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The effects of TNF-o blocking agents on the serum Dickkopf-1 and relative indicators levels in patients with ankylosing spondylitis
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Abstract: Objective To compare the serum Dickkopf-1(DKK-1) level in patients with ankylosing spondylitis(AS) with that in
healthy people and investigate the effects of tumor necrosis factor-a(TNF-o) blocking agents on the serum DKK-1 levels in patients
with AS. Methods

1,osteocalcin, osteoprotegerin, and C-terminal telopeptide of type I collagen (CTX-1) were measured in AS group before and 3

56 AS patients(AS group) and 40 healthy people(control group) were enrolled in the study. The levels of DKK-

months after the initiating of anti-TNF-a therapy. For AS patients,Bath Ankylosing Spondylitis Disease Activity Index(BASDAD
scores were also measured before and after anti-TNF-q therapy. Results Serum levels of DKK-1 were significantly lower in AS
group than in the control group(P<C0. 05). Osteocalcin and osteoprotegerin levels were significantly higher in AS group than con-
trol group(P<C0. 05). Serum levels of DKK-1 and CTX-1 did not change after the 3-month anti-TNF-q therapy, while Osteocalcin
level increased(P<C0. 05) ,and osteoprotegerin level and BASDAI scores decreased(P<C0. 05) significantly after the 3-months anti-
TNF-a therapy. Conclusion Patients with AS have Lower serum DKK-1 levels compared with healthy people and the serum DKK-
1 levels in patients with AS did not change after anti-TNF-atherapy despite the significant improvement in BASDAI scores. Low se-
rum DKK-1 level could be related with the pathogenesis of new bone formation in AS.
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