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Table 2. ABC Transporter-Overexpressing Models
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Antibody-drug conjugates (ADCs) are key targeted therapies, yet drug resistance remains a major clinical
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Case study 2: Overcome resistance based on Omics analysis
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The strong DS-8207 cross-resistance in HCC1954/T-DM1-R, but not NCI-N87/T-DM1-R, may be partly ex- T84 2310g shift
plained by the greater reduction in HERZ expression.

Case study 3: Overcome resistance based on Omics analysis

Table 1. Multiple ADC/Payload-Resistant Cell Models Determined by Resistance Index (RI). New sensitive and insensitive inhibitors observed
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