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Abstract: Tumor necrosis factor-o  (TNF-a), a proinflammatory cytokine, plays an important role in many inflammatory diseases. Chronic apical
periodontitis is a chronic inflammatory disease characterized by periapical tissue inflammation and alveolar bone destruction. A large number of
studies have shown that TNF-a may be related to the pathogenesis of chronic periapical periodontitis. This article reviews the production cells of

TNF-a and its family members and receptors, signaling pathways, biological effects and their expression and role in chronic periapical periodontitis,

in order to provide reference for the diagnosis and treatment of chronic periapical periodontitis.
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