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[Abstract] Current research on the pathogenesis of sepsis-induced cardiomyopathy (SICM) primarily focuses on
immune responses, mitochondrial metabolism, microcirculation, and neuroendocrine mechanisms. With breakthrough
advancements in technologies such as metagenomics and 16S ribosomal RNA (16SrRNA) sequencing, the regulatory hub
of the "gut-heart axis" and traditional Chinese medicine theories: such as "simultaneous treatment of the heart and spleen"
and "the heart and small intestine are interconnected internally and externally": have been corroborated in elucidating the
bidirectional relationship between gut microbiota and SICM. Gut microbiota and their metabolites have been demonstrated
to mediate the progression of SICM through immune dysregulation, neuro-metabolic interactions, and a tripartite
metabolic-mitochondrial pathological cascade. Additionally, both Western and traditional Chinese medicine approaches
have explored strategies that target multiple pathways to modulate gut microbiota and their metabolites, thereby alleviating
inflammatory responses, restoring mitochondrial homeostasis and the balance of the immune microenvironment, and
indirectly influencing the progression of SICM. There is anticipation that future research may identify novel therapeutic
directions for the prevention and treatment of SICM through targeted microbiota modulation strategies.
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