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Introduction

» (Cardiovascular disease (CVD), mainly myocardial infarction (Ml) lead cause of morbidity and mortality worldwide.

» Ml followed by reperfusion (ischemia/reperfusion — I/R) induces severe mitochondrial stress, characterized by calcium and reactive oxygen species
overload, mitochondrial dysregulation - excessive fission, and attenuated fusion.

» All contributing the cardiomyocytes dysfunction, cardiac remodeling and death.

* Peptides are highly clinically relevant class of therapeutics in CVD.

* They offer high target specificity, favorable safety profiles, and the ability to modulate complex biological pathways.

Hypothesis and aims
We hypothesized that CVP-350, a macrocyclic peptide specifically designed to inhibit the Drp1/Fis1 interaction, would preserve mitochondrial integrity

and improve cardiac outcome following ischemia-reperfusion injury.
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