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Abstract Objective To set up ankylosing spondylitis BALB/¢ mice experimental animal model and discuss the Aggrecan G, puri-
fied protein in the role of spondylitis and sacroiliitis. Methods Human — purified Aggrecan Gl domain and FCA were injected into
BALB/c¢ mice to induce spondylitis and sacroiliitis. Spondylitis and sacro iliitis were determined by pathological examination and radiolo-
gy. Results It was shown that immunity to human — purified Aggrecan G, domain resulted in spondylitis in the lumbar spine and sacroili-
itis in 46% and 9% mice respectively. Accumulation of chondrocytes was observed in spinal intervertebral disc and the rodent sacroiliac

joints. Conclusion We successfully established and identified Aggrecan G, area with purified protein induced spondylitis experimental

animal model of mice,which will help to probe the further research on the pathogenesis ankylosing spondylitis.
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