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Serum and synovial fluid from patients with rheumatoid arthritis increase

the percentage of Thl and Tcl in healthy people PBMC in vitro

LI Wei, WANG Jiayi, XIAO Chun-yuan, JIANG Mei-hua, HAN Jie (Department of Rheumatology . East
Hospital Af filiated to Tongji University, Shanghai 200120, China)

Abstract: The present study aimed to determine the effects of serum and synovial fluid (SF) of patients with rheumatoid arthri-

tis (RA) on interferon ¥ (IFN-y) production by peripheral blood mononuclear cells (PBMC) of healthy subjects and assessed

their clinical significance. Serum cytokine levels in patients with RA and in healthy subjects were measured by Bio-plexPro™
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human cytokine assays. In the experimental group, PBMC isolated from healthy subjects were incubated for 5 days with a mix-
ture composed of serum (20%) and SF (10%) from the patients. Flow cytometry analysis was performed to measure the per-
centage of CD3" CD8 IFN-y" (Thl) and CD3" CD8" IFN-y" (Tcl) cells in the PBMC from the experimental group. Moreo-
ver, real-time PCR was performed to determine the T-bet mRNA expression in PBMC. We found that many kinds of inflamma-
tory cytokines were increased in RA plasma. Compared with the control, the percentage of Thl and Tcl cells in the experimen-
tal group increased. In addition, the mRNA expression of T-bet increased in PBMC of experimental group. Taken together,
our results suggest that deregulation of cytokines and other soluble components in the serum and SF of patients with RA pro-
mote the differentiation of healthy PBMC into Thl and Tecl cells.
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