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Fig. 1 Renal tubular damage of UUO rats( X 10)
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Fig. 2 Comparison of TGF-B; expression in
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Fig. 3 Comparison of Smad; expression in
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Intervention Study of Melatonin on TGF-J, /Smads
Signaling Pathway in Rat Fibrosis

SUN Xu',ZHANG Zhe' ,SUN Chen' ,ZHANG Hui', WEN Ju-ming' ., DING Hai-mai’
(1. Wulanchabu Clinical College, Baotou Medical College, Wulanchabu 012000, China; 2. Department of Bio-
chemistry and Molecular Biology,Baotou Medical College, Baotou 014060, China)

Abstract : Melatonin is a pleiotropic neurohormone secreted mainly by the pineal gland. It has a variety of biolog-

ical functions including anti-oxidative stress, anti-inflammatory, anti-apoptotic and anti-tumor properties, as

well as regulation of circadian rhythm. In order to explore a new way to prevent renal interstitial fibrosis. In

this study we observed the effect of melatonin on the unilateral ureteral obstruction (UUQ) constructing the

renal fibrosis model,SD rats were randomly divided into sham operation group, UUO model (UUO) group,

UUO + 5 mg*kg"' melatonin group, UUO + 10 mg+kg' melatonin group, UUO + 15 mge+kg' melatonin

group, each group 6. They were administered by intragastric administration on the evening of the operation,

once every 24 hours. The rats were sacrificed for 14 days. Serum creatinine and urea nitrogen were detected by

serum. Masson staining was used to observe the pathological results of kidney tissue. The expressions of TGF-

Bis Smad;, Smad; and Collagen Type I mRNA were detected by real-time quantitative PCR. The results

showed that melatonin reduced the pathological damage of renal fibrosis, decreased the expression of TGF-, ,
Smad; and Collagen Type I mRNA, and increased the expression of Smad; mRNA (P<C0. 05, part P<{0.01)
to 15 mg+kg' improves best. Melatonin can down-regulate TGF-8,, Smad; . Collagen Type I and up-regulate

Smad; to inhibit TGF-B; /Smads signaling pathway, thereby exerting renal interstitial fibrosis.

Keywords: melatonin; renal interstitial {ibrosis; TGF-g, ; Smad; ; Smad,
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