


Letters to Editor

139Neurology India | Jan-Feb 2011 | Vol 59 | Issue 1

Post Graduate Institute of Medical Education and Research 
(PGIMER), Chandigarh, India 

E-mail: drpravin_salunke@yahoo.co.uk

References

1. Bikmaz K, Guerrero CA, Dammers R, Krisht AF, Husain MM. 
Ectopic recurrence of craniopharyngiomas: Case report. Neurosurgery 
2009;64:E382-3

2. Romani R, Niemelä M, Celik O, Isarakul P, Paetau A, Hernesniemi J. 
Ectopic recurrence of craniopharyngioma along the surgical route: Case 
report and literature review. Acta Neurochir (Wien) 2010;152:297-302 

3. Bianco Ade M, Madeira LV, Rosemberg S, Shibata MK. Cortical seeding 
of a craniopharyngioma after craniotomy: Case report. Surg Neurol 
2006;66:437-40. 

4. Jeong IH, Lee JK, Moon KS, Joo SP, Kwak HJ, Kim TS, et al. Ectopic 
recurrence of craniopharyngioma: A case report and review of the 
literature. J Neurooncol 2006;79:191-5.

Access this article online
Quick Response Code: Website:

www.neurologyindia.com

PMID:   
***

DOI:   
10.4103/0028-3886.76881

Received: 06-10-2010      Review completed: 07-10-2010      Accepted: 09-10-2010

Isolated subarachnoid 
pneumorrhachis
Sir,
A 19-year-old man was admitted to the emergency 
department for a stab injury on his back with a knife. 
Physical examination revealed a 3-cm puncture wound 
at the level of the T9-T10 vertebrae. Neurological 
examination was essentially normal. Plain radiographies 
of the head, chest and spine were also normal. 
Computed tomography (CT) [Figure 1], and three-
dimentional reconstruction of the thoracic spine CT 
[Figure 2] revealed air within the spinal canal at the 
T9-T11 level. Magnetic resonance imaging (MRI) of 
the thoracic spine revealed subarachnoid air and also 
an 4-5-mm epidural hematoma at the T9-T11 level  
[Figure 3a-c]. CT of the head, thorax and abdomen 
showed no pathologies. 

The initial diagnosis was subarachnoid pneumorrhachis 
and epidural hematoma. Patient was started on antibiotics 
for the prophylaxis. During the hospital stay there was 
no neurological deterioration or any development of 
cerebrospinal fluid fistula. He was discharged on Day 
10. The follow-up MRI taken after one month showed 
resolution of air pact and epidural hematoma. 

Figure 1: Axial CT of T12 vertebra demonstrating intraspinal air

Figure 3a: Sagittal MRI of thoracic spine showing subarachnoid air at T9 
and T11 levels

Figure 2: Three-dimensional reconstruction of T9-T11 vertebra CT 
revealed spinal air
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Pneumorrhachis, air in the spinal canal is an unusual 
condition and only few case reports have been published 
in the English literature.[1] The most common cause of 
pneumorrhachis is trauma or iatrogenic manipulations; 
other rare causes include respiratory complications, 
malignancies, cardiopulmonary resuscitation, 
inhalational drug abuse, diabetic ketoacidosis-associated 
emesis, degenerative disc disease and spontaneous 
pneumorrhachis.[2] 

Air within the spinal canal may be seen in the epidural 
or subarachnoid space; the former is more common, and 
the latter is extremely rare.[1] Traumatic pneumorrhachis 
with air in the subarachnoid space is an extremely 
rare entity and as a rule, is almost always seen in 
association with air in other body cavities/spaces; 
pneumocephalus, pneumothorax, pneumomediastium, 
pneumopericardium or subcutaneous emphysema.[2-6] 
Isolated traumatic subarachnoid pneumorrhachis is a 
unique condition and only one published case of isolated 
subarachnoid pneumorrhachis of the cervical spine 
caused by stab wound has been published.[3] 

Pneumorrhachis is usually asymptomatic and the 
diagnosis is primarily radiologic.[2] CT is the initial 
imaging modality; however, detection of air may not be 
always possible if the air is extradural or intradural.[2] 
The pressure in the epidural space is much lower than 
that in the subarachnoid space, by this way, atmospheric 
air passing through the puncture, then enters to the 
epidural space.[7] When there is associated arachnoid 
damage it may then enter the subarachnoid space. 
Magnetic resonance imaging and intrathecal contrast CT 
scan are the investigative modalities to detect extradural 
or intradural air. The limitation of intrathecal contrast CT 

Figure 3b: Axial MRI of T9 level showing subarachnoid air Figure 3c: Axial MRI of T11 level showing epidural hematoma

is that it may be impossible to exclude the possibility of 
lumbar-puncture-related air in the subarachnoid space. 

