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Introduction

Understanding how antibody-based therapeutics interact with their targets at varying expression levels is vital for optimising tissue and cell-specific drug efficacy and safety. Traditional methods, such as SPR, BLI and QCM, face limitations when
assessing binding kinetics in cellular environments due to challenges with sensitivity, throughput and physiological relevance. To address these gaps, this study explores the impact of target density on therapeutic binding kinetics using the novel IndEx-2
system and single-cell Interaction Cytometry (sclC). This integrated approach provides real-time kinetic data in a cellular context, offering critical insights into drug performance under conditions that closely mimic tumour heterogeneity.
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We have investigated the effect of target density on the kinetics of trastuzumab binding to HER2 on the surface of cells. By utilising the IndEx-2 system, which allows controlled expression Download the digital

of HER2 in CHO-K1 cells, with sclC we have measured the real-time binding kinetic parameters. Our analysis has shown that at higher levels of HER2 expression, therapeutic residence version of this research

time increased due to avidity effects. In addition, differences in binding affinity across HER2 densities were mainly attributed to changes in dissociation rate rather than association rate. poster and take all the

This approach has provided new insights into how target density influences therapeutic binding, offering a more physiologically relevant framework for drug development. latest advancements and
data home in your pocket.
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