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From the 
Editor’s 
Desk 
 
by: Jack Kessinger, DC, ND, DABCI  
jack@drkessinger.com Dr. Jack Kessinger 

 Cardiovascular disease continues to be the most 
common cause of death in the Western World and the 
greatest epidemic mankind has ever known. Heart 
failure is an enormous medical and social burden,1 with 
30 to 40% of patients dying from heart failure within 
one year after receiving the diagnosis.2 With its effect 
on the heart, brain, vital organs and extremities, it is 
singularly responsible for more deaths annually than all 
other causes combined, accountable for nearly one 
million mortalities and untold morbidity.  It strikes half 
of its victims in the prime of life. Even with emergency 
communication networks and modern ambulances 
(equipped with lifesaving technology and crisis trained 
technicians) at least 50% of cardiovascular victims do 
not reach a hospital alive. Although cardiovascular 
disease is often thought of as affecting primarily men 
and older individuals, it is a major killer of women and 
people in the prime of life. More than 50% of all 
cardiovascular deaths each year occur in women, and it 
is the leading cause of premature death among middle-
aged Americans.   
 

It is expected that mortality from cardiovascular causes 
will increase worldwide by 90% by the year 2020, as 
compared with that in 1990.3  The predicted threatening 
increase in cardiovascular disease illustrates the need 
for new efficacious treatments.4   
 

More than 200,000 victims die annually between the 
ages of 35 and 64, and sudden death is often the first 
symptom of heart disease. Another 230,000 die be-
tween the ages of 65 and 75.  Because of the prevalence 
and variety of cardiovascular disease, it is impossible to 
avoid frequent encounters with patients whose lives are 
threatened by this condition.  
 

Over the past decade, the rate of hospitalizations for 
heart failure has increased by 159%.5  Large epidemio-
logic surveys, such as the Framingham Study, have not 
documented any meaningful change in overall death 
rates.6  In the United States, more than two thirds of 
patients with heart failure are cared for exclusively by 
primary care practitioners.   
 

Overwhelming scientific evidence certifies that cardio-
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vascular disease is multi-factorial in causation with diet, 
obesity, hypertension, lack of adequate exercise and 
tobacco being the main contributors of premature death 
from cardiovascular disease.7,8 Hundreds of scientists 
have published research documenting the association 
between subclinical malnutrition and adverse lifestyle 
factors on cardiovascular health.   
 

The concept comparing the failing heart with an energy 
out of fuel is decades old,9 and today energy metabol-
ism in the heart is being revisited with considerable 
interest.10 Others have compared the failing heart to a 
weak and tired horse, and if properly nourished, it can 
recover and again work.11   
 

ACE inhibitors or angiotension II blockers do improve 
the prognosis12 by lowering arteriolar resistance, 
increasing venous capacity, cardiac output, stroke work 
and volume. Side effects include hypotension, cough, 
hyperkalemia, headache, dizziness, fatigue, nausea and 
renal impairment.13 
 

It is amazing how much has been published under-
scoring the necessity for proper nutrition, regular 
exercise and a healthy lifestyle to maintain overall 
health, and how little of that information is actually 
employed by the average health care provider.  In fact, 
it has been postulated that today’s children may be the 
first generation with a shorter life span than their 
parents. 
 

Cigarette smoking remains the most important cause of 
preventable morbidity and premature death in develop-
ed countries. Tobacco-related deaths number more than 
430,000 annually in U.S. adults, representing more than 
one million years of potential life lost. Direct health 
care costs attributed to smoking total at least $50 billion 
annually.14 A new federal study reports that deaths from 
poor diet and physical inactivity rose by 33 percent in 
the last decade and may soon overtake tobacco smoke 
as the number one preventable cause of death in the 
United States. Nearly twice as many children and three 
times as many adults are overweight as compared to 20 
years ago.15  For more information on overweight or 
obesity, visit http://www.healthypeople.gov/  or call     
1-800-367-4725.   
 

Regular physical activity is associated with lower 
premature death rates for adults of any age, even when 
only moderate levels of physical activity are performed.  
In addition to appreciably reducing the risk of 
cardiovascular disease, regular activity lowers the risk 
of developing diabetes and several types of cancers, by 
improving the immune system, hypertension, and for 
reducing blood pressure once hypertension begins.16   
 

Recently, studies have documented the fact that 
increased physical activity has been associated with a 
decrease in the risk of coronary heart disease in women 



Millions of people can, and should, be helped through 
alternative health care that is well-documented to be 
effective through reams of “hard copy data” reported in 
all respectable scientific and medical literature.       
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as well as men.17 A more recent study reports that 
prospective data indicate that both walking and vigorous 
exercise are associated with substantial reductions in the 
incidence of cardiovascular events among post-
menopausal women, irrespective of race or ethnic group, 
age, and body mass index. Prolonged sitting increased 
cardiovascular risk .18,19   

 
 

Populations with low rates of physical activity: 
 
∗ Women generally are less active than men at all 

ages. 
∗ People with lower incomes and less education are 

typically not as physically active as those with 
higher education. 

∗ African-Americans and Hispanics are generally less 
physically active than Caucasians. 

∗ Adults in northeastern and southern states tend to be 
less active than adults in north-central and western 
states. 

∗ People with disabilities are naturally less physically 
active than people without disabilities. 

∗ By age 75, one in three men and one in two women 
engage in no regular activity. 

 
The major barriers most people face when trying to 
increase physical activity are lack of time, lack of access 
to convenient facilities, and lack of safe environment in 
which to become active. 
 

The current trend for health care maintenance and 
treatment continues to embrace natural therapies.  
Because of the positive benefits they provide, compared 
to the traditional palliative care offered by western 
medicine for most disorders, holistic therapies are 
rapidly gaining public endorsement. Demand for more 
comprehensive, less dangerous and less expensive care 
is causing a decline in the demand for specialists and 
specialty care.   
 

Since 1948, when the World Health Organization 
defined health as being not only the absence of disease 
and infirmity, but also, the presence of physical, mental, 
and social well-being, quality of life issues have become 
steadily more important in health care practice.20 
 

Many Baby Boomers are showing concern over the 
increasing unwanted side effects for medicines and 
orthodox procedures and with established medicine’s 
treatment of their parents, and their parents’ friends.  A 
significant percentage of this soon-to-be senior citizen 
population is coming to the vivid realization of the 
importance of health. Trends research shows that the 
new senior citizen population is deciding to take the 
steps necessary to get healthy, and stay healthy.  
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Letters to 
the Editor 

2006 article2 that adequate or excessive iodine intake 
may result in autoimmune thyroiditis. This assertion of a 
retraction by Yang F, et al., is also false. Their 2007 
article does not contain any implicit or explicit 
retractions.  In fact, the authors state exactly the opposite 
by re-acknowledging the claim made in their 2006 
article:  

"This may suggest that in the comparison of the 
tendency of hypothyroidism, partly induced by thyroid 
autoimmunity due to the elevated iodine intake, long-
term excessive iodine intake as an environmental factor 
does not seem to be involved in the occurrence of 
autoimmune hyperthyroidism." 2  
 

It is disturbing and disappointing that Dr. Abraham has 
chosen to blatantly distort the research of Yang F, et al., 
2007. I appreciate the work that Dr. Abraham has done 
to educate patients, practitioners and researchers about 
the history, unexamined assumptions and potential 
therapeutic benefits of iodine supplementation. 
Unfortunately, however, it appears that he has become 
overly invested in iodine's unequivocal usefulness at the 
expense of necessary objectivity. 
  

                        Jim Killeen  
 

REFERENCES  
 

Abraham, Guy E. "Facts about Iodine and Autoimmune 
Thyroiditis."  The Original Internist, 2008; 15(2):75-76. 
 

1) Teng W, et al., "Effect of iodine intake on thyroid 
disease in China." New England Medical Journal, 
2006; 354:2783-93.  

2) Yang F, et al., "Chronic iodine does not increase the 
incidence of hyperthyroidism: A prospective 
community-based epidemiological survey in China." 
Eur J Endocrinol, 2007; 156(4):403-408. u 

 

Dr. Nelson, 
 

I read your case study in the December 2008 Original 
Internist (pg 189-193) and have a few comments. First of 
all, I understand your frustration with some chiropractors 
and their less than perfect office procedures. Many 
D.C.’s just don’t realize the negative impact their 
cavalier work has on the profession as a whole. I believe 
the saying states that 5% of our colleagues cause 95% of 
our headaches. This is true with all professions but 
seems glaringly so with chiropractors.  Also, I agree that 
it would be beneficial for the public we serve to be able 
to distinguish between the rank and file D.C. and the 
“advanced trained practitioners (DABCIs)” as quoted 
from your article.  This would provide a possible bridge 
between what patients are used to, i.e., disease care as 
practiced by their M.D. or D.O., and the manual methods 
that many chiropractors limit themselves to and the 
general patient population equates with our profession.  

In the June 2008 issue of The Original Internist, in an 
article titled "Facts about Iodine and Autoimmune 
Thyroiditis," Guy E. Abraham, MD states the following:   

"Since the 2006 publication by Teng, et al.,1 reporting a 
positive association between iodization of salt in China 
and autoimmune thyroiditis (AIT), I have received a lot 
of calls and e-mails questioning the use of iodine in 
patients with autoimmune thyroiditis.  Iodophobes were 
elated with this publication, which vindicated their 
iodophobic viewpoint. However, a year later in 2007, the 
same authors, using the same data2 retracted their 
original statement and concluded that: 'Chronic iodine 
excess does not apparently increase the risk of 
autoimmune thyroiditis.'" [Abraham G 2008:75]  
 

Dr. Abraham references two journal articles:  Teng W, et 
al., 20061 and Yang F, et al., 20072, which I sub-
sequently downloaded and read.  Much to my surprise, I 
discovered that Dr. Abraham had blatantly mis-
represented the research of Yang F, et al., 2007. The 
quote he references, "Chronic iodine excess does not 
apparently increase the risk of autoimmune thyroiditis," 
does not appear anywhere in the referenced article. The 
following similar quotes do appear:  
 

"Chronic iodine excess does not apparently increase the 
risk of autoimmune hyperthyroidism, suggesting that 
excessive iodine intake may not be an environmental 
factor involved in the occurrence of autoimmune 
hyperthyroidism." 2  
 

"Chronic iodine excess does not apparently increase the 
risk of autoimmune hyperthyroidism or influence the 
incidence and outcome of subclinical hyperthyroidism, 
which suggests that chronic excessive iodine intake may 
not be involved in the occurrence of autoimmune 
hyperthyroidism as an environmental factor.2  
 

Dr. Abraham's quote is not even a valid paraphrase of 
Yang F, et al., 2007 because the term "thyroiditis," 
referencing in this context hypothroidism, has been 
substituted for the term "hyperthyroidism." Dr. 
Abraham's quote is blatantly false. 

Dr. Abraham uses this "quote" to assert that Yang F, et 
al., 2007 have explicitly retracted the claim made in their 



This might also help the disease care practitioners 
recognize what, we as DABCIs are capable of, since 
they can relate to our diagnostic methods even though 
the patients therapeutic regimen does not consist of 
drugs or surgery. 
 

