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The mechanism of signal transduction of inflammatory cytokines and pathological bone formation
in ankylosing spondylitis
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Abstract: The pathological features of ankylosing spondylitis ( AS) include inflammatory bone destruction and ectopic bone
formation. Variety of cytokines and signaling pathways are involved in these two processes. At present, tumor necrosis factor-a and
interleukins are most wellknown inflammatory cytokines which lead to bone damage. Meanwhile, appearing of many new
biomarkers, such as Wnt/3-catenin signaling pathway and BMP/TGF-3 signaling pathway, are attracting more and more attention.
The study of the relationship between cytokines and signal pathways may reveal the mechanism of inflammation and pathological
ossification in AS, which provides the evidence for the long-term use of anti-TNF drugs.
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