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A 60-year-old woman came with painful papulovesicular lesions 
on right chest ranging from 02 to 05 mm in diameter [Figure 1].

Patient gave no history of itching at the site of lesions. Lesions 
were located in linear fashion along T2-T3 dermatome. A clinical 
diagnosis of herpes zoster was made and treated with acyclovir 
to which patient did not respond. After 2 weeks, patient again 
came with history of persistent lesions. Clinical diagnosis 
of cutaneous metastasis was revised. FNAC was advised for 
definitive diagnosis.

Smears showed few small loose clusters of highly pleomorphic 
cells with large nuclei and prominent nucleoli [Figure 2]. 
Diagnosis of cutaneous metastasis was made. Biopsy of lesion 
showed well-defined nests and sheets of pleomorphic cells in 
dermis with hyperchromatic nuclei and prominent nucleoli 
and tumor emboli in dermal lymphatics [Figure 3]. Primary 
breast carcinoma was suspected. Further investigations showed 
1 × 1 cm in diameter deep seated, ill-defined heterogenous 
hypoechoeic lesion in outer upper quadrant of right breast 
on ultrasound examination. Other medical findings were 
noncontributory. Ultrasound-guided FNAC confirmed diagnosis 
of breast carcinoma. The clinical features of metastatic skin 
cancer vary enormously. Zosteriform pattern is very rare type 
of cutaneous metastasis with only few reported cases.[1] Patients 
with spontaneous pain mimicking herpes zoster like lesions in 
zosteriform metastasis are often wrongly treated initially with 
antiviral drugs. Distribution of cutaneous metastasis is related 
to mode of spread and location of the primary tumor. Exact 
mechanism of zosteriform metastasis is still speculative. Four 
possible hypothesis are put forward: 1) Kobner-like reaction 
at site of prior herpes zoster; 2) neurolymphatic spread via 
fenestrated vessels of dorsal root ganglion; 3) accidental 
surgical implantation; 4) perineural lymphatic spread which 
is likely to be the cause in our patient.[4] Usually, it is on the 
same side as that of primary carcinoma, which can pinpoint 
location of primary and early diagnosis which happened in our 
case. [5] Rarely, it can be on the opposite side or at a distant site. 
Prognosis of the patient with cutaneous metastasis depends on 
the type, biologic behavior of the underlying primary tumor, 
and its response to treatment. In our case since cutaneous 
metastasis was the only manifestation, early diagnosis of 
primary carcinoma improved the prognosis.

Patient was treated with modified radical mastectomy. 
Postoperatively, she received systemic chemotherapy and is on 
close follow-up. So we conclude that in nonhealing herpes zoster 
like skin lesions, FNAC should be the first line of diagnostic 
modality for early diagnosis of primary carcinoma.
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Diffuse nesidioblastosis of 
the pancreas in a neonate 
with seizures
Sir,
The term nesidioblastosis was originally coined by Laidlaw in 
1938, who described it as neodifferentiation of islets of langerhans 
from pancreatic ductal epithelium.[1] The majority of cases have 
been documented in infants and children, with few cases seen 
in adults. Nesidioblastosis is characterized by severe recurrent 
hypoglycemia with hyperinsulinemia requiring intravenous 
glucose administration and inappropriately low plasma level 
of ketone bodies and free fatty acids. We report a rare case of 
nesidioblastosis in a 20-day-old female infant who presented 
with persistent hypoglycemia and seizures.

A 20-day-old female infant born to a nondiabetic mother presented 
with tremors culminating in tonic-clonic seizures. On evaluation, 
the blood glucose levels were persistently low despite the patient 
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being on IV glucose drip at the rate of 12 mg/kg/min (serial serum 
glucose levels were between 30 and 40 mg/dl) and insulin levels 
were elevated (insulin level was 17 μU/ml) . Insulin-to-glucose ratio 
was 2.0 (normal < 0.3). Cortisol and growth hormone levels were 
within normal range. Urinary ketones, amino acids, and reducing-
substances were within the reference range. Ultrasonography and 
magnetic resonance imaging (MRI) were inconclusive. Gallium 
68 octreotide scan did not demonstrate any evidence of increased 
uptake by the pancreas. There was no response to treatment with 
octreotide and diazoxide. A 95% pancreatectomy was performed. 
Gross examination of the resected pancreas did not reveal any 
mass lesion. Histopathological examination showed alteration of 
the endocrine component in the form of hyperplasia of the islets. 
Small nests of pale-staining islet cells of variable shapes and sizes 
were present diffusely throughout the pancreatic parenchyma and 
interlobular septae and were also seen individually intermingled 
with the denser-staining acinar cells [Figure 1] and highlighted 
on immunohistochemistry with neuron-specific enolase 
and chromogranin [Figures 2 and 3]. Considering all gross, 
histopathological, and immunohistochemical findings, a diagnosis 
of diffuse form of nesidioblastosis was made.

