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Research progress of the mechanism in contrast-induced
acute kidney injury in the context of diabetes mellitus

LI Yanfei, REN Ke”*
(Department of Radiology, Xiangan Hospital of Xiamen University, Xiamen 361102, China)

[Abstract] With the development of radiology, the application of contrast agent is more frequent, and the incidence of
contrast-induced acute kidney injury (CI-AKI) is increasing. At present, the pathogenesis of CI-AKI is not completely

clear, especially of CI-AKI in the context of diabetes mellitus (DM). The high glucose state in DM may promote CI-AKI.

The research advances of the mechanism of CI-AKI in the context of DM were reviewed in this article.
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