
The AFIB Report October 2001 Page 1

THE AFIB REPORT
Your Premier Information Resource for Lone Atrial Fibrillation!

    NUMBER 10 OCTOBER 2001                                    1st YEAR

Editorial

In this issue we conclude the evaluation of the LAF survey results.  It has taken a lot
longer to interpret the results than I originally estimated, but I believe the effort has
been very worthwhile.  Thanks again for your input and support!  We also take a closer
look at the question of stroke prevention for lone afibbers.  Should you take aspirin or
warfarin?  Our findings may surprise you!

Yours in health,
Hans Larsen
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SURVEY RESULTS – PART VII

Since publishing part V of the survey results we
have received an additional 24 completed
questionnaires giving a total sample size of 99.
Twenty respondents have chronic LAF, 35 have
the vagal variety, 24 the adrenergic variety, and
the remaining 20 a mixture of vagal and
adrenergic.  The additional 24 sets of data
means that we should be able to draw more
valid conclusions than with just the original 75
sets.  So I decided to re-evaluate all variables
using all available data.

Severity of Episodes
The average for all respondents with paroxysmal
(intermittent) LAF is 127 hours spent in
fibrillation over the six-month survey period.  The
minimum was 0 hours and the maximum 900
hours.  In comparison, an afibber with chronic
LAF would have spent 4320 hours in fibrillation
over a six-month period.  Vagal afibbers had the
easiest time with an average of 83 hours spent

in afib (range: 0-576 hrs).  Mixed afibbers were
next with an average of 142 hours (range: 0-750
hrs) followed by the adrenergic group at 151
hours (range: 0-900 hrs).

There is a strong, statistically significant
correlation between time spent in afib and the
number of episodes experienced over the six-
month survey period (r=0.4567 p=0.0001).
Adrenergic afibbers had an average of 11
episodes in six months (range: 0-90), vagal 16
episodes (range: 0-150), and those with the
mixed variety 30 episodes (range: 0-180).

There is also a statistically significant correlation
between total time spent in afib and the average
duration of individual episodes (r=0.2547
p=0.02).  The average episode lasted 10 hours
for the mixed group (range: 0.1-48 hrs), 13
hours for the vagal group (range: 0.1-168 hrs),
and 17 hours for the adrenergic group (range:
0.1-72 hrs).

Effect of Age
There is a statistically significant trend for the
time spent in fibrillation to increase with age
(r=0.2632 p=0.02).  According to the trend line,
the average time spent in fibrillation over the six-
month survey period was about 30 hours at age
30 years, 75 hours at age 40, 110 hours at age
50, and 155 hours at age 60.
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The average age of vagal afibbers was 49 years, adrenergic 53 years, mixed 54 years, and chronic 59
years.  The age difference between vagal and chronic afibbers was statistically significant (p=0.003).  The
age difference between vagal and adrenergic afibbers was not statistically significant nor was the
difference between vagal and mixed afibbers.  Thus it would appear that the vagal variety is associated
with a younger age while the chronic variety is associated with an older age.

Effect of Gender
There were 19 women in our sample.  Six (32%) had chronic LAF, 6 (32%) the mixed variety, 5 (26%)
adrenergic, and 2 (10%) vagal.  This distribution is distinctly different from that of men (18% chronic, 18%
mixed, 24% adrenergic, and 40% vagal).

Women with LAF (at least those that responded to the survey) were older than men with LAF.  The
average age for women was 61 years while that of men was 51 years.  This difference was statistically
significant (p=0.001).

It is tempting to speculate that the same mechanisms (estrogen?) that protects women against heart
attacks for an extra 10 years (compared to men) is at work here, but I have no evidence of such a
connection.  The explanation could simply be that older women seek medical information on the Internet
more often than do younger women.

