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S50 A SEFEWK B il A B K R S i PR R A R E A, PRI N R TR 4
HAERY S ES HO-1 MERIEE —EXKR.

KHEIR: ASEFEKoE, i RAeEE, PR, Sl R R



Abstract

Objective: To investigate the effect and possible mechanism of dexmedetomidine combined with Ischemic
Preconditioning on liver ischemic reperfusion injury in rats.

Methods: Sixty healthy male SD rats, weighing (251418) g, were randomly divided into five groups,
twelve rats each group: Sham-operation group(group S), Ischemia- reperfusion group (group IR),
DexmedetomidinePreconditioning group (group Dex), Ischemic Preconditioning group(group IP) and
Dexmedetomidine combined with Ischemic Preconditioning group (group Dex+IP). Ischemia-reperfusion
model were established according to Pringle’smethod. After 30 minutes’ ischemia and 6 hours’reperfusion
of the liver,the concentrations of ALT, AST, LDH and TNF-ain serum were measured. The liver
histological changes were examined after HE staining, the liver cell apoptosis were examined by TUNEL
and the expression of heme oxygenase-1 were examined by immunohistochemistry.

Results: Serum concentration of ALT, AST, LDH and TNF-a in group IR, Dex, IP and Dex+IP were
significantly higher than those in group S (P <0.01); in group Dex, IP and Dex+IP, significantly lower than
in group IR(P<0.01); in group Dex+IP, significantly lower than in group Dex and IP (P<0.01).There were
no significant difference of the serum concentration of ALT , AST and TNF-a between group Dex and IP
(P >0.05), the serum concentration of LDH in group Dex were significantly lower than group IP (P<0. 01).
Pathological score of group IR, Dex, IP and Dex+IP was significantly higher than that of group S; group
Dex, IP and Dex+IP was significantly lower than that of group IR (P< 0.01); group Dex+IP was
significantly lower than that of group Dex and IP (P< 0.01) , and there were no significant difference
between group Dex and IP (P>0.05). The apoptotic index of group IR, Dex, IPand Dex+IP was
significantly higher than that of group S; group Dex, IP and Dex+IP was significantly lower than that of
group IR (P< 0.01), group Dex+IP was significantly lower than that of group Dex and IP (P < 0.01) , and
there were no significant difference between group Dex and IP (P>0.05). Compered with group S, the
HO-1 score of group IR was improved (P< 0.05), and that of group Dex, IP and Dex+IP was significantly
improved (P<0.01); compered with group IR, that of group Dex and IP was improved (P< 0.05) and group
Dex+IP was significantly improved(P<0.01); compered with group Dex and IP, that of group Dex+IP was
improved (P< 0.05); there were no significant difference between group Dex and IP (P>0.05).

Conclusions: Both of Dexmedetomidine Preconditioning and Ischemic Preconditioning can protect liver
from ischemia-reperfusion injury in rats to some extent, the combined application of two gives better
effects, which is related to the increasing expression of HO-1 to a certain extent.

Key words: Dexmedetomidine, Ischemic preconditioning, Liver, Ischemia-reperfusion injury
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BIE
(introduction)
JHF JFE B 1L 5 Y 951495 (Hepatic ischemia re-perfusion injury, HIRI) & 8 T I 41 23 7658
3 AR A — BN R 5 PR M e, AMEAN R L D RE G i LUK, B n

FERBANRE— AN LI HANRE 2R B AE B LS . HIRIZ W TR A EFE R, @&
O3V S LA N R R AR e ST TR A o AE LRI DR (a5 A ™ = 1) HH i 6
5T A A 5 5 LT 4 38 B 0 A L3 OS> AR i % 7870 2% 8 T RS, TR
G5 S5V SV B N B n] S 350HIRL: AR RS 7 B A sl R A AR, BT
PRI BE I 20 2R 58 IS AR T T 28 D3 A IS TR) )7 ORAY CRRAIRHFIEARAS ), #OLRR T4
DR 56 B W SR LR T 5 B AR L PR e 0 o, BB TV R AT I FE T 3
S0V A0 . R A A s TP IR T I LA R A o s S R B, 3 BURF I 4 SR
AL, AR TGRS IR VR AT I L I AT 5 DS HIRT. HIRDE FE AR TE . 0%
(K3 FFI DT s 7% B )R435 AR i P 0 S A B i P T eI 0 s (1 o 2 S R 2
SR S5 AR AICHIR i H i AHAE SRR I K — S 3K a) R

HIRUEAERHLH 022, P a2 RRS Y, SRS, 2 M0 g
SRR, P AR BOR BN, . AN AL & PSR L R b 510 (2 22 BhA A e
R T, B R R R R S A ) RSB (RS AN
BRI S1D) o Z7G KR 5 F ST, T BERILEI 3247 LU JLAN 7 1
A BRI ASE B E R s AP T RIEER] s RS AR
S AT L SAH SCHE R A A% o R U (R of PR v A P 40 i 5 R PR . Klupffer
B ARG AN 5 22 Pl S i 40 i 1) 2 A4 AR R B LSS Ak P A R 58 DR /ISR A 25
I, MR EBOREAE R 7RI, 5 RAE RN, 10 A SLIRE B N B4

, MBI RS, SEUFIERIEIARERT, B P InEHLHi, ShRg T,
Faem 200 A . H AT AN . A58, S PA S 4 i DA 1 3R A fE HIRT
A A e ey

I, A KELFPEENS T, OF 2RI AaES BA BRHIRIFAE . 3
PAFEFMTIALEE (Ischemic preconditioning, IPC) FIg Il J5 4b ¥ (Ischemic postcon-
ditioning, IPO). 4 FilAb BRI f5 AbBE . AR TIALBE . PR vu P4k B DL AT £5 AL B A%
T 251 IR0 A T 250 s FLAU ™ 400 () 24 AR FH SR B v ZH 2 s 4 oo e i #5538 12 110
Wit 52 7, DRI HE S PR o 20k SR W S e I A v 1 Y.

ARSI T FTRIEST ) 250 A0 S FEIKE & — Bl B A B B (PR AR DL HlBD
PRRIESEAE T BT A () i I R a o' EIRER R CarAR) Wah#l. 5i4h, HeHA
M PR P B8 S MR B 0 5 A5 Y, 2 R EDRE R ICU R 1 H 29 (ol h
s H TS S B AR 25 2 —) o SRTEIE T 9T W JEIE B IR as ORI VEH], AEY]
A0 PR 25 0 o 0L PR RE T 5405, L AR eI v 2, ELAE FL A e AN W
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IPCHHIRINBGEEH O3 21 2 AT B N AN BF TR E & B IPCH] LA
3 TN L R I TR ke P E R TR 52 7, D A e A A, AR LS
ZRIRBEAE R, HEFIEBRZ AL, SLFEREEH.

AR, 0T HEAS SR M PR B 10, PRl 2 DL E A B R 2R B AR
R AT RE S o AH H 1 ¢ T4 S FEIK 8 FAL 3 L IPCOX HIRL IS A F B8 5T P Ak
BIRWARIE, AR X P 1007 20 R IR R TR O HIR B A, Al 25 2H K B
Z B LG ALT AST LDH A TNF- a {5, LHEGL (O J5 M H T 40 23 11003 B2 2504
TUNELAS I T AR 2 2R 0 B0 17K 15 e ZHAR F AR U AT A 2H 2R 000 2T 258 A i 1 (heme
oxygenase-1, HO-1) [ERIL, 0] &4 0] 1 &AM b 2T bR, R4 SEFEIK e 7t
b BRIER A TPCOO R BCHIRTIPIAE R A mT AL, AT A T3 Agsk i HIRTER A — & IR K 25
%
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MEFN A %
(Materials and Methods)

133G #r A3
1.1 K3 zh4
e FREAEPE I v 7 SD KB 60 M, (FnfES: SCXK i 2011-0001), fAH (2514
18) g, T E B G XA s e R . B 2 AR SR FE, T 3h
WA E, EiQ0+£2)C, MXTREGSE10)%, HhEfK, RiT12h 24, HEAZEK,
E B RRL, ORISR 22 UK ET 8 B YA OB O B A R R
fit,
1.2 SLIG 8841
WITF R RIS
PR BlRTAES
EAYIRT: A LR
EIEAGEL 4 2UF 0 HL: Thermo Fisher Scientific (3E[HE)
-80°CUKAH : H[E T HHaier/s ]
ELX-800 A FRiX: 5% EBIO-TCKA ]
LY APl EELEICA A A
AETI R HL: FEELEICA A ]
G A AN fEELEICAA
T KA : 48[E SIEMENSZA H
FAVIER TEAE . iy (s )
LB 26 AR R PR A+
2 AU 55 I BRUMK B 40 4 )
OLYMPUS BX40 EIfGRAFRSE: Olympus optical 23]
13 FERFIRAR
EIRATRFER B R GO fEE AR (LD
KGR — 2 A A
K TNF- a ELISAF & : @At (mad)
TUNELi& 5% : Roche’ ]
HO-1—%1: Abcam /A 7]
HO-1=%t: Jbih 2 &t A w
S A
Ll AR
FEARBA 250 AT K2R B 22 5t S B — B s e A DR s et
1.4E ZiXFIEH
(DERRR AT FEFEK B . IR AT SRFEK B 132 (200pg/2mD) +78mlZEHEER K, ¥
FLERC 2. 5pg/mlff SRR AT L FEIK s S PR . (s SRR AT SEFEIK e T3 S VRO v e I
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AT, 71299 e i S R )

(2) HPARZFEGEE (1000mD

JEORE R B il g i s

OAWAE: KRR ESgIMASOmMITE K ZWEd, 780 HbE & Hog ViR,

@BWAAR: K5 BHELS0g N 2] S00mIX 78K 1, k&, A 78 0

QFAM . BIIRA, KW Imin, RFZEEIMANENAR K2.5gA (. I
FASE R, WEAREE L), FRINAEF2 8, RERRBRIEA A, o, Kk
Hidyg, A a7 A VKBS R30ml A H i 50ml.

(3) Prerge (1000mlD

He5g T 100mI ALK, R8I S N VKEE R 295000, LIS vt 84Ut
JESE R DTE T 60°CREM T IET, SRJE RS (90%) 1000ml.

(4) PH7.ABEIRZZ 5 (PBS)

DA : H(Na,HPO,7.1g, 787K £1000ml ;

@BW: HUKH,PO,46.8g, N7 187K £1000m1 ;

@M HXAM80mI. B A20mliE A, MMANaCI8.0g, KCI0.2gRIH],

(5) FEABKAE (200ug/ml) : K EFK0.02g+PBS100ml.

(6) 2% H,0,MPBS ZEi: H,0,2.0ml, PBS ZZE 98.0ml.

