
D uring cardiovascular MRI, a patient is placed in the
high-strength magnetic field of a superconducting
magnet. Because heart movement with the cardiac

cycle or respiration has a major impact on image quality,
the electrocardiogram (ECG) is used to synchronize image
acquisition with the cardiac-cycle phases (gating), and
images are usually obtained during 10 to 20 seconds of
breath-holding. Special sequences are applied to make the
blood appear darker or brighter than the myocardium, gen-
erating static (“dark-blood” or “bright-blood”) or dynamic
(cine-“bright-blood”) images.

Hydrogen nuclei (protons) behave like minuscule spin-
ning magnets that have an alignment (spin, magnetic mo-
ment) parallel to the direction of the external magnetic field
and a rotation (precession) frequency proportional to the
strength of the field.1,2 When a radiowave with a frequency
identical to the precession frequency is applied by a coil over a
body region, the magnetic moment in that region will be
flipped out at an angle to the magnetic field (excitation). The
magnetic moment now has 2 components: one aligned with
the external field (longitudinal magnetization) and the other
perpendicular to the field (transverse magnetization). After

excitation, the magnetic moment gradually returns to its
baseline state (relaxation), the longitudinal magnetization in-
creasing with a speed defined by the T1-relaxation time and
the transverse magnetization decreasing with a speed defined
by the T2-relaxation time. Radio signals emitted during relax-
ation are detected by receiver coils and used to create the final
image.1,2 The signal arising from different tissues is influ-
enced by the T1-longitudinal and T2-transverse relaxation
times (which are tissue-specific and dependent on magnetic
field strength), proton density, blood flow and the use of
magnetic contrast media.1,2 Cardiovascular MRI images can
be acquired (weighted) to show the distribution of tissue re-
laxation times (T1 and T2) or proton density. Gadolinium-
containing paramagnetic contrast media (Gd-PCM) produce
a decrease in T1 that is directly proportional to the local con-
centration of Gd-PCM, which generally translates into in-
creased signal intensity (brightness) in the area of interest.
Magnetic contrast media are used for tissue characterization,
to study myocardial perfusion and viability, and for angiogra-
phy.2 The velocity of blood flow through vessels or cardiac
valves can be measured by a process called velocity mapping.
The product of blood velocity and cross-sectional area over
time allows calculation of cardiac output, valvular regurgitant
fraction and shunt ratios.2

Cardiovascular MRI has evolved over the last decade into a
valuable tool for the diagnosis and management of a wide
spectrum of cardiovascular disorders (Box 1).

Applications

Ventricular function and mass

Cardiovascular MRI is the “gold standard” for quantifying
ventricular volumes, ejection fraction and myocardial
mass.2 ECG-gated, breath-holding, cine-“bright-blood”
sequences are used to obtain a “stack” of contiguous, left-
ventricular (LV) short-axis slices 5–10 mm thick.3 Cardio-
vascular MRI is a tomographic technique that uses volu-
metric quantification based on Simpson’s rule: the volume
of a complex structure (ventricle) equals the sum of less
complex subvolumes (short-axis slices). Endocardial and
epicardial contours are drawn during post-processing
(“off-line,” after the MRI examination), generating end-
diastolic, end-systolic and stroke volumes, ejection fraction
(stroke volume divided by end-diastolic volume) and myo-
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Review