Women with paroxysmal LAF spent less time in fibrillation (43 hours) than men (133 hours) over the six-
month survey period.  There was no significant difference in the number of episodes, but episodes among
women tended to be shorter in duration (4.5 hours versus 15 hours for men).  There was no significant
difference in the percentage of women and men who were taking drugs to prevent future episodes (69%
versus 62%).

Effect of Years of LAF
There was a slight trend for the time spent in fibrillation (over six months) to increase with the number of
years since diagnosis of LAF.  This trend was not statistically significant (p=0.1357).  There was also a
slight increase in the number of episodes with increasing years of AF, but again not of statistical
significance (p=0.1097).  There was no correlation between the duration of episodes and years of LAF
nor was there a statistically significant association between age and years of LAF (p=0.3774).  The
average number of years of LAF was 6 years for vagal, 5 years for adrenergic, 7 years for mixed, and 8
years for chronic.  The figure for chronic afibbers may be a bit misleading though in that many have had
the condition (without symptoms) for several years prior to being diagnosed through a routine
electrocardiogram.

Effect of Aspirin
About half (47%) of all respondents with paroxysmal LAF took aspirin on a daily basis (22% among
chronic afibbers).  There was no significant difference in episode severity between users and non-users
of aspirin.  Aspirin users were older than non-users (54 versus 49 years average age) and more likely to
be women (22% versus 12%).  Unfortunately, the limited data did not allow consideration of these
potential biases.  Since one would have a positive effect and the other a negative effect it is probably fair
to say that aspirin usage has little or no effect on LAF episode severity.

Effect of Digoxin
Only 16% of paroxysmal afibbers had ever been on digoxin (Lanoxin, digitalis) and there was no
significant difference in episode severity between those who had been or were on digoxin and those who
were not.  However, there was a clear difference in digoxin use between intermittent (paroxysmal) and
chronic afibbers.  Fifty per cent of chronic afibbers had used digoxin as compared to only 16% of
intermittent afibbers.  This finding lends further support to the contention that digoxin can convert LAF to
the chronic form.
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There was also a statistically significant difference (p=0.04) between the proportion of women (50%) and
men (18%) who had been prescribed digoxin.  This could, at least partially, explain why more women
than men fell into the chronic LAF category (32% versus 18%).

Effect of Amalgam Fillings
Most (76%) paroxysmal afibbers had amalgam (silver) dental fillings as did most chronic afibbers (75%).
There was a clear correlation between the time spent in fibrillation and the presence of amalgam fillings.
Paroxysmal afibbers without amalgam fillings spent an average of 35 hours in fibrillation over the six-
month survey period while those with amalgam fillings spent 143 hours in afib.  This difference was
statistically significant (p=0.04).

There was also a clear linear relationship between time spent in fibrillation and the number of fillings
(r=0.4173 p=0.002).  An afibber with 0 fillings could expect to spend 35 hours in afib while someone with
8 fillings could expect 140 hours and someone with 20 fillings could expect an average 300 hours in afib
over a six-month period.  Afibbers with amalgam fillings also tended to have more episodes (20) and of
longer duration (15 hours) than afibbers without (13 episodes of average duration of 9 hours).  These
differences were, however, not statistically significant.

The findings that afibbers with amalgams have more severe episodes than those without support the
contention that at least part of the inflammatory response underlying LAF is caused by oxidative stress or
electrical instability generated by the presence of mercury in the heart tissue.

Effect of Dissimilar Metals in the Mouth
Seventy-six per cent of chronic afibbers (100% of female chronic afibbers) had dissimilar metals
(amalgam fillings, gold crowns, bridges) in their mouth as compared to only 44% of paroxysmal afibbers
(54% of female paroxysmal afibbers).  There was no overall significant difference in episode severity
between paroxysmal afibbers with dissimilar metals and those without.  It would thus appear that
dissimilar metals are primarily a problem with chronic afibbers.  However, this conclusion is somewhat
confounded by the fact that amalgam fillings and dissimilar metals often go hand in hand.

