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BRIL-FRE (IR) R Y7 2 3R i v B 4 1 32
B, O LB ISR RSB AR, RO SE T
OL, NI ZSH RIS RERS 2K A, HIE, FRETERI
FEAR 1 B 300 P R OR W 4R Ab . BRIMLJS AL PR (ischemic
postconditioning, TPO) A] W i Jaif e 1l -FH o 1 400003, 24
ZISLHAESS, T IR R ERAE TR, Sr R, X — R
S LIV 0 RS B 4 . O BEA AT IR
IR TPO o JJULRAP FE B 7E W PR AR 25T A R0 I 1B 4518 A
], —Se2 ik, WEDRAE Al .0 LR AP v 35 2, 53
— 8z F NN TPO TEBE BR IR 25 R O WLER 47 4 280 9
550 o AR S a7 v R BRI RO PR AR L O L e -
TR (IR) A8, TPO AR HY, WL AR AP 14 i Dy R 1~ S
LEES TRk R A=W 13 31 IS SRl B 97 & 9t 7]
RO WUREZETEAR ] 5C &, PEUTBE R ARZE TR TPO X0 LAY
PRAPPERT, PR HAE HIAL B 7 PR O JILRE B 28 2 v
L Ak B el FAN A

1 HES®

1.1 Lz

SR SRR A MENE SD R, (A 220 ~250 g, il
P R IR S S A PR m e ft
1.2 EhRBeET
L2.1 REBEPRPBRIR ST HF 90 A REAEME SD K
SN LAR NG e R RL 4 J, R BOR U BT, LA 30 me/
ke MR AR AT 1% (O BENR VA T 28 AT AR Eh 2% i,
GFicsgke MR, % MR R IR R T SR R ER 2 Wi

WA E A RIEE oK, R EIOR BU R ROK R A
PRI, 72 h JF AR EE > 16.7 mmol/L FEHESE 1 JH L 1
I R PR BB TR 0 3 i 2 . T A S 06 7 A 8 A S I
f, SO R A W R K L S BROKE—IR .
1.2.2 O LRI - P AR 40 & TPO B A ST W BRI
O ML AR o, - P VR AR R A R s S8 3 2 2 R P O [ 52
FEE G b, EEE EEAN R, 7E R B B R
T e AR, NS0 B A 22 A Y
Rl Ffe, BRI, R4y B RO, A LCHR R4
b T DL R — LR AT, B R T K A A S, HE R4
PTG SRR HE T 2420 2 mm &b, F 6-0 W2k FAREN AT 5F
LREEFL, MDA LA B A D ERTREAR 1, O HL P ] L ST
BelpZida e, T ¥AR e, SRS LA EMf. 454L 30 min
S5, INTFESHLERMK R I, IR B A O =R E 403, ST
BEIR% o R DR O WLBR L - FRE e S TPO BERY A #E ST . AR B
Bt S 1) 25 B RS B AT A2 I AR A 7 P I o O o - P
TEALAERRIM 30 min 5, FHES BB K X AT L5200 R
X, T HREERSESUNE B (FEE 10 s, $i 10 s)
3AMEEN, FRIETE 120 min, S LAY LA 22 28 % 3 T AR Bl bk
W SCAHARSEHL . FRIEVE 120 min 5 ALPE KR,
1.3 LEHA