Cardiovascular magnetic resonance imaging (MRI) has
evolved from an effective research tool into a clinically
proven, safe and comprehensive imaging modality. It pro-
vides anatomic and functional information in acquired and
congenital heart disease and is the most precise technique
for quantification of ventricular volumes, function and mass.
Owing to its excellent interstudy reproducibility, cardiovas-
cular MRI is the optimal method for assessment of changes
in ventricular parameters after therapeutic intervention. De-
layed contrast enhancement is an accurate and robust
method used in the diagnosis of ischemic and nonischemic
cardiomyopathies and less common diseases, such as car-
diac sarcoidosis and myocarditis. First-pass magnetic con-
trast myocardial perfusion is becoming an alternative to ra-
dionuclide techniques for the detection of coronary
atherosclerotic disease. In this review we outline the tech-
niques used in cardiovascular MRI and discuss the most
common clinical applications.
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cardial mass (myocardial volume multiplied by muscle-
specific weight). In contrast, planar imaging modalities (2-
dimensional echocardiography and ventriculography)
measure a limited number of surface areas and compare an
object (ventricle) with a geometric model. Cardiovascular
MRI yields more accurate values for LV parameters than
planar imaging methods do, especially when the ventricu-
lar shape deviates from the assumed geometric model, as
in ischemic or dilated cardiomyopathy,4–6 and is the most
reliable way to assess regional and global right-ventricular
(RV) function. Cardiovascular MRI is the best method for
longitudinal follow-up of cardiovascular patients after ther-
apeutic intervention owing to its excellent interstudy repro-
ducibility,7–9 which also allows for reduced sample size,
time and cost for clinical trials.7,10

Myocardial viability

During myocardial infarction (MI) a “wave” of cellular death
moves from the endocardium toward the epicardium, which
results in replacement of a variable amount of myocardium
with scar. Impaired myocardial contraction in ischemic car-
diomyopathy is not always a consequence of myocardial fi-
brosis alone.11 In some cases, there is myocardial “stunning”:
reduced contraction initially after MI despite successful reper-
fusion of the culprit artery, followed by spontaneous recovery

within weeks.12 In other cases, there is myocardial “hiberna-
tion”: impaired contraction in the absence of significant scar,
a consequence of flow-limiting coronary stenosis with
chronic ischemia.13

If myocardial contraction can be impaired by myocardial
fibrosis, stunning or hibernation, how can these processes
be differentiated, and will coronary revascularization pro-
cedures improve contraction? To answer these questions,
we have to first define “myocardial viability.” Clinically this
term implies that, after absence of contraction during is-
chemia, contraction will be improved by coronary revascu-
larization,14 whereas physiologically it means the absence
of myocyte death.

In patients with ischemic cardiomyopathy the LV ejection
fraction is a more powerful prognostic factor than the num-
ber of diseased coronary arteries.15–17 For patients with large
amounts of jeopardized myocardium, the annual mortality is
4 times higher among those receiving medical treatment than
among those with successful revascularization.18 Also, pa-
tients with a reduced LV ejection fraction and without much
myocardial viability who undergo revascularization proce-
dures have increased perioperative and long-term mortality
rates.18 Thus, accurate discrimination between viable and
nonviable myocardium is important in the decision about
treatment strategy in ischemic cardiomyopathy.

With delayed contrast enhancement (DCE), a cardiovas-
cular MRI technique that uses Gd-PCM, we can directly visu-
alize areas of acute or chronic myocardial infarction or
edema. The mechanism is hypothesized to be a combination
of delayed wash-in/wash-out kinetics and different Gd-PCM
volumes of distribution in regions of myocardial edema,
necrosis or fibrosis compared with normal areas.2 The cur-
rent DCE technique uses an inversion-recovery sequence
for optimal contrast between infarcted (bright, “hyperen-
hanced”) and normal (dark) myocardium.2,19–21 LV short-axis
slices are acquired at the same positions as during cine-MRI,
5–20 minutes after injection of Gd-PCM.19 Characteristically,
an “ischemic” DCE pattern, invariably involving the suben-
docardial regions in the distribution territory of a coronary
artery, is demonstrated in patients with MI.2,19,21 With its in-
plane spatial resolution of about 2 × 2 mm, DCE can differ-
entiate subendocardial from subepicardial regions, allowing
for the assessment of transmural infarct extension (Fig. 1).
Dysfunctional myocardial regions with less than 50% trans-
mural infarct extension have a good chance of functional re-
covery after MI22 or with coronary artery bypass surgery.20,23

Even areas of myocardial thinning may recover after revascu-
larization if there is less than 50% transmural scar (infarct)
extension.24

Microvascular obstruction (blockage of capillaries by mi-
croemboli and endothelial edema) may be encountered in
acute MI despite successful coronary revascularization. In
such cases, a particular pattern of DCE is seen: dark subendo-
cardial areas of microvascular obstruction, where contrast
cannot penetrate, surrounded by a rim of hyperenhancement
(“halo sign”) (Fig. 1, A and B).

