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[Abstract] Objective To explore the application value of the indirect immunofluorescence(1IF) method for de-
tecting anti-nuclear antibody(ANA) and the linear immunoblotting(ILIA) method for detecting specific autoantibodies
in the diagnosis of autoimmune disease( AID). Methods Totally 1 386 of samples from the patients were simultane-
ously detected ANA by IIF and the specific autoantibodies by LLIA. These patients were divided into the AID group
and the non-AID group by combining with the clinical diagnosis. The results detected by the two kinds of method
were performed the comparative analysis. Results The sensitivities of IIF and LIA in the diagnosis of AID were
83.02% and 60. 38% ,their specificities were 65. 87 % and 84. 13% respectively, while the sensitivity and specificity
of combined detection in the diagnosis of AID were 83. 73% and 94. 58 % , the negative predictive value was 85. 22 %.
In 222 patients with inconsistent IIF and LIA results, 129 cases were diagnosed as rheumatoid arthritis (RA),in
which,114 cases were IIF(+) LIA(—) and accounted for 62. 30% ;15 cases were IIF(—) LIA(-+) and accounted
for 38. 46 % ;followed by a diagnosis of polymyositis/dermatomyositis (PM/DM) , which accounted for 30. 77 % , there
was no diagnosis of systemic lupus erythematosus (SLE). Conclusion The combined detection of IIF and LIA can
improve the specificity and accuracy of AID diagnosis,and has certain significance to rule out the diagnosis of AID.
When the two detection results are inconsistent, the further related detection should be conducted according to clinical
symptoms for clarifying the diagnosis.
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