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Effect of propofol preconditioning on autophagy during

hepatic ischemia reperfusion injury in rats
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Abstract Objective To evaluate the effect of propofol on autophagy during hepatic ischemia reperfusion in rats.
Methods TFifty adult male Sprague-Dawely (SD) rats weighing 240 ~280 g were randomly divided into 5 groups
(n =10 each) : sham operation group (group S) ;propofol alone group (group P) ;hepatic ischemia reperfusion
(HIR) injury group(group HIR) ;propofol pretreatment group (group PHIR) ;intralipid pretreatment group (group
IHIR). Propofol was infused at a rate of 12 mg/(kg * h) for 45 min in group P. HIR was induced by inflow occlu—
sion to median and left liver lobes ( approximately 70%) for 1 h of ischemia followed by 6 h reperfusion in male
SD rats. Propofol was infused at a rate of 12 mg/ (kg * h) 30 min before ischemia until 15 min of ischemia in group
PHIR. Each group observed indicators: serum alanine aminotransferase ( ALT) aspartate aminotransferase
(AST) ; the expression of autophagy—related proteins such as microtubule associated protein light chain 3—-1 (LC3-
[ ) microtubule associated protein light chain 311 (LC3-II) and Beclind was evaluated by Western blot. Re—
sults The electron microscopy showed that the structure of the hepatic cells was normal in group S there were a
lot of autophagosomes and autolysosomes in the hepatic cells in group HIR and structure of the hepatic cells was
normal in group PHIR. Compare with group S the serum ALT and AST activity was significantly increased the ex—
pression of LC3-][ / LC3-1 and Beclind was significantly up-regulated in group HIR(P <0. 05)

the ALT and AST activity was significantly de—

and no signifi—
cant change was found in group P. Compared with group HIR
creased in serum the expression of LC3-I[ / LC3-1 and Beclind was significantly down-regulated in group PHIR
(P <0.05). No significant change was found in group IHIR . Conclusion Hepatic ischemia reperfusion injury
could be alleviated by propofol preconditioning through suppression of autophagy in rats.
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