T AR R 1) AR R AR M SD R BB AL (BEDLELFE
W) e EWERFARL (NSH, n=10), EHOHL
Bi-FREVEA] (NIR 41, n=16) ., IEF Gt /5 40 B4
(NIPO 2, n=16) . ¥ERIGIRT R4l (DMS 4, n=10),
BE RO LR - 7 41 (DMIR 41, n=16) FIHEIRI
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Bl 5 4bFRAL (DMIPO 41, n=16),
1.4 NEEREBARTTIE
L4 1 o Uskim 2.0 NS AR BR NS 24, DMS 4
Hb, BABEHLER S HOCRLGIE, THREVE 120 min ', 2K
Tk 5} 1% Evans Blue 2 mL, BUR.OE, &F -20°C 30
min J5, MOARFENL REEL G5 FLEBR AL 43 = B, TE P BL ]
— P Ty PR TR 2 mm AT, T 1%
TTC % (Sigma A ], EE) o137 CHEHF 20 min, f77F
mL LR, Bl X0 ILRELLE, B ILEKE
{t, K Imag-Pro #kff (Media Cybemetics /A#], 3EE) 4
FritBE s Fe.0 LS 2 A 02O LR . 4 P
Y%,
L4.2 m¥EMIees R EGEC B W FHs: (ELISA)
PR I P AR R 2 B LRI i T LER VK )
THE (CK-MB) | JILE5&EH T (cTnoT) 4 APy i 1k Al
(SOD) &, AL ZIRENERN B (MDA) &,
TS S ER I E L A R -18 (IL-18) . FAiiA =R
6 (IL-6) FAfMEIRFEHE F-a (TNF-a) i,
143 OIUAME R FKF AR O LR AR R 7K 7 A6
W BRI R AR S A5 HLER DL O AR IAS O 2 e 1 O
JULZHZY 100 mg, A 1000 pl. RIPA g, W68 H &
i, SDS-PAGE Wi yk, % B, 0. iAW EF. B,
Odyssey £ZLAMNAH B2 X D6 4547, Quantity one
AT, LIHMES S NSEANKE LEE R E
EIAXT A
1.5 FitzExHE

K SPSS 17. 0 FAF AT Ge it 220 hr, TR BORH Y
B brmize (v xs) RN, AMICECRHSRE R 225041,
B PI LE R B LSD-: vk, DL P <0.05 25 HA %11
FEX

2 H#HR

2.1 FAKXBOINETLTEE LR

5 NIR 41 bb &, NIPO 21 .04 1 g/ (P <0.05),
1M DMIR 41 & DMIPO 41 f).CoFE T AR B 3K (P <0.01);
L DMIR 4 Ebd, DMIPO £H 0o i AU BE B A8 4k (P >
0.05); 5 NIPO %, DMIR 4 K DMIPO 2H (4.0 45 1 7 B
ik (P<0.01), WE1, B 1,
2.2 ZBAXKBROINBRGIRED LR

5 NIR 4l k%, NIPO 41 CK-MB J% ¢TnT 7K 53 Z AL
(P<0.01); 5 DMIR 4 It%, DMIPO #{ CK-MB #l ¢TnT
KPP ERTGEIFEL (P>0.05), WLK2,
2.3 &KHAKXRIME SOD #1 MDA &=

5 NIR 41 [L#, NIPO 21 SOD B ZF 5 (P <0.01),
MAD [{% (P <0.05); 5 DMIR 4 1%, DMIPO 4 SOD
B MAD £ R TG5i#E L (P>0.05), WL3E3,

R1 SAURRLCWISR M RS LR L (n =8, X £5)

451 BRI (%) FEFEIE R (% )
NIR 4 54.1+5.2 33.2+4.3
NIPO 2 48.9 +5.5 23.8 +4.7°
DMIR £H 51.2£4.6 44.8 +5.7"
DMIPO 2H 49.6 +6.4 42.9 £5.4°

. 5 NIR 41 He#%,P <0.05,"P <0.01

RGO WU W, B D0 LR RE 216, A 38 X0 L IR
Hft; A: NIRAH, KEGEBEXMEE G 30% A4, L0050 X
Bt 50% , W OAFEIG O WLl #E 20% LI ; B: NIPO 41, JKH
EREFE XTI 5 20% 47, 5 NIR 4180 B4/, % arriEn
DHERTE 20% ~30% Z 8], 5 NIR 40 B9 K; C: DMIR:
KAAEFER JE R 7 44% 247, 5 NIR A B EY K, #arr
TR HER <10% ; D: DMIPO 41, Y DMIR 21 Lh K 1 (i 58
X 08 B0 i B 4738 1) LTS B 22 57 T 12 7 X

;RPN I 27 gl s
®2 BARBUNEOII AR ERAKF (3 £5)

