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[ Abstract] Objective Through the investigation on the effect of IL-1B on c-myc protein expression in
chondrocytes of mouse, to explore the role and mechanism of IL-1p in osteoarthritic cartilage injury and to find an
effective method for the treatment of osteoarthritis. Methods Chondrocytes were isolated from twenty C57BL/6
mice and cultured in vitro; the primary cultured chondrocytes were divided into 4 groups: A group, which was the
control group, was cultured in conventional medium (RPMI-1640 containing 10% FBS); B, C, D groups, which
were the IL-1p-treated groups, were cultured in conventional culture medium containing 1, 10 and 100 ng/ml IL-18,
respectively. After 12 h culture, experimental analysis were performed. Western Blot and flow cytometry method
were used to observe the expression changes of c-myc protein and the apoptosis rate of each group. Results  After 24 h,
the primary cultured cells started to be adherent with rounded or polygonal shapes; Volume of cells began to be
exaggerated at 4th or 5th cell passage, spindle-shaped. The blue-violet iso dye particles could be seen in the cells
by toluidine blue staining; Compared with control group, the c-myc protein levels were gradually increased in a
dose-dependent manner(P<<0.05) when the cells were treated with IL-1pB of different concentrations; compared
with control group, the apoptosis rate of chondrocytes challenged to IL-1p of different concentrations were
increased significantly, in a dose-dependent manner(P<<0.05). Conclusion Chondrocytes can be successfully
obtained with high purity and the viability of them is 90% above at 3rd cell passage; c-myc protein can be
up-regulated by IL-1B in a dose dependent manner and simultaneously the apoptosis rate are also increased
correspondingly, indicating that chondrocyte apoptosis could be induced by IL-1p through c-myc protein changes.
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