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INTRODUCTION

SUMMARY

e Higher expression of ESR1, PGR, and BAG1 was observed In patients post CDK4/6 who had durable
clinical benefit for at least 6 months on second-line SERDs.

e Further validation of these findings should focus on determining whether increased expression of these
genes contributes to an improved duration of response to second-line SERDs.

RESULTS

SERDs are a common 2L treatment for patients with HR+
metastatic breast cancer following progression on CDK4/6
iInhibitors + endocrine therapy. However, many patients do not
nenefit from SERDs, and even among those who benefit, the
majority of responders progress in < 6 months. Here, we
analyzed genomic and transcriptomic differences between
patients who progressed on 2L SERDS in < 6 months vs > 6
months to elucidate biological mechanisms contributing to a
durable benefit from SERDs.

METHODS

Treatment journeys between 1L and 2L for
eligible patients
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Figure 2. The top 8 most frequent 1L and 2L therapies are explicitly
graphed. Less frequent treatments are grouped into the “Other”
category.
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Figure 4. Analysis was restricted to patients that had xT testing and RNA-seq (n=102). N=82 for early progressors and
n=20 for late progressors.
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