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ABSTRACT: Intervertebral disc degeneration(IDD) is the pathological basis of spinal diseases. With the development and change
of working and living style, IDD gradually presents the trend of younger in recent years. The effective prevention and treatment of
IDD has become a hotspot in clinical research. Recent studies have shown that oxidative stress plays an important role in IDD. The
disruption of reactive oxygen species balance in cells or the body leads to changes in extracellular matrix and intervertebral disc cell
phenotype, which induces oxidative stress of intervertebral disc and leads to IDD. Oxidative stress can affect the development of
IDD through apoptosis, autophagy, senescence and extracellular matrix of intervertebral disc. Currently, opioids and drugs for
promoting blood circulation and pain relief are commonly used in clinical treatment of IDD, which can alleviate some symptoms to
a certain extent, but is easy to induce gastrointestinal and other adverse reactions. Meanwhile, due to the long treatment cycle and
poor patient compliance to a certain extent, which brings great difficulties to the treatment. At the same time, traditional Chinese
medicine plays an important role in the treatment of IDD due to its advantages of low cost and fewer adverse reactions. With the in-
depth research of modern technologies such as molecular biology and network pharmacology, it has been found that traditional
Chinese medicine can intervene in the expression of oxidative stress-related functions, namely, slowing down apoptosis, autophagy
and degradation of extracellular matrix, etc, to play a role in the treatment of IDD. In this paper, the role of oxidative stress in IDD
and the research results on the intervention of traditional Chinese medicine in oxidative stress will be expounded, in order to provide
reference for the prevention and treatment of IDD by traditional Chinese medicine.
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Tab. 2 Intervention of oxidative stress by Chinese herbal
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