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Serum expression of monocyte chemaoattractant protein-1 and macr ophage inhibitory protein-2t in patients with
rheumatoid arthritis

BAO Jun, LU Hui-gi , XU Huji * (Department of Rheumatology , Changzheng Hospital , Second Military Medical University,
Shanghai 200003, China)
[ ABSTRACT] Objective:To investigate the possible role of chemokines monocyte chemoattractant proteinrl (MCP-1) and mac-
rophage inhibitory proteinr1 (MIP-I1) in pathogeness of rheumatoid arthritis (RA). Methods: Enzyme linked immunosorbent
assay (EL ISA) was used to determine the serum expresson of MCP-1 and MIP-It in 17 patients with early active RA , 18 with
advanced active RA , and 15 healthy controls (all aged 1879 years). Clinical activity indices such as the strength of grip, joint
painindex, and joint swelling index were assessed in al subjects; and the serological indices such as erythrocyte sedimentation
rate (ESR) , Greactive protein (CRP) , and rheumatoid factors were al 0 determined. The relationships between serum level s of
MCP1, MIP-IX with the clinica activity indices and serological indices were analyzed. Results: The serum levels of MCP-1 in
patients with early and advanced RA were higher than that in the controls ( P<0.01) , while there was no significant difference be-
tween the 2 RA groups. The serumleve of MIP I in patientswith early RA was sgnificant higher than in those with advanced RA and
hedthy controls (P<0.01) , and there was no sgnificant difference between the latter 2 groups. It wasfound that the serum leve s of
MCP1 and MIP- I in RA patients had no corrdations with dinica activity indeices and serologica indices. Condusion : It is corfirmed
that MCP-1 and MIP- I participate in the pathogenessof RA. MIP D may play a pivota role in the pathogeness of synovitis during
early stage of RA. It has not been indicated that MCP1 and MIP- T participate in inflammations.
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Tab1 Clincal data of 3 groups
Group Gl(n=17) &(n=18) C(n=15)
Age(year) 57.5+12.59 54.8+14.49 52.2+14.70
Sex M5 ,F12 M4 ,F14 M6 ,F9
Course(year) 0.17 7.5 -
Erythrocyte sedimentation rate(mm/ 1 h) 47.5 70 12
C reaction proteéins/ mg- L 1) 30 30.8 3.23
Rheumatoid factor (zs/ U - L - 1) 1 80 -
2.2 MCP-1 MIP-T Gl & C (112. 68 vs 16. 33 18. 62,
MCP-1 C P <0.01), @& C
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