26 Medical Science Journal of Central South China,January 2015, Vol. 43 ,No. 1

DOI: 10. 15972/j. enki. 43-1509/1. 2015. 01. 006 - REHNE S -
Bl il 35 R BV SR 4k TGF-B1/Smad 155 180 7% 11 55 Wi

FEE EIFRL,H W L,E W
(1. e REPEXE WE B ,421001;2. FHHTHOER 3. G AFEFE)

# OE: B WA T xR AR R AR K B R A AR BALE . AE 24 RER SD
KA MM A 3 20, Sham 28 UUO 48 & aliskiren 28, F& Sham 28 4, UUO 48 % aliskiren 2834 47 £ M) #r & 45 UK,
aliskiren ZE K47 1 d F46E B 42, A FEH 50 mg/ (kg - d) ,F 8 1 K #5828, KEH 14 RALKA, BRI
FELAN] B8 2247 HE % & 4= Masson 3 &, B8 TR L A KX R FH 2% T, %05 2840 F Western B 34 B2 27
TGF-B1.Smad2 ## Smad7 B & A& K-F, HR MAHASTCTHARRBRAEE R L R@mRE FEAREE
BB NETRAEY , SR A Western FPiE4E R 3 R 7.5 Sham 2848, UUO 28 TGF-B1.Smad2 & iAW 2 L
JF, ™ Smad7 &£ R FH (3 P<0.05) ;5 UUO 48483k, aliskiren 28 TGF-B1 . Smad2 % ik 2 F &, Smad7 & ik 9
2 EF(H P<0.05), L5® TGF-B1/Smad 135855 K 18] ST 4F L X, T &5 £ 5T ¥ ) B 18] ff ¢F 4ed, 1
A T AL 55 T8 TGF-B1 . Smad2 #4 % ik F= £ Smad7 4 £ K H %

X8R TCF-Bl; Smad2; Smad7; 44k, FAETA, EEEER

I E 5 25 :R692 SERFRIEAS . A

Effects of Aliskiren on Rat Renal Interstitial Fibrosis
TGF-B1/Smad Signal Pathway

LI Jianzhi, YU Jiangdong, HU Li,et al
( Nursing School , University of South China ,Hengyang ,Hunan ,421001)

Abstract: Objective To investigate the mechanism of aliskiren on renal interstitial fibrosis in rats exerted unilateral u-
reteral obstruction. Methods 24 female Sprague-Dawley (SD) rats were randomly divided into 3 groups ; Sham-operated group
(Sham) ,UUO group (UUO) and aliskiren treated group (aliskiren). Except for Sham group ,the UUO and aliskiren group under-
went left ureteral ligation. Rats in aliskiren group were performed with intragastric administration of aliskiren (50mg/ kg - d) at 1
day before surgery,once per day and lasted for 2 weeks. All rats were sacrificed at 14 days after surgery. The pathological changes
of the obstruction renal tissues were examined by HE and Masson staining. Immunohistochemistry and Western blot were applied
to detect the protein expression of TGF-B1,Smad2 and Smad7. Results Aliskiren could significantly reduce inflammatory cell
infiltration , fibroplasia , the expansion and atrophy of the tubular. Compared with Sham group,the protein expression of TGF-B1
and Smad2 was increased significantly ,but Smad7was decreased significantly in UUO group(all P <0.05). Compared with UUO
group ,the protein expression of TGF-B1 and Smad2 was decreased significantly, Smad7 was increased significantly in aliskiren
group(all P <0.05). Conclusion Aliskiren could relieve the renal interstitial fibrosis and fibrosis, and the mechanism of
effects may be related to its down regulation TGF-B1,Smad2 and up regulation Smad7.
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