Where I differ in opinion with the article is the tone 
directed to the two other D.C.’s mentioned in your 
article.  Even though we all have missed a diagnosis or 
failed to resolve a patient complaint to their satis-
faction, the article points an unfair finger toward all 
non-DABCI chiropractors. Hopefully these feelings 
about Dr. B and Dr. R were not conveyed to the patient 
or her family. Just because a chiropractor (you) 
correctly diagnosed her condition and made the proper 
referral doesn’t separate her earlier missed diagnosis 
from the other chiropractors. Like it or not the fact may 
be that all the family remembers after her death is that 
not one, but two, chiropractors didn’t diagnose her 
properly.  We have all talked with people who went to 
a D.C. and said afterward “it didn’t work for me so it 
doesn’t work” and never thought to try a different  
chiropractic physician. I always ask these people if they 
have been to a M.D. that did nothing for them and if 
they discontinued seeing all M.D.s after that 
experience.  You know the rest of the story, blank stare, 
uncomprehending look in their eyes, and if you are 
lucky one in ten will say “wow, I never thought of it 
that way, maybe I will try a different D.C.”  When we 
mock or downplay another chiropractor, even when we 
feel it is justified, we are berating the profession as a 
whole in a patients eyes and not just that individual 
practitioner. Patients don’t know or care if a D.C. is 
Gonstead, activator, diversified, DABCI, or DABCO.  
Also, they aren’t concerned with the college attended 
or how many post doctorate degrees we’ve earned or 
what our GPA was. At present all they see is a 
chiropractor and what they want to know is if we can 
fix them and how much it will cost. 
 

In conclusion, I will state that I enjoyed the article and 
look forward to more of your case studies. I also will be 
gutsy enough to suggest a call to Dr. B and Dr. R to 
explain your exam and lab findings and answer any 
questions they may have. Also, tell them what tran-
spired with the case and if they have any further need 
of a DABCI that they shouldn’t hesitate to contact you 
for any reason. Since there is no finger pointing it is my 
hope they see this contact as a goodwill gesture and 
that you have a genuine concern for patients.  
Hopefully this will build bridges and possible referrals 
and if nothing else may stimulate them to expand their 
minds and practices by enrolling in a DABCI class. 
 

Daniel M. McGregor, DC, CCSP, DABCI, Dipl Ac 
(IAMA), Doctorate Health Administration (student)  
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accountable? 
 

I understand that the reason cancer survival rates have 
improved so dramatically may very well be because 
people without cancer are made into cancer survivors.  
It is known that diet and exercise; i.e., lifestyle choices; 
play the biggest role in cancer prevention. Genetics 
only play a part, 25% or less; of the cause.  Even with 
all the genetic markers pointing south there is still a 
viable personal responsibility we can all take; however, 
how many times have you heard the pro big-pharma 
advertisement, “When diet and exercise are not 
enough”? Diet and exercise are always enough, but 
when do you hear such? 
 

From “Marcus Welby, MD” to “House” the practice of 
medicine is glorified.  The truth is, there’s a lot more 
money in sickness than wellness. Now that we’re living 
in the age of the information super highway it’s time 
that people are allowed to not only get, but to expect, 
all of the information about their condition to really 
make informed decisions. Failure to make a correct 
decision should fall on the shoulders of the afflicted, 
but failure to provide the unbiased information 
necessary to make an individual informed decision, 
should lie on the shoulders of the provider.  

The Legacy  
Continues 
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When does malpractice or bad medicine become 
criminal?  We all know that unethical treatment of 
patient information is a serious legal issue; i.e., the 
initial attempt to voluminously overwhelm any prac-
titioner with paperwork from HIPPA to the more 
tolerable, yet still all binding upfront lip service of each 
clinic’s allegiance to the same. How far is unethical 
treatment of patients tolerated before, in itself, that 
becomes another standard serious legal issue? 
 

Anecdotally we can all come up with stories from our 
memory banks that attest to the bullyish tactics used by 
the powers that be; i.e., big pharma, the AMA, FDA 
cohorts, and other all powerful governmental ‘oversight 
groups’;  to wrongly persuade the public to have an 
over simplified and blatantly by omission, false 
understanding of issues where seemingly countless 
amounts of money are at stake.  Anecdotes are fine to 
fan the flames of conspiracy, but facts are tangible and 
undeniable. 
 

Recently we had a woman come to our clinic in tears, 
in an effort to understand the fate that had befallen her.  
She was diagnosed with breast cancer (stage 0) and was 
instructed to schedule surgery, a radical mastectomy, to 
be followed with prophylactic chemotherapy, as soon 
as possible.  In order to bring calm to a chaotic storm, 
we ordered a complete Kessinger profile, an AMAS 
test, and a specific breast tumor marker.  All of the tests 
came back negative. She doesn’t have cancer!! She was 
about to have her breast removed! Is there any 
justice?!? 
 

Another recent account comes from a 40-ish female 
patient of a slender build with tall frame hailing from 
an hour and a half driving distance.  She was bent over 
in pain at work with radiation to the right scapula and 
painful inspiration.  She went to the hospital where an 
“emergency surgery” was performed to remove her 
(improperly functioning) gallbladder.  The crime here 
is that no other option was given.  The choice was 
SURGERY. None of the future dilemmas were 
discussed; i.e., indigestion/mal-digestion, osteoporosis.  
No informed decision was made, but who is held 
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“It no longer matters what you call your disease. The 
label your doctor gives you is meaningless. What 
matters is what caused it. The  lowering of huge amounts 
of hidden heavy metals has turned around the worst 
heart diseases, improved memory, mood and IQ. It is 
one of the most important decisions of your life.” 
Dr. Sherry Rogers, MD.  Author of the book: ”Detoxify 
or Die.” 
 

Numerous scientists world-wide are supporting the view 
today that all life processes are being determined by 
subtle electromagnetic and photon phenomena [see Prof. 
Dr. A. Popp, Dr. Voll (EAP), Dr. Schimmel (Vega Sys-
tem) and many more]. All electrically active metals 
(ions) and particularly heavy metals can disturb the 
harmony of the electromagnetic and photon energies in 
our body, causing disharmony and disease. They also 
can increase the production of free radicals million-fold.  
 

It has been stated that 90% of all chronic and serious 
illnesses could be prevented if we were able to eliminate 
the 600 most dangerous environmental toxins (Dr. J. 
Higgensen, Head of Cancer Research, WHO, Geneva, 
Switzerland). Every health practitioner is fully aware of 
the devastating influence heavy metals and/or ionic 
metals can have on our mental, emotional and physical 
health and well being.  
 

Until recently, most health care professionals and re-
searchers assumed that heavy metals had to be taken into 
account only when a patient showed definite symptoms 
of 'poisoning'. We realize now that our health and well-
being is affected by much lower levels of heavy metals 
than previously assumed. Health authorities constantly 
correct 'permissible' maximum levels downwards. 
 

It is becoming more difficult to accurately determine the 
appropriate drug profile in a given case, because the 
respective simile of symptoms has undergone a shift due 
to the presence of heavy metal ions.  In fact, this phe-
nomenon may be observed for the majority of the classic 
Hahnemann remedy profiles, and it is fair to say that at 
the present time the effectiveness of any antioxidant 
therapy is significantly compromised by the presence of 
heavy metal ions. It is therefore important to first 

identify the heavy metal in question, and then the degree 
of its involvement.  Then, as the cause of the condition, 
the heavy metal ions must be removed and cleared out.  
 

In cases of acute heavy metal poisoning (commonly the 
result of accidents or extreme workplace related contam-
ination), clinical toxicology is generally able to provide 
an effective, quick response, with the DMPS procedure, 
administered as mobilization test and anti-dote. 
However, hardly any appropriate treatment or diagnostic 
procedure is available for cases of long-term heavy 
metal contamination. No satisfactory method exists for 
the early recognition of heavy metal contamination. 
 

Example: Demonstration of mercury in the human 
brain and other organs 17 years after metallic 
mercury exposure 
H.ORRZ (1) F.SCHWEINSBERG (2) T.GROSSMANN (3) 
M.F. WENDT-GALLITELLI (4) and R.METERMANN (1) 
 

(1)Department of Neuropathology, (2) Hygiene-Institute, 
(3) Institute of Pathology and (4) Institute of Physiology, 
University of Tuebingen, Germany 
 

Abstract 
A male subject became exposed to metallic mercury 
vapor at work in 1973. He excreted 1,850mg Hg/l urine 
initially. Controls of urine mercury excretion after D-
penicillamin administration led to the assumption of a 
total body clearance of mercury latest since 1976. 
Subsequently he developed an organic psycho syndrome 
without detectable signs of classical mercurialism. He 
never returned to work again and died of lung cancer in 
1990. In different organs (brain, kidney, and lung) which 
were sampled at autopsy, elevated levels of mercury 
were documented by atomic absorption analysis. 
Histological examination of the tissue by the Danscher 
and Schroeder method, which is specific for mercury, 
showed a highly positive staining in the majority of 
nerve cells and cells of other organs.  
 

Interpretation 
Here we present a patient who clearly was exposed to 
mercury vapor for a short time. He never suffered from 
typical clinical signs of mercury intoxication. Treatment 
with complexing agents failed to increase renal excretion 
mercury serum levels, which was interpreted as 
resolution ad integrum. Post mortem, however, it could 
be demonstrated that mercury was still stored within the 
brain in high amounts and painful sensations of which 
the patient had suffered since intoxication.5 
 
 

Two types of metals 
The methods used to detect heavy metal contamination 
are cumbersome and costly and in some instances can’t 
differentiate between organically bound and free metal 
atoms (e.g. Cu, Zn in spectrometric analyses). Recent 
research has shown that it is essentially electrically 

Environmental Toxicity: 
An Alternative Way of 
Assessing Heavy Metals. 
 
 
by : Thomas Nissen, ND 
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active heavy metal atoms not bound with organic 
complexes that actively destroy molecular compounds 
and thereby cause the formation of free radicals.  Up to a 
certain point, a healthy body is able to bind (i.e., chelate) 
free heavy metal atoms, i.e., neutralize their electro-
magnetic charge and clear them out.  If this mechanism 
is no longer able to function because too many toxins 
have accumulated in the organism, the number of free 
radicals will increase, especially if the body is suffering 
an antioxidant deficiency at the same time. In such cases, 
administering antioxidant supplements will not solve the 
real problem, namely the accumulation of heavy metal 
ion deposits in the body. 
 

Unfortunately, traditional methods like hair or blood 
analyses are not able to uncover these connections for 
the simple reason that the organic sample is destroyed in 
the course of the analysis. Such procedures are therefore 
unable to differentiate between metal atoms bound with 
organic complexes and unbound and therefore electro-
magnetically active ions, a difference that is crucial in 
the assessment of the overall situation. 
 

A new way to assess heavy metals 
In 1925 Helmut Fischer of the Siemens Concern in 
Berlin succeeded in detecting heavy metal ions by means 
of a dithizone process. As a reagent, dithizone is able to 
indicate the presence of heavy metal ions in qualitative 
and in quantitative terms.  In binding with them, color 
complexes are formed in the interior of the molecule 
which are soluble in non-polar organic solvents. The 
coloration of these solutions is very intensive, its 
particular coloration determined by the atomic radius of 
the respective metal present in the complex.  
 

