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There are three major disorders where modern medicine 
appears helpless, a failure. These are autism, cognitive 
impairment and its end stage Alzheimer’s disease, and 
multiple sclerosis. Academic medical researchers and 
their counterparts in the pharmaceutical industry almost 
always pursue a game plan focused on one hypothetical 
cause and seek a targeted approach such as a drug.  

 
Theoretically this works fine with infections or disorders related to a 
genetically induced deficit in a single internally produced chemical such as a 
hormone. The infection is generally easily characterized and the best 
antibiotic selected. There is of course the well-known scenario where there is 
no antibiotic, but suggestions on reform of the overuse, especially in the farm 
setting but also in the clinic and doctor’s office, seem to fall on deaf ears. 
However, for the above three disorders, the failure appears to be that there is 
the assumption of one cause and one (or maybe several) drugs that target it. 
Unless one is happy with symptom relief and highly probably progression, this 
is not a solution. 
 
This approach ignores the evidence that these disorders are multifactorial, a 
failure of multiple systems, and therefore a much broader multicomponent 
approach to treatment offers the only hope. Specialties also tend to be 
strongly box oriented. For example, psychiatry frequently ignores the gut and 
its multiple connections with the brain. Almost all specialties ignore the 
problem of cofactors for critical enzyme-controlled biological processes. 
These cofactors include many chemicals, mainly inorganic, which are not 
produced in the body and must come from either food or the health food 
store. The widespread false notion is that we get almost all we need in this 
context from food without even being aware of it. Bruce Ames has written 
extensively1,2 on the cofactor problem in the context of many disorders, but 
modern medicine thinks mostly in terms of one disease cause  and a drug 
that targets it. Frequently, this ends up treating only the symptoms and in 
many cases not very well. 
 
The poor performance of drug therapy is concealed by the use of relative risk 
reductions or benefits and when they range 20% to 50%, this provides a 
compelling argument for anticipated success when in fact in many cases 98% 
to 99% do not actually benefit. Peer reviewers and journal editors are lax in 
requiring clear declarations of absolute benefits in published reports and 
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many professionals lack the experience or knowledge to even estimate 
absolute results from a journal article. In some cases it is impossible because 
of the way the data is presented. Absolute adverse effect risk assessment by 
the reader is almost hopeless due to the compelling need by the industry for 
suppression. 
 
When a whole system, whole person approach is taken for the three diseases 
cited above, remarkable benefit and even outright cures are possible. This 
requires making a more comprehensive view of the patient, something that is 
both difficult and which involves functional medicine which is not the way 
medicine is generally practiced. This becomes painfully apparent when the 
disease progresses in spite of symptom modification. Books by Dr. Martha 
Herbert who is on the Harvard Medical Scholl faculty and Dr. Terry Wahls 
from the University of Iowa Carver College of Medicine illustrate the success 
of the generalized system and functional medicine approach to multiple 
Sclerosis3 and Autism,4 respectively. 
  
In this issue is presented a third example described in a just published book 
by Dr. Dale Bredesen from the University of California Los Angeles which 
deals with this whole-person approach in the context of both mild and severe 
cognitive decline and Alzheimer’s disease.5 The treatment described for these 
three represent paradigm changes. If past experience is any guide, they will 
be ignored by mainstream so-called evidence based medicine. Also being  
ignored are the cure for diabetes with an eight week severe calorie restriction 
diet developed by Dr. Roy Taylor from the University of New Castle, UK, and 
the use of a natural polyphenol blend (Salvestrol) for which there is growing 
evidence of amazing efficacy in putting almost all cancers into remission 
without any side effects. Neither uses patented drugs and therefore is 
probably doomed to languish on the sidelines of medicine. They have been 
covered extensively in IHN. 
 
1. Ames BN, Elson-Schwab I, Silver EA. High-dose vitamin therapy 

stimulates variant enzymes with decreased coenzyme binding affinity 
(increased K(m)): relevance to genetic disease and polymorphisms. Am J 
Clin Nutr 2002;75:616-658. 

