ERES 2013 F 8 A% 42 K% 24 2873

- ERR -

?sﬂ::{»ﬂi &5 fﬁ‘]‘,f’?‘ﬂ"%,ﬁq’ﬁ%ﬁ
(HRKXFWEER LA, L diE 226001

 E:BH KB TFAAXEF 2N AR A E L A K& T 00T R AE A AuH R E K A SR B (ALD F 69 45

AR EFHFI N2 Rk Hoh , AR SR FRRBERSERE, HiE B 72 R SDAEEK KIS R 3 4, 8 sF B, 5%
%\éﬂ F .3 ARG 6.12.24 48 hot M &R AR LA, EFEhAf FRAEZTFMEILFIL(CLD) kA 26 &R AF% &%
ﬂfffm’fﬁ(ALI)k:ﬁU}iﬁL FAXRFES 1 h 100 mg/kg R BEE N EHF EFF . KA LGP L x40 A 25 4048 ‘?’ Nrf2
FOWHRAE L RB SR M E R RRALSEBBEALT /7 HE L ENEF AR Y BE TR, FR ALT/HA. %
maR R ALT A2 %+ & (P<<0.05); F AR £ 2K E(P<<0.05) ., Nrf2 Ak . s BAKXKKFART AR Ner; ey
Z1H 6 h4&# EiA42 12 h B X TR, 42 B2 Nrf2 B A KFHE FHE(P<0.05); FFALA 6 h & ] £ 4% % L E 24 h X
ETHAAS BREBEANRIFHP<0.05), REXAL NBAXATELEAALAEFFRL. FRATARREXXEMER
E mATIK, EFEZTREALNERE, i FRAKRFERA NI RABEFBATHARZF N2 ABLL TIREE
EAMERER. AP EREGITERET THARANRERY R4, Nrf2 R A T BRI EA B R B A B R S % R 49 4], 4
FTREE A E R AN ALL, £ F MG T AT R Nrf2 K-F 38 & A S RAAR A »%ﬁ%%ﬂt/ﬁb‘i’i»ﬁﬂﬁﬁﬁ
ALl A% ¥R .

KPR E X T REFEBERTHLART 2

doi:10. 3969/j. issn. 1671-8348. 2013. 24. 021 XEEARIRAD : A XEHE1671-8348(2013)24-2873-04

The expression of Nrf2 in the sepsis-affected rats’ livers and the intervention effects of curcumin
Li Jingjing s Zhang Xia yChen Yu .Cai Danlei s Huang Zhongwei”
(Department of Emergency Af filiated Hospital of Nantong University , Nantong.Jiangsu 226001.China)

Abstract: Objective To investigate the possible mechanism of Nrf2 in sepsis development and its effect in the septic acute liver
injury,and derive the effect of curcumin on Nrf2 expression,which provide theoretical basis for clinical prevention and treatment of
sepsis. Methods Divided putting 72 male Sprague-Dawley rats into 3 groups:control group, experimental group and intervention
group. After operation,3 groups were further divided into subgroups 6 hours later,12 hours later, 24 hours later and 48 hours later
respectively. The septic rats modle with acute liver injury was reproduced by method of cecal ligation and puncture(CLP). The ex-
perimental group and the intervention group took CLP. The rats in the intervention group were rejected with curcumin in the abdo-
men at a dosage of 100 mg/kg an hour after operation. Detected the expression of Nrf2 in the livers of each group used Westernblot
and measure alanine aminotransferase( ALT) in serum by drawing the rats’ heart blood;observed the pathological changes in the
liver with HE coloration. Results ALT:the values of ALT in the experimental group was significantly increased compared with the
control group(P<C0. 05) ; while in the intervention group,it was markedly improved compared with the experimental group(P<C0.
05). The expression of Nrf2:Nrf2 exists in control group rat’s hepatic tissue. In the experimental group,it was progressively in-
creased since the 6 h time point and decreased after the 12 h time point which shown significant decreased compared with the control
group(P<C0. 05). In the intervention group,it was gradually increased since the 6 h time point and decreased after the 24 h time
point which was obviously higher than the experimental group(P<C0. 05). Pathological changes: There was no obvious abnormalities
in the control group rats’ liver structure,while a lot of inflammatory cells gather and liver cells swell in the experimental group. It
was obvious improved after curcumin intervention. Conclusion As Nrf2 is generally lower in the experimental group than in the
comparative group,it shows that Nrf2 directly participates in the occurrence and development of sepsis,while severe infection blow
damages the endogenou s protection system. Decreased activity of Nrf2 causes ignificantly inhibition of anti-oxidative stress and nat-
ural immune response, which may exacerbate acute liver injury by oxidative stress in sepsis. In case of sepsis,curcumin may increase
the level of Nrf2 and the antioxidant enzyme's activity in the hepatic tissues,enhancing the general antioxidant ability and alleviating
the oxidative stress which points out that curcumin prevents the septic acute liver injury.
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HATERE AHKEL R EERET —80 CIKHMGAR.
THE 1) R T T g B T BB % 4 1) B AR L AT I E LUK
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o 4 S Ehy 45 B ™ T BEAS LBI AR TE AR R F R G R
DI AE - 2 51 2 E % ) BB [ A% 25 & JE (multiple organ
dysfunction syndrome, MODS) Fil Jif 3 M 4Kk v 1) 8 22 Jit RIS,
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g5, T AZ N Nrf2 7K P B AR 8% S/ 1 i R . th TR S
AE IS RS BOFRE T KEH R R R REM T JOE 4 i
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P 1R AT TR A R ) 3 . (R B I ) R SE
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TREF, e & R BUTHE WA B D RERRS . L, Nrl2 78 I 5 08
RAET T B AL B0 R T AT B A I T AE TR FIR
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N2 A SIH 22 88 R T WU 38 58 K B, Nrf2 28 [ 3R 3K 7R
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g I B T FE ST T RGBT 803848 . AR IR ERIE R — N
Z R FE M 2205 B AR B R L O A8 I ST R 3 A B R W AE
M HFEZER. . ZH M. RELTNVIIE . A REFEENA
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