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Abstract: Objective To investigate the efficacy of using enzyme-linked antibodies to detect serum anti-
double-stranded DNA (dsDNA) antibody,anti-nucleosome antibody (AnuA),anti-Smith (Sm) antibody and
anti-phospholipid antibody in patients with systemic lupus erythematosus (SLE) and the value of evaluating
the patient’s disease activity. Methods A total of 88 SLE patients (SLE group) and 88 healthy subjects (con-
trol group) were selected from the hospital. Enzyme-linked antibody were used to detect serum anti-dsDNA
antibody, AnuA, anti-Sm antibody, anti-g2 glycoprotein 1 (82GP1) antibody, and anti-cardiolipin antibody
(ACA) in the two groups. The serum antibody levels of patients with different activities of SLE were com-
pared,the correlation between each serum antibody and SLEDAI score were analyzed by Pearson correlation,
and the efficiency of diagnosing SLLE and different disease activities were analyzed by drawing ROC curve.
Results The levels of anti-dsDNA antibody, AnuA,anti-Sm antibody,lgG-82GP1,1gM-32GP1,1Gg-ACA and
IgM-ACA in SLE group were higher than those in control group (P <C0.05). The area under curve (AUC) of
anti-Sm antibody in SLE diagnosis was the highest at 0. 839,the AUC of AnuA in the evaluation of mild and
moderate activity of SLE patients was the largest,and the AUC of severe activity of SLE patients evaluated by
anti-dsDNA antibody was the largest. Anti-dsDNA antibody, AnuA,IgG-82GP1, 1gM-82GP1, IgG-ACA, IgM-
ACA were positively correlated with SLEDAI score (P<0. 05). Conclusion The serum levels of anti-dsDNA
antibody, AnuA, anti-Sm antibody, and anti-phospholipid antibody in SLE patients were significantly in-
creased,and the levels of anti-dsDNA antibody, AnuA and anti-phospholipid antibody were positively correlated
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with SLEDALI score, which are of great value for the diagnosis of SLE and the evaluation of disease activity.
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