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Clinical significance of D-dimer in rheumatoid arthritis Wu Wei, He Dongchu. Department of
Integrated TCM and Western Medicine, General Hospital of Central Theater Command, PLA, Wuhan
430070, China

[ Abstract] Objective To explore the clinical significance of D-dimer in rheumatoid arthritis
(RA).Methods A total of 134 patients with RA were concluded. At the same time, healthy checkers
(healthy control group ), systemic lupus erythematosus ( SLE, SLE group) and primary Sjogren’ s
syndrome ( PSS, PSS group) patients were included, with 30 subjects in each group. According to disease
activity score of 28 joints( DAS28), RA patients were divided into remission group( DAS28 <2.6) ,low
disease activity group(2.6<DAS28 <3.2) ,moderate disease activity group(3.2<DAS28<5.1),high
disease activity group( DAS28 >5.1). Plasma D-dimer levels in each group were detected and compared.
Pearson correlation analysis and multivariate logistic regression analysis were used to assess the correlation
between D-dimer and other indexes in RA patients. Results D-dimer level in RA group was significantly
higher than those in healthy control group,SLE group and PSS group (P <0.01). D-dimer levels of RA
patients in different disease activity groups were statistically significant (P < 0. 01 ). D-dimer level in
remission group was lower than those in 3 disease active groups,those in low disease activity group and in
middle disease activity group were lower than that in high disease activity group ( P < 0. 01 ). Pearson
correlation analysis showed that D-dimer in RA patients was positively correlated with age, PLT count,
erythrocyte sedimentation rate , C-reactive protein, DAS28 , prothrombin time, fibrin degradation products,
fibrinogen levels,and was negatively correlated with hemoglobin( P <0.01). Multivariate logistic regression
analysis showed that elevated DAS28 and fibrin degradation products were risk factors for elevated D-dimer
levels in RA patients( P <0. 01 ). Conclusion D-dimer level in patients with RA can reflect disease
activity ,and it is of significance for judging prognosis,which can be used as one of the reference index for
evaluating disease activity of RA.
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