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Abstract

An 84-year-old woman was admitted to our hospital because of left heart failure of acute onset.

Transthoracic echocardiography showed diffuse hypertrophy of the normal sized hyperkinetic left
ventricle and chordae-like fluttering echoes attached to the mitral valve with severe mitral regurgita-
tion signals. Mosaic flow signals were seen at the left ventricular outflow tract, but the velocity could
not be measured. Emergent transesophageal echocardiography detected no obvious mitral valve
prolapse. Cardiac catheterization showed greater than 100 mmHg pressure gradient between the left
ventricle and femoral artery. Pressures in the femoral artery and pulmonary capillary wedge
changed reciprocally in the intensive care unit; a bisferient narrow pulse pressure of the femoral
artery was associated with increased v wave of the pulmonary capillary wedge pressure, and a wide
pulse pressure of the femoral artery with absent v wave of the pulmonary capillary wedge pressure.

Pressure monitoring in the intensive care unit, catheterization laboratory and transesophageal

echocardiography were useful to understand the pathophysiology of the patient.
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Fig.1 Transthoracic echocardiographic findings
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Left : Two-dimensional echocardiogram shows diffuse hypertrophy of the normal sized left ventri-
cle with hyperkinesis, and chorda-like fluttering echo attached to the mitral valve(arrow).
Right : Color Doppler echocardiograms show mitral regurgitation signal with mosaic flow signal at

the left ventricular outflow tract.
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Fig.2 Transesophageal two-dimensional (/eft) and color Doppler (right) echocardiograms

No obvious mitral valve prolapse is present and the chorda-like echo on the mitral valve (arrow) is
small.

Enddiastole Endsystole
Pulmonary artery pressure ~ 71/27 mmHg  Cardiac output 2.94 [/min
Pulmonary capillary wedge pressure Stroke volume 32.7 m//beat
42(v=74)mmHg
Femoral artery pressure 91/50 mmHg

Left ventricular pressure 244/5/23 mmHg

Fig.3 Cardiac catheterization examination on the second hospital day
Pressure data (bottom) shows a pressure gradient between the left ventricle and femoral artery and
markedly elevated pulmonary capillary wedge pressure with prominent v wave. Left ventriculograms
(top) show outflow obstruction and severe mitral regurgitation.

J Cardiol 1998 31: 305-312



308 &R iRk ED

Control

Fig.4 Simultaneous pressure recordings of the left ventricle and femoral artery
Pressure gradient between the left ventricle and femoral artery is decreased by premature ventricular

contraction and ventricular pacing.
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Fig.5 Simultaneous pressure recordings of the left ventricle(LV) and femoral artery(FA)
(upper panels)and of the left ventricle and wedged pulmonary capillary (PCW) (lower

panels)
Pressure gradient between LV and FA is increased and associated with prominent v wave of PCW

pressure and low cardiac output after injection of propranolol.
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Fig. 6 Simultaneous pressure monitoring of FA and pulmonary artery (PA) (/eft) and of femoral
artery and PCW position (right)in the intensive care unit
The FA pressure and PCW or PA pressure changed reciprocally. Bisferient narrow pulse pressure
of FA associated with prominent v wave in PA and PCW pressure (upper) changes to wide pulse
pressure of FA without v wave in PA and PCW pressure by increasing preload and afterload
(lower) .
Abbreviations as in Fig. 5.
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Fig.7 Simultaneous pressure recordings of the left ventricle and femoral artery during dual-

chamber pacing

Pressure gradient between LV and FA is decreased by dual-chamber pacing with 100 msec atrioven-

tricular delay.
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