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Determination of CD30 on peripheral blood T cell subsets in ankylosing spondylitis patients”
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Abstract: Objective To determine the CD30 expression on peripheral blood T lymphocyte subsets in patients with ankylosing
spondylitis (AS). Methods The ankylosing spondylitis patients were diagnosed in accordance with 1984 diagnostic criteria of an-
kylosing spondylitis and divided into grade | (11 cases), [| (12 cases) and [l (10 cases) as computerized tomography (CT). The
percentages of CD4" CD30 T,CD4" CD30" T,CD8" CD30 T,CD8" CD30" T in peripheral blood of AS patients and healthy con-
trol (24 cases) were analyzed by immunofluorescence staining and three-color flow cytometry (FCM) using CD3/CD4,CD3/CD8
gating in vitro. Results The percentages of CD4" CD30 T in AS grade | and || were clearly lower than healthy control(P<C0. 05)
while those in AS grade[l] were obviously higher than healthy control( P<C0. 05). Meanwhile the percentages of CD4" T,CD8" T
and the ratios of CD4" T/ CD8" T in AS grade [l changed little as compared with healthy control (P>>0. 05). The percentages of
CD8" CD30 T in grade I and the percentages of CD8" CD30" T in all of AS patients were more higher than healthy control (P<C
0.05). Conclusion It is suggested that the cellular immunity and humoral immunity may be disorder in AS patients. The loss of
balance between T lymphocyte subsets may play an important role in the immunopathogenesis of AS and be correlated to the pro-
ceeding of patient’s condition closely.
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