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There has been much talk over the years about the 
epidemic of diabetes, and few deny it is a huge health 
problem worldwide. Data recently released by the US 
Centers for Disease Control and Prevention (CDC) and 
just published in a report (BMJ Open Diabetes Research 
& Care. 2018, Benoit, SR et al). The data has been 
collected yearly from 1980 to 2017 and is based on self-

declared presence of diabetes. The researchers present a graph of incidence 
which is flat from 1980 to about 1990 where after if rises linearly to a 
maximum in about 2017, after which there is a linear decline. The early 
plateau has an incidence of 4 per 1000 persons per year, the peak incidence 
is 8, and by 2017 is down to 6. These numbers come from age-adjusted data. 
Prevalence shows the same first two features and numbers but there is no 
decline after 2009. There is a strong age dependence in the prevalence 
trend. It is almost flat for ages 18-44, shows a more modest peak for 45-64 
years, and increases in prominence for 65-79. 
 
Thus the interesting question, given the validity (absence of serious 
confounding) of the data, what has happened? The authors claim that the 
trends in incidence are consistent with those diabetes risk factors, including 
intake of added sugar, sugar-sweetened beverages, total calories, and 
physical inactivity, which peaked in the mid-2000s and either plateaued or 
decreased thereafter. While not mentioned, in the period after the mid-2000s, 
there was an increased abandonment of the low-fat high-carbohydrate diet 
dogma as the path to health and a slow growth in interest in diets low enough 
in carbohydrates for some to qualify as ketogenic. However, the prevalence 
of obesity in the US does not correlate with the diabetes prevalence and in 
fact more or less has constantly increased in adults from 2000 to 2013. As 
discussed recently in IHN, the connection between obesity and diabetes is 
complex (September 2018). 
 
Correlations in trends do not prove cause, and in fact it is unclear why the 
peaking and subsequent declined of diabetes prevalence has occurred. 
Nevertheless, at least a fraction of the US population is doing something 
important in this context. The authors discuss a number of potential 
confounding factors including changes in the quantitative definition of the 
diabetes threshold and the limitations of the method of collecting the data by 
self-reported response to surveys, and concluded that the evidence that the 
peak and decline in incidence are quite probably real. The decline occurred 
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over about 9 years with a uniform method of collecting data. There is also an 
independent data collecting organization, the Behavioral Risk Factor 
Surveillance System which has provided confirming data.  
 
It is interesting that over the period 1995-99 to 2010-15 mortality from 
vascular, non-vascular and non-cancer causes have been declining in both 
individuals with and without diabetes. However, this is a complex subject 
beyond the scope of this editorial. Nevertheless the combined death rates 
were much greater for diabetics (non-diabetics 11 to 9 vs. 24 to 16 per 1000 
people per year for diabetics). This is also from the CDC (Lancet, 2019, 
Gregg, EW et al). The report concludes that the results confirm the large 
excess of deaths due to having diabetes across diverse causes and reflects 
the multi-organ effects of the disease.  
 
Wishing you and your family good health, 
 

William R. Ware, PhD, Editor 

 

 

 
 
 

 
 
 
 
 

CARDIOVASCULAR DISEASE RISK, AGE, AND CORONARY ARTERY 
CALCIUM SCORE 

 
The generally accepted  guidelines for the prevention of cardiovascular disease (CVD) 
proclaim that a 10-year risk of atherosclerosis associated with acute cardiovascular 
events of > 7.5% is the threshold for considering treatment, generally cholesterol 
lowering.  Some would wonder why it is not rounded off to 8% since a difference of 
0.5% probably is much smaller than the uncertainty of the calculation. The number is 
generally derived from the use of an online or cell phone app calculator into which the 
physician inputs age, gender, race/ethnicity, total and HDL cholesterol, systolic blood 
pressure, presence or absence of smoking, family history of CVD, diabetes, and the use 
of blood pressure or lipid lowering drugs. There are a number of calculators online but a 
favorite appears to be one developed by a group carrying the flag proclaiming ties with 
the American Heart Association and the American College of Cardiology (AHA/ACC). 
First proposed in 2013 and roundly criticized as overestimating risk by a significant 
amount, a revised version appeared in 2018 which admitted overestimation.1,2 
(available at https://sanjaybasu.shinyapps.io/ascvd/). The 2013 calculator pops up with 
a statin recommendation when one crosses the 7.5%. The higher the risk, the more 
aggressive the recommended statin treatment.   

