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o ML T30 ek PP IR 3th /1R i Ak B0 NF-B
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# AR AW W LAIER FTERX
(M X EFBEREHTE, 7N E Y 563003)

[# E ]84, WEihm L B AR /R AL B0 A R B F ( NF- « B) G R R, s — B 55T 1 4b 3.0 LR AL
o FEx . REAXKEAR 80 HEVA N SH, 25T ANBA(CH ) EMALHA(KH) il T34 (14 ) MEARH:
JRPALERA (P 4 ) FEFI A BREEMIAA (G 4H ) o B BB Langendorff #E%Y , £7.0- 2 5F- 4 10min J5 2Ll 40min, & ¥ 60
min 8 120 min, 433 FF# 10min FE M 15min.30min .60min Fl 120min BT 1.0 THREFEHT ; 24 10min FIE R 30min A ERK
i (CF ) ; 45 10min . B 60min F1 120min L[>l NF- « BP65 MIFRIHFM . £ R (VEHEE 1AM P AL T.CHIThEE CF K
EERMRT CAMKA(P<0.05 T P<0.01) ., QEH)T 60 min F 120min i, T H# P 4.0 IAAMAAE NF- « B P65 LK
T C A K4 (P<0.05 8 P<0.01) ;G .0 UM NF- « B P65 ERIIK B P HE{K ( P<0.05) . 4546 . il Hikh
T A0 AR b R T4l 3 Y BE X O WU B RF AR ERT, AR OLEI T BB 58 a3 FF B0 ATP S0k 0 3 a0 B 8 s 4 40
NF- « B S35 , 0850 o UL 3R ot PE98 v 453455

( Scimim ) ot o P-4 T 3005 5 AL 385 ATP SEURRAA: 4378 38 i % 57 5 Fx appa B
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The influence of preconditioning on the activity of NF- x B

and its myocardial protective effects
HUANG Yan, et al
(Department of Anesthesiology, Zunyi Medical College)

[ Abstract ] Objective: To investigate the influence of ischemic and pinacidil preconditioning on the activity of NF- k B and its myocardial
protective effects. Methods: Eighty isolated rabbit hearts were randomized into five groups (Group C K ,I.P.G). Hearts were removed and
mounted in a Langendorff apparatus perfused with 37°C oxygenated Krebs—Henselet buffer. All groups were subjected to gobal myocardial
ischemia for 40 min and reperfusion for 60 min or 120 min. Cardiac functions were monitored at 10 min equilibration .15 min .30 min .60
min and 120 min reperfusion; Coronary flow (CF) was measured at 10 min equilibration and 30 min reperfusion; Expression of NF-« B
P65 was determined at 10 min equilibration .60 min and 120min reperfusion. Results: (1)After ischemic reperfusion , the recovery of car—
diac function and CF in Group I and Group P was significantly superior to that in Group C and Group K (P< 0.01 or P< 0.05); (2) The ex—
pression of NF- « B P65 in Group I and Group P was greater than that in Group C and Group P; The expression of NF- « B P65 in Group
G were higher than that in Group P ( P <0.05). Conclusion: Both ischemic and pinacidil preconditioning can protect myocardium from
myocardial inflammation during ischemic reperfusion , the mechanisms of which may be that the opening sensitive potassium channel might
have inhibited the activation of NF-k B directly or indirectly.

[ Key words 1schemic/reperfusion injury;Preconditioning; ATP sensitive potassium channel; Nuclear factor— k appa B
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—a JJL-1.1L-6.1L-8 % ) FUKL 43+ ( 40 ICAM-1,
W E )% HES RIS N R 40 LG L4 i
Him, ASEIE DA KB A SE IR AT O I BH Bkl
fob 3 1 Atk R R T AL 3 34 BB AR BT B0 LER $P
MR- EMEAPHHE NF-c BHXR, LH
ATP R E 5 NF-« B B RE NSNS R R
RiB . AL S 7E AR Gk i T Ak 38 AN AR M /R B4k
xR FH T (NF-« B) B, #—H 8T
L3RRI P

1 HRmAE

1.1 EMNEHE

AR #i /R ( pinacidil ) F1#& 51 4<% ( Glibenclamide ) 13K
% [ M B 40 B P2 5 s NF- « BP6S £ [E ik R S d{b
ZHOE AR & 2 E Lab Vision A E)EHE; HA RN R
EF= s 4li. Langendorff 35 B ; BL-410 A=Y HLRESCES R GeM
BI2000 BB R ( BLEREEAT) ).

