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Abstract: Objective To investigate the characteristics and clinical application value of anti-double stranded DNA antibody de-
tected by Crithidia indirect immunofluorescence assay method and enzyme linked immunosorbent assay method. Methods Eighty-
five patients with systemic lupus erythematosus, 20 disease controls and 75 healthy controls were selected. The serum anti-double
stranded DNA antibody was detected simultaneously by the methods of Crithidia indirect immunofluorescence assay and enzyme
linked immunosorbent assay and their diagnostic efficacies for detection were compared. Results For each method the positive rate
in the systemic lupus erythematosus group was significantly higher than that in the disease control group and healthy control group.
The difference had statistical significance (P<Z0. 05). The positive rates of Crithidia indirect immunofluorescence assay and enzyme
linked immunosorbent assay in the systemic lupus erythematosus group were 72. 94% and 88. 24% respectively,and the positive
predictive value of enzyme linked immunosorbent assay is lower(P<C0. 05). Meanwhile the anti-double stranded DNA antibody con-
centrations detected by enzyme linked immunosorbent assay method showed statistically significant difference among the active sys-
temic lupus erythematosus group,the stable systemic lupus erythematosus group and the control group (P<C0. 05) and presented
linear trend. Conclusion Using Crithidia indirect immunofluorescence assay method to detect anti-double stranded DNA antibody
for the systemic lupus erythematosus group has high specificity and is helpful for the diagnosis of systemic lupus erythematosus.
Enzyme linked immunosorbent assay can be used to detect anti-double stranded DNA antibody concentration quantitatively,which is
linearly related with systemic lupus erythematosus activity and the method is of high sensitivity, which can effectively screen the pa-
tients with systemic lupus erythematosus.
Crithidia indirect immunofluorescence as-
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