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INTRODUCTION Mitochondrial Therapeutics IT: DRP1 Targeting Results: Drug Effects on Respiration at Control Conditions Results: Drug Effects on Respiratory Complex Protein Levels

The diving community seeks mitigation strategies to prevent oxygen toxicity (OT) and decompression sickness (DCS). Mitochondrial respiratory complex levels are generally unaffected by the presence of Elamipretide (SS31), with
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Mitochondrial Therapeutics I: Elamipretide (SS31) Results: Drug Effects on Mitochondrial Motility Results: Drug Effects on Bioenergetics Partitioning in Cells

Mitochondrial motility follows a log-normal distribution in all exposures and in
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