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[Abstract] This review summarizes the biological characteristics of type H vessels and their regulatory
networks [platelet—derived growth factor BB (PDGF-BB), hypoxia—inducible factor-1a (HIF-1at)/vascular endothelial
growth factor (VEGF), Slit guidance ligand 3 (SLIT3), and the Notch signaling pathway], and summarizes the
molecular mechanisms by which Traditional Chinese Medicine (TCM) promotes bone repair through multi-target
interventions in type H vessel formation. As a specialized capillary subtype, type H vessels play a core role in
bone repair through the angiogenesis—osteogenesis coupling mechanism. TCM monomers such as total flavonoids
of Drynaria fortunei and naringin, as well as compound formulations such as Wenyang Bushen Formula (% [8
#ME77) and Shenggu Zaizao Pill (B Hi£HU), can increase type H vessel density and enhance the osteogenesis—
angiogenesis coupling effect by activating the PDGF-BB or HIF-o/VEGF signaling axis, regulating the
osteoprotegerin  (OPG)/receptor activator of nuclear factor kappa—B ligand (RANKL)/receptor activator of nuclear
factor kappa—B (RANK) system, and modulating SLIT3 expression. Current research still faces challenges such

as ambiguous targets of TCM components, controversy over the source of SLIT3, and insufficient clinical translation.
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