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Wallenberg’s syndrome
Sir,
The lateral medullary syndrome may be total or partial 
depending on the involvement of vessels supplying 
lateral medulla.[1] It is most oft en secondary to intracranial 
vertebral artery or posterior inferior cerebellar artery 
occlusion due to atherothrombosis or embolism and 
sometimes due to spontaneous dissection of the vertebral 
arteries.[2] Embolism can also be seen in cocaine abuse, 
medullary neoplasms, radionecrosis, hematoma, neck 
manipulation, and trauma and bullet injury to the 
vertebral artery.[2] A 52-year-old male patient presented 
to the department of oral medicine and radiology with 
the complaint of pain of the back tooth region of the 

Trauma is the most common cause of acute subdural 
hematoma. Acute nontraumatic subdural hematoma 
(ANTSDH) is a relatively rare, and the most common causes 
are vascular lesions including ruptures, malformations, and 
fi stulas. Other causes of ANTSDH are severe hypertension, 
coagulation problems related with underlying diseases 
or anticoagulation, amyloid deposition disease, cocaine 
abuse, and moyamoya disease.[1] 

Ichimura et al[2] reported in this journal an interesting 
case with myelodysplastic syndrome/myeloproliferative 
neoplasia (MDS/MPN) and ANTSDH. This older case 
had severe leukocytosis and thrombocytopenia related 
with MDS/MPN and he was treated with erythrocyte, 
platelet, and fresh frozen plasma transfusions. However, 
bleeding recurred in epidural space in spite of intensive 
transfusions, and authors att ributed this condition to the 
MDS/MPN-related thrombocytopenia.

MDS/MPNs are relatively rare myeloid neoplasias 
exhibiting both dysplastic and proliferative properties. 
Diagnosis is based on the demonstration of cytopenias 
and cytoses with dysplasia and less than 20% blastic cells 
in peripheral blood and/or bone marrow.[3] Patient had 
one severe cytopenia and one severe cytosis; his platelet 
and leukocyte counts were 5,700/μL and 1,176,000/μL, 
respectively. It is very well known that hyperleukocytosis 
causes leukostasis, especially when leukocyte count 
is more than 100,000/μL. Leukostasis is an oncologic 
emergency causing respiratory failure and intracranial 
hemorrhage and also early mortality. Leukocytasis is 
more prevalent in older cases as seen in the reported case 
(>65 years).[4,5] Generally it is thought that leukostasis 
is related with very high number of leukemic cells in 
microcirculation. However, direct endothelial cell damage 
due to adhesion molecules, cytokines, and receptors 
is one of the essential pathogenetic mehanisms in the 
pathogenesis of leukostasis.[5] For this reason, to decrease 
the leukocyte counts by apheresis and also to block the 
endothelial damage with steroids are very important 
in the management of cases with severe leukocytoses 
related with MPNs. Patient reported by Ichimura et al was 
treated by platelet, erythrocyte, and fresh frozen plasma 
replacements. Patient had severe thrombocytopenia 
and bleeding was related with this. In addition, platelet 
functions may be abnormal in MDS/MPN and bleeding 
may be due to the platelet dysfunction. However, very high 
leukocyte count probably contributed to the subdural and 
epidural hematoma in the presented case. In conclusion, 
neurologists and neurosurgeons must be aware that cranial 

Commentary bleedings including ANTSDH may be related with very 
high leukocyte counts and this may be managed by using 
corticosteroids and leukocyte apheresis. 
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lower-left  jaw and swelling in the lower-left -half of 
the face since 2 days. He also complained of diffi  culty 
in swallowing and speech along with weakness of the 
limbs on the right side. The patient was hypertensive 
and diabetic, and had stopped medications without 
physician’s consult since 1 year. He was a chronic smoker 
for past 35 years and occasionally consumed alcohol. 
The patient was immediately referred to the medical 
hospital where a thorough clinical examination was 
performed. Patient was admitt ed and routine blood 
investigations were carried out that revealed the high-
fasting blood sugar level (143 mg/dl), high cholesterol 
level (230 mg/dl). Echocardiography and carotid doppler 
revealed no abnormalities. Magnetic resonance (MR) scan 
was carried out and reported by a qualifi ed radiologist as 
hyperintense lesions seen on T2 W and fl uid att enuation 
inversion recovery sequences (FLAIR) involving the 
posterolateral aspect of left  medulla with swelling of the 
left -half of the medulla, suggestive of infarct [Figure 1a]. 
Few focal T2 and FLAIR hyperintensities seen in the 
centrum semiovale of the left  frontal and parietal lobes 
suggestive of ischemic changes [Figure 1b]. MR 
angiography revealed focal loss of fl ow void seen in the 
left  vertebral artery just before the formation of the basilar 
artery and involving the left  PICA origin, suggestive 
of thrombosis/occlusion [Figure 1c]. An emergency 
endodontic therapy was initiated with intravenous 
antibiotics. Oral hypoglycemics, antihypertensives, 
and blood thinners (aspirin) were administered to the 
patient by the physician. Speech therapy was initiated a 
week later, following which patient was discharged. The 
endodontic treatment was completed. Periodic follow 
up of the patient every week for a period of 6 months 
revealed a gradual but remarkable improvement in the 
speech and motor activity of the patient.

