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Abstract: Objective

rheumatoid arthritis(RA)and ankylosing spondylitis(AS) patients. Methods

To explore the changes and clinical significance of T cell subsets in peripheral blood of HLLA-B27 positive
The ratio of CD4" T/CD8" T,and the percentages of
The percentage of CD4" T and CD8" T in
HLA-B27 positive RA cases were lower than those in healthy controls, while the ratios of CD4" T/CD8" T increased. The percent-
ages of CD4" T and the ratio of CD4" T/CD8" T in HLA-B27 positive grade | and [ AS cases were lower than in healthy con-
trols, the percentage of CD4" T was higher. Meanwhile, there were no significant differences of the percentage of CD4" T,CD8" T
and the ratio of CD4" T/ CD8" T between HILA-B27 positive grade [[[ AS cases and healthy controls. The percentage of CD8™ T
in all of HLA-B27 positive AS patients and the percentage of CD4" T in grade [l[ cases were higher and the ratio of CD4" T/

CD4" T and CD8" T in peripheral blood were analyzed by flow cytometer. Results

CD8" T in all AS patients were lower than those in RA cases. Conclusion Dysfunction of periphery immune system may be in-

volved in the immunopathogenesis of HLA-B27 positive RA and AS. The ratio of CD4" T/CD8" T is helpful for the antidiastole of
the two diseases.
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