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Protective effects of tanshinone [[ A on hydrogen peroxide-injured HOYC2 myocardial cells
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[Abstract] Objective: To investigate the protective effects of tanshinone [| A on oxidative damage
Methods: Myocardial injury models in HOC2
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induced by hydrogen peroxide( H,O,) in myocardial cells.
cells induced by H,O, were established. H9C2 cells cultured in vitro were randomly divided into six
groups: normal group, DMSO solvent control group, H, (O, model group, tanshinone [[ A high, medium
and low dose groups. The survival rate of myocardial cells was determined by MTT method. The levels
of lactate dehydrogenase (LDH), superoxide dismutase (SOD) and malondialdehyde ( MDA) were
detected in the supernatant of the medium.  Results: Compared with normal group, the survival rate of
H9C2 myocardial cells in the H,O, model group was significantly decreased. Furthermore, the levels of
LDH and MDA were increased, while the level of SOD was decreased remarkably. Compared with H, O,
model group, the survival rate of H9C2 myocardial cells treated with high dose of tanshinone [| A was
increased. In addition, the levels of LDH and MDA were decreased, while the level of SOD was
increased significantly (P <C0. 01). Conclusion; Tanshinone ][ A can protect myocardial cells from
oxidative damage.
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