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Huntington’s disease (HD) is a monogenic neurodegenerative disorder with autosomal dominance. Progressive brain degeneration is characterized by the prevalent loss of GABAergic medium spiny neurons (MSN) in the striatum. Clinical
features include progressive motor dysfunctions and cognitive impairments.! HD is caused by an extended repeat in the Huntingtin (HTT) gene, which then encodes for an elongated glutamine stretch in the protein.? Induced pluripotent stem
cell (iPSC) technology has also been used for the pathological modeling of HD.3
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