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alone. As the observed neck in dissecting aneurysms 
may not represent the point of maximal weakness of 
the vessel wall (which may be more proximal i.e. at the 
site of intimal tear), clipping the neck alone does not 
rule out reformation of another aneurysm proximally. 
Hence, deliberate surgical PAO distal to all brain stem 
feeders was chosen. Furthermore, our patient already 
had an established occipital infarct and hence fresh 
deficits would not develop even if collaterals failed to 
maintain supply to the PCA territory after PAO. To 
conclude, surgical PAO in dissecting posterior circulation 
aneurysms has a definite role if the aneurysm is distal, if 
done in patients with an established infarct and where 
reduction of raised intracranial pressure is a priority.

Prasad Krishnan, Rajaraman Kartikueyan,  
Eswararao Thamatapu, Siddhartha Roy Chowdhury
Department of Neurosurgery, National Neurosciences Centre, 

Kolkata, West Bengal, India

Address for correspondence:  
Dr. Prasad Krishnan,  

Flat 3B, 9 Southend Park,  
Kolkata ‑ 700 029, West Bengal, India.  

E‑mail: prasad.krishnan@rediffmail.com

References

1.	 Luo Q, Wang H, Xu K, Yu J. Endovascular treatments for distal posterior 
artery aneurysms. Turk Neurosurg 2012;22:141‑7.

2.	 Liu L, He H, Jiang C, Lv X, Li Y. Deliberate parent artery occlusion for 
non‑saccular posterior cerebral artery aneurysms. Interv Neuroradiol 
2011;17:159‑68.

3.	 Taqi MA, Lazzaro MA, Pandya DJ, Badruddin A, Zaidat OO. Dissecting 
aneurysms of  posterior cerebral artery: Clinical presentation, angiographic 
findings, treatment, and outcome. Front Neurol 2011;2:38.

4.	 Oran  I, Cinar  C, Yağci B, Tarhan  S, Kiroğlu Y, Serter  S. Ruptured 
dissecting aneurysms arising from non‑vertebral arteries of  the posterior 
circulation: Endovascular treatment perspective. Diagn Interv Radiol 
2009;15:159‑65.

5.	 Sherman P, Oka M, Aldrich E, Jordan L, Gailloud P. Isolated posterior 
cerebral artery dissection: Report of  three cases. AJNR Am J Neuroradiol 
2006;27:648‑52.

6.	 Cui  L, Peng  Q, Ha  W, Zhou  D, Xu  Y. Parent artery occlusion for 
intracranial aneurysms. Interv Neuroradiol 2009;15:309‑15.

7.	 van Rooij  WJ, Sluzewski  M, Beute  GN. Endovascular treatment 
of  posterior cerebral artery aneurysms. AJNR Am J Neuroradiol 
2006;27:300‑5.

8.	 Honda M, Tsutsumi K, Yokoyama H, Yonekura M, Nagata I. Aneurysms 
of  the posterior cerebral artery; Retrospective review of  surgical 
treatment. Neurol Med Chir (Tokyo) 2004;44:164‑9.

Access this article online
Quick Response Code:

Website: 
www.ruralneuropractice.com

DOI:  
10.4103/0976-3147.140023

Chronic subdural 
hematoma presenting 
as diplegia-A rare 
presentation
Sir,
Correlative clinical neurology, imaging findings and 
surgical results run hand in glove. There are, however, 
at times we do face discordance/unexplainable clinical 
parameters or radiological features. Patients with chronic 
subdural hematomas usually present with refractory 
headache, amnestic deficits, lack of concentration 
and hemiparesis.[1] However, atypical presentations 
have been described. We herein present one such rare 
presentation of chronic subdural hematoma presenting 
as cerebral diplegia with preserved mentation and 
urinary incontinence.