2. Ames BN. A role for supplements in optimizing health: the metabolic tune-
up. Arch Biochem Biophys 2004;423:227-234. 

3. Wahls T. The Wahls Protocol,How I Beat Progressive MS Using Paleo 
Principles and Functional Medicine. New York: Penguin Group/Random 
House, 2014. 

4. Herbert MR, Weintraub K. The Autism Revolution. Whole-body stratdgies 
for making life all it can be. New York: Ballantine Books, 2015. 

5. Bredesen DE. The End of Alzheimer's. The first program to prevent and 
reverse cognitive decline. New York: Avery/Penguin Random House, 
2017. 
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Wishing you and your family good health, 
 
William R. Ware, PhD, Editor 

 
 
 
 
 
 

 
 

PREVENTING OR REVERSING ALZHEIMER’S DISEASE 
THE UCLA PROTOCOL REVISITED 

 
After cardiovascular disease and cancer, Alzheimer’s disease (AD) is currently the third 
leading cause of death in the US. It is estimated that over 5 million Americans have AD. 
The disease is generally preceded by mild cognitive impairment (MCI) and then 
progresses to severe cognitive impairment (SCI-AD). The course of AD from diagnosis 
to death is prolonged and probably the most horrible of the chronic diseases associated 
with aging. Anyone needing convincing need only visit nursing homes. The victims 
eventually suffer the loss of many of the important characteristics of being human, and 
the stress transfers to the family and caregivers. There is no effective treatment or cure 
in spite of vast sums and careers devoted to finding anything that really helps. 
Autopsies which revealed accumulation in the brain of the protein beta amyloid provided 
a hypothetical target but after years of effort turned out to be a dead end.  
 
In the December 2014 IHN there was a piece on a novel approach to treating AD 
developed after years of research by Dr. Dale Bredesen and co-workers at the 
University of California Los Angeles and described in a paper in the journal Ageing.1 
This paper was one of the most heavily downloaded in the history of the journal. This 
paper was followed in 2016 by an update in the same journal.2 The therapeutic 
intervention was originally called metabolic enhancement for neurodegeneration 
(MEND) and involved a multifaceted attempt to address what Bredesen and colleagues 
regarded as the primary causes of the disease, was personalized and strongly 
contrasted with conventional more or less monotherapeutic approaches which do not 
work. This subject was updated in the May 2017 IHN. It is now called ReCODE. The 
approach treats suboptimal metabolic parameters that reflect a network imbalance in 
the synaptic process of the brain. These two papers report remarkable recoveries, many 
to near normality, for patients who were either from MCI or SCI or AD. While Bredesen 
has organized physician training programs, the number now using this protocol are not 
numerous and for many readers of this newsletter, inaccessible. Furthermore the 
approach is foreign to the way modern medicine is practiced since it is personalized and 
involves mostly modification of nutrition and dietary supplements indicated by blood or 
other tests. MCI and Alzheimer’s disease are so serious that one should not ignore 
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either the prevention or treatment aspects of this new treatment. And they are of course 
closely related.  
 
Dr. Bredesen has just published a book for both the layman and the practitioner titled 
The End of Alzheimer’s. The First Program to Prevent and Reverse Cognitive Decline.3 
The book is organized to make it easy to use independent of the reader’s background. 
Dr. David Perlmutter, MD, author of a number of books including Grain Brain and Brain 
Maker, called the book a “Monumental Work” and is quoted as saying “Dr. Bredesen is 
a world class neuroscientist who through his innovation and exacting research has 
discovered a safe and effective approach to the prevention and treatment of Alzheimer’s 
disease that will revolutionize the way we think about the disease.”  
 
