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Experts Answering Your Questions

Cardio Q&A

Question submitted by Dr. Charles Talon, Longeuil, Quebec

1. At what age do we have to start treating
hypercholesterolemia? Figures that represent a low,
10-year risk at age 30 will represent an elevated
risk at age 60. When do we start?

Treatment of hypercholesterolemia

Many subjects at lower-to-intermediate
10-year risk are at high-risk in the long-term

due to the cumulative effects of a single risk factor
and/or changes in risk factors over time.
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You are quite correct in that the
Framingham Risk Score pro-
vides only a relative short-term
risk of a major coronary artery
disease (CAD) event. Many
subjects at lower-to-intermedi-
ate 10-year risk are at high-risk
in the long-term due to the
cumulative effects of a single
risk factor and/or changes in
risk factors over time. In the
Framingham Study, men in the
lowest tertile of risk scores at
50-years-of-age experience a
10-year cumulative risk of 1:25,
but a lifetime risk of nearly 1:2.
Similarly, a female in the same

category would have a lifetime
risk of 1:4.

As well, the Sheffield Coronary
Risk Table suggests that a
male, age 36 years, with four
cardiac risk factors and a total
cholesterol of 6.0 mmol/L, will
have a 3% risk of coronary
death per year or more.

The Canadian guidelines do
not suggest an age at which
not to start treatment. I feel this
is an individual decision and
depends on the number of
concomitant risk factors.

Certainly patients with diabetes
or familial hyperlipidemia, or a
family history of very premature
CAD should be treated aggres-
sively, regardless of age.

Answered by:

E. Bruce Josephson, MD,
FRCPC
Assistant Professor
Dalhousie University
Medical Director
Ambulatory Cardiac Care &
Non-Invasive Services
Queen Elizabeth II Health
Sciences Centre
Halifax, Nova Scotia
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The prevalence of sympto-
matic carotid artery disease
under the age of 40 is
unknown, although I would
think it is quite low. This is
supported by the Framingham
Study, in which the preva-
lence of significant carotid
stenosis > 50% was seen in

only 8% of individuals
between the ages of 66 years
and 93 years.

Question submitted by Dr. Vincent J. Luykenaar, Coaldale, Alberta

2.How prevalent is symptomatic carotid artery disease
under the age of 40?

Prevalence of carotid artery disease under 40

There is no good method to
stop the fluctuation in interna-
tional normalized ratio (INR).
There should be a frequent
monitoring of INR every two
days to three days after initia-
tion of therapy until a stable
dose response has been
achieved.

After that, the frequency of
testing can be done every three
weeks to four weeks. Patient
education is of paramount
importance.

3. How do you to stop fluctuations in INR in patients on
warfarin? This is seen quite commonly (i.e., stable INR
on 4 mg of warfarin and suddenly it rises to 10).
Question submitted by Dr. M. R. Virani, Markham, Ontario

Stopping fluctuations of INR

Answered by:

E. Bruce Josephson, MD,
FRCPC
Assistant Professor
Dalhousie University
Medical Director
Ambulatory Cardiac Care &
Non-Invasive Services
Queen Elizabeth II Health
Sciences Centre
Halifax, Nova Scotia

Answered by:

J. G. Fodor, MD, PhD,
FRCPC
Professor of Medicine
Head of Research
Prevention and Rehabilitation
Centre
University of Ottawa Heart
Institute
Ottawa, Ontario
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Supraventricular and ventric-
ular arrhythmias are common
in patients with chronic
obstructive pulmonary dis-
ease (COPD). The actual inci-
dence is difficult to ascertain,
as studies are quite variable
in terms of:
• the populations studied,
• the presence or absence

of heart failure or other
cardiac disease,

• the methods used to
record the arrhythmias
and

• the medications used in
management (including
LABA).

Based on electrophysiologi-
cal studies, ß-adrenergic
agonists may have a proar-
rhythmic effect.

However, other than sinus
tachycardia, there is no clear
evidence that ß-adrenergic
agonists cause serious arrhyth-
mias or an increased risk of
cardiovascular outcomes.

In fact, poorly treated, severe
obstructive airway disease may
result in more serious arrhyth-
mias related to hypoxia, than
the treatment itself may cause.

