CAR-T PERSISTENCE MODELLING:
BRIDGING BIOLOGY AND DATA
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Introduction

CAR-T kinetic models increasingly incorporate biologically * Review biological determinants proposed to drive CAR T

Objectives

structured components representing differentiation, functional persistence

changes, and tissue distribution. However, clinical datasets remain Evaluate their implementation in published models

sparse and mostly limited to peripheral readouts, with limited . Assess robustness of parameter estimation using typical adult
characterisation of long-term persistence and phenotypic evolution. clinical datasets

Materials & methods

Literature review of CAR T—specific and broader T cell biology to identify determinants of CAR T persistence. Published CAR T model-based
analyses were reviewed to evaluate, for each determinant, its structural implementation and the clinical data supporting its estimation.
Clinical data considered included gPCR/transgene, flow cytometry, immunophenotyping, cytokines, and tissue/bone marrow assessments.

Model complexity was then compared with available data richness and resolution to identify potential non-identifiability.
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Figure 1: Biological determinants of CAR-T cell persistence across biological levels
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