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[Abstract] As the most important pathological feature of periodontitis, alveolar bone resorption also results in tooth
loss and oral dysfunction. According to recent research, the host immune response is the major factor leading to alveolar
bone resorption. Antibodies, immune cells and inflammatory cytokines involved in this procedure cause an imbalance of
bone formation and destruction, which is called osteoimmunity. Given the importance of adaptive humoral immunity dur-
ing periodontitis, B cells are considered crucial in the development of periodontitis. Therefore, establishing B cell osteo-
immunity is an effective way for us to deeply assess the start, development and prognosis of periodontitis. It has been

proven that the development process of B cells is accompanied by changes in bone density or morphology. We have re-
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viewed previous literature to understand the role of B cell bone immunity in the pathological process of periodontitis,
and the results showed that B cells regulate the development of bone cell lines through transcription factors (such as

RANKL, PU.1, E2A, etc.). In addition, various cytokines expressed by B cells (such as [FN-+y, IL-17, IL-10, TGF-3,

etc.) can participate in the regulation of bone cells.
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clear factor kappa-B ligand receptor activator; interferon-vy;
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Figure 1 B cell osteoimmunology diagram
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