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[Abstract] Objective

and osteogenesis related gene expression change characteristics. Methods

To investigate the rat osteoblast lipid differentiation under dexamethasone action
The cranial osteoblasts,of SD rats
were adopted as the study objects. The lipids and osteogenesis differentiation marker gene were observed after
different concentrations of dexamethasone acting on osteoblasts and under the status of carbenoxolone use,as
The lip-

id deposition occurred within osteoblasts after using dexamethasone. The expressions of adipogenic differentia-

well as the expression change of osteoblast marker gene,and their relationship was analyzed. Results

tion marker genes PPARY and C/EBPq« were up regulated, while the osteoblastic related genes (runx2,Col. 1
and OPG) had no up regulation change. The reversing change of above genes expressions was not found after
using carbenoxolone. Conclusion Abnormal lipid deposition in osteoblasts could be induced after dexametha-
sone acting on osteoblasts,which maybe related to the PPARY and C/EBPqa expression up regulation. The adi-
pogenic differentiation gene expression is not affected by carbenoxolone in vitro.
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