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Significance of antibody against a-fodrin-derived polypeptide in diagnosis of Sjégren’s syndrome HE
Jing, LI Jing, LI Zhan-guo, CHEN Qiao-lin. Department of Rheumatology and Immunology, People’s
Hospital , Peking University Medical School , Beijing 100044 ,China

[Abstract] Objective To investigate the sensitivity and specificity of anti-a-fodrin polypeptide anti-
body in Sjégren”s syndrome (SS) patients. Methods  Synthesized a-fodrin polypeptide was used as substrate
in enzyme-linked immunosorbent assay (ELISA) to detect the specific antibody in sera of SS and other
rheumatic diseases. Results Antibody against o-fodrin polypeptide were detected in 73% of patients with
primary SS,40% of patients with secondary SS,19.5% of patients with SLE,29.5% of patients with RA,
and 3.8% of normal blood donors. The positive rates of o-fodrin polypeptide antibody in primary and sec-
ondary SS (73% and 40% , respectively) were significantly higer than those in SLE, RA and normal con-
trols ( P<0.05). The sensitivity of anti-a-fodrin polypeptide antibody was 73% and the specificity was
88.7% in primary SS. The presence of anti-a-fodrin polypeptide antibody was associated with extraglandu-
lar manifestations,such as pulmonary fibrosis, cirrhosis of liver, spleen disorder, renal failure and vasculitis.
Conclusion (D The a-fodrin polypeptide antibody is likely to be a diagnostic marker in primary SS. @ This
novel autoantibody is associated with extraglandular manifestations in patients with primary SS.® The o=
fodrin polypeptide protein may be an autoantigen involved in T and B cell activation leading to immuine re-
sponses in SS.
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