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[Abstract] Objective
thritis (RA) with anemia of chronic disease(ACD). Methods

To explore the effect of IL-1, TNF-¢ and IFN-y on the erythropoiesis in rheumatoid ar-
The levels of serum IL.-1, TNF-¢ and IFN-vy in RA pa-
tients were detected by ELISA. The levels of serum iron (SI) ,total iron-binding capacity (TIBC) , serum ferritin (SF)
and serum transferring receptor (sTfR) were also detected. Bone marrow smears iron staining were examined in RA
The levels of 1L.-1, TNF-a and IFN-y in RA group without anemia, ACD without iron
deficiency group and ACD with iron deficiency group were all significantly higher than those in normal controls(P<C
0.01); The levels of I1L-1, TNF-a and IFN-y in ACD without iron deficiency group and ACD with iron deficiency
group were both significantly higher than those in RA without anemia group(P<C0. 05). The levels of SI, TIBC and

patients with anemia. Results

sTIR in ACD without iron deficiency group were lower than those in the normal control group(P<C0. 05),but the
level of SF were higher than that in the normal control group(P<C0. 05). The level of SI and SF were lower, but the
levels of TIBC and sTfR were significantly higher in ACD with iron deficiency group than those in ACD without iron
deficiency group(P<C0. 01). Bone marrow smears iron stain showed that intracellular iron and extracelluar iron in
The ab-

normally increased levels of 11.-1, TNF-a and IFN-y are the important reason for resulting in ACD in RA patients.

ACD without iron deficiency group were higher than those in ACD with iron deficiency group. Conclusion
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