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BACKGROUND CLINICAL DATA BIOMARKER DATA: RELATIONSHIP OF TME AND PERIPHERAL RESPONSE
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populations were analyzed for immune phenotype using FlowJo Software (BD Biosciences). Cells were
gated on single, live, CD3* populations.

Proliferating exhausted peripheral CD8* T cells significantly correlated with intratumoral TCR clonality

IHC ANALYSIS OF FFPE TUMOR BIOPSIE
UMO OPSIES The percentage of exhausted CD8* T cells significantly increased after combination treatment, with
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Trial Registration - NCT02493361 combination treatment. Spatial analysis showed a significant increase in the number of FoxP3+cells < 15 um from CD8* T cells Collectively, these data suggest combination [T-tavo-EP and pembrolizumab therapy directs the TME
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