A 60‑year‑old male presented to emergency medicine 
department with gradually progressive weakness of all 
limbs and urinary incontinence for a total duration of 
20 days. He had a trivial fall about 20 days back due to 
fall in the bathroom. Over next 5 days, the attendants 
noted that he was dragging his left foot in a circular 
fashion. He had gradual involvement of his right 
lower limb with urinary incontinence in about 10 days 
and was bed ridden. He had no difficulty in using his 
upper limbs. Three days later he developed weakness 
of left upper limb which was noted when he was not 
able to hold a glass of water. He was evaluated with 
a CT scan brain plain and referred to us. Upon arrival 
to emergency department, the patient was conscious 
and coherent. Pupils were bilaterally 2.5  mm and 
were briskly reacting to light. Bilateral fundii showed 
papilledema. He had spastic paraplegia of both lower 
limbs and left upper limb  (power‑  spastic 0/5). Right 
upper limb was 3/5, distal weaker than proximal. His 
deep tendon reflexes were brisk and plantars bilaterally 
extensor. There were no signs of meningeal irritation. 
Sensory examination was unremarkable. His repeat CT 
scan brain plain and contrast showed bilateral chronic 
subdural hematoma, right  >  left, with midline shift 
to the left by 10 mm and imminent uncal herniation. 
There was no collection noted in the interhemispheric 
region. The higher cuts through the parietal region 
too were clear. After evaluation of his hematological 
parameters (bleeding time, clotting time, prothrombin 
time and aPTT) which were normal, he was managed 
by bilateral frontal and parietal burr holes, evacuation 
of altered subdural blood and closed drainage system, 
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under scalp block. In the immediate postoperative 
period, there was improvement in his motor power to 
4+/5 in all the limbs. The drainage system was removed 
after 72 hours. However, to rule out a cervical pathology, 
a lateral radiograph of the cervical spine was performed 
which was normal.

In the absence of sensory findings, the pattern of 
progression of the weakness was the main contention 
which was akin to the progressive lesion in and around 
the paracentral lobule (parasagittal) as opposed to the 
pathology located far away, laterally. We reviewed the 
literature for presentation of chronic subdural hematoma 
with presentation as quadriplegia and found very few 
articles[2‑4] [Table 1].

The proposed mechanisms described are‑
•	 Compression of anterior cerebral arteries 

(proximal‑altered sensorium; distal‑clear mentation)
•	 Compromise to venous drainage leading to cortical 

function
•	 Direct compression of the cortex.

A combination of both arterial and venous flow 
abnormalities along with perfusion abnormalities might 
well be the cause of diplegia, referred to as diaschisis. 
The disease process of chronic subdural was described 
as a “the great neurological imitator” by Patter and 
Fruin.[5] The intention to present this case is to highlight 
the fact that the physiological changes that occur in the 
microcirculation are still not completely understood and 
represent a gray zone for further exploration.

It is prudent to be aware of such abnormal presentation 
of a relatively common neurological disease for early 
treatment.
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Table 1: Chronic subdural hematomas presenting as quadriparesis
Author Presentation Progression Imaging Follow up
Shields et al.,[2] 
1980

Paraparesis Gait disturbances-paraparesis with alert 
mentation

CECT brain-small ventricles 
with effacement of 
sub‑arachnoid spaces

Cerebral angiogram-extra 
cerebral lentiform mass

2 months

Lesoin et al.,[3] 
1983

Progressive 
quadriparesis

Case 1-initially altered mentation followed by 
weakness of both lower limbs over a period of 3 
months which rapidly progressed to quadriparesis

Case 2-right leg weakness rapidly progressed to 
quadriparesis in 5 days duration

CECT brain-bilateral chronic 
subdural hematoma

Cerebral angiogram-bilateral 
extra cerebral lentiform 
collection

Both patient 
improved to 
normalcy in a 
month

Kyriacou et al.,[4] 
2012

Paraparesis Both lower limbs simultaneously CECT brain-bilateral chronic 
sub dural hematoma

3 months

Improved to normal
(Present case) Quadriparesis Weakness started in left upper limb ‑ right lower 

limb ‑ left upper limb ‑ right upper limb
CECT brain-bilateral chronic 
subdural hematoma, 
Right>Left

Improved in the 
immediate post‑op 
period

CECT: Contrast enhanced computerized tomography
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