215 BE (H) CK-MB (U/L) ¢TInT (ng/mlL)
NS 24 10 674.34 £54.24 0.24 +0.01
NIR 41 16 2 154.76 +72. 14¢ 3.95 £0.48°
NIPO 21 16 1 208. 64 +52. 89* 1.72 £0. 14*
DMS 4 10 549. 08 £45.24 0.32 £0.02
DMIR 41 16 2 245.84 +62.61° 4.34 £0.364
DMIPO 2 16 2 185. 86 +66. 08" 4.09 +0.21°

5 DMIR 241 4, P >0.05; 15
5 DMS 41 [L#:, 9P <0. 01

. 5 NIR 41He%,*P <0.01;

NS 41 Fb45,°P <0.01;
F£3 HAKFBUMLTE SOD FI MDA /K (x +5)

215 RE (R

) SOD (ng/mlL) MAD ( nmol/mlL)

NS 4] 10 60.36 +4.23 6.34 £0. 12
NIR 41 16 41.24 +4.67¢ 9.36 +0.23¢
NIPO 4 16 58.18 +3. 84 8.04 +0. 18"%
DMS 41 10 53.22 +4.17 6.52 0. 14
DMIR 41 16 37.28 +2.32¢ 8.95+0.21¢
DMIPO £ 16 38. 48 + 3. 40° 8.22 +0.43°

. 5 NIR 41 H#,°P <0.01," P<0.05; 5 DMIR 415 ,<P
>0.05; 5 NS 41K DMS 4114z, P <0.01,°P <0. 05
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2.4 HHAKXRIMFIL-1B, IL-6 71 TNF-a &2

5 NIR 4H %, NIPO 4 IL-1B K TNF-o & 3 [ A%
(P<0.01), IL6 f&{% (P <0.05); 5 DMIR 4 It %,
DMIPO £ [fiLi% IL-1B8, IL-6 FI TNF-o & it 2 S LA i &
X (P>0.05), W34,

F4 BUKEIMG IL-18. IL-6 Fl TNF-o 7K (X +5)

. B IL-1p IL-6 TNF-a
(R)  (ng/mlL) (pg/mL) (ng/mL)
NS 41 10 0.28+0.15 132.41 +28.01 1.52£0.21
NIR £ 16 0.58£0.10*  296.32 +44.32° 3.54 +0.15°
NIPO 4 16 0.45+0.11%  240.89 £32.45" 2,75 +0.28%
DMS 41 10 0.3220.14 142.83 +25.47 1.98 £21.05
DMIRZL 16 0.64+0.08*  342.18 +32.48" 3.75 +0.36°
DMIPO 4] 16 0.62+0.13%  329.40 £22.54* 3,65 £0.24*

5 NS 41K DMS 41 H A, P <0.01,°P <0.05; 5 NIR 41142, °P <
0.01,P<0.05; 5 DMIR 41 [L%,P >0.05

2.5 HBHEKXRMRIEEKEROAIER p-Akt 1
Total-Akt EHFKIE

55 NS 20 oA, NIR 4 NIPO 41 35 106 £ fl p-Ake 2
HFAEE I (P <0.01 3 P<0.05); DMS 4 p-Akt &
HFREBETFW (P<0.05); HAeK4 APN & p-Akt 5 [
FIANM, HEFIGEITEE L (P>0.05), 5 NIPO [t
#, DMS 4], DMIR 41 /% DMIPO 4] APN #l p-Akt % [ %15
T (P<0.01 8 P <0.05); 6 241K KL AL LU p-Akt
EHRKERLLGEITFEX (P>0.05), WES, K2,
3, I3 APN (3 5k K F 5.0 IURESE T AL 2 R G, T
WS p-Akt 3R KF R IEARSC, 7 I A OC R 4L
4354 0.63 F10.65 (P<0.01),

1 2 3 4 by 6

P-Akt: BEERALE 1SRG B; Total-Akt: WEFIIEE B, 1. NS4; 2.
NIR 4H; 3: NIPOZ{: 4. DMS4{; 5. DMIR 4{; 6. DMIPO 2§

2 BUAIRELL LS p-Akt 7 Total-Akt 3 3215
20

15

10

NS NIR NIPO DMS DMIR DMIPO

5 NS 2] b4, P <0.05,"P <0.01; 5 DMS 41 [b4%:,°P <0.01; 5

DMIR 41 [b45, 1P <0.01, 5 DMIPO 4] 4%, P <0.05

3 Bl 5 AL X IE BS54 PRI O UL p-Akt JZ total-Akt B [ ik
14 5 1)

x5 HAKBIMIIRIEE B0 LA L p-Akt F1 Total-Akt
FEAFIKLE (X xs)