DCE compares well with fluorodeoxyglucose positron
emission tomography (FDG-PET), the “gold standard” for
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Box 1: Indications for and contraindications to 
cardiovascular magnetic resonance imaging  

Current clinical applications 

• Assessment of left and right ventricular volumes and 
mass, as well as systolic function 

• Assessment of myocardial viability 

• Myocardial perfusion 

• Evaluation of congenital heart disease with shunt 
calculation 

• Evaluation and follow-up of valvular disease 

• Evaluation of pericardial disease 

• Evaluation of aortic disease 

• Evaluation of cardiac masses 

• Assessment of nonischemic cardiomyopathies 

• Arrhythmogenic right ventricular cardiomyopathy 

• Dilated cardiomyopathy 

• Hypertrophic cardiomyopathy 

• Myocarditis, sarcoidosis 

Emerging applications 

• Coronary angiography 

• Interventional magnetic resonance 

Contraindications and limitations 

• Pacemakers and implanted cardioverter-defibrillators  

• Neurostimulators, cochlear implants, vascular clips 

• Claustrophobia 

• Pregnancy (depending on risk:benefit ratio)  

• Endocarditis 



myocardial viability imaging. DCE has a sensitivity of 94%
and a specificity of 84% when compared with FDG-PET in pa-
tients with ischemic cardiomyopathy and LV dysfunction.25

DCE performs as well as resting thallium-201 myocardial per-
fusion imaging with single photon emission computed to-
mography (SPECT) for detecting transmural infarctions
(specificity 98% and 97%, respectively) but is more accurate
in detecting regions of subendocardial infarction (Fig. 1, C
and D), which are missed by radionuclide techniques in 47%
of myocardial segments and 13% of patients.26 Radionuclide
techniques expose patients to a substantial amount of ioniz-
ing radiation, and PET is performed by relatively few special-
ized centres.

Nonischemic cardiomyopathies

Dilated cardiomyopathy

Having to differentiate between dilated and ischemic car-
diomyopathy in patients with new-onset heart failure is
common in clinical practice. Coronary angiography is often
performed to provide a diagnosis, because patients with is-
chemic cardiomyopathy have a shorter survival time than pa-
tients with dilated cardiomyopathy27,28 and may benefit from
coronary revascularization therapy. DCE may help clarify the
cause. Myocardial scar with an “ischemic” pattern of DCE
distribution is present in most patients with ischemic car-
diomyopathy29,30 but in less than 15% of patients with dilated
cardiomyopathy,30,31 which is consistent with findings from
necropsy studies demonstrating visible scar in 14% of cases.32

When found in patients thought to have dilated cardiomyopa-
thy and without angiographic evidence of coronary disease,
an “ischemic” DCE pattern is believed to result from prior,
undiagnosed MI or coronary embolism.31 A “nonischemic”
DCE pattern, characterized by patchy or linear midwall striae,
has been described in 28% of patients with dilated cardiomy-
opathy.31 The extent of midwall enhancement is thought to
have important negative prognostic implications for patients
with dilated cardiomyopathy, independent of baseline ven-
tricular parameters.33

