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Abstract: Septic encephalopathy is brain dysfunction mediated by the septic inflammatory response. It ap—
pears in patients with multiple organ dysfunction syndrome (MODS). Septic encephalopathy is associated with
many kinds of inflammatory cytokines and chemicals. These inflammatory molecules induce systemic inflam—
matory response, trigger blood—brain barrier disruption and affect the brain function, leading to neurological
symptoms such as aberrant synaptic transmission and plasticity. Herein, the imbalance of neurotransmitter,
impairment of synaptic transmission, effect of nervous regulation and application of quantum dots in septic
encephalopathy are summarized, aiming at facilitating its future research.
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Fig.1 The effect and mechanism of vagus nerve stimulation prevents sepsis—induced inflammation and injury via

cholinergic anti-inflammatory pathway
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