[Downloaded free from http://www.neurologyindia.com on Monday, August 28, 2017, IP: 202.88.253.66]

Letters to Editor

the best of our knowledge, our patient is the first reported
child who has LE associated with anti‑LGI1.
Neurological abnormalities associated with anti‑LGI1
antibodies usually respond rapidly to immunotherapy.
Variable regimens of steroid, IVIg, and plasma exchange
have been administered, mostly with favorable results in
literature.[8]
In conclusion, in the last few years, antibodies to ion
channels and growing number of receptors have been
identified in children with acute or subacute onset of CNS
syndromes. To our knowledge, this is the first described
case of LE associated with anti‑LGI1 in children. An early
diagnosis of this rare disease is important because of
the potential response to the treatment. In encephalitic
processes of unclear etiology, autoimmune mechanisms
should be considered when symptoms develop rapidly,
accompanied with signs of inflammation in the CSF and/or
neuroimaging studies.
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Adult post‑varicella small
vessel vaculopathy mimicking
hypertensive basal ganglia
hemorrhage with coexisting
infarcts
Sir,
Virus induced vasculopathies are an uncommon but
increasingly recognised causative factor of stroke and
transient ischemic attacks (TIA) in children and adults.
[1]
Varicella‑zoster, human immunodeficiency virus (HIV)
and cytomegalovirus are commonly associated viruses
with stroke. While primar y varicella infection is a
common cause of neurological manifestations in children,
secondary reactivation of varicella‑zoster is common in
immunocompromised adults. Both small and large vessels
are involved often resulting in cerebral ischemia/infarct.
Rarely, a subarachnoid haemorrhage, with or without an
intraparenchymal component, has been reported. We report
a rare case of adult post‑varicella vasculopathy involving
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small vessels resulting in a co‑existing infarct as well as basal
ganglia haemorrhage, mimicking a hypertensive bleed.

twenty five days. He showed further improvement in his
neurological condition during one month of follow up.

A 30‑year‑old male patient presented with a history of sudden
onset of severe headache, left sided weakness, slurring of
speech, and facial deviation to the right side. He was taken to
a local hospital, a computed tomography (CT) scan was done,
and he was diagnosed as a case of right basal ganglion bleed.
The initial medical management was performed in a local
hospital and then he was referred to our centre for further
management. He and his younger sister, aged 25 years, had
a history of chickenpox one month prior to the ictus. During
the course of the infection, he had not developed any central
nervous system manifestations.

Varicella‑zoster vasculopathies are due to virus infection of
cerebral arteries either during the primary infection (chicken
pox) or during subsequent reactivation. The spectrum of
vascular pathologies include ischemic infarctions, aneurysm
formation, arterial dissections, subarachnoid haemorrhage
or intraparenchymal haemorrhage.[2] Both large and small
arteries are commonly involved, and less often, an exclusive
small or large vessel disease is seen.[3] Presence of a large
artery disease is diagnosed by the characteristic segmental
constriction or post stenotic dilatation visualised on the
performance of a digital subtraction angiogram (DSA) or
an MR/CT angiogram. Demonstration of direct vessel wall
enhancement by high quality post contrast MRI can also
suggest the diagnosis. However, direct demonstration of
small vessel involvement is difficult as an angiogram is often
negative in this situation. In such cases, the diagnosis is based
on cerebral parenchymal changes on MR imaging.

His blood pressure was elevated at the time of ictus;
however, when he came to our hospital after 20 days
of ictus, his blood pressure was normal. He had no past
history of hypertension or diabetes mellitus. Both the
patient and his sister were having the typical, multiple small
scar-associated hyperpigmention at sites corresponding
to the previous varicella rash on the face and trunk.
His neurological examination revealed left hemiparesis
with left sided mild facial palsy. He had a significant
improvement in his limb weakness from the time of his
ictus until his presentation to our hospital. His blood
investigations revealed a normal total leukocyte count
with mild neutrophilia, an erythrocytic sedimentation
rate of 25 mm/hr, and his HIV test was negative. His
platelet count, prothrombin time, and activated partial
thromboplastin time were normal. His magnetic resonance
imaging (MRI) showed a subacute intraparenchymal
hematoma in the right external capsule‑putaminal
region [Figure 1 a‑d]. An acute infarct was seen involving
the right lentiform nucleus and caudate nucleus [Figure 1
e and f]. Contrast MR image with dedicated protocol to
look for large vessel wall enhancement was negative for
vasculitis [Figure 1 g-i]. Another acute lacunar infarct was
also seen in the right cerebral peduncle [Figure 1 j‑l].
Time‑of‑flight MR angiography revealed mild diffuse
attenuation of the right M1 segment of middle cerebral
artery (MCA) possibly due to mass effect from the
haematoma/edema. Rest of the intracranial arteries were
normal in calibre. The patient was reluctant to undergo
an invasive digital subtraction angiography procedure
due his improving clinical condition. He was admitted
and medically managed along with neurorehabiliatation.
A short course of steroids and acyclovir injections were
given considering the presumptive diagnosis of small vessel
varicella vasculitis. He showed significant improvement in
his symptoms and became ambulant over a period of next
1324