(7) 0.05% R IEHZR(DAB) W : DAB Smg; PBS 10ml (pH7.4) , {H IR uE, In
H,0,%50.02%.
2.XWHE
2.1 SIS E R BRI &

(1) FEHL 4L (BEHLEL TR

FRPE LI, K 60 JUK RUZ AT 7T R KR g5 (1-60 5, FERE 4w "5
Ufidsk, MBENLECT R PATIE 07 N ZEAE A TR R PP EL 60 NBENLELY: (BENLELT
EEAALED, WEIERAF RS, W, PR — AN, R ITEE A
PO T RG0S . BITERALECERRLL 5, ERE 1. 20 3. 4. 0, 258 S 4.
IR 4. Dex 4. 1P 4} Dex+IP 4. Wiy dAL), WRSLPPIEEHIECT, Phzxdr b
CABCER IR 2 2L 022 R AR BT A9 AR SR UL AR Y 2 BURE DI Cin s 2,
W36 B i A HEAE 56 A 22 RUBCGRIEE R DA, A5 VR T, BRI BT 41k AL
A (R4l 12 HD.

(2) BRI &

AHFH S M Pringle V2343 BRUAY HIRT ALY, BARUITF

S . AHI 30min A S5 Dex A rh pr 25 W) A A U AR H 5K, BL10% KA
AL 30ml/kg 20 S IR T, RIS 4K BRI e TE v I Se i sh e b, 251, il
PRI EIN G, COUETYIONIE, B2V ERE, DLANRI /N ORI, R3]
SPENT AR, WERITT MBI, RS T hr AR B (%) A 42 42 s (R Ao
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AL 2H SR AR TR LT (B SESR OV RE ,  DLAE 3R 7K (1) T B 20 A1 7 a5 0 1
30min J5 2 E XM, KIESEEE 5 KRR TSR 5 h = 95 (ARt R DL AR 2 3
KR T WD AR S FARYI L), Fr8 6h CHTFT—A 30 20845 I AR I 5

IR 4H: AHT 30min TS Dex 41t WA EA M AR ERK, BL10%KE
SRR 30mU/kg MERSVESS, RIS K K B EE TSEi0 s ae b, &5, MUOR IS A
HEE, DLERPIONIE, BEVITFIEEE, CUNE/NORRIEDE, #&E8. 2Bt
felm iy, WG DU OGN 3 e Je A, 58 A BHIT N Mg, Mg n] DL
Y 2 B T 5 3 AT A A I 8, SE B O R, DA A 3 R KRR T TG P 20 AT 7 i ) T
30 S ETE FATT I JE, P MR E R, AT WL A 2 28 P G 20 (R 0 W P ST 8 41 38 23 G
K TEEE G R BT S 5= 9546 v 52 95 (B Rk R rb )y DUAR B ER /KR I 1) JC o 20 A Fr
B HTARYIOAL), Fr4k6h CHFATFILE K ITIETHI);

Dex #H: A75EFEBKmER MR 25pg/kg (2.5pg/ml I EE M A7 L LMK S ShREd i) T T
K 30min BRI 42, R K5 SEAL TR IR 41

IP Z40: T ARH7 30min MEHEH$1 5 Dex b BT 29 25 A 4 1 AR BRER K, BL 10%
IKE EBETE 30ml/kg £8 RIS, BRIE G K K R e TSR s ae b, #55, R
JEER N RS, DLER DI AANE, BV ERE, UM /N O RRITIE, E.
B gl Bay, R G DU OTC G I e Je T, 58 AP AT I, M52
AT LT U 20 2 2 47 b A5 21 T A O L, SE S O R, DUAE B 3k /KGR (1) T B 20 AT
B, AR 10 B ERa TR g2, W M, T LR 2 f i ar
OEW IR EELL, FRATFIAE I 10 4085 R RIS o DUAEBE SR KRR (M) JC B 20 A1
B, 30 28hE CASE RIS IR, FATFIAT Je, W M. &
JERME, SRR R BUR TS B oA b B 95 (S ot A2 rh 45 BUAE 31 86K 208 1) TG B 20 A
Frem s FARDIOAL), £F8:6h (HZE KA T I JETF AT 5

Dex+IP 41 : 45 SEFEIKBE 14 I 25ng/kg(2.5pg/ml 1 Eh e A7 S5 FEmK 2 X ) T TR 30min
ARG 4 25, BRI A s 2 Ah 21 [R) 1P 4 .

FURT ARG 1-2 DA A UG ol . W01, S amsd.

22 FRARIE

FRETE 6h Jo PRI IS ST 10% KA S 30ml/kg, BRI 5 LUSCKR D) DN,
F— PR M R AR M B R ESFCR PN (8% 3ml Aoy, —8 F TR D
ALT. AST J2 LDH &, 5% I TH AL TNF- a 3R, #Z W 405 20 e trid ;
IEAP R R D, DIEUD VIR (JE4) 0.5em).

PR ARA P SCR ML JECT B 23 AR, 7 SRS, MR EOE T
AV ASRAK, HRAEA R WO EEE 2 R B OB RRISCT
BOHLKE O N, FTIFEOHL, L 4000r/min B0 Smin, SEAAECHURIAAY, KA K
I ) EIE B SR RN — IR RS & (FOR B 5 il 1 H 43 s bR,
BHT-80°CHEEHRAE2E
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B BT IR AL 0 T8 78 2 10% A48 /R BRI I A as TR [ e 2 ) (R A%
EP
2.3 LIEFHYIALTE

S0 B ME R FT AR SE 5 S BBON 5256 S AR AR R4S v, s =B NG 4
B,

2.4 IMi& ALT. AST % LDH iRENE

RIS SE e . e A, B IR ORE I T- ALT. AST % LDH Al i iy
A MG PR ARG — 3% 2 R B 2 — M s R e e B, e AR H 4 B3l
FEASCR I I35 ' ALT. AST 2 LDH )i .

2.5 Mm% TNF- o« iRE M E

AHFFER A ELISA LK ML TNF- a 3% . ELISA 454 T PR PR N ()4 7+
PEL B AL IR = RO DL R IR S 6 s N, RET IV S5 bR A H (1) B As ) b AT Lk
BRI e e Ao A . B EAFEATILOVE AL XU 2Dk S e g ik
S ARWFFUR B PRI oy I I TNF- a 3R, HRFE A 506 Candifk Ok
f. TNF- a Bg i) SERAE B AA L, iEFT I MARIPTE TNF- a g TNF-a ¥
SREDUARRIN S 2 456, WPk DL L BR A SR B & A8 P s . B A sk 4t
JiL TNF- « TR 54925400 TNF- a —$igs &, it veis L5 2 R Ei g & A [ 1 =P,
VI FE S M PSEFIEEN 25 -HRP (LB A6 (HRP) drid FSEFI 2 (BERE )
ghity, WMITVER LR 2 RIS G A 1) 56 I AERS 22 -HRP, SEFIEENE#-HRP 5o
TAKT Ay B PIRRYI RN, TERCH (=), B 6= RESRFPUR TNF- a iRE
EIE . ARG O VR T e R e . BAOD IR

(FRAHERS s TRV R B AR A D LT A i M-80°C RS r R HR T80T 0 T R
il 22 L o

ORFIIAERS: B sL iGN 2-8 CHBE U, W R B IRAA DL R4
BURMRE 2 SR P AT R L, K P AR AT, Bk A, DI S A e S S e A
#

(3) KB TNF- a bRt S FRRE B 6 57 1.5ml 250045, Uik B R, 20 9l /& 640ng/L.
320ng/L. 160ng/L. 80ng/L. 40ng/L. Ong/L. 43HIWHX 120p] [FIFRAE M FRR T 6 42
LVEHY, B 120ng WOARE S RBOIN T 28 — AN RO T, T A R RE 120pd IS —
AL, SRR SR 1200 SIS AN B0, KRR R 5 AN OV
a0 Opl IO E A S FRUE R, AEAZ B0 4

OIS —Pt: $&f4L 50w 1 4 A 7 KR TNF- a By FEHTRI B R AR -H A
FRRE U IR RV i B S AR AR AR o AR LA MR B AR UE S CHEBE B DA I A
W) 2 IR IR S BN FRIIRE o (O3S 0 R B AN IR B (P AR HE S I L) AR5 7
B 10ul AEPE bR i =P,

G)IN5E G R BRI T BRG], F AU/ 00 56 G % B AR AR, 37 C a4
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EE 1 /N,

O & 45 A /N0 2 BR s BRI L 25 AL A, K I f LI se i g2 v, iR
Y 30s, JAZFLNVE, BB AR AR B LI i IR K 4G DR ek itk . J5 52 b
3 W

(DFAFSL 50pl IIASEREERS 25-HRP, /NOEWG RS, SiFmiE, JiT 37C
THLAE T B 30min.

O B 45 A /N0 2B s BRI T 2L AR, K P LI s i g2 v, RAVIR
[d] “(6)7,

OEFLIIAN AL B PRI 50ul, /ANCiE s RS, 56 i as O, K LT 37°C
THRFA I E 10min. (F: B TIRY B 5 6RUK, b E/ETR B LD

(OHH Fg bR A, R AR, FARFAL Soul B H I A\ 2 b 2810 e M .

(IDHF3ECEEAT I %5l OD . (450nm).

D5 F A Wr: A A CHR A2zl “ RO BE-FRul Sk 7 Abbr it 2k, SRJE7EhZe
FBNSAFEM T OD SR, IHHE HARA T TNF- a #KREZ,

2.6 BFRRtRASHORE SREER A

DI E: B IEAR A (52 0.5em) B TR AIUE A& (R
TN ERRAS, IR A3 2 S g 5 i bt SRR G T A 10%48 /K
LRI 25 vh [ 24 /N (HRR GMREEEL, Aasmas %50,

QMK : P ST T BR AR R A i A0 3 6 AR R Sh AR B, TBON FRAR 21 s AN 7]
WRPBERR S 1) SR P K, B2 20 2, WK R pRRE A B, DLARliofie s <
HRIIK G o LEER FEAR IR T0% L —80% L BE—95% L BE— T /K LFE 1 -To/K LT .

BEW: KL 780 BKFIRIEARA (RS B FEWEA 2R, i H R
et Ar AR O, RBENEEM . BARN: ZHIR T 230 58— = H2R T4 10 2%
— HRTINZE 10 438 CRE g B 500 i N B4 )

(DR R FEAE 55-60°C [ EEAN P T (EAARFFEZS), Al g L
BRARA I ZHIK, AR BASRAFIABIMALRE, DME T, B4 Ak
[ 2 /N —Ff 112 /N

G B A RENE T2 S0CHfRR & b, BIABES AR, HERE D8R
AT ) A bR A LR S R PN, SRS R RIS, A, R
TRGE b, RRAREERE G I e, LBR2ZR1anE. OV WED AL,
FEU) N bR A A WS JE SN 3~4 um, FHBEH A B Tk OKil 50°C A
i, dhms FEARETT, RS SRR, e P (B 4%
WS o3 20 B 25 A B ) MK T TS bR A A e, A L] e T4 B 7 10
MALE K FIRCT U R SR B, SRR BEBON 60°C A IR Th LS 4 /NS
k.
2.7HE B RFEFNE
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HE Zutt, RUORARKS-2L 44, Wi ign b B — @ BRI E & AN a5 0 A 5 AH
()38 B R AR TR 2R S N T SIS [ B e, DARS I ZH 2R iy 3 2 A 4 . BAKRGn R

Wik KA AEREE T = HOR, “HIOR AR TRE, Whok H = RS /5 5
DA pH e BIIRAS [ FE R FE 1) SR 2B — W, e fa AZE AR AR R bs A

QB DIIRARTE A 15 7081, sh B RKPPYE 15 408, AFD) 28 il 4.

