PHSTOO1 combination with standard-of-care chemotherapy enhances
macrophage-mediated elimination of tumor cells
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PHSTOO1 was dosed at 20 mpk three times weekly for 47 days; cisplatin was dosed at 2 mpk once weekly for a total of five doses. Only the PHSTOO1 and cisplatin
combination arm showed a significant reduction in A. tumor burden and B. survival benefit.

A. Graphical representation of screening setup. B. MACL scoring used to analyze screening data. Exemplar MACL scoring to differentiate drug effect from macrophage

co-culture effect. Contact: Giovanni C. Forcina. giovanni.forcina@pheast.com
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