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Clinical Decision Making With Adenoscan.

Stress myocardial perfusion imaging (MPI) can help you draw amore vivid picture of a patient’s cardiac risk.1,2

• Patients who are at low risk may be managed conservatively,
while those at higher risk may be candidates for more
aggressive, invasive procedures.1,3,4

• For your patients unable to exercise adequately
for MPI, Adenoscan stress provides results
comparable to maximal exercise.5,6

IMPORTANT SAFETY INFORMATION
Intravenous Adenoscan® (adenosine injection) is indicated
as an adjunct to thallium-201 myocardial perfusion
scintigraphy in patients unable to exercise adequately.

Adenoscan is contraindicated in patients with 2nd- or 3rd-
degree AV block, sinus node disease, and known or suspected
bronchoconstrictive or bronchospastic lung disease.

Approximately 2.6% and 0.8% of patients developed second- and
third-degree AV block, respectively. All episodes of AV block have
been asymptomatic, transient, and did not require intervention;
less than 1% required termination of adenosine infusion.

Fatal cardiac arrest, sustained ventricular tachycardia
(requiring resuscitation), and nonfatal myocardial infarction
have been reported coincident with Adenoscan infusion.
Patients with unstable angina may be at greater risk.

Side effects that were seenmost often included flushing (44%), chest
discomfort (40%), and dyspnea (28%). Side effects usually resolve quickly
when infusion is terminatedandgenerally do not interfere with test results.

Despite adenosine’s short half-life, 10.6% of the side effects started
several hours after the infusion terminated, and 8.4% of the side
effects that began during the infusion persisted for up to 24 hours
after infusion. In many cases, it is not possible to knowwhether
these late adverse events are the result of Adenoscan infusion.

Please see brief summary of prescribing information on adjacent page.
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Adenoscan helps you see.
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Maternal Diabetes Raises Atrial Septal Defect Risk 
B Y  M I T C H E L  L . Z O L E R

Philadelphia Bureau

O R L A N D O —  Women with either ges-
tational or established diabetes were much
more likely to deliver an infant with an
atrial septal defect than were those with
normal glucose control, based on the re-
sults of a retrospective, case-control study
that included almost 5,000 women.

Women with established diabetes before
they became pregnant were nearly 11-fold

more likely to give birth to a child with an
atrial septal defect (ASD), compared with
women without diabetes, Dr. Creighton
W. Don, a cardiologist at the University of
Washington, Seattle, and associates report-
ed in a poster at the annual scientific ses-
sions of the American Heart Association. 

They used linked birth certificate and
hospital discharge data from all nonfeder-
al hospitals in the Comprehensive Hospital
Abstract Reporting System in Washington
state during January 1987–December 2005.

Cases were live-born singleton infants di-
agnosed with ASD. Controls were infants
born without ASD in the same year.

The incidence of ASD reports in hospi-
tals from eastern Washington seemed un-
usually high, so those hospitals were ex-
cluded and the analysis was limited to
hospitals in western Washington. The
analysis also excluded infants born at less
than 32 weeks’ gestation or less than 2,500
g. This left about 800 cases and 4,000 con-
trol infants who were included in a logis-

tic regression analysis. The analysis con-
trolled for several variables, including ges-
tational age, birth weight, maternal age,
maternal BMI, race, and hospital location.

The analysis showed that women with
established diabetes were 10.6-fold more
likely to give birth to an infant with an
ASD than were mothers without diabetes,
and that mothers who developed gesta-
tional diabetes were 3-fold more likely to
have a child with ASD. The differences
were statistically significant. ■

Term Neonates
With CHD Show
Brain Anomalies

Infants born at term with congenital
heart disease show widespread brain ab-

normalities similar to those in preterm
neonates, an imaging study of 57 new-
borns has shown.

These anomalies, are present well be-
fore the infants undergo cardiac surgery,
reported Dr. Steven P. Miller of the Uni-
versity of California, San Francisco, and
his associates. “Although most forms of
congenital heart disease [CHD] are now
amenable to early surgical repair, deficits
that impair widespread neurodevelop-
mental domains are identified in up to half
of childhood survivors: fine motor skills,
visuospatial skills, and cognition, including
memory, attention, and higher-order lan-
guage skills,” they noted.

Most studies on the issue have focused
on acute brain injury related to delivery or
to the surgery and its support procedures,
such as cardiopulmonary bypass and hy-
pothermic circulatory arrest. The investi-
gators hypothesized that instead, much of
this brain injury predates the surgery. They
used MRI, three-dimensional magnetic res-
onance spectroscopic (MRS) techniques,
and spectroscopic and diffusion tensor
imaging to prospectively examine the brains
of 29 term infants with transposition of the
great arteries, 12 with single-ventricle phys-
iology, and 16 normal term infants.

The newborns with CHD showed al-
tered brain metabolism and microstruc-
ture shortly after birth, before they un-
derwent surgery. These abnormalities
were present even in areas that showed no
visible injury on regular MRI. In some cas-
es where the infants appeared to have dis-
crete lesions, the abnormalities in metab-
olism and microstructure were evident
even in areas that appeared to be unin-
volved. For example, MRS showed that the
ratio of N-acetylaspartate to choline,
which increases with maturation, was sig-
nificantly lower in the newborns with
CHD than in the controls. 

This impairment was widespread “and
did not conform to the pattern of brain in-
jury that is typical of hypoxia-ischemia in
term newborns,” so it was more likely due
to longstanding abnormal brain develop-
ment rather than to an acute injury, the
investigators said (N. Engl. J. Med.
2007;357:1928-38).

—Mary Ann Moon


