FERES 2014 F 8 A% 43 5% 23 3037

WE . AR doi:10.3969/). issn. 1671-8348. 2014. 23. 022

#7235 K Je F 4k 38 7 K R BT R 1 & T i P eI 1E A
RES5 p38 MAPK X BZHIWF R

WWERERNS,E X B EHHLRERERE
(BT FRFEFRE —WEERKEA, 52 6 7-F 832000)

M E.BH AT RRRAAESKIAT RS L FEEZHRHGORPERARLTROMERIF ., Fixk 5 SD XK 30
R RE ARFE 220~270 g FEMH A 5 A (n=6) MBF RA(] ) ;Heth FHEEM(NA); 5 peg/kg A R RFAL R
(MM48); p38 £ 5 R &% & # B (p38 MAPK) Fa i #) SB203580+ M 48 (IV 48) A= i f #1) — ¥ & & A (DMSO) 48 (V 48) , £ i 72
240 min BB A, FHBIL S AR T e iE P AR AR (ALD) s E 2 R85 (AST) E ;245 K R K EFAR,WERFHER
A =B (MDA) A2 8 /B AL BE (SOD) 8 T b % 3 B A4 F LR AT 41 22 9% 2 5 % & ; Western blotting 39 & A FrH A2 p-
p38 MAPK ¢ 2k K-F, R L 14ask, [ ~VahkF ALT AST,HFEE MDA K P2 Z#4 5. BN REFH4:5 1 4A48
o, [l 48 e % ALT.AST B AF284% MDA K -F3 8 2 F B, AF4 4 SOD K-+ 4 &, 52 F 34 A%, pp38 MAPK 229 2
&5 Ak, &R p38 MAPK Fa i ] SB203580, At m & ; VAL [ A& AFILKR ZF A4 #H F EL(P>0.05), &it

A7 3 KRR AL 22 9T i, 32 K RT 8 e B3 JE 045 . L AUH) T A 2 3@ i3 0% p38 MAPK 12 5 i@ % £ 42 4F A .
KB p38 LA R ENE O BB AT KRR TR 8t e B IE A s R 2
I E 45 %E S :R541 XERFRIRAD : A XEHS:1671-8348(2014)23-3037-03

Protective effect and mechanism of sufentanil preconditioning on hepatic ischemia-reperfusion injury: by
activating p38 mitogen-activated protein kinases signal pathway "
Xie Liping ,Dai Zhigang® ,Wang Sheng ,Liu Yang , Dong Xiwei , Zhang Zhenying
(Department o f Anesthesiology , First A f filiated Hospital of the Medical College
Shihezi University , Shihezi, Xinjiang 832000 ,China)

Abstract: Objective To study the protective effect of sufentanil preconditioning on hepatic ischemia-reperfusion injury in rats
and to investigate the mechanisms whether may be by activating p38 MAPK signal pathway to promote p38 MAPK phosphoryla-
tion. Methods

( I),ischemia-reperfusion group( I ) ; sufentanil preconditioning group(5 pg/kg. [ll),SB203580(an inhibitor of p38 MAPK) group

Thirty SD rats(in either gender, weighing 220-270 g) were randomly divided into five groups:Sham-operated group

(IV) ,and dimethyl sulphoxide (DMSQO) control group(V ). Sample specimens were collected from each group at 240 minutes after
reperfusion. Serum alanine aminotransferase(ALT) and aspartate aminotransferase( AST) were measured by an automatic biochem-
ical analyzer. Malondialdehyde(MDA) and superoxide dismutase(SOD) in liver tissue was measured. HE staining was used to ob-
serve the hepatic pathological changes, and to examine the expression of phosphor-p38 mitogen-activated protein kinases ( p-p38
Compared with group [ ,levels of AST, ALT and MDA showed signifi-

cantly increased in group [[-V ,but levels of SOD decreased,and obvious pathological changes were observed in the liver. In Group

