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[Abstract] Diabetes mellitus is associated with alveolar bone defects during implant therapy due to the mutual influence
of its systemic complications and local oral conditions, which cause osseointegration failure and pose a challenge for
treatment. The treatment of such bone defects is still clinically difficult at present. However, a growing number of studies
focused on the mechanism and repair methods for the bone defect. With the in-depth study of the etiology mechanism,
comprehensive treatment programs are gradually improving. This paper reviewed the etiology and treatment of the alveolar

bone defect in diabetic condition from both systemic and local aspects and provided new ideas for clinical treatment.
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