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In the July-August 2017 IHN there was a long article on 
what constitutes a healthy diet. Readers may have been 
surprised as to the reliance on and length of the Do Not 
Eat Or Drink list which was central to the development of 
a potentially healthy diet. Some may have thought, surely 
it can’t be that bad. In fact, the list understates the real 
problem, namely that the magnitude and nature of the risk 

is in fact unknown and the US is moving away from any sensible remedy. 
While figures vary with the source, the number of chemicals banned in the EU 
exceeds 1000. A list is available but useless for the consumer by virtue of its 
length and chemical names. Comparison with the US is difficult. For 
chemicals in cosmetics, it is estimated to be 11 vs. 1300. Food lists highlight 
6 or 7 vs. an unknown but very large number. In fact, the US numbers are 
almost completely hidden.  
 
In the US the Food and Drug Administration (FDA) is responsible for the 
safety of thousands of substances added to food, consumer goods like 
textiles, beauty products and personal care items and those that enter the 
food supply via agriculture. Chemicals that are approved are “Generally 
Regarded As Safe” or GRAS. The word “generally” is important. In a 2016 
survey by Consumer Reports it was found that 77% of respondents believed 
that GRAS means the FDA has evaluated the ingredient and considers it safe 
and 66% believed that the agency monitors GRAS ingredients. Neither 
statement is true. Mythology is alive and well. In 1997 the FDA introduced a 
new rule for GRAS that allowed companies to decide for themselves which 
chemicals qualify for GRAS and report this to the FDA but made that 
voluntary. In 2016 the FDA made this system permanent in the face of 
criticism from many sources including the Government Accountability office 
and the Center for Food Safety. Suggested changes were not included in the 
final rule. The safety of chemical exposure to which US citizens and those of 
any country to which the US exports that does not have strict rules is 
unknown or kept secret. The countries of Europe and especially the EU has 
been noteworthy by taking a totally different and highly conservative 
approach and when any question at all exists, play it safe and ban. This has 
actually had an impact on US companies that export foods and other 
products used by humans and even given to animals. The EU bans have the 
potential to erode the bottom line, but it does not appear to be a concern in 
the US. Cheating must occur but when exposed can be expensive to the 
company involved.   



International Health News                                September 2017                                                   Page 2 

An interesting twist to the story involves the marketing advantage that may 
come from promoting an item free from an apparent toxin. This implies that 
the companies or restaurant chains recognize that the information is out there 
and spreading. This is actually happening with increasing frequency. There 
are a limited number of mechanisms. The social media is probably the most 
important, followed by Google. The mainstream media is not going to offend 
Big Chemical, Big Food or Big Agriculture. 
  
To return to the issue of the Do Not Eat Or Drink list, it merely reflects the 
near hopeless toxic saturation described above. In addition, it does not 
include toxins in modern kitchen utensils. One can spend endless hours 
reading, translating, and researching what they find on labels and make 
choices that are still bad due to “What Is Generally Regarded As Secret,” the 
new name for GRAS introduced in a report by the Natural Resourced 
Defense Council. Thus the solution—stay away from anything that can be 
suspected of having added chemicals, place your faith in “organic”, “contains 
only natural substances” etc. and keep your fingers crossed. Deception 
appears to be central to many successful business models. This defense 
action applies to the vast majority of items in the supermarket, including not 
only food but also personal care, cleaning and cosmetic items. Take note of 
the fact that Kaiser Permanente, the well-known US health care provider, 
recently decided not to purchase any office furnishings that contain flame-
retardants. I have a friend who has a list of 10 acquaintances who have 
recently had miscarriages. The one thing they have in common is moving into 
a newly built home shortly before becoming pregnant. The suspects are new 
carpets, new drapes, new building materials, and probably some new 
furniture including mattresses, a significant source of flame retardant 
exposure. There is no escape from the toxic world described as modern 
civilization aside from comprehensive avoidance. Better things for better living 
through chemistry, a DuPont slogan used from 1935 to 1982, should go down 
as historically one of the biggest and most dangerous of myths.  
 
Wishing you and your family good health, 
 
William R. Ware, PhD, Editor 
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UPDATE ON VITAMIN D 
 

Does your doctor regularly measure 
your vitamin D status (blood 25-
hydroxyvitamin D)? Your serum ferritin? 
Your B12? In this piece we will 
concentrate on vitamin D, but the reader 
is referred to the December 2016 issue 
where the importance of knowing blood 
test numbers is discussed (Know Your 
Numbers). Many are infrequently 
measured or only in response to 
symptoms rather than with prevention in 
mind.  
 
It is not uncommon to read the advice 
that one gets enough vitamin D from 
food and the sun. Look up the vitamin D 
content of foods to see how small it is 
compared to current thinking of optimum 
daily intake. Furthermore, the ignorance 
of the variation of sunlight effectiveness 
in generating vitamin and in terms of 
season and latitude is widespread. 
Inducing fear of sunlight is a major 
occupation of dermatologists and 
associated true believers. Sunscreen 
can also decrease significantly the 
generation of vitamin D in the skin.  
 
A study just published examined the 
association of serum vitamin D in a 
group of US general obstetrical patients 
in an urban medical center with preterm 
birth risk.1 Vitamin D status was 
measured as the 25-hydroxyvitamin D 
level (25(OH)D). Preterm birth was 
defined as delivery of a live infant at < 
37 weeks of gestation. Analysis included 
consideration of confounding including 
recurrent preterm delivery and as well 
both spontaneous and medically 
indicated delivery.  
 
It was found that the gestational age 
was strongly correlated with vitamin D 

status. Women with a 25(OH)D ≥ 40 
ng/mL had a 62 % lower risk of preterm 
birth as compared to those with levels 
≤20 ng/mL. This lower risk remained 
after adjusting for socioeconomic 
variables. Risk reductions were seen for 
both spontaneous preterm births and 
those that were medically indicated. 
Race, ethnicity, and prior preterm birth 
did not change this result significantly. 
When women with 25(OH)D ≤40 ng/mL 
raised the level to ≥40 ng/mL 
determined in a follow-up test, the risks 
were 60% lower in the higher group, i.e. 
consistent with the above results. The 
paper mentions that the US Institute of 
Medicine recommends a satisfactory 
level of 20 ng/mL for pregnant women.  
 
One might justifiably say, if vitamin D is 
so beneficial, show me the data. We 
have reached the point where even just 
an adequate job providing this would 
require a full-length book. In the past 
years there have been over 20,000 
scientific papers on Vitamin D published 
in the peer-reviewed literature! However, 
a list of possible chapters indicating 
areas of concern might suffice:  
  

•     Dry eye and macular 
degeneration 

•     Autoimmune diseases 
•     Neurodegenerative diseases 

including multiple sclerosis 
•     Gastrointestinal diseases and 

associated cancers 
•     Inflammatory rheumatic 

diseases 
•     Neurological diseases 
•     Lupus 
•     Depression 
•     Complications of pregnancy 
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•     Cancer 
•     Fractures, falls and dental 

health 
•     Diabetes 
•     All-cause mortality. 

 
It is hard to think of any other 
intervention than maintaining good 
vitamin D status that impacts so many 
health issues. In addition, accomplishing 
this is easy. Just have your physician 
order a 25-hydroxyvitamin D assay in 
the mid-summer and mid-winter. 
Medical scientists who have spent 
several decades studying vitamin D 
suggest maintaining 40 to 60 ng/mL 
year round levels either by sun exposure 
or supplementation or both depending 
on   altitude.  
 
Critics claim supplementation to achieve 
maximum levels now recommended is 
risky. However, the officially 
recommended maximum keeps 
changing and now appears in some 
jurisdictions to be 2000 IU/day. 
However, many vitamin D researchers 
recommend 4000 to 5000 IU to achieve 
serum levels of around 60 ng/mL. 
Vitamin D is of course involved in the 
body’s metabolism and use of calcium 
and there is a potential for very high 
levels of vitamin D intake along with high 
calcium to cause problems. Dr. Mercola 
in his July 31, 2017 newsletter has 
pointed out that one needs to establish a 
balance between vitamin D, magnesium, 
calcium and vitamin K and that the latter 
is critical. But there are many health 
benefits to be derived from having an 
adequate vitamin K level.2 Many 
individuals are deficient,3 and it may be 
difficult to get enough from food sources 
to balance high daily intakes of vitamin 
D, magnesium and calcium. Foods rich 
in vitamin K are green leafy vegetables 

(e.g. kale), Natto (fermented soy), 
scallions, Brussels sprouts, cabbage, 
broccoli, dairy (fermented), prunes, and 
cucumbers. Most are missing from the 
modern Western diet. There are two 
forms, K1 and K2. The body normally 
converts some K1 into K2, but 
unfortunately statins inhibit this process. 
A commonly recommended ratio of 
magnesium to calcium is 3:1 with the 
calcium from food. 
 
Like vitamin D, a whole book is required 
to deal with the health benefits of 
adequate magnesium and in fact a 
number already exist (see Amazon). 
Some experts suggest increasing the 
magnesium intake until evidence of 
diarrhea appears and then back off 
somewhat. Vitamin K is available as a 
supplement and should contain both 
forms, K1 and K2. A typical dose used in 
studies is of the order of 500 
micrograms/day.   
 