4. Can long-acting ß-agonist (LABA) (or short-acting
ß-agonist [SABA]) inhalers trigger dangerous
arrhythmias in my asthmatic patients (i.e., ventricular
arrhythmias)?
Question submitted by Dr. Paul Stephan, Scarborough, Ontario

LABA/SABA inhalers triggering arrhythmias

Answered by:

E. Bruce Josephson, MD,
FRCPC
Assistant Professor
Dalhousie University
Medical Director
Ambulatory Cardiac Care &
Non-Invasive Services
Queen Elizabeth II Health
Sciences Centre
Halifax, Nova Scotia

However, other than sinus tachycardia, there is
no clear evidence that ß-adrenergic agonists

cause serious arrhythmias or an increased risk of
cardiovascular outcomes.
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In the small, rural centres as
you described, it is critically
important that you make the
right decision as fast as pos-
sible. Nowhere else is a
good focused clinical history
going to be more important.
If your patient has chest pain
and known coronary dis-
ease, send him/her to a larg-
er centre immediately. If
he/she has typical chest pain
and looks unwell (pale,
sweaty, tachycardia, or
hypotensive), ship him/her
out regardless of what the
ECG looks like.

For the patient who is not so
obviously ill, a history, physical
and ECG will get you most of
the way to the diagnosis. If
there are any ECG abnormali-
ties, the likelihood that this rep-
resents an acute ischemic

event goes way up and you
either need to observe this
patient more closely where you
work, or again, plan to send
him/her out quickly.

If the history is unclear, or
makes you suspicious and
the ECG does not help, then
a bedside troponin assay is
necessary. Remember that it
is unlikely that this assay will
become positive in less than
two hours from the onset of
chest pain and you really can
not feel confident that it is
truly negative unless the test
remains negative for six
hours to eight hours after the
onset of pain.

As a recap, your protocol
should include the following
steps:
• A focused history

• A focused physical
looking for:
- sweating,
- low BP and/or
- tachycardia

• An ECG, looking for:
- ST elevation,
- ST depression and/or
- left bundle branch

block
• A troponin assay should

be done as soon as
possible and repeated at
least six hours to eight
hours after pain onset if
the first test is negative

5. In small, rural centres, where observation capacity is
limited (e.g., not open 24 hours or with no inpatient
beds), what is a sensitive yet practical protocol to rule
out MI using ECGs and serial bedside markers
(troponin)?
Question submitted by Dr. Bruce Mohr, Whistler, British Columbia

Ruling out MI using ECGs in small, rural centres

Answered by:

J. Wayne Warnica, MD,
FACC, FACP, FRCPC
Professor
University of Calgary
Director
Cardiac Intensive Care Unit
Foothills Medical Centre
Calgary, Alberta

Cont’d on page 16
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The term for left atrial hyper-
trophy should probably be
changed for left atrial enlarge-
ment. The original ECG evalu-
ations of left atrial abnormali-
ties were felt to document left
atrial hypertrophy. However,
when the ECG abnormalities
are correlated with the
echocardiogram (ECHO)
abnormalities, the best corre-
lation is with left atrial diame-
ter, or left atrial volume.

In broad terms, left atrial
enlargement carries an adverse
prognostic significance. In a

patient with AF, whose ven-
tricular response rate is con-
trolled by ß-blocker therapy,
the presence of left atrial
enlargement suggests inc-
reased difficulty in cardiover-
sion back to sinus rhythm
and increased difficulty in
maintaining sinus rhythm if
that does recur. In “fixed” AF,
the larger the left atrium, the
higher the risk for embolic
stroke. Large left atria may
also indicate:
• the need for more

aggressive antihypertensive
control,

• better control of the risks
of congestive heart
failure, or

• evidence of congestive
heart failure.

6. In a patient with atrial fibrillation (AF) who has a
controlled ventricular response rate on ß-blockers,
are ECHO findings of left atrial hypertrophy of
prognostic significance?

Question submitted by Dr. M. Ravalia, Twillingate, Newfoundland

ECHO findings in patients with AF

When the ECG abnormalities are correlated
with the ECHO abnormalities, the best

correlation is with left atrial diameter, or left atrial
volume.

Answered by:

J. Wayne Warnica, MD,
FACC, FACP, FRCPC
Professor
University of Calgary
Director
Cardiac Intensive Care Unit
Foothills Medical Centre
Calgary, Alberta
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Question submitted by Dr. Jenny Clement, Orangeville, Ontario

There is a robust evidence to
support use of acetylsalicylic
acid (ASA) in secondary pre-
vention of cardiovascular dis-
eases (e.g., post-MI, tran-
sient ischemic attack, stable
angina pectoris, etc.) The
benefit of ASA is much small-
er for primary prevention.