Highlights 
Coenzyme Q10 and heart disease – An update       p. 6 
A simple and effective way to detoxify                      p. 9                      

https://sanjaybasu.shinyapps.io/ascvd/


International Health News                                                     June 2019                                                    Page 3  

If we use the 2018 version for a set of assumed input risk factors, we can calculate the 
age when one crosses the 7.5% 10-year risk threshold for acute atherosclerosis related 
heart events. Therefore, let’s assume the issue is a healthy individual with normal total 
and HDL cholesterol (180 and 55 mg/dL), systolic blood pressure of 130 mm Hg which 
most would consider normal, and select a white or Caucasian individual who does not 
smoke, does not have a family history of CVD, diabetes, or take blood pressure or 
cholesterol lowering drugs. Then by trial and error we can calculate the age at which the 
dark cloud of unacceptable CVD risk as defined above finally descends for no other 
reason than age. The age for men is about 66 and for women 77. In other words, once 
one crosses the age threshold it is time, according to guidelines, to start worrying about 
your 10-year risk of a heart attack or stroke since it is now becoming significant, even if 
all the traditional risk factors are normal. In addition, for each additional year of age, the 
cloud gets darker and more threatening. For men it reaches 13.1% by age 75 and 
17.4% by 80. For women, at 80 it is 10.8%. For many years the threshold for concern 
was a 10-year risk of 10%. 
 
There is another calculator we can use based on the ongoing Multi Ethnic Study of 
Atherosclerosis (MESA) which is also online and offers the option of inputting the results 
of a coronary artery calcified plaque score (CACS).  Assume the conventional risk 
factors used above and assume an age of 75 for a male or female. The selected age for 
the male puts him over the 7.5% threshold if the CACS is unknown. The most recent 
MESA calculator was used.3 The results are given in the table below. 
 
It is clear from this table that for fixed conventional risk factors reflecting low risk, and 
fixed age, the 10-year risk of cardiac adverse events increases dramatically with the 
plaque burden, and that CACS = 0 implies a very low risk. Once CACS is >0, then both 
it and the conventional risk factors play a role in calculated risk. 
 
 
 
 
 
   
 
 
 
 
 
 
 
 
 
 
 
Note that if the CACS was unknown, a calculated risk of 8.9 % implied a CACS of 100 
for men and close to 25 for women.  The main point of this little table is that plaque 

CORONARY CALCIUM 
SCORE 

Agaston units 

MALE 10-YEAR RISK 
OF ACUTE CVD 

EVENT 

FEMALE 10-YEAR 
RISK OF ACUTE CVD 

EVENT  

NOT KNOWN 8.9% 4.3% 

0 2.6% 1.7% 

25 6.2% 4.2% 

50 7.5% 5.0% 

75 8.3% 5.6% 

100 8.9% 6.0% 

150 9.9% 6.7% 

200 10.7% 7.2%. 

300 11.9% 8.1% 

400 12.8% 8.7% 
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burden is one of the most important risk factors and is normally not measured and thus 
omitted in the vast majority of risk calculations. Note that it has been repeatedly 
observed, when various diverse populations are examined, that approximately 50% 
have a zero calcium score independent of traditional risk factors, and this includes 
those with inherited (familial) hypercholesteremia where the arteries have been exposed 
to elevated cholesterol levels on average for many decades and yet half never develop 
atherosclerosis. Think about that. Worldwide millions are spent on statins by individuals 
that have essentially zero risk, and lifelong lipid lowering recommended because the 
risk estimation did not take into account the critical factor.  Good, to put it mildly, for the 
industry; bad for the patient.  
   
Thus if the degree of atherosclerosis is unknown the MESA calculator appears to 
assume about a score of 50 for our 75 year old man in order to reach the proposed 
7.5% threshold of significant concern associated with an CVD acute event risks. For a 
75 year-old woman the table indicates that a very high plaque burden is needed to 
reach the magic 7.5% hard event threshold for considering drug treatment.  
 
