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Abstract Objective
the function of SOCSs in ACLF. Methods

To investigate the expression of SOCSs in liver tissues of rats with acute on chronic liver failure( ACLF) and
The SD male rats were randomly divided into two groups. Rats in ACLF group were intraper-

itoneally injected with: 1.5ml/kg of 50% carbon tetrachloride peanut oil solution, every 3 days for the first month; 2ml/kg of 50% car-
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bon tetrachloride peanut oil solution, every 3 days for another two months; then 250mg/kg D — GalN and 50g/kg LPS at once. Rats in
normal group were intraperitoneally injected with 0.9% NaCl solution. Liver tissue and blood were collected on 0,6,12 ,24hours after the
final injection. The level of ALT AST were detected by automatic biochemical analyzer and TNF — «,IL — 6 were determined by ELISA.
The liver pathologic changes were observed with HE staining by microscope. SOCS = 1,SOCS —3mRNA of liver tissues were determined by
RT - PCR. Results ACLF model of rats were successfully built. The level of ALT and AST in model group peaked at 12 hours. The lev-
el of TNF - «,IL - 6 were obviously higher than those in control group and peaked at 6h(P <0.05). SOCS - 1,SOCS -3mRNA began to
rise after modeling, peaked at 12h and decreased gradually. Compared with the normal group, difference in all time point were statistically

significant( P <0.05). Conclusion The level of SOCSs in ACLF group were upregulated and the upregulation was associated with IFN —

o,lL -6, suggesting that SOCSs may participate in the process of inflammation and immune regulation in ACLF.

Key words Acute — on — chronic liver failure ; Cytokines ; Suppressors of cytokine signalings

181 & M JF 32 3 (acute on chronic liver failure,
ACLF ) JE7E M2 Vi i HE il X v 4 IR AR 0 T i
LI ) e 2 REAL , 3R B0 B I s R L RE I )
B B RS I O 45, WU 22 At R | . HR R
BU 53 52 2, W B e e R M OB A L A
Wy A, Horh TNF — o IL - 6 55 20 i X - 75 7 U #0 9%
S A B ol B AR T, AT 2 S S I 4 i Y
PRAE I T BF 5608 5 A8 b B BFSE & PR, Janus P
fifg/ {5 5 1 5 A 7 FEE 5L 34005 I F (janus kinase/sigal
transduction and activators of transcription, JAK/STAT)
T (% 2 A L PR 4 A W) 2 RO A S e Rl i 2
—, S SRR E RN, S e U5 S At e T A
AT S0CSs S —Fh ML F 15 55 SR H T,
Xt JAK - STA g8t 47 S B il 78 2 FF LR P A2
SARE AR, T AEN SR P, S0CSs Kk F i
A AE 5 A M A 2 M R AE OC o ASAIE 5 2o A
150 2 T30 v oK B4 ) i) i JHF2H 21 SOCS - 1,S0CS
-3mRNA FIfiL i TNF - o [ IL - 6 RIK W h Bk,
1S SOCSs 1E ACLF I JREE VA b pg 7 o

M5 H %

Ll sl . W5 3 9% SD KRl 30 H, Mk, f& = 180 ~
200g, dr P E B2 B RS sy o 4R T 1R
W, m AR, Bl E RO, IR 2 23°C, M FR 12h B]
il

2,950 A A B M B R HE T R Oy A IR AR D -
GalN Il F m 358 5 A= 9 i A R B LPS g /L 1 1A
EWHE ARG RS E RNA S BGX R RT - PCR K57 & B K
BEEY A AR INF - o IL-6 K H W HEE
Genzyme /A A ,

3. ()W BL @, 543 W R SD KRR
30 2, 9CHT 1 B R AR AR UOKANER  BEBL 3 o - 18 n 2P i
FIHH (ACLF 4 ,n =24) : BHIEES 1. 5ml/kg ) 50% P45 4k
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£1 PCRE|#MEF (xxs)

Bk J#31(5'—3") P84 v B JE (bp)
SOCS -1 Forprimer CCACTCTGATTACCGGCGCATC
Revprimer GCTCCTGCAGCGGCCGCACG 350
Forprimer ATGGTCACCCACAGCAAGTTTC
SOCS -3 514
Revprimer CGCCCCCAGAATAGATGTAGTAAG
B — actin Forprimer CACCCGCGAGTACAACCTTC
Revprimer CCCATACCCACCATCACACC 223
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2 51 ALT(U/L) AST(U/L) IFN - o (pg/ml) IL - 6 (pg/ml)
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1 o Bk v 4
0Oh 157.9 £37.0 181.542.8 75.5 +7.8 64.3 3.8
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*3 £KHAFFHAL SOCS -1,.SOCS -3 mRNA K%
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gl SOCS - 1 mRNA SOCS -3 mRNA
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8 B T 0 2
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H9c2 MR ii {5

rHgdE ZRF & om % & & A

M E BHHK  HRITAZE B (resveratrol ,RSV) J& 3l i T I p - ERK1/2 & 3% X i 2 B (lipopolysaccharide , LPS) i 3 1t
H9c 4 i S AL 40005 (0 OR3P /R T KL . B 3E B HO92 4l i 4 i 5230 (Con ) 20, G 220 (LPS) 40, fis 2 0 + 22 4 [ 5 pmol/L
(L+RS)4,IBZL M + M EE 10umol/L(L + R10) 4, JE £ B + 2 M EE 20mol /L (L + R20) 41, IR Z K + 1 ZE " B 50 wmol/L
(L +R50) 20, FHrhst B4 AT, L + RS 41 L + R10 41 L + R20 41 L + R50 2143 %1 5.10.20 .50 wmol /1. [y ] 28 /2 B2 151
e kbR 24h ARG W LPS 4. L +R5 41 L + R10 41 L + R20 41 L + R50 41 #1 10pg/ml () fi§ Z M 3L 7195 & 20min #1 12h, MTT L.
BRI HOc2 4l it TG 71, Western blot B4l p - ERK1/2,ERK1/2 $E Kk, R LPS FEAL H92 A HI% J) , 5 S 40 P4 =
RSV [ p - ERK1/2 % [ 383k, B0 ARt . RSV T4k R RE B G F3 1K LPS Xt HOc2 AU Hifi. &ie HFEY A @ T
¥4 p - ERK1/2 3y 4% LPS 5l i HOc2 4RI 1 , & 35 HAR I 1E I .

XKW HEFE JEEZE ERKL/2  HC2 Ziffl

FESES RS XHkARIRAD A
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Resveratrol Protects H9¢2 Cells from Damage Induced by Lipopolysaccharide via Down — regulating the Phosphoration of ERK1/2. Ye Ting-
ting, Wang Guangyuw, Li Li,et al. Department of Cardiology, Shanghai Jiaotong University Affiliated Sixth People's Hospital, Shanghai
200233, China

Abstract

Objective To investigate whether resveratrol( RSV') protects H9¢2 cells against lipopolysaccharide (LPS) induced oxi-

dative injury partly through ERK1/ 2 signaling pathway. Methods H9c2 cells were divided into six groups: control, LPS (10uwg/ml li-

popolysaccharide) ,L + R5(10wg/ml lipopolysaccharide +5 pmol/L resveratrol) ,L + R10( 10wg/ml lipopolysaccharide + 10 wmol/L res-
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