Extreme mechanical aortic valve
dehiscence: “Rocking motion™ clearly
assessed with echocardiography and
fluoroscopy

A 19-year-old man was admitted due to sudden onset and
progressively increasing shortness of breath, cough, nausea,
and vomiting. The patient had undergone aortic and mitral valve
replacement with mechanical prosthesis for the treatment of in-
fective endocarditis 4 years ago.

The patient had poor general condition with a body tem-
perature of 37.4°C, blood pressure of 120/40 mm Hg, heart rate
of 120 bpm, and respiratory rate of 32/min. Cardiac auscultation
showed a grade 3/6 early diastolic murmur along the left sternal
border. Breath sounds were reduced, and rales could be heard

Figure 1. (a) Electrocardiogram showing sinus tachycardia and infero-
lateral ST segment depressions. (b) Chest X-ray showing pulmonary ex-
pansive volume load
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all over the right and left lungs. There was no stigma of endocar-
ditis. Electrocardiogram revealed sinus tachycardia and infero-
lateral ST segment depressions (Fig. 1a). Because the arterial
blood gas analysis and chest X-ray (Fig. 1b) showed respiratory
asidosis and pulmonary expansive volume load, respectively, the
patient was entubated.

An emergency transthoracic echocardiogram revealed a
heart rate-dependent pendular “rocking motion” of the aortic
valve prosthesis, consistent with dehiscence. The aortic valve
was moving to the aorta in systole, whereas it was prolapsing to
the left ventricle in diastole, resulting in severe paravalvular jet
of aortic insufficiency (Fig. 2, Videos 1 and 2). Transesophageal
echocardiography showed no vegetations on the mitral valve,
but aortic valve was difficult to assess due to acoustic shadow-
ing and artifacts. The systolic—diastolic “rocking motion” of the
prosthesis was also clearly demonstrated by fluoroscopy (Fig. 3,
Videos 3 and 4).

Figure 2. Echocardiography showing the prosthetic aortic valve mov-
ing to the aorta in systole (a), whereas it was prolapsing to the left
ventricle in diastole (b), resulting in severe paravalvular jet of aortic
insufficiency (c) with measurement of the regurgitant jet pressure half
time 115 ms (d)

Figure 3. Fluoroscopy showing “rocking motion” of the bileaflet mechan-
ical aortic prosthesis during diastole and systole
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Inotropic treatment was initiated because the patient devel-
oped shock. While awaiting an emergency surgical repair, he col-
lapsed and could not be resuscitated successfully.
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Video 1. Echocardiography in the parasternal view showing
the prosthetic aortic valve moving to the aorta in systole, whereas
it was prolapsing to the left ventricle in diastole.

Video 2. Echocardiography in the apical four-chamber view
showing the prosthetic aortic valve moving to the aorta in systole,
whereas it was prolapsing to the left ventricle in diastole.

Video 3. Fluoroscopy in the 12° left anterior oblique and 27°
caudal projection showing “rocking motion” of the bileaflet
mechanical aortic prosthesis.

Video 4. Fluoroscopy in the 38° left anterior oblique and 32°
caudal projection showing “rocking motion” of the bileaflet
mechanical aortic prosthesis.
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Chest pain after a cesarean -section with
a puzzling ECG

Herein, we present the case of a 31-year-old patient who
had chest pain after a cesarean-section at 36 weeks of amen-
orrhea. As past medical history, this patient has a homozygous
sickle cell disease. The patient complained of pressure in the
chest 2 h after cesarean-section, radiating to the shoulders
and the back. Blood pressure was 150/100 mm Hg (symmetri-
cal on both arms) and heart rate was 98 bpm. Per-critical ECG
showed an ST-segment elevation in aVR, V1-V2 with a mirror
in other leads (Fig. 1). A few minutes later, the pain had disap-
peared and the ECG changed. Cardiac echography found a 50%
left ventricular ejection fraction with homogeneous hypokine-
sia. There was no argument for acute pulmonary heart disease
or a patent foramen ovale after contrast test. Investigations
showed hemoglobin at 6 g/dl and an increase in troponin by
9ui (N<0.04ui). Cardiac-CT was performed in emergency, which
showed no coronary abnormality but showed bilateral pulmo-
nary embolism (PE) (Fig. 2).

Atypical presentations are common for PE. However, the
presentation with chest pain and ST-segment elevation on ECG
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Figure 1. ECG at initial management

Figure 2. Cardiac-CT

is exceptional. Two pathophysiological hypotheses have been
proposed: (1) a right ventricular ischemic strain due to right ven-
tricular dysfunction associated with low coronary output arising
from a low cardiac output and (2) a paradoxical coronary embo-
lism because of patent foramen ovale reopening due to elevated
pressure in right heart cavities.
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