
CASE REPORT

Spinal cord infarction as a complication of percutaneous
coronary intervention

A Kaya, Z Yıldız and Z Nurkalem

Objectives: Acute spinal cord ischemia syndrome (ASCIS) due to coronary invasive intervention is rarely seen. In this case report we
wish to highlight the mortality and morbidity of this entity.
Methods: Case report.
Results: A 60-year-old woman, diagnosed with acute myocardial infarction, presented with paresthesia and paraparesis of her legs
after coronary invasive intervention. Magnetic resonance imaging showed hyperintensity from T6 to T10 consistent with ASCIS.
Despite immediately starting rehabilitation program the patient never regained ambulation.
Conclusion: Spinal cord infarction secondary to coronary intervention is rare, but when it presents the mortality and morbidity are
high.
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INTRODUCTION

Acute spinal cord ischemia is a rare but mortal disease. The frequency
of acute spinal cord ischemia syndrome was 1.2% of all stroke
admissions to a community hospital during a 52-month period.1

Aortic pathologies, atherosclerosis, degenerative spine diseases,
cardiac source of embolus, systemic hypotension and epidural
anesthesia are etiological factors.2 There are only a few case reports
about acute spinal cord ischemia as a complication of percutaneous
coronary intervention in the literature.3,4 Despite various clinical
presentations, it usually presents as an acute intense back pain
followed by paresthesia, progressive weakness of legs, paraparesis
and loss of sphincter control. Magnetic resonance imaging (MRI) of
the spine is the diagnostic tool.

CASE REPORT

A 60-year-old woman presented with chest pain that started with
increasing intensity 2 h before she was admitted to our emergency
department. The patient has diabetes mellitus, hypertension and
hypercholesterolemia. The patient is a heavy cigarette smoker with a
smoking history of 40 pack-years. The electrocardiogram showed no
ischemic change, while cardiac injury marker troponin I was found to
be 8, 89 pgml�1. Owing to persistent chest pain, the patient was
referred to the catheterization laboratory. At coronary angiography,
the right coronary artery was found to be obstructed 90% in the
proximal segment. The lesion was successfully treated with a stent
implant and the patient was transferred to the coronary intensive care
unit. After intervention, the chest pain subsided but the patient
started to complain about an acute, intense lumbar pain, paresthesia
and weakness of the lower extremities.
Apart from lost ability of sensation and moving of the lower

extremities, the physical examination revealed no abnormal vital

findings. The heart rate was 86beatsmin�1, blood pressure 130/
79mmHg, artery oxygen saturation 96%, body temperature 36.7 1C
and peripheral pulses normal. A cranium computerized tomography
did not show any bleeding or ischemia. On neurological examination,
the patient’s mental functions were normal, and so were upper
extremity reflexes and muscle strength. Deep tendon reflexes were
absent, and muscle strength was bilaterally 0/5 in all key muscles of
the lower extremities by manual muscle testing. While light touch and
pin prick sensation was absent below T5, vibration and positional
senses were preserved. Owing to neurological findings, the patient was
thought to have an ASCİS caused by the intervention. MRI had
already detected hyperintensity in T2 W imaging from T6 to T10 in
sagittal (Figure 1) and transversal (Figure 2) views and focal cord
enlargement from T6 to T10 with associated hypointensity in the
same level of cord on sagittal T1W images (Figure 3), which indicate a
spinal cord infarction at the thoracic segment.

DISCUSSION

The upper spinal cord is supplied by two posterior spinal arteries and
one anterior spinal artery, which arise from vertebral arteries. The
lower spinal cord is supplied by radicular branches of intercostal and
lumber arteries. The major anterior radicular artery originating from
any level between T5 and L2 is named the Adamkiewicz artery.5 Our
patient’s MRI images showed infarction of the spine from T6 to T10,
which corresponds to the supply region of the Adamkiewicz artery.
Therefore, an embolus of the Adamkiewicz artery during the cardiac
intervention through aorta is the most likely cause.
Autonomic dysfunction, the loss of ability of sensation, motor

deficit and areflexia are the main neurological findings of anterior
spinal cord syndrome. Neurological examination of our case revealed
normal mental functions, normal upper extremity reflexes and muscle
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strength, while deep tendon reflexes and motor functions were absent
in the lower extremities. Light touch and pin prick sensation is absent
at level T6, and the lower, vibrational and positional senses were
preserved. As a consequence of neurological examination findings the
patient was thought to have an acute anterior spinal cord ischemia
syndrome due to the intervention. The level of neurological findings
suggests strongly ischemia of the anterior spinal cord below T5 and
embolus of the Adamkiewicz artery was confirmed. MRI helped us to
make correct diagnosis by showing a hyperintensity of between T6 to
T10 on T2W images and a bulky cord and hypointensity on T1W
images.
The rehabilitation program started immediately and the patient

was transferred to the physiotherapy and rehabilitation unit of
another hospital. The patient was followed for 3 months in hospital
under the surveillance of cardiology, psychiatry, neurology and
physiotherapy. Unfortunately, the patient never regained ambulation.

Figure 1 Sagittal cut view of spinal MRI (T2W) shows hyperintensity from

T6 to T10.

Figure 2 Transverse cut view of spinal MRI (T2W) shows hyperintensity of

the medulla spinalis.

Figure 3 Sagittal cut view of spinal MRI (T1W) shows bulky cord and

hypointensity from T6 to T10.
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CONCLUSION

Acute spinal cord ischemia syndrome secondary to vascular
invasive intervention, especially coronary intervention, is a very rare
complication. If spinal cord injury occurs despite all the security
measurements being protective, it is crucial to work as a team and
start early rehabilitation.

LIMITATIONS

We would like to thank reviewer 2 for his/her attention to the CT
angiogram for the Adamkiewicz artery, which is crucial for diagnosis.
In our case a control CT angiogram for Adamkiewicz artery was not
done because the possible harm of contrast to the kidney and radiation
(the patient was exposed to the radiation four times and to the
contrast two times). This could be a limitation of our case report.
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