12 REELIEE RN H &

RE SRk ST E 300wk, Smin FHEAHE, RE
BB HBUE O, B A 4CKE K-H B+, HEROBER
¥, S5 E BT R REMENFRBALZCE, RE
HHEET Langendord HFHE |, HHEAOHRE TER
i Lok
13 YA RTRER

ERHAKE A% 88 1, 8o Rl s 4,4
FhEExtEA (CA) ERIAHE (K 4 ) i Tk BB (1
) AR R FALERA (P 4R ) A5 A< BRBEITAE (G 4),
w16 R, PR 8 RYENEHA, AE¥E 37CREK-H K
.06 10min FRCCIES, HTRZE MO M
NF-« B %k 18 . B&ERL Langendord B A B B 52
B, 2EFBARTEE 37CHRE K-H ¥ (pH 4EF7E 74,9
FERN 66mmHg , #EFHE N 15ml/min ) , F0LFEFH 10min
Ja HP 1414697 3 KBRIL Smin FIE M Smin B4R M0 Fikk 38,
P B T4 pinacidil 30min 1725 HALE, G HEE TSR
Glibenclamide 10min /& 1T 30min 17254 ( pinacidil ) FiAb B
Fifl 5 R L0 TS B (b C AMEN 4CHE K-H KA .
L4 P AHF G I 4Cst—Thomas I 5 HkUK ) Bt 4.0
Il 40min, 1545 153 B {4, 0 HF 45 Bk B 1E) 0 P8 B A (R 4
28 ~30°C;F/A A 37CAE K-H EH , B+ s RERE
# 60 min ,8 BEH# 120 min,

14 FaiFALE

45 F F# 10min 1 E # 15min.30min.60min Fl
120min I A BLA10 A HLEE B E D RO (HR) A&
FWHEE (LVSP) 2S£ A K (LVEDP) A ZEHER K
EFBA (+dp/dimax ) ; B LRAZEFH 10min FIEH 30min

BHUCE 3min BOSERKI B TR CF (ml/min ) ;& EEH 551
FF4 10min .5 ¥ 60 min F1 120min A EZE O ZRTEEO UL
LB TF 10%F BEBHEE, A% F . RA SABC
Hie:yefa, DAB B 65, AN HRAL PBS B EH. HRE
SaPRd, 3RS GEROL, MIERIE RN ERBA. B
BT MR, N R 50T R 44T NF- k BP65 RiAH
ERAMT K 400 £, Bk Y1 A BEHLEX 10 /N0 T EMR
4387, 3R BT Y) R A A% VTR BEAE
1.5 %itFEam

L EEER VR T E B SPSS 11.0 Geit A 84 i
T, IS« 3REE (2 5) BN, YORARRAREFE £
g REHEHNRA  RE, BR/KE o =005,P<0.05
HESEBEM,P<001 EEEEENER.

2 &5 R

2.1 AL AR A HLER

{5k i, T Ak 3 2 T bk R R TUAL B 4H 440 AL
BORA BT RZBALA TR BRA, W 1.
22 CF#EF6sk

S WE 30min B, 1 2050 P HA kR EIR S RH T
BT CHMKYH, FIEFBENEER (P<001);64H
BRI R E S BAKT P4 (P<001) , 3K 2,

£2 IA CF REEHLLB (x45,0=16)

mE A5 SE# 10min E 3 30min
o A 100 61.24£921**
% K#H 100 72.64 + 8.74**xx
% 14 100 84.81 +9.10*¥*00%
% PA 100 94.12 + 8.55%%a0
T oA 100 70.35 £ 11.97**%==

. SEmujfatL*P<0.05,**P<0.01 5 C AHHE*P<
0.05, **P < 0.01;5 K 2P <0.05, 22P<0.01;
5P HHEKE*P<0.05,P<0.01

2.3 s LfE AL NF-kBP65 & ik #91b4%

E #E 60min 1 120min B} 1 ZHF0 P 4H.0JL40 M
¥ NF-« BP65 F ¥ K BEEHH B & T C HA1 K
4,6 4.0 IR NF- k BP65 35K BE {5 P
HRCE KEESHERKGRERKRL ), BAE
EHER(P<0.05), %3,

