Gedatolisib, a well-tolerated pan-PI3K/mTOR inhibitor, exhibits potent therapeutic effects on gynecological cancer
models regardless of their PI3K pathway mutational status
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BACKGROUND

* The PI3K, AKT, and mTOR (PAM) pathway (Figure 1) is one of the most commonly activated oncogenic pathways in Figure 2. Cell Viability Analysis of EC, OC, and CC Cell Lines Treated With Gedatolisib and Other PAM Inhibitors Figure 4. Assessment of DNA Replication and PAM Signaling Markers in EC Cell Lines
gynecological cancers, such as endometrial cancer (EC), ovarian cancer (OC), and cervical cancer (CC) (Table 1). Loss of
PTEN function and PIK3CA activating mutations are especially frequent in EC (Table 1).
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