Therapeutic targeting of TREM2* tumor-associated macrophages as a means of
overcoming checkpoint inhibitor resistance 0 PIONYR

Mikhail Binnewies, Marwan Abushawish, Tian Lee, Tiep Le, Joshua L. Pollack, Erick Lu, Amanda Chen, Ranna Mehta, Nadine Jahchan, IMMUNOTHERAPEUTICS
Vicky Huang, Xiaoyan Du, Subhadra Dash, Manith Norng, Aritra Pal, Kevin Baker, and Venkataraman Sriram

Abstract # C104 Pionyr Immunotherapeutics, 2 Tower Place, Suite 800, South San Francisco, CA 94080

Introduction Increased Expression of TREM2 with Higher Grade in PY314m Therapy Enhances the TME Immune Landscape

Multiple Solid Tumors

Tumor-associated macrophages (TAMs) are a major source of checkpoint inhibitor (CPI) resistance, Treatment of EMT6 tumor bearing
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Tumor microarrays (TMAs) of multiple histological types were obtained from Reveal Biosciences.
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(A) RNAseq data from the TCGA gastric cohort was analyzed. RSEM values for TREM2 from both tumor and responses, including cytotoxic CD8* T cells.

adjacent normal samples were converted to log 2 counts per million and plotted in R (panel 1). Normalized
TREM2 expression profiles were downloaded from GEO (GSE15459) and divided into two cohorts based on
median level of TREM2. Kaplan-Meier survival curves were plotted for each cohort and the associated
logrank test was carried using the survival and survminer packages in R (panel 2).

Eight to ten week old female BALB/c (Taconic) were implanted with 1x10e6 EMT6 (BALB/c; A), 1x10e6 CT26
(BALB/c; B). Vertical points indicate days when indicated antibodies in the legend were administered
iIntraperitoneally.



