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Huntington’s disease is a lethal, progressive disease for which there is no
cured. Pharmacological symptomatic treatments are common, but newer
research focuses on boosting mitochondrial function supplements like
coenzymes, creatine, and even medical marijuana’. Electrooculography, as
seen in Figure 5, may offer an inexpensive, portable means to track disease
progress in studies directed towards delaying HD onset or slowing

Individuals with HD have slower and more variable saccadic reaction times and
higher incidence of movement errors than age and gender matched controls>. As
seen in Figure 3, HD patients make more errors in anti-saccadic movements and
with increasing delays than controls do>. Combined timing and direction errors in
saccadic movements in delayed anti-saccadic movement tasks are highly correlated
with disease severity (P<0.01)>.

Huntington’s disease (HD) is an autosomal dominant neurodegenerative
diseasel. Genetically, HD patients have an extended CAG repeat
sequence in the Huntington gene’.

Table 1. Worldwide Prevalence of HD!.
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Figure 3. Errors made in delayed pro and anti-saccadic tasks-.

These measures are sensitive enough to detect deficiencies in pre-symptomatic
and pre-diagnosed HD gene carriers and may be more effective than the currently
employed motor test®.
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Figure 1. World estimates of Huntington’s Disease?. . . . .
g & Two types of neurons were identified when neuronal activity was measured in the

caudate nucleus of rhesus monkeys: one reacted to pro and another in anti-
saccades (as seen in Figure 4)’.
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