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Ischemic heart disease remains the leading cause of death from = Investigate CR efficacy through physical exercise with a metabolomic

cardiovascular diseases worldwide. The beneficial effects of cardiac approach o (A
rehabilitation (CR) through physical exercise on disease progression in = Training session monitoring - Evaluate metabolic effects of the o4
patients after acute myocardial infarction (AMI) are well known, while single training session

knowledge of the effects on metabolic processes is still limited. * CR monitoring - Evaluate metabolic effects of the CR over time
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= Training has a long-term positive effect on metabolism, likely because performance improved = Mitohormesis could be a central molecular mechanism in regulating exercise-mediated

during the third week, which boosted energy metabolism. adaptations.
= In the short term, we observed an increase in PS levels. This upregulation suggests that both = Although our findings align with existing scientific literature, further studies are needed to
PSS1 and PS may offer cardioprotective benefits. validate our hypothesis.

PS and NAT show promise as potential biomarkers to monitor CR.
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