The dithizone heavy metal reagent allows the detection 
of free heavy metal ions in bodily liquids, like urine and 
saliva. By administering the test reagent as an 
exploratory measure, unbound metal ions from amalgam 
fillings or from the environment (cadmium, lead, zinc, 
copper, manganese, nickel, cobalt, etc.) can be assessed 
on the spot, the potential health problem, as well as the 
need for detoxification, before any specific therapy is 
administered. The test reagent is therefore an important 
aid in the decision making process during the initial 
evaluation and detoxification therapies, recommended as 
urgent and necessary counter-measures, can be monit-
ored with the test reagent administered. 
 

The dithizone reagent can also be used to determine the 
environmental sources of the contamination in aqueous 
solutions such as tap water and since all heavy metal 
ions are water soluble, solids like food items, porcelain 
dishes, dust samples from carpets, wall paints and wall 
paper etc. can be tested for heavy metals by soaking 
them in distilled water beforehand. In other words, in 

addition to being a diagnostic tool for urine and saliva, 
the reagent is also useful to find contamination causes in 
the patient's environment.  
 

Note 
When using the Dithizone Heavy Metal Test no 
challenging agents are necessary to address the overall 
heavy metal burden. The organism is still heavy metal 
toxic as long as high amounts of free or unbound metal 
ions are found in the urine. 
 

Replacement Reaction or How to Asses Mercury 
Toxicity 
The sheep study done at the University of Calgary in 
Canada (sheep had amalgam fillings placed in their 
mouths) clearly shows that very little mercury is found 
in the urine and in the blood, but highest amounts are 
shown in the kidneys. Since this is the case, how do we 
assess mercury toxicity via the urine? 
 

To understand this, a short review of basic bio-chemistry 
and how heavy metals react in the body is necessary. 
 

In the human system, the bivalent metals are engaged in 
a continuous fight against one another e.g., copper 
against zinc, magnesium against calcium, which results 
in the replacement of the "lighter" element by the 
"heavier" one in terms of their atomic masses. 
Replacement reactions, also called “fight for the site,” 
occur when heavy metals grab the biological spaces that 
should be filled by necessary minerals. 
 

Just as carbon monoxide replaces essential oxygen, other 
elements and compounds cause their toxic effect by 
replacing chemicals essential to the body functions. 
Within a group, for example group 2 in the periodic 
table of elements (2 refers to the number of extra 
electron) there is zinc (Zn), cadmium (Cd), and mercury 
(Hg), in order of increasing atomic weight. (65, 112, and 
200 respectively). Zinc in its ionic form, Zn2+, is 
necessary for proper body function, although an excess 
is toxic. Cadmium, found in paints, cigarettes, tires, and 
brakes, is toxic. Mercury, found in amalgam fillings, 
paints, and some industrial processes, has no known use 
in the body and is even more poisonous. 
 

Since cadmium and mercury, in their more soluble 
ionized or salt forms, will attempt to participate in the 
same biochemical reactions as zinc, their presence will 
prevent the zinc reacting and performing its functions in 
the body. This is like a 65 pound person (zinc) 
competing unsuccessfully with 112 pound (cadmium) 
and 200 pound (mercury) people in a wrestling match.  
 

As a result, mercury leaching into the body from silver-
mercury amalgam fillings will cause symptoms of zinc 
deficiency such as fatigue, PMS, thyroid problem, loss 
of smell and taste, macular degeneration, prostate 

(Continued on next page) 
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enlargement, rheumatoid arthritis, sterility, immune 
suppression, etc. even if there is plenty of zinc available. 
 

Other symptoms caused by mineral deficiency and 
displacement by a heavy metal. (Hg, Cd, Pb, ) include: 
 

Magnesium: Irregular heartbeat, osteoporosis, receding 
gums, etc. 
Iron:  Anaemia 
Copper: Anaemia, Thyroid dysfunction, impaired dig-
estion, scoliosis 
Zinc: Anorexia nervosa, loss of taste, low libido, PMS, 
etc. 
Iodine: Thyroid dysfunction 
 

Causing a toxic accumulation of essential minerals 
By occupying the biological spaces of the essential 
minerals, heavy metals (in particular mercury) create 
simultaneously, a toxic accumulation of essential 
minerals. The body receives everyday essential minerals 
through food, unable to be absorbed, leading to an 
accumulation and overburden of these minerals. 
 

At this stage of toxic contamination, the discharge of the 
essential metals (minerals) from the organism is not yet 
relevant, but as free electrically active metals they can be 
made visible in our test. The valuable essential metals 
have, in effect, become toxic metals. Diagnostically, the 
test indicates that the body cannot handle the heavy 
metals and uses the liver, kidneys and other tissue as 
waste deposit sites. 
 

Therefore when checking the urine for heavy metals by 
using the dithizone reagent, toxic amounts of copper and 
zinc (direct antagonist to most of the heavy metals which 
have all a 2+Plus valence) will always show up first 
during the procedure and indicate the presence of heavy 
metals in the body. Other reasons why the amount of 
unbound heavy metal ions in the urine is very high are: 
 

1. Excessive intake of supplements. 
2. Metals are accumulating due to constipation or 

reduced bile flow: heavy metals, mercury in 
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In vivo and ex vivo displacement of zinc from metallothionein by cadmium and by mercury. 4 

Divalent cadmium and mercury ions are capable in vitro of displacement of zinc from metallothionein. This process 
has now been studied in vivo and ex vivo, using the isolated perfused rat liver system, in order to determine if this 
process can occur in the intact cell. Rats with normal and elevated (via preinduction with zinc) levels of hepatic zinc 
thionein were studied. Cd(II) completely displaces zinc from normal levels of metallothionein and on a one-to-one 
basis from elevated levels of metallothionein, both in vivo and ex vivo. Hg(II) displaces zinc from metallothionein 
(normal or elevated) rather poorly, as compared with Cd(II), in vivo, probably due to the kidneys preference for ab-
sorbing this metal. Ex vivo Hg(II) displaces zinc from metallothionein (normal or elevated) on a one-to-one basis, 
with considerably more mercury being incorporated into the protein than in vivo. The results of double-label ex vivo 
experiments using metal and [35S]cysteine (+/- cycloheximide) were consistent with the above experiments, indicat-
ing that de novo thionein synthesis was not required for short term incorporation of cadmium and mercury into met-
allothionein. These data are supportive of the hypothesis that cadmium and mercury incorporation into rat hepatic 
metallothionein during the first few hours after exposure to these metals can occur primarily by displacement of zinc 
from pre-existing zinc thionein by a process which does not require new protein synthesis. 

particular, accumulate in the gallbladder creating a 
perfect environment for bacteria and fungus which 
leads to a sluggish or thick bile. 

 

Conclusion 
In a healthy body with a functioning detoxification 
system or in the absence of heavy metals, there should 
be no free heavy metal ions found in the urine. 
Consequently, the more unbound metal ions are found in 
the urine, the more the body’s detoxification capacities 
are exhausted. 
 

Instead of measuring the mercury or other heavy metal 
ions, which is very difficult to access since these heavy 
metals are neither in the blood, nor in the urine, the 
indirect disturbance caused by the heavy metal atoms are 
measured. 
 

Since heavy metals contribute with up to 80% of the 
causes to all diseases, the assessment for heavy metal 
contamination has become an essential component of 
any initial diagnosis.  
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Whole Blood 
Concentrations of 
Elemental Silver in 
Five Female 
Volunteers Following 
Ingestion of 75mg of 
Metallic Silver 
Nanocolloids in Tablet 
Form 
 
 

by: Guy E. Abraham, MD & David Brownstein, MD 
 
 

 
 

Introduction 
 

Three noble metals, also called precious metals, are 
currently used in medicine: gold, silver, and platinum. 
None of these metals are considered essential, and there 
are no daily requirements. These noble metals exist in 
nature in two basic forms: The metallic (neutral) form 
and the ionic (positively charged) form. As a general 
rule, the ionic forms of these metals display toxic 
reactions both in vivo and in vitro. The metallic 
colloidal form of these metals on the other hand is 
usually very safe1. Only the ionic, most toxic forms of 
these noble metals are currently used for medicinal 
purposes. There is no published data on the bioavail-
ability and metabolism of the colloidal forms of these 
noble metals.   

We are presenting a preliminary report on serial 
measurements of whole blood silver levels following 
ingestion of 75mg of a properly characterized colloidal 
silver preparation in 5 female volunteers. The results 
suggest that the bioavailability of colloidal silver is 
very low. Balance studies and measurement of colloidal 
silver in body compartments would be required to 
assess further the absorption, bioavailability and 
metabolism of colloidal silver. 
 

Materials and Methods 
 

The preparation of the colloidal silver tablets was 
previously reported1. An aqueous solution of USP 

Figure 1 
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Fig 1. Histogram of Particle Distribution of the Colloidal Silver Used in this Study. 
(Reproduced from Reference #1) 



grade silver nitrate was reduced to metallic colloidal 
silver by a proprietary procedure using Food Grade 
maltodextrin as reductant and stabilizer. The nitric acid 
released during reduction was neutralized with USP 
grade potassium hydroxide to pH =7.0 ± 0.2. The 
molecule weight of silver is 108; and for NO3 it is 62. 
Therefore the weight ratio of metallic silver over nitrate 
released is 108/62=1.74. In a tablet that contains 12.5mg 
metallic colloidal silver, the expected amount of NO3   
present in one tablet would be: 12.5mg/1.74 = 7.2mg. 
The measured amount per tablet by ion chromatography 
was 5.7mg. The final concentration of colloidal silver in 
various batches averaged around 5000 PPM. Particle 
size analysis by Transmission Electron Microscopy 
(TEM) revealed that the colloid particles were less than 
10nm (Fig 1).  
 

Since ionic silver is toxic and colloidal metallic silver is 
safe1, care was taken to ensure that all the ionic silver 
nitrate was reduced to metallic colloidal silver. A silver 

ion selective electrode (Orion P.N. # 9616BNWP) was 
used in pilot studies to measure ionic silver during the 
reduction of silver nitrate until the ionic silver became 
undetectable (less than 0.5 PPM). The ion selective 
silver electrode does not detect metallic neutral silver. 
Total elemental silver concentration in the preparation 
was assessed by X-ray Fluorescent Excitation Analysis 
(FEA) using a commercial laboratory (West Coast 
Analytical Service, Inc. Santa Fe Springs, CA). In the 
process of standardization of colloidal preparations, it 
was arbitrarily decided that an acceptable ratio of total 
silver/ionic silver for uses in human subjects should be 
5000 or greater, which gave a wide margin of safety. 
Since the concentration of elemental silver averaged 
5000 PPM in the colloid suspensions and ionic silver 
concentrations were less than 0.5 PPM, the total silver/
ionic silver ratio was greater than 10,000.  
 

