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Experimental study of abating oxidative damage after acute myocardium infarction by HGF

YUAN Qiao-ying,SI Liang-yi, L1 Xue-jun

(Department of Geriatrics, Southwest Hospital , Third Military Medical University, Chongqing 400038, China)
Abstract: Objective To investigate the effects of HGF abating oxidative damage after myocardium infarction and the possible
mechanisms. Methods HGF was given to the dogs with myocardiac infarction by left anterior decending coronary artery ligation.
After 4 weeks,expression of HGF was observed. The activity of superoxide dismutase (SOD) and copper-zinc SOD(CuZu-SOD) in
left ventricular and hydrogen peroxide (H;(.) in serum were measured. Cardiac remodeling was observed through right ventricular
weight index (RVWD) ,left ventricular weight index (LVWI). Results In the dog model of myocardiac infarction, The activity of

SOD,CuZu-SOD in left ventricular decrease and H, . in serum increased. HGF gene therapy can simultaneously attenuate RVWI,

LVWI(P<C0. 01), enhance SOD, CuZu-SOD activity and decrease content of H»O, in serum ( P<Z0. 01). Conclusion

The HGF

gene can enhance activity of SOD,CuZu-SOD and improve cardiac remodeling after acute myocardiac infarction.
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