The MESA calculator does not accept ages less than 45, but there is accumulating 
evidence that coronary plaques exist in the age group 32 to 46 years and a 15- year 
follow-up study of a group with a mean age of 40 found significant baseline CACS and 
highly undesirable progression in some members of the study group.4 Thus a case can 
be made for a calcium scan at younger ages than should now be considered a desirable 
screening action. As discussed in the last issue of IHN, there are a number of non-drug 
actions that have the power to significantly reduce coronary plaque. 
 
Thus it seems clear that unless the CACS has been measured, the calculation of the 
10-year risk is highly uncertain, in fact unknown.  However, if a patient were to say this 
after their physician presents the results of using an online calculator, the comment 
might produce considerable annoyance or hostility. If the 2013 calculator was used, the 
risk is even more unknown because this popular calculator is now admitted to have 
serious overestimation but is still widely used. All one has to remember is that these 
calculators are averages over large populations even if the patient’s input parameters 
are matched by the calculator to personalize them. If a critical and highly variable factor 
is omitted and a population average CACS is automatically used, overtreatment with 
associated dangers is almost assured. Thus a more personal and precise 10-year risk 
of acute coronary events requires one have a CT scan to measure coronary calcified 
plaque burden.  
 
The CACS has been related to what is called the arterial age which can be compared to 
the biological age.5 It turns out that this depends mostly on the plaque burden and is 
independent of age, gender, and conventional risk factors. Thus if one knows their 
calcium score, they can get a personalized estimation related to event risk, the amount 
the arterial age exceeds their biological age. The coronary calcium score implied by 
arterial age is shown in the table below according to the paper cited above.  If the 
arterial age is above the biological age, this is clearly a bad sign, but if it is considerably 
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below, if one uses the arterial age in a calculator, is will produce a lower risk. 
Incidentally, most calculators require an age of 45 or greater, and some now go to 80.  
  

ARTERIAL AGE 
(Years) 

CORONARY ARTERY 
CALCIUM SCORE 

40 0 

50 10 

60 20 

70 80 

75 200 

80 400 

 
The benefits and limitations of having a calcium scan include greatly reducing the event 
risk estimation uncertainty, relieving worry for those with elevated risk from standard 
calculators that is nonsense, and to neutralize the fear of a heart attack in those with a 
family history of CHD if the resultant score is zero. The downside is that a score of zero 
may cause an individual to either abandon a heart-healthy lifestyle or continue to pursue 
a heart-unhealthy one. Another downside is that elevated coronary calcium may prompt 
a recommendation for an invasive examination of the coronary plaque and in high 
burden cases, identification of places where a stent should be inserted or coronary 
bypass suggested, even in asymptomatic individuals. These invasive procedures carry 
risk of morbidity and mortality, in some cases quite high, and make the risk/benefit 
evaluation difficult. A zero calcium score should not inspire ignoring established risk 
factors such as elevated blood pressure, smoking, being overweight, diabetic, and 
following a sedentary lifestyle. These are modifiable. If the individual who gets a zero 
score is on statins, it can be argued that they can come off. The wisdom of this can be 
checked using the MESA calculator and including the CACS. This will give some idea of 
the impact of the zero score on a risk elevated by high conventional risk factors. If a 
significantly elevated 10-year risk is found when the calcium score in included in the 
calculation, then a benefit might be an incentive to take action outside of mainstream 
guidelines to reduce risk. The decision to follow recommendations based on guidelines 
is one each person should make on the basis of their risk/benefit analysis, but this is 
challenging, especially in the absence of absolute risk reduction data and a coronary 
calcium score. Note the risk calculators all give absolute 10-year event risks.  
 