MAPK) of hepatic tissues by western blotting. Results

[l significantly decreased the elevated levels of ASL, ALT and MDA but increased levels of SOD,and lessened hepatic pathological
changes, caused promoted p38 MAPK phosphorylation at 240 minutes after reperfusion. The protective effects of sufentanil precon-
ditioning were abolished by SB203580 pretreatment. There were no significant differences between group V and group [l . Conclu-
sion Sufentanil preconditioning can reduce the hepatic ischemia-reperfusion injury. The protective mechanisms may be by activating
p38 MAPK signal pathway to promote p38 MAPK phosphorylation.
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K JE 5 Ak HEU 2 A B P B0 L T S A . AT 5k R AT
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A H AR 7= A AR P R 32 W I e ) PR 5 ST R A T B8 ot 7
TEB R AR

Zi E PR L 8725 K e AL B AT B8 i s BT R AR B
p38 MAPK 5514 558 B , i p38 MAPK B ER Ak, . A1 I 3 =2
Lo P90 44 4% A 2B » D % JHF 400 B 8 495 » B T D R A AL 40 IR A
AR GE AR B ) fh 7K - UE 52 T A 25 K T8 T AL B 4 T E £ B
FER, HAR VT T p38 MAPK {5 5 i [ 75 & 25 K J& 14k 2 JiF Sk
I PR 3 458403 HP A 1 R g B e ot 8 3 8 43 B 3 4R I T T
AR

SE

[1] Teoh N,Dela Pena A,Farrell G. Hepatic ischemic precon-
ditioningin mice is associated with activation of NF-kap-
paB, p38 kinase, and cell cycle entry[ ] ]. Hepatology,
2002,36(1):94-102.

[2] Ushitora M, Sakurai F, Yarrmguchi T,et al. Prevention of he-
patic ischemia-reperfusion injury by pre-administration of cat-
alase-expressing adenovirus vectors[ J]. J Control Release,
2010,142(3):431-437.

[3] LiQ,Han LP,Li ZH,et al. Salvianolic acid B alleviate the
disruption of blood-brain barrier in rats after cerebral is-
chemia-reperfusion by inhibiting MAPK pathway[ ] ]. Yao
Xue Xue Bao,2010,45(12) :1485-1490.

[4] Obata T,Brown GE, Yaffe MB. MAPkinase pathways ac-
tivated by stress: the p38 MAPK pathway[]]. Crit Care
Med, 2000,28(4 Sup) : N67-N77.

[5] Mastronardi P,Cafiero T. Rational use of opioids[J]. Mi-
nerva Anestesiol,2001,67(5) ;332-337.

[6] Stefano GB,Neenan K, Cadet P, et al. Ischemic precondi-
tioning-an opiate constitutive nitric oxide molecular hy-
pothesis[ J]. Med Sci Monit,2001,7(6):1357-1375.

L71 XSG, oM, B & 5. A [R50 &= &F 25 K Je T 4k 3% R
B SE 38 M0 LR B 7 LT . w48 RR B 2 2 75, 2009, 29
(5):405-408.

[8] Nauta RJ, Taimoyiannis E, Uribe M, et al. Oxygen-derived
free radicals in hepatic ischemia and reperfusion injury in
the rat[ J]. Surg Gyneol Obstet,1990,171(2) :120-125.

[9] Wang TL,Chang H,Hung CR,et al. Morphine precondi-
tioning attenuates neutro philaetivation in rat models of
myoeardial infaretion[ J]. Cardioovase Res, 1998,40(3)
557-563.

[10] Ajamiech HH, Candelario-Jalil E,Fernandez OS,et al. Ischae-
mia and pharmacological preconditionings protect liver via a-
denosine and redox status following hepatic ischaemia /reper-
fusion in rats[ J]. Clin Sci,2008,115(2) :69-77.

i B #1:2014-02-20 &[] B 19 :2014-04-25)



