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Association Study of Antinuclear Antibody Patterns with Histological Types of Lupus Nephritis. Yan Yanling , Luo Xiongyan ,Yang Ming-
hui et al. The People's Hospital of Kai County,Chongqing 405400, China
Abstract

To analysis the association between immunifluorescence patterns of antinuclear antibody ( ANA) and the his-

Objective
tological changes in lupus nephritis( LN ). Methods Immunifluorescence patterns of ANA were detected in 75 patients with LN underwent
renal biopsy and compared 56 patients without LN by using indirect immunifluorescence assay (IFA). Histological type of LN was classed
according to the modified World Health Organization (WHO) classification, and the association of ANA patterns with histological types of
LN was then analyzed. Results Among 75 patients with LN, the WHO class I — VI LN was identified in 12(16.0% ), 38 (50.7% ),
3(4.0%),9 (12.0% ) ,12 (16.0% ) and 1 (1.3% ) patients respectively. 75 patients with lupus nephritis ANA were all positive, and
56 cases of patients with lupus nephritis had 54 cases of ANA positive. In 38 cases of I patients with lupus nephritis type homogeneous
ANA accounted for 16 (42.1% ), which was significantly higher than the 23.2% of the patients without lupus nephritis (P <0.05). In

12 cases of type V lupus nephritis, 11 cases (91.7% ) ANA fluorescence karyotype of particle or particle/homogeneous, which was sig-
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nificantly higher than the 51.8% of the patients without lupus nephritis (P <0.05). Conclusion The homogeneous pattern of ANA was

probably involved in the pathological process of class II LN. And, the speckled pattern of ANA ,or speckled pattern/ homogeneous pattern

might participate in the pathogenesis of class V LN.
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