What can one do when confronted with either MCI, SCI or AD, given that doctors 
trained in this approach may be few and far between where one lives? The short 
answer based on Bredesen’s research is to prevent and reduce inflammation, optimize 
hormone trophic factors and nutrients, and eliminate toxins. Trophic factors are helper 
molecules that allow a neuron to develop and maintain connections with its neighbors. 
They are proteins that work via receptors on the surface of nerve cells. Try suggesting 
his protocol to your family physician or internist. Consider the comments Bredesen 
records of reactions of professionals.3(p 263)  
 

•     A neurologist: “I don’t like shotgun approaches.” 
•     Another: “This has too many components for FDA approval.” 
•     Another who tried the protocol said his patient who used ReCODE had his 

mental exam improve from 22 to 29 (27-30 is normal) but it was not clear why 
this had happened. 

•     Another: “Since I had not heard about this protocol its must not be important” 
•     A world leading expert on Alzheimer’s when talking to Bredesen at a meeting 

commented “Yeah, well, don’t spend too much time on that.” 
•     Another expert: “I would never order these tests because I would not know how 

to interpret them.” 
•     Another expert commented that simply starting the failed drugs earlier would be 

the solution for Alzheimer’s disease.  
•     Two foundation officials suggested that the patients in his studies did not have 

Alzheimer’s disease but they relented on hearing the details of the diagnosis. 
 
So what does one do after examining this book and deciding it was worth a try since 
there was no downside. An interesting aspect of ReCODE is that while it is personalized 
for the three types of AD identified by Bredesen as described in IHN May 2017,  Type 1 
and Type 2 overlap and Type 3 is much less common and related mostly to the results 
of external toxic insults. Furthermore, most of the blood tests relevant to the first two 
types are commonly done and are readily available. Table 1 below contains the 
principal tests while omitting the more complex ones. Bredesen gives targets. With the 
help of a physician, the tests can be ordered and corrective interventions are relatively 
simple. Subsequent test would reveal success or the need to increase dosage. Taking 
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supplements to reach the targets is probably quite safe since millions take many of 
them every day. A notable omission is tests for toxins, especially heavy metals, which 
must be done by an expert since many physicians are unfamiliar with both what to order 
and the interpretation. A complete work-up would also include tests of cognitive 
performance, MRI imaging, a sleep lab study and a test for gut, oral and nasal 
pathogens. Thus one can visualize a two-step process. First try everything that is easily 
accomplished with the help of one’s physician to order and interpret tests, and start and 
adhere to the suggested diet (Table 2). If after 6 months there has been no change in 
symptoms then the next step is to try to find an expert trained in this protocol, even if it 
means travel and perhaps considerable expense. Anyone familiar with AD will realize it 
is worth it.  
 
In the context of toxins, some may want to play it safe and go to a dentist specializing in 
removing mercury amalgams to safely address the possibility of mercury toxicity. The 
dental profession is in general in total denial. In London, Ontario where I live there are 
at least two dentists who have the equipment and technique to remove amalgams 
without exposing the patient to a huge cloud of mercury vapor and particles. The 
improvements reported by some patients when this is done are indeed remarkable.  
 
Saunas where one sweats remove both heavy metal toxins and the toxins brought to us 
courtesy of Big Chemical and Big Food. Saunas were discussed in IHN with an 
introduction in the March 2014 issue and additional discussion in May 2014 and June 
2015. Avoid all processed foods, drink and cook only with reverse osmosis water as 
well as all commercial personal care items and cleaning aids that are not formulated 
from natural products. Attempt to eat only organic produce and meat from poultry, cattle 
and pigs that are free range or grass fed. This will reduce intake dramatically and has 
been demonstrated to reduce the body load of toxins. These are all actions that carry 
health benefits independent of the presence or absence of AD or MCI. Also, if one has 
or is developing AD or MCI due exposure to toxins, i.e. Type 3, while personalized 
professional detoxification is not being done as it would be when the protocol is carried 
out by a trained practitioner, nevertheless, such actions as outlined above may solve 
the problem as the body detoxifies itself.  
 
