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Experts Answering Your Questions

Cardio Q&A

Low risk patients in whom
warfarin can be safely dis-
continued five days prior to a
minor procedure, would
include those:
• with non-valvular atrial

fibrillation (AF),
• with normal left

ventricular (LV) function
and

• in whom there has been
no previous
thromboembolic event.

Those who should not have
anticoagulation discontinued
prior to a minor surgery
include patients:
• with mechanical valves,
• with AF and any valvular

disease,
• with LV dysfunction,

• with AF and previous
thromboembolic events
and

• on long term
anticoagulation as
prophylaxis against venous
thrombosis, such as:
- recurrent venous or
pulmonary
thromboembolism,

- hereditary
hypercoagulable
states, or

- active cancer).

Patients with a single venous
thromboembolism, with a
reversible cause, more than
three months post-event, may
have their anticoagulation
discontinued prior to minor
surgical procedures.

1.When is it safe to catagorize a patient as low risk and
simply advise them to discontinue warfarin five days
prior to a minor procedure?
Question submitted by Dr. M. C. Bouffard, Sudbury, Ontario

Discontinuing warfarin

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

Patients with a single venous thromboembolism, with
a reversible cause, more than three months

post-event, may have their anticoagulation discontinued
prior to minor surgical procedures.



Cardio Q&A

Some angiotensin-convert-
ing enzyme (ACE) inhibitors
have been shown to improve
endothelial dysfunction non-
invasively. However, not all
drugs in this class have been
investigated. There are even
fewer head-to-head trials of
different ACE inhibitors.

It should be recognized that
endothelial dysfunction is
only a surrogate marker of
cardiovascular outcomes,

highlighted by the fact that
quinapril does improve end-
othelial dysfunction; howev-
er, this did not affect clinical
outcomes in the Quinapril
Ischemic Event Trial (QUIET)
Trial.

The only ACE inhibitors
which have clearly shown
benefit in terms of cardiovas-
cular outcomes in patients
who did not have underlying
left ventricular dysfunction or

post-infarction are ramipril
and perindopril.

2. Are all ACE inhibitors good protectors of vascular
endothelial cells?
Question submitted by Dr. D. Shamanna, Calgary, Alberta

ACE inhibitors and vascular endothelial cells

Answered by:

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

Some ACE inhibitors have been shown to improve
endothelial dysfunction non-invasively. However, not

all drugs in this class have been investigated.

hydrochlorothiazide tablets
HCT 

ramipril

NEW

Please refer to the Prescribing Information for indications,
contraindications, warnings, precautions

and dosing guidelines.
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Cardio Q&A

Question submitted by Dr. Eric Grief, Thornhill, Ontario

Homocysteine has primary
atherogenic and prothrom-
botic properties and appears
to help promote the develop-
ment and progression of ath-
erosclerotic plaques and
platelet-rich thrombi.

Hyperhomocysteinemia has
been linked with:
• premature coronary artery

disease (CAD),
• MI,
• carotid artery stenosis

and
• stroke.

However, the argument about
whether this is a causal rela-
tionship still continues. Having
said that, evidence from
observational studies sug-
gests that moderate hyperho-
mocysteinemia is an indepen-
dent risk factor for atheroscle-
rotic vascular disease. It does
not, however, seem to be as
an important risk factor as are:
• hypercholesterolemia,
• diabetes mellitus,
• smoking or
• hypertension.

Several population studies
have presented arguments
for a causal role of hyperho-
mocysteinemia in cardiovas-
cular disease (CVD), while
other equally large studies
report no causal relationship.

On the practical front, we can
measure homocysteine lev-
els in most laboratories.
Interestingly and more impor-
tantly, we can quite easily
treat elevated homocysteine
levels with folic acid and vit-
amin B6. Not only are these
agents effective, they are rel-
atively cheap. So, why not
screen everyone at risk for
CVD and treat high levels? It
certainly seems to make good
clinical sense. Unfortunately,
several large, well done clini-
cal trials treating elevated
homocysteine levels in
patients at high risk for vas-
cular disease, with known
disease, or with previous
strokes, have shown no ben-
efit from such treatment in
terms of decreasing cardio-
vascular events or death.

Several large trials studying
the efficacy of folate, vitamin
B6 and vitamin B12 are still
ongoing. Until such trials are
reported, routinely screening
or treating adults with CVD,
or who are at risk of CVD for
hyperhomocysteinemia, is
not recommended.

The “blush may have gone
from the (homocysteine)
rose, but while it lives, it may
well bear good fruit.” In other
words, keep posted.

Homocysteine as a risk factor for CAD

3. How important is elevated homocysteine as a risk
factor for coronary artery disease? Should I screen my
patients with a homocysteine blood test?

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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C-reactive protein (CRP) is a
marker of inflammation. Thus,
any inflammatory process in
the body will raise the level of
CRP. Traditionally, levels of
CRP were measured in infec-
tious and inflammatory disor-
ders when the level of CRP
was in the range between
3 mg/L to 5 mg/L.

High sensitivity methods of
measuring CRP (hsCRP) can
detect concentration as low
as 0.3 mg/L. Availability of
the hsCRP method has led
to a large number of studies
regarding risk assessment
of cardiovascular conditions.

In this regard, the recent
Canadian Lipid Guidelines1

state the following: “Although
debate remains regarding
the incremental value of
hsCRP testing in risk
assessment in clinical prac-
tice, the majority of data
support the judicious use of
hsCRP measurement to fur-
ther stratify risk (higher or
lower than that predicted by
the Framingham Risk
Engine) for individuals in the
intermediate risk category.”