The triad of Horner’s syndrome, ipsilateral ataxia, and 
ipsilateral hyperalgesia clinically identify patients 
with the lateral medullary syndrome. Nevertheless, 
the manifestation is broad and includes numbness, 
dysphagia, vertigo, nausea-emesis, hoarseness, hiccups, 
facial pain, visual disturbance.[3] A comprehensive study 
on patients with main clinical fi ndings associated with 
swallowing dysfunction in patients with Wallenberg’s 
syndrome revealed 85% of dysphonia, 30% diffi  culty in 
bolus control, 35% palatal paresis, 15% facial weakness, 
and 60% accumulation of saliva.[4] While the lateral 
medullary syndrome remains a clinical diagnosis 
based upon a characteristic history and constellation 
of physical findings, MRI offers improvement in 
visualization of the medullary infarction. In addition, 
MRI can demonstrate coexisting cerebellar infarction 
that may have previously been clinically unsuspected 
and undetected by CT. Visualization of such infarctions 
by MRI can alert the clinician to the potential for 
serious complications associated with large cerebellar 
lesions.[5]
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Figure 1: (a) A FLAIR image showing a high signal in the left postero lateral medulla suggestive of an infarct (circle in image) and there 
is a white round lesion immediately in front of the medulla indicative of the thrombosed left vertebral artery (circle in image), (b) Image 
shows a coronal T2 weighted MRI in which there is high signal (hyperintensity) in the left medulla which is suggestive of an infarct (circle 
in image). (c)-MRI angiography sequence (3D Time of Flight (TOF) sequence). This shows absence of the normal left vertebral artery 
(shown with circle in image)
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Figure 1: Cranial CT scan showed a large defect in the right 
transethmoidal region with a large mass filled with fluid
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breathing difficulties, and intermittent watery discharge 
of 5 years duration from the right nostril more since 
3 days prior to admission. The child had altered 
sensorium and two episodes of generalized tonic clonic 
seizures 3 h prior to admission. She had suffered similar 
complaints 1 year back where she was admitted, and 
treated with intravenous antibiotics. There was no 
history of prior head trauma or immunodeficiency. 
She was a product of a non-consanguineous marriage, 
normal intelligence, fully vaccinated, and unremarkable 
family history. The child was going to school regularly. 
On physical examination, she had fever; her weight 
was 33 kg, height 143 cm, and head circumference 53 
cm which was normal for her age. She had marked 
hypertelorism with mild proptosis and widened root 
of the nose. There was a pulsating mass in the right 
nostril with mucopurulent discharge. Her nasal septum 
was deviated to the left. The mass was transilluminant. 
The nervous system examination revealed right upper 
motor neuron facial palsy with papilledema and signs 
of meningitis. The other systems were normal.

Laboratory investigations revealed leucocytosis with 
neutrophilia, increased CRP, decrease in glucose 
concentration and increased protein in the CSF sample, 
the cell count was 1700/mm3 and was predominantly 
neutrophilic. Gram’s stain of the CSF revealed plenty 
of PMNL’s with gram-positive cocci in pairs and 
short chains. Culture of the CSF grew Streptococcus 
Pneumoniae. X-ray paranasal sinus showed a mass in 
the right nostril. Cranial CT scan showed a large defect 
in the right transethmoidal region with a large mass 
filled with fluid [Figure 1]. The pediatric history (no 
trauma) and clinical symptoms indicate an inherited 
defect at the base of the skull with encephalocele. She 
was treated with Ceftriaxone 2 g IV for 14 days. She 

Recurrent meningitis in 
a child with intranasal 
encephalocele 

Sir,
Recurrent bacterial meningitis in children necessitates 
a need to search for an underlying cause, either altered 
immune status or a craniospinal defect. In the absence 
of immunodeficiency, anatomical anomalies must 
be investigated thoroughly to rule out an intranasal 
encephalocele, as it is one of the important causes. 
Most cases go unnoticed till late childhood due to 
the hidden nasal mass only to be diagnosed due to 
recurrent meningitis. In a their study on recurrent 
bacterial meningitis, Tebruegge  highlights that around 
59% of the cases were due to anatomical defects, 36% 
related to immunodeficiency’s, and 5% parameningeal 
infections.[1] In addition, the bacterial specificity could 
leave significant clues: Pneumoccocus, H. influenzae 
suggests cranial dural defects, E. coli or other gram 
negative bacilli suggests spinal dural defects, and 
meningococci suggest immunologic deficiency.[2]

An 11-year-old girl presented to a rural hospital with 
an history of fever, neck stiffness, headache, vomiting, 
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