GRS Wtk: @2 “(2)” &, A Z MGG TAR A 412340 i
W, T REG AT, AT UAE B DIKPES: AT A b O R 40 D) 75 22 DA
SHAGBIIE 2:, DAMORIEQ i &, (8 TR 22500 R4 RN AIWr . b2 G i HKIE 2R 2R
AR 2 b 534k, AR5 FH BRI RE TR = 4 B d fokx S5 6, BRIz e ASEE
HOE TR TN 1% R RWERS 734 3-5 75, F LU sh B R K LMK 86 60 (1% R T
P

OREAK T B 50%L0F 3-5 80 —70% 1% 3-5 4351 —80% LEE 3-5 4341 —0.5%
RGP 2D g 1 2-3 7t

GRS EH: AKIKLL 95% LB TC/K LI K (5% 3 4381 Ja IR KR T4
fE, SRJECLHIRIER (54348 X2 0.

OB Fr: A T REKINRAT, PRI E v, BRI AR A B —
R IR IRy 2438 S <R = A2

D& RVEA: B N E WIS 11— s oL, PRAs i sess, A, %
OS2 B TIEDE B AR ED (4X10 5 F, MEATIRALE LA,
AR AR, ARG TR 10X 10 85 20X 10 558 F VPEAIA 205 BEOCAR, 1B FF 80 1) 95 A
AL
2.8 4 BEE TN

TEAN ML 1R Gt R [IDNA K AR AN R FR B R 2, 4 FE XU P 1 — 45 B0 4% HH L
Sy, WP tH3 ' -OH AR AR IES A Mt T )L A DNAKT R, I
DNA3’' -OHui %, #rl il Fric DNA 3" -OHA G KA M T T4 i . AuFoTdhis i
TUNELVEIE LX) “DNA 3" -OHA S ” RS I K TR B2 AS 0 K SUHIR VRS 2R 11 A 4 293400 g
P, PRRRHER L s T LA g TS oL, BAAOD IR

Pl : AR Y TN 60°CIREFE TS 1 /N, PR ZH2RRI 5
X 3 K.

Q7KA: TEIKCBE 5 BB —ToK OBE 5 3 8—90% LBE 3 781 —80% LI 3 4r4l
—70% L 3 415t —50% L1 3 75t

QR B HIBERRZE v Eh ¥ (phosphate buffer saline, PBS), JfH] PBS iiibrA
2K, BRR 5 Bl RS UE BRGNS BRI A B RRAS R 2 R AR, DL
.

(DAL : DL A K SR s R A S A (AR H brd 1, i 2]
HIEEH, BARWT:
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a: F5 10 mM Tris % (pHS.0) 5 Img/ml W& ABY K ¥ ili% 49:1 HILLBIR S,
DUASHE I K1) g5 4 BE R AR R 20pg/ml.

b: BEMEEAR LT INEC TG 10 B 1A K 3R E 100uL, SERBiiffA, 15 25°CHLE
I E 20 B it CRARRE TR IR A &5 S br AT RS

(5)PBS 9L 5 8 X2 IR

(6)DEPC 7K¥Z ¥t 30 7341

(TPBS 2L 5 28h X3 .

@13, 1 50ul TUNEL R MIRAG W TFrA b, massh, 37°Cilif-H {77 1h
Je BCH (AT A 2 i

(OPBS =L 5 8 X3 Ko

OBEFB%F, %0 POD M ThrA L, JANEES, T 37°CilA+ 30 2%k,

(DLL PBS i2¥EhrA 3 Wk, HEK S 434

)% # DAB 2O (HLAY) A BB R HI1) 0.05%DAB ¥, W il et 5 241,
EB L

LLTRARZE YR 3min X 1 K5, FFLLESKRKMYE 3 %, 28 3 705,

DFBIETRE (70%—>80%—>90%—100%) ii/K, 4% 5 734,

15 HRIEM 5 080 X2 K.

U6)FE I FRIFR AR b 30 0 — i v P A JIe e e, i e 2 e R ) = 2

NEEFVFH: B HIE TS A 1o LA IR A S e — et v, R i R A A
Pt B TS RIEE R T OL2 BB, BL 20X 10 AR50 W s L4 fa i T2 1
KEG O, LA AR G g PR . AR5 DI 3 5 585 (40x 10 £%), BEALEL 5 4
N =310 L s S RTRe s S e U e SRR RS TR T IR i = R g a VUK L G D 4
(T4 / AR 20x100%), K HAE -0 T Fe 3, it <.
29 MLIRAEE-1 BN

AT S s AL BN 2 K BRI IE A2 HO-1 1030k, R BUs ik s
S N 5 e N 4 S SRR T A 2R 40 By H AR PTR (HO-1) IRk

HO-1 [WRIEEAL TN, S E ARG EER . B bR A gL
AR M e 2 B 2565 VP HO-1 ERIA

HARD R

Wi : ALY N 60°C FIEFE T HERE 30 7380, PN H AR 5
3P X 3 IR,

QKA TIKCEE 5 538 —ToKOEE 5 B —90% LT 3 75 —80% LI 3 435
—70%LE 3 4380 —50% L0 3 .

(3) K PR I A Sl K BRI A 2R P T A A R S EDAB ) (1) 2. 8
i), HHRP—FEEALIRY), iz B, st as . B, S2grh b0 JLdE T K .
KiG kA PL 3%H00 M =M G AnA 10 /08P A4 (I E N K S5 ER A .
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G ARSI BB, B4 G T 4 CRCIREE PRI AR A7)

OLAZEMEK UL, PBS B 5 /04f X2 K.

GUEE YU : TR R IELLZ3 0 (1) B An o JsU7e H ] e sk B b ok A2 T SR L2 ()
AZH, DA B PR (1 AR P A G 2 2 Bl ol 59 77 LT ik, M s &5 b i B H
P i A RR R PR s BRI . B R PR, T DME R PUE R E R R g . 1B
Ik MRS (PH=6), ik 350W, 10 2>%t.

)& 1. 75K RUFIEAL AR H bR I L7 el —Pu R B SRR R R, 08
J i SRR R AP, ORI DALE 5 1 26 M35 R SE RN ZR b A A8 SN AV R 4 s
T 7 b K1 b e ol P A B

D I—P LA T 4 CIHABE LR

(8)PBS /MO 5 YK, BHIK 5 434,

I IE S AV AL P TR, ARG RARAI T 37 CIRAEEIF & 30 434t

(OPBS /INCaHFE 3 Uk, BRI S 434k

(DDAB . {f: DAB T2/ 4: Reagent A 100ml, Reagent B3 ml.

AR AT

OMIA 1 ZFF Reagent A Fl1 50ul /247 1] Reagent B #I| 1.5 =+ E0, R0 1RAIR
K B H TR

@ /NI R RO AR T 7 b, AN D) s AR T, T
B 10 8 tT, HAEAH I

@R IEAV N OB LU B TR

(¥E: Xl DAB A EUEAEM, WEmofl A FH I RN Co A, IR Syl G 21 57 kR
HA LD

(DLL PBS SRR ¥E 3 IR, RFIK 5 4381, ARJG /N0 220 B kAR 1) PBS.

TG IARZFEEGL 2 /vl ARG HHLERKYE 2 Ik, BEIR 5 8.

DBE/K: BEEEFTRE (70%—80%—>90%—100%) Mi/K, &4k 5 55k,

(DEW]: —HIZKEW] 5 /0 8h X2 k.

OF Fr: A TREKIIORAT, R PER S Fr o HLERAE BB IR bR A L3 o — g
JVI TN B LR S SR P A

A5 VP BURIE T B 7, 56 IR AW AR AR Je (il — Mt i, SR T2
BAEE NP . B Nl UL HO-1 (MR IE RIUES M ks, e Taide. 4iae
RO Py 4% €04 5 S R B P 40 P o 1 20 LA R PR b O L i B . TR 82 0 4y, AR
NGy, KRB 2 55, RERECN 3 5@ T T E b, BE R e 0
4%, FIPEFR RGN IE<<10%H 1 4%, 10%~50%K 2 4%, >50%K 3 4% LAYLo s i
73 S5 RN 2 L VE 3 ISR B 0y HO-1 5 2840747 -

2.10 FitFEFH*
K H) SPSS17.0 Geuk ik ff, THEFERIILL (xE£s) Fox, WL ELESKH q Kk,

10
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Z A LEECR 7 2000, B P<<0.05 A ZE 5 A Gk 8 X
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&R
(Result)

1. M;& ALT. AST. LDH & TNF-a jRkE
1.1 & ALT ;RE

5 S @AM, IR 41, Dex 41. IP 41 )% Dex+IP 41 Wi (P<<0.01); 5 IR 414H
v, Dex. IP J Dex+IP ZHH] i [&M% (P<<0.01); Dex+IP ZHHJ BALT Dex 4 )2 IP 24 (P
<0.01); 1M IP 415 Dex HILHI W ZF (P>0.05). W 1.

xR 1 BAKXRME ALT IRE (n=12, x £s)
Tab.1 Serum concentration of ALT in every group

parAil R ALT (U/L)

S 41 12 60.08+5.93

IR 41 12 533.25+23.34
Dex 21 12 396.41+14.84°
IP 41 12 400.25+15.31°
Dex+IP 41 12 250.08+10.18
F 1592.68"

**P<0.01; LA LLE R abP>0.05, L4358 P<0.01

1.2 & AST iRE
5 S @A, IR 4H. Dex 4. IP 40} Dex+IP W] 3= (P<<0.01); 5 IR AL,
Dex. IP }2 Dex+IP 2 # 5 [#{% (P<<0.01); Dex+IP ZH ] AL T Dex 415 IP 41(P<<0.01);
M IP 45 Dex ACHE 2R (P>0.05). W3 2.
x2 BAKXRIME ASTIRE (n=12, x+s)
Tab.2 Serum concentration of AST in every group

G| 11l %5 AST (U/L)

S 4] 12 150.33+=8.24
IR 21 12 1269.41 +£36.43
Dex 41 12 800.00+14.93"
IP 4 12 799.83+£16.27°
Dex+IP 41 12 446.58+9.30

F 7550.14"

** P<<0.01; 24100 PIF5 LL#iER abP>0.05, H.4x¥ P<0.01

1.3 1% LDH ;RE

5 S AL, IR 4. Dex 4H. IP 4}z Dex+IP ] BiE (P<<0.01); 5 IR 4H4H
tt, Dex. IP 2 Dex+IP ZH W B B4 (P<<0.01); Dex 41 A AL T 1P 41 (P<<0.01); Dex+IP
21 BAK S Dex J IP 41 (P<<0.01). W3 3.

