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ABSTRACT

Coronary artery spasm is an intense vasoconstriction of the coronary arteries and may be responsible for the myocardial ischemia,
myocardial infarction as well as sudden deaths. Coronary angiography is generally needed to identify the cause. Coronary artery spasm is
a multifactorial disease with underlying mechanism still poorly understood. Here, we present case of a 48-year-old male with no significant
past history who presented with acute episodic onset chest pain. Clinical, Electrocardiography (ECG) and echocardiographic findings
suggested pericarditis but a diagnostic coronary angiography revealed significant coronary vasospasm. Patient’s symptoms significantly

improved with calcium channel blockers and Nitroglycerine (NTG).

CASE REPORT

A 48-year-old male presented to the emergency department with
acute onset chest pain. There was no history of hypertension,
diabetes, Ischaemic Heart Disease (IHD) or family history of coronary
artery disease. Also, there was no history of any addictions.

The patient reported to have multiple episodes of chest pain over
the last two to three days associated with dyspnoea and low grade
fever. The chest pain was atypical in nature, episodic, left sided,
diffuse and non-radiating associated with no sweating or relation
with position or respiration. However, admission electrocardiogram
demonstrated ST-segment elevation in all the anterior and inferior
leads with ST segment depression in aVR lead and presence of PR
segment depression on leads |,ll, aVF, V1 [Table/Fig-1]. Troponin-T
was mildly elevated.

Repeat electrocardiogram after 10 hours showed resolution of ST
changes in anterior chest leads with some residual ST elevations on
leads V4-V6 [Table/Fig-2]. Two dimensional echocardiogram showed
normal ventricular function with no regional wall motion abnormalities.

On the basis of clinical and investigational results, the diagnosis
of pericarditis was made. However, as patient was unresponsive
to analgesics, was taken up for diagnostic coronary angiography.
Coronary angiogram revealed a Type 3 Left Anterior Descending
(LAD) artery showing a long segment more than 40 mm, tubular
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80% stenosis in mid part [Table/Fig-3]. After NTG we found that the
stenotic segment significantly dilated [Table/Fig-4]. So, a diagnosis
of vasospastic angina was made. Patient was treated with calcium
channel blockers and nitroglycerine after which his symptoms
significantly improved.

DISCUSSION

Prinzmetal angina was first described in 1959 by Prinzmetal M [1].
Several factors trigger Prinzmetal angina like illicit use of cocaine,
amphetamine or marijuana chemotherapy drugs, over-the-counter
medication and different antibiotics [2]. Vasospastic angina can also
occur without any triggering factor [3]. The classical symptom is
recurrent angina at rest with spontaneous remission, preferentially
occurring in the early morning hours [4]. Therapeutic management
consists of calcium- channel blockers and long-term nitrates due to
their vasodilatory effects [4].

Acute myopericarditis usually presents as diffuse ST segment elevation
and may also be accompanied with a rise of cardiac biomarkers
sometimes [5]. Some of the studies have also given examples of
patients being thrombolyzed which later found out to be pericarditis
[6,7]. Significant proportion of the patients presumed to be evolving
myocardial infarction might indeed have pericarditis with a normal
coronary angiogram [8]. As in our case, sometimes non ischemic
causes of ST segment elevation present a challenge to clinicians.

ment depression on leads I,II, aVF, V1.
[Table/Fig-2]: Repeat ECG after 10 hours showed resolution of ST changes in anterior chest leads with some residual ST elevations on leads V4-Ve6.
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[Table/Fig-3]: On angiography in PA cranial view showing LAD artery which is a type 3 vessel with an arrow depicting long segment more than 40 mm, tubular 80-85%
stenosis in mid part. [Table/Fig-4]: On angiography in PA cranial view showing LAD artery after 200 micrograms of nitroglycerin with arrow depicting relief of vasospasm.

Our patient presented with a history suggestive of acute pericarditis
in the form of atypical anginal pain which was episodic. History
of fever, normal echocardiogram along with the ECG changes
supported underlying acute pericarditis. Patient was treated with
analgesics and the follow up electrocardiogram showed some
resolution of the changes. However, as the patient was unresponsive
to the analgesics, he was taken up for the coronary angiography
which revealed the diffuse tubular stenosis of mid LAD, which could
be either coronary spasm (if present in both systole and diastole)
or bridging due to intramyocardial course (if present at systole
only). However, as it was present during both systole and diastole
along with response to intracoronary nitroglycerine, the diagnosis
of coronary vasospasm was made. The patient was treated with a
calcium-channel blocker and nitroglycerin was continued.

Characteristics favouring coronary angiography in a patient with
acute pericarditis are typical angina pain, ST segment elevation,
and previous history of coronary artery disease, elevated troponin,
diaphoresis and male sex [9]. Studies have revealed mild to
moderate coronary artery disease (up to 35%) in patients with acute
pericarditis [9]. First time a link between coronary vasospasm and
inflammation has been described by Lewis JR et al., in 1978 which
reported the death of the patient due to cardiogenic shock, variant
angina and localized pericarditis [10].

CONCLUSION

The diagnosis of the coronary artery spasm has an important
clinical implication as the calcium channel blockers are the preferred

drugs rather than beta blockers and thrombolysis with prognosis
considered benign. Our case revisits a known but rare association
between the variants angina and pericarditis and stresses the
importance of diagnostic milieu.
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