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In this study, we used with recombinant F-spondin, F-spondin siRNA and F-spondin
overexpressed cells to clarify the mechanism and examine the possibility of a novel
therapy for periodontal tissue regeneration targeting F-spondin.Recombinant
F-spondin increased mRNA expression of type I collagen and ALP of human periodontal
ligament cells, but Runx2 and OCN were unchanged. We found that knock-down of
F-spondin mRNA led to decreased mRNA expression of ALP and BSP and mineralized
nodule formation. Overexpression of F-spondin increased BMP-7 mRNA and protein
and induced to phosphorylation of Smad1/5/8. Taken together, these results suggest
that F-spondin may play a critical role in human cementoblast mineralization via
BMP-7 activation and lead to regeneration of periodontal tissue by promoting of the
cementoblast differentiation.
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