12
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#3 SHEKRRME LDHKE (n=12, Xis)
Tab.3 Serum concentration of LDH in every group

PaAil 1% LDH (U/L)

S 4 12 799.25414.56
IR 41 12 3500.83 £50.22
Dex 41 12 1220.75+31.56
P 4 12 1571.41£32.71
Dex+IP 41 12 898.91+19.37
F 14151.11°°

#*P<<0.01, %41/ PIH LA P<<0.01
1.4 [0;& TNF-a iRE
5 S HME, IR 4. Dex 4H. IP 4} Dex+IP 4B i (P<<0.01); 5 IR 414
b, Dex. IP J Dex+IP 41HH B [FFMIk (P<<0.01); Dex+IP 41HH 21K T Dex 41} IP 41 (P
<0.01); 1y IP 415 Dex LM B2 (P>0.05). W& 4.
% 4 BEARIME TNF-o iRE (n=12, X +s)
Tab.4 Serum concentration of TNF-a in every group

waAi| 1% TNF-0. (ng/L)
S 4 12 17.0442.57
IR 21 12 58.28+5.56
Dex 41 12 35.7044.43"
P 4 12 36.414+5.19
Dex+IP 41 12 28.051+4.53

F 131.29"

**P<0.01; A2 E P ELEER abP>0.05, HAR¥2h P<<0.01

2. FFARARREFNT

DG MEE, S AU/ Sk SO 2N B A IS, SR A S R
() Jo AR WL 28 P 4T LR

IR AH /NS5 K200, AT T K i S s e A, &R 0 I An e R A8, 40 i o e
R, AT NREER, KR AR, SRR, . WA 1-IR

Dex AU INtgik i n], AN BRI AR, RS2 AR R I, (EATS AR CRATE I
AW, ASAEEIAE. WK 1-Dex.

IP ZH w] WA S S Am M AR o I 52 N RS st A iR AE . LA 1-1P.

Dex+IP 4H /NS5 FEAIE S, JHSEgl, AR WD ER AL, AR AR oK, R
LY G A IR AL, AT WA AR, AR DS R4 R . WE] 1-Dex+IP.

HIRI 5 BV 73 2 I Suzukifig BE 2 P/ AR vED),  BIRR S I SE A s Ol JH-40 i 5 4%
T RS B2 40 B SR U1K 22 /DK I B 45100 N BT 20 TLANEE e, 230k 0-4 43 i
S5 v |11 11005 b DA A E 3 87 2 S Vs i 2 & o RN 411 W
A B A0 AR BAN IR ZEVE D 1 Jp s JH SRR RS AR A JHFA0 5 6 i s i A
AR I DT 30% VA 2 43 JHSE R AR JH40 i 5 B 28 v Ak FLUF 40 i A st/

13
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T 60%PFA 3 435 S A I HEA0 5™ B R Ak R0 IR AR 2 T 60% 1N 4 77 .
AT, RV bR AK Y S 78 00 40 B 5T S Ak A 41 B SR 50 2 il v 4
SR SR BB AR ) H R 2R PRy . HSZHAHLL, TRZH. Dex4H. IPZL K Dex-+IP4 B
PR B (P<<0.01); HIRZAHEL, Dex4. IPA M Dex+IPIT4r B &A% (P<<0.01);
Dex+IPZH M AR T Dex 4] XIPZL (P<<0.01), MiDex#] S1PZ 2 M EH 8 2% (P>0.05).
%5, K.

%5 BABFAEALERESITN(0=12, X+s)

Tab.5 Liver histopathological score in every group

il il WEPES (4
S 4 12 0.27+0.21

IR 41 12 2.90+0.2

Dex 41 12 1.63+0.21°

IP 4 12 1.67+0.18°
Dex+IP 41 12 0.68+0.22

F 273.34"

*% P<<0.01; 20 1R) PIPE LLECER abP>0.05, H. 43k P<<0.01

IR ALn] JLES 7 40 MU A58, AR5, Dex M IP AU SERR e, 40
Ak, DEANNIIRIE; Dex+IP 4141 MUK, ANTIIRAE.
B 1 ZAFEALAFEFLE (HEX200 &)
Fig. 1 Liver histopathological change in every group
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3. BFREZH AR T
MR TUNEL ArU0vE, iS4 T-fe 4. 5 S 4Mtt, Hag4ian
FgE T FR B B (P<<0.01); 5 IR 44AHLE, Dex 41, IP 41 J& Dex+IP T84
BB K (P<<0.01); Dex+IP 20 BAK T Dex 4/ 1P 41 (P<<0.01), 1M Dex 415 IP
HZ T EER (P>0.05. k6, K2,
% 6 S4B RFBEALRMAATIE R (=12, X +5)

Tab.6 Liver apoptosis index in every group

il 1% TR E (%)
S 4] 12 6.30 £0.59

IR 4 12 38.01+1.29

Dex 41 12 14.46 +0.83"

IP 4] 12 15.79+0.54
Dex+IP 41 12 9.06+0.74

F 2696.18"

#5 P<<0.01; #2010 P95 HLECER abP>0.05, 4k P<<0.01

IR H AT LB 40 MR T Dex A& IP ZH 7] WL /NEB4r 40 i T
Dex-+IP 4 IAN 40 L T
2 &4A(EBFRRLALR AT (TUNEL X400 &)

Fig. 2 Liver apoptosis index in every group
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4. BFREZHZE HO-1 BORIE
S 41.IR 41.Dex 241 .IP 4} Dex+IP 41 HO-1 $¥4343 1 Jy(1.08+0.90)5) . (2.92+1.44)
3. (4.58+1.88) Zr. (4.5042.02) 43 (6.33+2.31) . 5 S AL, IR AIEE (P
<0.05), Dex 41, IP 41 % Dex+IP 415 (P<0.01); 5 IR ZUAHEL, Dex 4% 1P
M (P<<0.05), Dex+IP 410 W (P<<0.01); Dex+IP 41T Dex 415 IP 41 (P
<0.05); Dex A5 P HZFITLHEZER (P>0.05). Wk 7, K 3.
% 7 S4EERFBEALE HO-1 FiEITSH(M=12, Xts)

Tab.7 Eexpression score of HO-1 in every group

Wil 1115 HO-1 ¥F4r (41
S 41 12 1.08+0.90°

IR 4] 12 2.92+1.44°

Dex 21 12 4.58+1.88°

IP 41 12 4.50+2.02¢
Dex-+IP 41 12 6.33+2.31°

F 14.80%*

**P<0.01, ¢dP>0.05; ab. bc. bd. ce. deP<<0.05,ac. ad. ae. beP<<0.01,

TR Dex

HO-1 76 IR 2 2 IRFEIE, DLEREE A N T 7F Dex 25 1P 4 &) 2 MERIA,
DLMREE A SRR ;s 7F Dex+IP 41 5 2 MKk, DLstEE .
3 RLAERFAELEL HO-1 Rk (&AL X200 )

Fig. 3 Eexpression score of HO-1 in every group
16
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it
(Discussion)

HIRLZ $5 75 P i R 5 RS H A 0350 29 R A AH e AN AL, U IR E I S, A
RN fig e SL e i S8 P UL ) 8 AL 13 1 A D RE Rt S i A HL a2 n i F g 3 A 2 e
AR

JHHE S 53 DT B AR R IS AR T 28 1 A 2 R S HE 9 A HH s RO M — A R0 97 B
TIANEFRAZ I T H 20 36 201G G4 1) R AR e m s AN T, B A it DR B
Ry R A . X EEHR ST HIRII A A2 A — AN AN T IRE G 1 vl o T A2 A A S5 K ) S
FVESS B, MU AR 32 5 AR 2 B AL 7 1500-2000ml, - L2 50 24 T A
AR B 14% 0 SR G ML ER 4 T 2B, 78 JFEIE ERT TR S5 I DRI BT AR I ), f T
AABER D, T EUE A R R A . e ARG I, FURRHERR, 5 AT R
By S0 TR 22, IO A A0 P 2 M (100 T 7 T i A e AR AT 2 S0 28 A 18 38 A 5
REJE M BN AL, ATPAE Gz, (i Na ™K 4% J Ca™ 42 254K JLATP 1 40 o P9 40 55 15
JREEEIR/D, Na™y Ca®*y CUEEES 1 AN SN B BERE NN, S 5504 e 1) b i
B, IE AR, P A S R o 1 A I Bk A Ak, 1P R 4 N
ANIACU ST, IR 40 4% A D RE -

{32, HIRUPIE A AL B CLE Bk (0 JFE U sl afi ek R v i it , o0 A 22 1 JH
PR MR 5 7= A 1 — R 530405 o JF A S 0L PR 3 45 ek, HoRL e e A,
w2 N FEILFEWER, TR EARRE . LFEER PR, FEARELUT 7.

(D) S H BRI AH &N A BN i IS A, A TE TR )
KA N, AT DLE e <5 A A e R AR AR S N T B AR . ARG B I A A
TR, A At A E AR S TS 2 PR, 3 2RYE T Kupffer
M. R BRI S A AL A . AR, WL R AR PR AR AR A ARk
R B HIEGER SPUANAER, HIEFEET ZF Rl AN 4 H S
BRAMRE 2, FEAFREE A RGN, Wl A LEE (SuperoxideDismutase,
SOD) AWt Mt 24l (GSH-Px) 455 K7+ B HZEERRA, s eIk & 4t
EZCHUANIR)E; FHELEY, We-FiHMER HZIRMPG); HIEREESE, SODRE
AL A=W A N ELA 40 g 1 1) R 28 )l i A A s A e N AT K HLv B, HL A EE B 40 Y
TR ER o GSH-Px W]l i {4 GSH 5 HL O, (A8 AR B S N, AT 9328 DR A8 A B g
SR B A B P9 AN IR I A8 A B S U A R A R s itk SR it (LPOY 43 i,
/D LPOMI A B, FRARLPOXY 2H 2R 40 o s Bl R 437 3 o W e Tt b, B A B S HL A
R TE o i ) B M e A8 Al 2 B (1) B I A A A QG S Ik Bt A S A Il 2 15 TR IR D N 4 A
AR, PRGN . AEBROL T, NACE DA B IR 42, HIE T e Ak
/s (S NTTRIN W & 1 s e e e 7 o B O T R SR T W EREE R S e e ATITDAE-E|
LM BIE IR o U UARAE TR EDIRAS RS, 48 A B3R E = R s ANRE B L s R, =&
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(P13 B, 5 DRAANIL, o2 104 B B 2Rt R0 R Bl 2340 i S Ko T ik
RN, BN EYIIEE K, [FINDNA. RNAW KA A, REEA KA, SEH8
i M e A2 2 Bl B O, TR A B A i — D N . KRR, A E 2
1822 | S R T S A AE HIR LT R A R P o A B AT o o JF U ) S i 7 3
IZH AR Bl A, ANRERMT IE W A AAN, SEEEEAL, ATPA R . RS HE
YRR R T B FEATP, MO ATPA kDI, B35 PR B, 4000 PN R85 AN g A I
FIANMAE . i ELA0 R DR B o LAk i e B R S SO B M s, A Ca AR 5 o
AT ANEE NG PN, S BN ) Ca™ IR T, (A M 2R (K R B, o
TR FES A (XDH) AR A LR (XO). ATPlIL— RV, H&4 K
RN . M AL T RS T, ATPA kb, IRETER I, 4] Uk HEVE
), AEHENEG I, TEIEXOMIMER, IRBENEM 50, 5 I AR s . Ho 0o A 450 B & 1o
TENE A T 50, 5 N A URTR B4 BS T FIHL000 540, 70 I 1 e 1L P88 N 5 o 2
For 0 B o 2Rk AR K LA P4 [t £ L ok 2048 B i SO R AR LA AL T,
I ELAE AR A B A e, T8 L ATPRE S, i A4 P B s A W o & 1o /b
BAE R NPT R GG R RIS o i DU R AR i M P I, K= AR 4R B
SEEEE T RSB S BR R A AL EERE ), BT R S0 BB T AR 2R
Flo 1 22 M4 B F 2R T B . S AR 15 45 &5 ) DR I et S A T8 2R, BUl i)
PERRAG, 1 HAESZ R, Bl A s A S I A A EE A R I T ReRR AT, 3 EL
AN TE S VE S BT TE R AR S Ak, 12 R B HERIE T oA A I T TR
W RDNASE, P40 R LA Py B2 4, 5 ECRE AN i R ifi /AR S AE UL 2R 4, T Re
ARG ER, FRR GBS AL o S B I ERR T 7048 M0 Bl 1 F-E v 40407 v oy 3
i Ah, AR, ZNEE . ARDS AR R 2557 A R FEA X BB MER, WM&
I A7 R PR AR P I 2 14 B R oy L