The other component of the protocol is diet, and again Bredesen provides a lot of 
information concerning what not to eat, what to go easy on, and what to make a main 
dietary feature (see below). What is being recommended is a dietary intervention that is 
commonly used and should be without risk, since there is nothing very radical involved. 
The diet is intended to induce mild ketosis and reduce or eliminate insulin resistance 
and hyperglycemia. Some would view this as also a guide to a healthy diet and many 
elements have been discussed recently in IHN. In this context, the obesity review in 
September 2017, the discussion of what is a healthy diet in July-August 2017, and 
optimizing what to eat in May 2017 are all relevant. There is a strong correlation with 
Bredesen’s diet. In addition, he includes advice on when to eat which is the same as 
discussed in IHN, fast from an early dinner for about 12 hours until breakfast. In 
addition, he advises 3 hours between dinner and bedtime. The diet is also ketogenic 
and he advises obtaining a glucose/ketone meter for reading finger-prick strips 
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(Precision Extra meter). Bredesen’s recommendation of including medium chain 
triglycerides (or coconut oil or both) is a component of the ReCODE diet and the reader 
is reminded of the success Dr. Mary Newport reported in her book and a subsequent 
paper of the significant success with this intervention.4,5 The patient was her husband. 
See IHN September 2012. This intervention is now in a clinical trial.  
 
There are two important points to consider. First, the most rapid and complete success 
will be achieved when one attacks the AD-MCI problem as early as possible. Thus one 
must be aware of the tell-stale signs of MCI such as declining memory, unaccustomed 
trouble with working with numbers, mental fog, impaired short term recall, forgetting how 
to get somewhere or a lock combination, etc. One generally knows when there is an 
unusual decline in mental functioning long before it seriously interferes with function at 
home or on the job. This is the time to be aggressive in taking action. On the other 
hand, if AD is already present, i.e. impaired cognition is now a serious problem 
impacting the ability to function; it is not too late to start the protocol. The reader is 
encouraged in particular to examine the many case histories in Bredesen’s book where 
they will find all stages from MCI to AD described and the results of ReCODE given. 
They may see strong similarities with their own problem or that of a family member. 
 
When attempting out of necessity to “do it yourself” it is important to understand that 
noticeable improvement may take 3 to 6 months. There appears to be a big variation. If 
the “experiment“ fails, then it is possible that the cause is much more complex, that 
more sophisticated tests are required, and that the need for a professional trained in the 
protocol is necessary. The genetic test for ApoE4 or the other two polymorphisms is not 
discussed because this seems to unnecessarily complicate the discussion. Anyone 
trained in the protocol will do this. Many who understand the helplessness of 
mainstream medicine when treating and MCI or AD reject the idea of the test because if 
positive, all that results is worry and stress. Bredesen’s work changes this and 
knowledge of the presence of Apo4E could encourage using his protocol as a 
preventive action, especially if the gene was inherited from both parents since this 
significantly increases the risk.  
  
Finally, it is emphasized that the above approach arises out of necessity due to the 
absence of access to a practitioner trained in ReCODE, and the possible unwillingness 
or inability of the only available medical assistance. This is a compromise that may be 
forced on many readers. That is the only reason for its inclusion in IHN. Blood tests are 
the starting point.  
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Table 1. Optimum target values for treating MCI and Alzheimer’s disease.3 

 
BLOOD MARKER TARGET VALUE 

hs-c-reactive protein (CRP) <0.9 mg/dL 
Homocysteine <7 micromole/L 
Omega-6/omega-3 ratio 0.5-3.0 RBC 
Albumin/globulin ≥1.8 
Albumin  >4.5 g/dL 
Fasting glucose 70-90 mg/dL 
Fasting insulin ≤4.5 microU/ml 
HbA1c <5.6% 
Body mass index 18-25 
Cholesterol >150 mg/dL 
HDL >50 mg/dL 
Triglycerides <150 mg/dL 
Glutathione 0.5-5.5 micromol/L 
Estradiol 50-250 pg/mL 
Progesterone 1-20 ng/mL 
Testosterone 500-1000 ng/mL 
Free Testosterone 6.5-15 ng/mL 
TSH <2.0 microU/mL 
Free T3 3.2-4.2 pg/dL 
Free T4 1.3-1.8 ng/dL 
Reverse T3 <20 ng/dL 
Free T3/Reverse T3 ratio <>20 
25Hydroxyvitamin D 50-80 ng/mL 
Vitamin B12 500-1500 pg/mL 
Zinc 90-110 microg/L 
Copper/Zinc ratio 0.8-1.2 
Red blood cell magnesium 5.2-6.5mg/dL RBC 

