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[Abstract] Objective:To observe the expression of interleukin—1 beta(IL-18),interleukin—1 receptor I (IL-1
R 1) in the intervertebral disc of passive cigarette—smoking rats and investigate the possible mechanism of
disc degeneration induced by the passive smoking.Method:60 four-week—old rats were used and divided into
6 groups randomly,10 in each group were subjected to passive smoking box to induce intervertebral disc
degeneration.Group 1 were used as the control,group 2.3 .4 were sacrificed respectively at 2 weeks .4 weeks,
8 weeks of passive smoking,group 5.6 were both given passive smoking for 8 weaks,then group 5 were
sacrificed 4 week after cessation of smoking,group 6 were 8 weeks after cessation of smoking.[4/5 discs were
harved ,and the histological changes were observed by HE staining,the expression of IL-1B and IL-1 R I
was examined by immunohistochemical staining.Result:HE staining showed that there was no obvious disc
degeneration in 2 weeks passive smoking group,grade 2 or 3 disc degeneration in 4 weeks group,grade 3 or
4 disc degeneration in 8 weeks group.Cracks,tears,and misalignment of annulus fibrosus were observed clearly
in the intervertebral disc 8 weeks after passive smoking,after 8 —week cessation of smoking,the disc
degeneration could be repaired to some extent.There were more IL-1B.IL-1 R I positive —staining cells 2
weeks after passive smoking,the rate of IL-18.IL-1 R 1 positive—staining cells was (76+3.2)% and (46%
2.8)% respectively after 8 weeks of passive smoking.Expression of IL-1f and IL-1 R I decreased at 4
weeks cessation of smoking,the rate of IL-1B.IL-1 R I positive—staining cells were (66+2.9)% and (38%
22)% at 8 weeks,both were conspicuously higher than that of non-smoking group (P<0.01).Conclusion:
Passive smoking could induce irreversible intervertebral disc degeneration,with worse degeneration in longer

passive smoking.IL-1B .IL-1 R I may be the important factors in the mechanism of disc degeneration.
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