| TTSTAND as a clinical predictor of disease progression
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Objective:
To characterize the evolution of the TTSTAND clinical study
endpoint as a function of age in a natural history population of u Conversion between rise time and velocity

Duchenne muscular dystrophy (DMD) patients using or not

using glucocorticoids (GCs). « TTSTAND velocity is a conversion of TTSTAND. It is * A clinically meaningful 1-second change in rise time Fig 2. Relationship between absolute rise times (TTSTAND) and
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 TTSTAND velocity is a clinically relevant endpoint with
good statistical properties for evaluating motor function in
clinical studies of patients with early-stage DMD
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 Once in the decline phase, the trajectory for GC ~2 years (Fig. 3)

users and GC non-users was similar, and aligned
with the well-characterised clinical progression of
DMD* however, GC use delayed this decline by
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