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= The PI3K, AKT, and mTOR (PAM) pathway is one of the most commonly activated oncogenic pathways in breast cancer (BC).?

= PAM pathway dysregulation has been linked to PAM pathway gene alterations (e.g., PIK3CA) but can also occur in their absence.?
m Adaptive activation of the PAM pathway contributes to resistance to endocrine therapy (ET) and CDK4/6 inhibitors, which are the first-line
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Figure 6. Gedatolisib Versus Single-Target Inhibitors in Combination With
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