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Abstract

Acute onset quadriplegia is a potentially treatable neurological emergency. Common etiologies include radiculo-
neuropathies, compressive and non-compressive myelopathies. Spontaneous non traumatic spinal epidural 
hematoma is a relatively uncommon phenomenon. Here we report an interesting patient who developed 
coagulopathy related spinal epidural hematoma resulting in acute painful quadriplegia as a complication of 
hepatitis A infection.
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Introduction
Acute hepatitis due to Hepatitis A virus is usually 
a benign self-limiting disease conferring longterm 
immunity. Hepatitis A virus (HAV) infection 
rarely causes fulminant hepatic failure in people 
with no underlying liver disease.1 The outcome of 
Hepatitis A in patients with chronic Hepatitis B has 
been addressed in few reports.2 HAV is a single-
stranded, positive-sense, linear RNA entero-virus 
of the Picornaviridae family. Virus acquisition 
results almost exclusively from ingestion fecal oral 
transmission, although isolated cases of parenteral 
transmission have been reported. In general, the 
prognosis is good and recurrence or progression to 
chronic hepatitis do not occur usually. We report 
this extremely rare case of an adolescent male who 
developed acute onset quadriplegia due to severe 
coagulopathy induced spinal epidural hematoma 
as a complication of viral Hepatitis A infection.

Case presentation
A 14 years old boy was brought to the emergency 
department with history of sudden onset neck 
pain, one episode of non - bilious vomiting after 
getting up from bed followed by weakness of 
lower and upper limbs which progressed to trunk 
and respiratory muscle weakness and urinary 
retention over few hours. There was no history of 
headache, seizures or altered sensorium. He had 
a history of fever with jaundice 14 days back and 
was diagnosed as viral hepatitis A. He was treated 
symptomatically and discharged. There was no 
past�history�of�any�signi�cant�neurological�illness,�
trauma or bleeding manifestations. He was born 
to non-consanguineous marriage with normal 
development.

On examination patient was moderately built 
and nourished. He had a pulse rate of 104/min, 
blood pressure of 110/70 mmHg in rightarm, 
respiratory rate of 30/min, Spo2 98% on room air 
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and temperature of 99 degree F. Single breath count 
(SBC) was.8 General examination revealed deep 
icterus. Cardiovascular examination and chest 
auscultation were unremarkable and abdomen 
was soft. On neurological examinationhe was 
conscious, irritablebut obeying commands. Pupils 
were bilateral 2mm reacting to light,no nystagmus, 
normal fundus, no facial weakness and other 
cranial nerves examination was grossly normal. He 
was unable to lift his neck against gravity, power in 
all 4 limbs was grade 1/5 with hypotonia and deep 
tendon�re�exes�were�absentwith�extensor�plantars.�
Sensory level was appreciated at T5/T6 level and 
patient had urinary retention.

Fig. 1: MRI Sagittal view showing anterior epidural collection 
with layering extending from C2 to D8 level causing posterior 
displacement and compression of cervical and dorsal cord likely 
due to haemorrhage.

Fig. 2: MRI coronal view showing mild sprain of posterior para-
spinal soft tissues in cervical region.

MRI of whole spine with brain was done which 
revealed long segment anterior epidural collection 
(Figure 1) which was hyper intense on T2 and 
hypointense on T1. Complete blood picture revealed 
a low hemoglobin of 7.5gr %. Leucocytes and 
platelets were within normal limits. Liver function 
tests were grossly deranged with a Bilirubin of 
21.90 mg% (Direct-13.70 and Indirect-8.20), SGPT 
254u/l, SGOT 180u/l, Alk phosphatase 265.00 and 
total proteins 6.00 g%. PT was 68.0 sec, INR >8.0 
and APTT was 86.8 sec. HAV IgM antibody was 
positive. HBsAg, HBeAg, HCV and HIV were not 
reactive.��ANA�pro�le�was�negative.

