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Babinski-Nageotte Syndrome: Case Report of a rare variant of 
Lateral Medullary Infarction

Babinski-Nageotte Syndrome (BNS) is a rare variant of lateral 
medullary infarction, and only a few cases have been reported. 
In this case, a 52-year-old African-American gentleman present-
ed with acute onset weakness on the left side of the body. On 
examination, there was a palpable right supraclavicular lymph 
node. Neurological examination showed right-sided gaze-evoked 
nystagmus and left hemiparesis with grade 3/5 power. Reflexes 
were normal except for extensor plantar responses on the left. 
MRI showed a subacute right-sided lateral brainstem infarct just 
below the pontomedullary junction with minimal progression in a 
repeat MRI after 24 hours. Workup for supraclavicular adenopa-
thy with CT chest and CT abdomen and pelvis revealed neither 
neoplastic nor metastatic disease. Biopsy of supraclavicular 
lymph node was planned as an outpatient but was deferred as it 
was presumed to be reactive. He was conservatively managed 
with daily physiotherapy, aspirin, atorvastatin, and optimal blood 
pressure control. Babinski-Nageotte syndrome includes all symp-
toms of the Wallenberg syndrome with contralateral hemiparesis 
due to a spread of the lateral lesion to the pyramidal tract. Ath-
erosclerotic occlusion and lipohyalinosis of the vertebral artery 
and posterior inferior cerebellar artery have been identified as 
the most common causes.
Keywords: Case Report, Lateral Medullary Infarct, Babinski-Na-
geotte, Wallenberg, Hemi-medullary syndrome.
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Introduction: 

Babinski-Nageotte Syndrome (BNS) is a variant 

of the brainstem syndromes characterized by 

muscle weakness in the contralateral side in 

addition to classic Lateral Medullary infarction 

findings. According to our literature survey, only 

a few cases have been reported. We report a 

case of a typical BNS with an ischemic lesion in 

the lateral medulla evident on MRI. 

Case report:  

A 52-year-old African-American gentleman 

presented with complaints of acute onset 

weakness of the left side of body with buckling 

of his left lower limb and need to drag the limb 

while walking, associated with tingling and 

numbness. Weakness had worsened to a point 

where he had difficulty in gripping objects in the 

left hand. This was followed a few hours later by 

acute onset dizziness with a sensation of the 

entire room spinning around him, holocranial 

headache with photophobia and a few episodes 

of vomiting. He had no difficulty in swallowing 

food, tinnitus, ear fullness, hearing changes, 

diplopia or any blurring of vision. He denied 

history of fever, diarrhea, rashes, trauma, urinary 

incontinence, seizures or any similar episodes in 

the past. He had a known history of diabetes, 

hyperlipidemia and hypertension which was well 

controlled on Lisinopril, Hydrochlorothiazide, 

Amlodipine and Metoprolol. He was a non-

smoker and had no history of alcohol or 

recreational drug use.  

General examination was significant for acute 

distress due to vertigo. Vitals were significant for 

elevated blood pressure of 176/48 mm Hg. 

There was a palpable right supraclavicular 

lymph node. Cardiovascular, respiratory and 

abdominal examination were unremarkable. 

Detailed neurological examination showed 

normal higher mental function, right sided gaze 

evoked nystagmus with fast component to the 

left, worsening vertigo on head turning 

movements, left side hemiparesis with grade 3/5 

power in left upper and lower limb, distal more 

involved than proximal, with extensors weaker 

than flexors in the arm and stronger than flexors 

in the legs. Handgrip was weak and pronator drift 

was present of the left upper arm. Reflexes were 

normal except for extensor plantar responses on 

the left. 

Routine blood work including CBC, electrolytes, 

blood sugar, liver function, lipid panel, renal 

function were unremarkable. A head CT was 

negative for acute intracranial abnormality but 

revealed minimal asymmetry of vocal cords 

being more relaxed on the left side. It also 

showed right supraclavicular adenopathy 

measuring 2.0 x 1.7 cm. An MRI showed 

subacute right sided lateral brainstem infarct just 

below the ponto-medullary junction with minimal 

interval progression in a repeat MRI after 24 

hours. CT angiography of head and neck did not 

reveal any atherosclerotic occlusion in the 

vertebral, basilar and cerebral arteries. 

