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Efficacy and Safety in Phase 3 EVOLVE-MS-1 After Switching from Glatiramer Acetate
or Interferon or Continuing on Diroximel Fumarate
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OBJECTIVE

© To evaluate efficacy, safety, and tolerability of diroximel fumarate (DRF) in patients with relapsing forms of multiple sclerosis (MS) in the Phase 3 EVOLVE-MS-1 study who had switched from
prior glatiramer acetate (GA) or interferons (IFN).

CONCLUSIONS

© Patients who received GA or IFN as their most recent disease-modifying therapy (DMT) © These data suggest that transition to DRF from GA or IFN is a reasonable treatment strategy
experienced improvements in clinical and radiological measures of disease activity with up with low rates of discontinuation, similar to the favorable results observed after transition
to 2 years of DRF treatment. from DMF to DRF.1

© Rates of treatment discontinuation due to Gl adverse events (AEs) were low (< 1%).
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and dimethyl fumarate (DMF) 240 mg

W1 W48 W96

. . ¢ Th|S anaIySiS evaluated: Wi W5 All patients received 2 capsules BID
produce bioequivalent exposure of Safety and tolerability in the overall patient
i i o Newly enrolled to
he acive metanolits monomethy! opulation and in a subset of EVOLVE-MS-1 Pror GAOTIEN. [ the DRF clnica
fumarate and, therefore, are pop treatment trial program

expected to exhibit comparabl patients who received either GA or IFN as their
iy o e most recent DMT (GA/IFN);

efficacy and safety profiles.2> Eoo _ ¢ oat ) _ " EVOLVE-MS-1 key eligibility criteria
- DRF has an improved Gl tolerability © G Aicacﬁlz;\rl] a Stl;]b?‘et O gatlents; VSMOTreé,eA\I/\;ﬁdNelt e - 18-65 years old
profile compared with DMF, with or as theirmost recen ( ) - Confirmed RRMS diagnosis’

fewer patients discontinuing due to * Efficacy _OUtcomeS '_nCIUdeC! am_]yalized re|aPse rate « No history of clinically significant recurring or active Gl symptoms within 3 months of screening
G| AEs 56 (ARR), time to confirmed disability progression (CDP),

number of gadolinium-enhancing (Gd+) lesions, and
number of new/newly enlarging T2 lesions.

* Neurologically stable with no evidence of relapse in the 30 days before screening
* Prior DMT use was permitted

° Safety Outcomes inc|uded treatment_emergent AES \I?\}D= jvtev;ilge a day; DMF = dimethyl fumarate; DMT = disease-modifying therapy; DRF = diroximel fumarate; Gl = gastrointestinal; RRMS = relapsing-remitting multiple sclerosis;
(TEAES) and absolute |ymphOcyte counts (ALC) EVOLVE-MS-1 was conducted from 10 December 2015 until 11 November 2021.
aAdapted from Naismith RT, et al. CNS Drugs. 2020;34(2):185-196; http://creativecommons.org/licenses/by-nc/4.0/.
° RGSUltS from the DRF-I’O”OVGI’ and DMF-rO”OVGr grou pS bAdapted from Naismith RT, et al. Mult Scler. 2020;26(13):1729-1739; http://creativecommons.org/licenses/by-nc/4.0/.
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