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Clinical significance of antioxidant capacity in rheumatoid arthritis andits relation with disease activity
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Abstract: Objective To explore the role of antioxidant capacity in the pathogenesis of rheumatoid arthritis(RA) and disease
progression. Methods Ninety-one patients with RA were chosen as the patients group and divided into the high activity group and
low activity group according to the RA disase acitivy score(DAS 28). And 70 individuals undergoing the healthy physical examina-
tion served as the healthy control group. The related clinical and laboratory indicators were recorded. The serum total antioxidant
status(TAS) and superoxide dismutase(SOD) levels were detected. Their correlation with various clinical and laboratory indicators
The levels of serum TAS and,

SOD in the high activity group of RA group were significantly lower than those in the low activity group and healthy control group;

was analyzed. The statistical analysis was performed by applying the SPSS 17. 0 software. Results

which in the low activity group were remarkably lower than those in the healthy control group,the differences were statistically sig-
nificant(P<C0. 05). The levels of serum TAS and SOD in RA patients were negatively correlated with RF,TJC, SJC, CRP, ESR,
DAS 28 score (P<C0. 05). Conclusion

markers TAS and SOD are correlated with RA disease activity and can be used for the auxiliary diagnosis and clinical curative effect

Oxidative stress is involved in the pathogenic process of RA. The levels of serum antioxidant

observation of RA.
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