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Diagnostic value of anti-nuclear antibody spectra for systemic lupus erythematosus
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Abstract : Objective
agnosis of systemic lupus erythematosus (SLE). Methods

To explore the clinical application value of antinuclear antibodies spectrum in the di-
Anti-nuclear antibody spectrum(15 kinds of anti-
bodies) of 65 SLE patients(SLE group),44 cases of other diseases(other disease group)and 24 healthy con-
trols (healthy control group) were detected by Western blot. The results were retrospectively analyzed. Results

The positive predictive value including anti-Sm, anti-dsDNA , anti-AnuA and anti-rRNP (100.0%,92. 9%,
95. 8% and 100. 0%) in SLE group showed significantly higher than those of the control group and the health-
y control group. The sensitivity of combination anti-Sm—+anti-dsDNA +anti-AnuA and combination anti-Sm-+
anti-dsDNA +anti-AnuA+anti-rRNP were 56.9% and 58.5% in a parallel combination. Anti-rRNP antibody
Anti-Sm, anti-dsDNA , anti-AnuA joint

detection were recommended for suspected SLE patients. The combined detection could complement each oth-

had the lowest positive rate among 4 antibodies(12. 5% ). Conclusion

er,and increased the detection rate,thereby avoiding missed diagnosis and misdiagnosis.
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