The complete reduction of silver nitrate was further 
confirmed by Neutron Activity Analysis (NAA) of ionic 

(Continued on next page) Figure 2 
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Colloidal Silver Suspension 

Ultracentrifugation 

Silver Content of  
Supernatant 

Expressed as PPM 

Ratio = Total Silver in Colloidal Suspension 
  Silver Content of Supernatant 

Total Silver Content  
Expressed as PPM 

Fig 2. Procedure for computing the concentration of total silver (Metallic + Ionic) 
of the colloidal suspension; the ionic silver concentration in the supernatant after 

ultracentrifugation and the Total Silver/Ionic Silver Ratio. 
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Subject   0 2hr 4hr 6hr 10hr 13hr 16hr 24hr 

#1   <0.01 0.065 0.034 0.036 0.034 0.021 0.023 0.034 

#2   <0.01 0.031 0.045 0.034 0.068 0.049 0.059 0.044 

#3   <0.01 0.018 0.034 0.040 0.034 0.034 0.055 0.028 

#4   <0.01 0.056 0.043 <0.01 0.033 0.040 <0.01 0.036 

#5   <0.01 0.037 0.048 0.036 0.048 0.041 <0.01 <0.01 

Whole Blood Silver Levels (mg/L) 

Table II 
Whole blood silver concentrations in five female volunteers following ingestion of  
75mg Colloidal Metallic Silver in tablet form  

SS# Age 
(years) 

Height 
(Inches) 

Weight 
 (pounds) 

24hr Urine Volume (L) 

1 61 62 138 1.5 

2 54 64 215 1.4 

3 26 64 122 1.5 

4 50 67 125 1.1 

5 57 66 179 2.6 

Table I 
Anthropometric data on five female volunteers participating in the silver bioavailability study 
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silver in the supernatant, following ultracentrifugation at 
an average of 227,360xg for 7 hours (maximum = 
302,120xg). All colloid particles with diameter one 
nanometer (nm) or greater would be precipitated 
following such a high g force, leaving only ionic silver 
in the clear supernatant. The procedure to measure total 
silver content of the colloidal suspension by FEA; the 
ionic silver content in the supernatant following ultra-
centrifugation by silver ion selective electrode and by 
NAA; and the total silver/ionic silver ratio is displayed 
in Figure 2.  
 

The aqueous suspension of colloidal silver was 
evaporated to less than 3% moisture and compounded 
with a silica excipient to achieve a concentration of 
12.5mg silver/tablet. From the elemental analysis of the 
silver colloid powder by ICPMS, all the toxic metals 
were below the sensitivity of the assay: As <0.001ppm; 
Se <0.001ppm; Cd <0.001ppm; Sb <0.001ppm; Hg 
<0.0001ppm; and Pb <0.001ppm. A bacteriostatic agent 
was not required in the colloidal silver preparation since 
colloidal silver has itself germicidal properties.    

Subjects  
 

Five female volunteers were recruited from the staff of 
the Center for Holistic Medicine. The anthropometric 
data on those subjects are displayed in Table I. After 
informed consent was obtained, the subjects were 
evaluated during 3 phases to minimize the frequency of 
venipuncture per session. The protocol involved 
ingesting 6 tablets of colloidal silver containing 75mg of 
silver. In phase I, venipuncture was performed at time 
zero, 2hr, 4hr, and 6hr post ingestion. In phase II during 
another day, whole blood was collected at 10hr, 13hr 
and 16hr post ingestion. During the last phase, the 
subjects collected urine for 24hr post ingestion and a 
single blood sample was obtained at 24hr.  
 

The blood samples were collected in heparinized plastic 
tubes. One drop of nitric acid 0.1 Molar was added to 
each tube, to prevent the silver colloids from binding to 
the wall of the plastic tubes. The samples were then 
mixed and frozen until whole blood elemental silver was 
measured by Neutron Activation Analysis (NAA) at a 
commercial laboratory (Elemental Analysis Inc. 
Lexington, KY). The sensitivity of NAA for silver is 
0.01 PPM. Pilot studies were performed to confirm 
quantitative recovery of silver from known amounts 
added to whole blood.  
 

Results 
 

Silver levels in urine samples from the 24hr collection 
were undetectable (less then 0.01PPM) in all subjects. 
The levels of whole blood silver are displayed in Table 
II. Whole blood silver levels were undetectable prior to 
ingestion of the colloidal silver tablets. (<0.01 PPM). At 

2 hours post ingestion, all the subjects had measurable 
silver in their blood, ranging from 0.018 to 0.065 PPM. 
The levels of whole blood silver remained within that 
range over the next 24hrs. In subject #5, silver levels 
became undetectable after 13 hours. There was no 
observable trend at these low concentrations. There was 
no side effect reported by the subjects during the study 
period.  
 

Discussion 
 

A review of the literature suggests that less than 10% of 
ingested ionic silver is absorbed4. Of the absorbed 
fraction, 90% is eliminated in the feces after biliary 
secretion and less than 10% is excreted in urine. From 
the above information, it is estimated that less than 1% 
of ingested ionic silver is excreted in the urine and 99% 
eliminated in the feces. There is no published study on 
the bioavailability of colloidal metallic silver. 
 

It is obvious that colloidal metallic silver, even with the 
very small particle sizes of less than 10nm, passed 
through the intestinal track almost completely without 
absorption. The in vitro and in vivo antibacterial 
properties of colloidal silver have been reported, but 
limited information is available on other possible 
mechanisms of action. In vitro studies suggest that 
peripheral concentrations of colloidal silver as high as 20 
PPM would be required for antibacterial effect2,3. 
Ingestion of 75mg of colloidal silver resulted in 
peripheral levels 100 to 1000 times lower than the 2 to 
20 PPM required for in vitro bactericidal effects. Based 
on our preliminary experience so far with colloidal 
metallic silver, these nanocolloids possess properties that 
could make them useful in conditions where infectious 
diseases are not an issue1. 
 

The most common side effect reported with the use of 
ionic silver and mild silver-protein complexes is argyria. 
Between 1802 and 1951, around a 150 year period, 365 
cases of argyria were reported by the FDA5. The dosage 
required to induce argyrosis ranged from 1 to 30 gm by 
ingestion; and 1-8gm by inhalation6. No argyria has ever 
been reported with the use of colloidal metallic silver 
properly characterized. 
 

Aquatic organisms are adversely affected by ionic silver. 
The EPA provides guidance to protect these organisms7. 
However, “all the available toxicity data used in the 
derivation came from laboratory tests using silver ions, 
generally acknowledged to be the most toxic form of 
silver to aquatic organisms, and one that is not common 
in the environment.” Colloidal metallic silver was not 
tested in these studies. 
 

Ionic silver can undergo univalent redox reactions and 
therefore can initiate peroxydative damage to nearby 
tissues8. There is a strong protective effect of vitamin E 

(Continued on next page) 
THE ORIGINAL INTERNIST      Spring  2006 05 18 THE ORIGINAL INTERNIST   MARCH  2009 



against ionic silver toxicity. In rats given a vitamin E 
deficient diet, 1500PPM silver nitrate in the drinking 
water, resulted in muscular dystrophy and death within 
40 days. Rats given the diet and silver nitrate, but 
supplemented with vitamin E survived. 
 

Ionic silver causes a relative selenium deficiency by 
binding to selenium, making it unavailable for the 
synthesis of glutathione peroxydase (GP).  In rats given 
750PPM of ionic silver in drinking water, liver GP 
became undetectable after 52 days. The effect of ionic 
silver on GP is reversible with added selenium and 
vitamin E. The effect of colloidal metallic silver on GP 
levels in red blood cells and liver have not been reported 
so far. 
 

In the management of burn wound sepsis, the ionic silver 
sulfadiazine cream has been used extensively and 
successfully but not without side effects9: argyria, ocular 
injury, leucopenia; toxicity in renal, hepatic and 
neurologic tissues. Colloidal silver impregnated gauze is 
currently being tested as a replacement of the 
sulfadiazine derivatives. 
 

Colloidal metallic silver possesses the same bactericidal 
properties as ionic silver but it is much safer than the 
ionic form1. Common sense would favor the use of the 
colloidal metallic form in medical practice. However, 
more research is needed. Assessing metabolic pathways 
would require balance studies, measurement of silver in 
biological fluids, in various organs and cells. In order to 
compare results obtained between various investigators, 
the colloid metallic preparation must be standardized. In 
this manuscript, we describe a procedure for the 
preparation and characterization of the colloidal silver 
using silver nitrate as starting material. Food grade 
maltodextrin was used both as reductant and stabilizer.  
 

We measured 5.7mg of nitrate in the 12.5mg tablet of 
colloidal metabolic silver used in this study. Nitrate is 
ubiquitous in foods, either occurring naturally such as in 
green leafy vegetables, or added as preservatives. Both 
surface and ground sources of water contain significant 
amounts of nitrate. Serum levels of nitrate in the 
Western world range from 10 to 140 u Mole/L and the 
serum half life is 5-8hrs10. Therefore most of the nitrate 
ingested with the silver tablets would be cleared from 
the body within 24hrs of ingestion. 
 

Because ionic silver is toxic, an acceptable ratio of total 
elemental silver/ionic silver in the colloidal silver 
suspension must be defined. We have chosen a ratio of 
5000 or greater which is very conservative. Even though 
the ingested metallic colloidal silver may be 100% in the 
metallic form and devoid of ionic silver, in vivo 
oxidation of colloidal silver to ionic silver in a pro 
oxidative environment is still a possibility. There are no 

published studies evaluating the in vivo oxidation of 
colloidal metallic silver to form ionic silver in the 
peripheral circulation and in target tissues. This would 
be unlikely in blood because it contains an excess of 
reducing equivalent and displays a negative zeta 
potential. However, in cells undergoing oxidative react-
ions and generating reactive oxygen species, such an 
oxidation is possible. Preventing in vivo oxidation of 
colloidal metallic silver without creating an over reduced 
state would require further research. We are planning to 
perform more extensive toxicity studies of colloidal 
metallic silver both in vitro and in vivo. 
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Abstract: 
 

Introduction: This case report describes a woman 
diagnosed with pseudo fibromyalgia of 35 years duration 
achieving complete symptom resolution after DMSA 
oral chelation, a comprehensive detoxification program, 
antioxidant supplementation, dietary modification and 
dental amalgam removal. 
 
Case Report/Methods: This patient had elevated levels 
of mercury and lead upon DMSA urine challenge 
testing.  In addition, she had 6 mercury-containing dental 
amalgams removed at the beginning of treatment.  The 
patient was placed on a three weeks on and one week off 
DMSA oral chelation protocol for six months.  Support-
ive nutritional and detoxification supplementation were 
used in addition to the DMSA. A diet that supports the 
detoxification systems of the body was also utilized. 
 
Results: After four months of treatment all symptoms 
that the patient had been experiencing for 35 years 
completely resolved. Symptoms included chronic wide-
spread muscle pain, insomnia, fatigue, depression, digest
-ive problems, impaired mental function and blurry 
vision. 
 
Discussion: This case illustrates a novel, safe and 
effective treatment option for patients with pseudo 
fibromyalgia.  Toxic metal allergy, immune dysfunction, 
impaired liver detoxification, hypothyroidism, and oxi-
dative stress/antioxidant insufficiency have been shown 
to contribute to pseudo fibromyalgia. The multi-faceted 
treatment plan addressed these possible causes yielding a 
positive outcome. 
 