Reference
1. McPherson R, Frohlich J, Fodor G, et al:

Canadian Cardiovascular Society posi-
tion statement: Recommendations for
the diagnosis and treatment of dyslipi-
demia and prevention of cardiovascular
disease. Can J Cardiol 2006: 22(11);
913-27.

4.Who should be tested for CRP?
Question submitted by Dr. Valdemar Martinho, Ottawa, Ontario

Testing for CRP

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

Traditionally, levels of CRP were
measured in infectious and

inflammatory disorders when the
level of CRP was in the range
between 3 mg/L to 5 mg/L.

For more on CRP levels, please see

“Reducing the Risk: Measures to

Lower CRP in CVD” on page 31.
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Cardio Q&A

Ang io tens in -conve r t i ng
enzyme (ACE) inhibitors and
angiotensin receptor block-
ers (ARBs) have been shown
to be effective in reducing the
mortality and morbidity fol-
lowing acute MI. At the pre-
sent time, Canadian, American
and European cardiac soci-
eties guidelines support ACE
inhibitors as the first choice
following acute MI. For ST
segment elevation MI, it is
recommended that these
agents are started in the first
24 hours. The recommenda-
tion for beginning with ACE
inhibitors early after acute MI
is based upon a preponder-
ance of clinical evidence with
the use of ACE inhibitors in
this setting. More recently,
several trials, including the
Optimal Trial in Myocardial
Infarction with the Angiotensin
II Antagonist Losartan (OPTI-
MAAL) and the Valsartan In

Acute Myocardial Infarction
trial (VALIANT), have shown
that ARBs are not inferior to
ACE inhibitors.

Therefore, current guidelines
support the use of ACE
inhibitors and/or ARBs within
the first 24 hours of acute ST
segment elevation MI. The
VALIANT trial has shown that
there is no benefit to the
acute combination of ACE
inhibitors and ARBs in
patients with left ventricular
dysfunction following acute MI.

All patients with acute MI
should be considered for
ACE inhibitor therapy or
ARBs therapy prior to dis-
charge from hospital. At this
time, ACE inhibitors remain
the treatment of choice and
ARBs should be initiated for
those intolerant of ACE
inhibitors.

For those with persistent
heart failure following acute
MI, ARBs should be consid-
ered as an addition to ACE
inhibitors only after the maxi-
mum dose tolerated of ACE
inhibitors has either not been
shown to be effective, or not
tolerated.

5.What is the role of ARBs in post-MI patients?
Question submitted by Dr. Pin Li, Calgary, Alberta

Answered by:

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

The role of ARBs in post-MI patients
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As to the primary indication
to combine statins with
niacin, the latest Canadian
Lipid Guidelines1 state the
following: “In patients with
combined dyslipidemia and
low HDL-cholesterol (c) lev-
els, the combination of a
statin with niacin is very
effective and was reported to
significantly reduce coronary
artery disease (CAD) events
in the HDL-Atherosclerosis
Treatment Study (HATS).”2

A combination of statins with
niacin is effective in increasing

HDL-c levels. During this
combination treatment,
transaminase levels should
be monitored because there
is a risk of hepatotoxicity. In
diabetic patients, glycemic
control should be monitored.

However, if the primary goal
is to achieve the desirable
target levels of LDL-c with
lower doses of statins, com-
bination of statins with eze-
timibe is a safer strategy.

References
1. McPherson R, Frohlich J, Fodor G, et al:

Canadian Cardiovascular Society position
statement: Recommendations for the
diagnosis and treatment of dyslipidemia
and prevention of cardiovascular disease.
Can J Cardiol 2006; 22(11):913-27.

2. Brown BG, Zhao XQ, Chait A, et al:
Simvastatin and niacin, antioxidant vita-
mins, or the combination for the preven-
tion of coronary disease. N Engl J Med
2001; 345(22):1583-92.

Question submitted by Dr. Christopher Lam, Victoria, British Columbia

6. Is it good practice to combine niacin with a statin
(thus at a lower dose) for lipids?

Combining niacin with a statin for lipids

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

Acombination of statins with
niacin is effective in

increasing HDL-c levels. During
this combination treatment,
transaminase levels should be
monitored because there is a risk
of hepatotoxicity.

Angiotensin II AT1 Receptor Blocker
Please see product monographs for 
details, available at www.novartis.ca
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Ambulatory BP monitoring (or
24-hourmonitoring) is probably
the best way to diagnose the
presence of hypertension
where the diagnosis is not clear
and to monitor the effects of
antihypertensive treatment.
However, issues of cost, avail-
ability and inconvenience must
be considered so that ambula-
tory BP monitoring is not rec-
ommended for the evaluation
of patients with uncomplicated
hypertension or for screening
purposes.

Ambulatory monitoring should
be considered in the following
circumstances:
• Where white coat

hypertension is suspected
• When episodic

hypertension is suspected
(e.g., pheochromocytoma),

• When hypertension is
suspected (e.g., left
ventricular hypertrophy
detected on ECG or
echocardiogram) despite a
normal BP during the time
of measurement

• In patients with
hypertension resistant to
increasing medication

• In patients with hypotensive
symptoms, either
secondary to medication,
or with suspected
autonomic dysfunction

Question submitted by Dr. Gerhard Schumacher, Kamloops, British Columbia

7. In which specific patients do you feel 24-hour BP
monitoring is indicated?

24-hour BP monitoring

Answered by:

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

If anticholesterinases are
administered to a patient who
is already in AF, the only thing
one needs to be wary of is
decreased ventricular rate, due
to the parasympathomimetic
effect. This can be reversed, if
necessary, by atropine.

Question submitted by Dr. Achlar Virmani, Brossard, Quebec

8. Is atrial fibrillation (AF) a contraindication for the use
of anticholinesterases?

AF and anticholinesterases

Answered by:

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


