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[ Summary]  The change in serum level of 8-hydroxy-deoxyguanosine (8-OHdG ), an oxidative stress
biomarker, in patients with active Graves’ ophthalmopathy ( GO) during corticosteroid treatment was observed. The
serum level of 8-OHAG was significantly increased in patients with active GO as compared with that of normal controls
and patients with Graves' disease ( P<0.05). After systemic corticosteroid treatment, patients with GO showed
significantly lowered 8-OHdG level as compared with that before treatment and patients with Graves’ disease. These
changes in serum 8-OHdG level were accompanied by decreases in clinical activity score ( P < 0. 05) during

corticosteroid treatment. Oxidative stress may play a role in the pathogenesis of GO. Serum 8-OHdG level may be used

as an objective and quantitative parameter in patients with GO during immunosuppressive treatment.
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