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Letter to the Editor

Sir,

EFFECTS OF SOME MONOAMINE OXIDASE INHIBITORS ON THE REFRACTORY
PERIOD OF ISOLATED RABBIT AURICLES

The efficacy of 'monoamine oxidase inhibitors' in preventing experimental ventricular
arrhythmia has received considerable attention (1, 3). Compared to the above, a survey of the
literature reveals that very little work has appeared on the role of these drugs in auricular arr-
hythmia. Recently, Stephen and Aiman (4), have reported on the antiarrhythmic action of
nialamide,a potent MAO inhibitor, against acetylcholine induced auricular fibrillation in dogs.

One of the mechanism by which a drug can arrest cardiac arrhythmia is by prolonging
the refractory period of the cardiac muscle. In the present study, the effect of six MAO inhi-
bitors,belonging to different chemical groups, on the refractory period of isolated rabbit auricles
wasstudied by the method of Dawes (2). The isolated rabbit auricles were stimulat-
ed with increasing frequency of suprathreshold electrical stimuli till they failed to respond to
everystiumulus and started dropping beats. The ability of a drug to cause reduction in the
maximumdriving frequency to which the auricles responded was taken as an index of prolonga-
tion of the refractory period. The MAO inhibitors were applied to the tissue in a concen-
tration of 20 mgJml. to find out if they produced any effect on the auricles which could suggest
whether they could be efficacious in auricular arrhythmia or not.

TABLE I

Average frequency of dropping of beats after MAO inhibitors

% increase
of refrac-

Drug No. of Control tary period
(20ug/ml.) expts, 5 mts. 10 mts.; 15 mts.; 20 mts.; after 20

mts.

Harmaline; 5 254 240 192 180 120 62.8
Alphaethyltryptamine 5 300 300 288 252 252 16
Phenerzine; 5 240 222 210 204 169 30
Pargyline') 5 240 200 174 150 144 40
Nialamide 6 264 264 264 264 264 0

Tranyooypromine 5 264 240 240 210 210 25.7
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From the above it is evident that at the end of 20 mts. harmaline caused the maximum
prolongation of the refractory period (52.8 %). Nialamide, however, did not have any effect
on the refractory period. The remaining MAO inhibitors were intermediate in potency. A;,
the prologation of refractory period could be reversed after washing, even in the case of irrever-
sible MAO inhibitors like pargyline, and tranylcypromine, it is unlikely that this action is
midiated by the inhibition of monoamine oxidase. The present work fails to confirm the claim
of Stephen and Aiman (1966) regarding the efficacy of nialamide in experiementally induced
auricular arrhythmia in so far as the drug is devoid of any effect on the refractory period. One
reason for this difference could be the fact that nialamide was chronically administered prior to
induction of arrhythmia by the other workers whereas in the present study the effect was studied
immediately after drug administraion. Further work is in progress regarding the effect of
the above MAO inhibitors against aconitine induced auricular flutter.

DEEPAK BOSE, *
Department of Pharmacology,

M.G.M. Medical College, Indore, M.P.

REFERENCES

1. Arora, R.B. and D.S. Sivappa Ectopic ventricular rhythms and myocardial infarc-
tion in the domestic pig and their response to nialamide, a monoamine oxidase inhi-
bitor. Brit. J. Pharmacol. 19:394, 1962.

2. Dawes, G.S. Synthetic substitutes for quinidine, Brit. J. Pharmacol. 1 :90, 1946,

3. Pisanty, J. A. Pineyro, R. Moreira, and L.E. Todd, {Pharmacological studies on
nialamide in: I. Experiemental myocardial infarction; n. Ischemia of striated muscle;
Ill. Convulsions induced by metrazol. In International symposium on Nialamide held
under the auspices of the Sociedade Das Ciencias Medicas De Lisboa, 1959, p. 58.

4. Stephen, P.M. and R. Aiman, The effect of nialamide on acetylcholine induced and
acetylcholine-adrenaline induced fibrillation in the normal anaesthesied dogs, Souve
nir of the 12th Annual Conference of the Association of Physiologists and Pharmacolo-
gists of India, 1966. p. 71.

*Present address: Department of Pharmacology, University of Manitoba, Bannatyne and Ernily, 'Winipeg,
3 (Canada)

Sir,

by accu
ments.

Cor
(4), but th

In t
sised. We
dexametha
of anaphy

The
and challe
stered 18
on challeri
mortality

De
anaphyla
solon (10
that in r
It has be

Tll
uterus ill

of cortic
these sub

T
do not i
to a no

was re
Cyana


