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Background

Real-world validation confirms the LC and IFNy-stimulated transcriptional state jointly stratify outcomes in the ET+CDK4/6i-treated
setting, where low co-expression of these profiles is associated with longer therapeutic benefit

Endocrine therapy (ET) durability for ER+/HER2- breast cancer (BC) with CDK4/6
inhibitor (CDK4/6i) exposure is vastly heterogeneous. We have shown that aberrant
activation of CDK4/6-Rb axis is mechanistically linked to DNA replication origin
licensing programs’', and that IFNy-mediated signaling is observed at onset of

Though associated with TP53™t convergence of LC/IFNy may hold potential predictive value in TP53"WT disease
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