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Prophylactic effects of na-nholdipine and nisoldipine on 
reperfusion arrhythmias exacerbated by free radid 
generating system in Iangendorff heert of rat 

Li Yu-tong, FU Shao-Xuan, LI Yun-Shan 
(Departnaent o j Phrmacofogy , Hcbsi Medical ColEsge, Shfii~zhuang 05001?, China] 

ABSTRACT Xanthinexanthine oxidme (X- 
XOD, 500 wmoIjL + 100 nrnol/L) free radical 
generating system was perf used 10 min prior to 
coronary artery ligation untlI the end of thc 
experiment. It exacerbated the reperfusion vm- 
tricular fibrillation, reduced the activities of 
superoxide d h t a s e  arad catalase and Lncreaded 
the contents of malondialdehyde in Langendorff 
heart of rats. nr-Wdipinc or nkildipine (0.05 
pmol/L) was perfwed 10 min prior to  ,coronary' 
artery ligation until the end of the experiment. 
They prevented xeperEusion arrhythmias exaccr- 
bated by X-XOD and demeasrd the tree radicals 
gcn~ated by X-XOD- 
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It has been suggested recently that re- 
gional rtperftlsion after only a few minutes 
of ischemia resulted from the ligation of 
left anterior dewnding coronary artery in 
heart of rats can induce reperfusion arrhy- 
thmia and free radical formation, and rn- 
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nisoldipint {m-Ni8) or niddipim IN 
prevents reperfusion arrhythmias and in 
bits free radical formation in heart ofratsc 
Xanthine-xanthine oxidase ( X-XOD) p 
way war an h p m n t  source of 
peroxide radicd upon reptrf usion 'I. 

may be converted to the more reactive 
droxyl radical and then to other free 
cur species'". Thus, these free radicds 
cause membrane damge leading lo 1 
elecuophysioiqical derangements that I 
serious ventricular arrhythmfast4). 
it hamat yet been reported that 
utrhythmia in rats are exacerb 
XOD and calcium antagonists prevent 
regerfwion w h y  thmias. 

In order to further research t 

tLns d calcium antagonists, free r 
and reptrfusion arrhythmias, the 
sion-arrhythmqcnic effects of t 

icals resulted from t l e  addition of X- 
to the perfusion fluid and propbylac 
iccts af m-Nis and NL on reped 
rhythmias exacerbated by X-XOD 
cal gcnezating system h LrtagendorPf 
of rats were investigated in this pa 




