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Salvianolic acid B pretreatment protects myocardial ischemia / reperfusion
injury through improvement of energy metabolism

XIA Yang, ZHANG Huijun, NIE Yali
Fourth Department of Internal Medicine, Beijing Armed Police Forces Hospital, Beijing 100027, China

Abstract: Objective To investigate the effects of Salvianolic acid B (Sal B) pretreatment against myocardial ischemia/reperfusion
injury (MI/RI) in rats. Methods MI/RI rats model was established by 30 min of coronary artery ligation and subsequent 2 h of
reperfusion. Rats were randomly divided into four groups (n = 10): sham group, model group, and Sal B low (10 mg/kg) and high
dose (20 mg/kg) group. Before the modeling operation, Sal B was injected intraperitoneal once daily for 7 d. After the modeling
operation, the activities of creatine kinase (CK) and lactate dehydrogenase (LDH) in serum of rats were detected by chromatometry,
myocardial infarction area (MIA) in rats were examined by staining method and Na*-K"-ATPase and Ca*-Mg*-ATPase activities in
myocardial tissues were determined by phosphorus method. Results Compared with model group, high and low doses of Sal B
significantly reduced MIA to 35.93% and 37.21%, respectively (P < 0.05). Compared with model group, the activities of serum CK
and LDH activities in Sal B high and low dose groups were significantly decreased (P < 0.05, 0.01); Compared with model group,
the activities of Na'-K'- ATPase and Ca*- Mg”'- ATPase in myocardium of Sal B high and low dose groups were significantly
increased (P < 0.05 and 0.01). Conclusion Sal B pretreatment could protect MI/RI, and its effects maybe related with the
improvement of myocardial energy metabolism.
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