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Experts Answering Your Questions

Cardio Q&A

Those patients who should
not have their anticoagula-
tion discontinued prior to
minor surgical procedures
are those at high risk
because of factors such as:
• valvular disease with

atrial fibrillation (AF),
• mechanical prosthetic

valves, or
• previous thromboembolic

events with AF, etc.

Although there is no consen-
sus regarding a management
strategy in these patients,
the approach should depend
on the risk of bleeding inher-
ent in the surgical procedure.
If the surgical procedure has
a very low risk of bleeding
(e.g., dental extraction) the

anticoagulation can be con-
tinued, assuming the inter-
national normalized ratio
(INR) is maintained within the
therapeutic range.

If the risk of bleeding with the
surgical procedure is high,
the warfarin could be discon-
tinued three days to four
days prior to the surgical
date, allowing the INR to fall
to a level of < 2.0. Once this
occurs, the patient can be
treated as an outpatient with
low molecular weight heparin
(LMWH), until the day of the
surgical procedure.

The LMWH can be restarted
the day after the surgical pro-
cedure, along with warfarin

and continued until the INR
reaches therapeutic levels.

1.What is the preferred method of anticoagulating a
high-risk cardiac patient on chronic warfarin therapy
for minor surgical procedures?
Question submitted by Dr. M. C. Bouffard, Sudbury, Ontario

Anticoagulating a high-risk cardiac patient

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

Althoughthereis no consensusregardinga
managementstrategy in high-riskpatients,the

approach shoulddependon therisk of bleeding
inherent in thesurgical procedure.
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Since the second International
Study of Infarct Survival (ISIS-2)
trial showed a mortality reduc-
tion when using acetylsalicylic
acid (ASA) in patients with
coronary artery disease (CAD)
following acute MI,1 the benefit
of ASA has been shown inmul-
tiple settings. Currently, ASA is
recommended in almost all
patients with vascular disease.

Both the American College of
Cardiology (ACC)/American
Heart Association (AHA) and
the American College of Chest
Physicians (ACCP) recom-
mend the use of ASA for sec-
ondary prevention in patients
who have evidence of CAD.
Both of the guidelines pub-
lished by these groups recom-
mend ASA in doses between
75mg q.d. and 162mg q.d. for
patients with known CAD.2,3

ASA has also been shown to
reduce the risk of ischemic
stroke in patients with prior
transient ischemic attacks (TIA)
or ischemic stroke.4-6 The cur-
rent ACCP guidelines recom-
mend a dose of 50 mg q.d. to

325 mg q.d. or, according to
the ACC/AHA 75 mg to 162
mg q.d.2 in patients with prior
TIA or ischemic stroke.

Recently, the Antithrombotic
Trialists’ Collaboration per-
formed a meta-analysis of
287 trials using ASA. Trials
were included in this meta-
analysis if the patients
enrolled had a high risk of
vascular events. 10 of the
included trials compared dif-
ferent doses of ASA to one
another. Seven of the trials
using ASA doses of 500 mg
q.d. to 1500 mg q.d. were
compared to doses of 75 mg
q.d. to 325 mg q.d. There was
no difference in the number of
vascular events experienced
between these groups (14.1%
vs. 14.5%). The remaining
three trials compared doses of
> 75 mg q.d. to doses < 75 mg
q.d. No difference in the num-
ber of vascular events was
seen (14.2% vs. 13.2%).8

This finding was further con-
firmed by Johnson, et al in a
meta-analysis that combined

11 trials which included
patients who had had a prior
TIA or stroke. No difference in
the risk of stroke was seen
between 50 mg q.d. to 1500
mg q.d of ASA.9

From these trials it appears
that 81 mg q.d. of ASA is as
effective as any other dose in
the treatment of patients who
have severe CAD and are at
high risk for ischemic stroke.
This is further supported by
the current recommendations
from the ACC/AHA and
ACCP.

For references, please contact cardio@sta.ca.

Question submitted by Dr. B. L. Chandrarajan, Kingston, Ontario

2. Is there any benefit to giving > 81 mg of ASA to
patients who have severe CAD and a high risk for
cerebrovascular accident?

