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Abstract 
The ischemic stroke is one of the most 

common conditions in our hospitals, 
representing 50% of revenues of neurology 
services. A variety of processes is cerebral 
ischemic myocardial cerebellum. Cerebellar 
infarction is not a rare disease, representing 
between 2 to 4% of all cerebrovascular 
events in clinical and autopsy series, and 
their ratio is 4-5 times higher than 
cerebellar hemorrhage. Although it is 
increasingly documented, it rarely 
Recognized stills like a phenomenon. 
Mutism occurs primarily in children and 
occasionally in adults as a well-recognized 
complication of posterior fossa surgery. 
Rarely been reported transient mutism 
associated with cerebellar infarction as 
isolated episode. 
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Introduction 
Cerebrovascular diseases are a major 

cause of death in the world. The Health 
Report in the World, published by the 
World Health Organization 2003, 
cerebrovascular disease places fourth among 
those responsible for the global burden of 
disease for over 15 years, reaching the 
second in the population over 60 years. 
Among the many presentations of ischemic 
cerebrovascular disease is ischemia 

cerebellum. 
The patient's neurological deterioration 

with cerebellar infarction is attributed to 
edema. Medical management includes 
steroids, mannitol, barbiturates and 
hyperventilation. The symptomatology 
correspond to the classical cerebellar data. 
We present an unusual case characterized 
by sudden onset mutism in the context of 
cerebellar infarction progressing to acute 
hydrocephalus resolved by placement of a 
ventriculo peritoneal shunts 

Case report 
A man of 55 years with a history of 

hypertension uncontrolled blood enters the 
emergency department by moderate 
headache clinical picture and language 
disturbance. No history of drug use. 
Occasional alcohol consumption.The story 
did not report symptoms of anxiety or 
depression. Neurological examination the 
patient was silence. Biochemical tests were 
normal. Imaging studies were performed 
which showed the presence of a cerebellar 
infarction.  (Figure 1) After 24 hours, the 
patient has neurological impairment 
whereby framework are images and acute 
hydrocephalus evidence, decides to place 
ventriculoperitonealshunt. The patient 
presented 24 hours disappearance of 
mutism and responded to commands. Was 
discharged after 15 days. 
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Figure 1 

IRM postoperative  reveals a cerebellar stroke 
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Discussion 
Cerebellar mutism  (CM) is a form of 

severe dysarthria marked by profound 
impairment of fluency, articulation, and 
modulation of speech (1), resulting in the 
absence or marked pause of verbal output 
(2, 3) that is, anarthria (4). It only applies 
for cases whereby lesions of the cerebellum 
are associated with the onset of the mutism 
and do not have corresponding long tract 
signs, supra, cranial nerve palsies (5) or 
impaired consciousness  (5, 6). The first 
mention of CM as a distinct clinical entity 
was reported in 1985 by Rekate et al  (7) 
and Yonemasu (8).Particularly, Holmes 
noted that lesions of thecereballar 
hemispheres alone were enough to cause 
dysarthria, but when the vermis was 
involved, appears a greater difficulty in 
phonation and articulation  (9, 10). 

Although it is increasingly documented, 
it stills like a rarely recognized 
phenomenon (11). Mutism occurs 
primarily in children and occasionally in 
adults as a well-recognized complication of 
posterior fossa surgery (4, 5).In general, 
mutism caused by intracranial surgical 
intervention has been described in the 
following areas (12): Broca’s area;the 
anterior cingulate area;the descending tracts 
bilaterally;the mesencephalic reticular 
formation; after callosotomy for medically 
intractable epilepsy;the supplementary 
motor area; and in the midline cerebellar 
structures (13). 

have been reported that there are many 
lesions and locations within the posterior 
fossa that create a pathologic consequence 
related to speech disorders  (14). 
Continuously growing insights in the 
neuroanatomy of cerebellum, evidence 
from functional neuroimaging, 
neurophysiological research and 

advancements in clinical and experimental 
neurosychology contributed to the view 
that human cerebellum participates in a 
much wider range of functions than 
conventionally accepted (15, 16). 

The most common feature of CM is its 
transient nature, which has been explained 
by cerebral vasospasm (17). Nevertheless, 
Turgut (18) speculated that hydrocephalus, 
rather than the vasospasm, is a possible 
exacerbating factor in the development of 
CM, due to the delayed transient ischemia 
secondary to that process occurs after 
surgery on the cerebellum but not in other 
parts of the brain, possibly owing to the 
existence of more sensitive Purkinje cells 
(11). CM is often associated with a 
particular behavior characterized by 
irritability and disturbances in socialization 
and communication ranging from 
emotional lability to autistic withdrawal 
(19-23). 

