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Mechanisms of sepsis-associated brain dysfunction in the senescence-accelerated
mouse
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Aging and pre-existing cognitive impairment are considered to be independent

risk factors for sepsis-associated encephalopathy. We aimed to investigate the manner in which
aging and pre-existing cognitive dysfunction modified neuroinflammation and synaptic function using
senescence-accelerated mice. We demonstrated that sepsis increased IL-13 levels in the hippocampus
concomitant with microglial activation and decreased basal synaptic transmission, especially in
senescence mice. Meanwhile, sepsis did not decrease the basal synaptic transmission, but impaired
the synaptic plasticity in the non-senescence mice. These changes were reversed by the
administration of the IL-1 receptor antagonist, meaning that IL-1 receptor-associated mechanisms
were involved with these changes of the synaptic function.
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