Links to the latest Calculators: 
 
MESA3:  https://www.mesa-nhlbi.org/MESACHDRisk/MesaRiskScore/RiskScore.aspx  
AHA/ACC2: https://sanjaybasu.shinyapps.io/ascvd/  
MESA arterial age: https://www.mesa-nhlbi.org/calcium/arterialage.aspx  

 
 

 
 
 

https://www.mesa-nhlbi.org/MESACHDRisk/MesaRiskScore/RiskScore.aspx
https://sanjaybasu.shinyapps.io/ascvd/
https://www.mesa-nhlbi.org/calcium/arterialage.aspx
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COENZYME Q-10 AND HEART DISEASE. AN UPDATE AND SOME 
SENSATIONAL NEW RESULTS 

 
Coenzyme Q-10 (also called ubiquinone or ubiquinol) is an important factor in the 
body’s energy production system and is found in high concentrations in heart muscle 
cell mitochondria. The physiological and clinical benefits of Q-10 include the potential to 
reduce atherosclerosis and inflammatory burden, decrease cardiovascular mortality risk, 
improve heart function and reduce hospitalization for those with heart failure or prevent 
or reverse heart failure.6 Therefore it is important for health.  It is synthesized in the 
body, called endogenous production. The pathway for this is the one which is inhibited 
by statins and thus statins can cause a deficiency. In fact, it was long ago suggested 
that statins are implicated in heart failure, but there is no agreement on this issue. This 
may be due to too low doses or low bioavailability or both. Humans also get Q-10 from 
foods. Highest amounts are found in organ meats such as liver and heart and also in 
beef, pork, chicken and fatty fish.  
 
Endogenous production declines with age. This problem may be aggravated by statins, 
especially since they are most heavily used among older individuals. Supplementation 
can correct deficiencies but there are bioavailability problems. In addition, Q-10 in the 
body exists in both its oxidized form (ubiquinone) and it’s reduced form (ubiquinol) and 
oral ubiquinol generally produces a significantly higher blood level. However, the 
manner in which either form is formulated can have a significant impact on achieved 
blood levels. Supplements should be taken with food to take advantage of the fat 
generally present since Q-10 has very low solubility in water. Bioavailability and blood 
levels are an important issue in studies where Q-10 is tested for effectiveness on heart 
failure or acute heart events, but historically this was ignored and thus there are many 
studies with negative results that can be attributed to inadequate blood levels. In 1999 
cardiologist Peter Langsjoen suggested that a threshold for cardiac benefit for Q-10 
supplementation was a blood level of 3.5 μg/mL.7 
 
One of the serious problems with clinical studies that examine Q-10 issues and 
supplementation is that the blood levels achieved are very important and depend on 
both the dose, the form (the quinone or quinol) and how it is packaged in the capsule. 
Q-10 is water insoluble but is dissolved in fat and carried by LDL cholesterol. Absorption 
and appearance in the blood also depends on the individual patient. Thus informative 
studies should include baseline and treated blood levels and this is lacking in many 
cases. In 2008 Langsjoen and Langsjoen reported a small study of seven patients with 
NYHA class IV heart failure where the baseline blood levels of Q-10 ranged from 0.9 to 
2.0 μg/mL and the on-treatment levels from 5.1 to 9.3 with the patient starting at 0.9 
achieving only 2.6 μg/mL.8 Dramatic changes in the ejection function, a measure of 
heart function, and NYHA HF class was decreased by one to 3 classes. This is shown 
in the table below. 
 
The average dose of ubiquinol was 450 mg/day but for some even 900 mg/day failed to 
put them above a blood level of 3.5 μg/mL. Patients failing to obtain enhanced levels 
were switched from ubiquinone to ubiquinol to achieve higher blood levels. The subjects 
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achieving levels greater than 3.5 μg/mL and large changes in ejection fraction, all went 
from Class IV to either Class I or II which, from the point of view of quality of life, is 
highly significant. 
 
