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Diagnostic significance of combined detection of antinuclear antibody,immunoglobulin and complement for lupus nephritis
Guo Xin , Xu Zhaozhen®™ ,Li Xiaoguang ,Wang Liyan ,Yu Yongguang
(Department of Laboratory Medicine ,the First Af filiated Hospital of Harbin Medical University , Harbin 150001, China)
Abstract: Objective To explore the diagnostic significance of combined detection of antinuclear antibody(ANA) .immunoglob-
ANA was detected
by indirect immunity fluorescent method,and complement(C3,C4)and immunoglobulin(IgG,IgA,IgM,IgE) were detected by neph-
Among 406 SLE patients, the positive rate of ANA was 94, 49 %,
and there was significant difference with control group( P<C0.01). Most SLE patients were with homogeneous and speckled types
of ANA. These two types were 84. 35% in LN group, higher than that of 72.12% in without LN group(P<C0. 05). Cytoplasmic

type was 11.31% in LN group,lower than that of 21.93% in without LN group (P<C0.05). Among all patients,the serum levels

ulin and complement for systemic lupus erythematosus(SLE) with or without lupus nephritis (LLN). Methods

elometry in 406 SLE patients and 120 health controls. Results

of IgG,IgA,IgM and IgE were all increased,but serum levels of C3 and C4 were lower than control group (P<C0. 05). Serum level
of C3 in LN group were significant lower than that in without LN group (P=0. 001). Conclusion Combined detection of ANA,im-
munoglobulin and complement have certain clinical value of the diagnosis, prognostic evaluation and rational adjuvant-therapy of SLE.
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