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Abstract. Bone marrow mesenchymal stem cells (BMSCs) are pluripotent stem cells that are present in the bone marrow stroma
and potential for multi-directional differentiation. Their natural regenerative capacity plays an important role in bone growth and
metabolism and bone turnover. Notch signaling pathway is a highly conserved signal transduction pathway in evolution. It is related
to the growth, differentiation, and apoptosis of bone marrow mesenchymal stem cells, affecting human bone development, and is
also an important regulatory pathway for various bone metabolic diseases. Previous studies of the Notch signaling pathway are mainly
focused on neural stem cells, and little is concerned on BMSCs. This paper describes the regulation of BMSCs by different factors
through Notch signaling pathway by literature searching, and summaries the recent research of Notch signaling pathway in metabolic
diseases such as Alagille syndrome, Adams Oliver syndrome, spinal rib dysplasia, Hajdu-Cheney syndrome, and fracture healing.
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Fig.1 Notch signaling pathway and bone remodeling regulation
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