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Abstract

Objective To investigate the serum levels of Homocysteine( HCY ), free fatty acid( FFA), and explore their relation-

ships with cardiovascular disease in patients with rtheumatoid arthritis(RA). Methods HCY, FFA, serum high - sensitivity C — reactive
protein( hs — CRP) and the lipid profile were measured in 100 patients with rheumatoid arthritis and 80 normal controls. The relationships
between HCY, FFA level and CRP, lipid in RA patients was analyzed. Results The serum levels of HCY, FFA, CRP and LDL - C
were significantly higher in RA patients compared to the health controls( P <0.05). In addition, HCY levels were positively associated
with ESR(r=0.357, P=0.045), RF(r=0.423, P=0.016)in RA patients. FFA levels were also associated with the course of RA pa-
tients(r= 0.433, P=0.013 ). Conclusion The serum levels of HCY and FFA are significantly higher in RA patients and have certain
clinical significance to prevent cardiovascular disease.
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