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Surgical Management of Extensive Degenerative Lumbar Stenosis

Ki Soo Kim, M.D., Yeub Kim, M.D,, Seong Taek Kim, M.D., Jae Woon Koh, M.D.
and Young Soo Choi, M.D.

Department of Orthopaedic Surgery, Kwang-ju Christian Hospital

Degenerative stenosis is the most common type of spinal canal stenosis.

It develops secondary to a combination of factors that include hypertrophy of facet joints, verte-

bral osteophytes, hypertrophy of ligamentum flavum and bulging of annulus fibrosus.

The canal narrowing in this condition is not uniform at several levels throughout the spinal axis

but rather is narrowed segmentally.

From January 1986 to May 1990, authors had treated surgically for 34 cases of degenerative

lumbar stenosis involving at least 3 segments.

There were 18 males and 16 females. Their average age was 54.1 years(range 41-75).

The aims of surgery were to provide better quality of life through the improvement neurogenic

claudication, back or leg pain, and activity of daily living.

Follow up was obtained on 30 patients at an average 28.2 months(range 12-65 months).

Results were as follows:

1. The main surgical indications were severe neurogenic -claudication (less than 200 meters) and

" /or intractable low back or radiating pain.

2. In addition to well known pathology such as hypertrophy of facets and annular bulging, severe
venous engorgement just like varicose veins surrounding spinal canal and/or nerve root tunnel
was noted in 4 patients.

3. Most of patients were treated with adequate posterior decompression, posterolateral fusion and
transpedicular screw fixation. But, 6 patients were not instrumented.

4. Authors assessed the results according to the changes of neurogenic claudication, low back-
ache, radiating pain, activity of daily living, grade of satisfaction by patients and neurologic
deficit before and after surgery. Results in our 30 cases were excellent in 3 cases(10%), good
in 16 cases(53.3%), fair in 8 cases(26.7% ) and poor in 3 cases(10%).

5. Complications were relatively high.

6. It seems rigid fixation with instrument is valuable in elderly patients with high instability.

7. Poor prognostic factors were obesity, industrial patients and severe osteoporosis.

Key Words:Extensive degenerative lumbar stenosis, Wide decompression.
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Table 1. Age and Sex distribution

Sex Male Female Total %

Age.
40-49 7 6 13 433
50-59 5 6 11 367
60-69 3 2 5 167
70-79 1 1 3.3
16 14 30 100.0

Total (533) (467)
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Table 2. Clinical Symptoms and Signs

No. of pt. %
Low back pain ’ 28 93.3
Radiating pain 25 83.3
Neurogenic
Claudication 23 76.7
SLR Limitation 11 36.6
Motor weakness 17 56.7
Sensory deficit 9 30
Decreased DTR 18 60

Table 3. Duration of symptoms

Duration(year)

No. of pt. %

1- 3 11 36.7
3-5 9 30

5- 10 7 23.3
Over 10 3 10

Total 30 100
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Table 4. Pathologic Findings of Lumbar Steno-

sis

No.of pt. %
Hypertrophy of facet joint 26 86.7
.. Annular bulging 24 80
Posterior vertebral 12 40
osteophyte
Severe venous congestion 4 13.3
Hypertrophy of ligamentum 3 10
flavum
2 6.6

Hypertrophy of lamina
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Table 5. Complications

.. No. of

Complication patient
Wound infection 5
Screw and/or rod breakage 2
Motor weakness 1
8

Total

Table 6. Author's Modified Evaluation System in Extensive Degenerative Lumbar Stenosis
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Table 7. Evaluation Results

Result No. of pt. %
Excellent 3 10
Good 16 53.3
Fair 8 26.7
Poor 3 10

Total 30 100

- ol

EFS dFE L4 3d8F 28 A &
AP 1dE vdstz Fx$Fol AT 4=
ARG A #xF 1dedMe F% 2 A
B2 F9 A AH Tl UM

EY E
L 331

564 EA A2 10deld 8 58FF ¢ T
g3 #g(100m)E& F422 HEFd FAEA
olgta HAY deFF ¥F R ¥ Fud
A Zazh AR g AR AR 8
7 oAddtd] AA AU 5 I R 8&F

=

29 A3 3 AUE B 5 AneH
(Fig. 1-1), #5% 29<3% ¢4 A%H @3
g, oiyel ges 23 94 2 23
Bel B2 AAY + YU 57 A458
27 #2014 1 RS} A% AL F 9

A }H(Fig. 1-2).
NEe BEYF 2¢EH Cotrel-Dubousset

EEERDIEE LTI TS

29 ABFATHFig. 1-3). 5 36719 2A]
zael 5A% @A ARB FNE
Gz &3ATh (Fig. 1-4)

2. 88 2

514 oA B2 1dolgel 2¥EER o
A PAE P 28 HB(10m)e FEE
A7 BA2A o8H FAAY A AAY A

A} %2 305, A= 0%, sud R =ud

-491-

$+2= g, & FFA 2AYe] Fairz
AR G AN ARRAE 837
Hke] 44 5 ¥4 € AF S0 g F 5
b Aol 42748 Rojn(Fig. 2-1), A
ZhgdA HA 835 o2y F8E Ve
2 Qlevd, HAFEH ©F FFY L34, L4-5
237 §4 A0 §7 2 21T WAR @
q v ¥ 24& BYdh(Fig. 2-2).

A8 A2-58F% T HdAeH FUT
&4 3 F Cotrel-Dubousset?] 7] & o] &
F YWaAFESR FE2Y S AP en,
&3 12719 FAA F4o 33 A A
A5 HrNE Fzd F3AH(Fig. 2-3).
% 4084 858 4FF d& WA A
A4 Rod¢} Screw g & (Fig. 2-4) H& AA
&8 ANYsdoen, 5424 Rod, Screw,
DTT(Device for Transverse Traction) 3 o]

g



Fig. 1-1. Preoperative radiographs show severe spur formation, lumbar scoliosis(15°) and pos-terior
displacement of L3 on L4.

Fiviia A - = Tia-x
Fig. 1-2. Computed tomographs show multiple indentation, spuring and disc bulging, esp. left side of
L4-5.
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Fig. 1-3. Postoperative radiographs(Wide decompression, Cotrel-Dubousset instrumentation and
posterolateral fusion) show well restoration of lumbar lordotic curve.

e

Fig. 1-4. Radiographs show good maintenance of instrument at 36 months after operation.
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Fig. 2-1. Preoperative radiographs show spur formation with the loss of normal lordosis and scolio-
sis(7°).

Fig. 2-2. Lumbar myelogram show multiple indentation. Computed tomographs show facet joint
hypertrophy, bulging of annular ligament and foraminal narrowing at L34, L4-5.
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Fig. 2-3. Radiographs show wide decompression, C-D instrumentation and posterolateral fusion at
immediate postoperation(left) and at 12months after operation(right).

2-4. Radiohraphs show breakage of Rod and screw at 14months after operation.
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Fig. 2-5. Radiographs show partal removal of C-D instrument at secondary operation(left) and at

20 months after operation(right).

[

Fig. 3-1. Preoperative radiographs show the loss of normal lordosis and spur formation of L4.
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Fig. 3-2. Lumbar myelogram show multiple indentations. Computed tomographs show annular bulg-
ing at L3-4, L4-5, L5-S1, herniated intervertebral disc at L4-5.

Fig. 3-3. Postoperative radiographs(Wide decompression, discectomy of L4-5, posterolateral fusion).
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Fig. 3-4. Radiographs show well consolidation of posterolateral fusion at 14 months after operation.
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