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[Abstract] Sepsis-associated encephalopathy (SAE) is one of the complications of sepsis, causes cognitive
dysfunction ranging from mild attention deficits to progression into coma, which severely impairs patients' ability to live
and mental health, and increases the long-term disability and mortality rates. Although the clinical attention to SAE has
been increasing in recent years, effective interventions to improve cognitive dysfunction in sepsis survivors are still in the
preclinical stage. The pathogenesis of SAE is numerous and complex, and mitochondrial dysfunction, as one of the key
pathogenic mechanisms, plays a role in the cognitive development process through oxidative stress imbalance, energy
metabolism disorders, and activation of apoptosis signaling pathway. The present review systematically integrates the
recent studies on mitochondrial dysfunction in the development of cognitive disorders. This review systematically integrates
the cutting-edge research results in recent years, discusses the mitochondrial structural disruption, mitochondrial
kinetic abnormalities, respiratory chain dysfunction, and comprehensively comprehends the research progress of
mitochondria-targeted antioxidant, mitochondrial autophagy activator, mitochondrial biosynthesis modifier and other novel
intervention strategies in improving cognitive function of SAE patients, with the aim of providing theoretical basis for the
breakthrough of the current status of clinical treatment of SAE and the targeting of mitochondria for treatment. The aim is
to provide theoretical basis for breaking through the status of SAE clinical treatment and targeting mitochondrial therapy.
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