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Abstrac

Introduction

About Duchenne Muscular Dystrophy (DMD): DMD is a X-linked inherited muscular disease, caused by an absence of dystrophin. DMD is characterized by progressive muscle weakness and
cardiomyopathy, respiratory failure and cardiomyopathy, leading to premature death. Muscles undergo repeated cycles of necrosis/regeneration and are replaced by connective and adipose tissues.
Glucocorticoids and supportive therapies are the current standard of care leaving many patients, primarily those suffering from respiratory function defect, with an unmet medical need.

About Sarconeos: Sarconeos is a first-in-class drug candidate based on the activation of the MAS receptor (major player of the renin-angiotensin system) which demonstrated meaningful activity in
animal models of muscular dystrophies. Sarconeos is being tested in an ongoing Phase 2b (SARA-INT) clinical trial in elderly patients with sarcopenia, an age-related degeneration of skeletal
muscles, leading to loss of mobility. BIO101 is the active principal ingredient of Sarconeos.

In 2018, BIO101 received Orphan Drug Designation (ODD) in the United States and the European Union. Biophytis is preparing for the clinical development of Sarconeos in DMD through its MYODA
program. See posters P11-128-#459 and P11-129-#460 for more information on the design of MYODA program.
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> BIO101 demonstrates beneficial effects on DMD myoblast differentiation from lung function degradation in a time-dependent manner.

Conclusions

These results demonstrate the efficacy of BIO101 in the improvement of mdx muscle functionality. BIO101 significantly increased running distance of mdx mice when compared with mdx untreated mice, as well as
Improving the absolute strength of dystrophin-deficient mdx mice or limit the loss of muscle functionality over time. Interestingly, (1) muscle histology (lesional profile), (2) myoblast differentiation and (3) respiratory
function, known for being impaired in DMD patients, are all significantly improved by BIO101. Taken together, these results warrant further preclinical and clinical developments of BIO101 in DMD.

Sarconeos (API: BIO101), already in clinical development for the treatment of Sarcopenia, could offer a new option, alone or in combination with gene therapies, for the treatment of DMD.
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