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[ Abstract] Skeletal muscle fibrosis changes muscle structure and interferes with the regeneration of
muscle fibers and the recovery of contraction function, ultimately damaging muscle fiber function, promoting
the occurrence and development of diseases, and affecting the quality of life of patients. During this process,
Toll-like receptor 4 (TLR4) and its downstream effector, nuclear factor kappa B (NF- k B) have been shown to

promote collagen production and tissue fibrosis. This article reviews the regulation of skeletal muscle fibrosis by

the TLR4/NF- k B signaling pathway.
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[ Abstract ] Spinal cord injury is the most severe complication of spinal injury, which can lead to sensory

and motor control dysfunction below the level of injury, especially complete spinal cord injury, which can result

in complete loss of motor, sensory, and sphincter function below the injury plane. Surface electromyography, as

an objective and quantitative assessment tool, has been applied in the evaluation of neuromuscular dysfunction

in patients with spinal cord injury. This paper reviews the application of surface electromyography in analyzing

commonly used parameters of neuromuscular function in spinal cord injury and clinical evaluation of muscle

dysfunction caused by spinal cord injury, aiming to provide reference for future clinical evaluation and treatment

of spinal cord injury patients.
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