Combination of the PLK1 Inhibitor Onvansertib and PI3Ka Inhibitor Alpelisib is effective in Palbociclib-Resistant PIK3CA-mutated HR+ Breast Cancer
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Background Results

Onvansertib and alpelisib induces apoptosis in ER+ breast cancer cell lines

Onvansertib and alpelisib are synergistic in ER+ breast cancer cell lines

Resistance to first-line therapies in HR+/Her2- breast cancer:
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