 
 
In connection with Table 1 unit conversion calculators are available on the internet (n is 
nano and p is pico). Red blood cell values are indicated by RBC. A detailed explanation 
of these blood tests is given in Chapter 7 of Bredesen’s book along with other tests 
which may not be as readily available. Table 1 is a suggested starting point and has a 
reasonable probability of picking up deficiencies that are important and mostly easily 
rectified either by the diet or supplementation. The blood tests encompass inflammation 
markers which when abnormal indicate an elevation of risk for dementia, loss of 
synapses support or natural detoxification and hormone imbalance, all of which impact 
brain function. It is not implied that the omitted tests are less informative. Furthermore, 
the standard mercury test involves a 6-hour urine sample or in some cases the use of a 
prescription chelator challenge since the blood assay is uninformative.  However, 
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especially for someone with occupational exposure for mercury, it seems worth the 
extra inconvenience. The zinc and copper blood assays are particularly important.  
 
The leaky gut leads to a serious inflammatory condition and is important to rule out. It 
can occur due to gluten sensitivity, toxins, soft drinks, alcohol, sugar, processed foods, 
preservatives, inflammation, chronic stress, yeast and medications such as aspirin or 
acetaminophen. Substances leaking through the gut wall can cause chronic persistent 
inflammation and even develop into not only cognitive problems but other health issues. 
Cyrex is the leading commercial laboratory that does screening. There is also Doctor’s 
Data which is similar. It is all done via a kit which is shipped and the blood draw done on 
a physician’s order.  The Cyrex arrays 2, 3 and 4 are thus very useful in obtaining an 
intestinal permeability screening, as well as gluten sensitivity and food sensitivity in 
general, and heavy metal burden. Total cost about $1000 US and may not be covered 
by insurance plans.  
 
Aside from the food items contraindicated in Table 2 below, healing the gut includes 
eliminating stress and anti-inflammatories such as ibuprofen and aspirin. Bresdesen 
discusses the healing process starting on paged 200 and includes a list of 
recommended probiotics. Individuals who regularly take antibiotics or get them in food 
are quite likely to have a dysfunctional gut microbiome. The leaky gut should be 
addressed before taking probiotics since there is the risk of bacterial fragments leaking 
into the blood and increasing inflammation. 
 
A leaking blood brain barrier requires professional attention. It is associated with type 3 
Alzheimer’s which is much less common than types 1 and 2. It typically starts at a 
younger age and manifests presents with difficulties with numbers, speech or organizing 
rather than memory loss. A blood brain permeability test (Cyrex array 20) runs $325. 
 
The dietary recommendations are discussed in Chapter 8. The diet is called the 
Ketoflex 2/3 diet (No food three hours before bedtime and no food for 12 hours after 
dinner. The aim is a mildly ketogenic diet that minimizes inflammation and insulin 
resistance and toxic food-born chemicals. The reader will note many similarities with the 
Health Diet Recommendations presented in IHN which were dictated partly by a do not 
drink or eat list. See also Bredesen’s Appendix A, and the website dealing with the Dirty 
Dozen/Clean 15 fruits and vegetables based on chemical contamination. Bredesen’s 
recommendations are summarized in Table 2. See the book for more details (page 179-
190).  
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Table 2. Guide to recommended diet in the Bredesen Protocol.3 
 

EAT FREQUENTLY EAT LESS FREQUENTLY AVOID IF POSSIBLE 
Mushrooms Starchy vegetables. 

