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Research progress of interleukin and ankylosing spondylitis”
GUO Tuanmao ,CAO Weining . XING Yanli ,ZHU Haiyun
(Department of Spinal Surgery ,Xianyang Central Hospital , Xianyang ,Shaanxi 712000 ,China)

Abstract ;

Ankylosing spondylitis is a chronic, progressive disease of immune mediated. Inflammation are

involved in the course of the disease,thus to explore the role of cytokines of disease is very necessary. Interleu-

kin which is the main cytokine in the inflammatory response is synthesized and secreted by a variety of immune

cells,and interleukin is used as a therapeutic target to treat the disease. So, this article reviews the important

role of interleukin in the pathogenesis of ankylosing spondylitis.
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