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[Abstract] Spinal cord injury (SCI) is a central nervous system disease with high morbidity and disability rates, bringing
serious economic and psychological burdens to families and society worldwide. AMP-activated protein kinase (AMPK) is an
important sensor in the energy metabolism process in living organisms, which plays a central role in maintaining energy balance. It is
currently considered a key target for the prevention and treatment of multiple diseases. Studies have shown that AMPK signaling can
regulate autophagy, neuroinflammation, oxidative stress, mitochondrial function and other processes after SCI, thus affecting the
pathological process of SCI. This review summarizes the research progress on AMPK signaling pathway involved in the regulation of
SCI, in order to provide new ideas for the treatment and drug development of SCI.
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Fig.2 Mechanism diagram of regulation of spinal cord injury by AMPK
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