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The effects of Insulin and IGF-1 on expression of bone gla protein of human osteoblast-like cell line MG63
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Abstract: Objective To investigate the effect of insulin and insulin like growth factor-1(IGF-1) on the express
of bone gla protein { osteocalcin ) of osteoblast-like cell line MG63, 17-3 estradiol were used as the contrast
medicine. This experiment focuses on exploring the pathogenesis of the osteoporosis and providing the experimental
hasis for the treatment of the osteoporosis of diabetes. Methods The MG63 cells(10°/mL) were seeded into the
DMEM medium. Then the cultured MG63 were exposed to insulin, IGF-1 and 17-§ estradiol for 48 hours with
0.1% bovine serum albumin phenol-free DMEM. The total RNA of every sample was extracted and then do reverse
transcriptions to gate the cDNA chains of genes of bone gla protein. Fluorescence real time quantitative PCR assay
was carried out to examine the mRNA expression of bone gla protein. The nest primers were used in the PCR
assay . The statistics of results were performed by software of SPSS 11.0. ANOVA and post hoc statistical analyses
were used lo determine differences among treatments ( P < 0.05). Results The expression of mRNA copys for
hone gla protein was significantly different inside the groups of Tnsulin, IGF-1 and 17-8 estradiol (P < 0.05) . The
effect of every medicine increased dose-dependently. The best medical effect concentrations of Insulin, IGF-1 and
17-3 estradiol is the highest medical effect concentrations of every group (200 nM,100 nM 1000 nM respectively)
in this experiment. The increase rates of bone gla protein mRNA copy of Insulin, IGF-1 and 17-3 estradiol were
dramatically different( P < 0.05) . The increase rate of Insulin group was significantly higher than that of IGF-1 and
17-8 estradiol groups{ P < 0.05)}and there were no significant difference between IGF-1 and 17-8 estradiol( P >
0.05) . Conclusion [Iike 17-8 estradiol, insulin and IGF-1 improved the differentiation function of MG63.
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