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[Abstract] The development of hard tissue is a crucial aspect of organismic development. The small integrin-binding li-
gand N-linked glycoprotein family plays a pivotal role in regulating hard tissue development, including promoting the dif-
ferentiation of stem cells into odontoblasts or osteoblasts and regulating the gene expression of these cells. Research
showed that mutations in the genes encoding this protein family can lead to abnormal mineralization of hard tissue, resul-
ting in diseases such as hypophosphatemic rickets and dentinogenesis imperfecta. In recent years, scholars have conducted
in-depth research on this protein family involved in hard tissue development. These studies have revealed the main mole-
cular regulatory mechanism of the protein family and deepened our understanding of its role and mechanism. This review
summarizes the role and the associated molecular regulatory mechanisms of the small integrin-binding ligand N-linked
glycoprotein family in regulating hard tissue development.
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