Hypertrophic cardiomyopathy

Cardiovascular MRI can diagnose hypertrophic cardiomyopa-
thy by demonstrating the distribution of hypertrophy and the
functional consequences (dynamic outflow obstruction and
mitral valve regurgitation). Compared with echocardiogra-
phy, cardiovascular MRI can demonstrate more precisely the
site and extent of hypertrophy, especially in the apical re-
gion.34 With DCE a patchy midwall distribution involving the
hypertrophic regions is found in more than 80% of pa-
tients.35,36 The enhancement extent has been linked to the risk
of sudden death, the presence of LV dilation and heart
failure.36 Cardiovascular MRI can assess the effects of percu-
taneous septal ablation on the dynamic obstruction, mitral
valve regurgitation and ventricular remodelling; DCE can ac-
curately demonstrate the size and location of the iatrogenic
septal infarction.37,38

Arrhythmogenic right-ventricular cardiomyopathy

Arrhythmogenic RV cardiomyopathy is characterized by pro-
gressive fibro-fatty replacement involving variable regions of
the right and left ventricles. Often the first manifestation is
ventricular tachycardia or fibrillation in a young patient. Car-
diovascular MRI is useful for diagnosing the condition when
RV abnormalities, such as decreased global or regional wall
motion or aneurysms, correspond to areas of fibro-fatty infil-
tration detected with T1-weighted imaging.2 DCE may
demonstrate hyperenhancement in regions of fibro-fatty re-
placement or suggest an alternative cause (dilated cardiomyo-
pathy or myocarditis) in young patients presenting with ven-
tricular tachycardia.2 However, because arrhythmogenic RV
cardiomyopathy can have a prolonged “silent” phase, a posi-
tive diagnosis should be based on established clinical crite-
ria39 in combination with imaging studies.

Other cardiomyopathies

Cardiac involvement, found in about 25% of patients with sar-
coidosis on necropsy, is clinically apparent — as conduction
abnormalities or ventricular tachycardia — in 5% of cases.2,40

Active sarcoidosis with myocardial inflammation appears as
regions of bright signal on both T2-weighted sequences and
with DCE.40 Myocardial scar is visualized with DCE as bright
midwall or transmural areas with a “noncoronary” distribu-
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Fig. 1: Results of cardiovascular MRI with delayed contrast en-
hancement in myocardial infarction (MI). A and B: Four-chamber
and 2-chamber views, respectively, of acute (48-hour) trans-
mural anterior MI with areas of microvascular obstruction (black
arrowhead) surrounded by bright signal (white arrowhead), the
“halo sign,” and apical thrombus (black arrow). C and D: Two-
chamber and short-axis views, respectively, of old MI limited to
the subendocardial region of the basal inferolateral wall (ar-
rows). LA = left atrium, LV = left ventricle, RV = right ventricle.



tion (Fig. 2, A and B). DCE may be useful in assessing the ef-
fect of steroid therapy for cardiac sarcoidosis.2,40–43

In viral myocarditis cardiovascular MRI may demonstrate
myocardial inflammation on T2-weighted images and with
DCE during the acute phase or a “nonischemic” DCE pattern
during the chronic phase (Fig. 2, C and D).2,40

Pericardial disease

Pericardial thickening or effusions are well defined by cardio-
vascular MRI. In constrictive pericarditis (Fig. 3, A and B) peri-
cardial thickness can be measured and hemodynamic conse-
quences (atrial dilation and diastolic interventricular septal
bounce) evaluated.2,44 Real-time cine-MRI demonstrates inter-
ventricular dependence during respiration in pericardial tam-
ponade or constriction. Pericardial calcification is not visualized
with cardiovascular MRI; in such cases CT is an alternative.2

Congenital heart disease

Cardiovascular MRI is excellent for evaluating congenital
heart disease, because its large field of view allows assess-
ment of the anatomic relations between cardiac and vascular
structures. In neonates and small children, echocardiography
is the initial imaging modality of choice. Later on, especially

after surgery, when scar tissue around the heart impedes
ultrasound penetration and echocardiographic views are
suboptimal, cardiovascular MRI is the preferred imaging
method.2 Adolescents and adults with congenital heart dis-
ease often require serial examination, and cardiovascular MRI
is preferred to cardiac catheterization or CT.2 MRI can iden-
tify a patent ductus arteriosus, an atrial or ventricular septal
defect and anomalous pulmonary venous return, and shunt
ratios can be calculated with the use of velocity mapping
(Fig. 3, C and D).

