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CASE REPORT

Alcohol drinking triggers acute myocardial infarction in
a case of hypertrophic obstructive cardiomyopathy
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KEYWORDS Abstract Alcohol ingestion—related increased left ventricular outflow tract (LVOT) pressure
Acute myocardial gradient in hypertrophic obstructive cardiomyopathy (HOCM) has been reported in the litera-
infarction; ture; however, acute myocardial infarction (AMI) after alcohol drinking in this patient group is
Alcohol ingestion; rarely reported. Herein, we report a 68-year-old man with chronic alcoholism suffering from
Hypertrophic AMI after alcohol drinking. Electrocardiography revealed complete left bundle branch block,
obstructive and chest X-ray showed acute pulmonary edema. Intubation was done for respiratory failure
cardiomyopathy and intra-aortic balloon pump was also inserted for unstable hemodynamics. However, emer-

gent coronary angiography revealed normal coronary arteries. HOCM was diagnosed by a high
Eassn pressure gradient over LVOT and systolic anterior motion of mitral valve by echocardiography.
SMONEE; This patient became stable under intensive care and medical treatment. This case reminds
g5H; physicians that alcohol ingestion might cause AMI in HOCM patients because of increased LVOT
PEZE MR EOMLEE pressure gradient and decreased coronary perfusion despite normal coronary arteries.

BE ZHEMHEELCIEREERABEERCOERNBEEREZ A REXRBSIB. A,
BERBESMONEZEEHEMRECIVERFIRDBERE, RMELBS —LesmAEM
BRETPENEMREEBBERBRESMONEE, CERLETRRTEUEAXIREEHEBUAR
FEXK R ASMMKIE, ERREEATRRBEEE  CHROTHNBTBERKRE
TEBMARKREH. AMBIOEENRRERATRBRALERE, HELRERELVERE
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Introduction

Hypertrophic cardiomyopathy (HCM) is characterized by
hypertrophy of the left ventricle without any obvious cause.
It is also a genetic disease of the cardiac sarcomere with
autosomal dominant pattern of inheritance. About one-
third of patients with HCM have a LVOT pressure gradient at
rest, and a similar fraction develops pressure gradient with
provocation. According to the literature, alcohol ingestion
could increase the LVOT pressure gradient and is considered
to have harmful effects in patients of hypertrophic
obstructive cardiomyopathy (HOCM) [1]. However, acute
myocardial infarction (AMI) after alcohol drinking in this
patient group has rarely been reported. Herein, we report
a case of a man with chronic alcoholism suffering from AMI
after alcohol drinking with normal coronary angiography.

Case presentation

A 68-year-old man suffered from sudden-onset chest tight-
ness, dyspnea, cold sweating, and nausea sensation after
drinking several bottles of beer with his friends and was
brought to our emergency department for help. It was

a case of chronic alcoholism and denied heart disease, such
as coronary artery disease, myocardial infarction, valvular
heart disease, and cardiomyopathy before. After emer-
gency department arrival, vital signs were as follows: pulse
rate was 96 beats/min and blood pressure was 85/40 mmHg.
Initial electrocardiogram (ECG) revealed complete left
1), and chest X-ray

bundle branch block (CLBBB) (Fig.
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Figure 1.

showed acute pulmonary edema. Because of shock status
and subsequent respiratory failure, vasopressor was given
and intubation was done for unstable hemodynamics.
Laboratory workup revealed the following: creatinine
kinase (CK), 58 U/L; CKMB, 8.3 U/L; troponin I, 0.06 ng/mL;
and C-reactive protein, 4.85 mg/L. Emergent percutaneous
coronary intervention was suggested under the impression
of AMI and intra-aortic balloon pump was also inserted for
hemodynamic support. However, coronary angiography
showed normal coronary arteries, and left ventriculography
revealed no obvious wall motion defect. In addition, we also
found a high pressure gradient (70 mmHg) of LVOT while
pulling back from the left ventricle (Fig. 2A). Then, the
patient was transferred to our cardiac care unit (CCU) for
further intensive care.

In our CCU, bedside echocardiography revealed asym-
metric left ventricular hypertrophy (Fig. 2B). Systolic
anterior motion of mitral valve (Fig. 2C) and high pressure
gradient (63 mmHg) of LVOT were noted by M-mode and
Doppler echocardiography, which confirmed HOCM in this
case. Laboratory data follow-up also showed progressive
elevation of cardiac enzymes (peak cardiac enzymes: CK,
714 U/L; CKMB, 137.9 U/L; troponin I, 12.23 ng/mL) and
abnormal lipid profile (total cholesterol, 256 mg/dL; low-
density-lipoprotein cholesterol, 146.6 mg/dL). Because
pulmonary edema and hemodynamics improved during CCU
stay, we successfully removed intra-aortic balloon pump
and vasopressor, and further weaned the patient off the
ventilator. Medications, such as nondihydropyridine calcium
channel blocker and statin, were also added for HOCM and
dyslipidemia treatment. This patient was finally discharged

Initial electrocardiogram revealed complete left bundle branch block.
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Figure 2.

(A) High pressure gradient (70 mmHg) of left ventricular outflow tract was found while pulling back from left ventricle.

Bedside echocardiography revealed (B) asymmetric left ventricular hypertrophy and (C) systolic anterior motion of mitral valve by

M-Mode (C).

in stable condition, and ECG follow-up at outpatient visit
showed only left ventricular hypertrophy and narrow QRS
pattern (Fig. 3).

Discussion

AMI is a life-threatening emergency. Early reperfusion
therapy is the standard treatment strategy for ST elevation
myocardial infarction (including new-onset CLBBB) and
benefits this condition. The 12-lead ECG is an important
diagnostic tool for AMI because it enables physicians to
localize the infarct-related coronary artery and to optimize
treatment strategy. However, other conditions may mimic
the ECG signs of AMI, such as pericarditis, Prinzmetal’s
angina, cardioversion, hyperkalemia, and so on. HCM is also
a possible cause of AMI, and most cases in the literature
reveal normal coronary arteries or only nonsignificant
lesions [2—6]. ECG findings in these cases showed a wide
variety of abnormalities, including ST-segment depression,
T-wave inversion, or even ST-segment elevation. Our case

showed CLBBB as an initial ECG finding, which was not
reported in the literature. Despite there being no previous
ECG to compare if this was a new-onset finding, ECG follow-
up after recovery showed only left ventricular hypertrophy
and narrow QRS pattern, which confirmed our thoughts.
Cardiac enzymes also revealed serial change in our case. All
these findings proved myocardial infarction despite normal
coronary angiography.

There are some mechanisms to explain the relationships
between myocardial injury and HCM, such as diminished
coronary perfusion [2,3], recurrent episode of atrial fibril-
lation [4], diminutive coronary artery [6], coronary artery
spasm, septal perforator artery compression, myocardial
bridging, and so on. However, alcohol ingestion was
considered to be the initial trigger mechanism in our
patient. Despite there still being few reports mentioning
the relationship between alcohol ingestion and myocardial
infarction [7], to our knowledge, our case is the first report
of alcohol-triggered AMI in a patient with HOCM. The
possible mechanism might be as follows: alcohol ingestion
is associated with decreasing systolic blood pressure and
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Figure 3.

increasing systolic anterior motion in the literature [1],
which might increase pressure gradient of LVOT and further
cause diminished coronary perfusion and myocardial injury.
This rare case not only reminds us that alcohol ingestion
might aggravate myocardial injury in patients of HCM, but
also informs us that both alcohol and HCM are the two
possible causes of AMI with normal coronary arteries.
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