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Abstract 
A 56-year-old man presented with sudden-onset oropharyngeal dysphagia and vomiting 

of central etiology. Neurological evaluation showed uvula deviation to the left, paresis of 

the mid-right portion of the soft palate, lateralization of gaze to the right side, and 

dysphonia. Magnetic resonance imaging (MRI) showed an infarction in the left lateral 

medullary region, therefore the diagnosis of Wallenberg’s syndrome was established. 

The neurological issues along with the dysphagia gradually improved and the patient 

was discharged. 
 

Introduction 

Central control of swallowing is regulated by a central pattern generator positioned in 
the solitary tract nucleus and neighboring medullary reticular formation. The central 
pattern generator activates the cranial nerve motor neurons, including the nucleus 
ambiguus and vagal dorsal motor nucleus, and then innervates the muscles of deglutition 
[1]. 

Dysphagia is caused by mechanical obstruction, neurological disorders or muscular 
disorders among others. In the case of oropharyngeal dysphagia, it is usually either a 
secondary manifestation of neuromuscular diseases or a primary abnormality related to 
structural aberrations of the oropharynx [2]. 

A focused history is essential in defining the level of dysfunction and distinguishing 
oropharyngeal dysphagia from globus hystericus, xerostomia, or esophageal dysphagia. 
Also, a careful evaluation of diseases associated with swallowing dysfunction, such as 
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lateral medullary infarct, should be considered that may be heralded by acute dysphagia 
[3]. 

We present a case of a 56-year-old healthy patient with a minor neck trauma and 
sudden-onset oropharyngeal dysphagia that worsened due to grade IV esophagitis caused 
by vomiting of central etiology. Evaluation showed uvula deviation to the left, paresis of 
the mid-right portion of the soft palate, lateralization of gaze to the right side and 
dysphonia. Magnetic resonance imaging (MRI) showed an infarction in the left lateral 
medullary region. Atypical Wallenberg’s syndrome diagnosis was established. 

Case Presentation 

A 56-year-old man was referred to our hospital due to sudden-onset dysphagia. The patient had 
been in good health until he experienced sudden-onset vertigo, oropharyngeal dysphagia, rightward 
deviation of gaze, vomiting and hoarseness. At the time of admission to hospital, he was unable to 
swallow solids or liquids and he complained of heartburn. Clinical examination revealed uvula deviation 
to the left, paresis of the mid-right side of soft palate, lateralization of gaze to the right side, and 
dysphonia. Blood pressure and heart rate were normal. Metabolic, renal, hematological, cardiac, lipid, 
or coagulation disorders were ruled out. 

We performed a video fluoroscopy that showed a lack of passage of contrast medium beyond the 
piriform sinuses towards the distal esophagus (fig. 1); in the lateral projection, signs of aspiration were 
present (fig. 2). A manometric study was not performed because we did not have the equipment for 
upper esophageal sphincter evaluation. An upper tract endoscopy revealed grade IV esophagitis. A 
nasogastric tube was placed for feeding. Treatment with intravenous double dose of omeprazole was 
started with improvement of the heartburn symptom. 

Because of the sudden onset of symptoms and neurological features, MRI was obtained showing an 
area of hypointensity in T1 (fig. 3) and hyperintensity in T2 and FLAIR sequences in the right lateral 
medullary region compatible with an infarction (fig. 4 and fig. 5). In this way, the diagnosis of atypical 
Wallenberg’s syndrome was established. 

The patient had no risk factors for an ischemic, thrombotic or cardiac disease; however, an 
intentional search for a prothrombotic state was carried out (platelet count, prothrombin and partial 
thromboplastin times, lipids, C and S proteins, antithrombin III, antiphospholipid and antinuclear 
antibodies, chest X-ray, all being normal). As an isolated risk factor the patient had a minor trauma to 
the neck involving hyperextension. Immediately after the trauma the patient complained of mild neck 
pain, and three days later dysphagia, vertigo and the other described manifestations suddenly appeared; 
however, atlanto-axial subluxation and vascular lesions were ruled out. All manifestations showed at the 
same time, and no other abnormal signs appeared during follow-up. 

