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Recombination (HR), in influencing the sensitivity of HER2-expressing breast cancer cells (MDA-MB-453) to the antibody-
drug conjugate Trastuzumab deruxtecan (T-DXd) and the exatecan derivative (DXd) payload. Results
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Figure 2. KD of TP53BP1 leads to increased HR
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stronger and prolonged S/G2/M phase arrest (left panel) with reduced cell Weeli showed enhanced apoptosis. In contrast, apoptosis was reduced in G1 phase. Cells were treated with 1 nM of DXd or in combination
Where can | access more information? death upon DXd treatment (right panel), while BRCA1 KD showed rapid when treated with CDK4/6i in combination with DXd or T-DXd. NT: non- with Weeli (100 nM) or CDK4/6i (100 nM) for 24 hours. Individual
. . . . . . cell cycle progression and increase of cell death. treated. values of technical triplicate are plotted, bars represent mean values.
Information about trastuzumab deruxtecan and ongoing clinical trials can be found at ClinicalTrials.gov
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