The conventional recommended daily 
intake of vitamin D is 600-800 IU/day, 
but this is based on a mathematical 
mistake when the guideline was 
developed a number of years ago and 
never corrected, in spite of several 
papers pointing out the error.4 Experts 
suggest the number should typically be 
4000-5000 IU/day if one is depending on 
supplements. In the summer one can 
easily have vitamin D generation 
considerably in excess of this even with 
partial body sun exposure. Interestingly, 
the body has a control mechanism to 
avoid developing excessive levels of 
25(OH)D from the sun. Also, never 
forget,  according to most theories, we 
evolved living where there was lots of 
UV in the sunlight and where we had 
high levels of vitamin D throughout the 
year, independent of skin color. Now 
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millions live where little vitamin D is 
generated from sunlight exposure in the 
winter due to the latitude and the tilt of 
the earth which increases dramatically 
the UV filtering by the atmosphere. 
Furthermore, some almost never go 
outside, especially the elderly.   
 
When sunlight is recommended, it 
immediately calls to mind the 
mainstream position, always use 
sunscreen, and minimize exposure to 
sunlight in order to avoid skin cancer.  
This is not a simple issue. Skin cancers 
other than melanoma are not particularly 
dangerous since they do not spread 
(metastasize) and are easily removed. 
The connection between light exposure 
and malignant melanoma is much more 
complex than generally realized with 
many lesions appearing in unexposed 
areas of the body and for example, not 
generally in the exposed areas for 
outside workers. However, avoiding 
acute sunburn and intense short 

exposure appears to have evidence 
backing. There is also evidence that 
some sunlight exposure protects from 
melanoma, the data coming from the 
study of outside workers. In fact, at this 
point, sun and UV exposure seems to 
be an open issue needing much more 
research.5,6 Given the role of sunlight 
(UV light) in vitamin D synthesis and that 
this is the natural way to do to obtain 
this vitamin, the blanket condemnation 
of any sun exposure without sunscreen 
by the dermatology community appears 
not to be firmly evidence based.  
 
It has been argued that there may be a 
difference between sunlight and 
supplements since there may be other 
beneficial effects of UV light absorbed 
by the skin which at this point are poorly 
understood. After all, supplements have 
only been used for this purpose in what 
amounts to a moment in our evolution 
and migration to higher latitudes over 
time required adaption.   

 
  

HPV VACCINE – EFFICACY AND SAFETY 
 

In 2006 Merck achieved approval for the 
vaccine Gardasil against human 
papilloma viral (HPV) infection, the 
infection which can lead to cervical 
cancer. The rationale was cancer 
prevention and this has been the central 
focus in marketing the vaccine. Initially 
targeted for four strains (quadrivalent), 
over subsequent years the number of 
strains was increased to 9 and a second 
pharmaceutical company introduced a 
quadrivalent vaccine (Cervarix). The 
original vaccine was approved in 2006 
for both genders, age 9 to 26. It is being 
pushed as mandatory in most states in 
US but with very limited success.7 
Neither vaccine is capable of clearing 

existing infections or preventing the 
progression of cervical lesions to 
invasive cancer.  
 
Cervical cancer incidence and mortality 
is very low in many developed countries 
and the incidence increases with age.8 
One reason is that the Pap screening 
test picks up precancerous lesions 
which are very successfully treated, 
effectively preventing invasive cervical 
cancer. In the US the incidence per 
100,000 females ranges from 0.15 for 
15-19 years of age to 14.2 for 25-39 
years.8 These low rates can be put in 
perspective by estimating the number 
needed to treat (vaccinate) to prevent 



International Health News                                           September 2017                                                           Page 6  

one cervical cancer case, the declared 
objective of the intervention. Ideally we 
would calculate this from trials from 
which we knew the number of cancer 
cases in the intervention and control 
group. However, the trials do not use 
cancer cases as endpoints since this is 
impossible. The cancer itself can take 
years to develop. Instead, surrogate 
endpoints of a pre-cancerous cervical 
lesions are used which are frequently 
transitory and spontaneously resolve. 
The simple solution for estimating the 
minimum number needed to vaccinate 
to prevent one cancer case is to assume 
that the vaccine is 100% effective. In 
addition, use the population incident rate 
of cancer as the control, since most of 
the US population is unvaccinated. 
Assuming 100% efficacy thus yields the 
best-case result. Since the disease 
takes time to develop after the viral 
infection occurs, it is perhaps most 
meaningful to simply look at the number 
needed to treat to prevent one case 
using the incidence within the group 15-
39 years of age. This is 23,000 over a 
year since the annual rate is 4.3 per 
100,000. This number needed to treat is 
so large that it does not make much 
difference if it is an approximation. 
Cervical cancer is rare enough that even 
if a vaccine is 100% effective, the 
number needed to treat will be huge, 
something that every biostatistician 
knows very well.   
  
The vaccine is intended to prevent 
cervical cancer, but it really only 
prevents HPV infection and pre-
cancerous lesions. It does not follow that 
one always leads to the other. Clinical 
trials have not shown that this vaccine 
has actually prevented a single cancer 
case.9 All that is known is that it can 
prevent some pre-cancerous lesions 

(cervical intraepithelial neoplasia or CIN, 
grade 2 and 3) known to be associated 
most strongly with two of the viral 
genotypes (HPV-16 and HPV-18). The 
vaccine targets these types along with 
other genotypes, the number depending 
on the stage of evolution of the vaccine 
design. What is significant is that for 
example, the majority of HPV infections 
or the precancerous lesions (90% by 
some estimates) are harmless, self-
limiting, and spontaneously resolve 
within 2 years. While HPV (especially 
types 16 and 18) are a necessary causal 
factor in approximately 70% of cervical 
cancer cases, they are not a sufficient 
cause.10 This also illustrates that the 
clinical study endpoints are not 
particularly satisfactory.   
 
Given the negligible absolute vaccine 
benefit (huge numbers needed to treat 
estimated to prevent one case of 
cancer) we need to examine the 
adverse reactions which have been 
reported for Gardasil. Unfortunately, the 
safety of this and probably most 
vaccines is unknown. This is a near 
impossible task. There are only three 
sources. One is industry-sponsored 
studies which among other things, use 
for placebos aluminum containing 
injections or even other vaccines in 
randomized controlled studies. Yet 
aluminum is considered one of the 
agents in vaccines capable of producing 
adverse results.11 Industry also has a 
strong conflict of interest and a strong 
incentive to minimize reported adverse 
reactions. Non-industry studies of side 
effects are very limited. The third source 
is voluntary reporting agencies. In the 
US it is the Vaccine Adverse Event 
Reporting System (VAERS), but the 
fraction of adverse events reported is 
voluntary, unknown and repeatedly 
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estimated by single digit percentages. 
Professional care providers are 
conditioned to respond to adverse 
reactions simply by stating what they 
sincerely believe—it could not have 
been from the vaccine. There have of 
course been rare but well publicized 
withdrawal of drugs from the market 
after a flood of reports, but the adverse 
effects were too prevalent and serious to 
ignore. 
 
Tomljenovic and Shaw for example 
compare adverse events attributed to 
HPV vaccines reported to VAERS with 
all other vaccine reports to this 
system.12 For serious, fatal, life-
threatening, events prolonged 
hospitalization, permanent disability, and 
visits to an emergency room, HPV 
vaccines exceeded by 53% to 82% 
those from all other vaccines of any type 
combined over the period June 2006 to 
September 2012. The way the system is 
set up, there seems no way to put this 
information in a more enlightening 
perspective. Furthermore, when the data 
collected by a number of countries that 
attempt to track adverse events are 
compared, the results are quite 
consistent.13   
 
Recently a few papers have appeared in 
the medical literature which discusses 
specific adverse side effects. For 
example, autoimmune adverse events,14 
systemic lupus erythematosus,15 small 
fiber neuropathy and dysautonomia 
(autonomic nervous system 
dysfunction),16 orthostatic intolerance 
and postural tachycardia (rapid heart 
rate),17 damage to the autonomic 
nervous system,16,18 headaches, 
dizziness, fatigue, limb pain, limb 
weakness, cold legs, menstrual 
disturbances, gait disturbances, 

decreased memory, poor concentration 
and difficulty learning,19 premature 
ovulation insufficiency20 and 
autoimmune related ovarian failure.21 
Some adverse effects result in 
permanent disability, an alarming 
possibility. It is important to recognize 
that the adverse reactions discussed 
above should be weighed against an 
intervention for a rare disorder with large 
numbers needed to treat to prevent one 
case of cervical cancer which makes 
them unacceptable. However, it is 
difficult to make a quantitative risk 
benefit analysis with numbers needed to 
harm for one dose. The reader’s 
attention is directed to a new book 
Miller’s Review of Critical Vaccine 
Studies by N. Z. Miller which 
summarized over 400 important 
scientific papers regarding vaccine 
issues.22 
 
The standard screening tool for cervical 
cancer has been the so-called Pap test, 
started in late teenage or early 
adulthood and repeated frequently 
throughout life. When positive it 
generally reflects the presence of cells 
suggesting pre-cancer and indicates the 
need for more investigation. It is not a 
test which includes looking for HPV virus 
although the virus is probably present. 
Positive evidence of pre-cervical cancer 
generally results in a simple procedure 
to remove the implicated tissue from the 
cervical surface. This has a high 
success rate.  
 
In a recent review, Wilyman has 
addressed the issue of the questionable 
assumptions behind the introduction of 
this vaccine.10 
 

1.    HPV is viewed as an 
independent cause of cervical 
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cancer but the necessity of co-
factors falsifies the independent 
aspect. Environmental and 
lifestyle factors are known to 
impact the global incidence and 
mortality of cervical cancer and in 
fact there is a lack of correlation 
between HPV-18 and HPV-16 
and cervical cancer mortality. The 
majority of vaccinated women are 
being exposed to the risk of the 
vaccine without actually being at 
risk for this type of cancer.  

