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ABSTRACT Spinal cord injury is a severe central nervous system disease , which will cause a series of complex pathophysi-
ological changes and activate a variety of signaling pathways including Notch signaling. Studies have evidenced that activation
of the Notch signaling pathway is not conducive to nerve repair and symptom improvement after spinal cord injury. Its mecha-
nisms include inhibiting neuronal differentiation and axon regeneration, promoting reactive astrocyte proliferation, promoting
M1 macrophage polarization and the release of proinflammatory factors ,and inhibiting angiogenesis. Therefore ,it has become a
promising therapeutic strategy to inhibit Notch signal as a target in the treatment of spinal cord injury. In recent years, some re-
searchers have used drugs, cell transplantation or genetic modification to regulate Notch signaling,which can promote the re-
covery of nerve function after spinal cord injury,thereby providing new treatment strategies for the treatment of spinal cord in-
jury. This article will summarize the mechanism of Notch signaling pathway in spinal cord injury,and at the same time review
the research progress in the treatment of spinal cord injury by modulating Notch signaling pathway in recent years, so as to pro-
vide new research ideas for further exploring new strategies for spinal cord injury.
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