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The role of H-type vessels as a mediator of subchondral bone remodeling

and cartilage degeneration in the pathogenesis of knee osteoarthritis

Ye Zifeng', Yuan Yiwei', Qiu Liguo', Kuang Gaoyan’,Lu Min’
(1.The First Clinical School of Chinese Medicine , Hunan University of Chinese Medicine ;
2. Department of Orthopedics and Traumatology , The First Hospital of Hunan University of Chinese Medicine )
[ Abstract] There is a close relationship between subchondral bone remodeling and angiogenesis in knee osteoarthritis (KOA). Type H
vessels, a newly identified subtype of bone vasculature , play a pivotal role in linking angiogenesis with osteogenesis by mediating
signals through various cytokines, thereby regulating bone growth and homeostasis. During KOA development, mechanical loads and
factors like transforming growth factor— 31 (TGF-B1) , platelet—derived growth factor-BB (PDGF-BB) , vascular endothelial growth
factor (VEGF) cause abnormal H-type vessel growth in subchondral bone and cartilage. This suggests that H-type vessel regulation
might be a potential KOA treatment mechanism. This article explores the role of H-type vessels in subchondral bone remodeling and
cartilage degeneration and the factors driving their abnormal growth, which provides a theoretical basis for further research and high-
lights the potential of targeting H-type vessels for KOA treatment.
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