38
415 (”f% ( HAISVL) p-Akt Total-Akt
NS 28 8 8.49:0.77 6.86 £1.71 9.72£1.91
NIR 41 16 13.09+1.66°  12.32+1.42" 12.13+1.51
NIPO 4 16 15.63£1.99%4" 14,79 +2.01%  11.22+2.76
DMS 24 8 427:l.44 2.54+£1.41° 9.51 £2.01
DMIR 4 16 5.25+1.30 5.86+1.76 9.54%1.73
DMIPO4 16  5.01x1.56 4.75+1.01 10.31 £2. 30

T 5 NS A, P <0.01,°P <0.05; 5 DMS 41 4P <0.01; 5
DMIR #H %, *P <0.01,°P <0.05; 5 DMIPO £ H%;, P <0.05

3 iTig

Bl JSALFE (TPO) Bl Jol 120 S 1 L 4B 5, ik 2
PRES AR, BT M A SE T OE P R R
VUL . 2RIk ATP U B T KA R 2ok 1R 5 15
FLIE TR, MR 0 UUREPE AR, o3 0 T Rk
W 255 9 3 e L PR VR U R B R T BRI, T4
AT PRS2 P 4 0 15 Ak 5 e L 0 Ak B T T 8 A8 T R
AR ARAENE PR O WL B I - P B, B af ) Ak
(ORI | 43 T-HLH B I R L AT RE PRI e 80, A S B3
WL IE 5 BB PR A B M- P T % TPO K O JULA 2
T AR AR 55 25 4 BB, AR 70 B IR 9% K R TPO J2
TR U /D e o - T 8 9 4005 S EL ML, HE I G DR R )
ATREME

SE LRI ) 48 S 5 SO JUL TR U 0 O WA
SERTRIALE], FERIEE A R P R N S A T
EEB O, A4S 4R 0 MR B & A R R
FRAE ELHERN , PSS HI AT RE A, 51 40 e 51 1
FFET=, SOD B—F ) 2 fF e TLEMIA NN &R, ©
T 5% A 0 A PN R D R A 3o R R A R AR B S T
MDA &A% R IR B A R T, L B it
A B R E AR S 2 — . ARSI, PO RER
PR AL H R B WUBR - R 5 L3 SOD & &, BRI
I3 MDA 4, 8B 18 A 008 TSR, o il
2, T R AR AL SO O LR . {H TPO R
5 B PR X B0 LB I T S LT SOD &+, A fg
FEAR I35 MDA 55, S REIA FEVE T o A Ak 7 ot 0 LA
P,

- PR A AR, SR A R A B ik
WA R IEAIEN T IL-13, IL-6 Hl TNF-o 7E
PR R R, HE— A AN D T B R
RN 2> TR ST R A R T, e 2 i A 2
P OIS, O bR AR A g A, T 5| R
Wk, RO L, SR WU 0 AL L
NI TSR AT LR 7. AR SCIRBESE R B, TPO B
ZREAR LI {12 48 R F 1L-18, TL-6 FI TNF-o 7F -8 132 )
RO HRERRA, N JULABE T AR R0 LA B 4 O R, L
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TEMERBT B TPO LR R 1 IR 8.