It would be advisable for afibbers with dissimilar metals to have a measurement made of the galvanic
currents in their mouth.  This can be done by a holistic dentist who can also advise on remedial action.

Effect of Fish Oil Supplementation
Forty-two per cent of all paroxysmal afibbers supplemented with fish oils (44% among chronic afibbers).
Somewhat surprisingly afibbers on fish oil spent more time in fibrillation than did those not taking fish oil
(149 hours versus 97 hours over the six-month period).  Fish oil users also had more episodes than non-
fish oil users (25 versus 13).  A closer look at the overall picture reveals that the fish oil group had quite a
few “disadvantages” when compared to non-fish oil group.  Afibbers who supplemented with fish oil were
older (55 years versus 49), less likely to be women (12% versus 20%), and more likely to have amalgam
fillings (82% versus 70%).  All these factors would be expected to significantly increase the time spent in
fibrillation.

An attempt to at least partially account for this bias was made by just considering the 18 respondents who
did not have any amalgam fillings.  In this case, fish oil supplementation appeared to be beneficial.  Fish
oil users had only 8 episodes and spent only 24 hours in fibrillation while non-users had 16 episodes and
spent 40 hours in fibrillation.  Adjusting for age and gender should further improve the picture.

Fish oil users were also significantly more likely to be supplementing with magnesium (76% as compared
to only 33% among non-users).  The effect of this confounding was eliminated by just considering non-
magnesium users.  In this group 21% took fish oil while 79% did not.  The users of fish oil (average age of
54 years) had an average of 8 episodes and spent 89 hours in fibrillation.  The non-users (average age of
45 years) had an average of 16 episodes and spent 106 hours in fibrillation.
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Due to the significant confounding of the data it is difficult to draw a firm conclusion as to whether or not
fish oils affect the severity of LAF.  Nevertheless, considering the excellent stroke protection afforded by
fish oils it is probably fair to say that they are overall beneficial to lone afibbers.

Effect of Magnesium Supplementation
Fifty-one per cent of paroxysmal afibbers supplemented with magnesium (50% among chronic afibbers).
There was no significant overall difference in episode severity between those who supplemented and
those who did not.  Magnesium users were quite a bit older (55 years versus 48 years for non-users) and
more likely to be women (20% versus 13%).  They were also much more likely to be supplementing with
fish oil; 63% of magnesium users also used fish oil as compared to only 21% among non-magnesium
users.  The effect of this confounding was eliminated by just considering non-fish oil users.  In this group
33% took magnesium while 67% did not.  The users of magnesium (average age of 55 years) had an
average of 6 episodes and spent 65 hours in fibrillation.  The non-users (average age of 46 years) had an
average of 16 episodes and spent 112 hours in fibrillation.  Based on this data it is probably fair to
conclude, especially in view of the considerable age difference between the groups, that magnesium is
indeed beneficial for afibbers.

Effect of Digestive Problems
Fifty-one per cent of all paroxysmal afibbers had digestive problems (bloating, flatulence, belching)
compared to only 28% of chronic afibbers.  There was a slight, statistically non-significant trend for
afibbers with digestive problems to spend less time in fibrillation than those without digestive problems.
Why afibbers with digestive problems should have less severe LAF than those without digestive problems
is certainly a mystery and one I have no explanation for at this time.

Effect of Physical Fitness
There was no correlation between episode severity and the level of physical fitness.

Comparison of the Best and the Worst
A rather intriguing way of looking at the survey data is to compare those afibbers (7) who had no LAF
episodes over the six-month survey period with those (9) who spent 450 hours or more in afib during the
same period.  The “best” (zero hours) afib group was younger than the “worst” group (average age of 53
years versus 60 years); they had also had LAF for a shorter period (7 years versus 11 years).  The best
group was more likely to have the vagal variety of LAF (57% versus 33%).  The best group was more
likely to take aspirin (43% versus 22%).  The worst group was more likely to take fish oil (67% versus
29%) and magnesium (51% versus 43%).  Whether this is because the worst group is clearly “sicker” and
therefore trying everything or whether it is because fish oil and magnesium have a detrimental effect on
LAF severity is not clear, but it is likely to be the former.

