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Abstract: Objective To detect anti-dsDNA antibodies in systemic lupus erythematosus (SLE) combined with brain damage,
and to analyze its significance in the diagnosis and disease activity of SLE. Methods For the detection of SLE radionuclide detection
method combined with brain damage indirect combination in patients with primary severe in the acute stage and remission of anti ds-
DNA antibody level,and analysis of various clinical manifestations in patients with SLE,assessment of disease activity ( SLEADI )
and analyze its correlation with anti ds-DNA antibody. Results Activity group, remission group and control group were compared
with anti ds-DNA antibody positive rate, the difference was statistically significant(P<Z0. 05). Anti ds-DNA antibody level was pos-
itively correlated with SLEDAI score (+=0. 556 3,P<C0. 05). Conclusion Anti-dsDNA antibody is one of the most valuable mark-

ers for the diagnosis of SLE. Anti-dsDNA antibody has a close relationship with the activity of SLE. Anti-dsDNA antibody is valua-

ble in diagnosing SLE in patients with positive anti-ds-DNA antibody.
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