In infants, the estimated annual incidence of nesidioblastosis 
is 1 in 50,000 births for the sporadic form, but may be 
as high as 1 in 2500 births in societies with high rates of 
consanguinity.[2] On histopathology, it is classified into focal 
and diffuse types, the distinction between the two forms is 
important because infants suffering from focal form can be 
cured by very limited pancreatectomy, while patients of diffuse 
form are at risk of recurrent hypoglycemia even after near total 
pancreatectomy.[3] The differential diagnosis of this entity 
includes insulinoma, which shows presence of a mass lesion on 
imaging, and islet cell hyperplasia, which is characterized by the 
presence of increased confluent accumulation of abnormally large 
islets in the center of lobules but does not show ductuloinsular 
complexes typical of nesidioblastosis.

Hence, nesidioblastosis should be considered in differential 
diagnosis of neonatal hypoglycemia, diagnosis of which is difficult 
to be established by routine laboratory and radiological procedures 
and requires histopathological examination of the pancreatic tissue 
to differentiate it from other pathological lesions such as insulinoma 
and allow distinction into focal and diffuse types.
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Figure 1: Pale-staining islet cells seen in clusters as well as individually 
intermingled with the denser-staining acinar cells (hematoxylin and 
eosin, ×400)

Figure 2: Neuron-specific enolase highlighting the increased and 
haphazardly distributed, irregular islet cell clusters (NSE, ×100)

Figure 3: Chromogranin posiƟ ve islet cells seen budding from the 
pancreatic ductal epithelium forming ductuloinsular complexes 
(CHROMOGRANIN, ×400)
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Coexisting intramedullary 
schwannoma with 
intramedullary cysticercus: 
Report of an unusual 
collision
Sir,
Schwannomas account for approximately 30% of primary 
intraspinal tumors. Spinal Neurilemmoma are usually 
extramedullary intradural tumors. Because schwann cells are 
not normally found within the parenchyma of the spinal cord, 
intramedullary schwannomas are rare.[1] Neurocysticercosis 
(NCC) is the most common helminth infection of the nervous 
system.[2] The two main types of NCC are parenchymal and 
extraparenchymal. Extraparnechymal includes subarachnoid, 
ventricular, and spinal. Spinal cysticercosis can be leptomeningeal, 
intramedullary, or epidural.[2] Spinal intramedullary cysticercosis 
refers to the presence of a cysticercal cyst within the spinal cord. 
Intramedullary spinal cysticercosis is very uncommon. To the 
best of our knowledge, this is the first report in world literature 
of intramedullary schwannoma coexisting with intramedullary 
cysticercus with no evidence of brain lesion.

The present case concerns a 25-year-old male who presented to 
neurosurgery OPD with complains of low back pain radiating to 
right lower limb posterolateral aspect of thigh of leg for 3 years. 
He also complained of progressive ascending weakness starting 
from right lower limb up to hip followed by left lower limb for 
2 years. He had numbness below groin for 2 years. Patient had 
poor urinary stream with feeling of incomplete evacuation for 1 

year. The general physical examination of the patient revealed no 
apparent abnormality. Neurological examination revealed power 
in bilateral upper limbs was normal (5/5). There was spasticity 
in both lower limbs with power in bilateral hip and knee was 3/5 
and power in ankle was 0/5. Bilateral cremastric reflexes were 
absent. Bilateral planters were equivocal. There was bilateral 
graded sensory loss for pain, touch, and temperature below L1 
dermatome. Magnetic resonance imaging (MRI) of spine revealed 
D10-D11 intramedullary lesion, which was T1 hypointense, T2 
isointense lesion with contrast enhancement [Figures 1a and 
b). The possibility of ependymoma was kept radiologically. 
Patient underwent D9-L1 laminectomy and excision of lesion. 
Intraoperatively, nerve roots and cord were shifted to left side 
and posteriorly. Tumor was grayish soft, minimally vascular with 
defined plane of cleavage. The patient developed paraplegia in 
immediate postoperative period, which gradually improved after 
giving methylprednisolone. The histological analysis through 

Figure 1: MRI images of intramedullary lesion at D10-D11 level: (a) T1-
weighted image showing hypointense (arrow) lesion; (b) T2-weighted 
image showing isointense (arrow) lesion

Figure 2: (a) Solid cysƟ c tumor (H and E, ×100). (b) Spindle-shaped tumor 
cells and verucay bodies (H and E, ×200). (c) MulƟ ple hyalinised vessels 
along with congested capillaries (H and E, ×200). (d) Scolex and suckers 
inside the cysƟ cercus cyst adjacent to schwannoma (H and E, ×400) 
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