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PATIENT 1
See Fig. 1. A 71-year-old hypertensive man on clopidogrel for a 
previous heart attack experienced a mild brainstem ischaemic 
stroke, followed by progressive hearing loss. 17 months later, 
acute anarthria, deafness, multiple cranial nerve defi cits, and 
bilateral corticospinal signs developed. 24 h after admission, he 
died suddenly from an acute subarachnoid haemorrhage.

PATIENT 2
See Fig. 2. An 82-year-old hypertensive lady, on chronic oral 
anti-coagulation for recurrent pulmonary emboli, developed 
over 6 months progressive dysphagia, dysphonia, dizziness, un-

steadiness, aspiration pneumonia and weight loss. When she was 
hospitalized for acute worsening of symptoms, multiple cranial 
nerve defi cits and bilateral ataxic hemiparesis were found. Over 7 
days she progressively developed ophthalmoplegia and a locked-
in syndrome, followed by subarachnoid haemorrhage and death 
on day 17 after admission.

COMMENT
Intracranial dolichoectasia (fusiform aneurysm) occurs mostly 
in hypertensive, elderly patients. Its frequent multiple occurrence 
(as in patient 1) and its association with other vascular malfor-
mations suggest a genetic predisposition (Nakatomi et al. 2000). 

Figure 1  Patient 1: (a) MR angiography at the time of the initial stroke, showing multiple dolichoectasias in the basilar artery and circle of Willis. 

(b) CT angiography during the acute worsening, showing an intraluminal thrombus in the basilar artery dolichoectasia. (c) Three-dimensional 

reconstruction of Fig., with intraluminal fi lling defect from clot (arrow) 1b. (d) Intracranial arteries at autopsy after subarachnoid haemorrhage, 

showing the intraluminal thrombus (black arrow) and the site of aneurysmal rupture (red arrow).
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Compression and ischaemia of cranial nerves 
and the brainstem are the usual manifestations. 
Intraluminal clot formation and subarachnoid 
haemorrhage (Kubis et al. 2003) are rare and 
usually rapidly fatal complications with very 
limited treatment possibilities.
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Figure 2  (a) Diffusion-weighted MRI of the pons at the time of acute worsening, showing acute pontine ischaemia 

(arrow). (b) Sagittal T1-weighted MRI of the brainstem showing compression of the ponto-medullary junction (arrow) 

by the basilar dolichoectasia (circular structure). (c) CT showing subarachnoid haemorrhage, 17 days after acute 

worsening. (d) Transverse section through the basilar artery at the level of the pons showing thrombus (yellow arrows) 

within the dolichoectasia, a small residual lumen (blue arrow), and the rupture site (red arrow).
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