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ABSTRACT Neck shoulder pain or lumbocrural pain caused by intervertebral disc degeneration (IDD) could seriously af-

fect the qualities life of patients. Current treatments mainly focus on alleviating pain and the symptoms of nerve compression,

which could not radically stop the process of intervertebral disc degeneration,but conversely lead to high recurrence rate. In

recent years, scholars have turned to study the biological treatment for repair and rebuild the intervertebral disc by biological

molecular therapy, gene therapy, cell therapy and tissue engineering to solve the problem of intervertebral disc degeneration,

while most of the above methods are still in animal experiments or in vitro experiments and the clinical application is still a long

way to go.
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