Potatoes, corn, peas, 
squash 

Sugar, bread, pasta, rice, 
cookies, sodas, candy 

Vegetables. Broccoli, 
cauliflower, brussel sprouts 
(cruciferous) 

Legumes, i.e. peas and 
beans 

Grains 

Wild fish. Salmon, 
mackerel, anchovies, 
herring, sardines 

Low glycemic fruits such as 
berries, lemons, limes 
avocado (GI <35) 

Dairy. Occasional whole 
milk, cheese, plain yogurt 

Free-range organic eggs Free-range organic chicken Processed foods. Anything 
with a table of ingredients 

Sweet potatoes, rutabagas, 
parsnips, green bananas 

Grass-fed beef Tuna, shark, swordfish 
(high mercury) 

Sauerkraut and kimchi 
(probiotic foods) 

Limited wine few times a 
week, 1 glass 

High glycemic fruits such as 
pineapple, tropical fruits, 
e.g. mango and papaya 

Leeks and jicama (prebiotic 
foods) 

Coffee Processed cooking oils 

Tea. Herbal, black or green Eggplant, peppers and 
tomatoes 

Gluten-containing foods 

Onions and garlic (for sulfur 
content) 

  

Kale, spinach and lettuce   
Olive oil, small amounts of 
coconut oil or medium 
chain triglyceride oil 

  

 
 
The treatment Bredesen proposes is targeted on a set of causes which are amenable to 
intervention even long before MCI or AD is diagnosed. This has not been the case up 
until now in mainstream medicine! Every reader of IHN must consider the possibility of 
this health disaster occurring. The risk is high. Therefore, the blood tests and targets 
also provide a blueprint for prevention, as does the diet which closely resembles a 
healthy diet everyone should consider anyway. Obesity, overweight, type 2 diabetes 
and the metabolic syndrome are precursors to MCI and AD along with cardiovascular 
disease and cancer. There is now good evidence that both mild cognitive impairment 
and Alzheimer’s disease can be reversed and in many cases cured, as can the above 
precursors. This is revolutionary in the context of modern medical views and obviously 
very good news for millions of victims.   
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CHILDHOOD OBESITY 
 

According to the US Centers for Disease Control (CDC) childhood obesity has 
increased between 1963 and 2014 from about 4% to 17%. If one combines obesity and 
overweight, the prevalence in 2012 was 30%.6 This has resulted in much concern going 
back to the late 1990s, and motivated intervention studies. However, over the period 
2003 to 2012 the increase appeared to level off.6  The problem is not going away.  
 
There have been a number of intervention studies attempting to achieve significant 
weight loss or prevent overweight and obesity in children. Most are based on the notion 
that what was needed is to eat less and move more and eat a low fat diet.  This was 
discussed in the context of adult obesity in the research review presented in the 
September 2017 IHN. For adults it does not work but nevertheless has been tried on 
children even after this failure in adults was apparent. In Chapter 13 of his book The 
Obesity Code,7 Jason Fung, MD,  reviews these attempts.   
 

•     The Nader Study from the University of California, San Diego.8 Over 5100 
grade three to grade six students were involved in a program of eating what 
was viewed as a healthy diet (low-fat) and increasing exercise. The students 
did both, the control group neither. No benefit was found.  

•     The Pathways Study9 (sponsor: National Heart, Lung and Blood Institute) 
enrolled over 1700 children in forty-one schools. Intervention: Breakfast and 
lunch at school with a low-calorie, low-fat diet and exercise. After three years, 
there was no benefit. 

•     The 2010 Memphis Girls Health Enrichment Multisite Study.10 The program 
involved  eight to ten year old girls who were encouraged to reduce the 
consumption of sugar-sweetened beverages and high-fat, high caloric foods 
and eat more vegetables, fruit and drink more water. Calorie intake 
decreased but no benefit was observed and there was an increase in body-fat 
percentage.  

