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Astaxanthin Attenuates Contrast — induced Acute Kidney Injury by Regulating SIRT1/ PGC - 1o/NRF1 Signaling Pathway. Xu Yang, Li
Wenhua, Zheng Di, et al. Institute of Cardiovascular Disease, Xuzhou Medical University, Jiangsu 221000, China

Abstract Objective To investigate the protective effect of astaxanthin ( AST) on Rat renal tubular epithelial cells (NRK - 52E)
injury induced by Iohexol (1), and to explore its possible mechanism. Methods NRK - 52E cells were randomly devivided into six
groups : normal group ( Control group) , vehicle group ( DMSO group) , iohexol group (I group) , astaxanthin group ( AST group) , astax-
anthin plus nicotinamide group (AST + NA group) , and nicotinamide group (NA group). The cell proliferation was measured by CCK -
8 assay. The levels of malonaldehyde (MDA) were measured by thiobarbituric acid mthod. Intracellular reactive oxygen species ( ROS)
levels was measured by Flow cytometry. The protein levels of SIRT1, PGC - 1a and NRF1 were detected by Western Blotting. Results
Compared with Control group, I group showed suppressed proliferation, the increased levels of MDA and ROS, and the expressions of
SIRT1, PGC - 1a and NRF1 protein were decreased. Compared to I group, AST pretreated group presented obvious proliferation, the de-
creased levels of MDA and ROS, and up - expressed SIRT1, PGC - 1a and NRF1 protein. SIRT1 inhibitor NA administered reversed the
protective effect of the AST above. Compared with the AST + NA group, NA group showed lower proliferation, the elevated levels of
MDA and ROS, and the decreased expressions of SIRT1, PGC - 1a and NRF1 protein, which further confirmed the protective effect of
AST. Conclusion Astaxanthin could alleviate iohexol — induced NRK - 52E cell injury by decreasing the levels of MDA and ROS and
regulating the SIRT1/PGC — 1a/NRF1 signaling pathway.
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