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Molecular mechanism of bone metabolism disorder by ankylosing spondylitis
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Abstract: Ankylosing spondylitis is a common disease in the rheumatology and immunology department. It is characterized by
spontaneous inflammation involving the ankle joint and the central axis. In addition to the progressive degeneration of the spinal joint
and the destruction of function, systemic bone metabolism disorders are throughout the disease. At the end, it is very easy to cause
the occurrence of brittle fractures, that seriously affects the physical and mental health and quality of life of the patient. Osteoporosis
is the most common complication of mandatory spondylitis. Its essence is the internal environment disorder caused by ankylosing
spondylitis, the decoupling between osteoclasts and osteoblasts, and bone resorption over bone formation, leading to imbalance of
bone metabolism and loss of bone mass. In this paper, the specific mechanism of bone metabolism disorder caused by ankylosing
spondylitis is reviewed at the molecular biology level, and the causal relationship between them is clarified. It provides a scientific
basis for active anti-osteoporosis treatment in the diagnosis and treatment of ankylosing spondylitis.
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