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Abstract: Objective
sion intensity of HLA-B27 was associated with incidence of AS,the expression of HLLA-B27 was detected in patients with
AS. Methods

and clinical characteristics of the subjects were collected,including age, sex,family history and diseaseactivity index in AS.

It was little known to the roles of the intensity of HLA-B27 in AS. To investigate whether the expres-

120 cases patients suspected with AS and 50 healthy volunteers were enrolled in the study. Main demographic

The expression of HLLA-B27 protein were detected by immunomagnetic separation and enzyme-linked immunosorbent assay
(IMS-ELSIA) in all subjects. All experimental data were analyzed by SPSS17. 0 software and P values < 0. 05 were consid-
ered to be significant. Results
tients suspected with AS. There were 53 subjects with HLLA-B27 positive (96. 36 %) in 55 patients with AS. Among the 50
healthy volunteers, there were only 2 of them HILA-B27 positive (4%). Further analysis showed that there was a positive
between BASDALI and the expression intensity of HLLA-B27 protein (+=0. 562, P=0. 000). Conclusion
tive correlation between the expression intensity of HLLA-B27 and the BASDAI in AS subjects. The expression of HLLA-B27

intensity could provide important information for estimating the condition of AS patients.

Firstly,there were 55 subjects that were finally diagnosed as AS patients among the 120 pa-

There was a posi-
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