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like higher anterior hairline, myopathic face, full cheeks, 
and almond‑shaped palpebral fissures have been described 
in cases of PURA syndrome.[1,2] However, the clinical 
phenotype is nonspecific with no diagnostic criteria, and 
diagnosis is strictly genetic by exome analysis. A multiorgan 
screening for structural heart defects, genitourinary 
abnormalities, strabismus, and hip dysplasia and scoliosis, 
metabolic and endocrine abnormalities like vitamin D 
deficiency, hypothyroidism, and short stature is warranted 
in children with PURA syndrome. Screening in the index 
child on follow‑up was unremarkable. Nonspecific white 
matter changes and delayed myelination (30%), similar to 
the index case, are the frequently reported abnormality in 
MRI neuroimaging. Corpus callosal abnormalities, lateral 
ventricular widening, mild parenchymal atrophy were 
also described.[6] Treatment for this condition is largely 
supportive with the institution of early intervention services. 
In conclusion, PURA‑related developmental disorders 
should be suspected in a young infant with generalized 
hypotonia and episodic apnea. Early recognition is essential 
to assist in reproductive counselling.
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Vertebrobasilar Insufficiency Presenting as Orthostatic 
Cerebellar Ataxia

Sir,

Limb‑shaking episodes are a rare, but well‑known 
presentation in transient ischemic attack (TIA).[1] Owing to 
their clinical similarity to seizures or convulsive disorder, 
they are often mistaken for one of these conditions. The 
etiology is widely attributed to an impairment of blood 
supply to the central nervous system as a result of vascular 
stenoocclusion. Limb‑shaking TIA has been linked to 
vascular stenoocclusion, but is less frequently linked to 
changes in the body position from supine to upright.[2‑4] In 
addition, isolated postural whole‑body shaking movement 
has not been reported with a video clip. Herein, we report 
a patient with repetitive truncal and limb ataxia induced 

by orthostatic positioning, which was attributable to poor 
vertebrobasilar circulation.

A 79‑year‑old man was admitted to the emergency room with 
sudden onset of dysarthria with body shaking, which only 
occurred when standing up, and soon disappeared after lying 
down. He had been diagnosed with hypertension, diabetes 
mellitus, ischemic stroke, and ischemic heart disease, and 
was taking dual antiplatelet (aspirin 100 mg and clopidogrel 
75 mg) and lipid‑lowering (atorvastatin 10 mg) medication. 
He denied any recent head trauma or previous seizure‑like 
episodes. Physical and neurological examinations were 
unremarkable while the patient was in the supine position. 
The symptoms occurred specifically in head‑up body positions 
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such as sitting or standing [Video Clip  1]. The symptoms 
were so severe that he had to grab the side‑rail of this bed 
to keep himself from falling and were aggravated when he 
attempted to maintain his head‑up posture. All the phenomena, 
however, gradually disappeared a few minutes after changing 
to a supine position.

Neurological examination revealed that he had profound 
cerebellar dysfunction, including cerebellar dysarthria and 
generalized ataxia, with limb dysmetria and truncal rocking. 
His gait showed severe disequilibrium, wherein he ended up 
collapsing and falling after trying a few steps with a wide 
base and titubation. The results of laboratory tests, including 
complete blood count, routine biochemical analysis, and tests 
for glucose levels and thyroid function, were all unremarkable. 
There was no evidence of suspected orthostatic hypotension 
in a 3‑position blood pressure test. Electroencephalography 
in the middle of an ongoing orthostatic episode showed 
simple intermittent slowing in bilateral hemispheres 
without epileptic discharges. Brain diffusion‑weighted 
image (DWI) showed a single small diffusion restriction 
in the right cerebellum [Figure 1a]. Magnetic resonance 
angiography (MRA) showed severe stenoocclusion involving 
the whole vertebrobasilar vasculature [Figure 1b], which was 
difficult to trace on time‑of‑flight images. The severity of 
stenosis was markedly progressed than that on images taken 
7 years before.

He received treatment for an ischemic stroke, including 
hydration therapy, antiplatelet, and lipid‑lowering medication 
under the diagnosis of severe vertebrobasilar insufficiency (VBI) 
with orthostatic ataxia. After massive volume expansion with 2 
L of normal saline daily and increasing the dose of atorvastatin 
from 10 to 80 mg, these symptoms partially recovered to some 
extent so he could walk by holding the side‑rail of the bed, but 
the orthostatic ataxia lasted for several days. Follow‑up DWI 
at 5 days [Figure 1c, 1d] revealed a further extension of the 
previous acute infarction in the right cerebellum and newly 
developed diffusion restrictions in both cerebellar hemispheres 
and pons. On hospital day 6, cilostazol (50 mg twice daily) was 
administered, and all manifestations began to disappear 3 days 
later. He was discharged without neurological abnormalities. 
A year later, he reported a brief episode of orthostatic ataxia. 
Follow‑up brain imaging was performed to identify a possible 
new cerebral event, but DWI did not show any new acute 
ischemic lesions, while MRA showed that the patency of the 
vertebrobasilar vasculature was much improved [Figure 1e].

