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Study of the levels of GP1, MMP-3 and anti-CCP antibody in patients with rheumatic arthritis
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Abstract: Objective To investigate the value of and relationship between glucose-6-phosphate isomerase(GPI) ,matrix metallo-
The levels of GPI, MMP-3 and
anti-CCP Antibody in 109 patients with rheumatoid arthritis(patient group) and 50 healthy controls(HC) were detected by ELISA.
The levels of GPI,MMP-3 and anti-CCP antibody in patients were higher than those in HC(P<C0. 01). The levels of GPI

and MMP-3 in patients with active stage RA were higher than those in patients with stable stage RA(P<C0. 01). The levels of GPI

proteinase-3(MMP-3) and anti-CCP antibody in patients with rheumatoid arthritis(RA). Methods

Results

and MMP-3 in patients with [[[ —IV phase(X-ray change) RA were higher than those in patients with | — [[ phase(X-ray change)
RA(P<C0.01),but there was no significant difference of anti-CCP antibody(P>>0. 05). There was a positive linear correlation be-
tween the levels of GPI and MMP-3. There was no correlation between the levels of anti-CCP antibody and GPI, MMP-3. Conclusion

The change of GPI, MMP-3 and anti-CCP antibody was closely with disease severity and bone damage of RA,and it might have
an important role for the diagnosis and treatment of RA,but anti-CCP antibody has more significant value in early diagnosis of RA.
glucose-6-phosphate isomerase; CCP antibody
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