(2) 5B TEN  1E NN M T2 5 A4, AP B RSk B e R Y
VI 2 20 M Dh e 4 S M Ae e A EEAE o IEW IS 00T, 40 B P9 0 1R B 43031
02w mol / LK&1. 3mmol / LA, AHMIAMNGERIE S TAMANK (L1115 . A
AN Ca™ W R VAT B R B A0 MUl Ca” HE38 (Na™/Ca® R R 40 HY/Ca 2L R 45
PEAE 1A T BN IS DL R IEAT Ca® AR E T ) AN Moy “ 495 %~ BRIBURTRBS i Ca™ 25 41 I ok
SEHRIRY, W A 2 23 0 M T A R P Ca™ R PR R kT 40 i 4% 1 ) A= PR T B
FOCHEE, EHIRIT, AFARANML N BEEAk & A AL, TAKHATPINa 42 K Ca™ 25T fE
RARER, BoE P OGTE N, SEGM A Ca> IR E T mr: FUBSSHIRUR, Ca® il wksh
P HGENN AN FER N Ca™ W JERE— 2D W i B & 5 RSB . 40 A A5 B 3 S —
PAZ 1 VS TR NI S o =0 1 T 7 W2 YA N 7 L A PR T i L e o A L N TR ¥ 7
WOy F 2S5 M P B IR B A, INE B s (RS TR AR R, IR AR N G SO
JFF IS A5 (Kupfer) 4 M, R IO 5 44 A 5t i i 26 - 40 B 7

(3) PPN M K BT VE F o A3 T 57 28 W 4 807 e ot 08 v PP om0 K rp M 4
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R BAET, p RN T S RO RS A IR, BUE AT, PR 2 R AT
K7, 3005 T A0 i A 40 PR AR s 38 m] 500 78 P 2 0 RS B 38 i TR I, I EEARG
IR I S EH UK

(D) MSEAIERIBGER . S ZUR A S il FfE s, 4w R AEESEE,
K upffer &) #3510 o W K upfferdt M vl ik b ok 4 MR f8Ca B 2, s 2L
B BHATPERI AN ARSI SRR IR s AR KR R PR S IR F (TNE-
a)s IL-6. IL-1PL R M/ PGE AR 1~ (PAF) 55 2 R e % A1 IF R8BS, S 8UH 41y
P4 . Kupflerdi filid 231 PR Disse R Bt A OB 2 (1, 002 45052 3 B2 4 B 2 4B 00, A
FEWN, DRI TR, FRIRA S

(5) AT F DT &N FEEER- . TR, 20 k12 5HIRI
MIRARRE, BP0 BAE R = A O . FEE A A TNF-a. IL-1. IL-6+
IL-10%540 . BF9Y 2 I TNF-0n TL-152 78 JI 5% 5 0L 7 452403 1 o A 5 e vh A P e T 1Y)
MR T o TL-13E 252 G b M B4l i =42, AMURE LA 2 8% (41 (PMN) Bl
FUE LIRS, B RE AR Kupffer i iU 27 2 TNF-o. 11 TNF-ofE HIRIfK) & 2FE K A e
FHRUWORAEA . WEFURWITNE-afE W] W38 s I S 41 I 5 PMINTRAH BAEH (TR S5 m
JF 57 N Rz 40 P R T AR B o T 3R 50, IR PMNRS A B 9, S50 I A 24 52
FFZM PR B AL, RIS 4. 5 4h, TNF-ouds nf B3 S 85U 55 N 24l
R P e i o 8 83455 9 R BRI RE A, I S TL- 1B R F T B4, 75 5 A i 4 4 2
1 T % ek 1L T, 5 WM LAk I Th g, I FEHIRT, TNF-off3E 2 S HIRI LS S S . 5
Ab, AR, FERFIE RS R T, A% KB(NF-KB) 5 A 5 1 15 3 8 P 41 1)
GELTEPERS S, WG PNE-KB ARSI 1 RS TNF-0.  IL-125 22 Fh 48 RE A ORI 40 i P57 1
RISk, SEOUAHN P 8 A 0, B AREAICER Cln M D, 1 HLF-KBI
WO REE 5 T AR B RE S HAT R4 IR AE Sk

(6) HAbT7TR: BFSTRILTIHE 40 Hofr HIRL . 0k 355 T EAEH ;. Bei-22P53 / P21
AR L DN BE 15 T I £ e XL P 3R b X 4 BRI T

B2, HIRIE & ZMAFENLE], B AFLEAH 2 m, LRER

HIRLZ FFREAMRE— N8 DL 16 ), 2 S BRI EAMRF AR, A S
JFF o Bl o 1) R s DAY, 3™ S R T AR 2 TR AR ARG Y, LR S W
VA B T, FERERATBER TE], HE BT 3% A o SCan il i 42 HIRL, B FHFAE A
BRg AR 8. Har, @ KESE NP, O 2R i iE 58 B s HIRT
AVEH, F B REH M FRAL B AN G AL B . 254 T BE K J5 A B L SR A 2 A TG A Adh B
G2 M7, Kb YA BR R S, AEF B, Ok R R R A PR I

W) TRAL B2 TR R AR OC 254 S SLAU = 1 A8 BEAE F R 1 5 41 2R 40 ffox ik 1f 7
FEVE I 32 P o T8 DX HIRILHI ) T i S A S5 AESE , A W HIRIVE FH 1 254 &=
FALHEA 1 iRV BRI DU B PU DL G A U ER L P A 5 A i R T
R sm AN g A QU 0 2525
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4 FRFCKE & — M) IR R o L ARBIBH AL, HOAE a J ARG FESE A B 2 i 1A%
1) L ARTIEN . e ARNGHEE FIRBERSZ AR, AT T8 Z Mk LA M. 452696
I 2 TR o ARZE S T 5 — Z8 515 M3 P4 5 J LA I3 e B TR S (1 T g S sz ),
HABH . M. IR, PUasre. Ifias mph s DL A i s 14 ohpel'™,  HEne
AN EIVE ] o Dex A I 608k, W BRI 02/ M, i gk b 32 B
i CREEREImAE D 4B RRIE  CREAT R il BRIV S R AR N, s K i3l
¥, HAGA N2 B ardh 88 s B AR 25 2 — D DA T W37 s B E T

W R A SR FEK T B R IF RS R EH o 2O ()Rl Py b, A58
FEK & 900 nT L3R o JULAT PR S 12, AT 4 Ry Na+-K+ G A Ca2+ 3o M, I 4l i Ca2+
L B OIUREZE R, SRR LA N B (MDA) &1, #5SODIF
PE, HGEIRSN 15, RO IIREE, BRI R B R A2 SR E VRS, Jkd O
LR R, BRI UBECK A LDH (1 I 375 e U4, 30 o o F0E £ 3 A I R 5 ik Bt
2 IR B AT SEHEIK 22 1T DLFRARIL-6 R TNF- a 45 28 5E K7 1K, b 98 Mg i 81 16 =
Az R PR i i Y, AR TR B RS AR, R i i X A X of
LA, SR R PR A R P T A LR B OO T A o A SR FRIK s i ek F T
R R Z YW, w0 B R R S /NERERL, IR0 I b O, b 2 o5 o ol ot R 5%
AU, ] IR AT ST v I B B Sl A B It TV R S I R R D i A
FNIIE Y, AR R B8 b Wl (MPO) 75 PEFIICAM-1TFITNF-amRNA [ 3814
U1, rsf D e 52 at rpy, A7 SEFEIRE T T AT AW 3 PR S 41 21 P MDAJK T, $5SOD
Wk, BRI S TNF-ak 5, s/ S L R B 7200 S 4k, A5 STk e W 8 A
WAL I B ER AL, R0 S B R EE 40405 2% Adnan Tifek 25 AF 7746 W A7 5540
IDK 5 B AR TR 0 P v I3 T a2 i JU 4 v 1 A I8 I, B A P Bt i 9
R R IEYE (TOA) FIEALN TR (OSD), $EmRPréfe s (TOC) FIX 4
fit}-1 (PON-1) [RIA/K T, Taylan Sahin, MDZERIF 5T W A7 & FLIK 5 AT LA R JiT Sk
1P S 4L B SR A A b SR A U e 23 R IR KO, SR R b A e e oL,
AR &H 2 ANBRIERTER, e lE T A N I H bR, 1 s AR AR b P i
Ja, LT 20 R AN AR B 52 BRI e AR AR, IR sk AR IR P ) s e G ] SR AR T
(71 21 271 M 2 RV 2 S i A R 1 T (R RS, AR T AE ) 1) FRAGIN, 2141 g
NGl I i A, NI B LR g2 Bl 2, SR I T S A REE AN,
Ak FEAL — RANPHEAE . R0, HWFIEPIR I, Dexft W 2 FARAE I S i 15
R T A T MDA IS W B, i SODILTE W, AR AR08 A o Bt i o i
A, TR TR, PSS TERE T, ORE T DR 2T AN A T A T 5 S
MEIARERG o UL 0BT BH, A0 36 FRIK g ) I i 5 0 Py 43 407 1) O A FH mT el e bl
RSN FEARAE A N B A R 2 A S DU AL IR T 1l . IR Ca2+HE 38 % 2438 R i A A S5
I, HSMERZZBAAHT N, LEREH.

