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[Abstract] Spinal cord injury (SCI) is a devastating neurological and pathological condition that causes severe motor,
sensory, and autonomic nerve dysfunction. Although SCI has been treated with varying degrees of success, these treatments have not
yet achieved satisfactory results because the pathological molecular mechanisms of SCI are not fully understood. Recent studies have
shown that astrocytes can be activated into A1/A2 phenotypes after SCI. The Al phenotype of reactive astrocytes plays a neurotoxic
role, while the A2 phenotype of reactive astrocytes plays a neuroprotective role. A full understanding of the role and activation
mechanism of A1/A2 reactive astrocytes in SCI is expected to provide new ideas for the treatment of SCI. This review focuses on the
role of A1/A2 reactive astrocytes in SCI, the signaling pathways that regulate the activation of A1/A2 reactive astrocytes, and SCI
therapy for astrocytes.
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