2.    Pre-cancerous lesions in young 
women are used as a cervical 
cancer surrogate. To carry out 
trials a surrogate is needed since 
the lag time between the infection 
and the development of cancer 
can be 10 to 30 years. The 
majority of pre-cancerous lesions 
used as surrogate endpoints will 
regress naturally and do not lead 
to cancer later in life, making it an 
inadequate surrogate for how 
much cervical cancer can be 
prevented by a given vaccine.  

3.   The duration of effectiveness of 
the vaccines on the market is 
unknown. Therefore the length of 
prevention, if present due to the 
coexistence of essential cofactors 
is unknown. 

4.   The genotypes covered by the 
vaccine. At least 15 genotypes of 
HPV have been identified, and at 
present only up to 9 are covered 
in existing vaccines. Thus it is 
generally recommended that all 
women continue to have regular 
Pap screening. It is easy to 
assume that once vaccinated 
there is no residual risk, which is 
rarely true for any vaccine. Pap 

screening is considered to be 
almost 100% effective in 
preventing cervical cancer and is 
virtually risk free and 
inexpensive.10  

 
What conclusions are appropriate? A 
group of five medical scientists from 
Canada, Australia, and the US address 
this issue with a set of questions which 
they regard as requiring answers from 
anyone promoting HPV vaccination as a 
way to reduce the burden of cervical 
cancer.9 

 
1.   Since the existing vaccines have 

not been shown to prevent any 
cervical cancers, how can they be 
promoted as doing this? 
Surrogate endpoints of CIN grade 
2 and 3 are inadequate since 
they do not represent diagnosed 
cervical cancer. 

2.   The majority of HPV infections 
and a large proportion of the 
precancerous lesions found in the 
vaccine trials clear spontaneously 
without any treatment and thus 
how can these lesions be a 
satisfactory measure of cancer 
later in life.  

3.   How can clinical trials accurately 
estimate the risk of adverse 
events if they are 
methodologically biased to 
produce false negatives?13 

4.   How can medical regulatory 
agencies make accurate 
estimates of the actual frequency 
of adverse vaccine reactions 
based on a passive monitoring 
system notorious for failing to 
capture the majority of events? 
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5.   How can one obtain a realistic 
measure of adverse reactions 
when the natural professional 
reaction is a priori dismissal as 
unrelated to the vaccination? 

6.   Why is it not revealed to 
prospective recipients of the 
vaccine that prior exposure to 
targeted and non-targeted HPV 
types may cause the vaccine to 
accelerate the progression of 
cervical abnormalities?   

7.   How can informed consent be 
made when neither the efficacy of 
preventing cancer nor the 
probability of adverse side effects 
and their nature is known? 
Risk/benefit analysis is not 
possible. However, the risk based 
on unvaccinated incidence, is 
extremely small.  

8.   Should medical health regulators 
and authorities make policy 
recommendations and decisions 
to recommend vaccination 
without both efficacy and safety 
evidence generated independent 
of the vaccine manufacturers? 
Indeed, the bar should be very 
high for legislated mandatory 
vaccination for entry to some 
grade in school, especially if 
there is no waiver mechanism.  

In both men and women, the HPV is 
associated with other cancers. For 
women these are vagina, vulva, anus, 

rectum and oropharynx and for men 
penis, anus, rectum and oropharynx. 
With exception of oropharynx in men, all 
are much less common than cervical 
cancer. Data concerning the number of 
cases per year is available on the US 
CDC website. The low incidence means 
that the number needed to vaccinate to 
prevent one case is even larger than 
that calculated for cervical cancer. In 
addition, the same concerns apply with 
regard to adverse side effects. The 
recommendation to vaccinate all 
children before they become sexually 
active or at some arbitrary age would be 
acceptable if there were no side effects, 
but the risk of doing considerably more 
harm than good exists and the 
probability is totally unknown. This 
renders such decisions difficult. 
Furthermore, action indicated when 
precancerous lesions are found and 
screening for some sites may be less 
effective than for cervical cancer and 
may have serious complications. 
However, these considerations are 
modified if vaccination is restricted to 
identified, high-risk individuals. Since 
these would be identified by mostly by 
lifestyle, this is not easy.    
 
Free full-text copies in pdf format of 
three important papers cited9,10,13 are 
available on Google. Just search with 
the first author name, “HPV” and the 
article date.  

 
 

INSULIN HELPS MANAGE DIABETES, BUT CURE TYPE 2? 
 
A number of years ago the UK 
Prospective Diabetes Study had already 
demonstrated that the deterioration of 
insulin secretion from the pancreas in 

answer to blood glucose levels begins 
years before the individual shows any 
clinical symptoms of type 2 diabetes 
mellitus (T2DM). This is viewed as a 
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deterioration of beta-cell function. T2DM 
is a relentlessly progressive disease 
preceded by prediabetes. As the beta 
cell function declines, oral anti-
hyperglycemic drugs become less and 
less effective and eventually in order to 
“manage” blood glucose levels, insulin is 
necessary. Thus it has been usual 
practice for many years to follow this 
sequence, frequently starting with 
metformin. Usually advice on diet and 
exercise accompany the oral drug 
treatment. However, there is an ongoing 
debate as to the ideal diet.  
 
Since hyperglycemia itself may to have 
a deleterious effect on beta-cell function, 
it was suggested by Llkova et al as early 
as 1997 that there might be merit is 
using insulin as the initial treatment 
rather than as a last resort.23 Another 
view commonly held is that providing 
exogenous insulin gives the pancreas 
and the beta cells “a rest.” Llkova et al 
actually conducted a study of 13 newly 
diagnosed diabetic patients, used 
continuous subcutaneous insulin 
infusion (CSII) for 2 weeks, and 
observed the results. In 69% of the 
patients remission was observed which 
lasted 26 months without medication. 
Later studies used either CSII or a 
single daily injection of long-acting (24 
hrs) insulin (e.g. glargine). Both were 
found equally effective.24 These studies 
also found that early insulin 
monotherapy for a short period (2-4 
weeks or until a fasting blood glucose 
target was achieved, resulted in similar 
results to the 1997 study with 
percentages remaining in remission of 
45% to 56% and durations of 
observation of remission ranging from 1 
to 4 years.25-27 In the cited studies, no 
therapeutic action aside from dietary 
advice was taken once the insulin was 

stopped. Two studies are reviewed to 
provide a better picture. 
  
The 2008 study by Weng et al25  
showed that excellent glycemic control 
in most patients could be successfully 
achieved in 8 ± 5 days with either 
continuous infusion or a one-a-day shot 
of slow release insulin. Patients started 
with a mean fasting glucose of 11.2 ± 
3.1 mmol/L and insulin treatment was 
continued only for 2 weeks after 
reaching the target goals (fasting blood 
glucose of 6 .1 mmol/L and a value of < 
8.0 mmol/L r 2 hours after each meal). 
Multiply numbers in mmol/L by 18 to get 
mg/dL. For those reaching these 
glycemic targets, both fasting and post-
meal blood glucose levels rapidly 
corrected to near normal ranges and 
HbA1c was greatly improved. The acute 
or Phase 1 insulin response, a measure 
of beta-cell function, greatly improved as 
wells as insulin sensitivity. In addition, 
42% achieved more than a 1-year 
remission with only subsequent diet 
control and exercise. Remission was 
defined as being at or below the above 
glycemic goals. 
   
Kramer et al27 reported in 2016 on a 
study which examined the predictors of 
sustained drug-free remission lasting 4 
years following short-term intensive 
insulin therapy in early T2DM. They 
found that patients who achieved this 
remission had better baseline beta cell 
function but the key determinant was 
early intervention, particularly within the 
first two years of diagnosis. At 4 years, 
those in remission had a fasting glucose 
of 5.7 mmol/L and an HbA1c of 6.0%, 
i.e. essentially cured.   
 
Patients with T2DM typically experience 
substantial excursions of blood glucose 
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after meals and the single shot insulin 
therapy described above may not 
normalize the HbA1c. Thus even if the 
therapeutic insulin dose has been 
established, it may be necessary to add 
additional insulin with meals. Clearly, 
this approach to putting T2DM into 
remission must be done under close 
supervision from one’s physician, but it 
must be appreciated that this approach 
involves insulin therapy for only a few 
weeks.  
 
Diabetes and prediabetes are 
distinguished by a rather arbitrary 
estimation of glucose metabolism and it 
seems reasonable that short-term 
insulin therapy might also put 
prediabetes in remission, i.e. no longer 
prediabetic. This therapy appears to 
work best when the intervention is early 
in the development and progression of 
the disease. A study is underway which 
will address this issue but has not 
reported yet.28 
 
One study showed that early insulin 
therapy was effective for obese 
individuals, but has no impact on 
weight.27 Thus once one is in remission 
but obese, significant weight reduction 
appears to be a good move to retain the 
benefits of the insulin therapy. Low-
carbohydrate diets and especially diets 
low in glucose and refined starches are 
known to be beneficial in reducing 
weight and the risk of prediabetes 
progressing to diabetes and can have a 
significant impact on impaired fasting 
glucose and impaired glucose 
metabolism. It is also the centerpiece in 
one recommended protocol for going 
from obese to overweight and then 
normal weight, as discussed in the 
Research Review in the August 2017 
issue of IHN.  

