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Protective Effect of Astaxanthin on Contrast — induced Acute Kidney Injury via SIRT1 - p53 Pathway in Rats. Wang Hu,Li Wenhua, Niu
Dandan et al. Institute of Cardiovascular Disease of Xuzhou Medical University , Jiangsu 221000, China

Abstract Objective To observe the protective effect of astaxanthin on contrast — induced acute kidney injury in rats and relation-
ship between SIRTI - P53 passage and astaxanthin. Methods Forty SD rats were randomly divided into five groups: control group; con-
trol group of astaxanthin; model set; group of iNOS inhibitor. Treatment group of astaxanthin; there were eight rats in each group. 72h af-
ter building a contrast induced — nephropathy model,we tested the level of Scr and BUN in rats, observed pathologic change of nephridial
tissue via H — E dye, tested the apoptosis of kidney tubules via Tunel method tested MDA content of kidney tissue, activity of T — SOD,
GSH and GSH - Px via oxidative stress kit method, tested SIRT1 activity via colorimwetric kit method of SIRT1 activity; tested protein ex-
pression of SIRT1, P53 and ac — P53 in kidney tissue via Western blotting; tested NO and 3 — NT content of kidney tissue in rats for
groups respectively viaNO and 3 — NT Kit. Results Compared with control group, level of Ser and BUN in model set significantly in-
creased. Level of Scr and BUN iniNOS inhibitor group and treatment group of astaxanthin both reduced compared with model group ( mean
P <0.05). It could be seen that pathologic changes such as severe injury of kidney tubules, medulla congestion, structural damage of
kidney tubules, falling of brush boarder in epithelial cell, vacuolar degeneration, necrocytosis and protein disposition, etc occurred in rats
of model set via HE staining, and above pathologic changes mitigated in iNOS inhibitor group and treatment group of astaxanthin, so renal
injury grade was reduced (P <0.05). It was indicated that number for positive cell of Tunel in model set via Tunel method obviously in-
creased. Compared with model group, number for positive cell of Tunel in kidney tissue of rats significantly reduced in iNOS inhibitor
group and treatment group of astaxanthin, and apoptotic index reduced (P <0.05). Compared with control group, MDA content in kidney

tissue of model set significantly increased, and activity of T —SOD, CAT, GSH - Px significantly reduced, and there was statistical mean-
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ing of difference (P <0.05), and above indexes of 1400W group and treatment group of astaxanthin were significantly improved ( mean P
<0.05). Compared with control group,SIRT1 activity for model set significantly reduced (P <0.01). Expression of SITR1, P53 in model
set all increased, and ratio of P53/ac — P53 increased. SIRT1 activity and expression ofSITR1 for treatment group of astaxanthin in-
creased, P53 reduced, and ratio of P53/ac — P53 reduced (mean P <0.05). Compared with cnontrol group, contend of NO and 3 - NT
in model group increased, contend of NO and 3 — NT in iNOS inhibitor group and treatment group of astaxanthin both reduced when com-
Precondition with astaxanthin could have protective function on CI - AKI. The mechanism of

pared with model group set. Conclusion

which is partly via SIRT1 - P53 pathway activation. Astaxanthin could relieve Atue Kidney Injury which was led by inhexol by reducing the

content of NO and 3 — NT in CI - AKI kidney tissue and had a protective effect on kidney.

Key words Acute kidney injury; Apoptosis; SIRTI - p53;3 — NT; Astaxanthin
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