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Classification and Pathophysiology of Low Back Pain

Kwang-Hoon Chung*, Sang-Rim Kim

Department of Orthopaedic Surgery. College of Medicine. Cheju National University. Jeju 690-756, Korea

Abstract: Disorders of the lumbar spine are exceedingly common. Particularly in the industrialized nations, lower

back pain is the most common causes of disability. But only 1 percent of patients with episode of low back pain

require prolonged treatment, and even less eventually require surgery. The etiology of low back pain is not fully

understood. There have been numerous studies that examined suspected etiologic causes of low back pain. Discogenic

pain, facet joint pain, iliolumbar fascial syndrome, radiating pain, referred pain, cord pain have been the most

extensively studied. We now discuss the current concept of the pathophysiology and etilogy of the low back pain.
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Heavy physical work

Frequent bending and twisting
Lifting, pushing and pulling
Repetitive work

Static work postures

Vibrations

Psychological and psychosocial factors
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Factor Importance
Age Certain
Sex Probable
Posture Low (severe only)
Anthropometry Low
Muscle strength Low (work-related)
Physical fitness Low (work-related)
Spine mobility Low
Smoking Probable
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Immediate onset, With a duration of

Acute
0 to 3 mos.
Slow onset, With a duration of 0 to
Subacute
3 mos
Chronic More than 3 mos in duration
Symptoms recurring after an interval
Recurrent Ymp g
of no symptoms
mos: months
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