Finally, since the issue is curing 
diabetes, i.e. putting it in remission, the 
New Castle Diet involving 8 weeks of a 
600-700 calorie diet is an alternative. 
This dietary approach was introduced 
and discussed in the July and December 
2015 issues of IHN. Some would prefer 
giving themselves one injection of 
insulin a day for 2 weeks along with 
careful monitoring for dangerously low 
blood glucose rather than 8 weeks of a 
semi-starvation diet although those who 
have tried the diet do not report 
dissatisfaction.  
  
A recent review of therapies for T2DM 
discusses the inadequate control 
achieved with many diabetics using the 
standard guidelines for management of 
elevated blood glucose.29 They include 
a discussion of insulin monotherapy as 
discussed above and the merits of 
adding pre-meal insulin to the long 
lasting one-a-day shot if necessary to 
achieve satisfactory HbA1c results. It 
appears that only about 50% of T2DM 
patients respond to insulin monotherapy 
and achieve remission. The authors 
have a larger view and take into account 
those who do not favorably respond to 
either the insulin therapy or the 
conventional protocol. They view early 
insulin therapy as important in general 
and discuss adding a glucagon-like 
peptide-1 receptor agonist if necessary 
to obtain good glycemic control until 
remission is achieved.  
 
One of the challenges associated with 
dealing with the diabetes crisis is that a 
significant number of diabetics are in 
fact undiagnosed or if diagnosed choose 
to ignore the problem. The early use of 
insulin implies early diagnosis. Routine 
blood work associated with a check-up 
may not be done under fasting 
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circumstances, especially since 
cholesterol measurements do not 
appear to significantly impacted, Fasting 
blood glucose goes unmeasured, the 
casual measurement depends to how 
long since the last meal and what was in 
the meal which seems to render it rather 
uninformative. This leaves HbA1c which 

should be on everybody’s list they take 
to the blood lab since it does not require 
fasting and provides insight into glucose 
metabolism. An elevated value would 
normally be followed by a 2–hour 
glucose tolerance test. 
   

 
 

REFERENCES 
 

 1. McDonnell SL, Baggerly KA, Baggerly CA et al. Maternal 25(OH)D concentrations 
>/=40 ng/mL associated with 60% lower preterm birth risk among general 
obstetrical patients at an urban medical center. PLoS One 2017;12:e0180483. 

 2. Campbell AW. Vitamin K2 in the Prevention of Cardiovascular Diseases and 
Diabetes. Altern Ther Health Med 2017;23:8-10. 

 3. Theuwissen E, Magdeleyns EJ, Braam LA et al. Vitamin K status in healthy 
volunteers. Food Funct 2014;5:229-234. 

 4. Veugelers PJ, Ekwaru JP. A statistical error in the estimation of the recommended 
dietary allowance for vitamin D. Nutrients 2014;6:4472-4475. 

 5. Bataille V. Sun exposure, sunbeds and sunscreens and melanoma. What are the 
controversies? Curr Oncol Rep 2013;15:526-532. 

 6. Armstrong BK, Cust AE. Sun exposure and skin cancer, and the puzzle of 
cutaneous melanoma: A perspective on Fears et al. Mathematical models of age 
and ultraviolet effects on the incidence of skin cancer among whites in the United 
States. American Journal of Epidemiology 1977; 105: 420-427. Cancer Epidemiol 
2017;48:147-156. 

 7. Keim-Malpass J, Mitchell EM, DeGuzman PB, Stoler MH, Kennedy C. Legislative 
activity related to the human papillomavirus (HPV) vaccine in the United States 
(2006-2015): a need for evidence-based policy. Risk Manag Healthc Policy 
2017;10:29-32. 

 8. Benard VB, Watson M, Castle PE, Saraiya M. Cervical carcinoma rates among 
young females in the United States. Obstet Gynecol 2012;120:1117-1123. 

 9. Tomljenovic L, Wilyman J, Vanamee E, Bark T, Shaw CA. HPV vaccines and 
cancer prevention, science versus activism. Infect Agent Cancer 2013;8:6. 

 10. Wilyman J. HPV vaccination programs have not been shown to be cost-effective in 
countries with comprehensive Pap screening and surgery. Infect Agent Cancer 
2013;8:21. 

 11. Tomljenovic L, Shaw CA. Aluminum vaccine adjuvants: are they safe? Curr Med 
Chem 2011;18:2630-2637. 

 12. Tomljenovic L, Shaw CA. Too fast or not too fast: the FDA's approval of Merck's 
HPV vaccine Gardasil. J Law Med Ethics 2012;40:673-681. 

 13. Tomljenovic L, Shaw CA. Human papillomavirus (HPV) vaccine policy and 
evidence-based medicine: are they at odds? Ann Med 2013;45:182-193. 



International Health News                                           September 2017                                                           Page 13  

 14. Geier DA, Geier MR. A case-control study of quadrivalent human papillomavirus 
vaccine-associated autoimmune adverse events. Clin Rheumatol 2015;34:1225-
1231. 

 15. Gatto M, Agmon-Levin N, Soriano A et al. Human papillomavirus vaccine and 
systemic lupus erythematosus. Clin Rheumatol 2013;32:1301-1307. 

 16. Martinez-Lavin M. Hypothesis: Human papillomavirus vaccination syndrome--small 
fiber neuropathy and dysautonomia could be its underlying pathogenesis. Clin 
Rheumatol 2015;34:1165-1169. 

 17. Brinth LS, Pors K, Theibel AC, Mehlsen J. Orthostatic intolerance and postural 
tachycardia syndrome as suspected adverse effects of vaccination against human 
papilloma virus. Vaccine 2015;33:2602-2605. 

 18. Brinth L, Theibel AC, Pors K, Mehlsen J. Suspected side effects to the quadrivalent 
human papilloma vaccine. Dan Med J 2015;62:A5064. 

 19. Kinoshita T, Abe RT, Hineno A, Tsunekawa K, Nakane S, Ikeda S. Peripheral 
sympathetic nerve dysfunction in adolescent Japanese girls following immunization 
with the human papillomavirus vaccine. Intern Med 2014;53:2185-2200. 

 20. Little DT, Ward HR. Adolescent Premature Ovarian Insufficiency Following Human 
Papillomavirus Vaccination: A Case Series Seen in General Practice. J Investig 
Med High Impact Case Rep 2014;2:2324709614556129. 

 21. Colafrancesco S, Perricone C, Tomljenovic L, Shoenfeld Y. Human papilloma virus 
vaccine and primary ovarian failure: another facet of the autoimmune/inflammatory 
syndrome induced by adjuvants. Am J Reprod Immunol 2013;70:309-316. 

 22. Miller N. Miller's Review of Critical Vaccine Studies. Santa Fe New Mexico: New 
Atlantean Press, 2015. 

 23. Ilkova H, Glaser B, Tunckale A, Bagriacik N, Cerasi E. Induction of long-term 
glycemic control in newly diagnosed type 2 diabetic patients by transient intensive 
insulin treatment. Diabetes Care 1997;20:1353-1356. 

 24. Zeng L, Lu H, Deng H, Mu P, Li X, Wang M. Noninferiority effects on glycemic 
control and beta-cell function improvement in newly diagnosed type 2 diabetes 
patients: basal insulin monotherapy versus continuous subcutaneous insulin 
infusion treatment. Diabetes Technol Ther 2012;14:35-42. 

 25. Weng J, Li Y, Xu W et al. Effect of intensive insulin therapy on beta-cell function 
and glycaemic control in patients with newly diagnosed type 2 diabetes: a 
multicentre randomised parallel-group trial. Lancet 2008;371:1753-1760. 

 26. Xu W, Li YB, Deng WP, Hao YT, Weng JP. Remission of hyperglycemia following 
intensive insulin therapy in newly diagnosed type 2 diabetic patients: a long-term 
follow-up study. Chin Med J (Engl) 2009;122:2554-2559. 

 27. Kramer CK, Zinman B, Choi H, Retnakaran R. Predictors of sustained drug-free 
diabetes remission over 48 weeks following short-term intensive insulin therapy in 
early type 2 diabetes. BMJ Open Diabetes Res Care 2016;4:e000270. 

 28. Restoring Insulin Secretion (RISE): design of studies of beta-cell preservation in 
prediabetes and early type 2 diabetes across the life span. Diabetes Care 
2014;37:780-788. 

 29. Owens DR, Monnier L, Barnett AH. Future challenges and therapeutic 
opportunities in type 2 diabetes: Changing the paradigm of current therapy. 
Diabetes Obes Metab 2017. 



International Health News                                           September 2017                                                           Page 14  

RESEARCH REVIEW 
 

OBESITY  
THE DOCTOR’S DILEMMA 

 
William R. Ware, Ph.D. 

 
“In most countries, current interventions and policies have failed to stop 
increases in overweight and obesity, resulting in the need for more 
effective and affordable preventive and management options. Advice to 
eat less and exercise more, or to count and limit calorie intake, seem 
reasonable, but has not been effective in reversing the obesity epidemic. 
The struggle to find the best diet for weight management has largely 
failed.” American Journal of Clinical Nutrition1 

 
 
INTRODUCTION 

 
Obesity has become one of the central health problems of the developed world. 

The reason is the association of obesity and a number of chronic diseases which carry 
significant mortality and morbidity. Diabetes and the metabolic syndrome are perfect 
examples. Life expectancy appears now to be declining after decades of steady 
increase, and is particularly notable where modern eating patterns and the popularity of 
processed or over-processed food have become popular.2  Pediatric obesity is on the 
rise and should worry anyone, unless their powers of imagination are impaired. Not only 
are we headed for a huge health crisis, but it will be accompanied by a disaster 
concerning the financing of health care. Thus obesity appears to be a timely, important 
topic to investigate in some detail. 