All members (100%) of the worst group had amalgam fillings (an average of 15 fillings each) while only
43% of the best group did (an average of 2 fillings each).  This again points to the crucial role of amalgam
fillings as a major cause of LAF.

Perhaps the most intriguing finding is that the members of the best group were almost twice as likely to
have digestive problems than were the members of the worst group (79% versus 50%).  I have no
explanation for this, but it is consistent with the findings of the entire survey.

This concludes our evaluation of the LAF survey data.  I thank you for your input and hope the results
have been beneficial to you and have broadened your understanding of LAF.  It certainly has been of
great benefit to me.  There are still a few puzzles I would like to clear up, but I am afraid I do not have the
time or the resources to do so at this time.
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STROKE PREVENTION IN LAF

Stroke (cerebral infarction, cerebrovascular event) is the third leading cause of death in the United States.
It strikes about half a million Americans and kills upwards of 150,000 every year.  A stroke involves a
sudden interruption of blood flow to the brain.  This interruption can be caused by a blood clot (thrombus)
that lodges in a small artery in the brain (ischemic stroke) or by the rupture of an artery wall (hemorrhagic
stroke).  An ischemic stroke is sometimes referred to as a “heart attack of the brain”.  The interrupted
blood flow results in brain cells being starved of oxygen; if the interruption last more than 4 or 5 minutes
the cells will die and irreversible damage will occur.  If the cells that die are the ones that control your
speech or your left arm then these functions will become impaired.  If enough cells die (massive stroke)
then so will you.

The risk of a stroke increases with age; it is estimated that 5% of the population over 65 years of age will
suffer a stroke.  A prior stroke, heart disease, diabetes, hypertension, atrial fibrillation, high homocysteine
levels, and a bacterial infection of the lining of the heart cavity (endocarditis) are significant risk factors.
Major surgery accounts for a large number of ischemic strokes.  It is estimated that as many as 25,000
people suffer a stroke every year as a sequel to coronary bypass surgery[1-5].

Stroke and Atrial Fibrillation
Atrial fibrillation is a risk factor for ischemic stroke because of the inefficient pumping action of the atria
during fibrillation.  The fibrillating atrium basically sits and quivers like a bowl of jelly.  This can cause
blood to stagnate and if the fibrillation goes on long enough to coagulate and form blood clots (thrombi).
If one of these blood clots finds its way to a small artery in the brain a stroke may result.  The danger of
this happening is actually highest when the fibrillation ceases.  The increased pumping action, once the
atria gets back to normal, flushes out the heart chamber and with it any newly formed blood clots.  This is
why anticoagulation with warfarin (Coumadin) and/or heparin is essential prior to cardioversion and for
about 3 weeks after.

The stroke risk in patients with non-rheumatic atrial fibrillation has been evaluated in at least 5 major
randomized clinical trials designed to evaluate the effects of aspirin and warfarin in stroke prevention.
Without treatment the annual stroke incidence in patients under 65 and no risk factors is 1%.  This is
equivalent to the annual incidence in the general population.  In other words, afibbers under 65 years of
age with no other risk factors do not have an increased risk of stroke.  The incidence of stroke, even with
no other risk factors, does however increase with age; it is estimated at 4.3% between the ages of 65 and
75 years and 3.5% above age 75.  Having one or more risk factors (hypertension, diabetes, prior stroke
or heart attack, angina or congestive heart failure) materially increases the risk to 4.9% under age 65,
5.7% between the ages of 65 and 75 years, and 8.1% above age 75[6,7].

