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[Abstract] Objective To study the relationship between the expression amount of peripheral blood lympho-
cyte HLA-B27 with the clinical stages in the patients with different clinical stages of ankylosing spondylitis C(AS).
Methods The expression rate and the expression intensity (MNX) of peripheral blood lymphocyte HLLA-B27 were
detected in 88 cases of different stages of AS and 132 healthy individuals by the three-color flow cytometry and the
results were analyzed statistically. Results The median number, P25 and P75 of peripheral blood lymphocyte HLLA-
B27 expression rate in the patients with progressive stage of AS were 95.34% , 86.60% and 97. 39% respectively,
the median number., P25 and P75 of MNX were 8. 70, 5. 20 and 10. 80 respectively; the median number, P25 and
P75 of peripheral blood lymphocyte HLLA-B27 expression rate in the rigidity stage were 94. 51%, 90. 40% and
97.83% respectively, the median number, P25and P75 of MNXwere 8. 40, 6. 05 and 15. 95 respectively. The medi-
an number, P25, P75 of peripheral blood lymphocyte HILA-B27 expression rate in the healthy control group were
3.69% ., 1.03% and 11.13%, respectively, the median number, P25 and P75 of MNX were 1. 50, 1. 30 and 1. 90
respectively. The Mann - Whitney U test showed that the expression rate and MNX of peripheral blood lymphocyte
HILA-B27 no statistically significant differences between the progressive stage and the rigidity stage in AS patients
(P>0.05); the differences in the expression rate and MNX of peripheral blood lymphocyte HLLA-B27 among the
progressive stage, rigidity stage and the healthy control group had statistical significance. Conclusion The expres-
sion rate and MNX of peripheral blood lymphocyte HLLA-B27 are suitable for the diagnosis of AS and have no auxilia-
ry significance in the judgment of AS condition.
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