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[ Abstract | Intervertebral disc degeneration (IVDD) has been one of the most significant contributors to low back

pain. Despite the favorable outcomes resulted from surgical intervention, early prevention and alleviation of IVDD have been

a research focus. Therefore, it is particularly important to investigate the potential mechanism of IVDD. Increasing studies

have suggested that multiple systems in our body are involved in the process of [IVDD directly or indirectly. This article

reviews the mechanism of IVDD from the perspectives of nerve, immune and endocrine systems, hoping to provide new

insights into the future prevention and treatment of [VDD.
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Fig1 Anatomy of blood and nerve distribution and nutrient supply of intervertebral disc in adults
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The red arrow indicates a degenerative intervertebral disc in the MRI image. NP: Nucleus pulposus; TNF: Tumor necrosis factor; IL:

Interleukin; MMP: Matrix metalloproteinase; ADAMTS: A disintegrin and metalloproteinase with thrombospondin motifs family;

MRI: Magnetic resonance imaging.
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