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Fig 1. Arrhythmias by histamine in Langen-

dorff hearts of guinea pigs. A. open chest (n=9);
B. sham coronary ligation (n=7); C, coronary
artery ligation (n=6). *p>0.05, **p<{0.05,
***p<0.01 vs Ay 'p>0.05,  ''p<0.05,
1p-0.01 vs B.
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Tab 1.

Effects of H, and H, recepfor antagonists on the arrhythmias, log ES and group incidence

and duration of VIT-VF events by histamine ((.§ umol) in coronary artery ligated Langencorff hearts of

guinea pigs. X+SD, *p>0.05, **p<0.05, ***p<{0.01 vs control

Drug n Arrhythmia Incidence Duration of
(umol/L) score log ES VT-VF(%) VT-VF (s)
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10.0 5 1.0+2.2%* 1.540,8%"* 20* 817"
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Arrhythmogenic effects of histamine on ischemic hearts of guinea pigs

LI Yun-Shan, FU Shao-Xuan, LI Chun-Guang

(Department of Pharmacology, Hebei Medical College, Shijiazhuang 050017)

ABSTRACT The arrhythmogenic effects of
histamine on guinea pig Langendorff heart
prepared 20 min after coronary ligation
were studied. The arrhythmias induced by
histamine 0.4 and (.6 umol in the ischemic
hearts were much more serious than that in
the sham-operated hearts. The arrhythmo-

genic effects of histamine were antagonized
by drugs capable of blocking either H, recep-
tors (cimetidine 1 and 1Qumol/L) or H,
receptors (chlorpheniramine and mepyramine
5 and 10 pmol/L). The results suggested
that the ischemic and nonischemic hearts
differed much in their sensitivities to the
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arrhythmogenic effects of histamine, which KEY WORDS histamine; histamine Hi
were the resultant of two components: H, receptor blockaders; histamine H2 receptor
and H,, and mediated mainly by H, blockaders: myocardial infarction; arrhyth-
receptors. mia



