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Expression and Significance of Peripheral Blood Lymphocytes and CD4 * T Cell Subsets in Rheumatoid Arthritis. ~ Zheng Xiaojuan,Duan
Yanan ,Wen Hongyan et al. Department of Rheumatology, the Second Hospital of Shanxi Medical University ,Shanxi 030001 , China

Abstract Objective To research the expression mechanism and clinical significance of absolute numbers of lymphocyte subsets
and CD4 " T cell subsets in peripheral blood in patients with rheumatoid arthritis. Methods A total of 137 patients with RA and 50
healthy volunteers were enrolled. The lymphocyte subsets and CD4 " T cell subsets in peripheral blood were measured by FCM, and clini-
cal data including gender, age, disease duration, DAS28 score were collected. The absolute counts of lymphocyte subsets and CD4 " T cell
subsets in peripheral blood in early RA patients (disease duration<<2 years) and established RA patients ( disease duration >2 years)
were compared to evaluate the immune function of patients with different disease courses. The absolute counts of CD4 * T cell subsets in
peripheral blood in first — therapy (newly diagnosed) and retherapy (DMARDs =6 months) patients and healthy controls were compared
to evaluate the effect of treatment and non — treatment on the immune status of RA patients. Stratified according to the DSA28 score, the
absolute counts of Th17 cells and Treg cells and the ratio of Th17 versus Treg cells in peripheral blood between different disease activity
groups and the healthy control group were compared. Results The levels of helper T cells in RA patients were significantly higher than
those of healthy controls (P <0.05) , while the levels of NK cells were significantly lower than those of healthy controls ( P <0.05). The
absolute counts of Thl, Th2, Treg and the ratio of Th1/Th2 and Th17/Treg in RA patients had significant differences compared with those
in healthy controls (P <0.05). The levels of total T cells and Th17 cells in established RA patients were significantly lower than those in
early RA patients. The absolute counts of Thl, Th2 and the ratio of Th1/Th2 and Th17/Treg in first — therapy and retherapy patients and
healthy controls all had statistically significant differences (P <0.05). In RA patients with different disease activity scores, the absolute

counts of Treg cells were all lower than those in healthy controls while the absolute counts of Th17 cells were all higher than those in
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healthy controls, and only the absolute counts of Th17 cells in patients with 3.2 < DSA28 <5. 1 had statistically significant differences

compared with healthy controls. The ratio of Th17/Treg in patients with DSA28 <3.2 and 3.2 < DSA28 <5. 1 were significantly higher

than those in healthy controls (P <0.05). Conclusion The imbalance of Th1/Th2 and Th17/Treg may play a vital role in pathogenesis

of RA, providing a certain basis for clinicians to further understand the pathogenesis and clinical treatment of rheumatoid arthritis.
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