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BACKGROUND AND OBJECTIVES RESULTS
The identification of predictive biomarkers remains an Table 1 Patient and Tumor Characteristics: 25 Figure 2 Co-Mutation Patterns: An average of 1 mutation (mut) per pt was seen in the suppressed group (range, 0-5), 5.7 Figure 4 Notable Progressors on CDK4/6i Therapy: TKa levels and baseline ctDNA
unmet need in metastatic breast cancer (MBC) patients (pts) were included, 8 met criteria for primary muts per pt in the rebound group (range, 0-26), and 4.75 muts per pt in the unsuppressed group (range, 0-12); TP53 muts  from 4 pts who progressed on treatment, green = on CDKA4/6i, red = off CDK4/6i, potential
endocrine resistant disease were present in pts with all 3 TKa patterns; alterations in AKT7, PTEN, ESR1, RB1, CCND1, CCNE1, BRAF, and ERBB2 resistance drivers highlighted in red
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