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Abstract: Objective To observe the clinical application and prognostic value of rheumatoid factor IgM (RF-IgM) and rheu-
matoid factor IgG (RF-Ig3) in the diagnosis and treatment. Methods Patients with RA were diagnosed in the Fifth Hospi-
tal of Xi’an were selected. The patients with positive RF-IgM and RF-IgG were divided into observation group (n=>52) ,and
RF-IgM, RF-IgG negative patients were divided into control group (n=46). Healthy volunteers were as healthy group (n=
50). The plasma D-dimer (DD), fibrin degradation products (FDP), erythrocyte sedimentation rate (ESR) and rheumatoid
factor (RF) were measured before and after six months treatment. Visual analogue pain (VAS), morning stiffness time
(min) and joint tenderness were evaluated in the observation group and the control group after six months of treatment. Re-
sults Before treatment, the plasma DD and FDP levels of the observation group and the control group were significantly
higher than those of the healthy group.and there was significant difference between the two groups(t=29. 348~132. 341,all
P<0. 05; t=46. 307~113. 222, all P<0.05). In the observation group, the control group and the healthy group,there was
no significant difference in ESR and RF indexes (t=0.025~0.161, P>>0. 05; XZ =0.572~2.842,all P>0.05). After 6
months of treatment, the FDP and DD indexes in the observation group were significantly higher than those in the control
group (t=20.3,66.381, P<<0.05),and the ESR and RF indexes in the observation group were significantly higher than
those in the control group (3*=6.152,4. 104, P<{0. 05). The VAS score,morning stiffness time (min) and joint tenderness
(number) between the two groups were compared, and the difference was statistically significant ( (= 23. 966, 23. 530,
25.516, P<<0. 05). Conclusion RF-IgM and RF-IgG negative RA patients were better than RF-IgM in terms of detection
index and function improvement after standard antirheumatic treatment. RF-IgG positive RA patients. RF-IgM ., RF-1gG de-

tection can provide certain clinical diagnostic value for the prognosis of RA disease.
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