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Protective effect of propofol on myocardium ischemia/reperfusion injury
in rats

XIE Li-jun, ZHANG Jian-xin, LI Lan-fang, ZHANG Qin-zeng, HAO Na, LI Li- ping, LI Guo-feng

(Department of Pharmacology, Institute of Materia Medica, Hebei Academy of Medical Sciences,
Shijiazhuang 050021, China)

Abstract
OBJECTIVE To explore molecular mechanisms of propofol in myocardial protection. METHODS Rat myocardium
ischemialreperfusion(l/R) injury was induced by occluding the left main coronary artery for 30 min and reperfusing for

2 h. Propofol 3, 6 and 12 mg-kg‘1 was intravenously given 10 min before ischaemiatill the end of experiment. Heart rate

(HR) and mean arterial blood pressure (MAP) were recorded, and pressure-  rate index (PRI) was calculated. The
pathological changes of myocardium were examined by light and electron microscopy. Trangocation of NF- kB in the
cardiomyocytes was detected by immunohistochemistry. Expressions of NF- kB and caspase 3 were determined by
Western blotting. The incidence of cardiomyocyte apoptosis was detected by TdT-mediated dUTP nick end labeling
staining. RESUL TS The cardiac function parameters (MAP, PRI) in I/R group were lower than those of sham group

(P<0.05). Compared with  I/R group, propofol 6 and 12 mg-kg‘1 resulted in improvement in MAP and PRI,
respectively (P<0.05). The pathological changes of myocardium induced by /R injury, such as cardiomyocyte
swelling and mitochondrial membrane swelling, the cristae disruption were significantly alleviated by propofol 6 and 12
mg-kg‘l. Compared with sham control group, expression of NF-«xB in the nuclei markedly increased in I/R group
(P<0.05). In addition, expression of capase 3 and apoptosic index were significantly increased (P<0.05). Compared
with I/R group, propofol 6 and 12 mg-kg‘1 significantly attenuated expression of NF-«xB in the nuclei (P<0.05),
decreased expression of caspase 3 in myocardium (P<0.05) and inhibited occurrence of cardiomyocytes apoptosis.
CONCLUSION Propofal can inhibit NF-«B activation and down-  regulate the expression of caspase 3 and asa
result suppress cardiomyocytes apoptotic initation during the myocardium I/R injury, which may be one of the
molecular mechanisms of its cardioprotection.
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