Echocardiogram of heart did not reveal any 

thrombus or vegetation. Workup for 

supraclavicular adenopathy with CT chest and 

CT abdomen and pelvis revealed neither 

neoplastic nor metastatic disease. Biopsy of 

lymph node was planned as outpatient, but was 

deferred as it was decreasing in size and 

presumed to be reactive. He was conservatively 

managed with daily physiotherapy, aspirin, 

atorvastatin and optimal blood pressure control. 

Strength had been improving significantly on left 

lower extremity while left upper extremity 

weakness was still significant over the course of 

10 days of hospital admission. He was 
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eventually discharge to a rehab facility and 

planned for further follow-up. 

Discussion: 

Babinski-Nageotte syndrome includes all 

symptoms of the Wallenberg syndrome with 

contralateral hemiparesis due to a spread of the 

lateral lesion to the pyramidal tract. It was first 

described in 1902 and later named after the 

neurologists who initially investigated it, Joseph 

Babinski and Jean Nageotte. There have been a 

few case reports describing this rare 

neurological syndrome, which includes Chang et 

al. (1993)1, Freitas et al. (2001)2 and Irie et al. 

(2003)3 

 

 

FIGURE 1: DWI MRI Brain, image obtained on admission, showing classic area of infarct involving 

the right medulla, extending to the corticospinal tract. Replicated with permission from the 

Department of Radiology, Saint Vincent Hospital, Worcester, MA 

 

Lateral medullary syndrome is traditionally not 

associated with any limb weakness and it 

manifests with vestibulocerebellar signs and 

symptoms (limb ataxia, diplopia, nystagmus, 

and dizziness), loss of pain and temperature in 

ipsilateral face and contralateral trunk and limbs, 

bulbar muscle weakness and Horner’s 

syndrome. Lateral and medial medullary regions 

are involved in hemimedullary syndrome 

whereas the involvement is limited to the lateral 

medullary zone and corticospinal tract in BNS.5,6 

Hypoglossal palsy, an invariable symptom of 

hemimedullary lesion is not part of the Babinski-

Nageotte syndrome.8 Our patient had vomiting, 

vertigo and gaze evoked nystagmus which could 

be explained due to involvement of the vestibular 

nuclei and olivocerebellar fibers, while the 

contralateral weakness and positive Babinski 

can be explained by involvement of the 

pyramidal tract before decussation.  

In the cases presented in literature, 

atherosclerotic occlusion, lipohyalinosis and 

dissection of the vertebral artery and posterior 

inferior cerebellar artery have been identified as 

the most common causes.2-5 Other pathologies 

such as syphilitic endarteritis are rare. In our 
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case, it was most likely from the underlying 

lipohyalinosis given the patient’s history of 

hypertension and dyslipidemia. 

Patient perspective: 

I was doing pretty well until I woke up one fine 

morning and realized I was not able to move the 

left side of my body. I was scared, and realized I 

might have had a stroke. I called the ambulance 

and was rushed to the hospital. I was evaluated 

and found to have elevated blood pressures. 

Along with that, the doctors confirmed my worst 

suspicion, which was that I have had a stroke. 

They did an MRI which apparently revealed I had 

a small blood clot in my brain. I was started on a 

blood thinner medication. They also did a few 

more tests including a 2D echo of my heart. They 

also discovered a swelling on the left side of my 

chest. I was supposed to have a biopsy done for 

it after discharge. I was started on Physical and 

Occupational therapy and I worked with them 

diligently during the course of my hospital stay. I 

regained partial strength back in my left lower 

limb but my left upper limb continued to remain 

weak. I was discharged to a rehab facility 

subsequently. At the rehab, I regained my 

strength back considerably. I was able to walk 

with the help of a cane. My lymph node biopsy 

was not done as the surgeon told me it was 

decreasing in size so they would like to wait and 

watch.  

During the time of hospitalization, I was told I 

have a rare kind of stroke. The neurologist who 

evaluated me also confirmed the same. I was 

explained that such constellation of symptoms 

with which I presented are usually rare. I was 

told that it is something which the medical 

fraternity needs to be aware about and the 

doctors would like to discuss about my case in a 

journal. I have happily consented for the same. 
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