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Introduction Phenotype of circulating T, cells in MS patients
Clinical trials on the efficacy of B-cell depleting therapies in relapsing multiple sclerosis (MS) A B Figure 2. Frequencies of TFH subsets in MS patients
have suggested that B cells may contribute to MS pathogenesis, potentially through antibody iz groups. - - |
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. . o] ‘ patients is also shown.
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. . . _ . Blood CSF infiltrating T, cells in RMS patients is also shown.
* Characterization of the frequencies of the different T, subsets in the blood and the
CerebrOSpinaI fluid (CSF) A B Figure 3. Frequency of circulating
. *k 60 * Ty cells in MS patients and HC.
1. Healiny contols (1=34) & =a"  Healthy controls (n = 34) (A) MS patients present a significant
EZ :’.’.':.. a " u  MSpatents(n=41) FE% ad % .._'.:. MS patients (n = 41) higher frequency of T.,17 in the
o © 30 '%2:_3 - L O oopqee®  Hmim FH
MethOdS S5 o Mope " & g-."......- et blood compared to HC (35.2
I ze " 1.09% vs 32.1 £ 0.9%, p<0.05).
: : . N , CHE (B) MS patients present a significant
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Phenotype of CSF-infiltrating T, cells in MS patients

* Aten color analysis of T;,, phenotype by flow cytometry
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patients have a significant higher| \We also show that MS patients present an altered T henotype in periphery, and for the
sensitivity to apoptosis (1.82 + i
0.96% vs 1.12 + 0.51% in HC at day|  11rSt time we highlight that T, cells infiltrate the CSF of MS patients with an activated profile.
Ty TR s S 6, p < 0.05) compared to B cels| \We plan to investigate by immunohistochemistry wether T, cells infiltrate the central
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(E) Example of gating strategy by flow| NEFVOUs system of MS patients. To better understand the involvement of Ty, cells in the
cytometry. pathophysiology of MS, we also prospect to assess the abilities of T, cells to differentiate B

cells by co-culture of autologous T, cells with B cells.
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