Coplin et al. (24) in 1997, made the first 
report of transient mutism in an adult with 
neither tumor nor brainstem infarction, 
they presented a case of transient mutism of 
four month long in a patient after cereberal 
hemorrhage, the patient cannot return to 
his normal speech. His speech was 
characterized by great effort, ataxic 
dysarthria, and strained voice, with pitch 
often higher than normal. This documents 
the importance of cerebellar structures for 
initiation and production of speech in 
adulthood. 

Marien et al. (16) present the case of a 
73-years old patient with ischaemic lesion 
in the vascular territory of the right 
arteriacerebellaris superior, that induced a 
prefrontal aphasic syndrome and an 
agrammatism. The patient acutely 
developed cerebellar and brainstem 
symptoms. Cerebellar involvement 



 
 
 
274          Moscote-Salazar et al          Transient mutism and cerebellar ischemic stroke 

 
 
 

reflected by slight dysarthric speech 
problems and right-sided 
dysdiadochokinesia, dysmetria, and 
rebound phenomena. Six months post-
onset, a dysarthric syndrome was found 
which cardinal features consisted of: 
articulatory imprecisions; phoneme 
iterations and syllable repetitions; irregular 
articulatory breakdowns and intervals; and 
slow rate. No stress aberrations, vowel 
prolongations, vowel distortions, harsh 
voice quality, loudness alternations, rate 
variability, altered nasality, voice tremor, 
task-dependency or audible inspiration 
were noted. Given the presumed common 
substrate of an articulatory timing 
deficiency, the constellation of the 
dysarthric symptoms in this patient, the 
authors corroborated the view that 
temporal dysregulation might act as the 
primary component in impaired motor 
planning of speech after cerebellar lesions. 

Mewasingh et al. (4), described the cases 
of two children who developed transient 
CM accompanied by a characteristic 
behavior associated with non-surgical 
causes.Ischemic cerebellar infarction caused 
by hemolytic–uremic syndrome in one 
child and cerebellitis in the other. In both 
children, anarthria was followed by 
dysarthria. The two cases presented a 
behavioral pattern similar to that in 
postoperative mutism [Classically transient, 
with lack of cranial nerve dysfunction and 
long-tract signs, comprehension remains 
unaffected,a period of intact speech usually 
occurs and lasts from a few hours to several 
days (1, 13, 20, 25-31)]. There is one case 
reported of transient mutism related to 
ischemic process secondary to traumatic 
injury of the vertebral artery, not located in 
cerebellum but in brain stem (32). 

Most cases of CM described in the 
literature occur in children undergoing 
posterior fossa surgery for medulloblastoma 
or astrocytoma; but it is also described in 
adults after resection of a posterior fossa 
tumor such as hemangioblastoma or 
posterior circulation infarction or 
hematoma. 

Cerebellum is part of a network of 
cerebello–cerebral/cerebro-cerebellar 
connections that process and mediate 
complex social and cognitive behaviors (19, 
21, 33), its role in speech has expanded to 
include the cognitive component of speech 
generation, including the internal 
generation of words, choice of words, 
rehearsal of speech, timing of speech, and 
vocal intonations used during speech 
production (5, 34-38). Human brain 
functional anatomy investigations by PET 
activation, magnetic resonance imaging and 
cerebral blood flow studies convincingly 
demonstrate the participation of cerebellar 
structures in non-motor tasks such as the 
mental association of a word with its use, 
mental arithmetic, mental imagery and 
stereognosic and associative procedural 
learning (15, 16).  

The orofacial muscles are coordinated by 
the paravermal regions of the cerebellum 
during speech, probably, the loss of 
coordination in those muscles movements 
is primarily responsible for the 
development of mutism (5). van Mourik et 
al (39) observed that the time course of 
mutism can be characterized by the 
recovery of simple orofacial movements, 
and the recovery of complex orofacial 
movements coincides with the 
disappearance of mutism. 

Our case represents a rare presentation 
of ischemic phenomena of cerebellar 
mutism should be considered as a possible 
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form of disease onset cerebellar ischemic 
stroke. 
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