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[Abstract] Lumbar disc degeneration related diseases (lumbar spinal stenosis, degenerative spondylolisthesis, lumbar
disc herniation) are the main causes of low back pain. The clinical incidence rate is high. Exploring the influencing factors
of lumbar disc degeneration has great clinical significance. Inflammatory factor IL—1 in degenerative intervertebral disc
B And TNF— «a Elevated level is the key factor of lumbar intervertebral disc degeneration. Research has found that
metabolic diseases are significantly related to intervertebral disc degeneration. Among them, obesity, diabetes and other
metabolic diseases are strongly related to thoracic intervertebral disc degeneration. At the same time, patients with one or
more metabolic diseases are more likely to have intervertebral disc degeneration. Metabolic syndrome may be the initial
factor causing the increase of inflammatory factors of degenerative intervertebral disc, This article reviews the correlation
between metabolic syndrome and lumbar disc degeneration and inflammatory factors, and provides new ideas for the
prevention and treatment of lumbar disc degeneration.
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