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[Abstract] Bone tissue remodeling during bone injury recovery is a well-regulated dynamic process, of which the pro-
minent role of immune balance on bone homeostasis is increasingly understood. Among the various immune cells, T-hel-
per 17 cells (Th17) and regulatory T cells (Treg) have attracted considerable attention because of their contradictive roles
in inflammatory response and bone homeostasis. The imbalance of the Th17/Treg cell balance is closely associated with
va-rious bone metabolism disorders, and regulating this balance may provide novel strategies for bone injury repair. Thus,
this review focuses on the balance between Th17 and Treg in bone remodeling and their impacts on oral and maxillofacial
damage recovery.
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Tab 1 The function of Th17 in osteoimmunology and relevant mechanisms
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Tab 2 The function of Treg in osteoimmunology and relevant mechanisms
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