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The aortic dissection may result in spinal cord

ischemia and subsequent paraparesis. However,

the presentation of aortic dissection with both

paraparesis and the absence of characteristic pain

is very unusual. Our patient had the progressive

flaccid paraparesis without characteristic pain.

The initial impression was GBS because of the

antecedent history of febrile illness, the absence

of sensory or sphincter involvement, the negative

spine MRI, and the loss of F-wave responses in

initial electrophysioloic studies. The diagnostic

pitfall will be discussed.

Case Re po r t

A 61-year-old man presented with paraparesis

noted on the day of admission. He did not com-

plain of chest or back pain. On past medical his-

tory, he had no history of hypertension and his

blood pressure was normotensive. Two months

ago, he had the history of flank pain with spon-

taneous remission. Two weeks prior to admission,

he had been investigated for febrile illness of

unknown origin. However, diagnostic studies did

not reveal any remarkable findings and fever was

subsided spontaneously. On neurologic examina-

tion, the motor power was grade 4+/ 4+ in both

lower extremities. The power of both upper

extremities was normal. Deep tendon reflexes

were decreased in his legs and plantar responses

were down going. The sensation of in his legs and

the sphincter function were normal. On the day

of admission, MRI of the whole spine was

obtained to investigate the spinal cord lesion, but

did not reveal any remarkable findings (Fig. 1A).

The chest X-ray showed no remarkable findings.

The initial NCS obtained on the day of admission

showed the absence of F-waves in both legs. The

amplitude of the compound motor action potential

(CMAP) was decreased only in the left peroneal

and posterior tibial nerve. The nerve conduction

velocities of both lower extremities were normal.

The NCS of both upper extremities were com-

pletely normal. The laboratory examination

revealed mild leukocytosis (10,560/ul) and elevat-
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ed ESR (46 mm/hr). The patient refused the CSF

study. After admission, the paraparesis was

slightly aggravated and we started intravenous

immunoglobulin therapy under the impression of

GBS. On the third hospital day, he complained of

abdominal pain and physical examination

revealed the abdominal bruit and absence of arte-

rial pulsation in both lower extremities which had

been ignored in the initial examination. The chest

and abdominal computed tomography (CT) scan

was performed under the impression of aortic

dissection. The CT scan revealed the dissection of

the descending aorta, involving from T8 to T9 and

from L2 to the bifurcation of common iliac arter-

ies (Fig. 1B, C). The immunoglobuin therapy was

discontinued and beta-blocker was started. The

follow-up NCS after 4 days did not show any sig-

nificant interval changes except for the appear-

ance of F-wave responses in the right peroneal

and posterior tibial nerve and the improvement in

the amplitude of CMAP in the left peroneal nerve.

The paraparesis persisted with some fluctuation.

The surgical intervention was consulted, but

refused by the patient. 

D i s c u s s i o n

In our patient, paraparesis might be caused by

the spinal cord ischemia secondary to aortic dis-

section because it involved the lower thoracic and

lumbar area and might interrupt the blood flow

through the Adamkiewicz artery. The blood flow

of thoracolumbar area has been known to be

greatly dependant on the Adamkiewicz artery and

this area may be vulnerable to ischemia in this

s i t u a t i o n .1 MRI is sensitive method to detect the
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Figure 1. MRI of the whole spine did not reveal any remarkable findings in spinal cord (A). CT scan of the abdomen shows the dis-
section of the descending aorta (arrows), involving from T8 to T9 (B) and from L2 to the bifurcation of common iliac arteries (C). 

Figure 2. The intrinsic blood supply of the spinal cord.
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spinal cord infarction, but could be negative in

some cases with incomplete infarction or if

obtained in early stage.2,3 

Spinal cord infarction secondary to aortic dis-

section could be confined to the gray matter and

adjacent white matter, in which cases there is

motor weakness but no sensory involvement as in

our patient. Previous pathologic studies showed

the predominant involvement of gray matter and

adjacent white matter with relative sparing of the

peripheral white matter.4 Intrinsic blood supply of

the spinal cord could explain the selective vulner-

ability of these areas. The two systems consist of

the intrinsic blood supply of the spinal cord (Fig.

2). The first system is the central branches and

supplies the gray matter and adjacent white mat-

ter. The second system is the pial arterial plexus

and supplies from one-third to one-half of the

outer rim of spinal cord, including the spinothal-

amic tracts. The central branches arise from the

anterior spinal artery which is reinforced by the

radicular arteries originated from aorta. This

reinforcement is crucial and could be seriously

affected by the aortic dissection. However, the

pial arterial plexus are formed by the circumfer-

ential branches from one anterior spinal artery

and two posterior spinal arteries and intercon-

nected by the anastomotic channels. Thus the pial

arterial plexus is less affected by the aortic dis-

section and the spinal cord ischemia can present

only with weakness but no sensory involvement.

The branches of lumbar, iliolumbar, and lateral

and median sacral arteries supply the sacral seg-

ment of spinal cord and also constitute the anas-

tomotic loops with posterior spinal arteries. Thus

the sacral area is relatively resistant to ischemia

and this might be related to the sparing of

sphincter function. 

In our patient, the antecedent febrile illness

commonly associated with GBS led us to consid-

erable diagnostic confusion. In the literature, the

cases of aortic dissection presenting with fever of

unknown origin have been reported.5 , 6 The suba-

cute inflammatory response due to continuing

dissection may be responsible for fever. 

The initial NCS of our patient showed the

absence of F-waves with normal nerve conduc-

tion velocities in both lower extremities. These

findings are consistent with the early findings in

patients with GBS.7 However, we can rule out the

possibility of GBS because the follow-up NCS

showed the reappearance of F-waves and normal

conduction velocities. It has been reported that

the absence of F-wave can be the early findings

and potential source of diagnostic error in acute

m y e l o p a t h y .8 , 9 The F-waves represent the back-

firing of the activated motor neurons in response

to antidromic stimulation. The excitability of

motor neurons is under the control of descending

excitatory pathway and local inhibitory system.

Thus the increased local inhibition secondary to

the lesion of descending excitatory pathway may

be the one of postulated mechanisms of decreased

F-wave response in acute myelopathy.9 D i r e c t

ischemic injury of the spinal motor neuron could

also contribute the absence of F-waves. 

In this patient, thorough examination of

abdominal auscultation and arterial pulsation

might have avoided the delay in diagnosis and the

unnecessary therapy.
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