A deglutition rehabilitation program was started based on oral stimulation techniques including 
tactile and thermal stimulation and head raising exercises to improve opening of the upper esophageal 
sphincter [4]. Oral feeding was progressed gradually until almost complete tolerance was achieved. The 
patient was discharged when swallowing reflex improved and was able to eat a diet of at least 1,800 
kcal/day. One month after the onset of symptoms, vertigo, vomiting and dysphonia had disappeared. 
Treatment with clopidogrel 75 mg/day was started and the patient continued with omeprazole 40 
mg/day p.o. for four more weeks. 

Discussion 

Dysphagia as the main manifestation of brain stem disorder is strongly associated with 
a lesion to the nucleus ambiguus in the rostral part of the medulla [5]. The clinical picture 
resulting from a dorsolateral medullary infarction is known as Wallenberg’s syndrome 
and results from the occlusion of the posterior inferior cerebellar artery or of its parent 
vertebral artery [6, 7]. In a series of 123 consecutive patients with lateral medullary 
infarction documented by angiography, vertebral artery disease was present on 67% and 



 

Case R ep Gast roent ero l  2007;1:135–143 
DOI:  10.1159/000110871 

Published  online:  Nov ember 9,  2007 © 2007 S. Karger AG, Basel 
ISSN 1662–0631 
www.karger.com/crg 

 

 

137

disease of the posterior inferior cerebellar artery in 10%. The presumed pathogenic 
mechanisms included large vessel infarction in 50%, arterial dissection in 15%, small 
vessel infarction in 13% and cardiac embolism in 5%. Unknown causes allowed 15% of 
cases. Hospital mortality rate was 0.8% [8]. 

Wallenberg’s syndrome was originally described in 1895 and consists in Horner’s 
syndrome, absent corneal reflex, lateropulsion of saccadic eye movements, nystagmus, 
ataxia, dysphagia, hoarseness, sensory loss over the facial region, contralateral 
hemiparesis, etc. [9]. A combination of signs and symptoms can manifest depending on 
the site of the lesion, whether rostral, caudal or medial [10]. Symptoms including ataxia, 
dizziness, Horner’s sign, numbness of either the ipsilateral or contralateral body, vertigo, 
dysphagia, and hoarseness are the most frequent at onset [8, 11]. In this case the main 
symptom was dysphagia, accompanied by vertigo, ataxia, dysphonia, and vomiting. 
Dysphagia is not the most common or main symptom at onset of Wallenberg’s syndrome, 
so this case corresponds to an atypical presentation of this disease. 

The neurogenic origin of acute dysphagia should be suspected in the practice of 
gastroenterology, even if it represents an uncommon pathology. It may perhaps indicate a 
graver diagnosis such as the heterogeneous clinical pictures of lateral medullary infarction 
syndrome. In this case we ruled out the most common causes of prothrombotic disorders. 
The only risk factor that could explain a brain stem infarction was a minor neck trauma. 
It has been reported that minor neck trauma could be associated with lesions of the 
vertebral artery and also with high levels of beta-thromboglobulin and platelet factor 4 
suggesting activated platelet aggregation [12]. Based on this information we suspected 
that neck trauma could have caused vessel damage, platelet activation and then medullary 
infarction, and this was the reason for treating our patient with clopidogrel. As mentioned 
before, an important proportion, 15% of cases, are due to unknown causes [8]. 

To improve our knowledge, it is important to mention that there is only one report of 
a case of Wallenberg’s syndrome following a minor neck trauma with atlanto-axial 
subluxation and platelet activation [12]. 
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Fig. 1. Esophagogram showing a lack of passage of contrast medium beyond the piriform sinuses 
towards the distal esophagus (arrow). 
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Fig. 2. Esophagogram lateral projection showing contrast medium inside of the trachea (arrow). 
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Fig. 3. MRI T1 sequence showing a hypointense lesion (arrow) in the right lateral medullary region. 
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Fig. 4. MRI T2 sequence showing a hyperintense lesion (arrow) in the right lateral medullary region. 
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Fig. 5. FLAIR MRI sequence showing a hyperintense lesion (arrow) in the right lateral medullary 
region. 
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