 
HISTORY AND PERSPECTIVE 

 
Sit on a bench in a busy mall and watch the people go by. To keep it simple, 

concentrate on men and estimate the number that have abdominal obesity, a so-called 
beer belly, excessive body fat above the now lowered belt. The results will astound you, 
especially if the patrons are 50 or older. Visit an all-you-can-eat restaurant and observe 
the percentage of overweight and obese patrons. These are characteristics of many 
over 50-60 years. In the US there has been a dramatic increase in the prevalence of 
obesity (defined as a body mass index of ≥ 30 (BMI, weight in kg divided by height in 
meters squared. See online calculators). For the age group 20-74, in 1960 the 
prevalence was 14%. By 2016, obesity jumped to 37%. The increase started in earnest 
about 1980 when the prevalence was only about 17%. However, obesity has been a 
problem for many centuries but not severe, and just in the past decade or so appears to 
be an epidemic. Furthermore, the approach that became popular to reverse obesity 
between 1870 and 1950 was very similar to that being proposed today by those who do 
not agree with the conventional wisdom summarized by Eat Less and Move More, or 
Fat Makes You Fat. 
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 This leads us to the story of William Banting (no relation to the discoverer of 
insulin), a rather famous member of a London family of undertakers who were in fact the 
official funeral directors for the royal household. In 1862 at age 66 he had a BMI of 34 
and obesity impacted his quality of life. To avoid excessive stress on his joints, he went 
downstairs facing backwards. His hearing and sight were declining and his occupational 
activities became more and more painful. Consultations with highly regarded 
practitioners and following their advice proved useless. Current fads such as Turkish 
baths also failed to help. 

 
 It was in this year that his own doctor, upon returning from a meeting in Paris, 

described an intervention which today we would call a diet severely restricted in rapidly 
digested carbohydrates such as bread, sugar, and potatoes. In addition Champagne, 
port wine, butter, and beer were forbidden. These all had been the main components of 
his diet. The basic idea had earlier been promoted in France by Anthelme Brillat-
Savarin in a book on the physiology of gout. Banting adopted the new diet, had three 
meals plus tea and a light snack and a light snack before bed, but totally avoided these 
foods. His main meals were breakfast and what we now call lunch. The ordeal of 
change was softened by consuming well over a bottle a day of claret, what today is 
called a dry red Bordeaux wine. He claims to have enjoyed 6-8 hours of sleep each 
night. A year later, his weight had gone from 202 lbs. to 156 lbs. and his waist measure 
decreased by 12 inches, rendering most of his wardrobe obsolete. At the end of 2 
years, his BMI was 25 (high normal) and weight 150. He managed by sticking to this 
diet to maintain this weight loss. He became famous when he described his results in a 
self-published pamphlet A Letter on Corpulence which sold many copies and was 
updated in a number of editions. By the standards of the time, his reversal of obesity 
was viewed as miraculous and new word entered the English language, to bant or 
banting, which was used to describe following his diet protocol.  

 
Why was beer forbidden? Perhaps the empirical observation that it was more 

fattening than dry wine was the reason. It was probably not known at that time that beer 
contains a significant amount of carbohydrate. Today low-carb dieters are advised to 
avoid it. The term carbohydrate only came into use between 1865 and 1870 but was a 
less restricted term than in modern biochemistry. 

 
It is important to note that Banting’s diet cannot be adequately described as simply 

an example of what today would be a low carbohydrate diet. It was a diet low in 
carefully selected carbohydrates, and low means very close to zero for Banting’s diet. 

  
The diet came to be recommended by a number of practitioners. In a 1951 

textbook coedited by seven prominent British physicians including Raymond Greene, 
brother of the famous novelist, and probably the most influential 20th century British 
endocrinologist was still recommending this diet. For the dietary treatment of obesity the 
foods that were to be avoided were bread and everything made from flour, cereals 
including breakfast cereals and puddings, potatoes and white root vegetables, foods 
containing sugar and all sweets. This was consistent with the advice in the foremost 
early 20th century textbook on medicine by Sir William Osler (Johns Hopkins and then 
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Regius Professor of Medicine at Oxford) which was to reduce starches and sugars. In 
the 1940s and 1950s, similar diets were being promoted by prominent medical schools 
such as Harvard, Cornell, and Stanford.3 Even Dr. Spock held this view for children.  

 
Thus from the late 1800s to the 1950s, generalizations regarding treating 

overweight and obesity had solidified. This was before the demand for evidence based 
on randomized studies had surfaced. Thus the evidence for the fundamental actions, 
eliminate refined starch and sugar, was really anecdotal.  

 
Then a scientist from the University of Minnesota, Ancel Keys, began studying the 

increasing prevalence of heart disease. His research led him to the belief that the major 
cause was dietary fat and related circulating cholesterol, a hypothesis backed by almost 
no evidence but which included the famous Seven Countries Study which yielded a 
correlation between heart disease mortality and fat consumption. Unfortunately, there 
was data from 22 countries available and his correlation has been described as cherry 
picking since including all the data produces considerable scatter in the same graph. 
Nevertheless, many were convinced that the puzzle had been solved. However, 
carbohydrates were now simultaneously viewed as good because they were low fat and 
those commonly eaten with increasing frequency were major sources of refined flour 
and sugar. Proponents of the low-fat approach now emphasized the fattening property 
of fat which had more than twice the calories per gram as compared to carbohydrates. 
At this time the Calories-In/Calories-Out model was starting to blossom and was to 
become central to the thinking about weight gain and obesity, backed by incorrectly 
evoking the First Law of Thermodynamics.4,5 In the late 1970s Senator George 
McGovern, then chairman of the US Senate Select committee on Nutrition and Human 
Needs, decided that Americans needed government direction to protect them from the 
dangers of dietary fat. He convened a tribunal which took the position that dietary fat 
caused heart disease. The result was Dietary Goals for the United States which 
promoted increasing dietary carbohydrates while decreasing fat consumption. There 
was still no evidence. The main focus of Keys was heart disease.  

 
Critics now point to the unintended consequences of the widespread acceptance 

of the low-fat dogma. Included were strongly depressed levels of HDL cholesterol, the 
so-called good cholesterol, elevated triglyceride levels, weight gain, abdominal fattening 
and ultimately the metabolic syndrome, insulin resistance, increased risk of type 2 
diabetes and obesity. Obesity itself is associated with increased risk of cardiovascular 
disease and mortality, death from all causes and decreased life expectancy.6 Today a 
common view is that the diabetes and obesity epidemics are directly related to the low 
fat craze and the failure to acknowledge the metabolic effects of refined carbohydrates 
such as starch (e.g. bread) and sugar. In fact, per capita sugar consumption 
skyrocketed after the 70s and most was hidden in processed and prepared foods. 
Sugar was used to compensate for loss of flavor due to fat reduction.  

 
The food industry eagerly climbed aboard and low-fat or so-called light foods were 

created and actively and successfully marketed as healthy choices, a situation which 
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still exists today. Low fat and therefore high carbohydrate diets are still considered by 
many professionals to be the path to health.  

 
Saturated fat was demonized at the start of the low-fat revolution with no 

satisfactory evidence but considerable pressure from the authorities. Saturated fat was 
found to increase LDL cholesterol levels, albeit very slightly. However, on the low-fat 
diet the characteristics of these particles were changed from innocuous (large fluffy) to 
dangerous (small dense). Yet the elevation of LDL was  key argument that for decades 
has been used and still is as the reason saturated fat is viewed as so deadly. By 1998 a 
number of studies had been published and a meta-analysis conducted which found no 
evidence associated with saturated fat consumption and heart disease or mortality.7 
The experts must have concluded that this was misleading since it contradicted sacred 
dogma and the analysis was ignored. Nevertheless, study after study followed which 
confirmed this observation and finally even the Mayo Clinic Proceedings recently 
published a detailed critique of this failed and false hypothesis.8 This was followed very 
recently by another paper highly critical of the saturated fat-heart disease hyposthesis,9 
which generated a storm of criticism from expert believers and made it to the media, 
including Forbes (April 2017).   

 
Some in mainstream medicine are unwilling to concede defeat much less admit 

the benefits derived from eating saturated fat.8 An American Heart Association 
Presidential Advisory just published still advises replacing saturated fat with other types 
of fat and is still advising limiting saturated fat with a percentage of energy which 
appears to come from nowhere.10 

 
Along with the low-fat craze there has been growing alarm over excessive if not 

hard to believe sugar consumption. Thus over several decades sugar substitutes were 
also an unintended consequence of this movement. These included aspartame which 
when metabolized yields formaldehyde, one of the most toxic substances known to 
man. Some hold this as responsible for the sharp increase in the chronic diseases of 
civilization that occurred simultaneously with the rapidly increasing consumption of this 
synthetic chemical.11  

 
The notion gained popularity that sugar might be fattening and that excessive 

consumption of sugar-sweetened beverages might be responsible for a huge sugar 
intake among the general public. Thus artificial sweeteners also became poplar and 
saccharine, sucralose and aspartame were widely used to sweeten “diet” drinks. The 
irony of this is that these sweeteners induce glucose intolerance (insulin resistance) by 
altering the gut microbiome, significantly neutralizing the benefits of the absence of 
sugar,12 and as mentioned above, aspartame releases methanol which is converted to 
formaldehyde, a very toxic chemical. This latter aspect was discussed in a review in the 
June 2012 IHN and will be updated shortly.  

