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Summary

A 64-year-old man had episodes of angina pectoris several hours after ingestion of alcohol. Other-
wise, anginal attacks never occurred. He was diagnosed as having variant angina based on the typical
ST elevation in leads II, III and aVy during the anginal attacks.

We performed an alcohol challenge test on his 4th admission day. He was given 540 m/ of ‘‘ sake ”’
at 6 : 00 p.m. and anginal attacks with ST elevations occurred 9.5 hours after its ingestion. The peak
value of plasma ethanol was 136 mg/d/ at 9 : 00 p.m. and it returned to 0 when angina occurred.
By alcohol ingestion, urinary excretion of Mg increased in association with a slight decrease in serum
Mg. The ratio of serum Ca to Mg was increased from 4.0 at the control state before taking alcohol to
4.5 at the occurrence of anginal attack. Mg content in red blood cells and in plasma catecholamines
did not differ between before and after ingesting alcohol.

We concluded that the change in the extracellular Ca-Mg equilibrium may contribute to the
mechanism of alcohol-induced variant angina.
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Table 1. Laboratory findings

Urinalysis : protein (—) B gl 10.5 %

: glucose (—) v -g 16.2 %
Peripheral Blood ;'T_?IL (7)2 :g/dl

WBC 5100 /mm?®

Seg 67 % TTT 1.1V
Stab 3 % ALP 156 mU/ml
Lym 18 % GOT 10 mU/mi
Mo 5 % GPT 6 mU/mi
Eo 2% LDH 298 mU/ml
RBC 416X10° fmme | 77CTP 11 mU/mi
Hb 13.2 o/dl CPK 29 mU/mi
Ht 40.9 % BUN 23 mg/dl
Pt 20.7%10° fmm® | 1.0/ mg/di
U.A. 6.3 mg/di
Serological Test Na 144 mEq/¢
CRP (=) K 3.6 mEq/¢
Blood Chemistry ct 105 mEa/2
T. protein 7.6 g/di Ca 9.5 mg/dl
Alb 62.3 % Mg 2.8 ma/d
@-gl 3.2 % Tch 212 mg/di
@ el 7.8 % TG 127 mg/dl
HDL-ch 50 mg/dl
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Fig. 1. Electrocardiograms at control and during chest pain.
Obvious ST elevations in leads II, III and aVy and possibly reciprocal ST depressions in the
precordial leads are observed on electrocardiograms during chest pain.
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Fig. 2. Coronary arteriograms.
The control CAG showed spastic narrowing (#5 50%,, #4PD 759,). After infusion of isosorbide
dinitrate (ISDN), these spastic changes were slightly improved.
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Fig. 3. Ambulatory ECG tracings and plasma ethanol levels after alcohol ingestion.

”

He was given 540 ml of ‘‘ sake

at 6:00 p.m. and anginal attacks with ST elevations occurred 9.5

hours after its ingestion. The plasma ethanol level reached a peak of 136 mg/dl at 9:00 p.m. and

returned to 0 when angina occurred.
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Fig. 4. Changes in biochemical laboratory findings after alcohol ingestion.

After alcohol ingestion, urinary excretion of Mg increased in association with a slight decrease in
serum Mg. The ratio of serum Ca to Mg increased from 4.0 at the control state before taking alcohol
to 4.5 at the occurrence of anginal attack.
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Fig. 5. Magnesium content of red blood cells (RBC) after alcohol ingestion.
Change in Mg content in RBCs after alcohol ingestion did not differ compared with the control.
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Fig. 6. Change in catecholamines after alcohol ingestion.

Noradrenalin, adrenalin and dopamine levels did not differ between before and after ingesting
alcohol. But after anginal attack, adrenalin and noradrenalin were rapidly increased.

(A: adrenalin, NA: noradrenalin, DOPA: dopamine)
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Fig. 7. Blood pressure, heart rate and double products after alcohol ingestion.
After alcohol ingestion, the blood pressure decreased slightly and the heart rate increased compared
with the control. Consequently, the rate-pressure products increased slightly.
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