Personalized Whole-Genome-Based ctDNA Dynamics During Neoadjuvant Therapy Across Breast

Cancer Subtypes: Early Insights From MONITOR-Breast

Julia Foldi, MD, PhD*; Greg Hogan, PhD?, Matt LaBella, PhD?, Brent Mabey, MStat?; Marija Balic, MD, PhD?*; Dale Muzzey, PhD?; Katie Johansen Taber, PhD?; Jeff Jasper, PhD?

1 UPMC Hillman Cancer Center and University of Pittsburgh School of Medicine, Pittsburgh, PA
2 Myriad Genetics, Salt Lake City, UT

Copies of this poster may not be reproduced without permission from SABCS® and the author.

Background

e In patients with breast cancer who receive neoadjuvant treatment, therapy adjustments are primarily guided by ° After applying inclusion criteria (Figure 1c), 82 patients had baseline ctDNA results available tor analysis. Patient * CtDNA levels were consistently positive in 12 (15%) patients; all 8 patients with pathological response data (100%)
predefined imaging and clinical assessments. Circulating tumor DNA (ctDNA)-based molecular residual disease and tumor characteristics are described in Table 1. had residual disease, and patients were more likely to remain ctDNA+ following surgery (p < 0.001, Figure 4). A
(MRD) testing offers a real-time approach to evaluate treatment response. e 807 plasma samples were analyzed, ranging from 2 to 16 timepoints per patient (median=10). Follow-up time small set of patients had initially ctDNA- results followed by detection at the <20 PPM level (Figure 5).

e Prior studies have generally examined binary MRD status at sparse timepoints, resulting in limited resolution ranged from 6 to 30 months (median=15). 67 patients had confirmed pathologic response data available. * ctDNA- results at the end of therapy were significantly associated with pCR (p=0.0003, Figure 6).
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