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Protective effects of melatonin on lung injury induced by lipopolysaccharide in rats with sepsis
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[ Abstract ] Objective: To investigate the protective effects of melatonin (MT) on lung injury induced by
lipopolysaccharide (LLPS) in rats with sepsis. Methods: Seventy-two rats were randomly divided into four groups with 18 rats
in each group: control group (0. 9% NS, 7. v. ), LPS group (LPS 1 mg/kg, i.v. ), LPS+MTI group (MT 0. 1 mg/kg+LPS
1 mg/kg, i.v.) and LPS+MT2 group (MT 1 mg/kg+LPS 1 mg/kg, i. v. ). Carotid arterial blood of all rats was collected at
6 h after administration and serum levels of tumor necrosis factor-a (TNF-o), interleukin-6 (IL.-6) and interleukin-10 (IL.-10)
were detected by enzyme linked immunosorbent assay (ELISA). The lung homogenate contents of superoxide dismutase
(SOD), malondialdehyde(MDA) and myeloperoxidase (MPQO) were also examined. Results: Compared with control group,
the levels of serum TNF-q, I1.-6 and II.-10 were significant higher in LPS group (P<C0. 01). With the MT intervention, the
levels of TNF-¢ and 11.-6 were significantly decreased but the II.-10 level was remarkably increased (P<Z0. 05). This effect was
more remarkable with the increase of the dose of MT. The level of SOD in LPS group was remarkably lower than in control
group, but the levels of MDA and MPO were significantly higher (P<C0. 01). Compared with LLPS group, the level of SOD in
LPS+MT1 group was significantly increased, however, the contents of MDA and MPO were decreased (P<C0. 05). The same
trend was more prominent in LPS+MT2 group. Conclusions: MT can decrease the lung injury by reducing the inflammatory
response and lipid peroxidation induced by LPS in rats with sepsis. The protective effect was positively associated with the dose
of MT.
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