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BMSC-CM reduces the effects of oxidative stress damage

on neural stem cells by inhibiting Notchl signaling pathway
Niu Yang Shen Cailiang Song Peiwen et al
( Dept of Spinal Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the protective effect of bone marrow mesenchymal stem cell conditioned medi—
um ( BMSC-CM) on oxidative stress-injured neural stem cells ( NSCs) and the role of Notchl signaling pathway
Methods The oxidative stress environment was simulated by hydrogen peroxide ( H,0,) and the apoptosis rate of
NSCs was detected by flow cytometry. Western blot was used to detect the expression of Notchl Hesl Caspase-3
Caspase9 Bax and Bel2. Results BMSC-CM could significantly attenuate oxidative stress environment. BMSC—
CM could inhibit Notchl signaling pathway and improve the survival rate of neural stem cells. Conclusion These
results indicate that BMSC-CM could neutralize the effect of oxidative stress injury on NSCs by inhibiting Notchl
signaling pathway.
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