Effect of Fingolimod on Brain Atrophy: MRI Data From Phase 3 Studies
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CONCLUSIONS

Brain atrophy (as measured by PBVC) was reduced in fingolimod-treated patients compared with controls, regardless of baseline factors.

— The treatment effect was evident with the first postbaseline scan (month 6) in both FREEDOMS studies.

- The treatment effect was evident in patients with and without Gd-enhancing lesions at baseline.

Baseline T2 lesion volume and presence of Gd-enhancing lesions significantly predicted PBVC over the course of the studies.

On-study brain volume loss correlated with new T2 lesion formation and worsening disability.

Fingolimod is the only approved MS treatment that provided a consistent and significant treatment effect on PBVC across all phase 3 studies compared with placebo or IFN[3-1a IM.
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