Class I is asymptomatic, those with class II exhibit fatigue or breathlessness on 
exertion, for III the impact of heart failure results in trouble completing  everyday 
activities and class IV includes  very unfavorable changes in ejection fraction (EF) and 
for the most severe, with shortness of breath even at rest. Thus for those who achieved 
an IV to II or I change, this was a “big deal” in terms of quality of life. However, this was 
a small exploratory trial, a significant limitation. The following table provides the results 
of this “proof of principle” study.8 
 
 

CASE # INITIAL 
Q-10 
μg/ml 

FINAL 
Q-10 
μg/ml 

INITIAL 
EF 
% 

FINAL 
EF 
% 

INITIAL 
HF 

CLASS 

FINAL 
HF 

CLASS 

MONTHS 

1 2.0 9.3 15 60 IV I 20 

2 0.9 2.6 35 50 IV III 3 

3 1.5 8.9 10 10 IV III 12 

4 1.7 5.1 35 60 IV I 10 

5 1.5 5.6 30 55 IV II 9 

6 2.0 5,7 10 20 IV III 10 

7 1.6 6.5 22 9 IV II 10 

 
Serious interest in conducting clinical trials that were more consistent with the growing 
demand for adequately powered, randomized, even double blinded trials dealing with 
the question of the role of Q-10 and cardiovascular disease and heart failure appear to 
date back to 2003 in Sweden. There was also recognition that selenium might play a 
key role since several studies associated selenium deficiency with the risk of 
cardiovascular adverse events. 
 
A 2014 study involving 420 patients with chronic heart failure used a bioavailable Q-10 
[ubiquinone] at 300 mg/d in three doses and found on average blood levels of 3.5 μg/mL 
or about 3 times baseline values. The age range was 63 ± 12 years. Over 2 years the 
absolute reduction of worsening heart failure requiring hospitalization, cardiovascular 
death, need for implants or urgent heart transplant was 17%. Absolute reduction of risk 
of all-cause mortality was 10%. While these endpoints overlap poorly with those in the 
above table, the general effectiveness of Q-10 is similar.9  
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ABSOLUTE RISK REDUCTION FOR CARDIOVASCULAR MORTALITY11 
 

BASELINE COMORBIDITY 5 YEARS 10 YEARS 12 YEARS SOURCE 

NOT STRATIFIED 6.7% 18% 17% TABLE 4 

ISCHEMIC HEART DISEASE 10% 20% 18% K-M 

T2 DIABETES 11% 23% 20% K-M 

HYPERTENSION 9% 15% 18% K-M 

HEART FAILURE NYHA III 20% 27% - K-M 

 
In 2013 and 2018 two randomized double-blind placebo controlled Swedish trials (Q-
SYMBIO) reported with some remarkable results for the treatment and prevention of 
fatal and non-fatal cardiovascular events including heart failure.10,11 The first reported on 
the effect of Q10 on morbidity and mortality in chronic heart failure whereas the 2018 
report looked at the long-term reduced cardiovascular mortality. These trials also 
combined Q-10 and selenium supplementation and were remarkable for a follow-up of 
12 years, i.e. about 8 years after the treatment stopped. The patients were maintained 
on the standard heart failure medications (e.g. antihypertensives, statins) throughout the 
study as was the case in the Q-10 (Pharma Nord, 100 mg twice a day) and selenium 
(200 μg/day). The subjects were quite elderly (mean age 78) and while the endpoint 
was mortality, the cohort was also stratified according to comorbidities. The subjects 
were at baseline healthy and numbered 443, the number randomized into the treated 
and placebo groups. 
 
The results of the 2018 study are summarized in the table. The mortality risk reductions 
based on events are absolute and were obtained from a table in the paper or from the 
set of Kaplan-Meier survival plots covering 12 years. The plots presented event-free 
survival both for the Q-10-Se treatment group and the placebo group. As readers of IHN 
will probably recognize, the absolute results are very large indeed compared to what 
one sees from modern pharmaceutical trials.  
 
Aside from the impressive effects of this intervention, the remarkable if not unique result 
is that the subjects continued to show superior and in fact increasing benefit compared 
to the placebo group after the end of the formal trial. The treatment impact was not 
durable over 8 years after trial end, and was seen in all the subgroups stratified by 
comorbidities. The term “robust effect” seen so often in study reports when the absolute 
reductions are 3% or less is in this study really appropriate. The researchers attempt to 
deal with this anomaly but seem to have trouble. The physiologically beneficial effects of 
Q-1- and selenium related to reduced oxidative stress, anti-inflammatory effects, 
improvement in blood vessel function were mentioned but  how the beneficial effects 
could last an additional 8 years seems to remain a mystery. One explanation they offer 
for selenium is that the selenium supplement contained selenomethionine which might 
have been incorporated into permanent but unspecified selenium pools with long-term 
benefit.  
 
