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Abstract

Diabetes mellitus (DM) and osteoporosis (OP) are two different diseases with different complica-
tions. The combined effects of chronic hyperglycemia, lipid deposition, poor blood supply, glucose
toxicity and oxidative stress can lead to osteoporosis. In addition to diabetes patients, other drugs
that cause or relieve diabetes can also cause osteoporosis; Drugs such as cortisol, immunosuppres-
sants, diuretics, and calcitonin have similar pathways. Objective: To study the relationship between
diabetes mellitus and osteoporosis from the perspective of pathogenesis and drug interaction.
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