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[Abstract] Objective

human mononuclear macrophage cell induced by lipopolysaccharide (LPS). Methods
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To explore the effect of propofol on secreting cytokines and SOD1 expression from

THP-1 cultured in vitro were
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randomly assigned into four groups: control group, LPS group, propofol group, LPS and pretreatment with propofol

group. Western blot was applied to detect the expression of SOD1, and ELISA was used to detect cytokins secreted by

THP1 cells stimulated with LPS. Results

12 h after stimulated by LPS, compared with the control group, the expres-

sion of SOD1 in LPS group decreased significantly, but cytokins (IL6, IL8, TNF-a) were higher (P<0.01). Compared
with LPS gruop, the expression of SOD1 in LPS and pretreatment with propofol group was higher, but cytokins (IL6,

IL8, TNF-«) decreased significantly (P<0.01). Conclusion Propofol can increase the expression of SODI1, but de-

crease cytokins, and it may have some anti-peroxidation effects.
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