Introduction: 
 

Fibromyalgia or Fibromyalgia Syndrome (FMS) is a 
disorder that affects approximately 2% of the US 
population with females having a higher rate than males 
at a ratio of 9:1. Fibromyalgia tends to develop during 

early to middle adulthood. Fibromyalgia is characterized 
by widespread pain and tenderness in muscles, ligaments 
and tendons. Sleep disturbances, fatigue, depression, 
headaches and irritable bowel syndrome are the most 
common health problems that can be associated with this 
disorder. Chronic widespread pain of at least 3 months 
duration and 11 of 18 predetermined points on the body 
must be tender in order to establish a diagnosis of fibro-
myalgia. There are many theories about the causes of 
fibromyalgia which include a traumatic injury, infection, 
altered muscle metabolism, sleep disturbances and 
sympathetic nervous system dysregulation. Pseudo 
fibromyalgia has recently been described in the literature  
and can be broken down into three categories: 
 

1. Organic Diseases:  Lyme disease, hypothyroidism, 
rheumatoid arthritis, cancer, and anemia. 

2. Functional Disorders: improper diet, intestinal 
dysbiosis, impaired liver detoxification, and 
nutritional deficiencies. 

3. Musculoskeletal Disorders:  multiple trigger points, 
disk/facet lesions, postural distortion, muscle 
imbalances, and joint dysfunction. 

 
Traditional medicine uses a pharmaceutical approach to 
fibromyalgia utilizing analgesics, antidepressants, 
muscle relaxers and a relatively new FDA-approved anti
-seizure medication called Lyrica (pregabalin). 
Cognitive behavioral therapy, mild exercise and 
relaxation techniques are becoming more accepted. 
Many so called alternative therapies have not been 
thoroughly investigated in the literature. Toxic metals 
have been linked to fibromyalgia including allergic and 
autoimmune responses to metals such as mercury and 
nickel. Integrative physicians report success when toxic 
metals are removed from the system as well as 
supportive antioxidant therapy, detoxification, dental 
amalgam removal and dietary modification. This case 
study illustrates the novel approach of these methods in 
a patient with pseudo fibromyalgia. 
 
Case Report: 
 

A 65 year old female presented with a diagnosis of 
fibromyalgia of 35 years duration.  She was initially diag
-nosed by a rheumatologist as having fibromyalgia of 
unknown origin upon referral from her primary care 
MD. Over the last 35 years she has not received any 
forms of treatment for her condition and was told that 
there was nothing that could be done by the physicians 
she has regularly seen. There was no traumatic pre-
cipitating event reported such as death of a loved one, 
divorce, infection or physical trauma. The patient does 
not recall anything that could have triggered her 
condition indicating a more accurate diagnosis of pseudo 
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fibromyalgia. Palpation revealed the minimum criteria of 
at least 11/18 tender points required for the diagnosis of 
fibromyalgia, but this criteria is fatally flawed as many 
conditions can result in multiple tender trigger points. In 
addition to chronic widespread muscle pain she reported 
digestive problems, impaired mental function, fatigue, 
blurred vision, and mild episodes of depression and 
sleep problems due to her inability to find a sustained 
pain-free position in bed.  Since the initial diagnosis was 
made, she reports flare-ups of her condition approx-
imately 3-4 times per year that would last 1-2 months. 
During these flare-ups her pain would significantly 
increase to an 8/10 and her concomitant symptoms 
would also increase. The patient cannot pin-point 
anything that may trigger these events. Six mercury-
containing dental amalgams were implanted during her 
teenage years but none since then. The patient also 
reported a strong metallic taste in the mouth. 
 

After a review of medical records, case history, physical 
exam and comprehensive blood chemistry it was decided 
to test for heavy metal toxicity. A DMSA provoked 
urine challenge test was performed to establish a base-
line. DMSA, or meso 2,3 dimercaptosuccinic acid has 
been used in traditional and alternative medicine to bind 
and remove toxic metals. Oral DMSA at 20mg/kg of 
bodyweight was given upon arising on an empty 
stomach and urine was collected for six hours. The 
purpose of the challenge test is to give a patient a known 

toxic metal binding agent known as a chelator and 
observe what metals are drawn out of the tissues which 
end up in the urine. Doctor’s Data was the laboratory 
utilized for this testing. 
 
Initial results: 
 

Initial test results revealed elevated levels of lead and 
mercury.  After reviewing the test results with the patient 
she decided to have all six of her dental amalgams 
removed. She began a comprehensive heavy metal 
detoxification program approximately 1 week before 
dental amalgam removal. Her program consisted of the 
following: 
 

1. DMSA 500mg in divided doses taken on Monday, 
Wednesday and Friday. 

2. Complete mineral complex taken every day of the 
program. (DMSA also removes essential minerals so 
these were replenished during the cycle) 

3. N-acetyl cysteine 1,000 mg three times a day. (NAC 
increases glutathione production which is required 
for heavy metal detoxification) 

4. Liver and gall bladder support complex taken with 
each meal during all parts of the cycle. (high levels 
of mercury are excreted through the liver/gall 
bladder in the bile) 

5. Vitamin C 1,000mg three times a day during all 
parts of the cycle. 

(Continued on next page) 
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6. Comprehensive antioxidant complex three times a 
day during all parts of the cycle. This product 
contained vitamin E, C, lipoic acid, green tea (50% 
EGCG), grape seed extract, leucine, turmeric (95% 
curcuminoids), molybdenum, manganese, zinc, 
biotin and selenium (Antioxidants are given to 
prevent cellular DNA damage due to increased 
reactive oxygen species from toxic metals and aid in 
elimination). 

 

This plan was followed for three weeks and then DMSA 
was discontinued for one week. Then another three 
weeks and she was retested to monitor progress.  The 
author finds it useful to retest after every two, 3-week 
cycles to make adjustments accordingly. 
 

A heavy metal detoxification diet was also given to the 
patient. This diet was designed to support the body’s 
detoxification systems with foods that contained high 
levels of taurine, sulfur-containing amino acids such as 
methionine and foods that increase bile flow. The 
following methionine rich foods were emphasized in the 
program: 
 

Beans, eggs, onions, garlic, cottage cheese, lentils, 
yogurt, fish, and meat. 
 

To increase bile flow, dandelion greens and turmeric 
were emphasized. The body converts methionine into 
cysteine which makes glutathione. Lipoic acid can also 
be made from methionine and cysteine which is an 

important antioxidant. Eggs contain choline which is 
essential for liver function. 
 

The patient was instructed to divide her body weight in 
half and drink that number in ounces of water every day 
to help in detoxification. In addition, one tablespoon of 
ground flax seed was consumed in the morning and at 
night for extra fiber to ensure frequent bowel movements 
At the end of the first 3-week cycle the patient reported a 
reduction in all original symptoms and rated her pain a 
7/10.  At the end of the second 3-week cycle the patient 
rated her pain a 4/10 and had improvement in all 
symptoms.  The second retest occurred at this point after 
doing two, 3-week cycles: 
 

Lead and mercury levels had reduced at this point.  The 
patient continued the treatment plan for another two 3-
week cycles at which point all of her symptoms had 
completely resolved including the muscle pain she was 
experiencing. A second retest was performed at this 
point:  
 

Mercury levels had reduced to the normal range while 
lead levels actually increased from the second test.  The 
author finds fluctuations in metals such as lead when 
performing such treatment plans. 
 

The only side effects that were reported were mild gas 
and mild stomach discomfort which cleared after the 
initial week of treatment.  The muscle pain that she had 
been experiencing for 35 years was completely gone.  

(Continued on next page) 
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She was able to sleep through an entire night without 
pain which helped to eliminate the chronic fatigue she 
had been experiencing. The “fibro fog” cleared and her 
blurry vision improved significantly. The depressive 
episodes that had occurred along with the flare-ups 
resolved as well. The metallic taste that was in her 
mouth was completely gone and she reports being more 
mobile. Her occasional digestive inconsistencies re-
solved. The patient also lost 15 pounds during the 
program and states, “this is the best I’ve felt in ten 
years.” For the first time since being in pain she has been 
able to garden, which has always been one of her 
passions. It should be noted that this patient will 
continue treatment until lead levels are reduced to an 
acceptable range. 
 
Discussion: 
 

Toxic metals have been linked to fibromyalgia including 
allergic and autoimmune responses to metals such as 
mercury and nickel. The combination of mercury-
containing dental amalgam removal, detoxification, 
antioxidant support, dietary modification and toxic metal 
elimination, have been reported by clinicians to improve 
and sometimes completely eliminate fibromyalgia 
related symptoms such as reported in this case.  Brady et 
al., have made the case for a broader categorization of 
patients diagnosed with fibromyalgia.  They outline the 
causes of “classic” fibromyalgia versus “pseudo” fibro-
myalgia. According to the criteria they present, this 

patient does not fit for “classic” fibromyalgia, but does 
fit for “pseudo” classification. They suggest that vitamin 
and mineral deficiencies, toxicity such as; heavy metal 
overload, hypothyroidism and impaired liver detox-
ification can be a cause of fibromyalgia-like symptoms. 
There are a few possibilities as to why this patient 
responded so well to this approach. Mercury inhibits the 
5’-deiodinase enzyme which converts thyroxine into the 
more active form of thyroid hormone triiodothyronine. 
Mercury also has a direct effect on thyroid hormone 
production by interfering with thyroid peroxidase. The 
detoxification program used not only targeted toxic 
metal removal but also liver detoxification support, 
vitamins, minerals, and antioxidants through supple-
mentation and diet.  Increased tissue toxicity can cause 
oxidative stress in mitochondria leading to a decrease in 
adenosine triphosphate production. A build-up of 
anaerobic metabolites such as lactic acid can cause 
muscle pain similar to that of what is classically 
experienced in fibromyalgia. The patient was given more 
than adequate antioxidants during the entire treatment 
program reducing this possibility. This mechanism can 
also explain the fatigue and “fibro fog” that some 
experience. If the patient’s immune system was 
producing antibodies to mercury then removal of the 
hapten (mercury) may have resulted in a decreased 
immune response reducing inflammatory cytokines.   
 

The limitations of this study include the fact that the 
mercury-containing amalgams were removed approx-
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imately the same time the treatment plan was started.  
The patient could have very well achieved the same 
resolution of symptoms without the treatment plan. It 
could also be said that the amalgams were not the cause 
of symptoms and that the toxic metal chelation and 
increased intake of vitamins, minerals, antioxidants, 
liver detoxification support and dietary changes were the 
cause of symptom resolution. 
 
