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[Abstract] Objective To investigate the effects of hydrogen sulfide (H;S) on the lung peroxidative
damage in rats with acute paraquat (PQ) poisoning. Methods Thirty SD rats were divided into the control
group, model group and treatment group. The model group and treatment group adopted PQ (80 mg/kg) ga-
vage for poisoning contamination. The model group were intraperitoneally injected with normal saline after
contamination. The treatment group was intraperitoneally injected by NaHS(1. 4 pmol/kg) . two times a day.
The control group adopted the normal saline gavage and intraperitoneally injected by normal saline after ga-
vage. After 72 h,the pathological changes of lung tissue were observed. The lung wet/dry weight ratio (W/D)
was calculated. The malondialdehyde (MDA) level in lung homogenate was detected,and the activities of su-
peroxide dismutase (SOD) and glutathione peroxidase (GSH-Px) were measured. Results The lung tissue in-
jury in the model group was obvious, the treatment group was slighter than the model group; The lung W/D in
the model group was significantly increased compared with the control group (P<C0. 05),and the treatment
group was decreased compared with the model group (P<C0. 05) ;the MDA level in the model group was high-
er than that in the control group (P<C0. 05), while the levels of SOD and GSH-Px were lower than those in
the control group (P<C0. 05);the MDA level in the treatment group was decreased compared with the model
group (P<C0. 05),while the levels of SOD and GSH-Px were increased compared with the model group (P<C
0.05). Conclusion H,S has a certain protective effect on the lung peroxidative damage in rats with acute PQ
poisoning.
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