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Rifaximin promotes the repair of spinal cord injury via the brain-gut axis

XU Hong, LI Yating, LI Qing, SHI Weifeng (Hangzhou Xiaoshan Hospital of Traditional Chinese Medicine,
311200 Hangzhou, Zhejiang, China)

[Abstract]lObjective To investigate the regulatory effect of rifaximin on intestinal microecology after spinal cord
injury, and its restorative effect on spinal cord injury. Methods Twenty 8-week-old female Wistar rats were selected
and randomly divided into four groups (five rats in each group): Group A underwent a simulation operation and was
given a placebo; Group B received simulated surgery and rifaximin treatment; Group C was given a placebo after spi-
nal cord injury modeling; Group D was given rifaximin after spinal cord injury modeling. The histological changes
of the spinal cord, nuclear factor (NF)-kB expression, intestinal barrier function and intestinal flora changes in each
group were detected. Results Rifaximin significantly improved the motor function after spinal cord injury, inhib-
ited the activation of local inflammatory factors, and reduced the spinal cord tissue cavity (all P << 0.05); it could also
reduce the expression of lipopolysaccharide binding protein, upregulate the expression of some mucin family mem-
bers and tight junction components, improve the community structure (all P << 0.05). Conclusions  Rifaximin can
promote the recovery of motor function in rats with spinal cord injury, improve the pathological changes of injured
spinal cord, inhibit the activation of NF-kB, optimize the microenvironment of the spinal cord, and alleviate the in-
testinal barrier function damage caused by spinal cord injury.
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