Ve, EVOBRUTINIB THERAPEUTIC RESPONSE IS ASSOCIATED WITH AN sescam
INCREASE IN THE NUMBER AND MATURATION OF
PERIPHERAL AND CENTRAL CLASSICAL DENDRITIC CELLS

Mari Paz Serrano-Regal?, Leticia Calahorra?, Inmaculada Alonso-Garcia!, Ursula Boschert?, Philipp Haselmayer3,
M2 Cristina Ortega?l, Isabel Machin-Diaz!, Celia Camacho-Toledano?, Jennifer Garcia-Arocha' and Diego Clemente!.

IHospital Nacional de Parapléjicos-SESCAM, Research Unit, Neuroimmune-Repair Group, Toledo, Spain; ?Ares Trading SA, Eysins, Switzerland, an affiliate of Merck KGaA, Darmstadt, Germany

PARAPLEJICOS
Toledo

dclemente@sescam.jccm.es

BACKGROUND

Q

3 The healthcare business of Merck KGaA, Darmstadt, Germany.

Multiple sclerosis (MS) is a chronic, inflammatory and neurodegenerative disease of the central nervous
system. Currently, the search for new therapeutic strategies to control disease activity and progression is
an active topic in the field. Evobrutinib is an oral, highly selective covalent Bruton’'s tyrosine kinase
(BTK) inhibitor with promising results in a Phase Il trial for relapsing MS. Lately, the role of BTK in
myeloid cell activity, including classical dendritic cells (cDCs), has been gaining importance in MS
pathogenesis. In the present study, we assess the impact of evobrutinib on classical dendritic cells
(cDCs) in the MOG;, .-induced chronic-progressive experimental autoimmune encephalomyelitis
(EAE) MS model (with limited B cell contribution).
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Figure 1. Evobrutinib-treated mice (EAE-Evo)
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