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Figure S1. Protein expression levels of key GSC markers in U87MG adherent and tumorsphere cells. 

Protein levels were detected by western blotting and quantified by densitometry. β-Actin levels were 

used as a loading control. * p < 0.05 vs. the adherent cells.  

 

 

 

 

Figure S2. Effects of furamidine and berbamine on the proliferation of U87MG adherent cells. Cells 

were treated with furamidine or berbamine at various concentrations (0−100 μM) for 72 h. Cell 

proliferation was measured using the CellTiter-Glo® luminescent assay system. *** p < 0.001 vs. the 

control. 

 

 

 

 

Figure S3. Effects of furamidine and berbamine on the proliferation of 267B1 normal prostate epithelial 

cells. Cells were treated with furamidine or berbamine at various concentrations (0−100 μM) for 72 h. 

Cell proliferation was measured using the CellTiter-Glo® luminescent assay system. *** p < 0.001 vs. the 

control. 

 




