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[ Abstract] Type 2 diabetes is a high-profile global public health problem, particularly in
Asia. The young age of onset, low body mass index, and early appearance of pancreatic islet
dysfunction are characteristics of Asian patients with T2DM. Metabolic surgery has become the
standard treatment for T2DM patients and can significantly improve T2DM through a variety of
mechanisms including modulation of energy homeostasis and reduction of body fat mass. Indeed,
restoration of islet function also plays an integral role in the remission of T2DM. After metabolic
surgery, islet function in Asian T2DM patients has improved significantly, with proven short-term
and long-term effects. In addition, islet function is an important criterion and reference for patient
selection prior to metabolic surgery. The mechanism of islet function improvement after metabolic
surgery is not clear, but postoperative anatomical changes in the gastrointestinal tract leading to a
number of hormonal changes seem to be the potential cause, including glucagon-like peptide-1,
gastric inhibitory polypeptide, peptide YY, ghrelin, and cholecystokinin. The authors analyzed the
current retrospective and prospective studies on the effect of metabolic surgery on the islet function
of Asian T2DM patients with a low BMI and its mechanism, summarized the clinical evidence that
metabolic surgery improved islet function in Asian T2DM patients with a low BMI, and discussed its
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underlying mechanism. It is of great significance for realizing personalized and precise treatment of

metabolic surgery and further improving its clinical benefits.

[ Key words] Type 2 diabetes; Metabolic surgery; Body mass index, low; Islet function
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