Investigators at the National Registry of Atrial Fibrillation have recently devised a new scheme for
predicting stroke risk.  This system, CHADS2, assigns a score of 0 to atrial fibrillation patients with no
additional risk factors.  One point is added for the presence of congestive heart failure, hypertension, age
75 years or older, and diabetes (1 point for each) and 2 points for a history of stroke or TIA (transient
ischemic attack).  Thus an 80-year-old patient (+1) with hypertension (+1) and a prior stroke (+2) would
have a CHADS2 score of 4.  The investigators have correlated the CHADS2 score with the actual annual
incidence of stroke observed in a large study involving 1733 atrial fibrillation patients.  Patients with a
score of 0 had a stroke rate of 1.2%, which is equivalent to that found in the general population of the
same age.  Patients with a score of 1 had a rate of 2.8%, those with a score of 2 a rate of 3.6%, and
those with a score of 3 a rate of 6.4%.

So what does with mean?  Of most importance to lone afibbers is the conclusion that afibbers under 75
years of age with no additional risk factors have an incidence of stroke equal to that of the general
population[8].
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Stroke and Lone Atrial Fibrillation (LAF)
Lone atrial fibrillation, by definition, means that there are no underlying heart problems present.  So
unless you have hypertension, diabetes, are over 75 years of age or have suffered a previous stroke or
TIA you are at no greater risk for stroke than the general population[8].  Medical experts are pretty
unanimous on this point.  Dr. Rodney Falk, MD of Boston University, a world-renowned expert on atrial
fibrillation, says that the stroke risk in patients with lone atrial fibrillation is minimal[5].  Professor Michael
D. Ezekowitz, MD of the Veterans Administration says, “patients with lone atrial fibrillation are not at
higher risk for thromboembolism than the general population and can be managed without
anticoagulation or anti-platelet therapy”[9].  Dr. Stephen L. Kopecky of the Mayo Clinic did the first study
regarding stroke risk in patients with lone atrial fibrillation.  He found that lone afibbers under the age of
60 years had an exceptionally low stroke risk (0.55%) and that this risk varied little whether the fibrillation
was paroxysmal or chronic[10].

So why should lone afibbers under 75 years of age with no additional risk factors worry unduly about an
increased stroke risk?  They probably should not, but many cardiologists and physicians obviously do.

LAF and Anticoagulation
Current official guidelines for stroke prevention state that patients with lone atrial fibrillation and no
additional risk factors under the age of 65 years do not need anticoagulation (warfarin) or antiplatelet
(aspirin) therapy and there is no evidence that they are beneficial[5].  Those between 65 and 75 years of
age are advised to take a daily aspirin and only those over 75 years should be considered for warfarin
therapy bearing in mind the increased bleeding risk in older people[5].  In our initial survey of 53 afibbers
5 were prescribed warfarin even though they were under 75 years and had no risk factors.  An additional
5 respondents with hypertension were also on warfarin.  Fifty per cent of the larger sample of 79
paroxysmal afibbers were taking aspirin.  It would seem that the prescribers of anticoagulation and
antiplatelet therapy are erring on the side of caution.  Surely this is a good thing?  Not necessarily, both
warfarin and aspirin have very serious side effects that may, in many cases, outweigh their benefits.

Platelet Therapy (Aspirin)
Aspirin inhibits blood clotting by preventing blood platelets from sticking together (aggregation).  It is
estimated that over 50 million Americans now take a daily aspirin to ward off a stroke or heart attack.
There is evidence that aspirin is effective in preventing a second stroke, but much less so in preventing a
first stroke[11].  Three trials have evaluated the effect of aspirin therapy on stroke incidence in atrial
fibrillation patients.  The conclusion is that aspirin reduced the risk of stroke by about 21%.  This means
that if a patient has a stroke risk of 2.8% (the risk for a 70-year-old afibber with hypertension) without
aspirin it would drop to 2.2% with aspirin – significant, but not really that impressive.  The participants in
the aspirin evaluation trial were generally older, had underlying heart disease and one or more other risk
factors so the results may not be applicable to lone atrial fibrillation.  So while the benefits of taking a daily
aspirin are somewhat dubious, at least for lone afibbers, the risks are anything but dubious.

