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Clinical significance of serum IL-2, TNF-a and IL-13 of patients with
rheumatoid arthritis in the diagnosis and treatment of the disease

YANG Rong-min' , DUAN Xiang-guo’, CHEN Jian’, LIU He-tao', CUI Jian-jian®, SU Chun-xia' (1. De-
partment of Pathogen Biology and Immunology ,School of Basic Medical Science , Ningzxia Medical Uni-
versity ,Yinchuan 750004, China; 2. Department of Laboratory Medicine , School of Clinic Medical Sci-
ence s Ningxia medical University ,Yinchuan 750004 ,China;3. Guo Long Hospital of Yinchuan,Yinchuan
750004, China)

Abstract: To investigate the clinical significance of 11.-2, TNF-¢ and I1.-13 in the serum of rheumatoid arthritis (RA) patients,
the concentrations of these Cylokines in the patients’serum were measured from prior and post conventional treatment and or
conventional plus biological agent treatment,and to analyze the correlations among 11.-2, TNF-q, I.-13 and RA clinical index(
RF.CRP.ESR). Thirty cases of RA patients from Ningxia medical university general hospital were enrolled,among them , 27
patients received conventional treatment and the remaining 3 cases received biological treatment in addition to conventional
treatment. ELISA method was used to examine the concentrations of IL-2, TNF-¢ and 1L.-13. And then to analyze their correla-
tion with RF, CRP and ESR. It was found that the expressions of 112, TNF-¢ and 11.-13 in the serum from RA prior treatment
group were significantly higher than those of the healthy control group. Post conventional treatment, -2 level was decreased.
Post combined treatment, I1-2 and 11.-13 levels were significantly decreased. During RA period,11-2, TNF-¢ and 11.-13 had ob-
vious positive correlation with RF, CRP and ESR. Our results suggest that II-2, TNF-« and 11.-13 are not only important diag-
nosis indexes of RA,but also have clinic values in evaluating efficacy of biological agent treatment.
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