3 % i

ALBEER BN - il BIAL B F0 3R 3 /R Bikb


http://www.cqvip.com

— 328 —

.0 0 0 http://www.cqvip.com|

WEER K2R 2006 55 31 %% 3% (Journal of Chongqing Medical University 2006. Vol.31 No.3)

£ 1 FRALIHEEIEIRMLLE (x25,0=16)
= #
WE - AH FH Omin 15min 30min 60min 120min
i CH 100 87.81 £12.08 76.03 £ 8.71 64.33 +9.44 4939 +11.36
% K4 100 98.91 + 8.39 89.18 + 12.18* 75.19 £10.95 61.73+12.80
}E 14 100 109.66 + 8.28** 105.20 + 8.30%*44 93.19 £ 12.93**A4n 87.77 + 12.99%¥ad
% P4 100 104.68 + 11.88** 98.27 + 7.53%*%2 81.08 + 14.14%* 71.83 + 16.24%*
~ GH 100 97.13+12.19 85.67 + 11.21** 69.98 + 9.20 61.65 + 15.46
= C4H 100 70.95 £ 1091 52.54 + 1047 41.34+9.72 31.21+8.53
é K4 100 84.58 + 11.83% 7248 +11.15 53.42 +12.45 43.91 + 13.58*
= 148 100 98.02 £ 11.71%* 91.74 £ 17.51%%A4 83.71 £ 11.37%%abn 82.55 + 14.21%%44
% P4 100 91.65 + 15.83%* 85.29 + 9.16%*2 68.53 + 18.65%%~ 70.66 + 13.03%%44
~  G#H 100 8141 +11.16 67.26 + 13.35%** 51.17 £ 15.36* 47.70 £ 9.23%*
> CH 472092 12.41 £5.18 14.08 + 4.85 19.08 + 5.15 22.28 +4.59
= K# 4.59+0.61 9.16 +4.18 10.18 + 4.29* 15.87+4.21 18.43 +3.27
’;E IH 4.62:0.74 7.69 + 3.36* 7.98 + 5.93% 7.65 + 6.36%¥42 6.07 £ 4.93%%n0e
% PH 451:1.03 8.30 +4.67 8.18+3.27 8.75 + 3.55%*4 10.93 + 5.78**44
T GH 468059 1133 £5.71 11.37+8.31 14.22 + 6.14%* 15.51 £ 2,91 %%
N Cc4H 100 78.78 £+ 6.14 61.78 +9.08 49.48 +9.75 35.68+ 12.44
'g K4 100 90.25 +9.24* 77.71 £ 10.38* 60.12 + 9.27* 51.04 £+ 9.41%
;{ % I4 100 88.93 + 14.09 86.22 +11.88%* 85.48 + B.65%*AA¥ 75.96 + 14.55%*b0%
1 P4 100 90.03 + 14.33* 82.81 + 11.01%* 73.35 £ 12.72%%A 63.23 + 12.91 %4
* G4 100 88.61 + 10.70 72.22+13.83 58.19 + 14.19* 47.13+ 119

#: 5 C AMEE*P <0.05,%*P<0.01;5 K HH L 2P < 0.05, 24P < 0.01;5 P M *P< 0.05,"*P< 0.01

83 KHAONMEM NF-xBP65 FikHI LB (x+s,n=16)

T gy TH = #
10min 60 min 120 min
Z cd 154.54 + 6.06 13524 £+ 6.42
i K4 156.87 + 8.21 139.81 +7.68
5 14 193.86 + 16.39%*48% 178,72 + 14.46**40%
% P4 17891 £ 1548* 164.97 £ 12.29%4
H G4 168.07 + 15.86%2*  150.32 £ 12.36%2*

. SHnaTHE*P<0.05,**P<0.01 5 C HMHHLE*P<
0.05,**P<0.01; 5 K HMHE 2P <0.05, 24P <0.01; 5
P A HE*P < 0.05,"*P < 0.01
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B BN BB AWM S NF-x B B9305% , 7T 8% ATP
R 0 308 T L OB 7 4 5 A DR BELIT o X 3RS TR AT
LB REE i ATP S 5 8 18 T CE e sl 4
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