Aspirin is not innocuous.  It can cause serious bleeding in the gastrointestinal tract and can aggravate
existing ulcers.  The estimated death rate from gastrointestinal (GI) bleeding is 12%.  Researchers at
Oxford University have released the results of a very large study aimed at establishing the magnitude of
aspirin-related bleeding incidents.  They carefully studied the results of 24 major randomized clinical trials
involving almost 66,000 participants.  They conclude that when treated for a year 2.47% of aspirin users
develop GI bleeding as compared to 1.42% among placebo users.  Put in terms of the 50 million
American now taking aspirin this means that the excess incidence of GI bleeding attributable to aspirin
would be 525,000 and the excess mortality would be 63,000 every year.  The researchers also
investigated whether lower dosages of aspirin would be safer.  They found that they were not.  The
incidence of GI bleeding among low-dose aspirin users was 2.30% compared with 1.45% for placebo
users.  Somewhat surprisingly, the study also found that enterically-coated or otherwise modified
formulations were no safer than standard aspirin.  The increase in GI bleeding among users of modified
formulations was 93% as compared to 68% for all aspirin users and 59% for low-dose users.  The
researchers conclude that patients and their physicians need to consider the trade-off between the
benefits and harms of long-term aspirin use.  Dr. Martin Tramer of the Geneva University Hospitals in
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Switzerland wholeheartedly agrees with this conclusion and adds, “It may be more appropriate for some
people to eat an apple rather than an aspirin a day.”[11,12]

So while taking a daily aspirin may help protect against heart attacks and strokes (particularly the second
incident) its use is definitely not without risk.  An alternative approach, which you may wish to discuss with
your physician, is to take an aspirin at the start and end of an afib episode and for a week or so after if the
episode is a long one (greater than 24 hours).  The protective effect of aspirin lasts for about a week.
This suggested approach assumes, of course, that you can actually feel when you have an episode.

Anticoagulation with Warfarin (Coumadin)
Most of the proteins involved in blood clotting rely on vitamin K for their synthesis.  Warfarin (Coumadin)
destroys vitamin K and basically turns users into pseudo-hemophiliacs.

At least 5 major trials have investigated the effectiveness of warfarin in prevention of stroke in patients
with atrial fibrillation.  The majority of participants in all of these trials had underlying heart disease and
some had suffered strokes or heart attacks prior to the trials.  Pooling all of the results shows that
anticoagulation with warfarin to an INR (International Normalized Ratio) of between 2.0 and 4.0 resulted
in a reduction in stroke risk of 64%[5].  This means that if one’s stroke risk without warfarin was say 2.8%
(the risk for a 70-year-old afibber with hypertension) then one could reduce this to about 1.0% (actual trial
results showed a decrease to 1.7% only so the 64% may be overstated in some cases).

Because warfarin thins the blood to the point where it is difficult for the body to stop even a very minor
internal bleeding incident major bleeding and hemorrhagic stroke are very real risks of warfarin therapy
especially among older people.  The second Stroke Prevention in Atrial Fibrillation (SPAF-II) study found
that while warfarin therapy lowered ischemic stroke risk by 3.6% it also increased the risk of major
bleeding by 4.2% in patients over 75 years of age[13].

Another very important consideration when evaluating the results of clinical trials of warfarin is the fact
that INR control in daily practice is rarely as good as that obtained in a strictly controlled clinical trial.  A
study of 2376 patients receiving warfarin reported an incidence of life-threatening or fatal hemorrhage
(bleeding) of 3.38% per year in those over 80 years.  This excess risk of treatment exceeded the
reduction in the rate of major disabling or fatal ischemic strokes resulting from the warfarin therapy[14].