One simple explanation they discuss is that after the trial end, the treated group 
continued to independently supplement presuming they knew the results and this might 
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have occurred in the placebo group, but the difference in risk seen in the two groups 
increased between 4-5 years and 10 years. They offer as a hypothesis that the 
durability of the intervention involves effects of treatment that caused permanent 
(irreversible) structural changes that preceded cardiovascular events. If this is indeed 
true, it would be a most sensational achievement for a pair of over-the-counter 
supplements and should inspire some fundamental research, especially when the pillar 
of cardiovascular prevention, the statins, and the very new and historically remarkably 
expensive LDL-targeted lowering drugs produce, by comparison, only a small 
percentage benefit. Furthermore, the smallest effects of statins, including no effect, are 
on mortality. Another issue is raised by this study and that is the age range of 
effectiveness since this cohort was elderly. How much research results from recognition 
of these results depends on non-Big Pharma financial support so it is hard to be 
optimistic, given the inbred disenchantment of mainstream medicine with over-the-
counter supplements. 
 
The Pharma Nord Bio-Quinone 100 mg capsules used in latest three studies is 
available from Amazon but is very expensive. It is also the ubiquinone not the ubiquinol. 
Vendors such as Life Extension sell what they call Super Coenzyme Q-10 which might 
be as effective. The probability of source comparison studies, even just for blood levels, 
is unlikely. The 2008 study discussed above used ubiquinol and achieved at high doses 
higher blood levels than the Pharma Nord product according to the data in the studies 
that used it the Swedish product.9,10 
 
The 2018 paper is published in PLOS One, a high impact journal, and is open access. 
Google the first author in the citation11 along with 2018 and it will probably be at the top 
with full pdf text.  
 
 

A SIMPLE AND EFFECTIVE WAY TO DETOXIFY 
 

Detoxification is a popular topic with lots of advice, plans, and supplements being 
recommended on the internet. It appears generally agreed that environmental toxin 
exposure occurs mainly by diet unless one is involved in farming or lives adjacent to 
sprayed farms. The other significant source is in the home and is from personal care 
products, cleaning chemicals, pest sprays and outgassing of carpets, furniture, drapes 
and construction materials. The newer the house, the bigger the problem. Many of 
these household toxins are found in the household dust, a significant concern for young 
children who spend considerable time on the floor.  
 
As was mentioned recently in IHN, a modern agricultural practice involves spraying with 
glyphosate (Round Up®) a few weeks prior to harvesting such crops as wheat and oats 
results in a dry (dead) crop which makes them easier to mechanically harvest. Some 
residue must be retained by the grains and ends up in the food supply. Low exposure to 
glyphosate is generally regarded as safe by some governments but there are vocal 
scientists who challenge this. The same is true of numerous toxins with various origins 
which end up in food. In Ontario, Canada, the Liquor Control Board (the main liquor 
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vendor) runs tests for common agricultural related toxic chemicals before accepting 
wine as organic. Realistic (long-term with levels at the maximum allowable) studies 
concerning human safety appear to be impossible. Who is going to volunteer and how 
about children and pregnant women? There is no way this will happen except for 
subjects recruited to have had involuntary exposure.  Equivalence between humans and 
a variety of mammals in response to toxins has never been proven. Therefore only 
avoidance and detoxification are realistic options.  
 
Toxins are stored temporarily for highly variable amounts of time prior to elimination and 
fat-soluble toxins collect in fatty tissue. Some must be rendered water soluble for 
excretion. If toxin intake is on average constant, then a so-called steady state is 
reached where a certain fraction is eliminated. Increase intake and the excretion should 
increase and vice versa. Thus decreasing input should cause detoxification. 
Approximately half of domestic and imported food contains detectable pesticide 
residues according to US government reports. Thus the hypothesis that switching to an 
organic diet is an attractive detoxification tactic. This of course ignores other sources of 
pesticides contact with which can also be reduced.  
 
