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[Abstract] Objective:To investigate the expression of cyclooxygenase-2 (COX-2) and vascular endothelial
growth factor(VEGF) in lumbar disc herniation and explore their significance in the pathogenesis of interver-
tebral disc degeneration and relationship between lumbar protrusion types.Method:62 discs from patients with
lumbar disc herination(22 inflation type,20 extrusion type,20 sequestration type) were collected.The disc her-
niation were obtained from two zone of disc:zone A was hernia tissue or separate fragment,zone B was the
remainder nucleus pulpous of lumbar intervertebral disc.In control group,12 normal discs were harvested from
4 young fresh specimens obtained from two zone of disc:zone A was the margin of lumbar intervertebral
disc,zone B was the center nucleus pulpous of lumbar intervertebral disc.The expression of COX -2 and
VEGF were evaluated immunohistochemically,and their average optical density were assayed by image analy-
sis system.Result;: COX-2 and VEGF were overexpressed in LDH group especially in extrusion and sequestra-
tion type.There were no expression in control group.The expression of COX-2 and VEGF gradually raised
from inflation, extrusion to sequestration type at zone A in LDH group(P<0.01).The expression of COX-2 and
VEGF were higher at zone A than at zone B in LDH group (P<0.01).A positive correlation was found be-
tween the expression of COX-2 and VEGF in LDH group (r=0.855,P<0.01).Conclusion:COX-2 and VEGF
are involved in the pathogenesis of lumbar disc degeneration and lumbar disc herniation.COX-2 and VEGF
play critical role in the development of lumbar disc degeneration and herniation.The inhibition of COX-2 and
VEGF should be promising in dealing with early disc degeneration.
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