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Abstract: Objective To detect the serum level of glucose-6-phosphate isomerase (GPI) and evaluate the diagnostic value on
rheumatoid arthritis (RA). Methods
immune diseases and 77 normal controls were assayed by ELISA. The level of RF,CRP,anti-CCP antibody and ESR were also as-
GPI serum level were (7.01%8. 03)mg/L in RA patients, (0. 30+0. 57)mg/L in non-RA patients

The concentration of serum GPI in 68 patients with RA,69 non-RA patients with other auto-

sayed in RA patients. Results
with other autoimmune diseases and (0. 22 £0. 65)mg/L in control group. The level of GPI was statistically higher in RA patients
than the other two groups (P<C0. 05),and it was also statistically higher in active RA patients than inactive RA patients. When
0. 332 mg/L was regarded as cut-off value,the sensitivity and specificity of GPI for RA were 70. 6% and 92. 2% respectively,and
the area under the ROC curve was 0. 901. Spearman rank correlation analysis showed the level of serum GPI positively correlated
with ESR,CRP and anti-CCP antibody, with correlation coefficients of 0. 480,0. 389 and 0. 623 respectively. Conclusion Serum lev-

el of GPI increases significantly in RA patients and it could be used as a new indicator for RA diagnosis and activity judgment.
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