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ABSTRACT Objective: To investigate the changes of IL-1 8 and MMP-3 metabolism in normal chondrocytes under hydrostatic p-
ressure, and the difference between OA and loaded chondrocytes, with the normal adult and OA chondrocytes as the object. At the same
time, to investigate the correlation between IL-1 and MMP-3 of chondrocytes in the mechanical stimuli. Methods: The third generation of
the chondrocytes, which come from the knee articular cartilage of adult normal cultured in vitro, were randomly divided into loaded
groups and control groups. Toluidine blue staining and type Il collagen immunocytochemical staining were applied to identify the
chondrocytes. The loaded group was put into the high hydrostatic pressure loading system filled with the mixed gas with 95% air and 5%
CO,, periodically pressurized to 10 MPa pressure, 2h per day for Sdays. The cell culture fluid of the loaded group, control group and OA
group was used to detect the content of IL-1 and MMP-3 respectively in before compression, 3days and 5 days after compression. MTT
assay analyzed the information of chondrocytes cell multiplication in three groups. The bivariate correlation was used to analysis the 1L-1
and MMP-3 level. ANOVA was used to compare the IL-1 and MMP-3 content in three groups. Results: There was a positive correlation
between IL-1 3 and MMP-3. The content of IL-1 3 and MMP-3 in OA group was higher than that in the loaded and control group, while
which in loaded group was higher than that in the control group. Compared with that in the control group, the proliferate peak decreased
and the platform time shortened on the growth carve of the loaded and OA group. Conclusion: 10MPa intermittent hydrostatic pressure
could inhibit the proliferation of chondrocytes, and increase the secretion of MMP-3 and IL-1p.
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Fig.1 Type II collagen immunocytochemical staining
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