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Research Progress of Statins — Induced New — Onset Diabetes and Its Pathogenesis
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Abstract: Objective To provide a basis for the rational use of statins in the clinic. Methods The relevant foreign literature about the
influence of statins on new —onset diabetes in recent years were reviewed and summarized. Results New —onset diabetes induced by
statins was affected by the types,time period of use and dosage of statins,and the patient’s conditions. The possible mechanisms of in-
ducing new —onset diabetes were mainly divided into two categories: 1) blocking the calcium —ion channel of pancreatic beta — cell and
inhibiting the synthesis pathway of hydroxymethylpentanic acid to reduce insulin secretion;2) inhibiting the expression of glucose trans-

porter 4 through HMGCR gene polymorphism, reducing of microcapsule proteins, adiponectin and leptin to increase insulin resis-

tance. Conclusion

The relationship between statins used in the clinic and new —onset diabetes is clarified, which is helpful for the

clinical selection of appropriate statins for individual treatment according to the etiological factors of patients.
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