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Figure S1. The three replicates data for each experiment in Figure 1. (A) Cell viability of US87MG treated
with 0, 5, 10, 15 and 20 uM Erastin for 72 h, compared to control. (B) Cell viability of U87MG that were
treated with 10 uM Erastin for 0 h, 24 h, 48 h, 72 h and 96 h, compared to control. (C-E) MDA assay, GSH
assay and ferrous iron assay indicate increase of MDA (C), decrease of GSH (D) and accumulation of
intracellular Fe?* (E) in U87MG cells that were treated with 10 puM Erastin for 72 h. MDA,
malondialdehyde; GSH, glutathione. ** p <0.01, *** p < 0.001, compared to control.
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Figure S2. Western blot verification of HDM2 and TXNRD1 expression levels in control (DMSO 72h) and
U87MG glioblastoma cells that were treated with 10 uM Erastin for 72 h.



