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Effect and mechanism of interleukin-1 receptor antagonist protein on post-traumatic osteoarthritis in rats”
SONG Siqi' WU Dan® ,HU Yushi'®
(1. College of Sports Medicine and Health ,Chengdu Sport University ,Chengdu,

Sichuan 610041,China;2. School of Sport Science Beijing Sport University ,Beijing 100084 ,China)

[Abstract] Objective To investigate effect and mechanism of interleukin-1 receptor antagonist protein
(IL1IRA) on post-traumatic osteoarthritis (PTOA) in rats. Methods Fifty SD rats were randomly divided into
the sham operation group, model control group,ILL1RA low, medium and high doses groups (10,20,40 mg/
mL). Except for the sham operation group,the PTOA model was copied in the other groups. The level of IL-
1B8,1L-8 and tumor necrosis factor-a (TNF-o) was detected by using the enzyme-linked immunosorbent assay
(ELISA). The expressions of type [[ collagen (COL-][ ), Aggrecan, matrix metalloproteinase-1 (MMP-1),
MMP-13,a disintegrin-like and metalloproteinase with thrombospondin motifs-4 (ADAMTs-4) and ADAMTs-
5 mRNA were detected by the realtime PCR method. The expression of MMP-1, MMP-13, ADAMTs-4, AD-
AMTs-5, tissue inhibitor of metalloproteinases-1 (TIMP-1) and TIMP-3 protein was detected by Western
blot. Results Compared with the sham operation group, the levels of IL-18,1L-8 and TNF-¢ in the model
group were significantly increased (P<C0. 05),the expressions of COL-]] and Aggrecan mRNA were signifi-
cantly down-regulated (P<C0. 05),the expressions of MMP-1, MMP-13, ADAMTs-4 and ADAMTs-5 protein
and mRNA were significantly up-regulated (P<C0. 05),the expressions of TIMP-1 and TIMP-3 protein were
significantly down-regulated (P<C0. 05). Compared with the model group,the levels of 1L-18,11.-8 and TNF-«
in the ILIRA low,medium and high doses groups were significantly decreased (P<C0. 05),the expressions of
COL-]I and Aggrecan mRNA were significantly up-regulated (P<C0. 05), while the expressions of MMP-1,
MMP-13, ADAMTs-4 and ADAMTs-5 mRNA were significantly down-regulated (P<C0. 05) , the expressions
of ADAMTs-4 and ADAMTSs-5 protein were significantly down-regulated (P<Z0. 05) ,the expressions of TIMP-1
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and TIMP-3 protein were significantly up-regulated (P<C0. 05) ; the expressions of MMP-1, MMP-13 protein
in the ILIRA medium and high doses groups were significantly down-regulated (P <C0. 05). Conclusion

IL1RA has the curative effect on PTOA rats, which may be related with inhibiting extracellular matrix decom-

position and promoting the synthesis of extracellular matrix.
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