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Progress in the pathologic role of active oxygen in periodontitis
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Abstract ; Periodontitis is a chronic inflammatory disease that causes injury in periodontal tissues,including gum, periodontal ligament
and alveolar bone. The main cause of periodontal tissue destruction is the host immune response to oral microbes and their metabolites,
in which the steady-state imbalance of reactive oxygen species and the antioxidant defense system play an important role. Increased reac-
tive oxygen species induce autophagy,leading to apoptosis of the corresponding tissue. To further elucidate the role and mechanism of

oxygen reduction in autophagy of periodontitis,and to study the therapeutic strategies of periodontal disease has certain clinical signifi-

cance. In this article,we briefly reviewed the related pathological effects of ROS on periodontitis.
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