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B-actin F: GAACCTTCAACACCCCAGC

R: ATGTCACGCACGATTTCCC
CHOP F: CGACAGAGCCAGAATAACAGC

R: CAAGGTGAAAGGCAGGGACT
GRP78 F: AGCGACAAGCAACCAAAGAT

R: CCAGGTCAAACACAAGGATG
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Effect and mechanism of resveratrol on chronic kidney injury

induced by high-ipid diet in mice
Xu Ling' > Ling Mengyu' Chen Chao' et al
(' Dept of Histology and Embryology School of Basic Medicine Anhui Medical University Hefei 230032;
*Basic Subjects  School of Nursing Hefei Technology College Hefei 238000)

Abstract Objective To investigate the protective effect of resveratrol( RSV) on kidney injury induced by high—
lipid and the mechanism unederlying. Methods Six-week-old male C57BL/6] mice were divided into following
groups: normal diet ( CTRL) highdipid ( HL) and RSV intervention ( RSV) groups. After 18 weeks of high-fat
diet blood lipids body weight and kidney function of mice were measured. Histomorphological changes in kidney
were evaluated by HE staining and PAS staining. The expression of renal tissue oxidative stress and expression of
endoplasmic reticulum stress—related proteins in mice was detected using immunohistochemistry Western blot and
RT-PCR. Results RSV significantly reduced the body weight and blood lipid and uric acid of mice induced by
highfat diet. Furthermore RSV improved mesangial proliferation and tubular fibrosis and reduced glomerular gly—
cogen deposition and down—egulated the expression of fibronectin. Most importantly RSV significantly up-regula—
ted the expression of antioxidant—related proteins silent information regulator factor 2 related enzyme 1 superoxide
dismutase 2 and glutathione peroxidase 4 and down-—regulated the endoplasmic reticulum stress molecular markers
glucose regulated protein 78 and CCAAT/enhancer binding protein-homologous protein at protein and gene levels.
Conclusion These findings revealed that RSV has protective effect on high fat diet — induced chronic renal injury
the mechanism may relate to its inhibition of renal fibrosis oxidative stress and endoplasmic reticulum stress.
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