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Natural Course of Lumbar Spinal Stenosis
Myun Whan Ahn

Department of Orthopaedic Surgery,
College of Medicine, YeungNam University, Daegu, Korea

—Abstract—

The purpose of this paper is to review the natural course of spinal stenosis in order to
establish an optimal therapeutic plan. As the population becomes older, this condition is
encountered more frequently. The numbers of detected cases were increased internationally
with the diagnositc tools improved. Good knowledge of natural evolution and of the predictive
factors influencing the course of the disease is crucial for the selection of methods of
treatment. Unfortunately, in contrast with numerous reports of the results of surgical series,
few studies have been reported on the natural evolution. However, results of the studies
analyzed in this review suggest that a substantial proportion of patients do not automatically
deteriorate and will remain unchanged or even improved by medical means. They also
suggest that patients with severe baseline symptoms, block stenosis and degenerative

spondylolisthesis tend to require surgical decompression.
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Table 1. Classification for spinal stenosis

Pathophysiologic classification

1. Congenital, developmental spinal stenosis
a. Idiopathic
b. Achondroplastic
2. Acquired spinal stenosis
a. Degenerative
b. Combinded congenital and degenerative
stenosis
c¢. Spondylolisthetic, Spondylolytic
d. Iatrogenic: post-laminectomy, post—fusion
e. Post-traumatic
f. Metabolic: Paget's disease, fluorosis
Anatomical classification
1. Central
2. Lateral

a) Lateral recess
b) Foraminal

ATk %“ﬂ’ﬂ e %
T 5 GERkE 015}7} Jel=HA A
3l5) 31, g% 3Hdemyelination) 2 /34 H
3} 59 FxF wgE =Y 47 Ut o
23k gk 71 A WeE A wkee A
o] 23¥(venous engorgement)y} EwHo] X

H(arterial insufficiency) §°] T Ao
FAEI JJom oo g thgst A ETQI
(cytokine)o] AAFE| 1L Z-g3te] 23R H
W3kE gt a4A WAHs 59
frdshke AoE ddsta Qo g‘ﬁ?ﬁ‘ﬁ
o] Al ofgt HFH {2 1) 4l

A ¥k (neuroischemic  cascade), 2)
A9k (inflammatory cascade) 2 3)

A(instability)ol] &, ax] ¥ALE

¢

>

¢
o
olN
ox

> o olN et hm
o o ox 1o rE o U

Lm{mnﬁﬁh

o[ﬂ
o

S50



Al ok

[

2
k7
fir) Nc m
] ]
) b I o
f=Rb] o = @
B o O o
B E e t
=5 2 o i
= o o
© O = &~
95 2 8 a
D o O w 93]
- -
=
e & =
p = p— “
= — &
g g S
— 44 -
< z =
w» - =
< [ m
= A
©
-4
1]
[a}
=
©
7
|
2 £
ol 2,
) v

file)

iy
N
&a

No

5] B A AA Bk

]

HARE 24 d)lol weba ofgA

1HE o

9

of o

o|J
_iﬂ

ol

BE

Internal Disc Disruption
HNP' : Herniated Nucleus Pulposus

Fig. 1. Three stages of Kirkaldy-Willis’ degenerative
spinal lesion.
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Fig. 3. Classification for spinal stenosis according



Table 2. Marchetti-Bartolozzi classification for spondylolisthesis

Developmental Acquired

High dysplastic Traumatic
Acute fracture

xl‘t[i 131]515 . Stress fracture
1t elongation Postsurgical
Direct
Low dysplasti .
W dysprastic Indirect
With Iysis Pathologic .
With elongation oca )
Systemic
Degenerative
Primary
Secondary
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Fig. 5. Etiology and pathogenesis for spondyloli-
sthesis.
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