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Clinical Values of TNF — o in Sera and TIPE2 in Peripheral Blood Lymphocytes for Rheumatoid Arthritis. Zhang Qingwen. Department of
Physician, The No 2 People's Hospital of Kaifeng ,Henan 475000 , China

Abstract Objective To investigate the clinical values of TNF — « in sera and TIPE2 in peripheral blood mononuclear cells for the
diagnosis and therapeutic evaluation of rheumatoid arthritis. Methods Serum samples and peripheral blood mononuclear cells were ob-
tained from 86 RA patients and 40 normal controls in the NO.2 Hospital of Kaifeng. The patients were divided into two groups including
42 active RA patients and 44 inactive RA patients. The concentration of serum TNF — o were measured by ELISA test. The TIPE2 mRNA
and protein expression was measured by quantitative RT — PCR and Western blot. Results The concentration of serumTNF — o in RA pa-
tients were higher than in healthy controls( P <0.01). The concentration of serumTNF - « in active RA patients were higher than in inac-
tive RA patients(P <0.01). The specificity and sensitivity of combined detection RF and TNF — o were 90% and 75.5% which were
higher than single detection. The concentration of serum TNF — o« and mRNA level of TIPE2 was positively correlated to DAS28. The con-
centration of serum TNF — o was positively correlated to mRNA level of TIPE2. The mRNA and protein level of TIPE2 in RA patients were
higher than in healthy controls( P <0.01). The mRNA and protein level of TIPE2 in active RA patients were higher than in inactive RA
patients( P <0.01). Conclusion Combined detection of RF and TNF — « had high diagnostic value and contributed to estimate the clini-

cal observation. TIPE2 plays a role in the RA pathogenesis and TIPE2 may be a surrogate for severity of theumatoid arthritis.
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