A Novel Epigenomic Profiling Assay Reveals Disease Biology and Therapeutic Targets in Gastro-esophageal Cancer from 1mL of Plasma
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INTRODUCTION

- Gastro-esophageal adenocarcinoma
(GEA) is an aggressive and
heterogeneous disease with a poor
prognosis.

- Targeted therapies have failed largely
due to challenges associated with biopsy
collection, tumor antigen heterogeneity,
and accurately distinguishing
transcriptionally distinct esophageal, GE
junction or gastric tumor types.

- We developed a novel, multimodal liquid
biopsy assay that profiles genome-wide
transcriptional activation?.

- Here, we deploy this assay to
define clinically relevant insights in a
cohort of GEA patients.
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Comprehensive epigenomic platform offers
dynamic resolution into target and pathway biology
from 1 mL of plasma

RESULTS
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Figure 2: Epigenomic activation panel to guide patient selection for ADC targets
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