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Effects of Ellagic Acid Intragastric Administration on Cardiac
Insufficiency Induced by Lipopolysaccharide Sepsis
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[ Abstract] Objective To investigate the probable mechanism of ellagic acid( EA) ’ s preventive effect on cardiac insufficiency caused
by lipopolysaccharide ( LPS)-induced sepsis. Methods 32 C57BL/6 mice were placed into four groups: Control( Con,n =8) ,LPS(n =8),
20EA(n =8) ,and 40EA(n =8).20EA and 40EA groups were administered EA for 14 days,followed by intraperitoneal injections of 10 mg/kg
LPS. The Con group was given the equivalent saline by gastric gavage. The heart function was evaluated using echocardiography, ejection
fraction and fractional shortening were assessed,and serum levels of superoxide dismutase (SOD ) , malondialdehyde ( MDA ) , creatine kinase
isoenzyme ( CK-MB) ,and lactate dehydrogenase (LDH) were tested using a biochemical approach. Results Echocardiography showed that
EA improved LPS-induced cardiac ejection fraction and fractional shortening in a dose-dependent manner. Biochemical assays showed that
compared with the control group, levels of SOD decreased and serum levels of MDA, CK-MB and LDH increased in the LPS group. EA
improved SOD and decreased the serum levels of MDA ,CK-MB and LDH in a dose-dependent way. The western blot results indicate that EA
EA can
significantly ameliorate the cardiac dysfunction generated by LPS,which may play a role in reducing the level of oxidative stress and elevating
the levels of Nrf2/HO-1.
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pretreatment could increase nuclear factor erythroid 2-related factor 2 (Nrf2) and hemeoxygenase-1 ( HO-1) levels. Conclusion
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