Some researchers feel that the bleeding problem and the deaths resulting from it makes the benefit/risk
ratio for warfarin therapy somewhat dubious.  A review by the prestigious Cochrane Institute concluded,
“the margin between benefit and harm for warfarin prophylaxis in patients with chronic non-valvular atrial
fibrillation is uncomfortably thin.  The low absolute risk reductions observed in trials would likely be
overwhelmed in less controlled settings by problems associated with the use of warfarin.”[15]

Just recently British researchers concluded that although anticoagulation with warfarin is more effective
than antiplatelet therapy with aspirin, “major bleeding was more common in patients receiving
anticoagulation, and the evidence to support long term anticoagulation is weak.”[16]

Another problem with warfarin is that it can interact with many common medications, herbs and even
foods.  This can lead to higher or lower INR values with a concomitant increased bleeding risk or
decreased stroke protection[17,18].  The interaction with Tylenol (acetaminophen, Paracetamol) is
particularly serious and can raise the INR to 6.0 or higher, a serious bleeding risk[19,20].  To add insult to
injury, warfarin also increases the risk of osteoporosis and fractures of the spine and ribs.  A recent study
at the Mayo Clinic found that women who had been taking warfarin for a year or more had a 5.5 times
greater risk of having a spinal fracture and a 3.4 times greater risk of a rib fracture[21].

So all in all, aspirin and especially warfarin are not really that great a choice for stroke protection in lone
afibbers – particularly as most of us don’t even need additional stroke protection.  So how can we protect
ourselves?  Fortunately, there are many highly effective alternative methods for minimizing your risk of
stroke whether you are an afibber or not.
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ALTERNATIVE METHODS OF STROKE PROTECTION

There are numerous alternative ways of obtaining stroke protection equal to or better than that afforded
by aspirin and warfarin – and without the side effects.  These methods have not been evaluated
specifically in atrial fibrillation patients, but since lone afibbers with no additional risk factors have no
greater stroke risk than the general population it would seem reasonable that the benefits would be the same.

Antioxidants
There is ample evidence that an adequate intake of dietary antioxidants is crucial in stroke prevention:

• Finnish researchers have observed that a low blood level of lycopene increases stroke risk by a
factor of three[22].

• British researchers have found that people with extremely low levels of vitamin C have twice the
risk of dying from a stroke than do those with normal levels[23,24].

• A recent study carried out by the US Centers for Disease Control and Prevention involving over 1
million adult Americans concluded that people who take multivitamins and antioxidants (vitamins
A, C or E) have a 15% lower risk of dying from heart disease or stroke[25].

• Finnish researchers have found that a high intake of beta-carotene significantly reduces the risk
of a stroke among male smokers[26].

• Vitamin E has been found to inhibit platelet aggregation and adhesion – important in preventing
stroke (aspirin has a similar effect)[27}.

• Two large studies carried out at Harvard Medical School concluded that people who had taken
100 IU of vitamin E for 2 years or more had a 30% lower incidence of ischemic stroke – this is
better than the protection afforded by aspirin[28].

Fish Oil
A 1995 study concluded that men who ate fish 5 or more times per week had a 40% lower risk of having a
stroke than did men who ate fish less than once a week.  Researchers at the Harvard Medical School and
the Brigham and Women’s Hospital now report that the benefits of fish consumption are even more
spectacular for women.  Their just completed study involved 79,839 female nurses who were between the
ages of 34 and 59 years at the start of the study in 1980.  After 14 years of follow-up a total of 574 strokes
had occurred in the group.  Most of the strokes (303) were ischemic (caused by a blood clot).  There were
also 181 hemorrhagic strokes (caused by a ruptured artery) and 90 strokes of undetermined origin.

