12 SR Bl R A ks 2024 4F 9 H 45 21 4555 5 1)

T REWR 2 O R
AT EER e

W kFEEEREEZ AR, T R4 610041

[#5F] = Z %% (huntington’s disease, HD) & — M " EE AN FT L R DR EN ML RTERE, BR EFFEUZ
MR ERHNE A BEREAT N RE ZRAENRLE, ZRARREAH, BAX4 5 L6RITEE T4 F
CAG=ZHEFRELYT MR, BWHHAZ AT HD RN G T THHEE, TEZUMELSLGBT, KREEHFNERTAETR
B, HERME A HD ASE ML AT T MR, R R LM ERET HD WEANH o FHEHARAR,

[XER] FEIR; IR R R Dbk E

[FESZFEES] R741.04;R714. 05 [ ScikbrERL] A [ZEHS] 1672-6170(2024)05-0012-05

Progress in diagnosis and treatment of Huntington’s disease CHENG Yang-fan, ZHANG Si-rui,

SHANG Hui-fang Department of Neurology, West China Hospital, Chengdu 610041, China

[ Corresponding author] SHANG Hui-fang

[ Abstract] Huntington’s disease (HD) is a severely disabling autosomal dominant neurodegenerative disease. Clinically, it is
characterized by a triad of progressively worsening chorea, cognitive decline, and psychiatric disturbances. The pathogenesis of HD is
well-established. The disease is caused by CAG trinucleotide repeat expansion in exon 1 of the huntingtin ( HTT) gene on human chro-
mosome 4. Currently, there are no disease-modifying treatments available for HD, The HD patients mainly receive the symptomatic and
comprehensive treatment to improve their symptoms and quality of life. This article provides a comprehensive overview of the current

standardized approaches to diagnosis and management of HD. It also summarizes the research progress of molecular therapy based on

the pathological mechanism of HD in recent years.
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