Disease of the aorta

The structure of an aortic aneurysm and its relationship with
branch vessels can be accurately defined by means of MRI.
Cardiovascular MRI is useful in diagnosing the 3 variants of
acute aortic syndrome: aortic dissection, intramural hema-
toma and penetrating aortic ulcer.2 In aortic dissection, MRI
can demonstrate aortic valve regurgitation; Gd-PCM angiog-
raphy is helpful in delineating the dissection flap and branch-
vessel involvement. MRI is useful in the follow-up after sur-
gery for aortic dissection or aneurysm and in the diagnosis of
aortic coarctation, and it is the method of choice for evaluat-
ing aortic involvement in Marfan’s syndrome.2

Valvular disease

Cardiac MRI is complementary to echocardiography for assess-
ment of valvular disease when echocardiographic images are of
suboptimal quality, transesophageal echocardiography cannot
be performed or the results of echocardiography and catheteri-
zation conflict.2 Small and very mobile valvular vegetations are
not well visualized owing to insufficient temporal resolution;
thus, MRI is not indicated for diagnosing endocarditis. Cine-
MRI is used for evaluation of valve motion and direct measure-
ment (planimetry) of valve area.2 Velocity mapping can quantify
flow and regurgitation severity with incompetent valves and al-
low calculation of pressure gradients through stenotic valves by
means of the modified Bernoulli equation: ∆P (mm Hg) = 4 ×
velocity2 (m/s). Cardiovascular MRI is an excellent tool for fol-
low-up of ventricular parameters in patients with valvular dis-
orders2 and may be useful for defining the timing of valvular
surgery. Prosthetic valves produce artifacts because of their
metal content but can be imaged safely.45

Myocardial perfusion 
and coronary artery imaging

Myocardial-perfusion MRI allows visualization of the initial
transit (first pass) of Gd-PCM through the heart. By means of
ECG-gated, T1-weighted sequences with temporal resolution
of at least every other heart beat, several short-axis LV slices
can be imaged during 1 breath-holding. Passage of Gd-PCM
appears as progression of a bright signal through the ventric-
ular cavities and myocardium. Regions of decreased myocar-
dial perfusion, a consequence of infarction or “ischemia” or
both, will appear darker than normal regions.
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Fig. 2: Results of cardiovascular MRI with delayed contrast en-
hancement in sarcoidosis and myocarditis. A and B: Two-
chamber and short-axis views, respectively, of cardiac involve-
ment in a patient with known pulmonary sarcoidosis, showing
a small midwall area of myocardial hyperenhancement in the
inferolateral region (arrow). C and D: Modified 4-chamber and
short-axis views, respectively, of myocarditis with a subepicar-
dial pattern of hyperenhancement in the lateral wall and a
small region in the interventricular septum (arrowheads). RA =
right atrium.



Several strategies are used for first-pass perfusion MRI in
clinical practice. One strategy is to perform myocardial perfu-
sion only during coronary vasodilation induced by adenosine
or dypiridamole and then to use DCE to define myocardial
viability. Another strategy involves acquiring images during
both stress and rest.2 Stress/rest adenosine Gd-PCM first-
pass myocardial perfusion with semiquantitative analysis has
a sensitivity of 88%, a specificity of 90% and an accuracy of
89% for detecting coronary artery disease in patients referred
for coronary angiography.46 Semiquantitative analysis is time-
consuming and difficult in practice; therefore, many centres
use visual interpretation for clinical studies. The diagnostic
accuracy of visual interpretation with the use of a combina-
tion of stress/rest myocardial perfusion with MRI and DCE
has recently been shown to be superior to stress/rest perfu-
sion alone for the detection of significant coronary artery
stenosis (accuracy of 88% v. 68%) in patients with an inter-
mediate pretest probability of coronary atherosclerosis re-
ferred for coronary angiography.47

