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Introduction Methods

e Trastuzumab deruxtecan (T-DXd) is an antibody-drug conjugate e Viable human tumor slices (VHTS) were prepared from surgically removed human breast cancer tissue with a vibratome and cultured for up
composed of a humanized immunoglobulin G1 monoclonal to five days with substances or left untreated. After culture, slices were dissociated enzymatically and subjected to flow cytometry (FCM)

Tr aSt u Z u m ab d er u Xt eC an I n d u C eS antibody specifically targeting HER2, a tetrapeptide-based analysis, while supernatants were analyzed by LEGENDplex™ cytokine assays, HMGB1 ELISA or transwell migration assay (Figure 1).
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