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Acute Spinal Cord Ischemia
Following Surgery for DeBakey Type-1
Dissection of the Ascending Aorta

To the Editor:

We describe the case of a 68-year-old man seen in the
emergency room for sudden piercing chest pain radiating toward
the back. The electrocardiogram and analytical parameters
were normal; however, the chest x-ray showed mediastinal
widening. The chest and abdominal computed tomography
(CT) revealed DeBakey type 1 aortic dissection and TTE
showed severe aortic regurgitation. The patient underwent
emergency surgery. The entry site was at the origin of the left
subclavian artery, with retrograde progression to the aortic
valve and anterograde progression toward the thoracic aorta.
Under deep hypothermia and antegrade cerebral perfusion, 
the ascending aorta and aortic arch were replaced, with
reimplantation of the supraaortic branch and aortic valve
resuspension.

There were no complications in the postoperative care unit
and the patient was discharged at 48 h.

On postoperative day 3, the patient began to experience
symptoms of dysesthesia/paresthesia in the left leg that
progressed within 24 h to paraplegia of the legs with loss of
overall sensitivity (D10). Cranial CT study showed no signs
of ischemia and/or hemorrhage, and the chest and abdominal
CT indicated no progression of dissection. Magnetic resonance
imaging (MRI) of the thoracolumbar spine was consistent with
spinal cord ischemia (Figure 1).

On postoperative day 4, a lumbar catheter was inserted for
cerebrospinal fluid (CSF) drainage, with a CSF opening pressure
of 14 mm Hg and maintaining the intradural pressure at 5 mm
Hg. The motor deficit resolved in both legs 8 h after catheter
implantation; all other neurological symptoms improved
progressively.

The CSF drain was withdrawn after 4 days. Follow-up MRI
of the thoracolumbar spine showed no evidence of spinal cord
ischemia (Figure 2).

The patient was discharged 24 days after the surgery. At the
3-month visit following discharge, he presented complete
remission of the neurological symptoms and normal functional
capacity.

Perioperative spinal cord ischemia is one of the most serious
complications of thoracic and/or abdominal aorta surgery, with
a prevalence of 4% to 25%.1-3 Nevertheless, spinal cord ischemia
during the postoperative period following acute aortic dissection
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Figure 1. Magnetic resonance of the thoracolumbar spine showing a
hyperintense image in the T2 sequence (that was hypointense on T1)
from D7 to L2, consistent with spinal cord ischemia.

Figure 2. Magnetic resonance of the thoracolumbar spine shows no
signal intensity changes in the spinal cord indicative of ischemia.



is rare and only a few cases have been reported.4,5 The etiology
of postoperative spinal cord ischemia is multifactorial and
includes intraoperative factors (eg, insufficient arterial flow
to the spinal cord during aortic clamping and circulatory arrest,
proximal hypertension with elevated CSF pressure),1,2 acute
episodes of postoperative hypotension and hypovolemia,5

embolic/ thrombotic occlusion of the spinal arteries originating
from the false lumen,4,5 or mechanical compression due to the
dissection flap.

When paraplegia is established, there are few therapeutic
options and the efficacy of CSF drainage, corticosteroid therapy,
or hyperbaric oxygenation is uncertain.2,6 In the case described,
even though the patient’s paraplegia had lasted 24 h, he
experienced rapid clinical improvement after CSF drainage,
with complete resolution of the motor deficit only a few hours
later.

Although the efficacy of these therapeutic measures is
described in the literature as uncertain, CSF drainage is a simple,
rapid technique that, in our case, was effective for treating an
established motor deficit.

Carlos Martín, Alberto Forteza, 
Mercedes Navarro, and José Cortina

Servicio de Cirugía Cardiaca, 
Hospital Universitario 12 de Octubre, 

Madrid, Spain.

REFERENCES

1. Wada T, Yao H, Miyamoto T, Mukai S, Yamamura M. Prevention

and detection of spinal cord injury during thoracic and

thoracoabdominal aortic repair. Ann Thorac Surg. 2001;72:80-5.

2. Puttaswamy V, Bennett M, Frawley JE. Hyperbaric oxygenation

treatment of acute paraplegia after resection of thoracoabdominal

aortic aneurysm. J Vasc Surg. 1999;30:1158-61.

3. Wan IY, Angelini GD, Bryan AJ, Ryder I, Underwood MJ. Prevention

of spinal cord ischaemia during descending thoracic and

thoracoabdominal aortic surgery. Eur J Cardiothorac Surg. 2001;

19:203-13.

4. Sakurada T, Kikuchi Y, Nakashima S, Koushima R, Kondo N,

Kusajima K. A case of paraplegia after replacement of the ascending

aorta and the total aortic arch for the DeBakey type 1 acute aortic

dissection. Kyobu Geka. 1997;50:1041-4.

5. Medalion B, Bder O, Cohen AJ, Hauptman E, Schachner A. Delayed

postoperative paraplegia complicating repair of type A dissection.

Ann Thorac Surg. 2001;72:80-5.

6. Fleck T, Hutschala D, Weissl M, Wolner E, Grabenwoger M, Austria

V. Cerebrospinal fluid drainage as a useful treatment option to relieve

paraplegia after stent-graft implantation for acute aortic dissection

type B. J Thorac Cardiovasc Surg. 2002;123:1003-5.

Conservative Management of
Spontaneous Left Main Coronary
Artery Dissection

To the Editor:

Spontaneous coronary artery dissection (SCAD) is a rare,
probably underdiagnosed cause of acute coronary syndrome
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and sudden death that mainly affects young, previously healthy
patients. The etiology of this condition is still uncertain, and
the limited evidence regarding treatment is based on clinical
case descriptions and retrospective analyses.

We describe the case of a 36-year-old woman with no
cardiovascular risk factors or other relevant history who
consulted for chest pain of 1 h duration. An electrocardiogram
done by an out-of-hospital emergency service showed ST
elevation in I and aVL, a reciprocal decrease in the inferior
leads, and hyperacute T-waves at V4 through V6. After
antiplatelet, anticoagulant, and nitrate therapy, the elevated ST
normalized and the patient arrived at the hospital asymptomatic.
The left ventricular ejection fraction (LVEF) was severely
depressed (30%) due to extensive anterolateral akinesia.
Scheduled coronary angiography 48 h later showed coronary
arteries with no atherosclerosis, and a slight loss of diameter
in the proximal and middle segments of the left anterior
descending artery (LAD). Intravascular ultrasound (IVUS)
revealed an intramural dissection and hematoma affecting the
LAD (minimum lumen area, 3.78 mm2) and the left main
coronary artery (LMCA) (minimum lumen area, 7.5 mm2)
(Figure 1). There was no evidence of intimal rupture. Based
on the patient’s stable status and TIMI III flow, observation
was decided, with continuation of medical therapy and hospital
monitoring and angiographic follow-up a few days later.
Coronary angiography and IVUS at 18 days showed
reabsorption of the intramural hematoma and sealing of the
LAD and LMCA dissection (Figure 2). Echocardiography done
before discharge showed normalization of the LVEF and
contractility in the previously affected regions, except for mild
apical hypokinesia. The hormone, autoimmune, and pregnancy
studies were negative.

More than 250 cases of SCAD have been described,
particularly in young pregnant women (80%) around the time
of delivery or in relation to the use of contraceptives. It is
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Figure 1. Coronary angiography and intravascular ultrasound 48 h after
admission. Intramural dissection and hematoma are seen between the
middle segment of the left anterior descending artery and the proximal
left main coronary artery.