The clinical value of myocardial perfusion with MRI for the
detection of coronary artery disease is similar to that of ra-
dionuclide techniques,48,49 but MRI perfusion is performed in
a single 45-minute session (compared with 2 sessions 3–24
hours apart for radionuclide techniques) and without ioniz-
ing radiation. However, less clinical-outcome information is
available from MRI myocardial perfusion than from radionu-
clide techniques, which have been used for more than 30
years. A recent study of adenosine-stress perfusion MRI in pa-
tients with chest pain, negative troponin-I test results and
nondiagnostic ECG findings demonstrated a sensitivity of
100% and a specificity of 93% for the detection of future ad-
verse cardiac outcomes. Patients with normal stress myocar-
dial perfusion had no adverse cardiac outcomes during 1 year
of follow-up.50

Coronary MRI angiography has been the subject of intense
research over the past few years. Small vessel size and motion
during the cardiac cycle make imaging the coronary arteries
difficult. A multicentre study comparing 3-dimensional MRI
and radiographic coronary angiography demonstrated nega-
tive predictive values for any coronary artery disease and for
left main artery or 3-vessel disease of 81% and 100%, respec-
tively.51 However, in most cases, only the proximal segments
of the coronary arteries can be visualized. This makes cardio-
vascular MRI useful for the noninvasive detection of anom-
alous origins of coronary arteries but of limited clinical value
in patients with suspected coronary atherosclerotic disease.

Cardiac masses

Cardiovascular MRI is complementary to transthoracic
echocardiography for the assessment of cardiac masses.
Echocardiography may detect a suspicious cardiac structure
but be unable to fully characterize it. With its larger field of
view and unlimited imaging planes, MRI can more reliably
demonstrate the location and extent of a mass.2 Although
only pathological evaluation can establish a definite diagno-
sis, MRI offers opportunities for noninvasive tissue character-
ization with the use of T1/T2-weighted images. Malignant tu-

mours and some benign masses, such as myxomas and he-
mangiomas, may demonstrate DCE; thrombi (Fig. 1, A and B)
do not enhance.

Safety

Cardiovascular MRI has no ionizing effects on tissues, and no
long-term ill effects have been demonstrated.2 Metallic im-
plants, such as hip and knee prostheses, modern cardiac
valves, coronary stents and sternal wires, may produce local
image artifacts (Fig. 3, A and B) but pose no hazard at field
strengths of 1.5 T and probably 3 T.2,45 Patients with neuro-
stimulators, cochlear implants, certain vascular clips and
metal fragments retained in the eye must not undergo MRI or
enter the scanner area. Pregnant women can undergo testing
if the benefits of the procedure outweigh any theoretical risks
to the embryo.52,53 The presence of a pacemaker or an im-
planted cardioverter-defibrillator contraindicates routine
MRI.53 Exceptions for patients not dependent on the pace-
maker should be considered on an individual basis. The pa-
tient has to be closely monitored by appropriately trained per-
sonnel during the examination, and the pacemaker has to be
tested to confirm proper function after the study.53 The super-
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Fig. 3: Results of cardiovascular MRI in constrictive pericarditis
and atrial septal defect. A and B: Four-chamber and short-axis
T1-weighted (“dark-blood”) breath-holding views, respectively,
of constrictive pericarditis after coronary bypass surgery, show-
ing thickened pericardium (7 mm) (arrowheads), enlargement of
both atria and a tubular right ventricle (RV). Asterisk indicates
sternal wire artifacts. C and D: Four-chamber still frame from
cine-MRI (“bright-blood”) and 4-chamber velocity mapping im-
age (in plane flow), respectively, of large atrial septal defect (2 ×
2.5 cm) (black arrow) with left-to-right shunt visible on the veloc-
ity-encoded image (white arrow) and enlarged right-sided cham-
bers with a calculated ratio of pulmonary to systemic flow of 3.7.



