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[Abstract] Drug-induced diabetes mellitus (DIDM) is secondary diabetes caused by drugs, with different influencing factors and complex
pathogenesis. Clinical data have shown that a variety of commonly used drugs, including calcineurin inhibitors, glucocorticoids, antihypertensives,

lipid-lowering and anti-atherosclerotic drugs, and antipsychotic drugs, can cause DIDM. This article reviews the research on pathogenesis of

DIDM in the past years according to the drug category, in an attempt to provide guidance for the prevention and treatment of DIDM.
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Table 1 Summary of pathogenesis of different drugs inducing DIDM
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PKB: phosphorylated protein kinase B (WfEZ (b2 [ ¥H§ B) ; Irs2: insulin receptor substrate 2 (Jifh 22K 2) 5 GLUT4: glucose
transporter 4 (Hj & HEFEIZ1A 4) 3 Mig-6: mitotic gene-6 (74243 %4-6 B:[H& 1) ; Pdx1: pancreatic duodenal homeobox 1 (JE-+ —%&
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