 
The low fat craze and the acceptance of the new dogma had a significant impact 

on nutritional research and in the process, a great opportunity was lost for decades to 
apply the growing knowledge of nutritional biochemistry to design studies which would 
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have laid down a firm base of evidence for the older and traditional protocols of dealing 
with obesity and overweight. Instead studies concentrated on the new dogma, 
consistently failed, and this was blamed on lack of compliance, not the model. Treating 
elevated cholesterol became a major tool in preventive medicine and a source of vast 
income for Big Pharma. Anyone suggesting a low carbohydrate, high fat diet was 
considered to be a danger to society.  
 
VISCERAL OBESITY OR HIGH WAIST TO HIP RATIO 

 
A high percentage of overweight and obese individuals also have the metabolic 

syndrome, characterized by the presence of some of the following: excessive visceral 
fat (suggested by a large waist to hip ratio--WHR), elevated triglycerides and low HDL 
cholesterol, hypertension and elevated fasting blood sugar levels. Most diabetics exhibit 
the majority of these characteristics. Many are overweight or obese. The metabolic 
syndrome is generally viewed as an insulin resistance disorder. The model discussed 
below for obesity involves insulin resistance with the resultant elevated insulin levels as 
a driving force. The “pot belly” is a significant early warning sign in males. Stand 
sideways in front of a mirror, relax, and observe. For women, much of the fat 
accumulation is below the belt.  

 
The combining of body mass index (BMI) when abnormal and high WHR provides 

a useful predictor of a number of health problems such as insulin resistance, type 2 
diabetes, low HDL cholesterol and small dense LDL particles, cardiovascular disease, 
hypertension, cancer, sleep apnea, and the metabolic syndrome.13 This impressive list 
suggests that part of any evaluation of an individual’s health status should include 
measurements yielding the WHR and the BMI. It appears that the former is rarely 
measured although surely potbellies are at least casually observed as is obesity. The 
point is that these are not benign conditions but are easily ignored because medical 
professionals realize that they are generally unsuccessful in getting patients to do 
anything to correct the problem and following guidelines means recommending 
ineffective interventions. 

 
One problem is that a large waistline is not very reliable in distinguishing between 

visceral adiposity and simply so-called subcutaneous adiposity. This is consistent with 
the common observation that some obese individuals are healthy and exhibit none of 
the other markers of the metabolic syndrome. It has been suggested that elevated 
fasting triglyceride levels combined with an abnormal WHR is a much better predictor of 
visceral adiposity, and fasting triglycerides are available for most patients since it is 
used to calculate LDL which is rarely directly measured. Cut-off values for combining 
waist circumference and triglyceride levels have been suggested. For men, waist < 90 
cm (35.4 inches), triglycerides < 2.0 mmol/L (177 mg/dL), and for women < 85 cm (33.5 
inches), triglycerides <1.5 mmol/L (133 mg/dL). These cut-off values can help 
distinguish visceral from subcutaneous fat and thus health risks associated with the 
former. Thus a low waist circumference coupled with a low triglyceride level suggests 
low risk.13  
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DIET TRIALS 
 

Most diet trials are observational (prospective follow-up) and generate suggestions 
and hypotheses, not proof of cause. Some compare diets. Many diet trials suffer from 
so many faults that it must suffice to simply mention the highlights.  Subjects fail to 
adhere to the requirements of the trial, especially if they require severe limitation of a 
macronutrient or calories. The diets are thus not controlled and to do this in a metabolic 
clinic setting severely limits the number of subjects and duration of the trial. Controls do 
not differ significantly from the intervention group. Trials may be too short to allow for 
the normal metabolic reactions to the changes and adaptation. In longer trials, the 
intervention and comparison groups frequently merge to the same end result. In testing 
a restriction, e.g. carbohydrates or calories, the restriction is frequently too small to 
product a significant test.  

 
Trial results can depend on ethnic backgrounds of subjects, age, menopausal 

status, occupation, social status and education. Correcting for confounding can be 
difficult and require large numbers under study. Researchers may be biased due to the 
high degree of polarized views in this field. Controls may imitate the intervention group 
thinking that if the study has merit, they will benefit and can get away with it. Nutrient 
intake is frequently based on questionnaires with problems which increase with the 
recall time. Food diaries are better but still may not allow for stratification by processed 
vs. non-processed items. Thus diet trial results need careful unbiased reader evaluation 
and generally more than one grain of salt. 

 
There have been an endless number of studies of low carbohydrate vs. low fat 

diets which miss the point that what is important is the nature of the restricted 
carbohydrate.  

 
As Gary Taubes points out in an essay in the British Medical Journal, the history of 

diet trials provides evidence of disturbing  inadequacy and the current standards are  
simply not good enough.4 

 
SEVERAL HYPOTHESES REGARDING CAUSES OF OBESITY 

 
Medical and nutritional scientists appear to think in terms of three hypotheses for 

the development of adult overweight and obesity. Childhood obesity, undeniably a 
serious problem, requires separate discussion and analysis due to the interaction of 
prenatal and postnatal issues. The current hypotheses concerning the causes of adult 
obesity are: 

 
1.    It is all about caloric imbalance, the Calories In/Calories Out view or A Calorie Is 

a Calorie. Related to this is the standard advice—eat less and move more, and 
failure attributed to lack of willpower to follow this advice. This is also called the 
Gluttony and Sloth model of obesity. In fact its failure seems to characterize the 
results of all long-term weight loss diet studies. Weight loss results are common 
that are not significant or durable for the obese, independent of the philosophy 
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regarding macro-nutrient distribution, i.e. low fat, high protein, low carbohydrate, 
plant based, etc. even though the all generally involve some or even significant 
decrease in calories (see Chapter 9 in Dr. Fung’s book14). A 2017 commentary 
from the University of California discusses the obesity pandemic and is based on 
eat less and move more. Attempts to implement this caloric thinking may actually 
increase the probability of progressing to obesity.15 What proponents of this view 
refuse to recognize is that when this approach is applied by counselling patients 
to eat less and exercise more, the intervention is remarkably ineffective.4  
Indeed, only a small proportion of obese in the US report ever maintaining weight 
loss of at least 10% for 1 year.16 This is a dangerously simplistic and flawed 
approach. If all that matters is calories, then while eating less it should not matter 
what is eaten. The Calorie is a Calorie view ignores for example the large 
difference among carbohydrates when one considers their metabolism. 
 
Related to the above view is the notion that fat consumption makes you fat. This 
is a reductionist view focusing on one macronutrient. In the most radical 
application of this notion, one is advised to eat almost no fat of any kind. Fat is 
viewed as creating high energy density in a food simply because it has 9 cal/g 
compared to 4 cal/g for carbohydrates and proteins. Thus the low fat and 
generally high carbohydrate diet approach is favored by many guidelines and is 
also consistent with the dogma that fat should be limited because it causes heart 
disease. Proponents of this view ignore the large number of trials that falsify the 
hypothesis and refuse to acknowledge the potential role of low fat diets in the 
current obesity and diabetes epidemics.  

 
2.   Blame the food industry by cleverly making fattening items that cater to the 

insatiable human appetite. This is done with sugar, fat and salt and rewires the 
brain.17 The desired result is food addiction. This brilliant marketing plan works. 
However, it would be a mistake to underemphasize the role of sugar in obesity 
which has less to do with food addiction and more to do with glucose 
metabolism. 
 

3.   Obesity is considered to be a hormonal disorder driven by insulin and insulin 
resistance and to a lesser degree by leptin resistance. Leptin levels tell one when 
they have eaten enough. Elevated levels of the stress induced hormone cortisol 
are also implicated. Cortisol increases insulin. High levels of insulin promote fat 
storage and make you fat. Insulin levels are directly related more to the nature, 
not the amount of the carbohydrates eaten and as well the body’s level of insulin 
resistance. Thus the term The Insulin-Carbohydrate Hypothesis of Obesity. This 
generates a short and simple Do Not Eat or Drink List based on eliminating foods 
that strongly increase blood sugar and therefore insulin. This notion appears to 
go back long before the obesity epidemic or the details of glucose metabolism 
were understood. It was originally an empirical do not eat list based on 
experience and observation. A famous example discussed above involved the 
English Royal Undertaker, William Banting made use of such a list and 
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eliminated being obese and then overweight. This was in the 1860s. Insulin was 
not discovered until much later. However, the association with certain types of 
food and obesity can be traced back many centuries.  

The first two of these explanations are criticized at length in recent books by medical 
and nutritional scientists who do not agree with them simply because there is no 
evidence of significant benefit. The major objection is falsification by follow-up and 
randomized controlled trials which almost always fail over the full length of the 
trial.3,14,18,19 In some cases the trials are large, famous and the failure spectacular. For 
example the huge NIH sponsored Woman’s Health Initiative Diet Study. All the negative 
results perhaps disturb the believers but many persevere. Obese individuals frequently 
weigh over 200 lbs. Eating less and moving more or reducing fat intake or both may 
produce durable reductions of a few pounds if any after a 3-4 year intervention but  are 
hailed as very encouraging which is merely putting a complete failure in the best light. A 
few pounds are not meaningful. 
 

 Anyone examining the current obesity literature will find that explanations one and 
two are alive and well and have a profound influence on research and guidelines in this 
field.20 Thus while the implied interventions may make a small difference, they do not 
solve the fundamental problem of the obese individual.  

