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BACKGROUND RESULTS

= The PAM (PI3K-AKT-mTOR) pathway is one of the most commonly activated oncogenic pathways in breast cancer (BC). PAM pathway Figure 2. Effect of Gedatolisib on Glucose Metabolism Figure 4. Effect of Gedatolisib on Cancer Cell Microenvironment Figure 6. Comparison of Gedatolisib and Single-Node PAM Inhibitors Effects on
dysregulation is frequently associated with mutations of PAM pathway genes, e.g., PIK3CA activating mutations and loss of PTEN function [1]. .
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