The organic diet approach was tested on children 2 to 5 years of age and reported by 
Oates et al in 2014. Over just 7 days urinary metabolites of pesticides were reduced by 
83%.12 This of course raised the question of applicability to adults. This study was 
reviewed in the July 2014 IHN.  
 
Hyland et al13 in a paper we will be discussing cite seven studies that examined organic 
diets for detoxification which included adults, and included insecticides, herbicides, 
fungicides and their metabolites in urine. Eighteen were searched for by Hyland et al 
who examined eight studies that reported beneficial detoxification.  
 
The approach was to use levels found by analysis in first morning void samples of urine. 
Analysis included both the parent toxins and their metabolites. Sixteen participants were 
recruited from four racially and racially diverse families in the US (7 adults, 6 children). 
The participants were on organic foods for six days. The food was provided free of 
charge and meals were prepared with all-organic food by a licensed chef or caterer and 
delivered to the participants by research assistants. Fourteen excreted pesticides and 
pesticide metabolites were detected in all of the study participants’ urine.  Percentage 
reductions found after six days on the organic diet ranged from 10.7% to 87.6%.When 
the pesticides were stratified into three classes, the percentage reductions changes 
were 26%, 84% and 70%, with children and adults showing similar percentage changes. 
Pesticides or their metabolites included the herbicide 2,4-D, organophosphates, 
parathyroid insecticides and the currently most used chemical neonicotinoid, the 
compound accused of bee colony deaths.  
 
Exposure to pesticides has been associated with increased risk of adverse health 
effects. Included are cognitive scores, behavioral and attention problems in children, 
asthma, impacts on the reproductive and endocrine systems and cancer. Large 
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involuntary exposures occur among famers and those living near sprayed farms, and 
provided an opportunity for human studies which would otherwise be impossible.   
Of course, food is not the only source of toxins that end up in the body. There is so-
called safe drinking water, personal care items, cleaning chemicals, and household air 
pollution from building construction, and furnishing materials. This is an incomplete list 
since man-made toxic chemicals are pervasive. The organic dietary approach simply 
reduces the input and results in a pronounced decrease in body burden over a 
remarkable short time period. However reducing input is an obvious approach which 
can be applied to all the major sources of toxins we encounter daily. However it must be 
more complex than simply molecules diffusing from regions of high concentrations to 
those that are low and somehow being caught up in the metabolic or excretion 
processes, although that is a physically attractive view. In some cases this is indeed 
what happens and the driving force is well understood, but biological systems can bind 
toxins and make them more easily excreted.  In general, if there is some chemical one 
stops eating, then the body eventually appears to get rid of what is there. However, 
strong binding is what makes blood tests relatively uninformative and highlights the 
power of looking at increasing excretion, even just in urine. 
 
It would be remiss not to mention that sweating during a sauna can produced similar, 
well-documented results. A lot of work has gone into the analysis of toxins in sweat 
during a sauna and confirms this effect. See IHN, March 2014. Perhaps a combination 
of regular saunas and an organic diet are a very powerful detoxifying protocol, including 
the elimination of the most dangerous heavy metals, cadmium and mercury. However 
the saunas must produce sweat which should be removed with a shower at the end of 
the session.  
 
There are too many toxins in the diet for targeted detoxification, and the number is 
increasing yearly. Mercury, which would be a well-justified target, is also removed with 
sauna sweat. Mercury removal is a complex subject which will be covered in a later 
newsletter.    
 
Unfortunately, long-term studies where the diets are definitely real organic food and 
certainty exists concerning adherence to organic are probably not feasible. All of the 
published studies make it clear that natural detoxification is clearly occurring with 
dramatic decreases in body burden of a large number of toxic substances in just a short 
period. This should be sufficient evidence to encourage a strong emphasis on organic 
foods. With adherence to the organic diet, removal should continue until a steady-state 
is reached and the resultant levels would probably be dramatically lower than at the 
start. The type of food is being ignored, but foods high in garlic will target mercury. 
Mercury toxicity and reduction will be discussed in a future issued.  
 
Detoxification when the source is household toxins is obviously not addressed by 
organic diet and is a separate subject. This detoxification problem was discussed in the 
March 2014 IHN and will be updated shortly with emphasis on sweating. 
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