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Big people and big hearts
Many echocardiographic examinations and

most necropsy reports adopt an arbitrary upper
limit for left ventricular mass (allowing a
difference for sex) to define the presence of
hypertrophy. They do not make adequate
allowance for the variation in body size.

Left ventricular mass correlates strongly
with body height as was well shown in a
previous Framingham study by Levy and
colleagues (American Journal of Cardiology
1987;59:956-60). A further study reported in

the abstract below shows that even after adjust-
ment for height there remains an independent
strong positive association with body weight.
Thus obese subjects have unduly large and
heavy left ventricles. These data raise questions
about what should be regarded as "normal"
and what as "hypertrophy". Perhaps more
important is the question whether the
increased left ventricular mass in obese
subjects is a cause of excess mortality.
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