H 87 T FE HIRIP 2R R S 2, (HRZAGEH TR el Rrp 2552 2]
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PR SR, T4 S FEIK 2 AR B it & — Pl B BRI FH 2, I BB A R0 3 L 3] [ G (1) e
B M BUEEREAE R, BE T4 MR R . BRI SR e O R B IESS R YR, — %% %
13, EMIEFARP MBSy, HAT AR 5.

TPC I 2 S5 A FEFE ¥ 4047 PO 30 8 1 P 2 Moy 2522 OV o J LI 3 3o e v 2k R B
B 5 SRk SR W FCUE S, SRITIAL ARSI B B W A5 2 AN s (s i 7
KAEB A DR AR, REAL I 28 0 ol L P ™ AR T Y, 39 e 0 2 R s ) ke
M PR I 52 70, (HHHUEIE SRR A%, WA TH R B Fri it 5K BHIPCAMVH B2
D3GR R L PR 5 R I D RE LS, 3R RE S JL MRS 34, B2 v HH e i P8 s 1D ik
TR R ) Y 7 R 0o T o 0 1 G A 1 B [ E 2 7 T o 1 L B
BPUAEA R SIERIIAE- o Ak, AU SE T SE 45 T TPC ] B S el 40 i 0
AR AR A D RES B (RLDH. ALT, $2 T40 H e R R A o B 5 v, Lo
AIRE S R S HPUEALIEE T, S MU A P A A A PO Y, Rt R L P
PG 52 AT A G . TPCRTHIRTFIHHIAE FI AR T8 5 JH- () 48 AR B R R0 T 41 B % i
SR B S, T LT R A 2R )t P R B A D R . TR0 R TR R
PN, ARSI EE T 2 2 AR A AR I, A AR I TR R P R KT
RE SR KIRES . IPCHS LR I 42 m T F dH 23 P Ab e o, 34 B R s e e o
A, IR IR DG A Sl 10 P8 o S PR AN BRIV, PR PR DR 7, RS B S REHN A
FH . AT 184 55 i 17 B P HIRTA I 32 53 40, WIS I AE ST M M JET F dfe i 0 e 1
(RITPC I 8] Ay e 1fiL 5-8 23 b i FERMEVE 100 B 22 A7 101, TPC e I F-VREE: 104/ P s ) i vy

SEMINOMI IR, Al I NOIE B A T NG sk S/ FH A0, 980D Fh PR 40 o SR 4R
I e I R AIE B 17 R AR AP VE T BT, IPCASE O FFF 5k i PR 5 A 5 A AR 4P VE
1 HX L B . S s i s A s B R ER . 54, RIS
RIL, LEREAT IR AT, AR 8 sk O it 345 5 e D R o it 82 e, s AR I i
HALT SR ASTHR B B AR T I At — e 3244, X R W LBk 422 1 1 5 i Ih &2 i fi W J o
HEAFIIThAE, P HIRIIIN 321, T HE AT 2454 TIPS, R R A ca Bk i £
WEATAS A b it S TR DI R4S DU, AH S T8 17 17— AN I T ) ke I 5
VEVE, IXNT RS FEA 8 17 PR R [ 58 i P9 R i st AL, T IPC R i 2

B2, KTIPCRERHIRIMMLEIE R R 2, HArW A FE SR REA G KN
MR LA S I 5 &, A4 B IR = 2R b BRARAR A NS N 5 S0 1 40 i Ak
HNEERMIAE S, RN R A0 Bcl-2383k B, Ml 4 g i -0,
HI i, M MRCREE,  BGE MBEFE DL LS S AR b 8 70 R I8 5%

AR L i R U HIRIBAY,  DUAT SEFEIKE TRAL B A IPCHEAT T, Al K bl
MiHFHALT. AST. LDHMTNF-affJiBE, WS T S0 B2z 0z . 4 72 X HO-1
FIZRIE, PRITAT I FEIK i TiAL BE R IPCHTHIRTAE F K vl AL o

ALTHAST F= S0 AT L0 AR AR, 224 P40 1 52 280458 55 I 2L 3 ok B2 it o< 7
fers HLIL I v PR OO 5 T (R A R e BEAR G, R H AT i) e s
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(RS =R DI ReFRPR 2 — o ALT EZAAAE T N, 2 EEA N S PR )
100000 57547, JHA0M— H IR, 3E ALTIE M S BB S, SuiiE ALTYE PR 1)
AR Ak ] LR A S W 4 Bt A R B0, ASTRAUAAR A 5 — Bl + 20 BB 6 2l , 2 I
W4 MO SRR I RR e, 5 FOALT &5 G ke >k S WU D BE IR L . LDHZ —FPoE 4 5 & Fh 4
SN PG 3 2 TA DR TR I, ELS P I AR AT AT B — 38 B s 2R AN I e R 1, A
AHIFFT S Dy i i B I E . AFSTH, Dex KIPALIIEALT. AST. LDH
W PRI BALTIRA, Dex+IPZH W] BAK T Dex4d MIPAH, X3 W] A7 SEFEIK & Ak 3 JZIPC
IR A It P v P R EUN I D s, B A RVER, G N R AR
Wl o Y341, DexZ LDHIKEE W] BAK TIPCHAL, W47 SEFEIK & 02 Th e 453 ] R
i FIPC.

KIEWFFCR I, S s N2 s il I P v B 4 A AR LA 2 — o TNF-a |
IL-1. IL-6. IL-105 &Fh R VL il ARz . 5570k B orihas 77 SORER UK
YERF. INE SOIE RNV IIVERT, &Rt S PR AME ] OO R R R, B R 2 T AAH
HEm, SRR, AN, EHIRIW K A K b A EEAE . W57 W TNF-
a A RS SR P B B BB AN RN T2 —, EHIRIF BAEORER, JFHE
B R RE PR et TP A 2B Bt e I, LS4, T K upffer cells25sx 3 Ifi
FHEEECA UK. 54 I Kupffer cellAME ] DAL= A2 KA H i3, 16 el 2340 o415
R RE AR KA TNF-0, i 35 P I R PR A0 A, 2 A5 K o R i a7 A P v2
e o F PR AN M e e AR R AR IR PE DR T AR RS, ANMEREIR T HUA N 4L
BUEAL RGN T, SLERAEANE, TS B Mg b A Dh e i, i Had n] A
JHF IR 2028 P9 Fy eb R e, 09 KR R TNE- o 25 28 PR 4 i PR 7, 77 A2 B JG 3R . TNE-
a IV AT, SO R A M SR A LR B 5, S AL AR AR R
MR LT an s, BOLATRA e B, AN, SRS %, FFER
PEERRERS, iR, FFsEimy sk, HGUKM, BRI/ N2k, ST,
WHE, SEUTMESE K D REE B ™ EAR . AR, R TNE-odk K A W Sk b /N
FCHIRTH (¥ 40 B K i K2 4l B IR A8, 1 FLAR R (1) TNF-o i Ak 2 A1 fi B 32 B A /N Bt
HIRI. AFF7H, Dex#l A IPZHTNF-odif P HESALHH B T %, i B A7 SEFLIK s TiAL BE &L IPC
389 B A 2 A R U Skt P o TNF-af 2608, WAL 31 PR HIR T A o 52 Sl 2
U 2 A SEFEIK A2 e W S 98020 JHF U G5 . P98 P TNF-a 55 28 P Rl T (3R IE PRI
HIRI, 5AMIFEE RARF. H4h, AWF5T T Dex+IPZH TNF-afil i ik 5 H A% T-Dex 4
IPZH, i B I 28 76 A TNF-ouif 07 TR S A B REH . Dex 21 51PZH 2 [A] TNF-aidi P A
LR 25, R U SR E TAL B & IPCAEHIRI 5 TNF-o 400 FI4% FH AT fEAH 24

93 B 27 A SR U e 2 U B UL ) RN, A ML T K BT I A 20 3 2 4 %
FERTIR LA P00 VP25 BONIR . Dex. IP M Dex+IPZL W i -S4, Dex. IP X Dex+IP
HEU] BACTIRA, Dex+IPA W] GAK T-Dex. IPAH DexH SIPH Y Al R W B 2R, X%
HH A 9 FTIK i AL B M TPC YY) e A R0 I I S5l i -8 BT 5 850 00 R B 2 a0,
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TAEHAEY, HPE B SCR .

JEFJUE () i P ¥ T 3 S5 ) A0 R A0 T L A B R T S A AR AT, R DAIRAECN 32,
i 40 R T N, B AR TR AR A A Iy 3 S H AT e ), (R
TG0 R A PSR P A v B A R MR RE Y o AN PR TR AR A
PINIEFANE S 55T T, JET RS, 2Pz LRSI 40 i =30 1 R
AR T B T UL BB 40 i, e A B A R R R AL R AR
HAREMAETER . TR S BRI 580 S 20 8 55— R 0500 I 3% . 41
T SHIRIE H S VI IEE R, 6 Se B f 5 B0 b ok P 45 S i1 . e P
BRI FREE A, A0 T BT B R S B A A P R A R R A, R R YA
PRV 5 RO, 1T i X e i P B B B U K R T R I R T S
S 5N I 2 ol I P FE VT AR A5 IR A A . R R R E A o (RIS, 40 T R A
JRE RS H A R () BB G bR . AWFST P AR S TUNELKS I 25 5, Dex M2 IPZH 40 o F 145 5]
WAL TIRA, Ui AR K BTHIRI A A7 56 FE K e AL P A IPCIA e 0o/ I 40 L R T
Ak, Dex+IPAL M MK TDex. TP, DexZl STPZL [0 A WHH B 2557, X EK AT SEFLIK
SE TRAL P S IPCAESTH 20 M 707 T A PR RAE A, T s 90 E R AH 4

IM4T 2 5 Al (Heme Oxygenase , HO) W] LUK L 21 Z2 58 AL B0 1 H 2k, ISR 22 R0 —
AT IR 28 Sk — 2D Wl Ak g BT 2210, LA P (A 1 2T 3% 40 AR P A L il B e —
(PR ERE . HAr CAHOA =FhlH TEf, RIHO-1, HO-2, HO-3, 1fiHO-1/&H FimfE—n]
DAHE 5 0 [R) Ll Bt 7R IHO- 1A B T Préa b S SAEFN 155 2 MR EH
148501 iy HLHO- 1Ak B AR I = W H 41 25 RIH S 25 AE B e R Pt R 1 5 2 1, g
SREA I, Rl R AU AR A 1 R B R R, co B
(I A K T . PO I T R A 0T B 1 A2,

