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500 Fulminant Coxsackie B Myocarditis

Fulminant Coxsackie B
Myocarditis Mimicking
Acute Coronary Artery
Occlusion

50-year-old woman with a history of hypertension and smoking present-

ed at a hospital with a 4-day history of nonproductive coughing and per-

sistent fever, and recent dyspnea, nausea, and vomiting. She reported no
chest discomfort, orthopnea, or paroxysmal nocturnal dyspnea. Her heart rate was
138 beats/min; blood pressure, 103/66 mmHg; body temperature, 99.8 °F; respira-
tory rate, 17 breaths/min; and oxygen saturation, 98% on room air. Auscultation re-
vealed diffuse bilateral rhonchi. Notable laboratory results were sodium, 123 mEq/L;
potassium, 3.5 mEq/L; blood urea nitrogen, 27 mg/dL; and creatinine, 0.7 mg/dL.
A chest radiograph showed bilateral atelectasis. The patient was admitted with diag-
noses of bronchitis and hyponatremia. After 4 hours, her dyspnea worsened. Nebu-
lizer treatment and intravenous methylprednisolone were given. Electrocardiography
showed an acute injury pattern (Fig. 1). Cardiac enzyme levels included creatine ki-
nase of 919 U/L (MB fraction, 79.7 ng/mL) and troponin T of 4.3 ng/mL. Emer-
gent coronary angiography revealed normal coronary arteries, and echocardiography
showed a left ventricular ejection fraction of 0.15. An intra-aortic balloon pump
(IABP) was placed, and an overnight dopamine drip was administered. The IABP
support was ended after 24 hours because the patient’s condition improved. However,
12 hours later, she developed sustained ventricular tachycardia that degenerated into
fatal ventricular fibrillation (Fig. 2). Histopathologic studies at autopsy showed ex-
tensive acute myocarditis (Fig. 3). An immunologic assay was positive for Coxsackie
B virus antibodies type 1 at 1:320 dilution.
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Fig. 2 Rhythm strip shows
the fatal event of monomor-
phic ventricular tachycardia.
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Fig. 3 Histopathologic analysis shows diffuse mononuclear cell
infiltrate and associated myocyte necrosis (H & E, orig. x10).

Comment

Myocarditis is defined as inflammation of the myo-
cardium. Fulminant myocarditis is characterized by
the abrupt onset of heart failure after a recent viral ill-
ness. The precise characterization and natural history of
myocarditis are still not well understood, because it
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progresses through distinctly different mechanisms and
has varying clinical manifestations—from nonspecific
constitutional symptoms to cardiogenic shock." There-
fore, even for seasoned clinicians, diagnosis is a chal-
lenge. Potential causes include infections, autoimmune
diseases, toxins, physical stress, and medications. Viral
infection, especially from picornaviruses, is the most
common cause in human beings.> Myocarditis from
the Coxsackie virus is only occasionally fatal in aduls,
and ventricular arrhythmias are uncommon at clinical
presentation.’

Supportive care is the cornerstone of treatment. He-
modynamically unstable patients often require vaso-
pressors, IABP support, or both. If these measures are
ineffective, left ventricular assist device support should
be considered. Immunosuppressive therapy is indicated
in patients with autoimmune and giant-cell myocardi-
tis'; however, the routine use of such therapy in patients
with viral myocarditis is not recommended.
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