•     The Maine Youth Overweight Collaborative study called Let’s Go involved a 
5-year intervention managed by primary care physicians. The strategies 
promoted included drinking  water and low-fat milk rather than sugar 
sweetened beverages, eating five fruits and vegetables daily, reducing screen 
time and increasing physical activity.11 Adherence to the sugary beverage 
limitation of < 1 per day ranged from 63 to 69% whereas for physical activity it 
was nearly constant at 60-62%. The study found no benefit.12 The 
investigators suggest that the length of time of each visit for advice and a 
check of results was insufficient.  

 
Those involved in these studies apparently never questioned the validity of the 
approach, but some took the position that the interventions did not go far enough. 
However, the low-fat and eat less and move more intervention had already been 
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demonstrated to fail in adults. There were however two somewhat more encouraging 
studies.  
 

•     The Australian Romp and Chomp study which ran from 2004 to 2008 
targeted about 12,000 children from newborns to age five.13 The goal was to 
significantly decrease the consumption of high-sugar drinks and replace them 
with water and milk. The second goal was to significantly decrease energy-
dense snacks and replace with fruits and vegetables. This program amounted 
to cutting down on sugars and starches and stop snacking. The snacks 
commonly consumed were high in refined carbohydrates and not snacking 
increased the daily periods of low insulin, as discussed in the above-cited 
obesity research review in IHN. The results were far from sensational but did 
result in the reducing the prevalence of obesity by 2% to 3%. 

•     The Ditch and Fizz study in Southwest England which reported in 2004 had a 
single goal—reduce soda consumption in children seven to eleven. Obesity 
was decreased by 0.2% but there was a control group in which it increased by 
7.5%.14 This study highlights the role of sugar-sweetened beverages in the 
obesity epidemic but in this case merely arresting it.  

 
Study after study has shown that exercise is an insignificant intervention for most adults. 
Exercise-based interventions did not work any better for children. What was missing 
appears to be the failure to recognize that even in children it is probably it all about 
insulin. The clue provided by the Ditch and Fizz study should be followed up with much 
more aggressive sugar and starch reductions.  
 
It is interesting that severe sugar and refined starch restriction was not included in these 
studies even though it not only was the traditional treatment of adult obesity starting in 
the 1870s and ending when fat was demonized. In the classic child rearing bible Baby 
and Child Care, Dr. Benjamin Spock commented (p536, 1987 edition) that “Rich 
desserts can be omitted without risk….. the amount of plain, starchy foods (cereals, 
breads, potatoes) taken is what determines…how much they gain or lose.” As Fung 
points out in his book cited above, this is what Grandmother said, cut back on sugars 
and starchy foods and no snacking.  
 
The interesting question is the cause of the strong increase in prevalence in the US 
over time. If one compares US children in the age group 6-19 years of age with adults 
and examines CDC data from 1960 to 2014, the sudden start of the increase in 1976-
1980 is common to both. Children went from a prevalence of about 5% to 15% from 
1976-1980 to 1999-2000 whereas adults went from 15% to 31% over this period. This is 
the period when the US diet dramatically change in favor of refined carbohydrates due 
to the government-sponsored fear of fat. Thus the childhood obesity explosion makes 
sense if one assumes parental diet changes also impacted what their children ate and 
that high intakes of sugar and starch were responsible, in keeping with the 
carbohydrate-insulin hypothesis. The trend for children subsequently leveled off 
reaching only 17% by 2014 whereas for adults the increasing trend continued at just a 
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slightly lower rate. One can only speculate that parents became more concerned about 
obesity in their children than in themselves and some of the actions they took had a 
modest influence in prevalence.  
 
The question of cause is made very complex by prenatal influence, composition of 
infant diet (nursing or formula), and chemical exposure to substances known to promote 
obesity in children.15  There is a concept popular in the current literature that the origin 
of obesity is strongly influenced by the first 1000 days of life. This involves a 2-year 
period after birth plus gestation. This view is summarized in a recent review by Mameli 
et al.16 A table is presented which gives the risk factors for obesity for three periods.  
 

