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Abstract: Spinal cord injury (SCI) can cause neurological dysfunction below the injury level, which serious—
ly affects the patient’s quality of life. Heat shock proteins (HSPs) are one kind of the important molecules that
protect cells or tissues from further injury after stress in the body. The expression of HSPs is increased after
spinal cord injury, and the proteins can slow down further aggravation of spinal cord injury by promoting an—
giogenesis and inhibiting inflammatory response, neuron apoptosis and oxidative stress. Herein, the produc—
tion and function mechanisms of HSPs after spinal cord injury are reviewed to provide reference for the re—
lated research in the future.
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