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The diagnostic value of anti-nucleosome antibodies in systemic lupus erythematosus
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Abstract ; Objective
(SLE). Methods
patients with other rheumatic diseases group and 98 control group were recruited to the study. Meanwhile ANA,anti-ds-DNA anti-
Seropositive for ANuA were 73. 9% in SLE group and 8. 6% in

other rheumatic diseases group, seronegative for ANuA in control group. The sensitivity and specificity of ANuA in SLE were

To evaluate the diagnostic value of anti-nucleosome antibodies (ANuA) in systemic lupus erythematosus

The ELISA was used to measure the ANuA in 184 patients with systemic lupus erythematosus(SLE group),162

body and anti-Sm antibody were detected and analyzed. Results

73.9% and 90. 67 % respectively. There was statistical difference of sensitivity between ANuA and anti-ds-DNA antibody, anti-Sm
antibody. The specificity of ANuA in SLE was higher than ANA(P<C0. 05). The sensitivity of combination of ANuA and anti-ds-
DNA antibody and anti-Sm antibody was 91. 3%. The incidences of ANuA in SLE with negative anti-ds-DNA antibody,anti-Sm an-
tibody and ANA were 56. 7% ,75. 0% ,80. 8%. In addition seropositive for ANuA in active stage was significantly higher than that
in non-active stage. The seropositive for ANuA in active stage(90. 0% ) was higher than anti-ds-DNA antibody(61. 3%). SLE pa-
tients with renal involvement in ANuA ,anti-DNA antibody levels wre significantly higher than those in non renal in volvement(P<C
0. 05). Conclusion There are important clinical significance on ANuA to improve diagnostic rate,judgement and evaluation of SLE.
nucleosomes; enzyme-linked immunosorbent assay
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