(LGE) typical of myocardial infarction
and a non—coronary artery disease pat-
tern of LGE, could be distinguished.?
Analysis of the event-free survival rate
suggested that the presence of LGE may
also be relevant for future coronary
events in marathon runners.”> Unfortu-
nately, event-free survival data on the
control group were not obtained.> Thus,
any significant difference in the event-
free survival rate in runners compared to
sedentary subjects cannot be excluded.’?
Moreover, the follow-up period was
short, and it is impossible to predict the
shapes of these survival curves 5 and 10
years in the future.’

At this time, there is not enough
evidence to implicate marathon run-
ning in the development of a danger-
ous substrate for coronary events.?
Nonetheless, there is evidence of de-
layed enhancement suggestive of the
true breakdown of the myocytes,” con-
tradicting the results of Mousavi et al.'
Breuckmann et al® performed delayed-
enhancement CMR imaging in 102
runners, and 12% had true breakdown
of the myocytes. CMR imaging was
performed in only 14 participants by
Mousavi et al.' Consequently, Mousavi
et al' may have missed delayed en-
hancement because of the small number
of participants in their study. However,
given the runners’ smoking histories
and ages,2 one cannot be certain that
marathon running contributes directly
to LGE; rather, it may uncover under-
lying coronary artery disease.’

At present, it can be concluded nei-
ther that the increase in cardiac troponin
after marathon running is likely due to
the cytosolic release of the biomarker'
nor that the release of cardiac troponin
represents the true breakdown of the
myocytes,” which has been proposed ei-
ther as pathognomonic of cardiac necro-
sis or might reflect part of a remodeling
process.*

Arnold Koller, PhD
Wolfgang Schobersberger, MD

Innsbruck, Austria
2 June 2009
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Sudden Death After Alcohol Septal
Ablation in Hypertrophic
Cardiomyopathy

Noseworthy et al' addressed the risk
for sudden cardiac death (SCD) and
ventricular arrhythmias after alcohol
septal ablation (ASA) for drug-refrac-
tory obstructive hypertrophic cardiomy-
opathy. During a mean follow-up period
of 5.0 = 2.3 years, the investigators ex-
amined the rates of SCD in 89 patients
treated with ASA and recorded the an-
nual event rate of ventricular arrhyth-
mias in a subgroup of 42 patients with
implantable cardioverter-defibrillator
(ICDs) or permanent pacemakers. Nose-
worthy et al' concluded that ventricular
tachycardia or ventricular fibrillation,
cardiac arrest, and/or appropriate ICD
discharges affected annually 2.8% of
the low-risk population of their study
and 13.4% of the high-risk population
presenting with =1 clinical risk factors
for SCD. It is very interesting that 10
patients received procedure-related ICDs
(in 7 patients, ICDs were implanted, and
in 3, permanent pacemakers were up-
graded to ICDs after ASA), meaning
that a total of 19 patients received
ICDs. Obviously, this number exceeds
that of the high-risk cohort. We do not
know if the investigators used more
exclusion criteria (not mentioned in
their report) to eventually form their
high-risk group.

We believe that SCD risk in a
cohort of patients having undergone
ASA can be evaluated only by com-
paring matched, control patients. Nev-
ertheless, the incidence of malignant
ventricular arrthythmias after ASA pre-
sented in this study is very high. The
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major unresolved concern raised after
ASA is the risk for arrhythmia-related
events attributable to the septal scar
generated after the procedure. The po-
tential risk for malignant ventricular
arrhythmias and SCD seems to be
overcome after surgical myectomy. In
a nonrandomized retrospective study,
the incidence of SCD in patients with
obstructive hypertrophic cardiomyopa-
thy was significantly lower in those who
underwent surgical myectomy com-
pared to unoperated patients.” In an-
other study, surgical septal myectomy
was found to decrease the risk for
appropriate ICD discharges in patients
with obstructive hypertrophic cardio-
myopathy.?

In conclusion, the issue of malignant
ventricular arrhythmias after ASA should
be seriously reevaluated.

Georgios K. Efthimiadis, MD
Efstathios D. Pagourelias, MD
Soultana Meditskou, MD
Christodoulos Pliakos, MD
Ioannis H. Styliadis, MD
Georgios E. Parcharidis, MD

Thessaloniki, Greece
8 June 2009
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René Laennec (1781-1826) and the
Invention of the Stethoscope

In 1816, René Théophile-Hyacinthe
Laennec, a French physician, invented
the stethoscope.! Laennec was born at
Quimper in Brittany on February 17,
1781. At the age of 5 years, his mother
died of tuberculosis. His father, a law-
yer, turned over the upbringing of René
to his uncle Guillaume, dean of the Fac-
ulty of Medicine at Nantes. Interested
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in medicine, Laennec went to Paris to
complete his medical education in
1799. He studied at Hopital de Charité
under Nicolas Corvisart, Napoleon’s
physician.> He studied also pathologic
anatomy under Bichat and dissection
under Bayle and Dupuytren. Laennec
received his medical degree in 1804.
In 1816, Laennec succeeded Bayle
as head of Hopital Necker. In 1761, in
Vienna, Leopold Auenbrugger (1722-
1809) had introduced percussion as a
new method of clinical examination for
the detection of lung diseases. In 1808,
Jean-Nicolas Corvisart translated into
French Auenbrugger’s book, Inventum
Novum. Under Corvisart, Laennec was
influenced by this book. In September
1816, in the Louvre’s gardens, he ob-
served 2 children who were playing
with a long piece of solid wood and a
pin. With an ear to one end, a child heard
an amplified sound of the pin scratching
the opposite end of the wood.? The same
year, called to examine a young woman
but embarrassed because of her age,
gender, and corpulence, Laennec used a
sheaf of paper rolled into a cylinder to
auscultate the heart. By applying one
end of the cylinder to her chest and the

other to his ear, he heard sounds such as
he had never before been able to hear
with such clarity. The stethoscope was
invented!

The word stethoscope comes from
the Greek words “stethos,” meaning
“chest,” and “skopein,” meaning “to ex-
plore.” He termed this indirect manner
of listening to the chest “mediate aus-
cultation.” Wooden stethoscopes were
used until the development of rubber
tubing in the 19th century. In 1843,
Williams introduced the first binaural
stethoscope, using a lead pipe for each
piece.

Laennec applied his invention to
study cardiopulmonary diseases. He used
his stethoscope to correlate bedside find-
ings with autopsy results. Three years
later, he produced his great treatise, De
U’Auscultation Mediate. In January 1823,
Laennec became a full member of the
French Academy of Medicine and a
professor at the medical clinic of Hopi-
tal de Charité. In August 1824, he was
made a chevalier of the Legion of Honor.
He returned to Kerlournec in Brittany,
when his health broke down. Laennec
died on August 13, 1826, aged 45 years.

Abdallah Fayssoil, MD

Camden, New Jersey
22 June 2009
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Erratum for Tehrani F, et al. “Value
of Medical Therapy in Patients >80
Years of Age With Heart Failure and
Preserved Ejection Fraction” Am J
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The percentages reported in Tables 1
and 3 should be exchanged between the
dead and alive column. In Tables 4 all
cause and cardiac hospitalization rates for
patients on beta blocker therapy should be
5.6 = 8.8 and 2.3 =* 3.6, respectively. All
cause and cardiac hospitalization rates for
patients without beta blocker therapy are
5.0 £ 9.7 and 1.7 * 2.5, respectively.
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