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Research Status of Diabetic Ostecporosis
AN Yanjun, CAO Tianyi, MOU Xin
Abstract: Diabetic ostecporosis(DOP) refers to the endocrine and metabolic disease characterized by hyperglycemia and
reduced bone mineral density. With the annually increasing incidence of diabetes, DOP is gradually becoming the severe
complication that senile patients with diabetes may face. In Chinese medicine, the understanding of its pathogenesis,
prevention and treatment progressively deepens, and significant therapeutic effect has been gotten in the clinical practice.
This article reviewed the current research status of DOP in respect of its pathogenesis, risk factors and Chinese medicine

syndrome.
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