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[Abstract] Adiponectin, an adipocytokine secreted by adipocytes, has emerged as a potential treatment agent for
type 2 diabetes. Adiponectin plays a variety of physiological roles in regulating glucolipid metabolism, oxidative stress,
inflammatory responses and bone metabolism by binding to its receptors expressed on a variety of cells and tissues. Nu-
merous studies have confirmed the strong association of adiponectin with type 2 diabetes-related periodontitis. Adiponec-
tin can improve systemic insulin resistance by increasing insulin sensitivity and promoting insulin secretion. It improves
the periodontal inflammatory response by inhibiting the expression of proinflammatory cytokines induced by Porphy-
romonas gingivalis lipopolysaccharide and promoting M2-type polarization of macrophages. In addition, adiponectin in-
hibits osteoclast differentiation and maturation through various pathways, such as Wnt/3 -catenin and NF-«k, and pro-
motes osteoblast differentiation to regulate bone metabolism, thus improving periodontal bone resorption and destruc-
tion. Therefore, adiponectin is expected to become a therapeutic target for type 2 diabetes-related periodontitis. Due to
the physiological characteristics of adiponectin, its clinical application has been somewhat limited. This article reviews
the latest research progress on adiponectin in type 2 diabetes-related periodontitis, aiming to elucidate the possible ef-
fects of adiponectin on type 2 diabetes-related periodontitis in terms of glycemic control, anti-inflammation and bone me-
tabolism and to provide some opinions on the treatment of this disease and the development of relevant drugs.
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Figure 1 Mechanisms by which adiponectin improves type 2 diabetes-related periodontitis
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