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Abstract : We report a 50-year-old man with homocysteinemia who had a cerebral
infarction and recurrent myocardial infarction. His coronary risk factors were smoking
and homocysteinemia. A cerebral infarction had occurred when he was 34 years old, and his
first myocardial infarction occurred in 1988. Coronary angiography performed at Nara
Medical University on the first admission in 1989 showed a 50 % stenosis in the mid-left
anterior decending artery (LAD) and a 75 % stenosis in the distal-left circumflex artery
(LCX). The latter lesion was dilated to a 25 % stenosis by percutaneus transluminal
coronary angioplasty (PTCA). A second myocardial infarction occurred in 1990. The mid
-LAD showed a total occlusion and was dilated to a 25 % stenosis by PTCA. A third
myocardial infarction occurred in 1995. Again, the mid-LAD had a total occlusion and was
dilated to a 25 % stenosis by PTCA. There was no history of recent angina pectoris, but
the patient had a fourth myocardial infarction in 1996. A total occlusion was dilated in the
LCX (seg15). This lesion was dilated to a 25 % stenosis by PTCA.

This was a rare case of homocysteinemia complicated by cerebral infarction and recur-
rent myocardial infarction.
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Table. Laboratory data on admission

Urinalysis GPT 42 1U/1
protein (CD) LDH 2,001 IU/1
sugar (CD)] ALP 189 IU/1
occult blood (=) CK 4,300 IU/1

Hematology TP 7.0 g/dl
RBC 495X 104/ 1 Alb 4.2 g/dl
Ht 47.3 % T-chol 200 mg/dl
Hb 16.0 g/dl TG 48 mg/dl
WBC 10,300 /ul FBS 106 mg/dl
Plt 21.3X10%/pul BUN 15 mg/dl
PT 10.4  sec. Scr 1.1 mg/dl
APTT 44.4  sec. Na 138 mEq/1
Protein C 102 % K 3.8 mEq/1
Protein S 104 % Cl 102 mEq/1

Blood biochemistry Homocystein 22.6 xM/1
T-Bil 0.5 mg/dl  ACE genotype DI type
GOT 367 1U/1

Fig. 1. Chest roentgenogram on admission in 1996.
The chest roentgenogram showed mild
pulmonary congestion.
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Fig. 2. Electrocardiogram on admission in 1996.
The electrocardiogram showed QS in V1-3 and poor r
wave progression in V4.
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Fig. 3. Coronary angiograms (MAR. 6. 1996).
Upper panel: Left coronary angiogram
showed a total occlusion in the left circum-
flex artery (seg 15).

Lower panel: Left coronary angiogram
showed no restenosis in the mid-left ante-
rior descending artery.
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Fig. 4. Left ventriculograms (MAR. 6. 1996).
Left ventriculograms revealed hypokinesis
in the anteroseptal wall of the left ventri-
cle.

Upper panel: Diastole.
Systole.

Lower panel :
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