The common location of the infarction in varicella‑zoster
vasculopathy is the gray‑white matter junction. The infarcts
in present case were in the right lentiform nucleus and head
of caudate nucleus, in the lenticulostriate artery territory.
A lacunar infarct in the right cerebral peduncle was also
present. Both the infarcts were suggestive of small vessel
vasculopathy. Both these locations are uncommon sites for
the varicella small vessel vasculopathy, though they have
previously been described in the literature.[4] MR angiogram did
not reveal a large vessel vasculopathy. The temporal sequence
of the initial varicella infection followed by the appearance of
neurological symptoms one month later were in accordance
with the typical natural course of varicella vasculopathy.
Subarachnoid haemorrhage (SAH) is more common in
the varicella‑induced vasculitis than is intraparenchymal
hemorrhage.[5- 7] The previously reported intraparenchymal
hemorrhage was in lobar location and was associated with
SAH.[6] However, the reported case had secondary reactivation
of the varicella‑zoster virus in adult life, and was not due
to a primary varicella infection. The other case described
by Danchaivijitr et al.,[7] was that of a 7‑month old child, in
whom the location of the bleed was in the interhemispheric
region and in the subarachnoid space, without a significant
intraparenchymal component. In both the cases, the possible
vessel involved was a large artery or a small lobar artery.
In the present study, the location of the bleed was in the
right putamen‑external capsule, which was secondary to
lenticulostriate artery involvement. The location of the
bleed in our case is typically associated with hypertensive
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Figure 1: (a-c) Axial T1w, T2 & FLAIR MR images showing subacute right external capsule-putamen hemorrhage. (d) GRE image showing peripheral rim of
blooming. (e and f) DWI & ADC images showing right putaman and caudate nucleus acute infarct. (g-i) Post contrast T1W images showing lack of vessel
wall enhancement. (j-l) Axial FLAIR, DWI, ADC images showing acute lacunar infarct in right cerebral peduncle

bleed. Our article is one of the first reports to describe an
adult patient with a primary varicella affliction developing an
intraparenchymal bleed that was co‑existing with an infarct
attributable to small vessel vasculopathy. The presumed
mechanism of bleed appear to be extensive vessel wall
inflammation and aggressive tissue viral invasion associated
with necrotizing angitis. It cannot, however, be unequivocally
stated that the same pathogenetic process led to one small
artery undergoing necrosis and causing a hemorrhage, and
the other smaller artery undergoing occlusion and resulting
in an infarct.
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functions are most severely and universally impaired. Different
patterns of nerve involvement are seen in different types of
leprosy. In tuberculoid leprosy, involvement of small cutaneous
nerves of cooler parts of the body leads to a patchy sensory
loss. Disease is restricted to the territory of single nerve trunk.
In lepromatous leprosy, there is a widespread and extensive
involvement. Patients with lepromatous leprosy usually
have symmetrical, distal peripheral neuropathy. Damage to
nerve trunks may initially be in the pattern of mononeuritis
multiplex but later becomes bilaterally symmetric. Borderline
leprosy has a very high propensity to involve multiple nerve
trunks, producing a picture akin to mononeuritis multiplex.
Usually, peroneal and posterior tibial nerves in the lower
limbs, and ulnar nerve in the upper limbs, are most frequently
affected.[2,3] In fact, leprosy, in India, is still the most frequent
cause of mononeuritis multiplex.
During the course of leprosy, immunologically mediated
exacerbations of inflammation, known as reactions, occur
in up to 25% of patients with paucibacillary leprosy, and
in as much as 40% in multibacillary leprosy. [4,5] Nerve
abscesses are infrequently observed complications of
tuberculoid and borderline leprosy. Most of incidences
of nerve abscesses have been observed in the form of
isolated case reports.[6,7]
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Multiple nerve abscesses:
An unusual manifestation of
lepra reaction in a patient with
borderline leprosy
Leprosy is still one of the common and treatable causes of
peripheral neuropathy in many resource-constrained countries
including India. Official figures from 103 countries from 5
World Health Organization regions show the global registered
prevalence of leprosy to be at 180,618 at the end of 2013;
during the same year, 215,656 new cases were reported.[1]
Leprosy is characterized by a triad of hypoesthetic skin lesions,
thickened peripheral nerves, and positive skin smear for
Mycobacterium leprae. In leprosy, all functions of a peripheral
nerve (sensory, motor, and autonomic) are impaired. Sensory
1326

We report an unusual case of a patient suffering from leprosy
presenting with multiple abscesses of the median nerve as a
manifestation of reversal reaction.
A 21-year-old farmer presented with complaints of weakness and
sensory loss involving the right upper limb for 2 years. He had
been diagnosed as a case of leprous mononeuritis multiplex and
had been receiving a multidrug therapeutic regimen. Review of
the old records revealed thickening of the right median nerve,
along with weakness and sensory loss. Slit-skin smear test
had demonstrated the Mycobacterium leprae baciili. Three days
prior to the current admission, the patient developed painful
cystic swellings along the long axis of the flexor surface of the
right forearm; the swellings were tender, three in number, with
erythema of the overlying skin. The swellings were along the
course of the median nerve [Figure 1]. Exfoliation was noted
over the right thumb. The median nerve was thickened; 4–5 days
after admission, the tenderness as well as the size of the
swellings increased. Slit-skin smear test was negative. All blood
biochemical parameters were normal. Nerve conduction in the
right upper limb was not recordable and was normal in the other
limbs. Ultrasonography (USG) of the right median nerve revealed
thickening of the nerve with loss of the normal fascicular
pattern and multiple abscess formation along the course of
the nerve. Magnetic resonance neurography also revealed the
thickened right median nerve and multiple abscesses in the
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