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Research progress of ceRNA regulatory network in osteoarthritis and current status of

Chinese medicine intervention
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(Abstract] Osteoarthritis (OA) is one of the most common bone and joint diseases, and its etiology is complex and diverse,
and the pathogenesis is still unclear, which restricts effective diagnosis and treatment. The biological functions and characteristics of
various non—coding RNA and pseudogenes are summarized in detail, and their critical roles as competing endogenous RNA
(ceRNA) in regulating OA biological processes such as chondrocyte proliferation and apoptosis, cellular autophagy, extracellular
matrix metabolism, inflammatory response, immune dysregulation, and oxidative stress damage are described, and highlight the
involvement of validated ceRNA in the biological functions of OA. In addition, the limitations of current ceRNA theories are
discussed, possible directions are proposed, the role of ceRNA as new therapeutic targets, prognostic regression and diagnostic
markers is envisioned, and the current status of Chinese medicine in treating OA through ceRNA mechanisms is presented.
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