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Effect of Aminoguanidine on Myocardium Antioxidant
Capacity in Goats with Endotoxemia
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Abstract ; To study the role of free radical on pathogenesis of endotoxemia in goats, Forty-eight goats were
divided randomly into 4 groups of 12 goats in each group, namely normal control, LPS group, LPS + AG
group ,and AG group. Six goats of every group were killed at 3 and 6 h after the beginning of experiment.
The changes of the total antioxidant capacity ( T-AOC) , superoxide dismutase ( SOD) , catalase ( CAT)
activity and the content of MDA in myocardium were detected respectively. The results showed that in
goats with endotoxemia the activity of SOD, T-AOC and CAT in myocardium decreased, the content of
MDA in myocardium significantly increased after LPS challenge. Compared with the LPS group the situa-
tion of aminoguanidine treatment group was significantly improved. The results indicated that, lipid peroxi-
dation damage in the goat caused by the over-produced tree radicals played an important role in the patho-

genesis of endotoxemia. Aminoguanidine could effectively antagonise lipid peroxidation damage.
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