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Schwann cell-derived exosomes promote functional recovery of spinal cord injury in mice via affecting glial
scar formation

PAN Da-yu, NING Guang—zhi, FENG Shi-qing

(Department of Orthopedics, General Hospital, Tianjin Medical University, Tianjin Neurological Institute, Key Laboratory of Post —
Neuroinjury Neuro—Repair and Regeneration in Central Nervous System, Ministry of Education and Tianjin City, Tianjin 300052, China)

Abstract Objective: To investigate the repair effect of schwann cell-derived exosomes(SCDEs) on spinal cord injury in mice. Methods:
Primary schwann cells were extracted from the sciatic nerve of mice, and the schwann cell culture supernatant was subjected to
ultracentrifugation to obtain SCDEs. Transmission electron microscopy was used to identify exosomes, and exosomes were injected via tail
vein 2 times a week, 3 pL each mouse. Basso mouse scale (BMS) was used to observe the behavioral function, nerve function recovery and
changes scar were observed by immunofluorescence staining. Results: SCDEs ranged in size from 40 to 100 nm. Compared with the PBS
group, BMS was increased (P<0.05), neurological functional recovery was induced (P<0.001), glial scar formation was increased in the
SCDEs group (P<0.001). Conclusion: SCDEs can promote the increase of glial scar and repairing spinal cord injuries.
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