ASA and severe CAD

Answered by:

Matthew Bennett, MD,
FRCPC
Cardiology Resident
University of British Columbia
Vancouver, British Columbia

Kenneth Gin, MD, FRCPC
Associate Clinical Professor
Postgraduate Cardiology
Program Director
University of British Columbia
Associate Director
Cardiac Ultrasound
Vancouver General Hospital
Vancouver, British Columbia
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There are only a few reasons
why a patient should be
switched from an angiotensin-
converting enzyme (ACE)
inhibitor to an angiotensin II
receptor blocker (ARB).
Abnormal renal function, as
evidenced by an elevated
creatinine, is not one of these
reasons. Both ACE inhibitors
and ARBs have the same
effect on renal function or
dysfunction.

However, many of our
nephrology colleagues firmly
believe that there is sufficient
evidence of a nephroprotec-
tive effect with use of an ARB
that is better than an ACE
inhibitor. The primary accept-
ed reason for switching from
an ACE inhibitor to an ARB is
intolerance to the ACE
inhibitor, usually resulting in
the development of a cough.
It has also been shown that
there is a lower incidence of

angioedema with ARBs and
that the incidence of
angioedema with ARBs after
stopping the ACE inhibitor
due to this reaction is quite
low.

Both ACE inhibitors and ARBs
have been shown to be
effective in:
• the management of

hypertension,
• reducing morbidity after MI,
• reducing mortality after

MI and
• treating congestive heart

failure.

With this in mind, it is accept-
able to use either agent for
these clinical problems. The
choice comes down to:
• cost,
• ease of dosing and
• familiarity of the physician

with the particular agent
to be used.

It is common in the setting of
severe congestive heart fail-
ure to add an ARB to an ACE
inhibitor for refractory symp-
toms. Of course, the reverse
is also true.

3. A lot of patients on ACE inhibitors are asking whether
or not they should be switched to ARBs, even if they
have a normal creatinine. What should I tell them?
Question submitted by Dr. Patricia Menard, Antigonish, Nova Scotia

Switching from ACE inhibitors to ARBs

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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There are really two parts to
this question. First, do we
need to use warfarin in every
patient with atrial fibrillation
(AF)? Second, do we need to
use warfarin in patients with
AF that is:
• chronic,
• recurrent, or
• episodic/paroxysmal?

AF appears to be mainly a
disease of aging. The older
you are, the more likely you
are to develop AF. In the
elderly, (i.e., 65 years and
older) the greatest risk of AF
is systemic embolization,
most of which enters the
brain to cause a stroke.
Similarly, the risk of systemic
embolization in the absence
of warfarin is quite high in
patients who develop AF in
response to structural heart
disease, such as:
• a valvular abnormality or
• left ventricular

dysfunction secondary to
dilated cardiomyopathy or

• an ischemic insult.

Therefore, In elderly patients
and in those with structural
heart disease complicated
by AF, the risk of bleeding
from warfarin is far out-
weighed by the risk of sys-
temic embolization. For this
reason warfarin is a standard
of therapy for this population.

Patients who develop AF may
have it persist continually. But
what about those in whom it
is paroxysmal, or episodic?
Unfortunately, the risk of sys-
temic embolization in the
paroxysmal AF group is as
great as or greater than the
risk in those with fixed AF.
When monitored by amb-
ulatory electrocardiograms,
patients with paroxysmal AF
have frequent episodes that
are asymptomatic. Even if the
episodes by history seem to
be quite rare, the odds are
that they are more frequent
and that the risk is significant.
For this reason warfarin is
indicated.

Younger patients who devel-
op AF in the absence of any
structural heart disease have
a significantly lower risk of
systemic embolization. In
this group, especially when
they tend to be more active,
the risk of bleeding compli-
cations probably outweighs
the risk of systemic emboliza-
tion. For such patients, war-
farin is not recommended, but
drugs such as acetylsalicylic
acid as an antiplatelet agent
may be suggested.