Orthostatic cerebral ischemia in the posterior circulation has 
been rarely reported so far. Caplan and Sergay described 
two cases with repetitive presentation of sudden dizziness, 
diplopia, loss of consciousness, Horner’s syndrome, or 
unilateral ataxia.[5] Both cases showed a clear orthostatic nature 
and had severe basilar artery stenosis in common. Markedly 
decreased blood perfusion on the basis of severe stenosis in 
relevant arteries is believed to be responsible for the emergence 
of orthostatic cerebral ischemia. Under normal conditions, 

cerebral autoregulation copes with the hemodynamic variations 
caused by postural changes to ensure a stable cerebral 
blood perfusion. However, cerebral vasomotor activity is 
impaired in patients with limb‑shaking TIA.[6] Single‑photon 
emission computed tomography and ultrasound examination 
demonstrated marked attenuation of cerebral blood perfusion 
along with impaired vasoreactivity in relation to standing in 
patients with limb‑shaking TIA.[7‑9]

The clinical improvement achieved by efforts to restore 
cerebral blood perfusion, including stenting or endarterectomy, 
maintenance of a stable blood pressure (BP) level, and 
reduction of antihypertensive agents, supports the critical role 
of low perfusion in orthostatic cerebral ischemia.[7,10] A majority 
of patients reporting orthostatic cerebral ischemia underwent 
treatment with either endovascular revascularization or 
maintenance of stable BP. We observed favorable clinical 
outcomes, no sequelae with few recurrences, and spontaneous 
revascularization of the vertebrobasilar vasculature by stepping 
up the triple antiplatelet therapy. In addition to adequate 
hydration, stable BP control, and interventional procedures, an 
aggressive antiplatelet treatment regimen might be beneficial 
in clinical TIA patients with severe vertebrobasilar stenosis.

Thus, isolated generalized involuntary shaking movement with 
an orthostatic nature is an uncommon form of limb‑shaking TIA 
in the posterior circulation that should be promptly recognized 
and thoroughly evaluated to ameliorate the recurrent attacks 
and reduce permanent damage in the brain. Active treatment 
approaches, including adequate hydration, stable BP control, 
interventional procedures, and intensification of the antiplatelet 
regimen, should be fully considered.

Figure 1: Initial brain magnetic resonance image revealed tiny acute 
infarction in the right cerebellum on the day of admission (arrow) 
(a) and severe stenoocclusion throughout the whole vertebrobasilar 
ar tery system (white arrowhead) (b). Follow‑up diffusion‑weighted 
images (DWI) on the hospital day 5 showed extension of preexisting acute 
infarction in the right cerebellum (c) and additional new acute infarctions in 
both cerebellar hemispheres and pons (d). Follow‑up magnetic resonance 
angiography at 1 year after admission demonstrated much‑improved 
patency of vertebrobasilar vasculature (e)
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Triple Whammy! Steroids, Strongyloidiasis and Septic 
Meningitis

Sir,
Strongyloidiasis is an intestinal nematode that can cause 
a spectrum of manifestations, ranging from asymptomatic 
eosinophilia in the immunocompetent to hyperinfection 
syndromes in immunocompromised hosts that may be 
associated with severe sepsis and death. The latter typically 
affect individuals with deficient cell‑mediated immunity 
including patients on long‑term steroids, cytotoxic drugs, 
Human T‑cell lymphotropic virus (HTLV)‑1 infection, 
Human Immunodeficiency Virus (HIV) infection, chronic 
alcohol use and chronic liver disease.[1] Strongyloidiasis 
is known to be associated with disseminated bacterial 
infections,  including bacteremia,  pneumonia and 
meningitis,  most commonly due to gram‑negative 
organisms that colonize the bowel.[2] We highlight, through 
this report, the necessity to screen for strongyloidiasis in 
a susceptible patient who presents with gram‑negative 
meningitis.

A 25‑year‑old male presented to an outside hospital with 
ascending hypoesthesia over bilateral lower limbs for 
1 year, superimposed on which he developed discrete, 

erythematous nodules over his lower limbs for 1 week. He 
was initiated on multidrug therapy (MDT) for multibacillary 
Hansen’s disease along with steroids (oral prednisolone 
10 mg twice daily), which he continued for almost 1 year. 
Slit‑skin smears or skin/nerve biopsy were not performed. 
He presented to our center with 1 month of fever, headache 
and altered sensorium, as well as upper abdominal pain 
with vomiting. On examination, he was febrile but 
hemodynamically stable. He was pale and had a cushingoid 
habitus. Skin examination revealed nodular lesions over the 
thighs, along with desquamation of skin of both lower limbs. 
He was confused, had neck stiffness and bilateral extensor 
plantar response. The fundus examination was normal. He 
also had bilaterally thickened ulnar and greater auricular 
nerves [Figure 1].

Investigations revealed total leucocyte count 55,100 cells/mm3 
with differential count of 10% myelocytes, 75% neutrophils, 
6% eosinophils, 1% monocytes and 8% lymphocytes. 
Contrast‑enhanced CT brain was normal. Cerebrospinal 
fluid (CSF) analysis revealed turbid appearing fluid with 
glucose of less than 5 mg/dL (concomitant blood sugar 
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