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Effects of specific knockdown of ribosomal protein S5 in hepatic stellate cells on

liver fibrosis
TANG Yuzhen, ZHANG Junping(School of Pharmacy, Fujian University of Traditional Chinese Medicine, Fuzhou 350108, China)

[Abstract] Objective To observe the effect of specific knockdown of hepatic stellate cells (HSC) ribosomal protein S5
(RPS5) on liver fibrosis in rats. Methods The glial fibrillary acidic protein (GFAP) promoter-driven RPS5 shRNA adenovirus was
established, and AdGFa2-shRPS5 and its control AdGFa2 shNC were used to transfect primary rat HSCs and hepatocytes,
respectively. RPS5 was determined by Western-blot and Real Time PCR, a-SMA and type I collagen expression; the rat liver
fibrosis model was established by dimethyl nitrosamine (DMN) and bile duct ligation (BDL), and intrahepatic HSC was specifically
knocked down by tail vein injection of adenovirus of RPS5 levels. The pathological changes of liver tissue sections were analyzed
by HE staining; the content of hydroxyproline, sections of Sirius red and Masson staining were used to evaluate collagen deposition;
immunohistochemical staining was used to detect the expression of a-SMA and RPS5. Results AdGFa2-shRPSS5 specifically
knocked down the expression level of RPS5 in HSC and increased the expression of a-SMA and type I collagen in vitro. The in vivo
results showed that in two animal models of chronic liver injury, specific knockdown of RPS5 expression in HSCs promoted HSC
activation, increased the deposition of extracellular matrix, and promoted liver fibrosis. Conclusion RPSS5 is essential for HSC
activation and liver fibrosis, which could be a potential target for the treatment of liver fibrosis.
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111 SEEei

f M DMEM 15373 (Gibeo) ; Western 2 TP 4
Jtd 24 fi W2 WK ( Beyotime) ; BCA 2 M & i 7| &
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G R T4 v B B T8 R B T 2 M 2K pShuttle
1, ZEHR 2R A& pShuttle-GFa2 3K 5l) shRPS5 3235 .
# 20 AdGFa2-shRPS5 Fll AdGFa2-shNC it Ji5 7% 7
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fifi 293 4 e A W BRE D S o 1 VR TR B2 . shRPSS
F1 shNC JEAI L 1,

1.2.3  HEHEIEE (Western-blot)
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2.1 AdGFa2-shRPS5 s RPS5 4 ik & 474] 4£ A

A T i€ AdGFa2-shRPS5 %f RPS5 # ik 1) 5
Wi S xF HSC e S, #efi 15351 1] AdGFa2-shRPS5
F1 AdGFa2 shNC % % K L% I A4 HSC i JH- 28 g
48 h, 75 ENI A2} PCR ISE RPSS Ak 1E
M. 45 % oK, RPS5 mRNA FIEE [ 5K AL ALE S
R HSC H MK (K 1A, 1B), 7EAT 40 M %A I &k
AEAE (I 1C, 1D),
2.2 AdGFa2-shRPS5 #+ HSC 7&4L 68 %k

AdGFa2-shRPS5 % 44 i fC 3% 55 (1) HSC, & M
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Ja 3T 9K 3) shRNA & 4t >k i 55 RPSS5 #La] HSCs
XK ERUTFEF 4 Akt JE2 iy s

AW B MR 5 AdGFa2-shRPSS, JfiE
52 AdGFa2-shRPS5 1] DLFES K HSCs H RPSS
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NC RPS5

AdGFa2-shRNA

NC RPSS NC RPSS

2 AdGFa2-shRPS5 %t HSC 5EL RIS/
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ABDL %5 K BT 4L 7R B8] BAS AR EMEITYI A H&E(100%) . KA AL (Sirius red) %4 {,(40x ) , Masson e {f,(100x) |
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