1669P Monitoring immune checkpoint inhibition in advanced solid tumors using genome-wide cfDNA fragmentomes
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BACKGROUND

Conventional computed tomography (CT) imaging is
the gold standard of care to guide clinical decisions for monitoring
patients with cancer receiving immunotherapy.

Despite the advantages of CT imaging, relying on imaging Table 1. Participant characteristics. Figure 2. Genome-wide fragmentation profiles reflect participant responses during immunotherapy. Figure 3. DELFI-TF identifies molecular responders and non-responders.
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7 - Our analyses provide a proof-of-concept framework that a cfDNA fragmentome-based approach may have

5% Molculsr nonesporders broad applicability in the setting of monitoring disease In patients receiving immunotherapy.

DELFI-TF Dynamics

Participants with liquid biopsy draws at BL and after treatment with ICls Presented at ESMO CQngress 2022; 9-13 September 2022; Paris, France.

are evaluated for cfDNA fragmentation patterns. Responders to ICls This poster content is intellectual property of the authors. Contact Jamie Medina at medina@jhmi.edu to request permission to reuse or distribute.

dgmonstrate decreased tumor-dgrived cfDNA in the bIOOdz Compared JEM declares no competing interests. RBS is a founder and consultant of Delfi Diagnostics and owns Delfi Diagnostics stock, subject to certain restrictions under university policy. VEV is a founder of Delfi Diagnostics, serves on its Board of Directors and as a consultant, and owns Delfi Diagnostics stock, subject to certain restrictions under university policy. Johns Hopkins University owns equity in Delfi Diagnostics. VEV divested his equity in Personal
W'th_ nlon-responders. The dynamics (_Df DELF['TF are monitored in each Genome Diagnostics to LabCorp in February 2022. VEV is an inventor on patent applications submitted by Johns Hopkins University related to cancer genomic analyses and cfDNA for cancer detection that have been licensed to one or more entities, including Delfi Diagnostics, LabCorp, Qiagen, Sysmex, Agios, Genzyme, Esoterix, Ventana, and ManaT Bio. Under the terms of these license agreements, the University and inventors are entitled to fees and
participant and molecularly characterized. This framework may allow for royalty distributions. VEV is an advisor to Danaher, Takeda Pharmaceuticals, and Viron Therapeutics. These arrangements have been reviewed and approved by Johns Hopkins University in accordance with its conflict-of-interest policies.

the adjustment of therapy depending on participant response. References: 1. Cristiano S, et al. Nature. 2019;570:385-9. 2. Mathios D, et al. Nat Commun. 2021;12:5060. 3. Roussos Torres ET, et al. Clin Cancer Res. 2021;27:5828-37. 4. Lumbard K, et al. Cancer Res. 2022;82 (12_Supplement):Abstract 2224.





