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The protective effect of pinocembrin pre-conditioning

on rats after myocardial ischemic-reperfusion injury
Zhou Zhen' Ma Mengqing' Lin Xianhe® et al
('The Second Clinical Medical College of Anhui Medical University Hefei 230032;
*Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the protective effect and its mechanism of pinocembrin pre — conditioning on
rats after myocardial ischemic — reperfusion injury( IRI) . Methods 45 male sprague — dawley rats were used for
exploring the suitable concentration of the pinocembrin and 80 rats were equally divided into 5 groups: sham group
model group low middle high dose (3 10 30 mg/kg) group. The IRI models were set up by ligating rats left
anterior descending coronary artery for 30 minutes then loosing it for 2 hours. Pinocembrin was gave 1 hour via tail
intravenous injection before ischemic — reperfusion. The morphological changes of myocardial tissues were observed
by HE staining. The L.C3 expression and position were measured by immunofluorescence. The apoptosis of myocar—
dial cells was measured by TUNEL staining. The expression of apoptosis — related protein such as Bax Caspase3
p62 and autophagy-—related protein L.C3 were detected by Western blot. Results HE staining showed that the path—
ological changes of myocardial tissues were improved by pinocembrin and presented a dose-dependence. However
high-dose of drug might bring the drug toxicity. The expression of LLC3 was more in the test group than the model
group as evidenced by immunofluorescence staining and in a dose dependent fashion. Compared with the model
group the TUNEL-abeled myocardial cells were significantly decreased in pinocembrin groups and the level of
apoptotic cells were negatively related to the pinocembrin concentration. Western blot results showed that Bax
Caspase-3 and p62 in pinocembrin groups were significantly lower than in model group. The levels of apoptotic pro—
teins were negatively related to the pinocembrin concentration. In reverse compared with the model group the au—
tophagic—related protein LLC3 showed an increasing trend in the pinocembrin groups and presented a positive rela—
tion to drug’ s concentration. Conclusion The results indicate that the pinocembrin pre — conditioning shows the
protective effect on rats after myocardial IRI. The mainly protective mechanisms are possibly related to the inhibi—
tion of apoptosis and activation of autophagy.
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