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The Significance of Computerized Tomography in Spinal Stenosis

Han Koo Lee, M.D., Hee Joong Kim, M.D. and Seong Il Bin, M.D.

Department of Orthopedic Surgery, College of Medicine, Seoul National University

Spinal stenosis is a localized narrowing of spinal canal due to strurctural abnormalities. Its symptoms are

obscure, and characterized by chronic, poorly localized, bilateral nerve root compression signs. Computeri-

zed tomography (CT) has been accepted as almost an absolute diagnostic method for spinal stenosis after
its application in the orthopedic field. During the period of 2 years, from March 1982 to March 1984, 26
cases of spinal stenosis were treated surgically after both CT scanning and myelography.

We obtained following results about advantage of CT scanning in spinal stenosis.

1. Myelography showed following findings: Hourglass defect 9, Complete block 8, Unilateral focal de-

fect 4, Uniform narrowing 1, Mixed 2, Negative finding 2. Myelographic finding was not specific for

spinal stenosis and diagnostic accuracy was inferior to CT.

. The type of spinal stenosis was identified by CT scan finding. Of 26 cases, 21 cases were degenera-

tive spinal stenosis, of which central stenosis was present in 7 cases, and lateral stenosis was present in

all cases. The remaining 5 cases were combined type, and both central and lateral stenosis were pres-

ent in all cases.

. The diagnostic accuracy -in localizing the level of stenosis was 61.5% by myelography, and 96.2%

by CT scan. CT was especially superior to myelography in the localization of the multi-segmental ste-

nosis.

4. CT gives valuable information about extent and degree of stenosis, especially lateral recess stenosis,

thus helping the surgeon to decide on the extent of decompressive lamininectomy preoperatively.
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Table 1. Age and Sex distribution
Age/Sex Male Female Total %
31—40 3 3 6 23.1
41—50 5 10 15 57.7
51—60 1 3 4 15.4
61—79 1 1 3.8
Total 10 16 26 100
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Table 2. Clinical symptoms

Symptoms No. of Cases %
Pain 24 92.3
in low back and legs 21 80.8
in low back 1 3.8
in legs only 7.7
Claudication 20 76.9
Numbness 2 7.7
Voiding difficulty 1 3.8
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Table g Clinical signs

Signs No. of Cases %
Straight leg raising
{Less than 70 degrees) 8 30.8
Motor deficit 12 46.2
Sensory deficit 9 34.6
Absent reflex activity 10 38.4
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Table 4. Myelographic findings

Findings No. of cases %
Unilateral focal defect 4 15.4
Hourglass defect 9 34.6
Complete block 8 30.8
Uniform narrowing 1 3.8
Mixed 2 7.7
Negative 2 7.7

Total 26 100.0
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Table 5. Type of spinal stenosis

A4 H33 A5 o dgek(Tab-

Type No. of Centra.l Latera']
Cases stenosis stenosis
Degenerative 21 7 21
Congenital 0 0 0
Combined 5 5 5
Total 26 12 26
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7Fig. 1. Degenerativ;ei stenosis. Lateral 7myelogram shows multiple constriction of dural sac and complete
block at L4-5. CT scan shows asymmetrically distorted spinal canal by hypertrophied articular facet and lateral

recess stenosis

L4-5.

Fig. 2. Combined stenosis. Lateral myelogram shows uniform narrowing and multiple constriction of dural
sac. In CT scans, spinal canal is developmentally narrow and distorted by hypertrophied articular facet.
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Table 6. Level of stenosis: Comparison of level of stenosis, which is detected by myelographic finding,

CT finding and operative finding respectively.

e
1 Level 14 (53.8) 11 (42.3) 11 (42.3)
Le_s 12 9 9
LS, 2 2 2
2 Level 7 (26.9) 8 (30.8) 9 (34.7)
L., & LS, 2 7 8
Ly, & L., 5 1 1
3 Level 2 (7.7) 6 (23.1) 5 (19.2)
Ly s-Le_s 1 1 1
Ly_o-LiS, 1 5 4
4 Level 0( 0 1 (3.8) 1 (3.9
L._s+-LiS, 0 1 1
N'ig::l‘i’:e;’ Not 3 (11.6) 0( 0 0( 0
Total 26(100.0) 26(100.0) 26(100.0)
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