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Figure S1. Ferumoxytol concentration dependent Cell viability changes of PC3 and NK92-MI.
Ferumoxytol (0 to 160 pg/mL concentration) was added to each well and incubated for 72 h. Then, CCK-
8 reagents were treated by the manufacturer’s instructions.
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Figure S2. Western blot analysis of PC-3 cells treated with various amounts of ferumoxytol (Fer (0 pg),
Fer (50 pg), Fer (100 pg), and Fer (200 pg)) and quantification of relative bands of western blotting.
Quantitative comparisons were performed between samples on the same gels/blots. Glutathione peroxidase
4 (GPX4) and solute carrier family 7 member 11 (SLC7A11) are the key regulators in ferroptosis.
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Figure S3. Confocal microscope images of NK92-MI cells + PC3 prostate cancer cells + ferumoxytol
treated with aPD-L1 or non-aPD-L1 (Target: attached PC3 cells, Effector: NK92-MI cells, E:T = 1:1,
Blue: DAPI, and Green: NK92-MI).
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Figure S4. /n vivo individual tumor growth curve of control group and each treatment group of NK cells,
ferroptosis + NK cells, and NK cells + ferroptosis + aPD-L1 (n =4 ~ 5 for each group).
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Figure S5. Gating strategies for immune cells. Lymphocytes were gated by forward and side scatter and
singlets were gated. T lymphocytes were selected based on CD3 expression. The CD3" population was
further divided into CD4" and CDS8" T cells based on their expression.




