84 RS 2016 4F2 A% 47T B2 W)

- SR IEIE R -

B-arrestin2 {E N EE R 5 3 WY T WE 01405 7 B9 4 H

BYH BE A FEE RAH

[WHZE] BH it B-arestin2 FENHER BTG R OERILEH . HiE BLHNERS
SRS ERY, K B-arrestin2 JEPEERAL (KO) /NEL 20 H A [ml% B-arrestin2 BFAH (WT) /]
F20 HArBIBEHL T ML SE B 20 B X B (n=10) , SEESHIEIE NS I 20 (5 me/kg) , TiiRT BREHTE
SR AIERK, 6 h G BN BRI RO IR AL SR AS . SEE E i PCR RN BRAAR N B-arrestin2 335
&, ELISA #M4 4H /MRS T ALT, AST J% TNF-o 7K, 25 1 %008 B i A6 4% 21 B-arrestin2 | p-
p65 M p-lkBa K FE3k, HR  B-arrestin2 WT SZH4H TR ZH 2 B-arrestin2 mRNA 5 0. 18 +0. 06,
HH SR AIG T 1E 3 6 HEZH A9 1..00 £0.29 (1= —4.669, P <0.001), B-arrestin2 & [ 54 t B AL F WT %I
MR ; B-arrestin2 KO SEIGZHIMYE ALT Jy (204.33 £22.33) U/L, AST 24 (403.40 +53.45) U/L, Hj
BT Barrestin2 WT SZH2H ALT i (129.33 £9.69) U/L f1 AST (256.20 +40.47) U/L (1=7.55,
6.94, P11 <0.001), B-arrestin2 KO SEHG4 IfiL i TNF-o 25 (155.89 +14.89) pg/L, BB & T WT 5E
BH (101.36 £10.65) pg/L (1=9.25, P<0.001), B-arrestin2 KO 5280 2H FFIELHZ P p-IkBa J p-
p65 R AR T T B-arrestin2 WT 5004, 4518 B-arrestin2 7] GEIE TP ] NF-«B 36 1L . Wb
TNT-o BN TR N BE R 5T 0 RAE RN, 76 NBER T T 0 FES 1 o R 1R

(X R] ANHERIBIOIFNERI; B-arrestin2; TLR4/NF-xB/ TNF-o 5553

Effect of B-arrestin2 in endotoxin-induced liver injury Jiang Mengping, Xuan Jieying, Xu Chun, Luo
Qianjiang , Wei Xiuging. Department of Gastiroenterology, the Third Affiliated Hospital of Sun Yai-sen Universi-
ty, Guangzhou 510630, China
Corresponding author, Wei Xiuging, E-mail. wei-xiuqing@ 163. com

[ Abstract]  Objective To investigate the mechanism of the function of B-arrestin2 in the endotoxin-
induced liver injury. Methods Endotoxin-induced liver injury mouse models were established. Twenty B-ar-
restin2 knockout (KO) mice and twenty B-arrestin2 wild-type ( WT) littermates were randomly divided into the
experimental and control groups (n=10). In the experimental group, liver injury was induced by intraperito-
neal injection of 5 mg/kg of lipopolysaccharide, and the control mice were administered with an equivalent
quantity of normal saline. Six hours later, serum sampling and liver tissue were collected. The expression of B-
arrestin2 in the mouse liver was measured by quantitative real-time PCR. The serum levels of ALT, AST and
TNF-a were detected by ELISA. The expression of B-arrestin2, p-p65 and p-IxkBa proteins was determined by
Western blot. Results The expression level of B-arrestin2 mRNA in the B-arrestin2 WT group was 0. 18 +
0. 06, significantly lower than 1. 00 0. 29 in the control group (z= —4.669, P <0.001). The expression of
B-arrestin2 protein was also obviously down-regulated. In the B-arrestin2 KO group, the values of ALT and
AST were (204.33 £22.33) U/L and (403.40 £53.45) U/L, significantly higher compared with (129. 33
+9.69) U/L and (256.20 +40.47) in the B-arrestin2 WT group (¢ =7.55, P <0.001; t =6.94, P <
0.001). The serum level of TNF-a in the B-arrestin2 KO group was (155.89 +14.89) pg/L, significantly
higher than (101.36 +£10.65) pg/L in the B-arrestin2 WT group (£=9.25, P <0.001). In the B-arrestin2
KO group, the expression of p-IkBa and p-p65 proteins within the mouse liver was significantly higher com-
pared with that in the B-arrestin2 WT group. Conclusion -arrestin2 alleviates endotoxin-induced inflamma-
tory response probably inhibiting the activation of NF-xB and reducing the production of TNF-a, which plays a
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protective role in endotoxin-induced liver injury.
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