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Dr. Wright started as an Assistant Professor at the
University of Manitoba in April 2020 and is currently
a Canada Research Chair in Neurogenomics. He
completed his PhD in Genetics at Stellenbosch
University, and received additional training in
computational biology at the South African National
Bioinformatics Institute. Dr. Wright then conducted a
postdoctoral fellowship at the University of British
Columbia. This fellowship led to the identification of
highly predictive genetic biomarkers for various
adverse drug reactions, including drug-induced
neurotoxicities. Further, his precision medicine
research has also involved the identification of
clinically-relevant genetic variants which modify the
age of onset of the neurodegenerative disorder,
Huntington disease (HD).
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Huntington disease (HD) is a rare neurodegenerative
disorder that is caused by a trinucleotide repeat
expansion in the HTT gene. We have known for over
25 years that the length of this repeat is inversely
correlated with disease onset. However, these
models only explain approximately 70% of the
variability in onset. The search for additional
genomic modifiers of HD age of onset is therefore
an active area of research, which has recently been
facilitated by the assembly of large cohorts of
affected individuals. These high throughput human
genomic studies have consistently highlighted the
importance of somatic repeat instability and genetic
variation in DNA repair genes in modifying age of
onset in the disorder. By providing new candidate
therapeutic targets, these findings have significant
implications both for HD, as well as for over 40
repeat mediated disorders.

OBJECTIVES

1) Understand HD genetics and the limitations of
current age-of-onset prediction models

2) Learn about HD genomic modifiers throughout
the genome

3) Identify the clinical and therapeutic implications
of DNA repair-related modifiers
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