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craniopharyngioma. This disorder led to the patient’s 
parkinsonism. In another case of the same review,[3] 
the authors report the presentation of meningioma of 
the anterior third ventricle along with parkinsonism. 
In congruency, the frontal lobe meningioma exerted 
mechanical pressure on the basal nuclei resulting 
in the movement disorder symptoms of chorea and 
dystonia.

Although hemichorea is a very rare form of a movement 
disorder, it is mostly associated with vascular 
malformation, tumors or tuberculoma in the basal 
ganglia, hemorrhagic or ischemic stroke, metastasis, 
non‑ketotic hyperglycemia, and hypoglycemia.[3,5] Our 
patient only had a heavily calcified large meningioma, 
as evident from the MRI, which could have compressed 
or impaired the extrapyramidal system leading to 
various movement disorders as noted in the prior 
research.[7]

After consultation and weighing the risks as well 
as benefits of the surgical removal of the large 
meningioma in our patient, the neurosurgeon 
advised against the surgical removal of the tumor. As 
a limitation to the study, a definitive proof of cause 
and effect is difficult to establish. The chorea and 
dystonia were purely unilateral and contralateral to 
the side of frontal meningioma without any other 
causative factors. Furthermore, the symptoms were 
non‑progressive, over several years, as well as the size 
of the meningioma on serial MRIs. The meningioma 
was also the likely cause of her seizures as there was 
no history of headaches, focal weakness or sensory 
symptoms on the left side of her body.

Conclusion

Meningiomas present themselves usually as benign 
tumors. Nevertheless, the mechanical pressure caused 
by this enlargement could lead to various movement 
disorders, which may even coexist as presented in our 
case. Thus, a thorough neurological examination of 
even a benign tumor should not be neglected in cases of 
movement disorders even when the clinical criteria are 
fulfilled. This case represents the diversity of movement 
disorders that can result from a benign meningioma, 
specifically hemichorea and dystonia.
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Commentary

Hemichorea‑hemiballism is thought to be produced by 
imbalance in complex neuronal cortico‑basal ganglia 
circuit(s), involving the striatum, globus pallidus and 
subthalamic nucleus, thalamus and cortex.[1] Vascular 
lesions  (ischemic or hemorrhagic) are among the 
most common causes of hemichorea. Other causes 
are metabolic, including hyperglycemia, autoimmune, 
including antiphospholipid syndrome and Sydenham’s 
chorea and space occupying or destructive lesions, 
including primary and metastatic tumors, vascular 
malformations and infections, including tuberculomas, 
toxoplasmosis, and cysticercosis. Traditionally, the 
subthalamic nucleus is considered the most common 
site of involvement; however, lesions in the striatum 

seem to be more common and they may also occur in 
the globus pallidus and thalamus.[2] Given the interaction 
of the basal ganglia with at least the prefrontal cortex, 
it would be expected that the cortex could be a site of 
involvement in some patients.

In this issue, the paper by Rana et  al.[3] reminds us 
that (a) hemichorea may appear together with dystonia 
and (b) it can be triggered by space occupying lesions 
affecting the frontal lobe, making neuroimaging 
necessary in such patients. Direct  (pressure) or 
indirect (vascular compromise) effects on basal ganglia 
could be the cause. However, an effect on the frontal 
cortex may offer an additional explanation.
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Despite early reports about hemichorea after frontal and/or 
parietal stroke or subdural hematoma,[4‑6] the concept of 
“cortical” hemichorea due to any cause (vascular, tumor) 
received adequate attention only recently and may account 
for up to 30% of hemichorea‑hemiballism cases.[7] In the 
stroke series of Chung et al., cortical stroke was responsible 
for 22% of hemichorea cases and sites of involvement 
included frontal, parietal, insular, and temporal cortex.[2] 
It has been proposed that, in such patients, dysregulation 
of the cortico‑striatal and cortico‑subthalamic pathways 
affects the basal ganglia output, resulting in hemichorea.[8]

Regardless of the mechanism, imaging of the brain, 
preferably by magnetic resonance imaging (MRI) should 
be provided in hemichorea patients, in order to identify 
possible space occupying and potentially treatable lesions.
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Commentary

Chorea in adults may be caused by distinct etiologies 
such as:  neurodegenerative, structural, metabolic, 
pharmacological, or autoimmune.[1] Determining 
the cause of chorea and deciding on a cost‑effective 
investigation process can be a challenge, due to the wide 
diversity of causes. Neurodegenerative diseases, such 
as Huntington’s disease, its phenocopies (Huntington’s 
disease like 1, 2, and 3, dentatorubro‑pallidoluysian 
atrophy, and spinocerebellar ataxia type  17), and the 
neuroacanthocytosis syndromes, usually present 
with chronic generalized chorea in the context of other 
neurological symptoms.[2]

A subgroup of patients with chorea present with 
hemichorea, likely caused by acquired diseases or 
structural lesions within the basal ganglia.[2] Hemichorea 
is frequently associated with proximal, wide and violent 
movements of the limbs, namely hemiballism; thus, the 
term hemichorea‑hemiballism is often applied. In patients 
with hemichorea, the time of onset and progression 
may be an important clue to investigation. Acute onset 
hemichorea is more likely related to ischemic stroke or 
intracranial hemorrhage involving the basal ganglia.[3]

Another important cause of acute hemichorea is 
hyperglycemia, mainly in the context of nonketotic 
hyperglycemia. The pathophysiology of this condition 
is not completely understood, but high signal in the 
contralateral putamen in T1‑weighted images on 
magnetic resonance imaging (MRI) is a typical finding.[4] 
Whether this abnormality is related to an increased local 
cerebral blood flow, hyperviscosity, excitotoxicity, or 
inflammation remains unclear.

Expansive lesions within the basal ganglia are also well 
known causes of hemichorea, usually with a gradual 
or subacute onset. Among them, infectious granulomas 
and brain tumors need to be considered.[2] Infectious 
granulomas are often seen in  HIV‑positive  patients; 
they can be caused by toxoplasmosis, tuberculosis, 
cryptococcus, neurosyphilis, and other opportunistic 
agents. [5] These infections can also occur in 
immunocompetent patients.

Neoplastic diseases can be related to chorea through distinct 
mechanisms: Brain expansive lesions and surrounding 
edema disrupting the striatopallidothalamocortical 

zaheer
Rectangle


