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1 : _ _ _ lesion volume, volume of T2 lesions and normalized brain volume < a - Odds ratio (95% Cl) | » > * Other baseline characteristics were predictive of certain clinical outcomes:
) ) : : : .. > Relapses in 2 years before study was predictive of confirmed relapses in the short term in
Departme_nt o Neur;ology University Hospital Basel Figure 1. Analysis for predictors of clinical outcomes ecreased ris ncreased ris ol n 2 years before stud dictive of confirmed rel e short term
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Pharmaceuticals Corporation, East Hanover, NJ, USA; | ; ; | A ' ' ' | (Figure 3C)
5Novartis Pharma AG, Basel, Switzerland; 6Department M12-24 i i E)SS at DASe |ne 6IVI'C)D/R E?EED?MS/FREEDOMS ” LOng term 1260 (1032'1538) 00230 I_O_I 5 Duratlon Of MS Slnce dlagnOS|S Wwas pred|Ctlve |n the Short term Of 6M-CDP/R |n
of Radioloav and Nuclear Medicine. VU Universit Relapses, EDSS N | EDSS at baseline OM-LDP/R RANSFORMS Short term 1.265 (1.001-1.598) 0.0494 o FREEDOMS/FREEDOMS Il and of confirmed relapses in TRANSFORMS (Figure 3C)
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