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Background

Endocrine therapy resistance (ETR) is a frequent challenge in metastatic ER+
HERZ2- breast cancer (mBC) and is driven by different molecular mechanisms. Since
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Figure 1: Active ESR1 exon 6 containing fusion partners identified by sequencing ctDNA.

MethOdS . : : : . : Figure 3: Co-occurrence of ESR1 fusions and activating mutations in ctDNA from breast
Active ESR1 fusions are associated with poor su rvival with cancer patients, with Fisher’s exact test showing strong association

(odds ratio = 6.15, P = 1.20 x 10-13),
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