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Synapsis and autophagy impairment is involved in

the sevoflurane-induced cognitive dysfunction in APP/PS1 mice
Geng Pengcheng Zhang Jigian Tan Qilian et al
( Dept of Anesthesiology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the possible mechanism of sevoflurane on the cognition and Alzheimers dis—
ease( AD) pathology change in the APP/PS1 transgenic mice. Methods Thirty APP/PSI transgenic mice were di—
vided into control group and sevoflurane group according to a random number table the mice were treated with in—
haling 60% oxygen or 3% sevoflurane for 4 h respectively 24 h after treatment the Morris water maze test was
used to observe the mice behavior meanwhile the B amyloid( AB) the synapsis and autophagy related protein con—
tent in the hippocampus were detected by Western blot. Immune-luorescence was used to observe the AR colocalizs
with lysosome. Results Compared with the control group the spatial learning and memory abilities of mice in the
sevoflurane group decreased while the postsynaptic density protein 95 ( PSD95) in the hippocampus decreased
and the expression of AR microtubule-associated protein light chain 3 ( LC3) and p62 protein increased. AR was
co-ocalized with lysosome-associated membrane protein 1 ( LAMP1) . Conclusion Sevoflurane can impair the
cognition of the APP/PS1 transgenic mice increase the accumulation of AR and these effects may be associated
with the impairment of synapsis and autophagy.
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