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The value of al-acid glycoprotein for estimating disease activity in patients with rheumatoid arthritis
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Abstract
matoid arthritis (RA) in patients treated with biological DMARDs. Methods: A total of 84 RA patients treated with etaner-
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Objective: To determine the value of serum al-acid glycoprotein ( AAG) for estimating the activity of rheu-

cept or tocilizumab for at least 24 weeks were included in this study. According to the clinical disease activity index ( CDAI)
at 24 weeks, they were then divided into low disease activity (CDAI <10) and medium or high disease activity (CDAI >
10) groups. Serum levels of AAG, erythrocyte sedimentation rate ( ESR) , and C-reactive protein ( CRP) were analyzed after
treatment. Results: Of the 41 etanercept-treated patients, 18 were in low activity group and 23 in medium or high disease ac-
tivity group. Of the 43 tocilizumab-treated patients, 22 patients were in CDAI <10 group and 21 in CDAI > 10 group.
AAG, ESR, hsCRP, CDAI and disease activity score 28 ( DAS28)-ESR were all significantly decreased in low disease activ-
ity group as compared with those in medium or high disease activity group after treatment (P <0.001) , regardless treatment
with etanercept or tocilizumab. For patients treated with etanercept, AAG, ESR, hsCRP, CDAI and DAS28-ESR had no sig-
nificant change in medium or high disease activity group. For tocilizumab-treated group, CDAI and DAS28-ESR had no sig-
nificant change in medium or high disease activity group as compared with baseline, however, AAG, ESR and hsCRP were
reduced significantly. Conclusion; AAG can be considered as a reliable marker for evaluating the disease activity in RA pa-
tients treated with etanercept. However, for patients treated with tocilizumab, AAG may not exactly reflect disease activity.
al-acid glycoprotein; Rheumatoid arthritis; Etanercept; Tocilizumab
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