In this respect, data is cur-
rently available from six
large-scale trials. The results
of the first five were summa-
rized in a meta-analysis1

showing that ASA reduced
the risk of a first MI by about
one-third; however, there was
insufficient data on strokes
and cardiovascular deaths.

On the other hand, in a
recent trial,2 there was a

17% reduction in the risk of
stroke in the ASA group, as
compared with the placebo
group and a nonsignificant
increase in the risk of hemor-
rhagic stroke.

For clinical practice, rather
than age, it is the level of risk
of suffering a cardiovascular
event that should be the
most important aspect.

I suggest to follow the
American Heart Association
guidelines. If there are no con-
traindications, ASA should be
considered for all apparently
healthy individuals whose
10-year risk of a CHD event
based on the Framingham
Risk Tables is ≥ 10%.

References
1. Eidelman RS, Hebert PR,Weisman SM, et

al: An update on aspirin in the primary
prevention of cardiovascular disease.
Arch Intern Med 2003; 163(17):2006-
10.

2. Ridker PM, Cook NR, Lee IM, et al: A ran-
domized trial of low-dose aspirin in the
primary prevention of cardiovascular dis-
ease in women. N Engl J Med 2005;
352(13):1293-304.

Recommended age for ASA use for MI prevention

7. At what age should I start my male and female
patients on ASA for first MI prevention?

For clinical practice, rather than age, it is the
level of risk of suffering a cardiovascular

event that should be the most important aspect.

Answered by:

J. G. Fodor, MD, PhD,
FRCPC
Professor of Medicine
Head of Research
Prevention and Rehabilitation
Centre
University of Ottawa Heart
Institute
Ottawa, Ontario



This is a very important question.
ß-blockers, angiotensin-convert-
ing enzyme (ACE) inhibitors
and/or angiotensin receptor
blockers (ARBs) are standard
therapy that should be pre-
scribed to all patients with con-
gestive heart failure (CHF) who
do not have clear contraindica-
tions to these medications. The
most common problem we see
is under prescription of these
medications, rather than over
prescription. A large number of
clinical trials and clinical registries
have shown us that the best
results in decreasing morbidity
and mortality in CHF comes
when we use the maximum
doses that are tolerated for both
ß-blockers and the renin-
angiotensin inhibitors (including
ACE inhibitors and ARBs). For
this reason, it is probably best to
answer both parts of your ques-
tion together rather than treat
each part separately.

A basic principle put forward by
the heart failure specialists is that
we should titrate these medica-
tions up until we reach the dose
that has been proven to be effec-
tive in large clinical trials. If this is

not possible, then we should use
the maximum dose tolerated.
The question then is “how much
is enough?”

For BP and heart rate, I would
like my patients to have the low-
est that they can tolerate. As long
as they do not have symptoms
of hypotension, I'm quite com-
fortable with BP > 70 mmHg and
heart rates around 50 bpm. So, I
titrate these drugs up to the
maximum doses recommended,
or until they begin to develop
these symptoms.

Of course, symptoms will tell us
about the cerebral perfusion and
a bit of a peripheral perfusion so
the symptoms suggesting low
cardiac output should not be
ignored. On the other hand,
measuring the BUN and creati-
nine levels can be an objective
measure of peripheral and renal
perfusion. Most commonly,
when we start an ACE inhibitor or
an ARB, we expect to see a
small rise (< 25%) in both BUN
and creatinine. If there is an
abrupt rise in creatinine, we
should think about renal artery
stenosis. When the rise is more

gradual and especially if the BUN
rises out of proportion to the cre-
atinine, the problem may be
volume depletion rather than
the renin-angiotensin system
blocker. In this case, it is wisest
to decrease the diuretic dose
and allow their intravascular vol-
ume to increase so that we can
continue with the highest dose
renin-angiotensin system bloc-
ker possible. Unless there are
obvious significant continuing
symptoms of CHF, my first
choice is to decrease the
diuretic and observed for an
improvement in renal function.
Another important principle to
remember is that stable chronic
renal failure is not a contraindica-
tion to starting ACE inhibitors or
ARBs. In this case, we really
need to watch the response to
the creatinine levels closely.

8. For treatment of CHF, to what BP and pulse rate do
you titrate ß-blockers? Also, to what BP and blood urea
nitrogen/creatinine do you titrate ACE inhibitors and
ARBs?
Question submitted by Dr. Bruce Horne, Burnaby, British Columbia

Treatment of CHF

Answered by:

J. Wayne Warnica, MD,
FACC, FACP, FRCPC
Professor
University of Calgary
Director
Cardiac Intensive Care Unit
Foothills Medical Centre
Calgary, Alberta
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