Onvansertib Shows Synergistic Efficacy in Combination with Paclitaxel in HR+ Breast Cancer: Mechanistic Insights from Preclinical Models
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Background Results

Onvansertib and paclitaxel combination exhibits robust anti-tumor activity in
HR+ breast cancer PDX models resistant to ET and CDK4/6 inhibitors

Onvansertib + paclitaxel decreases c-MYC protein levels in cell lines and xenograft tumors

Paclitaxel in hormone receptor positive (HR+) metastatic breast cancer: Onvansertib and paclitaxel combination induces mitotic arrest in HR+ breast cancer cell lines
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