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Abstract Objective To investigate the protective effect of adiponectin on C57BL/6 mice with lipopolysaccharide — induced septic
cerebral injury, and to explore the role of mitochondrial function in the mechanism of sepsis — associated cognitive dysfunction. Methods
Healthy male C57BL/6 mice (n =84), aged 6 —8months, weighing 20 - 25g, were randomly divided into 4 groups:control( CON) group,
adiponectin ( APN) group, sepsis model (LPS) group and adiponectin treatment (LPS + APN) group. The behavioral changes of the mice
were observed using the open - field test and step — down test. HE staining was used to observe the morphology of hippocampal neurons.
ROS, MDA content and SOD activity of mitochondria in hippocampal tissues were detected by the kit. Western blot was used to detect the
expressions of Bel —2,Bax and cleaved caspase — 3 proteins. Results Compared with the control group, the learning and memory of the
model mice in the open — field test and step — down test were signifiantly decreased, and the decline were reversed after adiponectin inter-
vention. Meanwhile, the levels of Bel —2,Bax and cleaved caspase —3 protein expressions and the percentage of apoptotic cells increased ,
accompanied with the increased ROS, MDA content, reduced SOD activity and destroyed hippocampal cell structure. In the adiponectin
intervention group, less pronounced cell structure destruction, depressed mitochondria — associated apoptosis and oxidative stress levels
were observed compared with the LPS group. Conclusion The mitochondria — associated oxidative stress and apoptosis may be involved

in cognitive impairment in septic mice. Adiponectin probably plays a protective effect in improving the cognitive function by inhibiting the

mitochondria — associated apoptosis and antioxidative stress.

Key words Adiponectin;Septic cerebral injury ; Mitochondria; Cognitive function
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