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Effects and mechanisms of exogenous Leptin alleviating

rat lung ischemia-reperfusion injury
Gong Wenhui' > Zhang Chengxin’® Hua Tianfeng® et al
(' Dept of Cardiac Surgery Ruijin Hospital Shanghai Jiaotong University Shanghai 200025 * Dept of
Cardiothoracic Surgery The Second Affiliated Hospital of Anhui Medical University Hefei 230601 ; ° Dept of
Cardiac Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective Rats serum inflammatory factors and enzyme activities of lung tissue were measured to inves—
tigate the protective role and mechanisms of exogenous Leptin alleviating rat lung ischemia—reperfusion injury.

Methods Rats lung ischemia—eperfusion injury models were established and one group was treated with exogenous
Leptin. Plasma concentrations of C—reactive protein (CRP) tumor necrosis factor-« (TNF-a) and nuclear factor—
kB (NF«B) were measured by ELISA. The activity of malondialdehyde (MDA) myeloperoxidase (MPO) su—
peroxide dismutase (SOD) of lung homogenates were measured using colorimetric assay and the morphological
changes were observed under a microscope. Results In ischemia—reperfusion group CRP TNF-o NF-«B con-
centration were significantly higher than that of the sham group and the concentration of exogenous Leptin group

was significantly decreased compared with the value of ischemia—eperfusion group (P <0.05). The lung tissue
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enzymatic indicators examination also showed that the MPO MDA levels of exogenous Leptin pretreatment had sig-

nificantly decreased (P <0.05) compared with ischemia-reperfusion group (P <0.05). Histological study showed

relatively mild inflammation edema and bleeding in exogenous Leptin treatment group with alveolar structure intact

compared with ischemia-reperfusion injury group. Conclusion Lung ischemia-reperfusion injury was significantly

alleviated after application of exogenous Leptin. The exogenous Leptin may play a protective role in lung ischemia—

reperfusion injury through reducing lipid peroxidation and inflammatory cell infiltration.
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