conducting magnet is “always on”; therefore, ferromagnetic
objects (oxygen tanks, wheelchairs and stretchers) should not
be brought into the scanner room.2

Claustrophobia during MRI has been reported in 0.5% to
15% (average about 5%) of patients.54,55 The use of benzodi-
azepines before the examination was shown to reduce the
rate of unsuccessful examination due to claustrophobia from
4.4% to 1.6%.56

Conclusion

Cardiovascular MRI is a complex and dynamic technique that
has entered the main stage of cardiovascular imaging. Its
most important clinical applications are the evaluation of LV
function in patients with suboptimal echocardiographic ex-
aminations, RV assessment, myocardial viability imaging,
and follow-up of patients with congenital heart disease and
diseases of the aorta.

Progress in scanner hardware and software will allow
faster, more automated study, with a goal of whole-heart im-
aging during a single breath-holding. Advancements in MRI
first-pass myocardial perfusion and coronary angiography
may offer the possibility of “one-stop testing” for patients
with coronary artery disease at an estimated cost of about
US$600.2 The high cost for an initial comprehensive cardio-
vascular MRI test may be offset by cost reductions down-
stream related to decreased use of redundant imaging tests.2

With echocardiography as a reference, the estimated average
cost for cardiovascular MRI is between that of cardiac CT or
SPECT and that of FDG-PET or cardiac catheterization.2

Good communication between specialists in cardiovascu-
lar MRI and colleagues less familiar with the technology, dur-
ing both patient referral (asking whether the test will help in
the diagnosis of a particular condition) and reporting of the
results (in a timely, well-structured and clear manner), is
probably the most important factor for the appropriate clini-
cal use of cardiovascular MRI.
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Association médicale canadienne

Prix spéciaux pour l’an 2007 – Appel de candidatures

L’Association médicale canadienne sollicite des candidatures à
ses prix spéciaux pour l’an 2007.
• Médaille d’honneur
• Prix F.N.G. Starr
• Médaille de service
• Prix May-Cohen pour femmes mentors
• Prix Sir-Charles-Tupper d’action politique
• Prix d’excellence en promotion de la santé
• Prix des jeunes chefs de file
• Prix Dr-William-Marsden d'éthique médicale 

Voir «Prix et distinctions de l’AMC» sur le site amc.ca pour les
critères détaillés de chaque prix ou contacter la coordonnatrice
des prix au 800 663-7336, poste 2280.

Les candidatures doivent être soumises à la :

Présidente, Comité des archives et des distinctions
a/s Coordonnatrice des comités
Affaires générale
Association médicale canadienne
1867, promenade Alta Vista
Ottawa (Ontario)  K1G 3Y6

Les candidatures doivent être présentées au plus tard le 
30 novembre 2006.

Canadian Medical Association

2007 Special Awards – Call for Nominations

The Canadian Medical Association invites nominations for the
2007 special awards.

• Medal of Honour
• F.N.G. Starr Award 
• Medal of Service
• May Cohen Award for Women Mentors
• Sir Charles Tupper Award for Political Action
• Award for Excellence in Health Promotion
• Award for Young Leaders
• Dr. William Marsden Award in Medical Ethics 

Refer to the “Awards from CMA” section on cma.ca for detailed
criteria on each of the awards or contact the awards co-ordinator
at 800 663-7336 x2280.

Nominations should be submitted to:

Chair, Committee on Archives and Awards
c/o Committee Co-ordinator
Corporate Affairs
Canadian Medical Association
1867 Alta Vista Dr.
Ottawa ON  K1G 3Y6

Closing date for receipt of nominations is Nov. 30, 2006.


