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Case Report

Acute Chest Pain in a 70-Year-Old Woman at CNHU-HKM
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Abstract: Objectives: Challenging differential diagnosis. Background: Acute myopericarditis and ACS STEMI share the
presenting triad of acute chest pain, ST segment changes, and elevated cardiac enzymes. Differentiating is not always
straightforward. Case Report: We reported the clinical observation of a 70-year-old woman admitted into cardiology intensive
care for acute chest pain with electrocardiographic abnormalities suggestive of acute coronary syndrome with ST elevation (ACS
STEMI). Pharmacological myocardial revascularization was done. Secondary evolution in the absence of initial coronary
angiography is compatible with a myopericarditis of favorable evolution under empiric antibiotherapy. Coronarography
performed remotely reveals a significant stenosis of the proximal and middle circumflex. Percutaneous angioplasty was
successfully performed. Conclusion: In patients with acute chest pain, ST segment changes and elevated cardiac enzymes,
coronary angiography can be useful in differential diagnosis.
Keywords: Chest Pain, Acute Coronary Syndrome, Myopericarditis, Angioplasty

1. Introduction
Chest pain is a common symptom. It affects 20-30% of the
general population worldwide [1-3]. It accounted for 10.9% of
the reasons for medical consultation at CHUD/ B [4], 2.9% of
the reasons for consultation in the Niamey cardiac services in
2010 [5]. It was reported in 4.1% of patients admitted for
cardiovascular emergencies at CHU Bouaké [6].
In the clinical translation of multiple visceral and parietal
disorders, the presentation of chest pain is not always specific
and atypical forms can be a source of error. Myopericarditis is
one of the clinical diagnosis that often simulates acute

coronary syndrome (ACS STEMI) as reported in several
series [7-12]. Differentiating acute myopericarditis from ACS
STEMI can be challenging because they share the presenting
triad of acute chest pain, ST segment changes, and elevated
cardiac enzymes.
Diagnostic tools such as coronary angiography,
endomyocardial biopsy and cardiac MRI help the clinician to
overcome the doubt of diagnosis [8-12]. In low-income countries
such as Benin, these tools are not always available, sometimes
leading to diagnostic wandering and delay in treatment.
We reported the clinical observation of a 70-year-old
woman admitted into intensive cardiac care unit for acute
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chest pain with electrocardiographic abnormalities. She was
initially diagnosed as an ACS STEMI, then as a
myopericarditis, and finally as a significant coronary stenosis
ending with a double angioplasty of the circumflex. We
analyzed retrospectively factors explain this diagnostic
wandering both clinically and paraclinically.

2. Case Report
Interrogatory
The study was performed on a 70-year-old black woman

with a medical past history of high blood pressure for 30 years,
treated by Losartan and Amlodipine and a type 2 diabetes for
15 years treated with Metformin.
She was admitted to a cardiology practice for chest pain that
has been going on for 41 hours. It was a retrosternal seat-type
pain radiating to the precordium and in the back, of 8/10
intensity on the digital visual scale which partially yielded
under self-medication (Lorazepam and Etifoxine).
There was no dyspnea or fever. The ECG (Figure 1) at the
first medical contact was in sinus rhythm with an ST elevation
in lateral leads without mirror image.

Figure 1. ECG H41, Subepicardial lesion (D1-aVL) with epicardial ischemia (arrows).

She received initial treatment with: Clopidogrel 300 mg
(oral), Acetyl salicylic acid 200mg (oral), Enoxaparin 0.5ml
S/ C (subcutaneous), Atenolol 50mg (oral) and Omeprazole
20mg (oral).
She was then transferred by medical ambulance to the
University Clinic of Cardiology of CNHU-HKM (tertiary
center).
Admission Examination and Treatment
On admission, she had a good general and haemodynamic
condition. A thoracic pain of intensity 2/10 on the digital

visual scale still persisted. Cardiovascular examination was
normal.
Weight = 54 kg; Size = 1m58; BMI = 21.63 kg/ m2, BP
(right arm) = 113/ 70mmHg, Heart rate = 86/ min, SpO2 = 98%
in ambient air.
Additional Test
The ECG performed at the 52nd hour revealed sinus rhythm
with an extension of ST elevation in lateral leads (V5-V6) with
fine basal q wave, with PQ shift in infero lateral (Figure 2).

Figure 2. ECG H52, high lateral subepicardial lesion (D1-aVL) with subepicardial ischemia and lateral subepicardial lesion (V5-V6) (arrows in red). PQ
sub-shift in infero lateral leads (arrows in yellow).
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Troponin Ic was 3.89 ng/ ml (389 times normal).
Transthoracic Echocardiogram (TTE) found an unextruded
left ventricle without hypertrophy with infero lateral and basal
hypokinesia and a 45% left ventricular ejection fraction. There
was no pericardial effusion.
The initial diagnosis of acute coronary syndrome with
persistent ST elevation (ACS STEMI) was retained and the
treatment prescribed in the practice was continued.
Treatment and Evolution
A secondary aggravation of the pain (6/10 on the digital
visual scale) was noted with an extension of the ST elevation
in V3, V4, D2, D3 and aVF. Thrombolysis was decided and
performed at the 64th hour after the start of the initial pain
with actilysis. There were no clinical or electrical criteria for
myocardial reperfusion. There was no externalized bleeding.
The evolution was marked by a complete sedation of the
pain, the appearance of a fever with 38-38.5°C, and a
pericardial effusion on the 3rd day of hospitalization with
gradual increase the following days (Figure 3). The
appearance of a left pleural effusion worsen progressively
from the 5th day (Figure 4).
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Figure 4. Frontal chest X-ray, left pleural effusion, and blunting of the right
costo-diaphragmatic cul-de-sac (Day 5: Left image, Day 14: Right image).

