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RESULTS

BACKGROUND
Fig 4. Tucatinib improves T-DXd kinetics and efficacy

 Trastuzumab deruxtecan (T-DXd) is an antibody-drug conjugate (ADC) that has dramatically Fig 1. HER2 MFI correlates with T-DXd efficacy

Enhancing responses to trastuzumab deruxtecan using tucatinib in HER2-negative breast cancer
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