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Clinical significance of anti-dsDNA antibodies in patients with SLE
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Abstract The aim of this study is to investigate the relationship between patterns of anti-dsDNA antibodies (Abs)
and renal involvement in patients with SLE. The study involved 143 patients with SLE. Patients are divided into a group
with renal involvement and without nephritis according to biopsy (class I,IV,V) or proteinuria=0.5g/day. Anti-
dsDNA Abs are investigated using the enzyme-linked immunosorbent assays (ELISA) . SLE patients without lupus
nephritis had a statistically significant higher titer of IgM anti-dsDNA antibodies compared with patients with lupus
nephritis. Farr assay and IgG anti-dsDNA antibodies were not different with both groups. The IgM/IgG ratio of anti-
dsDNA Abs was significantly higher in patients without renal involvement than those with renal involvement. To
conclude, the results of our study show that the measurement of anti-dsDNA isotypes may be a helpful tool in the
assessment of patients with SLE.

Accepted : 2017.1.3





