Electromyography as an Efficacy Biomarker with Improvement in Motor Unit Potentials
after DT-DECO1 Therapy in Duchenne Muscular Dystrophy
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Duchenne muscular dystrophy (DMD) is an X-linked Patient 1

lethal disease, caused by mutations in the dystrophin

Results

*corresponding author: siemiom@dystrogen.com

Fig. 3 EMG outcomes assessed in Patient 1 up to
12 months after systemic-intraosseous DT-DECO1
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Fig. 2 EMG assessment of duration of MUP and amplitudes
in the selected muscles (deltoideus, biceps brachii, rectus
femoris and gastrocnemius) of DMD Patients.

Conclusions

This study confirmed significant increase in MUP and amplitudes of the assessed muscles of both, ambulatory and non-ambulatory DMD

patients up to 12-month after intraosseous administration of DT-DECO1 therapy. The recorded EMG parameters may reflect an active process
occurring in the muscles of DMD patients after DT-DECO1 administration, indicating increase in muscle fiber volume resulting in longer
duration and higher amplitudes of MUP.

In addition, percentage of the polyphasic MUP increased in the assessed muscles over 12-months follow-up. This may be
an electrophysiological sign of a muscle response to DT-DECO1 therapy by the regrowth and remodeling of the shape and volume of the
regenerating muscle fibers, thus giving the rise to the polyphasic MUPs in the DMD-affected muscles.

Since EMG is an objective and minimally invasive method of assessment of muscle health and disease, therefore, we propose
EMG as the reliable and sensitive electrophysiological biomarker of restoration of dystrophic muscle activity and function in DMD patients.
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