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ll ' An orally bioavailable, specific PLK1 bifunctional degrader for the
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UP1002 demonstrates consistently lower IC., values across cancer types compared to onvansertib (PLK1 inhibitor). C. Sustained PLK1 degradation in tumor following repeated dosing, with rapid recovery in spleen (50 mg/kg, QD x 3). tumor activity in participants with relapsed/refractory SCLC. - T O
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