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ABSTRACT The gut microbiota is a vast microbial ecosystem, specifically present in the organism and
plays an important regulatory role in the body’s health or disease state together with its metabolites. After
spinal cord injury, the complex pathophysiology at the site of trauma makes axonal regeneration difficult,
and the autonomic motor dysfunction induced by spinal cord injury disrupts gastrointestinal function and
causes gut microbiota imbalance. The previous clinical outcomes of neurorepair strategies after spinal cord

injury have not been ideal. The dysregulated gut microbiota and neuroinflammation after spinal cord injury
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are closely associated with the prognosis of the patients. The potential mechanisms by which the gut

microbiota may influence the neuroinflammation after spinal cord injury may include the activation of

gut-associated lymphoid tissue and disruption of the intestinal barrier by the imbalanced microbiota, and

gut microbiota and its metabolites such as lipopolysaccharides ( LPS), short chain fatty acids ( SCFAs),

5-hydroxytryptamine (5-HT), and tryptophan, as well as immune cells, inflammatory factors, and

neurotransmitters the local inflammatory response in the spinal cord through the circulatory system. This

paper revews the studies on the changes in gut microbiota after spinal cord injury and their effects on the

spinal cord neuroinflammation, providing new targets and new ideas for improving the neuroinflammation

after spinal cord injury.
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