4. A new study seems to recommend the use of warfarin
in all AF patients, whether the case is episodic,
chronic or recurrent. Any comment?
Question submitted by Dr. B. Lee, Toronto, Ontario

Warfarin use in AF patients

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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Elevated plasma concentra-
tions of homocysteine are a
strong predictor of adverse
outcomes in patients with
coronary artery disease (CAD).
However, recent large ran-
domized trials do not indicate
that lowering homocysteine
levels with vitamin supple-
ments will result in reduction
of these adverse events.1,2

Homocysteine measurement
is expensive and its value for
clinical practice is limited.

High-sensitivity C-reactive pro-
tein (hs-CRP) testing reveals
systemic inflammation that is
associated with disease activi-
ty in rheumatoid arthritis (RA).

The question of whether hs-
CRP is a marker of increased
risk for CAD generated a
large number of studies
claiming that hs-CRP is an
independent risk factor.

However, as Miller, et al doc-
umented in the U.S. National
Health Survey (with > 15,000
respondents), the elevated
hs-CRP level attributable to
the presence of any abnor-
mal or borderline CAD risk
factor was 78% in men and
67% women.3 This data sug-
gests that elevated hs-CRP
levels in the general popula-
tion are, in large measure,
attributable to traditional
CAD risk factors.

Elevation in Hs-CRP level is
rare in the absence of bor-
derline, or abnormal risk fac-
tors. As such, CRP measure-
ments may have limited clini-
cal utility as a screening tool
beyond other known CAD
risk factors.

In the presence of RA, where
hs-CRP is raised anyhow, in
my opinion it would not help
in evaluating the risk of CAD.
References
1. Lonn E, Yusuf S, Arnold MJ, et al:

Homocysteine lowering with folic acid
and B vitamins in vascular disease. N
Engl J Med 2006; 354(15):1567-77.

2. Bonaa KH, Njolstad I, Ueland PM, et al:
Homocysteine lowering and cardiovascu-
lar events after acute myocardial infarc-
tion. N Engl J Med 2006; 354(15):1578-
88.

3. Miller M, Zhan M, Havas S: High attribut-
able risk of elevated C-reactive protein
level to conventional coronary heart dis-
ease risk factors: The third national
health and nutrition examination survey.
Arch Intern Med 2005; 165(18):2063-8.

5.When should a GP be interested in homocysteine
and C-reactive protein levels? Is the C-reactive
protein of any value cardio-wise in a patient with
rheumatoid arthritis?
Question submitted by Dr. T. Gin, Delta, British Columbia

Homocysteine and C-reactive protein levels

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

The elevatedhs-CRPlevel
attributable to thepresenceof

anyabnormalor borderlineCAD
risk factor was78%in menand
67%women.
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Question submitted by Dr. Mitch Rubin, North Vancouver, British Columbia

I am unaware of any evidence
supporting a negative effect
of vitamin E supplementation
on statin efficacy.

In 2001, a study by B. G.
Brown et al in the New
England Journal of Medicine,
compared the efficacy of
simvastatin plus niacin, with
that of simvastatin, niacin
and a cocktail of antioxidants
which included:
• 800 IU q.d. of vitamin E ,
• 1 g q.d. of vitamin C,
• 25 mg q.d. of beta

carotene and
• 100 mcg q.d. of selenium

There was a significant angio-
graphic benefit for coronary
artery disease in patients
receiving simvastatin plus
niacin; however, the group in
whom antioxidants were
given in addition to simvas-
tatin and niacin had less ben-
eficial effect. A subsequent
study by the same authors
suggested that the blunting
of the beneficial regression in
atherosclerosis was due to
HDL being increased less in
the group that was given the
antioxidant cocktail.

However, it is not clear whether
it was a specific antioxidant,

or the combination which had
this unwanted effect.

Therefore, I would not with-
hold vitamin E supplementa-
tion in cardiac patients
because of the concern of
interference with statin effica-
cy. But, it should be empha-
sized that the majority of
studies do not suggest that it
is beneficial either.

Vitamin E supplementation

6. Does vitamin E supplementation interfere with statin
efficacy?

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

There wasa significant
angiographic benefitfor

coronaryartery diseasein patients
receiving simvastatinplusniacin;
however,thegroupin whomanti-
oxidantsweregivenin additionto
simvastatinandniacin hadless
beneficial effect.

Angiotensin II AT1 Receptor Blocker
Please see product monographs for 
details, available at www.novartis.ca