At the Biological Level
1. Troponin Ic remained stable: 3.89 ug/ L at day 1 and 4.01
ug/ L at day 4;
2. CRP decreased from 49mg/ l on day 1 to 63 mg/ l on day 5;
3. The white count increased from 7.8 G/ L on day 1 to 14.4
G/ L on day 5 with predominantly neutrophils;
4. The Hb level had dropped from 10 to 7.8 g/ dl on D3;
5. Pleural puncture fluid was turbid, rivalta positive,
germless with 90% lymphocytosis.

Figure 3. Tran-thoracic echography (TTE), parasternal long-axis incidence,
presence of pericardial effusion post fibrinolysis (arrow).

Figure 5. Angiography of the left coronary in LAO45-CR25 incidence. Guide
in the circumflex, tight stenosis of the proximal and middle circumflex
(arrows).

The diagnosis of myopericarditis simulating ACS STEMI
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was then retained instead of the initial diagnosis. The initial
antithrombotic treatment was stopped. Empiric antibiotic
therapy with rovamycin and clavulanic acid and amoxicillin
has been instituted, as well as an inhibitor of the conversion
enzyme.
ST elevation was normalized secondarily with the
disappearance of pericardial and left pleural effusions.
A coronary angiogram was performed after 7 months at the
Institute of Cardiology of Abidjan and found:
1. Tight stenosis of the proximal and middle circumflex
(90%) (Figure 5);
2. Non-stenosing atheroma of the anterior interventricular
and right coronary.
An angioplasty of the proximal and middle circumflex with
double stenting (bare stent: TSUNAMI brand) has been
successfully performed.

3. Discussion
The case report of this patient shows the diagnostic
difficulty with atypical chest pain and display diagnostic,
wandering successively with an ACS STEMI and then a
myopericarditis, and finally a significant coronary stenosis
ending with a double angioplasty of the circumflex. Several
confounding factors explain this diagnostic wandering both
clinically and paraclinically.
Myocarditis can take many clinical forms and those that
simulate acute coronary syndrome are not uncommon [7-15].
The two diseases share in common the thoracic pain which
in this patient was atypical by its type and in the absence of the
conventional irradiations known in the ACS. However, it is
extremely rare that myocarditis causes electrical changes
concomitant with painful recurrence [8], as was the case in our
observation.
Apart from the infectious context, which accompanies
myocarditis, clinical features are rarely an aid to diagnosis.
Fever is delayed in ACS as was the case in this clinical
observation.
Acute myocarditis in its viral form is often the prerogative
of a young person without cardiovascular risk factors [8-15].
The patient presented in this article cumulated, outside the age,
two major risk factors of atherosclerosis: the high blood
pressure and type 2 diabetes. The onset of pain in the presence
of these atherosclerotic risk factors with electrical
abnormalities legitimizes the initial diagnosis of ACS STEMI
in our patient.
Electrically, the location of electrical modifications is also
worthless. Several cases of authentic myocarditis show
persistent systematized ST elevation [12, 16, 17]. In our
patient, the absence of mirrored signs, despite the
systematized nature of the initial electrical abnormalities, as
well as the extension of these abnormalities that have become
secondarily diffuse, and have also led to possible myocarditis.
The biology, common to both pathologies, does not guide
the diagnosis with a rise in serum levels of troponin Ic and an
inflammatory syndrome as was the case in our patient. The
increase in the biological markers of inflammation and a

troponin Ic which remained high were all sources of
diagnostic error leading to rectifying wrongly the initial
diagnosis.
Alteration, rather global than segmental, of left ventricular
kinetics in the transthoracic echocardiography (TTE) is not a
rule, since lesions may have focal or multifocal distribution or
may be summarized as diastolic dysfunction [12, 18, 19]. Note
that, in our patient, the segmental kinetic disorders were
consistent with the initial electrocardiographic territory.
Coronary angiography was indicated to remove the doubt.
It was not feasible in our work context. In cases of myocarditis
simulating ACS reported in the literature, diagnostic certainty
has been provided by magnetic resonance angiography or
endomyocardial biopsy [8-15]. The significant coronary
lesions demonstrated during the coronary angiography, carried
out at a distance in our patient, were compatible with the initial
electrocardiographic territory. Also, the infero lateral and
basal seat of the anomalies of the segmental contraction
objectified with the TTE.
The presence of pericardial effusion at TTE
post-fibrinolysis certainly reflects a haemorrhagic
complication with deglobulization as evidenced by a drop of
2.2 g/ dl of hemoglobin.

4. Conclusion
The differentiation between ACS and myopericarditis is
essential because of their differences in risk for specific
complications, prognosis, and treatment implications.
Adequate differential diagnosis is not always a
straightforward and not possible by conventional tests.
Coronary angiography performed in time would avoid
diagnostic wanderings.
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