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[Abstract] Objective

teoarthritis rat model and to initially clarify its function. Methods

To explore the expression of microRNA-34a(miR-34a) in sodium iodoacetate-induced rat model of os-
Thirty male Wistar rats were selected. The right knees were in-
jected with sodium iodoacetate (model group) and the left knees served as the control group without injecting by sodium iodoace-
tate. The expression levels of miR-34a in the synovial fluid and articular chondrocytes were compared between two groups after con-
structing the model. Articular chondrocytes in the two groups were separated for conducting the primary culture, after miR-34a
knockdown, the flow cytometry was used to determine cell apoptosis. Results The Makin score in the model group was (5. 09+
1. 35) points, which was (1. 274-0. 64) points in the control group, the difference had statistical significance (P<C0. 05). Compared
with the control group,the expression levels of miR-34a in the synovial fluid and articular chondrocytes in the model group were in-
creased.,the difference was statistically significant(P<C0. 05). After the miR-34a knockdown by using its complementary antisense
fragment,articular chondrocytes apoptosis in the model group was significantly inhibited(P<C0. 05). Conclusion The expression of
miR-34a in the synovial fluid of sodium iodoacetate-induced knee osteoarthritis is increased, moreover inhibiting the microRNA-34a
expression could reduce the apoptotic rate of articular chondrocytes in osteoarthritis rat.
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