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Abstract .

Hereditary spastic paraplegia with thin corpus callosum (HSP-TCC) is one of complex HSP forms, and clinically charac-

terized by progressive spasticity of the lower limbs and thin corpus callosum. The onset of HSP-TCC occurs mainly in children and ado-

lescents, and is frequently accompanied by intellectual disability. The pathological examination of HSP-TCC suggests degeneration of

the corticospinal tract. Due to its vast genetic heterogeneity, at least 19 disease-related genes have been found so far, including SPG1 ,

SPG11, SPG15, SPG21, SPG35, SPG44, PG47, SPG54, and SPG56. Here, we review the recent research progress in the genetics of

this disease, aiming to provide a reference for the diagnosis and differential diagnosis of HSP-TCC.
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