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Study of protective effects of nitric oxide on intestines during endotox-

emia in rats

Xiao Nan. Chen Huisun, Hu Deyao, Lu Songming (Research Institute of Field Surgery, Daping Hospital, Third Military

Medical University, Chongqing, 630042)

Abstract The protective effects of nitric oxide (NO) on endotoxin-induced intestinal damages were ob-

served in rats after the rats with endotoxemia were treated with L-arginine, the substrate of NO synthase,
and LNNA, a specific inhibitor of NO synthase. Plasma NO; /NOy , intestinal content of Evan’s blue (EB)
and malondialdehyde (MDA) and the activity of diamine oxidase (DAO) were determined. It was found that

the intestinal content of EB and MDA was increased, the activity of DAO decreased and the intestinal mucos-

al damages intensified which implies that the endotoxin-induced damages of intestinal microvascular perme-

ability and intestinal mucosa were aggrevated because of the inhibition of NO synthesis. The administration

of L-arginine promoted the synthesis of NO and the endotoxin-induced intestinal damages were attenuated

markedly. It is believed that NO exerts protective effects on the intestines during endotoxemia.
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