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The Electrocardiogram in Acute Myocardial Infarction
to the editor: The review article by Zimetbaum presence of left bundle-branch block. N Engl J Med 1996;334:481-7.

and Josephson (March 6 issue)1 on the usefulness
of the electrocardiogram in the diagnosis of acute
myocardial infarction is essential reading for anyone who cares for patients with a suspected acute
myocardial infarction. Some qualifications regarding the diagnosis of acute myocardial infarction in
patients with left bundle-branch block are in order.
Although proposed criteria2 facilitate the diagnosis, an occasional problem arises when reliance on
the criterion of an ST-segment elevation of more
than 5.0 mm in leads with primarily negative QRS
complexes leads to a false positive diagnosis of
acute myocardial infarction. This criterion is nonspecific for acute myocardial infarction, and some
patients who have left bundle-branch block without an acute myocardial infarction, but with left ventricular hypertrophy or dilatation, have electrocardiograms with ST-segment elevations that are much
larger than 5.0 mm.3,4 An association between large
ST-segment elevations and large QRS complexes
has been reported.3 Repeating electrocardiography
may also be of value, since a change in the amplitude of the ST-segment elevation suggests an acute
myocardial infarction.5 Finally, since measurements
of ST-segment elevations are being used for the diagnosis of acute myocardial infarction in patients
with left bundle-branch block, it is prudent to mark
the thorax in order to ensure reproducible serial
electrocardiograms.5
John E. Madias, M.D.

[Erratum, N Engl J Med 1996;334:931.]
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the authors reply: We agree entirely with the com-

ments of Dr. Madias. The criteria for a diagnosis of
myocardial infarction in a patient with left bundlebranch block are flawed. Not only is it difficult to
interpret ST-segment changes in a patient with left
bundle-branch block and preexisting left ventricular hypertrophy or dilatation, but also the coexistence of multivessel coronary artery disease or
left ventricular aneurysm will most likely limit the
ability to diagnose acute myocardial infarction electrocardiographically. We chose to present data from
the largest series of patients with documented acute
myocardial infarction.1 The editorial by Wellens that
accompanied the report on that series further highlighted the difficulties involved in assessing acute
myocardial infarction in the presence of left bundle-branch block.2
Peter Zimetbaum, M.D.
Mark E. Josephson, M.D.
Beth Israel Deaconess Medical Center
Boston, MA 02215
pzimetba@bidmc.harvard.edu

Mount Sinai School of Medicine
New York, NY 10029
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Vestibular Neuritis
to the editor: Droperidol (2.5 mg to 10 mg) was ing a “black box” warning about deaths associated

mentioned as a treatment option in the Clinical Practice article on vestibular neuritis by Baloh (March
13 issue),1 with “liver or kidney disease” mentioned
as a precaution. In December 2001, the Food and
Drug Administration (FDA) strengthened its warnings about the use of droperidol, specifically add2362
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with prolongation of the QT interval and torsade
de pointes. It was recommended that droperidol
be reserved for the treatment of patients whose condition was unresponsive to other therapies and that
it be used only if the benefit outweighed the risk;
it was also recommended that monitoring of vital
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signs and electrocardiography be routinely performed during therapy.
At that time, through the Freedom of Information Act, I reviewed actual reports submitted to the
FDA and found that, although most reports were
from Europe and involved higher-than-usual doses
(25 mg), some adverse cardiac events were reported
at the lower end of the range of doses (1.25 mg).
I believe that this information is relevant to clinicians who are planning to use droperidol to treat
vestibular neuritis.
E. Jane Orr, Pharm.D.
Wellmont Holston Valley Medical Center
Kingsport, TN 37662
e_jane_orr@wellmont.org

dr. baloh replies: Dr. Orr points out a serious potential side effect of droperidol. Although I have
little personal experience with this drug, there have
been multiple studies describing good results in
treating acute vertigo with droperidol, with no serious side effects.1 However, given this potential adverse effect, I would not use droperidol as a primary
agent for the treatment of vestibular neuritis.

Robert W. Baloh, M.D.
UCLA School of Medicine
Los Angeles, CA 90095-1769
rwbaloh@ucla.edu
1. Irving C, Richman P, Kaiafas C, Eskin B, Allegra J. Intramuscu-

1. Baloh RW. Vestibular neuritis. N Engl J Med 2003;348:1027-32.
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Postmenopausal Hormone Therapy
to the editor: The assertion by Grodstein et al.
(Feb. 13 issue)1 in their Sounding Board article that
confounding due to socioeconomic status is unlikely to explain the different reported associations between postmenopausal hormone therapy and cardiovascular disease in observational studies and in
randomized clinical trials rests on flawed assumptions. Among these are the assumptions that the
Nurses’ Health Study “controlled for educational
level and occupation by including only registered
nurses” (with some adjustment for husband’s educational level) and that the Leisure World study “adjusted for income by recruiting exclusively from a
middle-class retirement community.”
These three socioeconomic variables — education, occupation, and a surrogate for income — are
at best partial measures, with occupation particularly ill-suited for analyses of women’s health.2 Evidence, including some from the Nurses’ Health
Study,3 indicates that the risk of cardiovascular disease among women (and men) is shaped by lifetime
socioeconomic status, beginning in utero4; lifetime
socioeconomic factors may also affect age at menopause.5 Greater precision in socioeconomic as well
as biologic variables is needed in order to resolve
discrepancies in research about postmenopausal
hormone therapy.

Nancy Krieger, Ph.D.
Harvard School of Public Health
Boston, MA 02115
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the authors reply: We explored the issue of con-

founding by socioeconomic status in epidemiologic studies of postmenopausal hormone therapy and
coronary heart disease; we did not seek to review
the complex relation between socioeconomic status and coronary heart disease. In many observational studies, postmenopausal hormone users are
of higher socioeconomic status than nonusers,1
which may lead to lower rates of coronary heart
disease that are attributable to improved access to
health care and healthier lifestyles. Use of cohorts
such as that in the Nurses’ Health Study inherently
provides adjustment (although not complete adjustment) for such potential confounding, since all
participants are registered nurses and have access
to health care and knowledge about health. For example, in the Nurses’ Health Study, the rates of cholesterol and blood-pressure screening and the intake of saturated fats are similar among hormone
users and nonusers; adjustment for husband’s education, childhood socioeconomic status, or house-
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