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Isolated Hypersomnia Due to Bilateral Thalamic Infarcts: A Case Report
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ABSTRACT
Thalamic pathology should be considered in patients with vague nonlateralizing neurological symptoms. Diagnosis 
of Percheron artery infarction is challenging and ofen made later in presentation due to lack of clinical awareness 
and the nonclassic stroke signs/symptoms on presentation. In this article, we report a case of bilateral thalamic 
stroke whose clinical presentation was dominated by a sudden onset of hypersomnia.
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Introduction
Hypersomnia is a well-known manifestation of bilateral thalamic 
ischemic stroke [1]. This uncommon ischemic stroke syndrome, 
with its broad spectrum of clinical presentations, is often 
misdiagnosed and therefore represents a diagnostic challenge 
for physicians. Acute hypersomnia is an unusual complication of 
this stroke [2]. Here, we report a case of bithalamic stroke whose 
clinical presentation was dominated by hypersomnia.

Case Report
An 72-year-old man with a past medical history of hypertension, 
diabetes mellitus, and myocardial infarction presented to the 
emergency department with altered mental status for 1 day. On 
examination, she was frequently yawning and sleeping and 
difficult to arouse. There were no new neurological deficits. No 
ocular paresis or nystagmus was found. There was no recent 
history of drug abuse, head injury, trauma, or seizure. During the 
hospital course, the patient presented many periods of irrepressible 
need for sleep, and he was unable to stay awake and alerted during 
the major daytime waking episodes. Brain scan showed bilateral 
paramedian thalamic infarcts. 

Figure 1: Brain scan showed bilateral paramedian thalamic infarcts.
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All blood tests (e.g., electrolytes test, complete blood count [CBC], 
and liver function tests) were normal. A 9-lead electrocardiogram 
showed a right bundle-branch block. A transthoracic and 
transesophageal echocardiogram, carotid, and vertebral Doppler 
ultrasound revealed no abnormalities. The patient was diagnosed 
with ischemic stroke accompanied by excessive daytime sleepiness 
or hypersomnia. And given dual antiplatelet therapy, atorvastatin, 
and modanafil. During the post-stroke consultation at 3 months, the 
patient reported sleeping 09 hours per day (pre-stroke requirement, 
5 to 6 hours).

Discussion
The wide range sensorium impairment ranging from hypersomnia 
to coma secondary to bilateral thalamic infarction usually 
leads to diagnostic confusion. In this case, the anatomy of the 
Ascending reticular activating system (ARAS) will be discussed. 
Hypersomnolence (i.e., excessive daytime sleepiness and/or 
prolonged sleep) in bithalamic stroke is explained by the crucial 
role of the thalamus in sleep regulation and in maintaining arousal.
In this case, the anatomy of the Ascending reticular activating 
system (ARAS) will be discussed. ARAS is a central nervous 
system that functions as a promoter of the sleep–wake process. 
This section is located in the reticular formation in the brain stem, 
which consists of several groups of cells and nuclei and a large 
number of interneurons and ascending and descending tracts 
that are interconnected with one another [3]. Bilateral lesions 
ofthe posterior region ofthe hypothalamus, left hemisphere, 
bilateral cerebral hemisphere (if the lesion is broad), tegmental 
mesencephalon (midbrain), thalamus, and anterior pectoral 
tegmentum underlie the occurrence of hypersomnolence due to 
involvement of the tract that forms ARAS even though only one 
lesion [3]. 

Our patient had a unique presentation, with isolated hypersomnia 
without the associated cranial nerve, motor, sensory and visual 
deficits commonly seen in paramedian thalamic stroke (PTS) [4]. 
Hypersomnia in PTS has been attributed to interruption of arousal 
pathways that are relayed from ascending reticular activating 
system through the thalamus and diffusely to the cortex [5]. There 
are 2 routes of projection of the arousal systems (anatomically 
and chemically distinct neuronal networks) in the brainstem and 
posterior hypothalamus to the cortex: thalamic (dorsomedial and 
intralaminar nuclei), and extrathalamic (basal forebrain) [6,7]. 
Recovery in bilateral PTS is attributable to the existence of an 
extrathalamic route of cerebral activation [8].

Conclusion
This case highlighted the difficulties of recognizing AOP stroke in 
the acute phase. Bilateral thalamic infarction (BTI) can present as 
sleep-like coma without focal neurological signs which can lead to 
delay in the diagnosis. Due to the diagnostic challenge, treatment 
is often delayed.
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