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having previously progressed on pembro). Patients received Imprime (4 mg/kg) + pembro (200
mg) intravenously in a 3-week cycle. Here, we present the immunopharmacodynamic (IPD)
responses elicited by Imprime and pembro in the peripheral blood of 19 patients .

Figure 6. A reduction in the percentage of exhausted CD8 T cells concomitant with increase in functional responsiveness was observed post-
Imprime and Pembro treatment. PBMC were stained with markers for T cells and analyzed by flow cytometry. The frequency of exhausted T cells
(Tbet- EOMES+) as a percentage of total PD-1+ CD8 T cells at different time points are shown in the scatter plot (EOT: end-of-treatment).
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were responsive to CD3/CD28 stimulation and produced increased effector cytokines.
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