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Effects of miR—-145-5p on joint inflammation in collagen—induced arthritis mice
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(1.Department of Chinical Laboratory, General Hospital, Tianjin Medical University, Tianjin 300052, china;2. Department of Clinical
Laboratory, Tianjin Port Hospital, Tianjin 300456, China)

Abstract Objective: To investigate the effect of miR-145-5p on joint changes in collagen—induced arthritis (CIA) mice. Methods: The
CIA was induced by immunization of bovine type Il collagen in DBA/1 mice, and the joint index scores and degree of paw swelling were
compared. After the model was formed, they were randomly divided into agomiR -145 -5p group and agomiR —-NC group toperform
interference.Foot micro—CT radiographs, ankle pathology score, paraffin sections, and HE staining were measured. IHC was used to detect
the expression of MMP -1, MMP -3, MMP -9, MMP -13, IL.-17 and ADAM17 in the ankle joint. Results: The CIA mouse model was
successfully established. Compared with the agomiR -NC group, bone erosion was more severe in the agomiR -145 -5p group.
Histopathology showed synovial inflammation was reduced, and immunohistochemistry showed MMP-3 and MMP-9, MMP-13 and IL.-17
levels increased, MMP-1 levels were not different, and ADAM17 levels decreased (P<0.05). Conclusion: We have successfully established
a CIA mouse model and found that miR-145-5p could aggravate joint destruction while partially inhibiting joint inflammation in CIA mice.
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Fig 2 Hind paws of CIA mice before and after injection
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Fig 3 Hematoxylin and eosin staining of sections from the hind

paws of CIA mice
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Fig 4 Histopathological scores of CIA mice
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Fig 5 Comparison of bone destruction
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Fig 6 Immunohistochemistry (IHC) and quantification of MMP-1, MMP-3, MMP-9, MMP-13, IL-17, and ADAM17in CIA mice
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