Relapse outcomes In patients with multiple sclerosis treated with fingolimod

by previous treatment with injectable disease-modifying therapies

Jacqueline Nicholas?!, Tobias Derfuss?, Daniel Ontaneda3, Xiangyi Meng*, Kathleen Hawker*
10hio Health Multiple Sclerosis Center, Columbus, OH, USA; ?Departments of Neurology and Biomedicine, University Hospital Basel, Basel, Switzerland; 3Mellen Center, Department of Neurology, Cleveland Clinic, Cleveland, OH, USA; *Novartis Pharmaceuticals Corporation, East Hanover, NJ, USA

CONCLUSIONS

e Across clinical trials, treatment with fingolimod 0.5 mg consistently reduced ARRs compared with placebo and IFNp-1a IM in patients with RRMS
* Among patients who had discontinued previous DMTs before study entry, those who were treated with fingolimod had greater improvements in ARR than those who received placebo or IFNg-1a IM
* The greatest improvements in ARR with fingolimod compared with placebo and IFNg-1a IM were seen in patients who were treatment-naive, which may have important implications for treatment selection early in MS
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