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Abstract:Objective To investigate the protective effect of Harpagide(HG) on oxidative stress injury of rat cardiomyocytes H9c2 in-
duced by H,O,.Methods H9c2 cardiomyocytes were divided into the control (H9c2) group,HG group,H.O, group and H,O, + HG
group.H, O, was employed to establish the model of oxidative stress injury.Cardiomyocytes were treated with HG (4 xmoL) and car-
diomyocytes apoptosis were measured by Hoechst staining. Reactive oxygen species, the concentration of superoxide dismutase
(SOD),malondiadehyde (MDA) and glutathione (GSH) in supernatant were detected by 2',7-dichloroflurescein (DCF).The expressions
of Bcl-2,Bax, Caspase-3 and Caspase-9 were detected by Western blot.Results Compared with the H9c2 group, cardiomyocytes
growth was decreased in the H,O, group,but it was increased in H,O, + HG group compared with that ina the H, O, group.Compared
with H9c2 group,cardiomyocytes apoptosis rate of H,O, group was decreased,cardiomyocytes apoptosis rate of H,O, + HG group
was increased compared with H,O, group. H.O, could significantly induce the expression of Bax,Caspase-3 and itcoued Caspase-9,
and inhibit the expression of Bcl-2.The activity of ROS and concentrations of SOD and GSH were decreased than those in the H9c2
group,while MDA was significantly increased than those in the H9c2 group.The activity of ROS and concentrations of SOD and GSH
in the H,O, + HG group were increased than those in the H, O, group,while MDA was significantly decreased than those in the H,O,
group.Conclusion HG could inhibit apoptosis of cardiacmyocytes H9c2 by inhibiting oxidative stress.

Keywords:harpagide;oxidative stress;apoptosis;myocardial injury
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