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[ Abstract] ;: Objective To investigate the protective effect of curcumin pretreatment on myocardial damage in septic mice and
whether SIRT1 signaling pathway mediates the cardioprotective effect of curcumin. Methods A sepsis model was established by cecal
ligation and perforation in mice. Curcumin (100 mg/kg, i.g.) and SIRT1 specific inhibitor Sirtinol (5 mg/kg, i.p.) were administered
for consecutive 3 days before surgery. Forty—eight hours after cecal ligation and perforation, the cardiac systolic and diastolic function of
the mice were detected by Millar catheter technique. Malondialdehyde content and the activities of superoxide dismutase and glutathione
peroxidase were detected by commercially available kits. Myocardial apoptotic ratio was detected by TUNEL staining. The expression of
SIRT1 signaling pathway and apoptosis—related proteins were detected by Western Blotting. Results Compared with the Sham group,
the systolic and diastolic function of the mouse heart were significantly impaired, the myocardial malondialdehyde content was in-
creased, the activities of superoxide dismutase and glutathione peroxidase were significantly reduced, the apoptotic ratio and the expres-
sion of Bax and Caspase 3 were significantly increased, and the expression of Bcl-2 was significantly decreased after cecal ligation and
perforation ( P <0.05). Curcumin pretreatment significantly improved cardiac function, inhibited myocardial oxidative stress damage
and apoptosis, and accompanied by activation of SIRT1 signaling pathway. Inhibition of SIRT1 signaling pathway using Sirtinol largely
abolished the cardioprotective effects of curcumin. Conclusion Curcumin ameliorates septic cardiomyopathy through inhibiting oxida-
tive stress injury and apoptosis in a SIRT1-dependent manner.
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