- — » Cell Viability Assay: Tested Cytotoxic effect of the combination of Dato-DXd with AZD5305. Cells were plated and treated the following day

with Dato-DXd and AZD5305. Cell viability was assessed using Cell Titer Glo.
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Results and interpretations

Objective

To investigate combination benefit of Dato-DXd and saruparib in preclinical models.
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