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[ Abstract] Hereditary ataxia (HA) is a group of neurogenetic diseases with high clinical
and genetic heterogeneity. In order to improve the understanding of this disease, experts in the field
of HA in China have improved and revised the 2015 version of the "Expert consensus on the
diagnosis and treatment of genetic ataxia” and developed this consensus. The revised consensus has
been repeatedly discussed and finalized at meetings of Chinese Society of Neurogenetics. This
consensus includes molecular genetics, clinical manifestations, diagnostic tests, diagnosis and
differential diagnosis, treatment, and genetic counseling of HA.
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