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Protective effect and mechanism of propofol on acute kidney injury in septic rats
YU Pei,ZHANG Bin-dan  (Department of Anesthesiology, Daping Hospital , Army Medical University, Chongqing 400042, China)

Abstract: Objective To explore the protective effect and potential mechanism of propofol on acute kidney injury in septic rats.
Methods A total of 84 adult SD rats were randomly divided into the sham surgery group, the model group and the treatment group. The
sham surgery group only opened and closed the abdomen, while the model group underwent cecal ligation and perforation for modeling. In
the treatment group, propofol (60 mg/kg) was intraperitoneally injected 30 minutes before modeling, and the same dose of propofol was
intraperitoneally injected again 6 hours after modeling. The renal function and pathological changes of rats in each group were observed,
24-hour survival status of rats in each group were recorded, and the 24-hour survival rate was calculated. A sepsis model was established in
vitro by stimulating human renal tubular epithelial cell line with lipopolysaccharide (LPS), and the changes of apoptosis and oxidative stress
of renal tubular epithelial cells were observed. The effects of propofol on oxidative stress and apoptosis of renal tubular epithelial cells
stimulated by LPS were analyzed. Results The renal function of sepsis rats was decreased, the renal tissue structure was damaged, the
24-hour survival rate of rats was decreased significantly and the survival time was shortened. Propofol could effectively improve renal
function, reduce renal Paller score, increase survival rate and prolong survival time in sepsis rats. LPS could induce apoptosis and oxidative
stress of renal tubular epithelial cells, while propofol could inhibit oxidative stress and apoptosis of renal tubular epithelial cells.
Conclusion Propofol can effectively alleviate acute kidney injury in septic rats, and its mechanism is related to the inhibition of apoptosis
and oxidative stress of renal tubular epithelial cells.
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