Complex Bioassays: Bridging @ (GisBlisrer
Analytics and Clinical Relevance in

RoukenBio ° ° ° 5 & BN CONFERENCES AND WORKSHOP 2026

BlOSlmllar DevelOpment JANURY 22 - 23,2026 | GOA

HAS ARIFTRET

Andrew Baron®, Lauren Gilfillan, Amy Graham, Holly Greggan, Fiona Miller, Matthew Tung, Rhiannon Williams

RoukenBio, Rouken Discovery Centre, Braidhurst Industrial Estate, Motherwell, ML1 3ST, UK

Corresponding author: abaron@rouken.bio

Introduction

Establishing similarity for complex biologics requires more than physicochemical comparability, it demands functional evidence reflecting the mechanism of action in a biologically relevant
context. Regulators place greater weight on analytical and functional data over comparative clinical efficacy studies. Complex primary cell-based assays are integral to this framework,
complementing physicochemical and simpler functional methods within an orthogonal approach. Integrated with high-resolution analytics, these assays strengthen confidence in biosimilarity and
support robust regulatory submissions. This poster illustrates how complex primary cell-based assays contribute to biosimilar comparability by addressing key mechanisms of action and fulfilling
roles central to regulatory expectations integrating biological activity assessment, indication extrapolation and the linkage of analytical data with clinical relevance.
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Key mechanisms of action for monoclonal antibodies Neutralisation

Originator Molecules with Approved or Pipeline
Biosimilars

Adalimumab, Infliximab, Etanercept, Golimumab,
Ustekinumab, Tocilizumab, Risankizumab,

Neutralisation , , , T cell inhibition IL-17F Production
Secukinumab, Guselkumab, Omalizumab, Bevacizumab,

Mechanism of Action Neutralisation of IL-23 mediated IL-17 secretion by ustekinumab
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. . Although the assay is semi-quantitative, it adds value by enabling functional assessment in a
Checkpo|nt Modulation pathway central to Crohn’s disease and psoriasis. This approach supports indication

extrapolation by demonstrating comparable activity in a physiologically relevant context, even
when quantitative data are not possible.

Mixed Lymphocyte Reaction: Nivolumab and pembrolizumab
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. . . . o Beyond STATG6 signalling the associated functional responses were assessed, dupilumab suppressed secretion of TARC/CCL17
Platform methods with standard assay designs greatly reduces time spent in optimisation from PBMC and reduced CD23 surface expression on B cells. These phenotypic and secretory changes demonstrate downstream

_ _ _ _ impact on inflammatory pathways, reinforcing the physiological relevance of the assay.
Access to physiologically relevant primary human cells (healthy and disease)

Expert development for challenging assays Quantitative and sensitive assays that capture the full spectrum of biological activities
relevant to the clinical performance of the product are the gold standard for biosimilar analytical
comparability. Here we present receptor blockade assays, exemplifying the ideal tools for
Proven track record across 20+ biosimilar therapeutics biosimilar functional assessment and regulatory confidence.

In-house Cell Engineering capabilities to complement your project

SUMMARY

Complex primary cell-based assays offer distinct advantages in biosimilar comparability by providing Scan the QR code

functional insights that complement traditional binding and reporter assays. Our poster showcases three eltle jcake the.digitql
key examples. version of this poster

home in your pocket.

Integrating complex primary cell-based assays into biosimilar comparability workflows enhances the
clinical relevance and robustness of functional testing. Even qualitative assays, such as the ustekinumab
example, provide important evidence for functional similarity in disease relevant pathways and can
iInform regulatory strategy, including indication extrapolation. We invite discussion on emerging
quantitative approaches, particularly in areas of unmet need such as checkpoint modulators.




	Slide 1

