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[ Abstract] Objective: To study the protective effects of tempol on oxidative damage induced by
hydrogen peroxide (H,O,) in RAW264. 7 cells. Methods: Oxidative damage model of RAW264. 7
macrophages was established by H, O, treatment. RAW264. 7 cells were divided into four groups: blank
control group, H,Os-injury group (0. 2 mmol/L. H,,), Tempol low-dose group (0. 2 mmol/L. H,O, +
0. 4 mmol/L tempol) and Tempol high-dose group (0. 2 mmol/I. H,O, + 0. 8 mmol/L. tempol). The
levels of malondialdehyde (MDA) , superoxide dismutase (SOD) and lactate dehydrogenase (LDH) were
measured in the culture medium of each group.  Results; The content of MDA and the activity of LDH
were increased in H, O,-injury group compared with blank control group, while the activity of SOD was
deceased (all P<<0. 05). Compared with H, O,-injury group, the content of MDA [ (7. 27 £ 0. 35) nmol/mlL
and (7.27£0. 26) nmol/mL vs. (9. 55 % 0.31) nmol/mL, both P<C0. 05] and the activity of LDH
[(509.36+38.73) U/L and (492, 81 = 40. 36) U/L vs. (706. 24 £ 48, 46) U/L, both P<C0. 05] in
Tempol low-dose group and Tempol high-dose group reduced significantly, while the activity of SOD
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[(24.84 £0.54) U/mL and (24. 84 £ 0. 28) U/mL vs. (21. 16 £ 0. 61) U/mL, both P<C0. 05]
increased. There was no significant difference in MDA content, SOD and LLDH activity between Tempol

low-dose group and Tempol high-dose group, and the effects of tempol were not dose-dependent.

Conclusion: Tempol has protective effects on H>O,-induced injury in RAW264, 7 cells by regulating cell

redox system.
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