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in peripheral blood of ankylosing spondylitis patients
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Abstract : Objective
eral blood in HILA-B27 positive,negative patients and healthy subjects, and investigate theirs clinical signifi-
cance. Methods 69 ankylosing spondylitis (AS) patients including 40 HILA-B27 positive cases and 29 HLA-

To observe the changes of T cell subsets and natural killer T cells (NKT)in periph-

B27 negative cases 22 healthy subjects were enrolled. The levels of T cell subsets and natural killer T cells in
peripheral blood were detected by flow cytometry (FCM), and HLLA-B27 was detected. Results The ratio
CD4" /CD8™ in AS patients was higher than that in healthy subjects(P<C0. 05) ,the percentage of natural kil-
ler T cells was significant lower in AS patients than that in healthy subjects (P<C0. 05). The ratio CD4"/
CD8" in HLA-B27 positive AS patients was higher than that in HLA-B27 negative AS patients,the percentage
of natural killer T cells was low compared with HILA-B27 negative AS patients,but there was not significant
(P>0.05). Conclusion
be involved in AS.
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The proportion of CD4" /CD8" increased and natural killer T cells decreased might
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®2 HLA-27 FEEASHAMEAE T HEHET R NKT HEENERIER (L)

2531 n CDA™ T 4l (%) CD8" T 4l ( %) CD4 " /CD8" NKT(%)
HLA-27 fHPEH 40 61.00+2.29 30.49+1.51 2.10+0. 16 4,1740.49
HLA-27 BAYEA 29 57.8741.81 32.744+1.29 1.854+0.12 4,82+0.53
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