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BACKGROUND RESULTS

A common mechanism of resistance to endocrine therapy is the presence of an activating mutation in the
ligand-binding domain of the ESR1 gene.!

Figure 3: ciDNA levels and dynamics were associated with response to endocrine therapy Figure 4: ctDNA reduction at C2D1 with giredestrant was improved in patients Figure 5: ESR1 MAF reduction was significantly improved with giredestrant over PCET, particularly in
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