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Selective Autophagy in Sepsis Induced Cardiomyopathy
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[ Abstract] Sepsis can lead to cardiac dysfunction and subsequent multi-organ dysfunction, significantly impacting patient prognosis.
The pathogenesis of sepsis-induced cardiomyopathy is complex, involving dysregulated inflammatory responses, mitochondrial dysfunction,
oxidative stress, and other factors. In recent years, autophagy as a highly conserved cellular quality control mechanism, has garnered
widespread attention in sepsis induced cardiomyopathy. By recognizing and degrading damaged organelles or abnormal protein aggregates,
autophagy plays a pivotal role in maintaining cardiomyocyte homeostasis, mitigating stress crises, and suppressing excessive inflammation.
However, its precise mechanisms in sepsis induced cardiomyopathy remain unclear. This review systematically summarizes the pathogenesis of
sepsis induced cardiomyopathy , elucidates the roles of selective autophagy, and explores therapeutic strategies targeting autophagy modulation,
aiming to provide novel insights for the diagnosis and treatment of sepsis induced cardiomyopathy.
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