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Abstract Results

Introduction: Prostate cancer is the second most common cancer among men worldwide. In 2021, it is estimated that 248,530 men in
the United States will be diagnosed with prostate cancer, and 34,130 will die from the disease. Although current treatments have success
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DUBA linker payload conjugated by and licensed from Byondis B.V., Nijmegen, the Netherlands.

Presented at the American Association for Cancer Research 2022 Annual Meeting, April 8-13, 2022 ©2022 MacroGenics, Inc. All rights reserved.