•     The prenatal phase. Higher maternal pre-pregnancy BMI, excess maternal 
gestational weight gain, maternal gestational or Type 1 diabetes, and genetic 
predisposition.  

•     Breast vs. formula feeding for the first 6 months. A formula-associated 
accelerated growth curve, high energy intake, high formula protein content 
and/or low concentration of polyunsaturated fats. 

•     Six months to 2 years: unusual weight gain, too early introduction of solid 
food, high protein intake and an abnormal gut microbiome.  

Most of these factors are modifiable and are supported by considerable evidence 
provided in the review. The paper is available free. Google First 1000 Days August 23, 
2016. 
 
Clearly, the decision regarding breastfeeding is very important because obesity is not 
the only developmental issue. The benefits of breastfeeding for at least 6 months are 
well established and not even debatable. The postnatal feeding environment is one of 
the most widely recognized factors in childhood obesity. Once the formula option is 
selected, there are also concerns about the quality of the ingredients, the nutrient 
balance, the presence of toxins such as pesticides and herbicides present in the 
products used, genetically modified components and the absence of a number of 
micronutrients and other substances present is small amounts in breast milk but not in 
formula. The above review provides a highly recommended introduction to both the 
merits of breast feeding and the problems associated with formulas. After all, 
commercial factory made formula feeding is a very recent departure from how humans 
evolved. 
 
Since adults now have a significant body burden of chemicals, it is inevitable that breast 
milk may by contaminated. A Google search for chemicals in newborns yields a large 
number of well documented discussions which are alarming.  It is also  clear from blood 
tests that children’s body load of chemicals appears alarmingly high and is attributed not 
only to chemicals in food but those around the house, in drinking water, air pollution. 
Some toxins collect in dust.  For the first few years children spend considerable time on 
the floor inhaling dust and chemicals in the carpets. Various mechanisms of toxicity 
have been proposed including epigenetic and interference with the natural action of 
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hormones from endocrine disrupting chemicals.17 Development occurs from conception 
until late teenage. Throughout this period the developmental process undergoes 
complex variations and susceptibility of the action of toxins is also variable and may 
have narrow windows in time. These are man-made toxins exposures which have been 
historically totally absent in all living creatures. It is impossible to test for toxicity 
because of the windows in time, the questions of long-term effects and the ethical 
problem which forces reliance on animal studies which can be totally uninformative or 
non-definitive and some would argue, used only to deceive. Total avoidance is the only 
answer and this is very difficult, but one can go a long way toward this goal. 
 
The role of environmental chemicals has been recently reviewed by La Merrill and 
Birnbaum.18 The authors declare no conflicting interests. They discuss animal studies 
that indicate obesity-associated chemicals exist and they identify numerous possibilities. 
Bisphenol A is one of the most studied toxins, an endocrine disrupter, with convincing 
evidence of its role in childhood obesity.19-22 The developed world is awash with 
bisphenol A and is found in almost everyone. By way of contrast, an example of 
voluntarily accepted risk by parents  is pediatric use of antipsychotic drugs which are  
also associated with obesity in children and adolescents.23 Childhood exposure has only 
been recent since this off-label use is quite new and bold and is another triumph of Big 
Pharma in opening new markets.  
 
The dangers of toxins in childhood early neurodevelopment and mental problems have 
been discussed in IHN, March, 2011 and April 2014.  
 
BOTTOM LINE 
Childhood obesity is mostly a dietary matter and involves excessive junk food, sugar 
and starch. It is suspected that parental nutritional errors carry over into children’s diets 
with the same consequences. There is evidence that prenatal exposure to toxins is 
significant.  Interventions to slow or prevent or reduce obesity that fail with adults not 
surprisingly also fail with children. If not corrected early, obesity in the teen and young 
adult years is a strong connection with serious general health, mental health, and 
psychological consequences in later life.   
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