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ABSTRACT Objective: To assess the diagnostic value of anti-SSA, anti-SSB and anti-alpha-fodrin antibody in Sjogren's Syndrome
(SS) . Methods: Serum samples were collected from 47 patients with SS,20 patients with other autoimmune diseases(including 7 cases of
rheumatoid arthritis, 13 cases of systemic lupus erythematosus )and 20 normal human controls. Enzyme-linked immunosorbent assay
(ELISA) and immunoblotting were performed to test anti-SSA, anti-SSB and anti-alpha-fodrin antibody in these serum samples. Results:
The sensitivities of anti-SSA, anti-SSB and anti-alpha-fodrin antibody in SS were 76.6%, 38.3%acsnnd 42.6%, respectively, and the
specificities were 72.5%, 95.0% and 82.5%, respectively. The combination of anti-SSA, anti-SSB and anti-alpha-fodrin antibody had a
higher sensitivity(89.4%), but it had a lower sensitivity(50.0%). Conclusions: The combination of anti-SSA, anti-SSB and anti-alpha-fodrin
antibody can significantly improve the sensitivity to diagnose SS and offer clinical benefits for diagnosis of SS whose symptoms are not
typical.
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Table 1 Results of three kinds of autoantibodies Positive rate%

Group N Anti-SSA antibody Anti-SSB antibody Anti-o-Fodrin Combined detection
SS 47 76.6(36/47)* 38.3(18/47)* 42.6(20/47 )* 89.4(42/47)*
Disease Control 20 55.0(11/20) 10.0(2/20) 20.0(4/20) 70.0(14/20)
Normal Control 20 0.0(0/20) 0.0(0/20) 15.0(3/20) 15.0(3/20)
Total Control 40 27.5(11/40) 5.0(2/40) 17.5(7/40) 50.0(20/40)

iE:SS AR B IHLEL, * P <0.05,
Note:compare SS group with total control group.* P < 0.05.
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