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[ Abstract]
(RA) patients and to investigate their clinical significance in RA. Methods

To detect the value of D-dimer and fibrinogen in the plasma of rheumatoid arthritis
Fifty-eight patients with RA were divided
into two groups according to DAS28, including 32 active patients and 26 inactive patients. Thirty patients were selected
as the control group. The plasma levels of DD, Fib and CRP were detected, and ESR was also tested. Results The titer
of D-dimer [(2.06£1.34) ng/ml] and Fib [(4.6+1.2) g/L] in RA active patients was significantly higher than that of the
inactive group [D-dimer (0.35+0.19) pg/ml, Fib (2.4+0.8) g/L] and the control group [D-dimer (0.31£0.18) pg /ml, Fib
(2.1+0.9) g/1], P<0.05. However, there was no statistically significant difference between RA inactive group and the
control group (P>0.05). There was a positive correlation between D-Dimer and ESR (r=0.74, P<0.01; r=0.32, P<0.05),
D-dimer and CRP (+=0.59, P<0.05; r=0.35, P<0.05). Conclusion The titers of D-dimer and Fib in the plasma of RA
patients are correlated with disease activities, which is of great importance to the evaluation of RA patients' symptoms

Objective

change and prognosis.
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