Patient was admitted in intensive care unit and 
received 7 units of FFPs, 3 PRBCs  along with 
parenteral Vitamin K injections and ventilatory 
supportive care. Neuro-surgery consultation 
was taken followed by C3-C6 laminoplasty 
with evacuation of hematoma done on day 2 of 
admission. On day 5 tracheostomy was done and 
patient was gradually weaned of ventilator. He was 
discharged on day 15 with non-invasive ventilatory 
support to rehabilitation centre. Quadriplegia was 
persisting with grade 2 power in upperlimbs and 
grade 1 in lower limbs.

At two weeks follow up he improved further 
with spastic quadriplegia-grade 2 power in all 
limbs, stable hemodynamics and normal liver 
function tests.

Discussion
Neurological complications from hepatitis A 
are rare which include encephalitis, meningitis, 
Guillain-Barre� syndrome,� chronic� in�ammatory�
demyelinating polyradiculo-neuropathy, sensory 
neuropathy, mono-neuropathy simplex and 
multiplex, myasthenia gravis, myopathy and 
transverse myelitis.3

Our patient with history of HAV -Acute hepatitis 
diagnosed 14 days back presented with rapidly 
progressive ascending type of paralysis leading 
to respiratory muscle weakness. The presence 
of bladder involvement early in the course and 
bilateral extensor plantars in examination raised 
the possibility of alternative tdiagnoses other 
than Guillain Barre syndrome. The differentials 
for� acute� �accid� paralysis� with� extensor� plantars�
inlcude bilateral anterior cerebral artery infarct, 
bilateral medial medullary syndrome and acute 
transverse myelitis. Magnetic resonance imagining 
(MRI) of  whole spine  with brain was done, which 
showed spinal epidural hematoma extending from 
C2 to D8 level causing posterior displacement and 
compression of cervical and dorsal cord. MRI brain 
was normal.
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Spontaneous spinal epidural Hematoma is 
frequently� de�ned� as� occurring� in� the� absence� of�
any trauma and any iatrogenic procedure. This 
de�nition� includes� hematomas� secondary� to�
many causes including vascular malformations, 
coagulopathy and tumors.4,5 The term non-traumatic 
spinal epidural hematomais used alternatively for 
such conditions.6

Intraspinal hemorrhage was initially described 
by Du- Verney in 1688, although a later description 
of SSEH in a 14-year-old female by Jackson in 1869 
often is considered the initial report of this entity.7 
Irritability and neck pain in an afebrile child may 
be early sign of SSEH and often precede the onset 
of�neurologic�de�cits�by�several�hours�to�days�(8,9).
These signs should alert the treating clinician to 
consider SSEH and need for urgent MRI of spine 
for early diagnosis and treatment to minimise 
morbidity.

SSEH accounts for 40-50% of all reported cases 
of spinal epidural hematoma.10 About 25-30% are 
associated with the use of anticoagulants.11 Other 
causes include coagulopathies resulting from blood 
dyscrasias, such as leukemia and hemophilia, 
arterio-venous malformations and epidural 
hemangiomas.12,13,14 Other rare causes include toxic 
infectious states and whooping cough.15 Hematoma 
is frequently found in the cervico-thoracic and 
thoraco-lumbar junction,which are the sites of least 
resistance in the normal curved spine.16

Our patient had grossly deranged liver 
function tests and obvious laboratory evidence of 
coagulopathy at the time of onset of quadriplegia.
In view of the supportive imaging evidence and 
positive�serology�for�hepatitis�A,�nal�diagnosis�of�
coagulopathy induced spontaneous spinal epidural 
hematoma as a complication of viral hepatitis 
A was made. Surprisingly, no other bleeding 
manifestations were noted during hospital stay.
In addition to supportive care and management 
of complications of viral hepatitis A, prophylactic 
measures include community level education about 
good hygiene, clean water supplies and avoidance 
of� raw� shell�sh� or� uncooked� food.� Immunization�
for the high risk group should also be encouraged.

Conclusion
Spinal epidural hematoma should be considered 
in the differential diagnosis of acute onset 
quadriplegia. Patients with viral hepatitis and 
fulminant hepatic failure should be closely 
monitored for the development of neurological 
complications especially when coagulopathy is 
obvious. High index of clinical suspicion coupled 
with judicious utilization of imaging modalities 
including magnetic resonance imaging helps 
in appropriate management and reduction of 

morbidity.
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