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Propofol alleviated brain damage by inducing mitophagy in hippocampal neurons after hepatic ischemia
and reperfusion in young mice

LV Jing-shu', JTA Li-1i%, YU Wen-li*

(1. Department of Anesthesiology, First Center Clinical College, Tianjin Medical Hospital,Tianjin 300192 China; 2. Department of
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Abstract Objective: To explore the effects of propofol on hippocampal neurons mitophagy after hepatic ischemia and reperfusion in
young mice. Methods: Two—week old C57BL/6 mice were randomly divided into 4 groups (n=10): sham operation group (group S); hepatic
ischemia—reperfusion group (group M); propofol group (group P); propofol+ 3—-MA group (group 3—-MA). Besides the sham group that only
had abdominal open and close operations, the rest of the groups underwent 60min ischemia and reperfusion for 6h. Blood samples and brain
tissues were collected. ELISA was used to detect brain injury markers: neuron specific enolase (NSE), S100B and inflammatory factors:
interleukin—6 (IL-6), tumor necrosis factor—alpha ( TNF —a ); transmission electron microscope (I'EM) was used to observe the structure of
autophagosome and mitochondria; protein LC3 11, Nix, caspase-3 expression levels were assessed by Western blot. Results:(1) Concentrations
of brain injury markers and inflammatory factors were highest in group 3-MA, followed by group IR, group P, and group sham (P<0.05); (2)
the number of autophagosome was biggest in group P, followed by group IR, group S and group 3-MA; mitochondria structure was relatively
unbroken in group S, followed by group P, group IR and group 3-MA; (3) LC3 II and Nix protein expression levels were consistent with TEM
results, while caspase—3 was opposite (P<0.05). Conclusion: Propofol can promote hippocampal neurons mitophagy after hepatic ischemia
and reperfusion in young mice, and reduce inflammation and cell apoptosis.
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