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Abstract

Carotid and vertebral artery dissection is one of the
major causes of ischemic stroke in young patients and
diagnosing it remains a challenge for the clinician due
to its variable clinical presentation. We report the case
of a 57-years old man admitted to the emergency depart-
ment complaining of dysphagia and a hoarse voice.
Physical examination revealed a left deviation of his
tong and some weakness of the left side of his soft palate.
A gastroscopy and a cervical tomodensitometry revealed
the presence of an important dilation of his upper
oesophagus. A cerebral magnetic resonance was per-
formed, showing en excentric high signal intensity on
the left carotid artery, and the MR angiography con-
firmed the presence of an acute dissection on the left
internal carotid artery. Our patient suffered of a left
carotid artery dissection presenting with ipsilateral Xth
and XIIth nerve palsies. His main symptom was a
dysphagia due to a dilation of his upper oesophagus ;
the pneumogastric nerve being responsible for the para-
sympathic innervation of the upper muscles of the
oesophagus.
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Introduction

Carotid and vertebral artery dissection is one of
the major causes of ischemic stroke in young
patients. While they account for about 2% of all
ischemic strokes, they are associated in about 20 %
of strokes in young adult patients (Ducrocq X. et
al., 1999), with a peak of incidence in the fifth
decade (Schievink W. I., 2001).

The major challenge to the treating physician is
the highly variable clinical presentation of carotid
artery dissection (CAD), making the diagnosis dif-
ficult. Fortunately, improvement in investigational
methods, such as magnetic resonance imaging,
often helps the clinician to establish the diagnosis.

We report a case of a 57-years old man present-
ing with dysphagia due to a dilation of his upper
oesophagus. 

Case report

A 57-years old man was admitted to the emer-
gency department complaining of a progressive
dysphagia which had been evolving for fifteen
days. He also noted a hoarse voice. He had no
recent history of neck trauma. He was an alcoholic
and smoker and his major antecedent was a mania-
co-depression for which he had a treatment with
lithium.

On physical examination a left deviation of his
tong and some weakness of the left side of his soft
palate were noted. 

A gastroscopy was performed, revealing the
presence of an important dilation of his upper
oesophagus. The otolaryngologist discovered a left
vocal cord palsy. The cervical tomodensitometry
confirmed the presence of the oesophagus dilation
but neither a cervical mass nor an adenopathy was
observed (Fig. 1).

A cerebral tomodensitometry showed non signi-
ficative  ischaemic lesions. 

Finally a cerebral magnetic resonance was per-
formed. Axial T1- and T2-weighted images showed
an excentric high signal intensity on the left carotid
artery. On the MR angiography, an axial view
showed a high-grade stenosis of 12 mm long on
the left internal carotid artery, on her extracranial
portion, upstream the carotid siphon. The carotid
artery presented a flame-like occlusion, typical of
an acute dissection (Fig. 2).

An anticoagulation therapy was started with
intravenous heparin followed by oral anticoagula-
tion with coumarines.

A Doppler ultrasound of the carotid arteries
showed no evidence of atherosclerotic plaque,
vascular obstruction or carotid dissection. The
echocardiogram showed a postero-septal hypokine-
sia with a normal cardiac function.

Discussion

Dissection of the carotid and vertebral arteries
usually arise from a tear in the wall of an artery,
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leading to a collection of blood between the layers
of the artery. This leads to the formation of an
intramural hematoma, the so-called false lumen.
Whether the primary site of dissection is the intima
(with arterial blood penetrating the wall) or the
media (leading to a primary intramural hematoma
reconnecting later with the true lumen) is not well
established (Schievink W. I., 2001 ; Thanvi B. et
al. ; 2005). However, the result is either stenosis or
aneurismal dilatation of the vessel.

Several factors have been identified as triggers
or causes of CAD. An underlying arteriopathy, as
observed in Ehlers-Danlos syndrome (Schievink W. I.,
Michels V. V. et al., 1994) or Marfan’s syndrome
(Schievink W. I., Björnsson J. et al., 1994) can
be associated to CAD, although in practice they
are rarely found. CAD has also been reported in
association with fibromuscular dysplasia or cystic
medial necrosis (Schievink W. I. et al., 1994).

Precipitating events leading to CAD include all
the movements of hyper-extension  or rotation of
the neck (yoga, …), neck or head trauma in motor
vehicle accidents, chiropractic manipulation
(Leys D. et al., 1995 ; Norris J. W. et al., 2000 ;
Dziewas R. et al., 2003). 

