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Mechanisms of increased fracture risk in patients with
type 2 diabetes mellitus
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[ Abstract] Fracture risk in the patients with type 2 diabetes mellitus( T2DM) is higher than the non-
diabetic population, however, bone mineral density( BMD) in T2DM patients is higher or equal to that
of non-diabetic population. Thus, the increased fracture risk in T2DM patients may induced by the
impaired bone quality. Data have shown that the increased fracture risk in T2DM patients can be
contributed by hyperglycemia, increased advanced glycation end products, decreased insulin concentration
or defects of insulin function, decreased insulin-like growth factor-1 level, increased oxidative stress
and improper secretion of proinflammatory cytokines. These pathophysiological factors in T2DM
patients may induce the imbalance of osteoblast and osteoclast function leading to increase of fracture
risk. Moreover, several types of antidiabetic drugs can also increase the fracture risk, such as insulin,
thiazolidinediones ( TZDs ) and sodium-dependent glucose transporters 2 inhibitors ( SGLT-2i). In
addition, increased risk of fall induced by hypoglycemia, chronic diabetic complications and muscle
dysfunction may also contribute to fractures in patients with type 2 diabetes.
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