PLK1 inhibitor onvansertib potentiates the antitumor efficacy of trastuzumab deruxtecan (T-DXd) and reverses
its resistance in therapy-resistant HER2-low breast cancer models
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Background Results

Trastuzumab deruxtecan (T-DXd, Enhertu) Onvansertib + T-DXd reverses T-DXd resistance and induces tumor regression in Onvansertib and T-DXd combination elicits robust anti-tumor activity in Onvansertib and T-DXd combination induces DNA damage and apoptosis in vitro
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