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Summary

This study was to investigate whether the echocardiographic examination of the mitral valve
could distinguish patients with so-called nonrheumatic mitral regurgitation from rheumatic mitral
regurgitation.

Seventy seven patients with pure mitral regurgitation (MR) were divided into two groups
based on the mitral echogram ; sclerotic type (S-type) and nonsclerotic type (N-type). S-type
is characterized by broad and bright echoes having large amplitude followed by superior concavity
in diastole. Operations findings were thickened and sclerotic valve leaflets with chordae either
shortened and fused or ruptured but no evidence for mitral stenosis. N-type, which is similar
to normal waveform, demonstrated thin echo, large amplitude of E-wave and sharp A-wave.
Operations findings in this group were nothing particular in mitral leaflets.

Seventeen patients (22%) having S-type pattern, were diagnosed as rheumatic MR irrespective
of past history of rheumatic fever. Sixty patients (78%) having N-type pattern, included 13
patients with rheumatic MR, 11 patients with congenital MR, 17 patients with so-called nonrheu-
matic MR and 19 patients due to unknown origin.

During systole, multiple layered and shaggy echoes on mitral echograms were observed in so-
called nonrheumatic MR, congenital MR and rheumatic MR also.

Our observation suggests that the previously demonstrated echocardiographic patterns of
“nonrheumatic MR” may occur in rheumatic MR as well. Thus, it should be careful to make

etiological diagnosis using echocardiography alone.
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“Nonrheumatic mitral regurgitation” ¢ echo Ff i

Table 1. Number of patients and age distribution of mitral regurgitation
P Age | g—1p 11——20| 21—30 ’31——40 ’41——50 51——60‘ 61— j- Total
Male 4 7 3 2 5 4 3 28
(5.2 (9.1 (3.9 (2.6)| (6.5 | (5.2 | 3.9 | (6.4
Female 15 7 11 2 6 5 3 49
(19.4) | C9.1) | (04.3) | 2.6) | (7.8) | (6.5) | (3.9 | (63.6)
Total 19 14 14 4 11 9 6 77
(24.6) | (18.2) | (18.2) | (5.2) | (14.3) | (AL.7) | (7.8) | (100.0)
(%)
Table 2. Echocardiographic classification and number of patients in differerent
groups of mitral regurgitation
E ti;lrc;égry\' ——\ES‘T‘L\\; S-type N-type Total
Past History of RF (+) 4 13 17
(rheumatic) (5.1 (16.9) (22.0)
Past History of RF (—) 13 19 32
(unknown origin) (16.9) (24.8) 41.7)
Nonrheumatic 0 17 17
(origin detected) C 0.0) (22.0) (22.0)
Congenital 0 11 11
C0.0) (14.3) (14.3)
Total 17 60 77
(22.0) (78.0) (100.0)
(%)
Table 3. Number of patients and age distribution in different types of mitral valve
echocardiogram
R 2t | o-10 | n—20 | 21-35 | 3650 | 51— Total
S-type 0 3 9 3 2 17
C 0.0) (3.9 QLD (3.9 (2.5 (22.0)
N-type 19 11 7 10 13 60
(24.8) (14.3) (9.0 (13.0) (16.9) (78.0)
Total 19 14 16 13 15 77
(24.8) (18.2) (20.7) (16.9) (19.4) (100.0)
%)
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Figure 1. Echocardiogram from a patient with congenital mitral regurgitation.
Multiple and shaggy echos in systole are demonstrated. (N-type)
AMYV =anterior mitral valve
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“Nonrheumatic mitral regurgitation” ¢ echo Ffi,

Figure 2. Echocardiogram in a patient with mitral valve prolapse syndrome,
demonstrating the posterior movement of the mitral leaflets which is accentuated
by midsystolic prolapse, coincident with late systolic murmur (arrows). (N-type)
AMYV =anterior mitral valve ; LAW =left atrial wall

Figure 3. Echocardiogram from a patient with rheumatic fever in active state,
demonstrating multiple and shaggy echos in systole. (N-type)
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Figure 4. Echocardiogram in a patient with rheumatic mitral regurgitation
The amplitude is increased and the slope of E-wave is rapid, while the waveform
is normal. (N-type)

Figure 5. Echocardiogram from a patient with rheumatic mitral regurgitation
The anterior mitral leaflet is broad and bright, indicating thickening. (S-type)
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“Nonrheumatic mitral regurgitation” ¢ echo Fff i

Figure 6. Echocardiogram in a patient with mitral regurgitation due to unknown

origin

Amplitude of E-wave is increased, while waveform is normal. (N-type)
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