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Editorial

PRINZMETAL'S VARIANT ANGINA

Variant angina was first descnbed by
Prinzmetal et al in 1959, The chinical
features of this syndrome being markedly dif-
ferent from angina pectoris made coronary
artery spasm (o vome up as a probable cause.
Animal expenments demonsirated  thal
although coronary blood {low is rcgulaled by
the metabolic requirements of the myocardium,
it 1= greatly influenced by ncural mechanism
also. Coronary arcrivgraphy further gave ewi-
dence of coronary artery spasm.

Ihe larger segments of the coronary arte-
rics also called the conductance vessels are
found on the epicardial surface. The smaller
pre-capillary wvesscls or resistance vessels lie
within the myocardium In aormal states the
larger vessels have no contribution (w coronary
vascular rcsistance. The smaller vessels show
changes in their lumen with fluctuations in
resistance (Braunwald ¢l al., 1976). Neurogenic
stimuli cause the large conduciance vessels to
COnsirict giving an increased coronary vasculas
rcsistance. The basic regulatory mechanism
of the coronary blood flow is the metabolic
requirement of the myocardium. Txperiments
showed that metabolic products accumulated
when the coronary blood flow was reduced or
when the myocardial activity was increased.
These products had a local contral on the
Coronary vascular wne and relaxed the smouvtl
rusculature in the pre-capillary arterioles
which mn tumn reduced the resistance and in-
creascd the coromary blood flow. The sub-
stances suppested are oxypen (Daniell and
Bagwell, 1968; Gellal et al, 1973), Carbon-
dioxide, Hydrogen-ion, Potassium-ion (Driscol
end Berne, 1957). Lactic acd. Prostaglandins
(Nekano, 1968; Higgins <t al, 1971. Afonso
el al.. 1974) and adenosine.

The neural control of the coronary artery
flow has also been studied in experimental
ammals. The alpha adrencigic receptors which
richly supply the large coronary areries have
s profound influence on their blood fNlow.
Alpha adrencigic blockade prevents coronary
ariery vaso-constriction whereas stimulation of
the parasympathetic nervous system may in-
directly stimulate the svmpathetic nerves lead-
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ing to vaso-constraction of the large coronary
sricrics.

The clinical features of wvariant angina
present themselves as chest pain at rest rather
than the typical pre-cordial pmin om excrtion
or cmotional stimulation of angima pectons,
where myoncardial ischaemia resulis as the
increased oxygen demand is pot met with. The
pain recurs al the same time of the day
usually 1n the carly hours of the moming
awakcoing the paticnt from his sleep. The
ECG recorded during pain shows ST elevation
in the inferior lkeads, various degrees of A-V
block and occasionally veatricular arrythmias.
This is due to a sudden reduction of myocar-
dial oxygen supply duc w the coronary artery
spasm giving a transmural ischaemia and S-T
clevaton. A coronary arteriogram performed
on a group of such paticnts by Prinzmetal et
al chowed severe stenosis of the proximal
cod of voc or more of the large coronary
vessels. It was therefore proposed that coronary
artery spasm atl the site of the stenosis gave
transmural myocardial ischacmia which lead
10 ches: pain and 5-T elevation in the FOG.
Myocardial scinigrams demonsirated a deficit
of tracer up-take in the transmural region
dunng an episode of pan with normal resulis
inth:umr,p-li:ntﬂmlhﬂ:mmp.nin_
In addition the coronary blood flow when
measured by the thermodilution ique,
showed a considerable fall during chest pain
and was normal after the pain was over (Ricei
cl al, 1978).

A sub-group of these patients also showed
atheromatous changes alongwith the coronary
artery spasm. A vanation n the symptoms
was encountered in this group. Chest pain on
cacriion wus a feature of the carly stage of
the clinical course which was later followed
by pain at rest. Usually a history of myocardial
infarcion was prescnt ond the ST elevation
was &oen in the antero-lateral keads

Nitroglycernin given sub-lingually or intra
venously produces immediate reliel in all types
of angina Reta-adrenergic blockers are highly
effective in typical angina pecioris. In varant
angina thcy may be extremely harmiul (King
et al. 1973) as the Alpha receptors remain
unopposed giving coromary  artery  vaso-
constriction. (On the contrary Beta-adrenergic
stimulation produces corvmary anery vaso-
dilatation in variant angina. Verapamil and
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Nifedipine both being polent coronary vaso-
dilators, prevent coronary spasm of wvariant
angina (Sollberg et al, 1978; Muller and
Gunther, 1978). Verapamil, a papaverine deri-
valive and MNuledipine, a dehydropyndine deri-
vative, inhibit the contraction of smooth
muscles by decreasing the cellular up-take of
talcium (Fleckenstein et al, 1975),

Coronary artery bypass relieves the pain
of typical angina pectoris but is of doubtfu
vialue in varant angina. Spontaneous graft
closure is commonly found in these patien s
and spasm at the site of insertion of anosto-
mosis may reduce the fAow to an extent o
coronary thrombosia.

The more sophisticated techniques al
diagnosis now developed van help in identify-
ing the different groups of patients with chest
pain and further selection of an appropriate
therapy according to the factor causing the
symptoms.
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