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Background: Adriamycin increases reactive oxygen species and this leads to diminish mitochondrial function. Angiotensin-II stimulates mitochondrial-ROS generation. It was aimed to examine whether the diminishing mitochondrial energy production induced by ADR is attenuated by rennin-angiotensin inhibitors. 
Methods: Rats were divided into five groups. The control group was treated with normal saline. Adriamycin was administered to the second group at a dose of 4 mg/kg i.p every other 2 days. Captopril were administered to the third group at a dose 10 mg/kg plus ADR. Aliskiren was administered to the fourth group at a dose 50 mg/kg plus ADR. Captopril, Aliskiren and ADR were administered to the last group at the same dose. Captopril and aliskiren were gavage administration daily for 8 times. Left ventricular functions, ECG variables and blood pressure were assessed at the end of injection period. Mitochondrial ATP levels were determined. 
Results: Only ADR treated animals had a decrease in the left ventricular developed pressure, a decrease in the maximal rate of the increased pressure, and an increase in the left ventricular end-diastolic pressure. ADR increased ST interval and decreased mean blood pressure. ADR decreased ATP level in myocyte mitochondria. By maintaining normal levels of mitochondrial ATP, captopril and aliskiren treatment prevented the changes in ECG, blood pressure and left ventricular function.
Conclusions: We concluded that inhibitors of ACE and renin could be effective against ADR cardiotoxicity via the restoration of ATP production and prevention of mitochondrial damage in vivo.
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