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D-52 Modulation of Chick Wing Bud Mesenchymal Cell Proliferation
and Differentiation by Vitamin E Succinate
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Vitamine E-succinate (VES), d-tocopherol acid succinate, is known to regulate
gene expression and induce differentiation and growth inhibition in cancer cells.
Treatment of VES (15 uM/ml) to the chick wing bud mesenchymal cells for 24 hr
on day 1 promoted chondrogenesis to 1.68 fold as determined by alcian blue
staining. However, VES inhibited prechondrogenic cell proliferation on day 1 in in
vitro micromass culture followed by showing normal proliferation pattern and
decreased expression of cdc-2 protein, cell division cyclin which regulate G2ZM
transition of cell cycle. While, VES treatment significantly increased the protein
levels of fibronectin (FN) and a5 (specific integrin for FN) during chondrogenic
differentiation. Furthermore, tyrosine phosphorylation of FAK was induced from day
2 in vitro micromass culture and and significantly increased by VES while the
expression level of FAK was not changed. Phosphorylated FAK was associated
with talin and vinculin. These data suggest that the cell-FN interaction plays
important role for chondrogenesis and their intracellular signaling occurs via FAK
activation, which is mediated by talin. Promoting effect of VES on chondrogenesis
may be correlated the FAK activation in signaling initiated by integrins.



