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[Abstract] Objective To study the relationship between HILA-B27 antigen and the immune function of the pa-
tients with ankylosing spongylitis. Methods The percentages of CD4™ and CD8" and T cells were analyzed by flow
cytometry (FCM) in vitro. Immunoglobulin and C-reactive protein (CRP) were measured by nephelometry immuno-
assay. Latex agglutination test was used to determine the titers of anti-streptococcal antibody (ASO). Results The
immune function showed great difference in AS patients with HLA-B27 expression, compared with that of healthy
subjects. On the contrast, the immune function in AS patients without HLA-B27 expression showed no difference,
compared with that of healthy subjects. Conclusion HILA-B27 antigen plays an important role in the pathogenesis of
AS and affects human immune function.
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