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Methylprednisolone introduce inhibition and apoptosis to neural stem cells in vitro/WU Yongchao, ZHENG
Qixin, DU Jingyuan, et al./Chinese Journal of Rehabilitation Medicine, 2006, 21(9):776—778

Abstract Objective:To study the direct effect of methylprednisolone to neural stem cells in vitro, and provide di-
rection for the combined usage of these two therapy methods.Method:Neural stem cells were obtained and cultured
in vitro. Methylprednisolone (250ng/ml) was added to the culture media for 12h,24h and 48h. The activity of NSC
was tested with CCK-8(cell counting kit). NSCs were dyed with Hoechst 33258 and Annexin V-FITC/PI apoptosis
kit. The apoptosis rates were tested with flow cytometry. Result:Methylprednisolone inhibited the activity of neural
stem cells in vitro, and also promoted apoptosis of neural stem cells.Conclusion:Methylprednisolone provides a ad-

verse environment for neural stem cells, so combined usage of methylprednisolone and neural stem cells should be

avoided.
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