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Effects of IRAK4-IN-1 on inflammation and senescence phenotype in inflammatory chondrocytes of rat

Xu Tao, Zhang Minghuan. Department of Orthopedics, Wuhan Third Hospital, Wuhan Hubei, 430060, China

[Abstract] Objective To explore the effects of IRAK4-IN-1 on inflammation, catabolism and senescence phenotype in
inflammatory chondrocytes and the underlying mechanism. Methods Primary chondrocytes of SD rats were identified by
immunofluorescence and toluidine blue staining, and the safe concentration range of IRAK4-IN-1 was screened by CCK8
method. There were control group, IL-1B stimulated group and IL-1B+IRAK4-IN-1 (1, 5, 10 uM) group in the study.
Western blot assay was used to detect the protein expression of inflammatory factors, matrix degrading enzymes, aging
markers and P65/NF-kB pathway protein. Results IRAK4-IN-1 significantly inhibited the expression of inflammatory
factors iNOS, COX2, matrix degrading enzyme MMP13, ADAMTSS and aging marker P16 protein under the stimulation
of IL-1B. In addition, activation of P65/NF- kB pathway was also repressed. Conclusion IRAK4-IN-1 had anti-

inflammatory, anti-catabolism and aging-ameliorating effects, and inhibition of P65/NF- kB pathway might play an
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important part in the inflammation regulation.
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