorbol 12-myristate 13-acetate(PMA)#Ii%
IZBWTH FGF-2 ORENEEIND Z L2 RWIE L, BA Y FEEMRIZESIT 5 FGF-2 %
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WFIERE R OB E (F30) : We found that extracellular calcium increases fibroblast growth
factor-2 expression levels via a cAMP/Protein kinase A dependent pathway in
cementoblasts. We also found that Phorbol 12-myristate 13-acetate(PMA), the potent
stimulator of Protein kinase C increases FGF-2 expression in cementoblasts. These
indicate the presence of different pathways for FGF-2 enhancement in cementoblasts.
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