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Oridonin Alleviates Lipopolysaccharide-Induced Septic Myocardial Injury
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[ Abstract] Objective To explore the role and mechanism of oridonin ( Ori) in septic myocardial injury induced by lipopolysaccharide
(LPS).Methods 6~8 weeks C57BL/6] mice were randomly divided into 3 groups:the control group,the LPS group and the Ori group, with
8 mice in each group,and septic myocardial injury was subsequently induced by LPS administration. The changes of cardiac function in mice
were detected by echocardiography. Serum biochemical detection of superoxide dismutase (SOD) , malondialdehyde ( MDA) , creatine kinase
isoenzyme (CK-MB) and lactate dehydrogenase ( LDH) levels in mice of each group was performed. HE staining was used to evaluate
myocardial injury and inflammatory cell infiltration in mice. The expression levels of nuclear factor erythroid 2-related factor 2/heme oxygenase-1
(Nrf2/HO-1) in left ventricular myocardium of mice in each group was detected by Western blotting. Results Echocardiography showed that
Ori improved LPS-induced cardiac dysfunction in mice. Serum biochemical detection showed that SOD decreased and MDA ,LDH and CK-MB
increased in mice treated with LPS,while SOD increased and MDA ,LDH and CK-MB expression levels decreased in mice treated with Ori.
Western blotting showed that intraperitoneal injection of Ori significantly upregulated the expression levels of Nrf2 and HO-1. Conclusion
Ori can effectively enhance myocardial anti-oxidative stress and alleviate LPS-induced myocardial injury ,which may be played by Nif2/HO-1
pathway.
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