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Bariatric surgery for type 2 diabetes mellitus: Prospect and controversy

[Summary] Obesity is a major independent risk factor for the development of type 2 diabetes. As a
consequence, the currently increasing prevalence of obesity is associated with a growing incidence of
T2DM. Apart from medical treatment, bariatric surgery has also acquired favorable effect, and the

mechanism which improve type 2 diabetes has been extensively studied. At the same time the side effects

and the indications of bariatric surgery should be paid a great attention.
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