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A meta-analysis of efficacies of low dose prednisolone in treatment of patients with rheumatoid arthritis
Pan Shufang',Shi Zhen' ,Gu Dingying',Cai Hui® , Zhou Zhihong'

(1. Renal Division sthe Second Af filiated Hospital ,Wenzhou Medical College sWenzhou s Zhejiang 325000 ,China;
2. Renal Division , Department o f Medicine , Emory University School of Medicine ,Atlanta ,Georgia,30322,USA)
Abstract ; Objective To evaluate the long term efficacy and satety of low dose prednisolone (<15 mg daily) in comparison with

placebo and nonsteroidal antiinflammatory drugs in patients with rheumatoid arthritis. Methods  Searching clinical trials about

treatment RA with low dose prednisolone. The data were analysed by Revman4. 2 software. Results 14 studies were included in the
metaanalysis. Prednisolone group had a marked effect over control group on the rate of achievement of ACR 20% ,0OR 1.50(95%CI
1.18 to 1. 92) ,P=0. 001. Bone erosion and joint space narrowing were measured radiographically,OR 0. 87(95%CI 0. 66 to 1. 55),
P=0. 32, Prednisolone group also had a greater effect than control group on Sharp scale,OR —5. 84(95% CI —6.73 to —4. 95)and
erosion score, OR —4.34(95% CI —4.63 to —3.99) and joint space narrowing, OR—1. 03(95% CI —1.31 to —0. 75), whereas
the difference in HAQ and grips trength was not significant. Conclusion Long term prednisolone in low doses is effective in the
treatment of RA. In addition,it did not induce side-effects in the patients.

Key words: glucocorticoids; arthritis, rheumatoid ; Meta-analysis
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