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The effect of am iodarone on fibrinolytic activity and vasoactive mediators in ischem ic reperfusion in rabbits

LIU Heng-liang , CHEN Qf, LIU Ling-zhi, WU Li-hua , KANG Yun-kai, ZHANG Wen-lian (1. Depa riment of
Candiology, the Fifth People's Hospital o f Zhengzhou, Zhengzhou 450003, China; 2. Zhengzhou Shuging Medical College)

ABSTRACT: OBJECTIVE To explore the changes of fibrinolytic activity and vasoactive mediators. in ischem'ic reperfusion in rabbits
and the effect of intervention of am iodarone and lidocaine. METHODS Sixty New Zealand white rabbits were randomly assigned to
five groups, twelve foreach. Group I : sham group, Group Il : acute myocardial infarction( AMI) group, Group IIl: ischemic reper
fusion( IR) group, Group IV: IR+ lidocaine group, Group V : IR + am iodarone group. The middle point of left ventricular coronary ar
tery was ligated for 60 m inutes( except group I), After that, reperfusion for240 minutes( except groupl andIl ). Before ligation, be-
fore and 240 m innutes after reperfusion, blood was collected for measuring the plasma concentration of endochelin ( ET), nitric oxide
(NO) and the plasma activity of tissue-type plasminogen activator( t-PA), plasminogen activator inhibitor( PAI) mspectively. RE-
SULTS After ligation, the plasma concentration of ET, NO and the plasma activity of PAI were significantly higher than those before
ligation( P <0.01'), but the plasma activity of tPa were remarkably decreased than those before ligation( P <0.01). After reperfu-
sion, plasma concentration of ET, NO and plasma activity of PAI were significantly higher than those before reperfusion( P <0.01),
conversely, the plasma activity of tPa were remarkably decreased than those before reperfusion( P <0.01). After reperfusion, the
plasma concentration of ET and plasma activity of PAI in amiodarone group were significantly decrease than those in IR group ( P <
0.01). Lidocaine had no effect above. CONCLUSION Amiodarone can inhibit PAI activity, decrease rlease of ET in ischem ic
reperfusion in rabbits.

KEY WORDS: ischem ic reperfusion; fibrinolytic activity; endochelin ; nitric oxide; am iodarone
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activator inhibitor, PAT) ( endothelin ET) . (I ,10,1,Iv, VvV 12,12,8,9,10 )
( nitric oxide, NO)
1 1.2
1.1 .
60 , 1.8 ~2.5kg, , 10mL 3.8mL ,2mL
5, 12,1 ,I AML IO 10% EDTA 30ML 40UL , ,
R ,IV :IR+ ,V IR + 3% 4°C 3 000r/m in, 10m in, , -70C
35 ~45mg/ kg , , ET;1.8mL 1/10 0.109mol/L
s 2,3,4 , , , (1 +9 ) ,3 000r/min,
, , 3-0 10m in, 200HL, , ,
, , I - 20C tPA  PAL 2mL ,37C
VooV 60m in R 1h,2 000r/min, 5m in, R - 25C
240m in, IV ( NO. ET ,
s : 000602, 10mg/ kg SmL , tPA, PAI
),V ( , ,NO
, : : 630,
0010009, Smg/ kg S5mL y,I . il 1.3
5mL , * (x=*s) ,
S5min ; s t s
ST 22mm , t q , P<0.05
(
240m in) N 2
, 51 t-PA, PAIT ,ET, NO 1,2,
1 tPA.PAI (x*s)
Tab 1 The +PA, PAI levels of rabbits in each group compared with one another( x s)
#PA( IU/mL) PAI( AU/mL)
240m in 240m in
(1) 12 3.41 *0.35 3.42 £0.29 3.39 £0.41 12.09 £0.71 12.87 *0.91 12. 46 10.63
AMI - (1I1) 12 3.39 £0.52 2.01 £0.49"2 1.98 +0.89"% 12.87 £0.87  18.39 £0.96"%  19.12 *0.79"?
IR (1) 8 3.40 £0. 42 1.99 £0.63"2  1.25 %0.38"-2% 12.96 £0.83  19.16 *1.82"»  26.99 *0.89" >
(IV) 9 3. 41 %0.56 2,02 %0.59"2  1.26 £0.41"%% 11.98 £0.98  19.12 %0.92"?  26.07 £0.37">%
(V) 10 3.41 £0:39 1.98 £0.37"% 1.28 *0.61"%% 12.96 £1.22  19.01 £0.97"?  23.72 £0.38"2%
2P <0.01 , 2P <0. 01 ,? P <0.01 ,9P<0.01 IR

Note: !

compared with ischem ic reperfusion group, P <0. 01
2 NO

ET (x*ts)

) compared with sham group, P <0.01 .Y compared with before ligation, P <0.01, P <0.01,% compared with before reperfusion, P <0. 01,

Tab 2 The ET, NO levels of rabbits in each group compared with one another( x £s)

4)

ET( pg/mL) NO( Hmol/L)

! 240m in 240m in

(1) 12 29.81 +3.96 30.01 £3.68 31.03 £5.26 61.07 £9.98 59.98 *11.26 62.37 £9.89

AMI (1) 12 29.78 £4.79 49.37 +6.031 2 50.68 £6.01"? 59.32 %£10.36  92.58 *12.69"? 93.36 *11.78"%
R (1) 8 30.91 4. 01 51.29 £5.99"2 69,03 £5.36">%  58.38 £10.01  93.69 *11.37"2 125.27 £11.26"2>%
(V) 9 29.99 £3.98 51.69 £6.12"2  70.03 £8.27%%  60.09 £12.37 93.28 *12.96"2 127.87 £12.39"2>%
(V) 10 30.27 £5.38 52.29 5,18 59,38 +6.12"%%  63.27 £18.46 105.29 £12.07"? 126.58 £11.96">%

;D p<o.01 .Y P <0.01 .Y P <0.01 LY P<0.01 IR

Note: '

ischem ic reperfusion group, P <0. 01
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