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OBJECTIVE

¢ To study the effects of teriflunomide on T and B lymphocytes, and their
functions, in patients with relapsing-remitting MS (RRMS)

INTRODUCTION

CONCLUSIONS

¢ The effects of teriflunomide on various immune cell types enhance our understanding of the teriflunomide unique mechanism of action, involving both activated T and B cells
— Treatment with teriflunomide in patients with RRMS reduced the absolute numbers and frequencies of total lymphocytes, CD8* T cells, and CD19* B cells, consistent with observations from the phase 3 teriflunomide trials, TEMSO, TOWER, and TOPIC.*
However, total lymphocyte counts remained within normal range throughout the study
— Teriflunomide exerted a selective effect on different CD4* T-cell subsets, suggesting a shift in T-cell populations from proinflammatory to regulatory, potentially anti-inflammatory, T cells
¢ The contrast between effects on proliferation ex vivo vs in vitro supports a reversible effect of teriflunomide
¢ The results of the Teri-DYNAMIC trial further support the efficacy of teriflunomide as an immunomodulatory agent to treat patients with RRMS

RESULTS

e Teriflunomide, a once-daily oral immunomodulator approved for the treatment of patients with
RRMS, selectively and reversibly inhibits dihydroorotate dehydrogenase, a key mitochondrial enzyme
in de novo pyrimidine synthesis required by rapidly dividing lymphocytes'

— Unlike other currently available oral disease-modifying therapies (DMTs), teriflunomide limits the

Figure 1. Evolution and Change From Baseline in CD4* T-Cell Subpopulations in Patients With RRMS After 12 and 24 Weeks of Teriflunomide 14 mg (n=39)'
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