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INTRODUCTION AND PURPOSE RESULTS (continued)

® |solated human Purkinje fibres (PFs) in combination with

electrophysiology are a unique tool that can be used to Figure 1. Ozanimod Showed no BE Figure 2. Ozanimod Pro-Arrhythmia and BE Assessment
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ozanimod explains its improved clinical profile

METHODS The positive control, flecainide, showed changes in APD, triangulation, and BE
® In contrast, flecainide decreased APD30 and APDS50, increased triangulation and STV (APD90), with no induction of EADs,

but elicited BE (Figures 2 and 4)

e At pacing rates of 1 and 2 Hz (mimicking normal and elevated
heart rates, respectively), human PFs from female hearts were
used to evaluate the effects of ozanimod and fingolimod on Figure 3. BE was Present With Fingolimod
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Fingolimod showed effects on pro-arrhythmia markers

e Although fingolimod, up to a physiological concentration of
500 nM, also had no significant effects on APD (Figure 6),
triangulation, or EADs, it did elicit an increase in STV
(APD90) (Figure 4)
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