TENHAE s il PR v, HO-1REA S0 I S 55, VR JHT I % JIH A3 B 27 4
98D JF VA DX /N JIE A R P 3350 I/ ] L 98 Pk 40 PR v e, 3 e - ML A PN g A R
(VEGF) R it 4 B fiT A=K ¥--1 a (SDF-1 a ) [FERL, B EZAHA0HL (EPCs) B )
SRR, 5 L AP AE TR, AEHERT A . ARPVPIAMS (16 5 5 AP F il () ok
M, B ESHO-1MRZE, REMH B3 sh kil FPa0,, PG5 VP43 (LIS
PO i/ THEW / D). MPOTE T MMDAS &, R S i P B3 S01 it 45145
551, 25 JHEAE e I P E S v, I S HO-1 13 IA /K, AT DL S P K BRI IS ALT
FIASTHEE ;. R AE A SV BB s $E ml A ) B AL (SOD)YFI4E AL RE . 4E4E % C
i, BRIREALNE: PRSP T B ABCL-2M RIS, G I T JE K ) Caspase 311
Tk, RN RRPT s IR REFN AL A0S, AT D TNF-aFHIL-6 552 48 iE 4
BRI 7=, AT HIRISO ™, S 4k, (e TG . AL 025 E e 4 e e 3
b, HO-1AEE 2 B B A4 7E P, HO- 1AM i) AZE AR A RS N R AE4E Y,
10 H AT AEE VAR IE SRS S 355, 57 0 W FRARAH 88 B . A M B, fA k2
7120 A 52 214547 BRI 4R 47 LA S PRl AP 1 GBI 3 . Seok-Joo Kim&s:
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WFFE R W L7 S HO- 1A IA AT LA S 538 RS i i 2 Sk af e v v a0, 3
— R, BRI ANIE AR A HEAA TR TR g 17 A0 8 e — e (9 TP s i mT A A it
P, SISV R R, X ] DA U 88 B8 A P AR A S BOIR 159 31— e s . 6T
B IR R R, Tl S AR PN HO- 113608 7] B 3% =10 JIESOD MG SH-PX K T, B
MDAK -, BESRPUAMNIIRE ST, I8 GE B O VLT 4 AR R RO LR A4 HE T 25 44 93
TR, AR DR, WOl 5 S HO- 1 2 3K K BT S B i T O 3 B B
RIS I FIRT 5o WFGT QAR E G . &, Fmmo Ol 2 f2g ) L4759
HO-1%IEMVE . ABF5Td, ATHZIHO-18EEr SAHHAK, IRZH M T-S4H, Dex. IP
Yl TIR4L, XRIHIRIA & o] Gt ae 5 T IEHO- 1R, AT SEFEIK e Tilkh 2 A
IPCXTHO-11#15 S 4E FH 3 T-HIRL.  Liu AZECORIFFT -t il Szt if ¥5 4k BE G830 3 75 S HO-111)
FIERPECHIRL, SAWFFTL R —5. 54h, AW Dex+HIPALVF /3 =T Dex P41,
MDexZH HIPLH 2 (BT W 255, IX R W] HLAT SEFLIK & FiALFE KL IPCHTHO-1 115 5 AT
PhFIVERT, 1P A E FATHO-1 75 SRR AR . Rk, A7 SEFEIK e Tk 3 X IPCH]
BEtA e E L STHO- 11 IE R BB RHIRT, P9 1E HBREA Y, HEH AN .

ZE LRTIR, A7 SEFEIKE TAL 3 L IPCYY REW] W FFRHIRT, H i G EEMH, K
VEFINLEIA AT 8 55 SHO- 1IN ERIE G — R K.

ARSI 2 AEAE T

(1) ARSLE NS T A EFK e R —il | (25pg) B—W ] CRAT 30min)
F—igde (EEVESD A2 KR HIRT /ER, SEARREIHE . ANEII ) AR 452
AR MIAE R AR, b — 2D, ARG AT SR XK Bl HIRT SeHEAE FH AL
X

(2) ARSZEG HFFE T R R R IEAT S — ) CBRIfL 10 238 S FRREVE 10 2381, 5
—WE () B IPC XK HIRT AR, SHFASEBRHCEE . AN TPC A K R
HIRI [P/E SR BE W AN A, FFt—P0t9T, LASRAS IPC X HIRI (& AEVE R .
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it

(Conclusion)

- A SRFTIRE AR A e it FUAR B2 BE AT R0k K SR HIRT
- AT SRFTIRE IS R FRAL B R B HIRT (R AP Sl

3. R AGIKE TAL F R ik i FRUAL B OK B HIRT H4E F AT X 5155 HO-1 RIAH —
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SCHERERIR
(Review)

PR R I 7 7 0 53 4 B AL A2 B 78 RO T SR it R

JHF JFE B 1L 529 957475 (Hepatic ischemia reperfusion injury, HIRI) 25 FEZH 233 %
B AR I — B TR) 5 M My, AMEASREE LD BRI S5 i 45 AR, I m b s
DR aG Mg f 4500 I 5 o HIRUEAR 22 JH A0 G2 R 8 ) 1) B, o 2R PR AR be . &2
A ) B SO B O SR G I D Re e, BRI SR C D Re . I D RE L 1)
FE R M, H A AR R R A G, AT SEUTIEAR G 18, B4 F80E
s B R, Wil B, B, DI ZAEEE . RIS IRt SE . i
HIRIRKHE B BRI 1 -9 S8R 2 IR « T ARG, P35 11 i
HF A TG « TR, KT R 2EE R THIRIWHLE] A B8 7 3T T K&
9%, BUS T FEIER RO . BLAUT Ak SHHIRTIK) A& A AL KB VA BT 97 33k A — 283k o
1. &S HH

HIRIAME AL 45 H A e i ek R o (R £, 5 B2 1 Y g ey ik 52 P 3 30—
RYVEPE . HAUEE L2 T71H, M@, w2 KRS 5HY, i &M
R AL, JLEEH, HiZrEa%.

B R e A 4 S A N A W s s I Y R e R W 9 R RS & Bl /S
AR . ARSI, SRR HERR T S | R R 5, i HaE 2tk 1 RE YA
VIRITHRE: A E IR 2, 0B R 40 i s b IR DT IR A A ik A Ak REIR A T A
A, ATPAERGE/D, iNa™-K 5 K Ca® S S5 M ATP (¥ 41 i Y &0 B 15 2 k2L,
Na'. Ca®". CIZFE 1 AN AN BE AR BEHE NN AN, SEGNMIIpAK, A 2B 45
B, KM P Ao 58 28 ok A M RS BAR 4 B b, 5 kS s B, 3E— 20 S5 4 g o A AR gy
WEE, NI U408 B 4145 -

YRR MREE S, Wit e, 2 AT LA T

O%F B HIER . B R DA O B s, FEAFEEY A 2.
A LA ENE 745, FERIE T Kupfferdi i, T ERc 40 i 2R s nd 4 A g . 45
A ISR TR B2 AR N o SR, BILAR N RIS A A 7 AR A RS B AR &R
JARH HIEER AR SN R . AEROUT, EANACE DR A R4, HIL
A IE A A AR R TR SRR KR 4 4, 8 e e sl AP, A A 1E A A ik
Z A A 240 JL I RPN o LA AL T BRI, 4 B R 6K o AR BN BE A A IS
EER, “EMCPATE RO, SR 2 B B R R R 2 2R 40 B A oK
TR, IR R, A TINS5, AR DNA. RNAW A AEMAR, iR
JRE A RAARYE, RGN B A 2 P R A, AT A s B A 13— 20
KEMFUERM, 8 H RN 2 . SN IR Tt A7 TR St . P v B A vh ¥
WEAERH . R RS fF e S, A sk 4, ASREdEAT 1IE W 1A S A AL,
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SEREREAL,  ATPE D T E5 A B R T ZHFEATP,  HCH ATPA B b
I, EG AT FRAK, A P (RS AN e A I 2GR 40 e Ao i .41 B s DR o0 28 A i 4 i
OB B, A Ca2-H TR AR E AT A3 N4 Py AT 5 35040 i P Ca™ 9k
JETHiR,  Ca® A 2 /K AR A BTG i o A 3 e it e 3 A S L (X O
ATPI IS — RAIRHS, AR EER, A A T-HR IR T I, ATPA R,
KBS L, M SR HETE I, (NN, B REXOMIFERT, K HEEIS 507 & W A
BRI . Ho 0, MR A B 15 1o BRI 550, S N AE PR IR B 28U B 25 1 F1H0,0 T35k,
0T 28 R AL PR RE T I 3 AR A B A S ) LR GRS A BRI 2 (ks
MM HBOE IR RIS, PGB MR AR ERZ ). R, 783 bl i i e 17
Bk, BT AR NPT 2R R PT AL TE s>« PRI SS DA AR I 4 B SR
THAESE A, RN PR R SR ) RIS o BT LY R AR SR i F v I, 40 3 i 2
(= A R AR B RS R R AL B RE ), BUEAR B R AR SRR ) R gl
IR, AH HIEHER

2R A R JCHOERR B RIS R AV 2 W ANFR IR B, ¢
BOIEYE B AT PO S . AR ) SRR IR, BT R B YRS, HBESZ A
B RIE . B R R B A I REREAT, 3 U IR R 1 S B T R A A s
Fy4h, W2 A B ERIE W] A3 R A1 N D « AR DNARE, 450407 JH I I PN R 4 i
5 R IR AR A B S e A A b 2R A, BERS ARG 30, 5 IR A A R dS, PRk i
HEREEA L . A H HEERR T e Bl F e B0 v A B A Ak, AR T
ZNE A5 . ARDS M AR ZE 2557 AR KA X EE VR, WS A R TG B A4 P i
Z I H Iy H L

AR HINERMMEE L, FEAOERETE O hIERR A, A B
(Superoxide Dismutase, SOD). #¥ bt H Ikl Al (GSH-Px) M ad AL E g (CAT)
& KO B EIEERA, WHBHIK, 4 RA AR REMYE A K C(HU MRS
TREALE Y, We-FHIEER T A IRMPG); HIVEMREE; FHEEIIACEL 0L /E 1L
VEHD: THEERE . BT A& - A rlon) CRATERR B HEEMERD . S34h, K&
WEUR IR E AL el 25 (1) Z R rp A A PUEER, W2, e 5. A, 4%
B MR, DNEERR . S EEAE. SOD& M A TAEMIR N 4 &l . Refifb Bk
P LA 41 2 M R 4 1 (0P R AR Ak S B AT RO, ML A OF IR AR i o4k
A, RPN AR RGP AN ELEN/ER- . GSH-Pxn i fi A0k R B i 45
PEH K (GSH) 5HO0 IR S5 SN, DT sk AT A6 A0 9 125 1 5 | A 1R 4 T A 9 i o
AT BUR A 290 IR . GSH-PxJZ 40 i N Bl S S A A F (R R OR3P R S8 1K)
LY, SR BT (LPO,  H HES R AN AR TR A A2 5 o S A 1) d 26
FERD B AE AN I, D LPOIM A, B IELPOREE K 51 K Mg i A A A H
(A XS N, AT BFRARLPOIE B (1) 43 3« GSH-PxIA fig 18 ik BH B Jig S A A
(LOOH) 51%% B =K & S5 I T 9 LOOH X LA (1454 T o 31 R Ty e 1o 4 1) 34
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RSS2 5 () s R A AR S R B S A 2 5 () e e A A, oD B
IR A Sihb, AWTTURWIHGR i 25t —Flopr B A B EH TG BR A, BE AR R4
Eh 20y AR MR b 22 T B, Tl AN 4R A B AR AT S AR AR R S
1, MM BB BR A B IS fE .

