Journal of Cardiography 6: 295-305, 1976

MCLS Olligi5%) 2 X 2498  Mitral insufficiency due

FEAEHA 2D 5 H to mucocutaneous lymph
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Summary

In 1967, Kawasaki firstly described a new syndrome of infants and young children, which he designated
as mucocutaneous lymph node syndrome (abbr. MCLS).

MCLS is an acute, febrile illness with mucocutaneous involvement and is associated with swelling
of cervical lymph nodes.

The prognosis of this syndrome was initially thought to be favorable, however, 1 to 2% of
patients with this syndrome have died in acute heart failure. And when autopsies were performed, the
cause of death was always proven to be myocardial infarction secondary to coronary thromboarteritis.

Recently, the cases suffering from the sequelae (myocardial ischemia, congestive heart failure, the
syndrome of papillary muscle dysfunction, and so on) several months or years after recovery from the
acute illness have been reported.

In this paper, clinical observations on 5 cases of mitral insufficiency originated from MCLS were
reported. Electrocardiographic, phonocardiographic, echocardiographic and angiocardiographic findings
in each case were also summarized.

It seems reasonable to conclude from our experience that the cases with mitral insufficiency due to
MCLS can be devided into 2 groups with respect to the electrocardiographic findings, whether patterns
of myocardial infarction is present or not.

Finally, the mechanisms with which MCLS causes mitral insufficiency are discussed.
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Figure 1. Phonocardiogram, chest roentogenogram, and electrocardiogram in Case 1.
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Figure 2. Echocardiograms in Case 1.
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Figure 3. I;eft_ ;réntricular angiocardiograms in Case 1 (left: frontal view, right:”la;éral view).

left: frontal view, right: lateral view).
The arrows indicate the site of coronary aneurysm.
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Figure 5. Phonocardiogram, chest roentogenogram, and electrocardiogram in Case 5.
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Figure 8. Aortograms in Case 5 (a: frontal view, b: lateral view).
The arrow indicates the site of coronary aneurysm.
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Table 1. Summary of clinical findings in five cases with MI due to MCLS

UCG
Recog- S . S X-P PCG Coronary
Case nition everity ymp- - AML Arteries
of MI of MI toms (CTR) (Apex) ECG Dimension (Aortogram)
Amplitude DDR of LA &LV
(mm) (mm/sec)
1. K.N. m Sy moderate dyspnea 0.59 RSM 3° NAD moderate It. aneurysms
8y (11 m) on III1tMDM LAH 33 188 enlargement (calcified)
exertion LVH rt. not visua-
lized
2. YA. f 2y 6m mild none 0.51 RSM 2° NAD mild It. stenosis &
3y (1y 1m) 14 LAH 26 150 enlargement obstruction
rt. dilatation
3. JA. f 7m mild none 0.55 RSM 2° NAD 19 140 normal not examined
1y 1m (6m) normal
4. YH m 2m mild none 0.52 RSM 3° NAD 17 116 normal It. aneurysm
2y (1m) 1114 normal
5. TAAm 2ylm  moderate hepato- 0.66 RSM 2° NAD moderate bil. aneurysms
2y 2m (1y 1m) megaly IIItMDM LAH 16 86 enlargement
antero-
lateral
infarct.
( ): Age at the onset of MCLS
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