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Mechanisms of Long Non-Coding RNAs in Cartilage
Development and Related Diseases

XIE Feifei ¥, XIN Yinzi ¥, XU Min ", LI Jinghan 12 WANG Wei V
(1) Dept. of Orthodontics, School / Hospital of Stomatology Kunming Medical University,
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Kunming Yunnan 650106, China)

[Abstract] The growth and disease progression of cartilage are highly complex, influenced by various growth
factors, cytokines, and both internal and external environmental factors. This process is regulated by multiple
intersecting biological signaling pathways. Consequently, the study of its molecular mechanisms is crucial for the

development and treatment of cartilage—related diseases. Long non—coding RNAs (IncRNAs) are a class of regulatory
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non—coding RNAs with transcript lengths exceeding 200 nucleotides. They play a complex and precise role in

biological development, gene expression and epigenetics, and are closely associated with the onset, progression
and prevention of human diseases. In recent years, numerous IncRNAs related to cartilage growth and disease have
been discovered. This article systematically reviews the classification, function and mechanisms of action of
IncRNAs in cartilage development and disease. It reveals that various IncRNAs are involved in the onset and
progression of cartilage growth and diseases. Regulating the expression of relevant IncRNAs can alleviate cartilage

inflammation and slow disease progression. This paper aims to provide a scientific basis for basic research and

clinical application of IncRNAs in cartilage growth and disease.

[ Key words] Osteoarthritis;

development; Cartilage diseases
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