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Effectiveness and safety of S1P receptor modulators in patients with relapsing multiple sclerosis Chen
Xin* , Zhang Shuoqi » Song Wenhui ™ , et al. * Department of Neurology, Tongji Hospital , Tongji Medi-
cal College s, Huazhong University of Science and Technology . Wuhan 430030

[Abstract] Objective To assess the effectiveness and safety of S1P receptor modulators in a cohort of
RMS patients in the real world. Methods It was a multicenter, retrospective, observational, real-world stud-
y. This study retrospectively collected and summarized the clinical and imaging data of RMS patients who took
oral S1P receptor modulators (Siponimod and Fingolimod) within 2 years (2020. 5. 1 to 2022. 4. 30) in Hubei
Province. The primary endpoint was evaluated by the change in annualized recurrence rate (ARR). The sec-
ondary endpoints were the change in EDSS scores, the proportion of relapse-free patients at the last follow-up
visit and the safety and tolerability of S1P receptor modulators. Results A total of 104 patients with RMS (31
patients with Fingolimod and 73 patients with Siponimod) were enrolled in this study. There were 37 males
(35.6%) and 67 females (64. 4%, with an average age of (34. 4% 1.2) years. The time since MS diagnosis
was (4.3 %0. 4) years. The median follow-up time was 10 (2~24) months and the median duration of S1P re-
ceptor modulator therapy was 7.5 (1~24) months. 22 persons (21.2%) had received previous disease modif-
ying therapies (DMTs) at any time. The main ARR was significantly lower at the last follow-up visit compared
to that before S1P receptor modulator treatment [ post-treatment (0. 03 = 0. 17) % vs pre-treatment (1,23 *
1.13) %, P<<0.001] with a drop of 97 percent. At the last follow-up visit, the EDSS scores decreased signifi-

cantly from baseline [ (1. 11 £ 1.67) points at last follow-up vs pre-treatment (2.22 + 2, 13) points, P<C
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0.001]. Up to 97.1% of patients remained recurrence-free during the data collection period. Among the 27

adverse events (AEs), the most common AEs were elevated liver enzymes and decreased lymphocyte count,

and no serious adverse events occurred. Conclusion This real-world study confirmed that S1P receptor modu-

lators could significantly reduce recurrence and delay the progression of disability in patients with RMS and

they were well tolerated and no new safety findings were observed in this study.

[Key words] Relapsing multiple sclerosis S1P receptor modulator Annualized recurrence rate EDSS
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