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[Abstract] Osteoclasts are the only cells responsible for bone resorption in the body, and osteoblasts are the main
cells responsible for bone regeneration in the body. Under physiological conditions, these cells maintain a dynamic bal-
ance to maintain bone homeostasis. It was widely believed that the imbalance of bone metabolism is mainly affected by
the expression of related inflammatory factors. However, with the gradual expansion of related studies in recent years,
autophagy has been shown to be closely related to the differentiation, apoptosis and functions of osteoclasts and osteo-
blasts. AMP-activated protein kinase (AMPK) is an important regulator of energy metabolism in vivo and is involved in
the regulation of autophagy and bone homeostasis in bone metabolism-related cells. Periodontitis is a chronic infectious
disease, and its typical symptoms are alveolar bone resorption. At present, controlling the level of periodontal inflamma-
tion and alveolar bone resorption more effectively in clinical practice remains a challenge. The detection of AMPK and
autophagy levels in bone metabolism-related cells shows certain prospects for the clinical prevention and treatment of
periodontitis in the future. Therefore, this article reviews the regulation of periodontal inflammation levels and bone ho-

meostasis through cell autophagy related to AMPK-mediated bone metabolism.
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