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The research progress of immune cells in inflammatory

microenvironment after spinal cord injury

SONG Qiang, ZHANG Hong*, LUO Lan, WANG Qin, LIANG Yan
(Department of Emergency, the First Affiliated Hospital of Chengdu Medical College, Chengdu 610500, China )

Abstract: It has been a major problem of treatment and rehabilitation of spinal cord injury in the clinical medical
field. The latest medical techniques significantly improved the survival rate of patients with SCI. However, there has
been small progress on treatment options for improving the neurological function outcomes of SCI patients, because
of the complex pathophysiology after spinal cord injury. Primary injuries of the spinal cord are irreversible in the
pathological process of spinal cord injury. At present, most studies on treating spinal cord injury focused on
reducing secondary injury and promoting regeneration. The inflammatory response has been existed after spinal
cord injury, which is closely related to the different roles of immune cells at different time and in different injury
sites. This article briefly reviews the role of immune cells in the inflammatory microenviroment after spinal cord
injury.
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