 
 

Conclusion:   

The original diagnosis of fibromyalgia made 35 years 
ago may have been too general in nature and a more 
thorough evaluation of the cause may have yielded more 
answers for the patient.  Despite the fact that this patient 
met all the criteria for a diagnosis of fibromyalgia, she 
did not have a classical cause of fibromyalgia such as; an 
extremely stressful event, trauma or infection.  Her 
symptoms came on gradually with no known cause.  
This patient had seen multiple physicians over the 35 
year period and the original diagnosis was never 
questioned, nor was there further evaluation. Toxic metal 
oral chelation with DMSA, dental amalgam removal, 
antioxidant and detoxification support and dietary 
modification may be a safe and effective way to remove 
metals from the body that could potentially be causing 
fibromyalgia-like symptoms.  Physicians may consider 
toxic metal screening, dental amalgam removal and 
treatment as outlined in this case for patients who 
present with fibromyalgia-like symptoms.    
 

Dr. Nikolas R. Hedberg is a Board Certified Chiropractic 
Internist practicing in Asheville, NC.  He can be reached 
at 828-687-2344 or dcinternist@yahoo.com. 
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teaching patients to avoid foods containing phosphorus 
additives. 
 

In the randomized study, 145 "intervention" patients 
were given lists of common phosphorus-containing 
additives to check against food items at grocery stores 
and fast food menu items with high phosphorus content 
and healthy alternatives. The remaining 134 "control" 
patients received standard care. 
 

After three months, phosphorus levels declined two and 
a half times more in patients who were taught how to 
avoid phosphorus additives than in the control group. 
 

The investigators recommend mandating phosphorus 
content on food labels, and creating incentives for 
marketing low-phosphorus products to improve the 
health of patients with kidney disease, and the general 
public as well. 
 

Breast cancer and HRT:  The April 19, 2007 issue of 
the New England Journal of Medicine reported a 
decrease in breast-cancer incidence began in mid-2002 
and occurred shortly after the highly publicized series of 
reports from the randomized trial of the Women’s Health 
Initiative, which reported a significant increase in the 
risks of coronary heart disease and breast cancer 
associated with the use of estrogen-progestin com-
bination therapy. By the end of 2002, the use of hormone 
replacement had decreased by 38% in the United States, 
with approximately 20 million fewer prescriptions 
written in 2003 than in 2002. 
 

Air Quality in the United States:  The New England 
Journal of Medicine reports in their January 22, 2009 
issue that since the 1970’s, substantial efforts and 
investments have been made to improve air quality.  It is 
reported that studies all support the view that reduction 
in long term exposure to fine particles shows sustained 
health benefits. 
 

Screening for Prostate Cancer among men 75 years 
of age or older:  The December 11, 2008 issue of the 
New England Journal of Medicine reported that the 
prostate-specific-antigen test remains one of the most 
controversial issues in modern medicine. The U.S. 
Preventive Services Task Force (USPSTF), an 
independent group of experts supported by the Agency 
for Healthcare Research and Quality under a mandate 
from Congress, recently revised its recommendations 
regarding prostate-screening. It now recommends 
against screening for prostate cancer in men age 75 or 
older. “Watchful waiting” for men with clinically 
localized prostate cancer is the conclusion. The benefit 
of prostatectomy was small. 
 

Cigarette Smoking:  According to the January 8, 2009, 
issue of JAMA, cigarette smoking has been identified  as  
the second leading risk factor for premature death from 
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Hyperphosphatemia:  A study reported in the February 
11, 2009, issue of the JAMA discusses the health hazard 
from hidden phosphorus found in fast food.  Because 
high blood levels of phosphorus can lead to heart 
disease, bone disease, and even death among patients 
with advanced kidney disease, these patients must avoid 
certain meats, dairy products, whole grains, and nuts that 
are naturally high in phosphorus. Phosphorus, but no 
calcium, is abundant in most soft drinks in the form of 
phosphoric acid, with a pH of 2.8. 
 

The dietary phosphorus intake of individuals in the 
United States has been increasing, while the intake of 
calcium has been decreasing. 
 

Phosphorus is common in most foods. The small 
intestines absorb it from the foods you eat, and then 
store the phosphorus in your bones. It is difficult for 
people with advanced kidney disease to get rid of 
phosphorus.  Patients with kidney disease are instructed 
to read ingredient labels to avoid certain foods that are 
naturally high in the mineral phosphorus. In the United 
States and in Japan, the amount of phosphorus from food 
is gradually increasing. In addition, it is thought that 
excess amounts of phosphorus intake for long periods 
are a strong factor in bone impairment.  
 

Researchers warn that a fair amount of processed and 
fast food actually contains phosphorus additives, which 
can be just as harmful for healthy people as those with 
advanced kidney disease. 
 

The problem, according to Dr. Ashwini R. Sehgal and 
colleagues at Case Western Reserve University in 
Cleveland, Ohio, is that it has become an increasingly 
common practice by food manufacturers to include 
phosphate salts in processed foods. 
 

These additives are used to enhance flavor and shelf life 
-- particularly in meats, cheeses, baked goods, and 
beverages -- and it is very hard for consumers to know 
whether or not these additives are present in products. 
 

In a study of 279 kidney disease patients who had 
elevated blood phosphorus levels, Sehgal and colleagues 
were able to significantly lower phosphorus levels by 
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any cause worldwide. In 2002, an estimated 4.83 million 
deaths were attributed to cigarette smoking globally, 
with nearly half occurring in the developing world. 
 

Second Hand Cigarette Smoke: According to the 
February 4, 2009 issue of JAMA, exposure to second-
hand smoke has immediate adverse cardiovascular 
effects, and prolonged exposure can cause coronary 
heart disease. Nine studies have reported that laws 
making indoor workplaces and public places smoke-free 
were associated with rapid, sizable reductions in 
hospitalizations for acute myocardial infarction. 
 

Obesity:  It is well documented that regular exercise and 
a diet based on  fresh fruits, vegetables, and high quality 
proteins and fats, while avoiding the nutrition depleted 
processed and fast foods, is essential for reducing the 
risk of excessive weight and obesity. Low quality 
carbohydrates and fats, with few essential nutrients, and 
low fiber intake, promotes over consumption and 
increases risk for the complications of obesity. All of our 
killer diseases are virtually preventable by utilizing a 
healthy diet and following a healthy lifestyle. It is well 
established that eighty percent of cardiovascular disease, 
diabetes, cancer, arthritis, and kidney failure are a direct 
consequence of poor dietary selections, lack of regular 
exercise, smoking, and thus are preventable. As today’s 
children, the heaviest than any generation in history, 
reach adulthood, the cost for the inevitable diseases will 
escalate. 
 

Complimentary & Alternative at US Med Schools: 
Reported in the September 12, 1998 issue of JAMA, that 
“with the public’s increasing use of complementary and 
alternative medicine, medical schools must consider the 
challenge of educating physicians about these therapies.  
Among the many forces influencing the present health 
care environment, is the rapid increase in the use of 
complementary and alternative therapies. In 1997, the 
Group on Educational Affairs of the Association of 
American Medical Colleges (AMC) announced the 
formation of the Special Interest Group in Alternative 
and Complementary Medicine.  The Society of Teachers, 
and the American Public Health Association have also 
recently formed special interest groups around comp-
lementary and alternative therapies. The American 
Medical Association (AMA) has recognized the need for 
medical schools to respond to the growing interest in 
alternative health care practices. 
 

Grapes and Heart Failure:  The January 7, 2009 issue 
of JAMA reported that salt sensitive rats fed a high salt 
diet and a powdered mix of table grapes (which contain 
flavonoids, which are antioxidants) achieved improve-
ments in blood pressure control and experienced cardio-
protective effects. 
 

Two groups of rats were fed a high-salt diet, with or 
without grape powder (the equivalent of 9 servings of 
grapes daily). The other two groups were fed a low-salt 
diet, with or without grape powder. After 18 weeks, 
those given grape powder had lower blood pressure, 
better heart muscle function and structure, and lower 
markers of inflammation than those that did not receive 
the grape powder; those in the low-salt diet group that 
were given grape powder had a similar improvement in 
heart muscle structure and had molecular indicators of 
less cardiac stress. The findings suggest that biflavon-
oids may help control blood pressure and reduce risk of 
heart failure. 
 

Comments: Resveratrol is naturally produced by several 
plants, including peanut skins, grape skins and blue-
berries. Resveratrol is produced when the plants are 
under attack by bacteria or fungi.  David Sinclair PhD. at 
Harvard University demonstrated that resveratrol in-
fluences activities of the sirtuin gene. Sirtuins are 
important for many cellular processes including gene 
silencing regulation, fatty acid metabolism, cell cycle 
regulation, and lifespan extension. Resveratrol, a 
polyphenol found in red wines and thought to harbor 
major health benefits, was reported to be an activator of 
Sir2 enzymes in vivo and in vitro.  Resveratrol has been 
called the anti-aging nutrient and increases lifespan. In 
vitro and animal studies suggest that a high resveratrol 
intake is associated with a reduced incidence of 
cardiovascular disease, and a reduced risk for cancer. 
 

Resveratrol has several activities that may account for its 
possible cardioprotective action. These include inhibi-
tion of the oxidation of low-density lipoprotein (LDL), 
inhibition of smooth muscle cell proliferation and 
inhibition of platelet aggregation. Resveratrol has also 
been found to reduce the synthesis of lipids in rat liver 
and to inhibit the production of proatherogenic eicosan-
oids by human platelets and neutrophils (PDR for 
Nutritional Supplements). 
 

Direct-to-Consumer Advertising of Medical Devices 
Under Scrutiny:  November 5, 2008, JAMA questioned 
whether the public can truly comprehend, based on 60 
second television commercials, ad pages in newspapers 
and popular magazines, or internet pages, the benefit and 
risks of such device-based medical interventions as total 
hip replacement or the use of stents in a percutaneous 
coronary intervention. They are also raising questions 
about how the US Food and Drug Administration (FDA) 
will handle its regulatory role over device advertising.  
Although direct-to-consumer advertising of pharmaceu-
ticals is well established, marketing medical devices to 
the public is still in its infancy.  In 2005, medical device 
makers spent only $116 million (vs the $4.1 billion spent 
by drug makers).  
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    Friday, March 27, 2009 
 

6:00 – 7:00 p.m. Adding Revenue with Hyperbaric Oxygen Therapy 
    Kevin Bodling, DC DACBN 
 

7:00 p.m.   Welcome Reception  
    Sponsored by  doctors choice  
 

                    Saturday, March 28, 2009 

8:00 a.m.   Welcome & Introduction  ~ Jack Kessinger, DC DABCI 
 
 

8: 05 – 9:15 a.m. Increased Income & Patient Base Through Diagnosis   
     William Kleber, DC DABCI              
  

9:15 – 9:45 a.m. Why Every Office Should Have A Website 
    Annette Copeland/Maria Smith 
  
 

9:45 – 10:15 a.m. Food Break Sponsored by  erchonia 
 

10:15 — 11:15 a.m. Add Laser Equipment To Your Practice Income 
    Jerome Rerucha, DC 
 

11:15 a.m. — noon  Financial Reasons to Dust off Your Equipment 
    Judith Miller-Bodling, BS 
 

Noon — 1:30 p.m. Luncheon Sponsored by biotics research corp. 
1:30 – 2:30 p.m. Marketing the Value of Necessary Testing to Patients 
    Ben Bowers, DC  DABCI 

 

2:30 – 3:00 p.m.  Food Break  Sponsored by  professional health products 
 

3:00 – 4:30 p.m. Understanding & Selling Thyroid Testing 
    William Kleber, DC DABCI 
  