APN & Scherer 22" 1995 45 WA K116 15 115 40 0 v 7 o
Hg—FhET cDNA, ST T4E RS SR & B APN £ %
A =R B R IR (BRI
HEFLIA ) 5 3048/ A5 A D R s B0 e a0 LA 47 S i
APN @53k, il 3k X 5 0 40 i 370 48 8 U A i 90 4 4 T
AT R R ARG MASBRAL T . KR AT T 2
TR PEA T UM AR JRE RO DR v, APN KOFF#AIR, A
APN JRP- AR, He A O IS P00 XUR B 5 I APN ¥k i
5 53 KA 3, APN 2235 43 52 1 A — 86 46 3 PRI
T OEREAT . WMESEEREY, WRIEHET TNF-o, IL-6
SEJREA AN APN (932355006, Horp TNF-o 1] 3 2 58 21
i) APN J3 8l 7B TS PR T A P50 7EHE OIR S K 2 %G
IR A, A T S A R R i R A
S, APN BEAEJET F 81, Shibata 2515 F Tao 21073 52
APN R /N BUXT O IIL e o - P8 95305 S b o, 9 L7
P TR AT 40 7 APN (9T 20 (A, AT LAk 2 ek oo JULARE B T
L, XSS AR RAE T BB B B, APN KPR AR
AR T Beat e U WU 9 & 25, 7N T i - P R
DANEFET . ik, APN HAg P4/ mAG R shae, Mt
B O WU SR . ASBIFFE 45 S i - PR30 0 2 R L S
AbFRE | APN B TH, BRI, APN #ik32 5
SR, Lot o - P 3 405 45 ) Ak B R i B LR kK
N |5 AT 28N

PI3K/ Akt {5 54 S B 8 350 20 0 J5 0058 A7, skl 40
FPET, (R A M A K A Y TR R O LA i
PI3K/ Ak 38 B AT TS I A A5 B 4, 2 FR ok A R
SEPE, By R PRZOR R mPTP A 7 5 5 800 5 25 AL 30 1
TP T RRE, 2 UL 400 B A P R A B4R A B A L
17T A A Ak B S B B AL P SR AR AP, AT
i3 PI3K/ Akt 3 B0 AR BRI . 098 % BB PR 5 L
JULGHe - PR VYA 05 5 ot L J5 A B B AR 4 P 2, 25
TR S e ) b B A R 26 A LR 5 PISKY Akt Ji %
R HEIRISE . Wang 250 SIS N-2 k21 e 20 A1 31
WS04 1 ) i 55 4 B A o ULt - P90 T 450 5 L ) S s
if APN -3 PI3K/Akt il B S8, S ARHT T 45 B —3

AR S IE S R B - 99 3 300 i) R e i 5 Ak B
Y105 AT AR W NN | R TR T il R
APN 23K KA Ak 3 18 28 1R 0 5 T 7R IR
B APN 23k R i Ak Ak 538 2 (R AR, LBt - PR U
B 5 AL PRI R BE R APN ik, HHOC Akt i@ B A1
HIRMAT, APN BMR ek K PI3K/ Ak 3 % 26 I 7 F R 384
TP WLX ke 0 (9 SRR, 5 Smith 1 Yellon ™' BF 5%
SESARAL, DB DR ok - P 458 0% o T e o ) b B
T S BT B I - JUL e I B 7 1 T . AS IR 5 45 S e W
TETE 0 LB -9 U % B 165 AL BE 5 L APN T 25 HL£E
W% p-Akt BTt APN 5 p-Akt (3635 5 g 3 IE ARG, M

BERA o JIL R APN ik 32 M|, HL sk - PR v #5305
B E AL PR ANRE EIRHZRIR, p-Akt IREGA G0
TEIRAT PI3K/ Ak {55 38 6 1 A 45 DRI T

1PO REB /D -0 1 R B0 JIURESE TR AR, ELAE W IR
R B TPO AN REIS D B - PR R O LR SE AR, AS B
FeH N AT RENLA . B PR K B TPO ASRESR i PR P I 1
KN APN, SOD %55 i b K B IPO A BEFE AR5 13
PEP oK - 4 MDA J7 [ A 1fi 3 4t 48 P9 5 IL-18., IL-6 il
TNF-o 75 FHEFE LR R BRI B IR KR TPO 74
PRI IPLH 5 PI3K/ Akt @ R TG B UIA G o S W PR
BB I SN NURESEA BE 1 1o ok 1L f 4 B s 0 LA B
AR, RS o BRI AL BEAN IS T 0 PR O ILRE ST 45
A SR e L~ PR T 458 075 R A F T

2 % X #
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