Givinostat effects on DMD pathogenesis
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Figure 1 — Fiber CSA different size distributions in GAS muscle (N=100 . .
myofibers; 5 mice/group). & Magnetic Resonance Results in DMD boys -
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Study 43: open label 2-part, phase 2 clinical trial,
which enrolled 20 ambulant DMD boys aged 7 to <11
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Figure 6 — Mean Change of Vastus Lateralis Fat fraction assessed by
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Figure 3 — Fibrosis percentage in mdx muscles (N=5). Figure 7 - Serum Biomarker (Givinostat N=114; placebo N=58).
Functional Results in mdx mice Functional Results in DMD boys
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Figure 4 — Grip test results (N=9). Figure 8 - Epidys Trial results.
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