Case Report

Transient Visual Hallucinations due to Posterior Callosal Stroke
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Background: Stroke of the corpus callosum is uncommon, known to be associated
with disturbance of higher brain function including hemifacial metamorphosia,
but has never been reported to cause visual hallucinations. Methods: We report on
a case of a 71-year-old woman who presented to the emergency department with
a 3-day history of intermittent, formed visual hallucinations in the left visual field,
often triggered by eye closure or darkness. Results: Neurologic examination was
normal including cognition and affect, visual acuity, and visual fields. Electroen-
cephalogram was normal. Magnetic resonance imaging scan of her brain showed
a small stroke in the right inferior forceps major. Hallucinations resolved on day 2
of her admission, and she remains well more than a year later. Conclusions: This
is the first report of transient visual hallucinations after a callosal stroke, which is
an uncommon territory of stroke and a rare presentation of stroke. Key Words:
Stroke—corpus callosum—forceps major—visual hallucinations.
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A 71-year-old woman presented to the emergency
department with a 3-day history of transient formed vi-
sual hallucinations in the left visual field. The symptoms
were of sudden onset noticed on waking. She described
seeing vivid images of people, buses, children in the play-
ground, flowers in a vase, and other scenes in her left vi-
sual field, some recognizable and others not. She did not
report any metamorphosia. She saw the images infre-
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quently when her eyes were open but they became more
frequent when her eyes were closed or when she was in
the dark. There were no other neurologic symptoms.
Medical history was significant for hypertension, type 2
diabetes mellitus, Crohn’s disease, and asthma. Medica-
tions on admission were irbesartan, metformin, linaglip-
tin, mesalazine, and inhaled budesonide and formoterol.
On examination, she had normal attention, concentration,
memory, and affect. There were no visual field defects,
and funduscopy was normal. There was no difficulty
with naming objects. She had normal eye movements
and normal visual acuity with prescription glasses. The
rest of the neurologic examination was normal.
Magnetic resonance imaging brain scan (Fig 1) revealed
a focus of fluid-attenuated inversion recovery signal hy-
perintensity in the right inferior forceps major posterior
to the right ventricular trigone associated with diffusion
restriction and minimal mass effect. This was not seen
on the computerized tomography scan. Magnetic reso-
nance angiography did not show any evidence of focal
stenosis or occlusion of arteries. Electroencephalogram
was normal (including episodes of visual hallucinations).
Visual hallucinations resolved on day 2 of her admission,
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and headache improved over the next few days. She was
discharged on clopidogrel, atorvastatin, and vitamin D
and calcium supplements. At 1-month follow-up and
then 1 year later, she had no recurrence of her symptoms.

Lesions of the corpus callosum are known to produce

disturbance of higher brain function such as left hand
apraxia (constructional and ideomotor), agraphia, alien
hand syndrome, hemifacial metamorphosia, tactile and
visual anomia, and auditory extinction.' Stroke of the
posterior corpus callosum is a rare clinical entity." To
our knowledge, this is the first report of visual hallucina-
tions caused by an acute posterior corpus callosum infarc-
tion or lesion. Lesions of the splenium of the corpus
callosum have been reported to cause limb paresthesia
and hypesthesia,“ headache, dysarthria, and
encephalopathy (altered behavior and confusion).””
Unilateral hemorrhage or infarction of the splenium,
retrosplenial area, and forceps major has been described
to cause transient hemifacial metamorphosia involving
the opposite half of the face.”” In this study, right
retrosplenial infarct caused visual hallucinations in the
contralateral visual field. Visual hallucinations are rarely
described after stroke (eg, peduncular hallucinosis), but
more often likely to be ascribed to seizures, psychosis,
or cognitive disturbance.” Lesions that cause deafferenta-
tion of the visual system may lead to cortical release phe-
nomenon, including visual hallucinations.” The loss of
callosal visual afferents to the occipital cortex may cause
transient visual symptoms in the contralateral field as
shown in this and previous studies.””
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Figure 1. MRI brain scan. MRI (1.5 T) scan
(transverse sections) of the brain showing a left
posterior callosal (forceps major) lesion, hyper-
intense in the FLAIR (A) and diffusion-
weighted (C) images and with decreased ADC
values (B). Abbreviations: ADC, apparent diffu-
sion coefficient; FLAIR, fluid-attenuated inver-
sion recovery; MRI, magnetic resonance
imaging.
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