4:30 – 5:30 p.m. Add Orthotics To Your Services as Passive Income 
    Darren Kirchner, DC 
 

6:30 p.m.   Social Hour &  Banquet & Special Entertainment 
    ~  a must see event!  THE MENTALIST!!! Lots of fun 
 

    Sunday, March 29, 2009 
 

8:00 a.m.   Introduction  ~ Jack Kessinger, DC DABCI 
 

8:05 – 9:30 a.m.   Marketing Allergies 
    Michelle Clark, MBA & Veronica Kent, BS  
 

9:30 – 10:00 a.m. Break  Sponsored by  alletess laboratories  

 

10:00 – 11:00 a.m.  Live Mock History Interviews for Recommended Testing 
    Ben Bowers, DC DABCI 
 

11:00 a.m. — noon Paternity Testing 
    Nicole Bolin 

 

Schedule of Events 

 Break Out Session for Office Staff  Saturday March 28 
 

10:15 — 11:00a.m.   Office Procedures & Basic Insurance Filing   Virginia Kessinger 
 

11:00 a.m. — noon   Joining the Office Team… And Why  Dr. Jack Kessinger 
 

1:30 —  2:00 p.m.       Weight Loss Program  Claudette Ray 
 

2:00 — 3:30 p.m.        Drug &  Alcohol Testing  & DOT Certifications   Amanda Saunders  
 

3:30 — 4:15 p.m.        Paternity Testing  Nicole Bolin 



 

DABCI Getaway Weekend Registration 
 
Doctor’s Name ______________________________________________________________   Phone __________________________ 
 
Email Address _____________________________   Address _________________________________________________________    
 
City ____________________________________________________________ State _______________ Zip _____________________   
 
 

Registration Fee: All inclusive for doctors and spouses — $249 per couple  ($349.00 at door) 
      (Covers all receptions, breaks, luncheons, banquets & entertainment)        
                              

CA/Staff registration fee (all inclusive) — $50 
 

   Check enclosed       Bill  Credit Card #:_________________________________________   Expiration Date __________ 
 
                 Signature  _________________________________________  
 
Return to ProHealth Seminars, c/o Clint Publications, 720 Oak Knoll, Rolla, MO 65401, or Fax (573) 341-8494 

DABCI DABCI Getaway WeekendGetaway Weekend  
Marketing & Managing a Diagnostic PracticeMarketing & Managing a Diagnostic Practice  

March 27March 27--29, 200929, 2009  
St. Louis Airport MarriottSt. Louis Airport Marriott  

  

All DCs Welcome All DCs Welcome   
to Attend!to Attend!  
  

Learn How to Get Paid Learn How to Get Paid 
for Your Servicesfor Your Services  

www.drkessinger.com 



www.drkessinger.com  

   
  300 Hour 
    Chiropractic Family Practice 
   Diplomate Program                    

 

□ Chicago, IL   □ Dallas, TX □ Baltimore, MD    □ Kansas City, KS     
 □ Hartford, CT       □ Orlando, FL        □ Los Angeles, CA 
 
Name: _____________________________________________________________________________ 
 
Address: ____________________________________  City: _________________________________ 
 
State: ______  Zip: ______________  Phone: _____________________________________________ 
 
E-Mail: __________________________________ 
 

$300  per session — 10 days prior to seminar 
$325  —         less than 10 days.. or at the door 
 

Chiropractic Students —    $150 per session 
SACA members —           $125 per session 
 

 
Credit Card # ___________________________________ 
 
Expiration   ______________Type of Card ___________ 
 

Checks payable to:  ProHealth Seminars 
                                   720 Oak Knoll      Rolla, Mo 65401        

FOR MORE INFORMATION CONTACT 
VIRGINIA  573-341-8448  
virginia@drkessinger.com 

Fax: 573-341-8494 

 
RETAIN YOUR PRIMARY CARE STATUS 

 
• Prove Effectiveness of  Natural Health Care Through Diagnosis 
 •  Understand Blood Chemistries for Prevention & Wellness 

 •  Learn How & When to Use Nutritional Supplementation 
 

BECOME A 

DIPLOMATE INTERNIST 
 

PROGRAMS IN PROGRESS IN 

CHICAGO, IL - DALLAS, TX & PORTLAND, OR 
(SEE PAGE 2 FOR DETAILS) 

 

NEW PROGRAMS IN 2009  
 Baltimore, MD     Hartford, CT     Orlando, FL       

Kansas City, KS   Los Angeles, CA 
 
 

Co-Sponsored with NUHS & ACA Council on Diagnosis & Internal Disorders 



What is a Chiropractic Internist? 
 
The demand for wellness is growing by leaps and 
bounds with the health care seeking public.  Enjoying 
optimum health requires three things; knowledge, desire, 
and discipline. Without individual responsibility, 
wellness is not possible.  Most chiropractors tend to take 
a holistic view of health. The average doctor of 
chiropractic knows far more about fitness and nutrition 
than the average medical doctor, and tends to integrate 
these elements into his or her practice.  Recent data from 
the National Board of Chiropractic Examiners reports 
that nearly all doctors of chiropractic instruct their 
patients on the basic dietary and lifestyle activities 
necessary for optimum health and wellness. For over 
125 years, large segments of the chiropractic profession 
have provided the basic health care services, now 
recognized as essential, for health promotion and true 
wellness.      
 

At the same time, there is a growing perception that 
conventional medicine is a side-effect ridden, over-
commercialized, one-size-fits-all approach to treating all 
chronic disease. As a result, the health care seeking 
public is beginning to look for care outside of 
mainstream medicine.   
 

Why is the public not flocking to chiropractic?  Since the 
health care seeking public is demanding wellness, and 
the chiropractic profession has long delivered wellness 
while mainstream medicine has not, this question should 
be given careful consideration. The answer is that 
chiropractic is often viewed by the public as neck and 
back spine specialists, primarily for self-limiting sprain, 
strain conditions.   
 

For chiropractic to grow and prosper in this rapidly 
changing health care environment of today and 
tomorrow, it must overcome its over-specialized public 
image as spine-specialists. The chiropractic profession 
must become recognized by the general public as 

primary health care providers – providing a spectrum of 
valuable services capable of effectively treating a variety 
of common health ailments.   
 

The Healthy People 2010 recommendations were 
designed to promote prevention and wellness strategies 
for the physician, as well as the public. A large 
percentage of the documentation is aimed at very natural 
therapies that have been long employed by the 
chiropractic profession (prevention of stroke, arthritis, 
diabetes, heart disease, infectious diseases, cancer, 
respiratory diseases, kidney failure, etc.).   
 

Screening is a central part of all preventative strategies 
for early detection of those at risk for developing certain 
diseases. Much information can be gained through the 
use of health questionnaires. Vital signs, weight, temp-
erature, and height monitoring should be routine in all 
health care clinics. Screening for serious or potentially 
serious health problems often require utilizing orthodox 
laboratory testing and/or diagnostic imaging, such as x-
rays.     
 

Cholesterol Screening:  Cholesterol is heavily promoted 
as being the main cause for all cardiovascular problems.  
Cholesterol screening is important, and elevated levels 
of LDL cholesterol are associated with cardiovascular 
disease. However, there are many more contributing 
factors. The cholesterol lowering drug ads often report 
they are necessary when diet and exercise are not 
enough.  In reality, diet and exercise are "never, not 
enough." The importance for the doctor of chiropractic 
educating their patients about diet, nutrition and exercise 
for effectively reducing cholesterol and the common 
adverse effects from the cholesterol lowering pre-
scriptions, cannot be overemphasized.   
 

Hypertension Screening:  High blood pressure is listed 
as a major risk factor in stroke, heart attack, and kidney 
failure.  Monitoring blood pressure is an important part 
of any physical examination and, in fact, a vital sign. 
The side effects from blood pressure medications are 
often undesirable and deplete nutrients essential for 
controlling blood pressure. The NIH has long reported 
the best way to control blood pressure is through non-
pharmaceutical therapies.   
 

Diabetes Screening:  Diabetes is the fastest growing 
disease we have today. Eighty percent of type II diabetes 
is preventable, and reversible. Diabetes accelerates 
cardiovascular disease, and is a leading cause of 
blindness and kidney failure. It is also an important 
contributor to neurological disorders. Screening can 
suggest early warning indications, long before the 
disease can become full blown. By following a healthy 
diet, proper nutritional support, regular exercise, and 
lifestyle changes, patients can reverse the ravages of this 
life-threatening disorder.   

 

WELLNESS, HEALTH 
PROMOTION AND 
DISEASE PREVENTION 
IN CHIROPRACTIC 
 
by: Kevin Bodling, DC, DACBN, Ben Bowers, DC, DABCI, 
Jack Kessinger, DC, DABCI, and Wayne Sodano, DC, DABCI 

(Continued on next page) 
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Osteoporosis Screening:  Osteoporosis is a silent killer, 
claiming more lives each year than cancer of the breast, 
cervix and the uterus combined. A good history, 
followed by a physical examination, will suggest the 
likelihood of osteoporosis in its earliest stages, and allow 
the patient to alter their lifestyle to reverse this potential 
life-threatening condition.       
 

Digestion Screening: Good health requires selecting 
nutritious foods, digesting, and absorbing the nutrients 
necessary to fuel our bodies.  Malnutrition can be caused 
by any combination of the above mentioned factors.  No 
chronic disease begins without a form of malnutrition.  
A thorough history is necessary for identifying the root 
of the indigestion (which is an underlying contributor  to 
the patient’s health problem).   
 

Most state Practice Acts provide the latitude to provide 
all the services required for offering a truly holistic 
health care service.  The definitions of health promotion 
and wellness adopted by the Council on Chiropractic 
Education (CCE) are as follows: Health Promotion is the 
science and art of helping people change their lifestyle 
toward a state of optimal health.  Wellness is an active 
process of optimal functioning and creative adaptation 
involving all aspects of life. The CCE adopted health 
promotion and wellness competencies as part of CCE 
standards in January of 2007.    
 

Unfortunately, most doctors of chiropractic do not 
realize their own Practice Act often allows for the 
orthodox laboratory procedures and natural treatment 
therapies necessary for providing true health promotion 
and wellness.  These are the very services the health care 
seeking public is now demanding.      
 

The current plight to stay in practice has most 
chiropractic physicians struggling to make ends meet.  
Negotiating with insurance companies to maintain a $25 
adjustment reimbursement that is cancelled out by the 
administrative costs to negotiate the claim has become a 
nonsensical cycle. As a result, many doctors are faced 
with having to extend office hours and treat a large 
number of patients daily, in order for their practices to 
survive financially.  
 

There is a better way.  By broadening their patient base 
through health promotion and wellness chiropractic 
internists can be highly successful. The chiropractic 
profession needs to get back to its roots.  The solution is 
the DABCI program, sanctioned through the American 
Chiropractic Association (ACA) Council on Diagnosis 
& Internal Disorders (CDID).   
 

