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ABSTRACT 

Ischemic damage produced in the posterior cerebral territory causes significant morbidity and urgently must be consid-
ered if the patient need a surgical attitude. Surgical decompression by suboccipital craniectomy seams to be effective to 
treat secondary edema due to cerebellar damage or in posterior fossa, when medical treatment is not able to control side 
effects. We report a clinical case of a patient with a subacute ischemic infarction in the vertebro-basilar territory, with 
perilesional edema, and a posterior fossa decompressive craniectomy (DC) was carried out. 
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1. Introduction 

Ischemic stroke in the posterior cerebral artery (PCA) 
territory is a frequent pathology, and the most common 
causes are usually the cardioembolic and the vertebral or 
basilar artery dissection. The initial symptom is usually 
visual field defects, but may eventually lead to sensory 
and motor deficits. When an alteration of the level of 
consciousness appears, is very likely already multi-in- 
farct exist or has affectation of a large territory of poste-
rior circulation [1]. 

It is in this context that we must consider whether the 
patient is subsidiary of a procedure like DC [2]. In this 
article in this paper we discuss the role of craniectomy in 
the posterior fossa ischemic stroke. 

2. Clinical Case 

We report a clinical case of a 68 years old male patient, 
with hypertension and smoker, that suffered a syncope 
with momentary loss of consciousness, and when arriv-
ing to the emergency department presented neurological 
deterioration with facial paralysis, pupillary anisocoria, 
hypoesthesia in the left upper limb, left homonymous 
hemianopsia, dysarthria, bradycardia and apnea, being 
intubated. A Cranial CT was performed without evidence 
of hemorrhagic lesions and, with a significant stenosis at 
the origin of the left vertebral artery. In the cerebral arte-
riography performed, was objectified the left vertebral 
artery stenosis, being unable to place a stent, due to the 
high risk of complete obstruction, being unique. Intrave- 

nous thrombolysis was initiated without evidence of im-
provement in his neurological status. At 48 hours of ICU 
admission, further neurological deterioration, so a cranial 
CT was performed, showing the presence of a subacute 
ischemic infarction in the vertebro-basilar territory, with 
perilesional edema, and a posterior fossa DC was carried 
out. Without neurologic improvement after the DC, the 
patient was discharged from the ICU, 15 days after ad-
mission, with a GCS of 5 points and a CT scan which 
demonstrated, ischemic lesions in the left posterior cere-
bral artery territory and both cerebellar hemispheres with 
hemorrhagic transformation (Figures 1(a) and (b)). 

3. Discussion 

Ischemic damage produced in the posterior cerebral ter-
ritory by non-traumatic causes such as atheroembolic, the 
rupture of an aneurysm, arterio-venous malformation, or 
vertebral artery dissection, causes significant morbidity 
and urgently must be considered a surgical attitude. Sur-
gical decompression by suboccipital craniectomy seams 
to be effective to treat secondary edema due to cerebellar 
damage or in posterior fossa, when medical treatment is 
not able to control side effects. 

We tend to use decompressive suboccipital craniec-
tomy with temporary ventriculostomy instead of simply 
ventriculostomy because of the potential complications 
of this one, as the possibility of cerebellum herni-
ationthrough the tentorium and cerebral parenchymal com-
pression [3]. Another relevant complication is the post- 
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(a)                           (b) 

Figure 1. CT where ischemic damage is visualized at the 
level of brainstem (a) and hemorrhagic transformation of 
ischemic infarction in the territory of the posterior commu-
nicating artery (b). 
 
operative infection, as the permanence of the drainage 
catheters for longer than 6 days, increases the risk of in-
fection, which increases morbi-mortality to a patology 
which itself, has a poor prognosis. 

The fundamental criteria for the decision of surgical 
treatment of posterior fossa decompression, with univer-
sal acceptance, are the clinical and radiological signs of 
brainstem compression [4]. 

The main problem is that not only the clinical situation 
is useful to make a decision of the management in these 
patients, because they can suffer a neurological deterio-
ration despite being neurologically stable, and here is 
where radiological images play an important role. 

However, the compression of posterior fossa structures 
not only depends on the edema, it is also important the 
relationship between these structures and the available 
space in this cavity, with significant variability. Thus, 
ischemic processes and edema, are much better tolerated 

in the presence of atrophy and worse in those cases of 
narrower fossas. 

4. Conclusion 

In conclusion, the decision to perform a posterior fossa 
craniectomy must be evaluated as son as possible, ac-
cording to clinical and radiological evolution, although 
the value of all different types of treatment and prognosis 
of patient is unclear, and needs more prospective studies 
[5]. 
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