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Managing the Patient With Possible Acute

Myocardial Infarction

Gordon A. Ewy, MD
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he evaluation of patients with actual or suspected
T acute myocardial infarction is assuming increasing
importance since prompt intervention to limit myocardial
infarction size by increasing myocardial blood supply,15
decreasing the myocardial metabolic demand,6-9 or both
have been shown to decrease not only the mortality but
also the complication rate of patients with acute myocar-
dd infarction. Patients with acute myocardial infarction
reedto be identified promptly and accurately if these po-
tentially valuable interventions are to be safely utilized.

Ofequal concern is the increasing cost of caring for the
patient with chest pain of possible cardiac origin—the
“rule-out” myocardial infarction patient.10-12 Two deci-
sion-support tools are evaluated by Green and Smith in
this issue of The Journal.12 This study was retrospective,
using chart review, and contained a relatively small num-
ber of patients. Acknowledging these limitations, the study
may help to validate the value of Pozen’s heart disease
predictive instrument (HDPI) in a rural setting. A major
concern is that this report may be used inappropriately
by decision makers who control hospital and physician
reimbursement to conclude that all “rule-out” myocardial
infarction patients can be managed in a hospital setting
without electrocardiographic monitoring and without
skilled nursing supervision, as such an approach would
have obvious economic advantages. As Green and Smith
indicate, decision-support tools are not to be confused
with decision-making algorithms. The appropriately
trained physician’s clinical judgment cannot be replaced
by a set of written guidelines.

A major problem with this and similar studies is the
evolving role of the coronary care unit. Coronary care
units were initially established in the 1960s so that patients
at high risk of sudden cardiac death were located in a
confined area. In some hospitals these early coronary care
units were run by the anesthesiologist, as the major func-
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tion was to facilitate the resuscitation of patients with car-
diac arrest. To help with the early recognition of ventric-
ular fibrillation, electrocardiographic monitoring was
provided. Monitoring patients with acute myocardial in-
farction led to the conclusion that “death while sudden,
is not unannounced.” In the 1970s the emphasis of the
coronary care unit was directed toward prophylactic ther-
apy ofwarning arrhythmias, the prevention of arrhythmic
deaths, and the treatment of the complications of acute
myocardial infarction. In the late 1970s it was realized
that almost all complications of acute myocardial infarc-
tions were related to infarct size, and attention was focused
on attempts to limit myocardial infarction size. These
efforts were of limited success until the 1980s, when studies
of intravenous ~-adrenergic blocking drugs and of acute
thrombolytic therapy were reported.1-9 In the late 1980s
the emergency room and the cardiac catheterization lab-
oratory have become important adjuncts to the coronary
care unit, for if infarction is prevented or aborted, there
are few complications to treat.1-:9 In the late 1980s it is
not always acceptable to watch the natural history of cor-
onary occlusion and to treat the complications that result
therefrom. Many hospitals do not have coronary care
units—they have intensive care unit beds that are used
as coronary care units and for rule-out myocardial in-
farction patients; this environment is all too often, as
Green and Smith state, “noisy, not conducive to sleep,
tends to induce disorientation (and results in sedation or
restraint), and lacks privacy.” 12

A potential problem with the retrospective study re-
ported here by Green and Smith is that it did not appear
to consider the very different management of the patient
with unstable angina. Itis now clear that unstable angina
is not the result of the slow progression of atherosclerosis
of the coronary arteries; rather, it is most often the result
of ulceration or rupture of the fibrous cap of such lesions,
resulting in platelet thrombi and intermittent coronary
occlusion.1316 Patients with unstable angina treated with
antiplatelet agents (aspirin), heparin anticoagulation, or
thrombolytic agents are less likely to develop thrombosis,
infarction, and complications.17-20 Any plan for managing
the rule-out myocardial infarction patient, therefore, must

------------------------------------------------------------------ © 1988 Appleton & Lange

JOURNAL OF FAMILY PRACTICE, VOL. 26, NO. 6:617-618,1988

617



POSSIBLE ACUTE MYOCARDIAL INFARCTION

take into consideration the subset of patients with unstable
or preinfarction angina so that appropriate therapy can
be instituted. In many of these patients the only finding
on admission is a history suggestive of coronary disease.
The patient may not have an infarction during hospital-
ization, but unless correctly identified (for example, with
immediate electrocardiograms when discomfort recurs in
the middle of the night), he may be discharged only to
have infarction or sudden death.

The study by Green and Smith points out a weakness
in the heart disease predictive instrument (HDPI) should
this instrument be used to determine the probability of
complications of the rule-out myocardial infarction pa-
tient. This weakness is the lack of appropriate consider-
ation given to the presence of congestive heart failure.
Patients without prior clinical heart disease will usually
do well following a small- to moderate-sized myocardial
infarction, especially when no other area of the myocar-
dium is in jeopardy, and might be safely managed out of
the coronary care setting. Yet that same amount of myo-
cardial damage to the patient with congestive heart failure
might result in the progression to cardiogenic shock,2l a
situation in which intensive care is needed.

Coronary care units are expensive but have life-saving
capabilities. Because of the potentially fatal nature of
myocardial infarction, physicians have tended to err on
the side of admitting patients with suspected infarctions.
The litigious nature of our society may perpetuate this
tendency. Our challenge is to develop a system for han-
dling the rule-out myocardial infarction patient in a setting
that is not so costly and labor intensive as the intensive
care setting, yet in an atmosphere where optimal diag-
nostic and therapeutic interventions can be applied
quickly. Studies such as the one by Green and Smith may
help in this effort.
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