 
 The third explanation is probably a significant component but does not get at root 

causes but rather helps explain the gluttony aspect of the focus on calories. However, if 
one examines the recent medical journal literature, it is clear that cause number 3 is not 
on the mainstream radar. One must turn to a number of recent books by qualified 
physicians and medical researchers who have provided compelling evidence.3,14,17-19,21 
There was no other way to get this complex story across to those who had been 
exposed for decades to the conventional wisdom. However this dogma, especially the 
merits of the low fat diet and the dangers of saturated fat are not going to be abandoned 
without a fight when it has been the basis of many careers and a large number of 
clinical trials. The insulin-carbohydrate hypothesis replaces energy imbalance with 
hormonal imbalance where the hormones are responsible for, among other things, fat 
storage, appetite, and recognition of having eaten enough.  

 
In terms of preventing overweight or obesity starting from a lean state, eating less, 

moving more and reducing fat consumption may for some have a significant beneficial 
effect, but the lean individual is different physiologically in many respects from the 
overweight person or one who is obese. Thus today those living in the modern, so-
called civilized world have the problem of not becoming overweight and if this happens, 
how to reverse it before becoming obese.  

 
Being obese or overweight also carries the enhanced risk of many chronic 

diseases such as diabetes, kidney disease, cancer, Alzheimer’s disease, heart disease 
and other vascular disorders, and visual and hearing problems. Thus it is an epidemic 
meriting concern in terms of public health as well as for the impact on the individuals 
affected. There appears to be no disagreement that the longer one is obese, the more 
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difficult it becomes to lose weight. This is becoming more serious as the threshold age 
for obesity creeps lower to include young children.  

 
CASE FOR ELEVATED INSULIN AND INSULIN RESISTANCE AND THE 

CARBOHYDRATE-INSULIN HYPOTHESIS 
 

The insulin-carbohydrate hypothesis seems to merit the most serious 
consideration since it has significant under laying biological plausibility related to 
fundamental causes. Many general observations point to the major role of insulin. 
Insulin is a fat storage hormone along with being the required facilitator of glucose entry 
into cells. Type 1 diabetics who of necessity take insulin find it fattening. Laboratory 
animals can reproducibly be made fat by merely injecting insulin. Commonly used drugs 
for blood sugar control only have the side effect of increasing weight if they also 
increase insulin. If they do not increase insulin, they are not fattening. There are drugs 
that reduce insulin, and they result in weight loss. This then is the crude observational 
evidence that insulin causes obesity. However high cortisol levels also increases insulin 
and the development of leptin resistance increases intake of foods that may increase 
insulin. 

 
 It also appears that it is insulin that controls not only fat accumulation but also the 

weight set-point to which the brain reacts when weight goes up or down. It is well known 
that one of the reasons diets fail is that as the weigh drops, the point is reached where 
the body fights back and basal metabolism declines, weight loss stops and eventually 
starts to increase again. It appears that targeting insulin eventually resets the weight 
set-point lower and allows continued weight loss, although the mechanism is complex 
and involves more than just insulin. Nevertheless, it is useful to view obesity as a 
disease of hormonal dysfunction and the key hormone is insulin. When a given level of 
insulin fails to facilitate sufficient cellular glucose uptake, it is termed insulin resistance. 
The impact of insulin is magnified since more insulin is called into action. The majority of 
obese individuals have some level of insulin resistance and it is a precursor to diabetes 
and associated with the metabolic syndrome.  

 
WHAT CAUSES INSULIN RESISTANCE? 

 
Thus an interesting question is simply, what causes insulin resistance, defined as 

needing more and more insulin as time goes by to satisfy the need for glucose getting 
into cells? Insulin interacts with receptors on the cell surface to “open the door“for 
glucose transport and ultimate metabolism. Insulin resistance implies a declined 
response to the insulin-receptor interaction. The cells needing glucose then signal for 
more insulin production from the pancreas. 

 
The simplest answer is that those who get insulin resistance eat the wrong type of 

carbohydrate and snack between meals and before bedtime. This maintains a 
continuous albeit fluctuating exposure to elevated insulin levels and thus resistance. 
Snacking keeps insulin levels elevated between meals and during the night. It is 
interesting that traditionally French adults and even older children generally do not 
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snack. Authors even write books like Why Don’t French Women Get Fat? The tradition 
in France is that only the very young snack once a day after school. From the French 
perspective, according to Karen Le Billon, author of French Kids Eat Everything, is that 
hunger between meals is viewed as a good thing and produces good food eaters, 
teaches kids self-control and produces discipline associated with eating. The midday 
meal which replaces the Western dinner was traditionally a family affair, prolonged and 
mixed with discussions and conversation and the adults frequently sipped their wine, 
relaxed and the gourmet heights achieved by the hostess or chef might be discussed. 
This significantly reduces the peak insulin levels associated with the meal.  Thus with a 
small meal in the evening and no snacking, there is a prolonged period of lower insulin 
levels until breakfast. This may be changing as more French become corrupted by the 
Western culture of eating and choice of food.  

 
 A more scientific answer to what causes insulin resistance is provided in detail 

with documentation by Dr. Janson Fung in The Obesity Code, Chapter 10.  If we start 
with the view that insulin resistance is caused by insulin, then the exposure to insulin 
must meet the two conditions for developing physiologic resistance. Whether it is 
resistance to insulin, antibiotics, narcotics, or other drugs, these conditions appear to 
apply. There must be exposure to elevated levels and it must be more or less 
continuous. Humans have many physiologic processes and pathways that are 
potentially susceptible to the development of resistance. However, the exposure is short 
term or pulsed or restricted to certain periods followed by low levels. Otherwise the 
same resistance described above would be expected to occur frequently, and we 
probably would not have survived.  

 
In the case of insulin, the blood levels follow the glucose levels up and down and 

in normal individuals there is a period of low insulin between each meal, and then 
throughout the night if there is no snacking during this period. Insulin resistance 
prolongs the post-meal insulin levels along with the blood glucose levels, providing a 
feedback loop. In cultures that do not eat significant amounts of foods that strongly 
elevate insulin after a meal, insulin resistance is generally not seen. The greater the 
resistance, the greater and longer the insulin exposure. As Fung points out, he can 
make an individual fat by injecting insulin. Also, he can rapidly make someone insulin-
resistant by continuous infusion of insulin in short term metabolic ward controlled 
experiments.14   

 
IF THE CULPRIT IS INSULIN, WHAT INTERVENTIONS ARE INDICATED? 
 
Insulin production is controlled by blood sugar and can be controlled by diet both 

with regard to maximum post meal levels and 24-hour averages. Higher levels of both 
result when insulin resistance is present. This is because the body endeavors to control 
blood sugar levels, in fact quite successfully in non-diabetics and those without insulin 
resistance. When insulin resistance is present, it is accompanied by elevated post-meal 
sugar and insulin blood levels, aggravating the disorder and favoring fat storage. Where 
does this lead us in devising a diet that works? Fung in Chapter 19 of The Obesity Code 
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lists what in his view are the five basic steps to weight loss based on the carbohydrate-
insulin hypothesis:14  

 
1.    Reduce consumption of added sugars, ideally to near zero. 

2.    Reduce consumption of refined grains (starches) from all sources ideally to 
near zero. 

3.    Moderate protein intake since protein also modestly increases insulin 
4.    Increase consumption of natural fats. 
5.    Increase consumption of fiber and vinegar.  

 
To this can be added, don’t snack and attempt to arrange a long fasting period 

between dinner and breakfast (12-14 hours), i.e. intermittent fasting.  
 
These steps address both aspects of the theory of obesity being presented: A diet 

that does not produce large increases in insulin during and after each meal and two 
short and one very long period of low insulin levels every 24 hours. It is quite likely that 
there is also a significant reduction in calories per day.  

 
Reducing sugar to near zero is a daunting challenge. On the University of 

California San Francisco web site Sugar Science. Hidden in Plain Sight, are listed 61 
different names for sugar, 42 % of which do not contain the word sugar and many do a 
good job of obscuring the issue. Thus avoiding all processed foods may be the only way 
to be sure of avoiding sugar consumption. Note that in judging carbohydrate content 
from food product labels, it is necessary to subtract fiber from total carbohydrates since 
it is not digestible. 

 
The almost complete elimination of dietary sugar (sucrose which is 50-50 glucose 

and fructose or high-fructose corn syrup) and refined carbohydrates such as flour is to 
keep insulin levels low during and after meals. Sounds a lot like what William Banting 
did in 1862. He was certainly obese, and it worked. His weight became normal and 
remained normal in spite of also having two snacks and more than one bottle of claret a 
day. Incidentally, dry wine, in spite of having calories, does not raise insulin levels. The 
snacks Branting had must have been such as to not increase insulin significantly. Note 
that this is just one case history. However, the general principles are similar to those 
implied in the above list, and they were the basis for the approach used by many 
doctors up until the official declaration in the 1970s (based on opinions not evidence) 
that fat was a public health risk.  

 
Note that calories are not specified in Fung’s list since calories that do not 

influence insulin are of secondary importance. However, the ideal to seek is eating just 
what is needed, i.e. to maintain a stable satisfactory weight.  It can be argued that the 
insulin hypothesis has in fact been rather well tested, given that it was unwittingly the 
basis of the traditional treatment for obesity starting after William Banting’s success and 
eventually endorsed by both famous practitioners and endocrinologists and also by 
leading medical schools. Since this acceptance covered the period of 1862 to the 
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1970s, it seems reasonable to assume that it had merit. Changes after that reveal the 
potential culprit.  

