
For the treatment of hypertension and the reduction of cardiovascular (CV) events

ALTACE® is indicated for the treatment of hypertension. It may be used alone or 
in combination with thiazide diuretics.
ALTACE® is indicated in patients 55 years or older at high risk of developing a
major cardiovascular event, either because of a history of coronary artery disease,
stroke, or peripheral vascular disease or because of diabetes that is accompanied
by at least one other cardiovascular risk factor (hypertension, elevated total 
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microalbuminuria), to reduce the risk of stroke, myocardial infarction, or death
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Important Safety Information
When used in pregnancy during the second and third trimesters, ACE inhibitors
can cause injury and even death to the developing fetus. When pregnancy is
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Common adverse events associated with ALTACE® include persistent dry cough,
dizziness, and symptomatic hypotension. Hypoglycemia has been reported rarely
in concomitant therapy with oral hypoglycemics or insulin. Rare cases of
angioedema, including intestinal angioedema, have been reported. ALTACE® is
contraindicated in patients who are hypersensitive to the product or have a 
history of angioedema related to previous treatment with an ACE inhibitor.
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Nonfasting Triglycerides Shown More Revealing
B Y  M A RY  A N N  M O O N

Contributing Writer

Nonfasting triglyceride levels may
be superior indicators of cardio-
vascular risk than fasting levels, re-

searchers in two separate studies found.
In the first study, Dr. Sandeep Bansal

and associates at Brigham and Women’s
Hospital, Boston, used data from the
Women’s Health Study to examine the
predictive ability of fasting and nonfasting

blood testing for triglyceride levels.
The subjects were 20,118 healthy women

aged 45 and older whose triglyceride levels
were determined in blood samples drawn
during fasting and 6,391 whose samples
were drawn within 8 hours of a meal. Inci-
dent cardiovascular disease (CVD) events
were tracked during a median of 11 years
of follow-up. There were 276 nonfatal MIs,
265 ischemic strokes, 628 coronary revas-
cularizations, and 163 cardiovascular deaths.

The robust association between non-

fasting triglyceride levels and CVD events
remained strong after adjusting the data to
account for total cholesterol levels, HDL
cholesterol levels, the presence of dia-
betes, a high body mass index, and ele-
vated C-reactive protein levels. Nonfasting
triglyceride levels were strong risk predic-
tors independent of baseline CVD risk fac-
tors, levels of other lipids, and markers of
insulin resistance, Dr. Bansal and his as-
sociates said ( JAMA 2007;298:309-16).

In the second study, Dr. Børge G.

Nordestgaard of Herlev (Denmark) Uni-
versity Hospital and associates compared
the predictive ability of fasting and non-
fasting triglyceride testing in 7,587 women
and 6,394 men who participated in a car-
diovascular study of the general Danish
population from 1976 until the present.

High nonfasting triglyceride levels were
found to be better independent predictors
of the risk of MI, ischemic heart disease,
and death than were fasting triglyceride lev-
els, they said ( JAMA 2007;298:299-308). ■

Radiotherapy
May Induce
Heart Defects
WA S H I N G T O N — Newer radiation ther-
apy methods for treating esophageal cancer
may be inducing myocardial perfusion de-
fects that can kill patients before the cancer
does, Dr. Isis Gayed said at the annual meet-
ing of the Society of Nuclear Medicine.

Although older radiation therapy (RT)
techniques for esophageal cancer are
known to induce heart disease and coro-
nary artery disease, it is unknown whether
3-D conformal, intensity-modulated, or
proton techniques spare the heart or also
carry a risk of radiation-induced myocar-
dial perfusion defects.

In a review of 13 esophageal cancer pa-
tients, Dr. Gayed and her colleagues found
that cardiac complications developed in 5
patients after RT. Two of those five died
as a result of myocardial perfusion ab-
normalities, not from cancer.

Data from previous studies have sug-
gested that myocardial perfusion abnor-
malities that developed in esophageal can-
cer patients who underwent RT are
inconsequential because the patient will
die of cancer before dying or suffering
from heart disease, said Dr. Gayed of the
department of nuclear medicine at the
University of Texas M.D. Anderson Can-
cer Center, Houston.

She and her associates previously pub-
lished a review that found a significantly
higher rate of defects in esophageal can-
cer patients who received RT, compared
with those who did not (54% vs. 16%, re-
spectively) ( J. Nucl. Med. 2006;47:1756-62).

In the current study, all 13 patients had
normal myocardial perfusion studies at
baseline, except for 1 patient with a fixed
septal defect and a left bundle branch
block. The radiation techniques included
3-D conformal RT in six patients, intensi-
ty-modulated RT in six patients, and one
with an unspecified RT type. 

Three patients developed new inferior
wall ischemia on myocardial perfusion
imaging (MPI) after treatment with 3-D
conformal RT.

Two of these three patients later died:
one from bradycardia and an atrioven-
tricular block and another from nonma-
lignant pericardial and pleural effusion.
The other patient with inferior wall is-
chemia complained of chest pain upon
returning to work.

—Jeff Evans