QB ITER o VE A0 M S 28 A5 A0, A0 B SR B AR VF
2 A MACI L RE A AERF 25 A RS e 7 Tk 2R, fEderranfuisgia. 8. aedft
AR A T TR A B BRI OUT AR A AR B2 331 250.2 w mol / LA 1. 3
mmol / LA, ANMIAMBOZZ = T A A (LI1J715) . A A1 Ca ik P i 11
SEIR T P I Ca™ #is (Na™ /Ca® AL RS H /Ca” AL R 40 A5 E5h#Eis DL
X Ca> I IEYE ) RGN “ B SRR B Ca™ A PRSI, WL AL 41
LA 2. 20 B P Ca™ VA B s ) T4 M 4% 10 OB B Th R oG 2. TR
A P B, TR AN R B A A AN, T AKRATP NG 42 J2 Ca® FE 2 T B
KA, BORIGETE TR, SEANRNCa™ W T R 40 DR B4 S 0N o S 5
PESE IR, Ca™ WL Y Bk N A0 ) S BRSSP A R L A R
N, PEUREA R A, BRI SRR S 1) . TP IR A0 I Ik g i FERE 8 »
AR AE BB T AEE PEHE B BRI, X Setly ] SEAN M A Ca BN . 40 i P 458 2 S
Do EARARDIRERERG, THRERARE AR O S WO IE P i, AT A 15
BN 1 2 G e IR s K, DN EE B (R B 5 SE M4 MO R v sl ot A i e s e
HEEPE A AR G WS A 75 (Kupffer) 40 i, RSSO 285 A 0 =514 40 i 453493

G RN B B TE R o AT 3R B A1 2370 St - 3T R n] R 5 A ok 4 v
S, T P N b b 0 P SR S P, R AR ) S UK R B SR
PUE I, 5 N DR, RBUSIEA RS A2 MRt e, B
G S 40 B A s e Rl BE In i A A T, ARSI S B S

ORG240 B30 1F H o Kupfferd o7 T-FH52 F TR B, 224 JH I 2H 2R3 A dofe o P-4
VI 2B TE AL (AN AR P A S Kup ffer 40 O R A TR ERD o 3805 R Kupfferdf] g n] i
BEP PRI OB 3, IS, BRAS  E R B Eh, I E AT SR
RS 7= A K= M IR ZE R - (tumor necrosis factor, TNF)-a . 1L-6. IL-1PLAZ I /MR
ALK T (platelet activating factor, PAF)SEZ P E R 1, HEmfeet 4. i Mk i
5% PN B2 40 M A 285 B, 0 P R A0 IR 40 AR AT A 2R L s ORISR I BB S Disse [T A
FEBR TSN S 4 B il a1, AR 32 ) e Al M 2R 2546 0, RN SRR . eIt —23
INEE TR IARERT, S AL 2N HEVE o A RIFTT R W] N H Kupffer 4 Iy A4 i 701wl W St gl
JH-Gofe L PR 45407
OAMMH 1 R+ LA R E -« WERER, HIRUR A ) p B A B R A
R 725, B&ME A TAE R MR AR R o 32 2 TNF-a.
IL-1. IL-6. IL-10. PAFZEAH DN 1. WF5UE I TNF-of EHIRIHE A R Aa B 1EH], Jf
LTHIRIRE S AT G . TNF-oAME R 52 3 U 52 9 B 4K, i FLAE e =2 s
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JH 52 N R 40 2 T &G B 20 1 380k, #2410 (polymorphonuclear, PMND 5 i
SN A0 AN EAE R RE T, SUR RGP ERG o IE AR, TNF-oh m] e R T 82 1 1)
P MINRE TSR 1 FH 2T 36 J R 0 o A 9038 BH s 5% /) BTN -0 AT 5 TNF a1 il
FIILBERA W PARHIRT. 1 IL-1AY AE L Kupfferdll i 2= 4= TNF-0, L IHPMNES R A
KL RE ST, 3B e 5 TNF-alh R4 T B2 4 i, 55 HoG st i il S 41 4 B2 g, AT
RN Bz 40 B ) B B84 FL INEEHIR T TL-2 0] 5 TNF-af [F)4E H i o2z “ 8 A S s 1 g
RGEMVHT, 51 P R A0 M B B I B, AT 40 PR i 55 . TL-6 e 15 5 JH- 41 i
FETR o PR ER 1l S C- S N A A B 4 g I e AL 2R 40, 38 w] DA ‘2 47 4k B 1 i
(RS TR SE M e L R &8 IL-102 — M A R EH BT R M 7, en) LUk i
NF- k BIRJiE VLA 20E S NV, 34 Be A1) 48 i [7] %5 B 231 (intercellular adhesion molecule,
ICAM)-1. 4N Y 48 P4 55 F1-2(macrophage inflammatory protein-2,MIP-2). TNF- a [{]
mRNAZL, M ok FH A ke P v a0
@ Tk 2 4H A rrA 4 17 DA A ARSI 1 v 3 55 4 FH o HIRTS™= A= 1 22 Pt e R B8 L HaB0E T
PR . S5 A2 TR L 40 B/ HIRT R ) & AR A bl 5 oy B E . WS
FUHIE D CDA MR AEH IRFEHIRL. FI 46, UTAERTF0E AT, AN F )Tk E 40 f S A
HIRI Fr e (A A LIS R o 1 H 2490 BTk (0 M 52 A e B s 0 FHE A P ke I
WEE, RPN SR AL 5 SHIRTEY W il ek
@M FEREMER . WK IIBCei-2 K&P53 / P21¥ 6875 5 AL Sl i P v v 1 40 oy
T

B, BRI REE B S 2 AL, T H 2 R AS R LA B, e REAEH .
2. BrigAbEREZ=

HIRDZ HAHAMRE—ANH W 8, 2 R8O a0 IEAMREFFEAR . A
Jei T Sl A 30 v F 2 B TR, 3™ B R A 1 AR 22 BT IS (R AR AT, 3 R
T I H SR TS o ST IR, A I HA MR R e i ), H A, i
REFZHRIWI, O 2P 8 A R EHIRIKVE R, 32 B0 H5 i Ak 21
(Ischemic preconditioning, IPC) Fl%k Il f5 b H (ischemicpostconditioning, IPO). 2454 Tl
AEBEAN AR B . BRACHALEE . SR AL B DL SRR A A S 2 M7 2, erp 25 Ak A
ST, PRI, ROk e 3 A AL PR T
2.11PC

IPC /2 Fi 0 A I () sl ol P 2 /i, Jd ek — okl ) LR R 8 L &2 e i Py, vl
LIS o i 2 XK o ) e ofn PR B3 49 (AT R 52 7 0 20 20 80 AEAR A, Murry 5 NI
SEUMIAE S 22 U S P EE e, BEAE RS (A N ) 8 of p ZE 3R FF A o WA - Bl
Je Bt IR S, Sl AR TS T S 2 A IR TS A PR o KRRl e i
IRBFFUR W], IPCREMSAL MM IRD™ A TI0E Y, SAREAHLHIZ A%, Wb T B

HATFE ], TPC X HIRT ORI AEIT,  AMED T BRI () A4 RS R AN -4 e %
FEARGCR IR, iy 5 0] og B 20 2R HIRT A m U RCR
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TR IPCH K R A PR R AR AT (R VR T, R B LR LA 7
(D)F s TR A (PR 52 5, SRRV CRAT I 1] () PREF R I¥T P8 B2 4, sl A
A0 0 MO s (3) e e i P ¥ P /N P P 1 0 PR T, AT sk JEF U 4995 Hh R 45
iy @R IFESE AN, s ATIhag; (S)Us IR MG, 54, IR
AR R, BUA T2l il & 95 (AR I8 RS A 5 52 40 13 AST L ALT KV B KT
RGO R T Fr o IXFERIEIR L B A5E 1 5 A 55 IR T A R VR TP, AR IR O
B b S R IME TS D) T — AR P EE SRR, BRI IPC. X RWATEIRIR
A, IPCX LR RIFEA R EH

BeAh, BTN IR A IPCHE IR A R AT AN 20 B L FE P IIRT,  HARRIL N 4y
TIPC R Y42 41 i 7 25 el R o 1 8 1 DD e 0 15 e SRR LR I U s 45 TN A sl vt 1k
P A0 PR RS S FIM T THE BE 35 %« SLHLTH AT B 5 15 5 30 11 S (R i P FROE N B 1
THBRAE A IR RE 1A G

BN FIEH P, AR IR, TPCOH i P FEE B3 T 52 B ) AR x
B IR A ARG R E T . FEHLHI AT BE & TPC ] 42 i 107 FHF IR L 19 i o i 4
TSN o

KT IPCRYHIRTIHLHIEILAA VAT, g BF7E 2 HA G IPC A B LA T 5k if
FRREE R W= A 2 INO,  FPik AR, BRI ER K ), SCE G AR 41 23 i
WOREVE, DRIt TR A AR o 5 o A TPC S w00 B ol P B ENO R =4, Bl ik
RENOX A EA LB VE o« b BT BASLAR GBI KA Bel-23 7k - i M 1 410
TR T, Bz, X THAURIRASUE TR KRR . IR, Arit—D 5.

T34, TPC AMEUGE IR i 98T I PH A 5 R4 5 DR A, 0T DRI HH4 of 753
HEFEE. i s B Ry ER .

2.2 1PO

PO FRTEA A 88 By WAL BE ¢ B » AE MK S IR I 7= A P 05 2 T s T
BT MR RETE , AT SCRRIRAE TPO A FE B IR A M 2% (10 ol ot 7 v 4040514200 LA PR ML
L0 A AR ARG T A A BRI AN R P40 B T OR P ZRL AR B
GEREAT Y RS B PR REE BT L R BT, IPCRLRZ: T ARy Iy, i
IINTPOIE L5 4b_EIPC, A2 FZRALLIAEH

PO 1 Zhao %5 12242003 4F 1o JIF 14 5 I FRREE W5 Hh 1 564 HE o A% 50 26 W AIE A
FECMUVEE K I TRY S I f5, R PR v A7, 6h O JIE 1B AT 34 6 0 ) P 30 /FHIBT30 sih
HE, AR5 AR O IO PR HEVE, REXT FRIEVE O A pri i e, AN 7 H— B i)
HNRHE TS . BHJG, KRS 2D AR SETPOfE A 5 B o JIE B i P 3 5 oo UL
PR, s O FhRE, PR ) LY (CK-MB) KRR THIEIE, Wb
JULER PR T, AN TT ARG O U PR e I PR BEVE 3005 . Weng XEEHIFFT 201 BHIPORE AT Rk 42 1
AN R A0 R T . Han DEEPTIRFST 2 BHIPOAE B S 401 o fofe 10 T8 v v /K 10 2 1 -4
(AQP4) [HFIE, ML B9 S I PR BT S B0 I K ik, AL 2 4 F » Cheng
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CEEMFY R BHIPO ] LU 1 2 Hraquaporin-1 (AQP1) A1k , i 31 B A s Ay i i P REVT: 457
Y. INILEEPSHIPO 7T O HIR K ST ST SEIPOAT {4 4 .
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