After adjusting for age, smoking and other cardiovascular risk factors the researchers concluded that
women who ate fish once a week lowered their risk of having a stroke of any kind by 22% and those who
consumed fish 5 or more times per week reduced their risk by 52%.  They ascribe the protective effect of
fish consumption to the commensurate intake of fish oils (omega-3 fatty acids).  They estimate that
women whose intake of fish oils is 0.5 gram/day or more have a 30% lower risk of suffering a stroke than
do women whose intake is below 0.1 gram/day.  There was no evidence that women with a high fish or
fish oil consumption have an increased risk of hemorrhagic stroke.  The researchers believe that the
protective effects of fish oils are due to their ability to inhibit platelet aggregation, lower blood viscosity,
suppress the formation of leukotrienes, reduce fibrinogen levels, and reduce blood pressure levels and
insulin resistance.  They also note that the beneficial effects of fish consumption were substantially more
pronounced among women who did not take aspirin on a regular basis[29].

Fish oil can be a double-edged sword though.  Some fish like swordfish, tuna, shark, king mackerel, and
red snapper can have mercury levels exceeding the current US standard of 1.0 ppm.  Many more species
exceed the New Zealand limit of 0.5 ppm.  Salmon usually has very low levels of mercury.  If you plan on
supplementing with fish oil it is a good idea to ask the manufacturer to certify the maximum level of
mercury found in their product and obtain a statement that they use molecular distillation to remove
impurities from their product.  I asked Pronova, a major Norwegian producer of fish oils, for certification.
They stated that their fish oils are molecular distilled and are certified to contain less than 0.1 ppm of
mercury (10 times lower than the allowable limit).  The actual mercury content of their products is even
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lower at 0.01 ppm or less.  Pronova oils are used in the manufacture of such brands as Coromega,
Omacor and Pikasol.

Ginkgo Biloba
Ginkgo biloba increases blood flow to the brain and inhibits platelet activation and adhesion.  Animal
experiments have shown that it materially reduces the extent of damage if an ischemic stroke does
happen[30,31].  Ginkgo biloba may interact with aspirin and warfarin to increase bleeding tendency so
should not be taken together with these medications[32].

Folic Acid
A high blood level of homocysteine doubles the risk of suffering an ischemic stroke.  Homocysteine levels
can be safely and effectively lowered by supplementing with folic acid and vitamins B6 and B12[2,3].

Lifestyle and Diet
Smokers have more than twice the risk of having a stroke than do non-smokers so it you are a smoker
you can reduce your stroke risk by 50% by quitting[33].  Doctors at a Birmingham hospital have
concluded that lifelong exercise provides a very significant protection against stroke.  People who had
been involved in vigorous exercise (running, swimming, cycling, playing tennis or squash) between the
ages of 15 and 40 were found to have a 5 times lower risk of suffering a stroke than had people who had
never done any vigorous exercise[34].  Medical doctors at the Boston University School of Medicine have
found that older men who maintain a medium level of physical activity reduce their risk of having a stroke
by more than 50%[35].

Habitual tea drinking provides strong protection against suffering a stroke.  This is the major finding of a
study published by the Dutch National Institute of Public Health and Environmental Protection.  An
analysis of dietary data showed that men who consumed more than 4.7 cups of tea per day had a 69%
lower risk of having a stroke than did men who drank 2.6 cups per day or less.  The Dutch researchers
believe that the protective effect of black tea is due to its high content of flavonoids (mainly quercetin).
They calculate that en with a daily flavonoids intake of 28.6 mg or more have a 73% lower risk of suffering
a stroke than do men with a lower intake (less than 18.3 mg/day).  The researchers have previously
reported that a high intake of flavonoids also protects elderly men against coronary heart disease.  A high
intake of beta-carotene from vegetables and the consumption of solid fruits (e.g. apples) also showed
some association with a lower stroke risk, but not enough to be statistically significant[36].

Should you use alternative methods rather than conventional ones (aspirin and warfarin) for stroke
protection?  The choice is entirely yours.  At least you now know that you do have options.

This is it for this edition of The AFIB Report.  In the next issue we will carry on with our review of
supplements of particular benefit for lone afibbers.
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