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Atrial Energy Metabolism Remodeling and Targeted Intervention
of PPARYy in Atrial Fibrillation
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[ Abstract] Atrial fibrillation is a common arrhythmia with high mortality and disability. Atrial remodeling ( electrical and structural
remodeling) is closely related to the pathogenesis of atrial fibrillation. Biological events such as the transition of mature cardiomyocytes to fetal
phenotype , mitochondrial dysfunction and cellular effects of reactive oxygen species overload are involved in atrial remodeling. Peroxisome
proliferator-activated receptor( PPAR) is a key switch in the regulation of energy metabolism in cardiomyocytes. The studies on the regulation
mechanism of atrial fibrillation energy remodeling and atrial myocyte metabolic disorder, especially the intervention of glucose and lipid
metabolism phenotype switching mediated by PPARy, may become a new strategy for the treatment of atrial fibrillation.
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