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Dynamics of huntingtin protein interactions in the striatum identifies candidate modifiers of
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Single-Nucleus RNA-Seq Reveals Dysregulation of Striatal Cell Identity Due to Huntington's Disease
Mutations. Journal of Neuroscience, 2021, 41, 5534-5552.
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Prion protein lowering is a disease-modifying therapy across prion disease stages, strains and
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HttQ111/+ Huntingtond€™s Disease Knock-in Mice Exhibit Brain Region-Specific Morphological Changes
and Synaptic Dysfunction. Journal of Huntington's Disease, 2018, 7, 17-33.

Early Detection of Apathetic Phenotypes in Huntingtond€™s Disease Knock-in Mice Using Open Source 2.3 6
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Transcriptional regulatory networks underlying gene expression changes in Huntington's disease.
Molecular Systems Biology, 2018, 14, e7435.

Motivational, proteostatic and transcriptional deficits precede synapse loss, gliosis and
neurodegeneration in the B6.HttQ111/+ model of Huntingtond€™s disease. Scientific Reports, 2017, 7, 41570.

High resolution time-course mapping of early transcriptomic, molecular and cellular phenotypes in
Huntington&€™s disease CAG knock-in mice across multiple genetic backgrounds. Human Molecular
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Peripheral huntingtin silencing does not ameliorate central signs of disease in the B6.HttQ111/+ mouse

model of Huntington4€™s disease. PLoS ONE, 2017, 12, 0175968. 2.5 13

HdhQ111 Mice Exhibit Tissue Specific Metabolite Profiles that Include Striatal Lipid Accumulation. PLoS
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In Vivo Evaluation of Candidate Allele-specific Mutant Huntingtin Gene Silencing Antisense
Oligonucleotides. Molecular Therapy, 2014, 22, 2093-2106.

Allele-Specific Suppression of Mutant Huntingtin Using Antisense Oligonucleotides: Providing a
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A fully humanized transgenic mouse model of Huntington disease. Human Molecular Genetics, 2013, 22,
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Natural history of disease in the YAC128 mouse reveals a discrete signature of pathology in a4 65
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Activated caspase-6 and caspase-6-cleaved fragments of huntingtin specifically colocalize in the 9.9 119
nucleus. Human Molecular Genetics, 2008, 17, 2390-2404. ’
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genetic backgrounds and modulated by strain. Neurobiology of Disease, 2007, 26, 189-200. 44 o7
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