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To the editor

A 40-year-old male presented with a three day history of dizziness,
gait disturbance, and worsening visual hallucinations consisting of fire
and person imagery. History included two prior cerebral infarctions in
2010 and 2011 involving the left caudate, cerebellum, and lentiform
nucleus from which he developed persistent visual hallucinations that
were intermittently exacerbated by unknown causes. On exam, his
cognition was mildly impaired, though the remainder of the
neurological exam was unremarkable. The patient also described
periods of confusion that worsen with fatigue.
On admission, the patient was alert and oriented. Language
function was normal including naming, repetition, comprehension
and fluency. Attention and concentration were intact while fund of
knowledge was slightly impaired and cognition was mildly slowed.
There were no sensory, motor, or visual deficits, and coordination was
intact. Magnetic resonance imaging demonstrated no acute areas of
ischemia or hemorrhage (Figure 1), but did show ventricular dilatation
consistent with the location of his prior strokes (Figure 2); diffusionweighted imaging (DWI) was negative for acute changes as well. The
dizziness and gait disturbance resolved within three days of admission
and the hallucinations, attributed to the prior left caudate stroke,
returned to baseline.

infarctions have been reported. Caudate nucleus lesions leading to
psychosis and/or hallucinations have also been uncommonly
described. Supplied by the lenticulostriate artery, the caudate nucleus
modulates motor function and several cognitive functions, including
memory, emotion, and language [5,6,8,9]. Thus, a vascular event
implicating the lenticulostriate artery causing infarction of the caudate
is a rare but possible etiology for visual hallucinations, and while
exceedingly rare, thalamic or basal ganglia infarction should be
considered when reviewing imaging for new-onset cases of psychosis.
It is important to note that for older patients with similar symptoms,
dementia with Lewy Bodies should be strongly considered as a
differential diagnosis.

Figure 2: Post-contrast T1-weighted MRI image demonstrating leftventricular dilatation due to atrophy, suggestive of past basal
ganglia stroke.
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