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[ Abstract]Objective : To investigate the release of pro—inflammatory mediators ; tumor necrosis factor—a(TNF-a) and intracellular ad-

hesion molecules—1 (ICAM-1) during myocardial ischemia/reperfusion and related regulatory mechanism. Methods ;Totally 30 New

Zealand white rabbits were divided into 3 groups:sham group,
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cardiac ischemia/reperfusion group (the left circumflex coronary
arteries of the rabbits were ligated for 90 min then untied for

60 min) and PDTC group (20 mg/kg pyrrolidine dithiocarbamate
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was injected intravenously 30 min before cardiac ischemia).
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Plasma levels of ICAM -1 and TNF-a at different time points during ischemia/reperfusion were detected by ELISA. Myocardial

myeloperoxidase activities in different regions were determined and myocardial cell injury was observed under the light microscope

and electron microscope. Results : Serum concentration of TNF-o and ICAM-1 in cardiac ischemia/reperfusion group reached the

peak 150 min after myocardial ischemia,which was significantly higher than that of sham group and PDTC group(P<0.05). Myeloper—

oxidase in no-reflow area and ischemic area was significantly higher in ischemia/reperfusion group than in sham group and PDTC

group(P<0.05). Histological results showed that myocardial injury in no—reflow area was less severe in PDTC group than in ischemic/

reperfusion group. Conclusions ; Cardiac ischemic/reperfusion can promote the release of pro—inflammatory mediators. Inhibition of nu—

clear factor—kB can decrease the infiltration and activation of neutrophile granulocyte, attenuate the release of pro—inflammatory fac—

tors and decrease myocardial injury in no-reflow area.
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F1 FEAMEAREME TNF-o EEFRIZKTE(ng/ml,x +5,n=10)
Tab.1 Plasma level of TNF-« at different time points ( ng/ml,x +s,n=10)
a5 B A) (- min )
2051
0 45 100 150
FARA 5.09 £0.04 5.22+0.07 451£0.12 5.69+0.14
SR P 2 5.55+0.81 6.23 +0.47 7.98 +0.04 12.76 + 0.003
PDTC 41 5.61£0.77 6.01 +0.21 6.32+0.36 737 +0.12
T:a, 5 PDTC 41144, P=0.049
*2 AREMESREIME ICAM-1 ZEBFKEKTE (ng/ml,x £5,n=10)
Tab.2 Plasma level of ICAM-1 at different time points ( ng/ml,x +s,n=10)
a5 e A] (- min )
2051
0 45 100 150
e FARH 119.22 £6.76 121.69 + 8.09 122.98 +5.56 117.93 +9.94
7 1IIRGERY R EI 120.57 +7.48 134.61 £3.35 163.91 = 12.69 202.01 +23.82
PDTC 4 120.51 + 1.11 123.94 +9.01 106.76 = 7.25 124.65 = 12.51

1 :a,5 PDTC 41 H#L, P=0.027
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&R, R E I 22004, F=6.617,P=0.03 , $& 7~ 41 [8] X%
P22 50 Gei 2B X i — 2B AT PR L3, PDTC 415 6k 1 7
HEEA M BIE2E A G2 X, P=0.049, L% 1,
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