 
Recent diet books written by physicians also recommend roughly the above 

Banting protocol14,17,18,21 as does Gary Taubes in his book Why We Ge Fat. Fung’s 
steps one and two directly impact the insulin problem and fat metabolism and storage. 
However, no one appears to use the term banting even though, aside from the claret 
and the snacks with tea, that in general is what is being recommended!  

 
A final point. It has been shown that a low level of vitamin K (both K1 and K2) is 

associated with higher occurrence of metabolic syndrome as determined by the 
standard definition.22  While insulin resistance was not directly determined, this would 
imply the potential increased presence of insulin resistance.   

 
Taking statins cause a deficiency of vitamin K2 by inhibiting the conversion from 

vitamin K1 In addition, Osteocalcin which is a hormone important in bone health and 
various metabolic processes,  is produced by a vitamin K2 dependent enzyme mediated 
reaction and thus statins may also cause a deficiency of this hormone.23 Statins also 
increase the risk of diabetes. Vitamin K2 deficiency has been demonstrated in a Dutch 
population and found to be substantial and easily corrected with supplementation.24 The 
study group included a wide range of ages from children to the elderly. For adults, 500 
micrograms of K2 was used daily.   

 
Foods rich in vitamin K are green leafy vegetables, especially kale, natto 

(fermented soy), scallions, Brussels sprouts, cabbage, broccoli, fermented dairy 
products and prunes.  
 

WHEN TO EAT IS ALSO IMPORTANT 
 

There is the other component of Fung’s protocol and that is when to eat and this 
includes some form of fasting. After eating, blood sugar rapidly goes up, driven mostly 
by carbohydrates but also by protein. The pancreas reacts by producing insulin and the 
circulating level also goes up, the amount determined by insulin resistance. About an 
hour after the meal, both start to come down. The sharpness and extent of the decline is 
partly determined by whether or not one has type 2 diabetes and/or insulin resistance. If 
not, then both will drop rapidly to around the pre-meal level. If one then eats nothing, the 
insulin levels remain low. If it is after dinner with no bedtime snack, then throughout the 
night, the body will switch to partly burning fat to supply the necessary energy for basal 
metabolism and other essential activities like heart function and breathing. Thus 
nighttime turns into a daily mini-fast called intermittent fasting which can last up to 12—
14 hours with associated low insulin levels. Then the new day’s ups and downs of blood 
glucose start with breakfast.  

 
As discussed above, snacks obvious have the potential to change this picture 

dramatically for the worse if the goal is to either prevent obesity and insulin resistance 
or treat both conditions. Snacking fills in the gaps of low insulin. The presence of insulin 
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resistance is associated with having fluctuating insulin levels persistently elevated. 
Eating selected foods will reduce the post-meal highs but only moderate the elevation 
that fills in the post meal gaps. Some individuals even “raid the refrigerator” in the 
middle of the night adding another hour or two of enhanced insulin and spoiling the 
intermittent fast.   

 
A recent study based on data from a 60,000 adult cohort with a follow-up of over 7 

years is relevant to this issue.25 The study concerned the importance of meal timing. It 
concludes that eating less frequently, no snacking, consuming breakfast and eating the 
largest meal in the morning may be an effective method for preventing long-term weight 
gain. They also conclude an 18-19 hour overnight fast may be a useful strategy.  

 
 For the obese individual, the goal must be steady weight loss until a goal is 

reached such as not even being overweight or a compromise of being at the low end of 
overweight. Note that it took Banting two years to accomplish this. Fung’s approach 
which is of course targeted on 24-hour insulin levels suggests adding occasional 24-
hour mild fasts to the above dietary plan. Fasting in this context means no breakfast, 
lunch of a cup of beef broth and dinner consisting of meat or fish, a non-starchy 
vegetable and on some fast days, fruit for desert. No limit on water, tea or coffee. This 
means that for a significant fraction of this fast period the insulin level is stabilized. If 
done every other weekday it should enhance weight loss. In his book Fat for Fuel, in 
Chapter 10 Dr. Joseph Mercola presents an informative review of the various types of 
fasting.21 

 
Belief in the insulin-carbohydrate hypothesis dictates the type of carbohydrate and 

the necessity of severely limiting those that are refined, especially sugar food made 
from flour and potatoes. However, as Gary Taubes discusses at length in The Case 
Against Sugar, table sugar (sucrose) and high fructose corn syrup (HFCS) are in his 
opinion the main villains when one addresses the diet—poor health—chronic disease 
issue. HFCS is almost equivalent to sucrose since rather than 50-50 glucose and 
fructose; it has a bit more fructose and is simply a mixture. HFCS has become one of 
the major sources of sugar intake in the modern world. Sucrose when ingested is 
rapidly broken up into its two-sugar components glucose and fructose. Glucose is 
distributed to cells for energy, but entry into cells requires insulin. Excess glucose is 
stored in the liver and if necessary, in other fat cells and then used for fuel when blood 
sugar is low. Fructose is metabolized by the liver and excess is converted into fat. 
Excess fat in the liver is strongly implicated in the development of diabetes.26 

 
The issue of the role of refined dietary sugar in health and especially diabetes 

which leads frequently to heart disease has vastly more evidence than the evidence 
against saturated fat. Keys could have implicated sugar rather than fat. However, sugar 
producers use powerful lobby groups which were and still are very successful in 
maintaining the view that sugar is not a threat to health. This subject is complex and will 
make a good topic for a future research review. Interested readers are referred to Gary 
Taubes’ latest book, The Case Against Sugar.3 There appears no answer to the obvious 
question, how much in general is too much? The same is true of refined starch which 
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becomes sugar after rapid metabolism. Therefore the default answer is near zero as a 
starting point if one is addressing obesity or overweight.  

 
CONCLUSIONS 

 
This review has presented a hypothesis for the cause of obesity. It is perhaps 

good that it conflicts with the view of many experts since the official view, it can be 
argued, has led to interventions that do not work and a rapidly growing obese 
population in many countries. Obesity has been recognized as a human affliction for a 
long time and in it appears that in 1862 the first instance of progress in treatment 
occurred. Advantage was taken of this observation and exploited until the 1970s when 
in order to comply with the new dogma that fat and especially saturated fat was killing 
us. We were told fat was causing heart disease, clogging our arteries, etc., all of which 
was nonsense. Fat became anointed as chief dietary hazard to be avoided at all costs. 
It was viewed in the US as a national crisis requiring strong government intervention. A 
historic change in diet occurred as the general public, convinced by the avalanche of 
anti-fat advice from experts and government agencies, drastically altered their 
traditional diets. Because fat had to be replaced with something, carbohydrates became 
king with little regard for the type except by a few informed individuals. Type 2 diabetes 
with all its complications, the metabolic syndrome, insulin resistance and obesity all 
suddenly started to dramatically increase in prevalence to eventually became an 
epidemic while mainstream medicine and the nutritionist community tinkered with 
various diets that conformed to the new wisdom and conducted studies on a variety of 
diets which as it turned out, demonstrably failed to address the obesity problem. This is 
where we are today.  

 
There is growing recognition that the problem may be a disorder of insulin 

dysfunction driven by only a few components popular in the Western and other diets 
and by the tendency to eat all the time by augmenting the main meals with snacks. It is 
still not acknowledged that the new villains, as major components of the diets where 
obesity is epidemic, are refined carbohydrates such as white and whole-wheat flour and 
sugar as both sucrose and high fructose corn syrup. These diets that are embraced with 
great enthusiasm if not some addiction are the norm. The popularity of commercial and 
prepared foods loaded with sugar simply aggravated the situation. Commercial interests 
behind the new villains can be expected to wage a well-organized war against the very 
notion that sugar or bread or various pastries are something to avoid. The processed 
food industry will be in the battle as well, defending their amazing concoctions which 
have only recently even been questioned as real food. They represent significant 
sources of sugar and refined carbohydrates.  

 
The bottom line appears to be that if one wished to either remain healthy or solve 

their weight or obesity problem, it is to avoid sugar, highly refined carbohydrates such 
as flour, snacking, processed foods, junk foods, and eat only what great grandmother 
would have recognized as real food. Then if obese, be patient. Success will not occur 
overnight.  

 



International Health News                                           September 2017                                                           Page 28  

So what is the Doctor’ Dilemma? Having a large number of patients with a serious 
problem, namely obesity, leading to additional serious problems and having to follow 
guidelines that endorse ineffective and useless therapies or risk professional problems 
associated with being a non-conformist. It does not help that even if the protocol 
suggested above is recommended, many obese individuals will resist, or if they try it, 
will not adhere until their problem resolves. Alternatively, patients may decide it is easier 
to have bariatric surgery if sufficiently obese to qualify. Candidates are generally 
restricted to the morbidly obese (BMI > 35). However, some forms of bariatric surgery 
leave the patient with the need to limit sugar and starch anyway. Reading about the 
various bariatric protocols, the permanent changes, the risk of need for a second 
operation and the many complications may provide incentive for the dietary approach. 

  
Avoiding or eliminating obesity and eating a truly healthy diet are not just cosmetic 

issues. It is more importantly an issue of reducing the risk of the chronic diseases of 
civilization which came to center stage three decades after WWII. Aging, while 
remaining in good health without needing a dozen prescription medications, is a 
worthwhile goal and we appear to not only be far from achieving it, but moving in the 
wrong direction partly driven by obesity.  
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