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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).

Results: In the intent-to-treat population (ITT; N=20), the disease control rate was 45% (1 CR
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* Treatment with Imprime (in combination with pembrolizumab) elicits peripheral innate immune-activating immunopharmacodynamic
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e Concomitant to the peripheral immunological responses, the tumor biopsies showed a significant infiltration of activated myeloidand T

Figure 5. Monocyte and DC activation in Melanoma patients. PBMC were isolated from whole blood of patients at pre-dose 1 infiltrati
cell infiltration.

and EOI of various dosing cycles. PBMC were stained with identification markers for monocytes or DC subsets and analyzed by

flow cytometry. Each of the populations were assessed for expression of activation markers HLA-DR and CD86. Data shown * The association between the clinical responses and the innate/adaptive immune responses are suggestive of interplay between the
here is for one of the RECIST responders. therapeutic mechanisms of Imprime and pembrolizumab.
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