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CONCLUSIONS

* During the first year of fingolimod treatment, focal MRI activity (defined as >1 Gd+ lesion or =2 new or newly enlarged T2 lesions) or relapses, and their combination, were strongly predictive of subsequent relapses or 6-month confirmed disability progression

* The strongest predictor for failure to achieve NEDA (absence of clinical relapses, disability progression and focal MRI activity) was focal MRI activity

BACKGROUND

Figure 1. Study and analysis overview

Figure 2. Baseline predictors of clinical event rate (relapses or 6M-CDP) or achievement of NEDA between M12 and M24, and M12 and M48
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e Unadjusted logistic regression was used to assess whether focal MRI
activity and/or >1 confirmed relapses? during MO-M12 of treatment,
could predict the likelihood of the following clinical events during M12-M24 o
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similar results for relapses or 6M-CDP and NEDA. Sex was not predictive
for future clinical events (data not shown)

For disease activity during the first year, either focal MRI activity or
>1 relapse were strongly and significantly predictive of relapses or
o6M-CDP, while the combination of these disease activity measures was
assoclated with the highest odds of relapses or 6M-CDP (Figure 3)

e All measures of disease activity during the first year, except for change in

EDSS score from baseline, were significantly predictive of not achieving
NEDA (Figure 3)

— MRI activity was the strongest predictor, reducing the odds of achieving
NEDA by 85% at M12-M24 and 82% at M12-M48

— Combining focal MRI activity and relapses did not improve predictive
ability above that of focal MRI activity alone
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— NEDA, defined as no relapses, no 6M-CDP, and no new and/or newly
enlarged T2 lesion activity

?A relapse was confirmed when it was accompanied by an increase of at least half a point (0.5) on the
EDSS, or an increase of 1 point on two different Functional Systems (FS) of the EDSS, or 2 points on one
of the FS (excluding bowel/bladder or cerebral FS)
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