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ARV-330: potent, VHL specific and selective AR
degrader

ARV-330 retains potency in high androgen
milieu and across AR mutations

ARV-330 shows robust activity in enzalutamide
resistant AR-F876L tumor model

Patients with prostate cancer who progress on therapy often have enhanced Androgen Receptor
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ARV-330 retains potency under high
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ARV-330 suppresses PSA synthesis

ARV-330 is a sub-nM AR degrader: . :
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ARV-330 degrades all clinically ARV-330 suppresses tumor growth
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