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Tumor cells generate elevated levels of reactive oxygen species (ROS) and therefore
exhibit increased expression, activity, and reliance on critical ROS scavenging pathways,
including the mitochondrial peroxiredoxin 3 (PRX3) system. PRX3 is a critical reactive
oxygen species (ROS) scavenging enzyme localized to the mitochondrial matrix. Our
group has characterized the mechanism of action of the PRX3 inhibitor and pro-oxidant
therapeutic thiostrepton (TS). TS covalently crosslinks the peroxidatic and resolving
cysteines of PRX3, leading to increased levels of mitochondrial ROS, resulting in tumor cell
death. We have characterized the cellular and chemical composition of malignant pleural
effusion (MPE) from patients with advanced cancer and evaluated cellular responses to
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Figure 3: Primary immune cells and cytokines identified in MPE +/- TS treatment. MPE cells were incubated with
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