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Abstract

With the progress of population aging, diabetes mellitus is getting more and more attention, and the incidence of osteoporosis as
one of the chronic complications of diabetes mellitus is increasing year by year.The occurrence and development of type 2 diabetic
osteoporosis involves a variety of mechanisms such as glucose metabolism, bone metabolism and other mechanisms, and the
pathogenesis of the mechanism is complex, and the current research is still unclear.Systematic understanding of the pathogenesis
of type 2 diabetic osteoporosis may provide more ideas for the clinical treatment of patients with diabetes mellitus combined with
A systematic understanding of the pathogenesis of type 2 diabetic osteoporosis can provide more ideas for the clinical treatment of
patients with diabetes mellitus combined with osteoporosis, thus reducing the risk of adverse events in diabetic patients. In this paper,
the research progress of MME and MECOM in type 2 diabetic osteoporosis and the pathogenesis of type 2 diabetic osteoporosis will
be elaborated, and the relationship between osteoporosis and type 2 diabetes mellitus will be further clarified.
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