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( MTT) , the migration was detected by transwellchamber. The mRNA expressions of serine/threonine kinase( Akt)
and FoxO1 were detected by real4ime PCR. The protein expressions of FoxO1/p4ox01 and Akt/p-Akt were detec—
ted by immunohistochemisty. Results Compared with the control group, the rate of cell survival in high glucose
group decreased significantly( P <0. 05) , the transitional was decreased significantly( P <0.05) , the mRNA ex—
pression of FoxO1l was increased significantly( P <0.05) , the protein expressions of FoxO1l/p+oxOl and Akt/p-
Akt were increased. Compared with high glucose group, the cell survival rate and migration rate in high glucose +
IGF1 group were increased significantly, the mRNA expression of FoxOl was decreased significantly( P <0. 05) ,
the protein expressions of FoxO1l /p4o0xO1 and Akt/p-Akt were decreased. Compared with high glucose group, the
cell survival rate and migration rate in high glucose + IGF1 + AZD5363 group had no significant difference, the mR-
NA expression of FoxO1 was decreased significantly ( P <0. 05) , the protein expressions of FoxO1 /p+oxO1 had no
IGF1

can improve the proliferation and migration of endothelial cell in high glucose. It shows that IGF1 acts through Akt

significant difference. The mRNA expression of Akt in five groups had no significant difference. Conclusion

to promote FoxO1 phosphorylation.
insulindike growth factor 1; forkhead transcription factors; high glucose; endothelia cells; prolifera—
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The expression of human E2F1 and the co-ocalization with Sedlin
Wang Yanyan, Pan Linxin, Wang Mengyuan, et al
( Dept of Biology , College of Life Sciences ,Anhui Medical University ,Hefet 230032)

Abstract Objective To investigate the expression and localization of E2F1 in eukaryotic cells and the codocali—
zation with Sedlin. Methods To construct eukaryotic expression plasmid pcDNA3. 1-E2F1-FLAG. The plsamid
was transfected into HEK 293T cells and the expression was checked by Western blot. Its expression in COS7 cells
was detected by fluorescence microscopy. Results The eukaryotic expression plasmid of pcDNA3. 1-£2F1+LAG
was constructed successfully, which could be effectively expressed in HEK 293T and COS7 cells. E2F1 was pre—
dominantly distributed in the nucleus, and it codocalized in the nucleus with Sedlin. Conclusion E2F1 can over—
express efficiently in HEK 293T and COS7 cells, and it can colocalize with Seldin, which provides important bases
for further study on E2F1 including its functions and associated proteins.
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