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Background & Introduction

« Antibody drug conjugates (ADCs) are designed to Design of a successful ADC requires a multiparametric approach to optimize therapeutic window
exploit the targeted nature of monoclonal mAb related [ m—
antibodies (mAbs) to selectively deliver highly
cytotoxic drugs to tumour cells. What is an ADC? \ /
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2. Interplay between K, target levels, internalization rate, dose 3. Payload tumour efflux kinetics
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