There are no set treatment guidelines as traumatic 
pneumorrhachis, both asymptomatic and symptomatic, 
is a rare condition. The presence of pneumorrhachis 
implies an open injury and is associated with the possible 
risk of meningitis. The general approach is conservative 
with meningitis prophylaxis unless there is neurologic 
deterioration.[8]
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Table 3: H-reflex

Tibialis H reflex 
Knee-soleus

M-lat (ms) H-lat (ms) H/M Amp

Left 4.0 - -

Right 4.2 34.6 0.062
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Chronic inflammatory 
demyelinating 
polyneuropathy following 
treatment with peglated 
interferon α-2a for chronic 
hepatitis C virus infection 
Sir,
The etiopathogenisis of chronic inflammatory 
demyelinating polyneuropathy (CIDP) is unknown yet. 
Peglated interferon α-2a is an antiviral biological agent, 
which is widely used to treat chronic viral hepatitis. 
Although neurological complications such as myasthenia 
gravis, axonal neuropathy, and central nervous system 
demyelination have been reported[1,2] during interferon-α 
therapy, CIDP is rarely reported. Here, we report a 
patient with chronic hepatitis C virus (HCV) infection, 
who developed CIDP during treatment with Peglated 
interferon α-2a.

A 47-year-old man, who was a diagnosed case of chronic 
HCV infection in October 2009, was commenced on 
Peglated interferon α-2a treatment 180 µg subcutaneously 
once a week in March 2010. After 2 months of antiviral 
treatment (in May 2010), he developed numbness and 
weakness of both lower and upper limbs gradually. 
He received Vitamin B12 treatment, but with no 
improvement. He discontinued Peglated treatment in 
June 2010, but his neurological symptoms deteriorated 
gradually. He presented to us with motor weakness (4/5 
grade) of all the four limbs. Deep tendon reflexes were 
absent. Both hands were dry and rough and hand nails 
were fragile. Hypoesthesia was noted in the outer part 
of the lower legs. Cerebrospinal fluid (CSF) was clear, 
with normal pressure (120 mmH2O), 3 leukocytes/mm3, 
normal glucose (4.2 mmol/L) and chloride (120 mmol/L), 
and elevated protein (2.0 g/L). Nerve conduction studies 
revealed reduced conduction velocity in both the median 
nerves, conduction block in both median nerves and left 

ulnar nerves, prolonged F-wave latency in left ulnar 
nerve, reduced F-wave frequency in both ulnar nerves, 
and no H reflex in left tibial nerve [Tables 1-3]. Clinical 
features, electrodiagnostic studies, and CSF findings 
supported the diagnosis of CIDP. [3] He was started on 
intravenous 10 mg/day Dexamethasone treatment for 
7 days, followed by 50 mg/day oral prednisone. He did 
not show any improvement with this treatment for 2 
weeks. He was started on intravenous immunoglobulin 
(0.4 g/kg for 5 days), with which he showed marked 
improvement in his muscle power over the next 2 weeks. 
The patient was discharged with nearly normal muscle 
power.

This patient had CIDP and the possible etiology could 
be the following: HCV infection related, Peglated 
treatment complication, and Peglated triggered CIDP. 
Interferon α-2a is a broad-spectrum antiviral agent. The 

Table 1: Motor nerve conduction studies

Motor nerve Lat (ms) Amp (mv) CV (m/s) F (ms)
Left medianus
Wrist-Left APB 3.3 6.4
Elbow-wrist 8.0 0.45↓ 43.6↓

Right medianus 23.8, 100%
Wrist-APB 3.6 7.1
Elbow-wrist 12.5 2.5↓ 25.5↓

Left peroneus
Ankle-EDB 3.3 9.5
Fib head-ankle 9.0 8.9 50.5
Ab knee-Fib 10.6 8.7 56.3

Right peroneus
Ankle-EDB 3.8 6.4
Fib head-ankle 9.5 6.4 49.6
Ab knee-Fib 11.4 6.4 48.9

Left ulnaris 23.5, 60%
Wrist-ADM 2.6 9.5
BL.elbow-wrist 5.8 2.3 70.9

Right ulnaris 18.9, 40%
Wrist-ADM 2.5 8.4

BL.elbow-wrist 5.5 7.1 64.3

Table 2: Sensory nerve conduction studies

Sensory nerve Peak lat 
(ms)

Amp (uv) CV (m/s)

Left medianus 
Dig III-wrist

2.8 8.7 65.4

Right medianus 
Dig III-wrist

2.4 9.3 66.7

Left peroneus superfic 
Calf-med Dor. Cuton

1.96 15.7 51

Right peroneus superfic
Calf-med Dor. Cuton

2.3 13.5 49.6
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