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Effect of genkwanin on the differentiation of MC3T3-E1 cell into osteoblasts
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Abstract: Objective To study the effect of genkwanin on the differentiation of MC3T3-E1 cell into osteoblast. Methods The
MC3T3-E1 cell was treated with genkwanin 1, 5, 10, and 15 pmol/L for 14 d. Inhibition of genkwanin on proliferation of MC3T3- E1
cell was detected by MTS method. Effect of genkwanin on ALP. HDAC1, and Runx2 mRNA and protein expressions of MC3T3- E1
cell was detected by the real-time quantitative PCR and Western blotting. Results Genkwanin 5, 10, and 15 pmol/L could promote the
expression of ALP and Runx2 mRNA and protein expressions in MC3T3-EL1 cells (P < 0.05), but inhibit the expression of HDAC1
mRNA and protein expressions in MC3T3-E1 cells (P < 0.05). Conclusion Genkwanin has the action of promoting the differentiation
of MC3T3-E1 cell into osteoblasts, and can regulate the differentiation process of osteoblasts.
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Table 1 Primer sequense of target gene
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Table 2 Inhibition of genkwanin on proliferation of MC3T3-
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Table 3 Effects of genkwanin on ALP. HDAC1, and Runx2 mRNA expressions of MC3T3- E1 cell ( X #s,n=6)
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FIER 1 0.60640.092 0.97240.057 1.112+0.826
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Table 4 Effects of genkwanin on ALP, HDAC1, and Runx2 proteins of MC3T3-Elcell ( X +s,n=6)
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Fig. 1 Effects of genkwanin on ALP protein of MC3T3-EL1 cell
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Fig.2 Effects of genkwanin on HDACL protein of MC3T3-E1 cell
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Fig. 3 Effects of genkwanin on Runx2 protein of MC3T3-E1 cell
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