Novel CAR-T Cell Therapy that can be Activated, Silenced, and
) ARCELLX Reprogrammed /n Vivo with Soluble Protein Adapters in a Dose Dependent Manner Abstract 788

Janine Buonato, Justin Edwards, David LaFleur, Jeffrey Swers, Jenny Mu, Liubov Zaritskaya, Ankit Gupta, Hui Wang, Sinnie Ng, Laura Richman, Angela Shen, David Hilbert

Arcellx, Inc., Gaithersburg, MD

Introduction Results

Arcellx has developed a novel gene-modified cell therapy engineered to

address a number of current CAR-T cell limitations such as: ARC-sparX Tumor Killing is Dose Dependent Bivalency Improves on Mono-valent sparX-BCMA Efficacy ARC-T Can Be Reprogrammed Using sparX /n Vivo
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= ARC-sparX activity can be tuned through engineering sparX valency and

Novel Binding Domains and TAG are Foundational to ARC-sparX Tumor Clearance Activity Is Comparable with g D e titrating dose
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—ARC-T cells are not constitutively active

—sparX dosing controls ARC-T cell killing in a dose-dependent manner
—ARC-T cells can be reprogrammed in vivo by switching sparX

= Non-scFv binding domains are based on a3D scaffold®
randomized at 12-14 outward facing residues (Blue regions)’

= Incorporated as binding domains for both ARC-T and sparX
= 8kDa/7/3aa protein with no cysteine residues or glycosylation sites
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