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Expression and Clinical Significance of IL — 18 in Rheumatoid Arthritis Patients. Ren Min, Wu Jiabiao, Xiao Jing,Tang Li, Jiang Lix-
in. Department of Rheumatology , Wujin Hospital , Jiangsu University , Jiangsu 213002, China

Abstract Objective To investigate the expression of sera interleukin — 18 (IL —18) , and analyzs its clinical significance. Meth-
ods 63 rheumatoid arthritis( RA) patients were divided into two groups according to anti — cyclic citrullinated peptide (anti — CCP) anti-
bodies ,and 27 normal subjects were enrolled as control group. Levels of IL — 18 in the serum were analysed by ELISA. Results In anti —
CCP antibodies positive patients, IL — 18 serum levels were enhanced compared with two other groups and the levels of expression were

213.27 +49.60pg/ml,192.03 £32.88pg/ml and 185.42 +44.93pg/ml, respectively among the three groups, and this changes were sig-
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nificant (P <0.01). In anti — CCP positive RA patients, elevated IL — 18 level was negative correlated with DAS28 and WBC counts.

Plasma levels of IL — 18 showed no correlation with ESR and CRP. Conclusion

18 appears to be involved in the pathogenetic stage of RA.
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