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Prophylactic effects of m—nisoldipine and nisoldipine on
reperfusion arrhythmias exacerbated by free radical
generating system in Langendorff heart of rat

Ll Yu-Long, FU Shao-Xuan, LI Yun-Shan

{Department of Pharmacology, Hebel Medical College,

ABSTRACT Xanthine-xanthine oxidase (X-
XOD, spoumol/E + 100 nmol/L) free radical
generating system was petfused 10 min prior te
coronaty artery ligation until the end of the
experiment. It exacerbated the reperfusion ven-
tricular fibrillation, teduced the activities of
superoxide dismutase and catalase and Lncreased
the contents of melondialdehyde in Langendorff
heart of rats. m-Nisoldipine or nisoldipine (0.05
pmol/Ly was perfused 10 min prior to -coronary
artery ligation until the end of the expcriment.
They prevented reperfusion arthythmias exacet-
bated by X-XOD and decreased the free radicals
generated by X-XO0D.
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It has been suggested recently that re-
gional reperfusion after only a few minutes
of ischemia resulted from the ligation of
left anterior descending coronary artery in
heart of rats can induce reperfusion arrhy-
thmis and free radical formetion., and m-
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nisoldipine (m-Nis) or nisoldipine (Nis)
prevents reperfusion arrhythmias and inhi-
bits free radical formation in heart of ratst)),
Xanthine-xanthine oxidase (X-XOD) path-
way was an important source of su-
peroxide radicel upon reperfusiont®. This
may be converted to the more reactive hy-
droxyl radical and then to other free radi-
cal speciea’™, Thus, these free radicals may
cause membrane damege leading 1o locs
electrophysiological derangements that trigger!
scrious ventricular arrhythmiast?. However,
it hasn't yet been reported that reperfusion
erthythmia in rats are exacerbated by X-
XOD and calcium antagonisis prevent thi
reperfusion arrhythmias,

In order to further research the rel
tions of calcium antagonists, free radicals
and reperfusion arrhythmias, the reperfi
sion—-arrhythmogenic effects of the free rad
icals resulted from the addition of X-X0D
to the perfusion fluid and prophylactic ef
fects of m-Nis and Nis on reperfusion at
rhythmias exacerbated by X-XOD free radi:
cal generating system in Langendorff heat
of rats were investigated in this paper,