Atherosclerosis appears to be distinctly uncom-
mon in patients with dissection, although the rela-
tion between cardio-vascular risk factors like
tobacco use or hypertension and CAD has not been
systematically evaluated (Mokri B. et al., 1986).

The major difficulty of diagnosing CAD is due
to the high variety of clinical presentations. Some
dissections remain asymptomatic, some present
isolated subtle manifestations, and the classic triad
including headache or neck pain, a partial Horner’s
syndrome and cerebral or retinal ischemia, is rarely
present.

The neck pain often develops on one side of the
neck and usually there is an ipsilateral headache
(Silbert P. L. et al., 1995). Our patient complained
of headache during his hospitalisation. The pain
started in the neck and involved the entire left 
hemicranium. Neck pain or headache is usually the
initial manifestation of CAD and the median time
to the appearance of other symptoms is four days
(Silbert P. L. et al., 1995). Our patient didn’t mention
any headache on his arrival at the emergency service
complaining that he had suffered of dysphagia for
fifteen days, so it was not a typical presentation.

Although oculosympathetic palsy (Horner’s
syndrome) has long been recognized as a typical
manifestation of CAD, it is found in less than half
of patients (Mokri B. et al., 1979 ; Hart R. G. et al.,
1983 ; Silbert P. L. et al., 1995).

Cranial nerve palsies can be detected in about
12% of patients with CAD (Mokri B. et al., 1996).

Various combinations of nerve palsies have been
described, although the lower cranial nerves,
particularly the hypoglossal nerve, are the most
commonly affected. 

Two different mechanisms have been described
to explain cranial nerve palsies. The first one is a
compression of the expanded artery. Indeed, the
cervical parapharyngeal space contains the four
lower cranial nerves, situated between the internal
carotid artery medially and the jugular vein distal-
ly. Those nerves may be involved in the expanded
wall haematoma that can nearly triple the carotid
diameter. The XIIth nerve is the closest to the inter-
nal carotid, which could explain why it is the most
frequently involved (Guy N. et al., 2001). The sec-
ond mechanism is an impairment of the nutrient
arterial supply to the related nerve, resulting of
distal embolisation, pressure gradient changes in

FIG. 2. — MR angiography : a flame-like occlusion of the
internal carotid artery upstream the carotid siphon (see white
arrow).

FIG. 1. — Oesophagus dilation on cervical tomodensitome-
try (see white arrow).
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collateral supply, or impairment of the nutrient
vessel by the dissection (Guidetti D. et al., 2001).

Our patient presented a palsy of the nerves X 
and XII. The particularity of this case is the Xth
nerve palsy, resulting in a dilatation of the upper
oesophagus. Indeed, the pneumogastric nerve is
responsible for the parasympathic innervation of
the upper muscles of the oesophagus. 

So the major difficulty for the physician is the
wide variety of clinical presentations associated to
CAD, the lack of specific symptoms and the low
prevalence of the disease.

The clinician establishes various hypotheses
of diagnosis according to the patient’s clinical 
manifestations, his risk factors and the frequency
of diseases. These hypotheses are also influenced
by the physician’s knowledge and personal experi-
ence. In this case, the ethylo-tabagic patient pre-
senting a dysphagia and a palsy of the hypoglossal
nerve oriented first our diagnosis towards a cervical
neoplasia with cerebral metastasis. Fortunately
angiographic RMN revealed the artery dissection.

Conventional angiography has long been the
gold-standard for diagnosing CAD but magnetic
resonance techniques are replacing it (Kasner S. E.
et al., 1997).

Doppler ultrasonographic techniques can be use-
full to detect an abnormal flow but the site of dissec-
tion is often not seen (Sturzenegger M. et al., 1995).

Anticoagulation with intravenous heparin fol-
lowed by oral warfarin has been recommended to
prevent thrombo-embolic complications, though
the benefit of an anticoagulation has not been eval-
uated with randomized trials (Lyrer P. et al., 2003). 

Conclusion

We reported a case of CAD presenting dysphagia
as main symptom of a palsy of the Xth cranial nerve
resulting in a dilation of the upper oesophagus.

Diagnosing CAD remains a challenge for the
clinicians, due to its variable presentations.
Headache or neck pain, and cranial nerve palsies,
especially the last ones, can lead to think about it.
It is crucial to recognize atypical findings and to
perform an accurate and prompt diagnostic evalua-
tion. Angiographic RMN remains the best non
invasive procedure to reveal the dissection.
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