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ABSTRACT  Objective: To explore the expression and effect of VEGF,CRP in early ankylosing spondylitis( AS) patients. Methods : VEGF
and CRP were measured and analized in 53 patients with early AS and another 39 cases in healthy control group. Results:The serum VEGF |
CRP level in the AS patients was significantly higher than that in the control group(P <0.05) ,it show that the level of VEGF and CRP was
important indicator of inflammation in the early AS patients. Conclusion: VEGF is a cytokine associated with AS disease,directly or indirectly
involved in the early AS inflammation and vascular proliferation and pathological processes of articular cartilage destruction, it may better re-

flect the disease activity together with CRP testing,and it can be effectively used as laboratory markers for early diagnosis of active detection.
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