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Abstract  Hereditary spastic paraplegia (HSP) encompasses a group of degenerative disorders of the central nervous system
characterized by significant clinical and genetic heterogeneity. Currently, there is no definitive cure; however, standardized
diagnostic and management strategies can mitigate symptoms, delay disease progression, and improve quality of life. At present,
there is a significant lack in the understanding of HSP in China, and there is no standardized rehabilitation assessment and
treatment. By referring to the literature at home and abroad and through combination with clinical practice experience, the experts
in China are organized by The Subspecialty Group of Rehabilitation, the Society of Pediatrics, Chinese Medical Association and
Physiotherapy Professional Committee, Chinese Rehabilitation Medical Association to deliberate and formulate the “Expert
Consensus on Rehabilitation Assessment and Treatment of HSP in Children, ™ which is aimed at providing a valuable reference for
clinical practice in the management of HSP.
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