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Abstract:Objective To investigate the connection between the avidity or level of anti-dsDNA antibody
with the progression of systemic lupus erythematosus (SLE),and their influence on the performance of two
widely used techniques (ELISA and IIF). Methods Using commercially available kits based on ELISA and
ITF techniques simultaneously,serum anti-dsDNA antibody was determined from 300 patients with SLE, 495
patients with non-SLE autoimmune disease,and 300 health controls (HCs). Positive samples by ELISA were
further determined for anti-dsDNA antibody avidity index using urea based ELISA kits. Results (1)the level
and avidity index of anti-dsDNA antibody were significantly and insignificantly higher in SLE than non-SLE
patients[ antibody level:285. 8(164.5—463.3) IU/mL wvs. 172.9(135.3—200. 1) ITU/mL ,P=0. 038;antibody
avidity index;32. 3(19. 2—50. 7)ws. 15.5(9.5—49. 8),P=0. 169, and significantly correlated with SLEDAI
scores,respectively (P=0. 000,0. 002). (2) For samples whose anti-dsDNA antibody were positive by both
ELISA and IIF, their anti-dsDNA antibody levels and avidity indices were significantly higher than those sole-
ly positive by ELSIA(P<C0. 05), Conclusion The closely correlation of anti-dsDNA level and avidity index

with SLE disease progression,signifies that antibody amount and avidity might have been involved in disease
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development,and could also be used to monitor disease progression. For the determination of anti-dsDNA anti-

body,IIF was more likely to detect antibodies of relatively higher avidity,in comparison with ELISA.
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