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A research on correlation between serum melatonin level and disease activity of ankylosing spondylitis
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Abstract : Objective

tis(AS) and the disease activities. Methods 40 patients with AS and 40 healthy volunteers without AS were enrolled in the study.

To investigate the correlation between serum melatonin(MLT) level of patients with ankylosing spondyli-

Disease activities of patients with AS were evaluated by using Bath ankylosing spondylitis disease activity index(BASDAI) and their
functional damage degrees were estimated by using Bath ankylosing spondylitis functional index(BASFI). Serum samples from all
study objects were subjected to detection of erythrocyte sedimentation rate(ESR) , C-reactive protein (CRP) and serum MLT lev-
els. Results  Serum ESR,CRP and MLT levels of patients with AS were all markedly higher than those in health control group with
statistically significant differences(P<C0.01). ESR(P=0.015),CRP(P=0.012) and BASFI(P=0. 001 6) of patients with active
AS(BASDAIZ=40) were significantly higher than those in patients with inactive AS(BASDAI<C40). The serum MLT levels of pa-
tients with active and inactive AS were (39.7%6.2),(35.2+3.5) pg/mL,respectively, with statistically significant differences
(P=0.011). Serum MLT levels were positively correlated with BASDAI, BASFI and CRP of patients with AS, whereas no correla-
tion were found between it with ESR levels or disease duration. Conclusion Changes of serum MLT levels may indicate disease ac-
tivity of patients with AS.
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