The benefit of doctors becoming DABCIs far exceeds 
their expectations, once they realize the opportunities 
that are open and available to them.  These opportunities 
are no longer limited to the private sector.  For example, 

the market for corporate wellness programs is steadily 
growing as companies are looking to offer their 
employees a wellness package as an added benefit in 
order to keep the cost of health insurance premiums 
down.  Once chiropractic physicians begin seeing what 
is ‘outside of the box’, they are surprised to learn of the 
opportunities that await.   
 

There was a time, not too long ago, that many chiro-
practors served as general practitioners. Today, the 
profession has been transformed and regulated within 
the margins of neuromusculoskeletal treatment. The 
DABCI program offers the tools to avert the dangerous 
erosion of the chiropractic foundation that has taken 
place. At present, there are approximately 60,000+ 
chiropractors nationwide. It would be a shame for the 
chiropractic profession to take a backseat to wellness 
care, at a time when people are demanding the services 
that chiropractors are capable of providing.  
 
What’s a DABCI?   

The acronym ‘DABCI’ stands for Diplomate of the 
American Board of Chiropractic Internists. It is under 
the umbrella of the ACA and represents the credentials 
earned by chiropractic physicians that have completed 
300+ hours of post-doctoral training in the use of 
diagnostics for both pathological and wellness eval-
uation; and thus, have become board certified through 
the American Board of Chiropractic Internists (ABCI).  
Chiropractic internists are in a position to offer their 
patients the best sound health care advice and 
assessment, and are considered primary care physicians 
within the complimentary health care arena. 
  
 

The chiropractic internist philosophy and approach of 
the DABCI training is based on the paradigm of natural, 
functional, and preventive health care that believes in a 
‘treating the fire, not the smoke’ theory; promoting a 
wellness model that treats dysfunction before disease 
develops. It is reasonable to say that the chiropractic 
internist fuses biochemical and biophysical medicine to 
offer patients the best in comprehensive integrative 
health care.   
 

Although a chiropractic internist may intervene after a 
diagnosis is made, their objective is to evaluate 
functionality at a much earlier state, often averting the 
disease outcome and its secondary effects. In addition, 
they undertake a systematic evaluation of undiagnosed 
symptoms, allowing management of otherwise puzzling 
conditions.   
 

For example, the effects of chronic inflammatory bowel 
disease do not stop at the boundaries of the GI tract; 
these processes operate throughout the whole patient, 
affecting the brain, the immune system, and the 

(Continued on next page) 
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cohesiveness of care. An open line of communication 
between doctors increases patient confidence and 
contributes to both compliance and retention. And, as the 
DABCI population grows, so do referrals to other 
chiropractic physicians.  
 

DABCI programs are currently being offered throughout 
the United States, conveniently located on the West 
Coast, in the Midwest, and on the East Coast. Classes fill 
quickly so anyone planning to begin a program in 2009 
should begin researching their location options now. 
 

Although there are several programs being offered that 
replicate and claim to be a board certified DABCI 
program, not all are certified and approved by the ABCI 
and CDID boards. To confirm that the program in which 
you are interested is board certified visit 
www.DABCIdiplomate.com, where you will also find 
the dates and location of each class.   
 

The chiropractic professional has an abundance of 
support as it relates to continuing education, practice 
management, and information resources.  The following 
entities are dedicated to advancing chiropractic practice.  
They offer both promotion and guidance in these areas: 
 

The ABCI (American Board of Chiropractic Internists): 
the professional certification board and credentialing 
agency that advances the quality of clinical competency 
for DABCIs, and regulates the certification and 
recertification of those doctors demonstrating excellence 
as a chiropractic internist. 
 

The ACA CDID (Council on Diagnosis and Internal 
Disorders): professional council that certifies, approves, 
and sponsors the 300 hour diplomate program which 
leads to board certification.  
 

A good option for doctors not ready to begin a DABCI 
program is the 100 hour certification program in 
‘Chiropractic Family Practice & Wellness’, also offered 
by the CDID. This program affords doctors with the 
education to provide a true wellness program.  It consists 
of ten sessions derived from the curriculum of the 
DABCI education and qualifies toward continuance of 
the DABCI program.  For more information on the 100 
hour certification program, contact Dr. Jack Kessinger at 
virginia@drkessinger.com. 
 

Diplomate programs are coming to areas near you.  
Future areas include: 
 

Austin, TX  Hartford, CT 
Baltimore, MD  Kansas City, KS 
Chicago, IL  Los Angeles, CA 
Dallas, TX  Orlando, FL 
Denver, CO  Portland, OR  
 

Check www.DABCIdiplomate.com, for all locations and 
schedules.   

musculoskeletal systems.  Successful management of a 
patient with chronic illness requires knowledge of what 
is going on in other areas.  Imbalances in the patient’s 
immune system, gastrointestinal health, structural 
health, hormonal and neurological health, energy prod-
uction, psychological (mind and spirit) health and the 
need for detoxification are all examined; lending a true 
holistic approach. 
 

The chiropractic internist’s treatment is concentrated on 
health restoration by promoting balance to dysfunct-
ional systems. This parallels with the chiropractic 
philosophy of the relationship between structure and 
function of the human body, and how that relationship 
affects the restoration and preservation of health.  With 
the use of comprehensive diagnostic tools beyond 
standard conventional testing, history taking and 
examinations, the chiropractic internist’s treatment 
protocols typically include lifestyle modifications, 
nutritional counseling, and the use of pharmaceutical 
grade nutritional supplementation and herbal therapies. 
 

The benefits of becoming a DABCI are 
plentiful.  Programs are at doctors’ fingertips, and cost 
effective considering the returns in practice 
revenue. DABCI graduates are also eligible to become 
Board Certified in Clinical Nutrition (DACBN) 
through the American Clinical Board of Nutrition. The 
ACBN is the only nationally accredited clinical 
nutrition board.   

Currently, there are DABCIs nationwide, with numbers 
growing, as more doctors are seeing the benefits of 
such a program. Personally, there is fulfillment of 
knowledge and the benefits of camaraderie among the 
DABCIs long after the program has ended. 
Professionally, DABCIs report that their practices have 
benefited by the metamorphoses and increasing profits 
that occur from patient confidence, improved industry 
and private community recognition, added treatment 
options and comprehensive diagnostic tools, and the 
willingness of patients to pay out of pocket for the kind 
of health care they want. When patients connect with a 
primary care physician, they become empowered with 
knowledge that facilitates their wellness. As the health 
of patients improve, the amount of referrals skyrocket. 
Many chiropractic internists soon discover that ‘it’s not 
hard to be number one’. 
 

Chiropractic physicians who choose to remain strictly 
neuromusculoskeletal doctors and not pursue the 
DABCI program should consider the benefits of 
supporting their peers that do.  Patient retention is one 
benefit. When patients present with symptoms that 
could possibly be hindering their neuromusculoskeletal 
treatment, referral to a chiropractic internist ensures 



 

Marketing Your Diagnostic Practice 
DABCI Getaway Package 

www.drkessinger.com  

Getaway Marketing DVD’s and Notebook  
□ 2007 Packet         □ 2008 Packet 

 
Name: ______________________________________________________________________ 
 
Address: _________________________________ City:  _____________________________ 
 
State: ______  Zip: ______________  Phone: ______________________________________ 
 
E-Mail: _____________________________________________________________________ 
 
$300.00 DABCI Getaway Package 
$500.00 For both 2007 and 2008  
 
 
 
 

 

 
Credit Card # __________________________________ 
 
Expiration   _____________Type of Card ___________ 
 

Checks payable to:  ProHealth Seminars 
                                  720 Oak Knoll      Rolla, Mo 65401 

 
FOR MORE INFORMATION CONTACT 

virginia@drkessinger.com  
573-341-8448   Fax 573-341-8494 

 

Purchase the DVD & Binder set of the entire Getaway 
weekend. 
 

The DVD set contains all of the topics/speakers cov-
ered during the seminar.  
 

Full Package Set 
$300 

 

Nuts & Bolts of a Diagnostic (DABCI) Practice 
 

• How to Increase Profits by Adding  
Drug/Alcohol/Paternity Testing to your practice  

 

• DOT Physicals - everything from how to perform, 
bill and market  

 

• Insurance - billing/coding for the DABCI practice 
 

• Eight strategic steps to marketing 
 

• How to market your DABCI  practice to peers 
 

• Money management by Reg. Investment Advisor, 
Michael Munson  

 

• Maxie Carpenter - Author/Motivational Speaker 
Contact Virginia or Annette 573-341-8448 



The liver is regarded as the major organ controlling 
metabolic homeostasis. It serves as the body’s main 
route for “metabolic clearing,” and functions as the 
body’s primary pathway for detoxification and subse-
quent elimination of harmful substances.1 Metabolic ho-
meostasis is defined as “the maintenance of a constant 
supply of substrates which can be oxidized to provide 
energy.”2 This process, in which the liver plays a vital 
role, requires both the capability to build up reserves, 
and the ability to break down these stores during times 
of need. Since the liver functions at the core of these 
mechanisms, via its role in both the regulation and con-
trol of these actions, it is crucial that optimal liver func-
tion be maintained. The body is constantly exposed to a 
wide variety of potentially damaging substances, which 
if left unchecked can result in suboptimal liver function.    
 
Toxic substances (being either endogenously produced 
molecules arising from metabolism itself, or exoge-
nously encountered ones) are processed by the liver on a 
continual basis, primarily via the mechanisms of the Cy-
tochrome P450 (P450) enzymes. P450 enzymes are a 
superfamily of hemoproteins, which catalyze the Phase I 
biotransformation of various substrates, oxidizing these 
compounds into forms which are easily eliminated by 
the body. The reaction catalyzed by these enzymes is 
displayed by the general reaction; 
 

NADPH + H+ + R + O2  NADP+ + H2O + RO  
(R = substrate, RO = product) 
 

Regarding classification, these enzymes are typically 
classified into two broad categories; those that are in-
volved in steroid anabolism, and those that have a gener-
alized function of removing accumulated waste material 
from the body.3 Thus, are subsequently referred to as 
steroidogenic or xenobiotic enzymes, respectively. In 
humans the P450 system is a ubiquitous enzyme system 
that catalyzes oxidative reactions of both types of sub-

strates, which are removed almost exclusively by these 
enzymes. These ‘waste’ compounds consist of both endo
-genously produced and exogenously encountered ones. 
Compounds produced endogenously include; choles-
terol, fat soluble vitamins, sterols (including bile acids), 
prostaglandins, thromboxane A2,

4 as well as both prod-
ucts of microbial metabolism and bacterial produced 
lipopolysaccharides, while exogenously encountered sub
-stances include chemicals and drugs, naturally occur-
ring toxins or synthetic chemicals in food, food addi-
tives, plasticizers, organic solvents, drugs, pesticides, 
along with industrial waste contaminates.5  Both types of 
components have a potentially negative impact on bodily 
functions, unless properly dealt with by the liver P450 
enzymes. 
 
It is for this reason, that the liver and also the small in-
testines contain high concentrations of P450 enzymes.6  
The highest concentration of human xenobiotic P450s is 
concentrated in the smooth endoplasmic reticulum of the 
liver cells, the hepatocytes.7  Other tissues contain these 
enzymes as well, albeit at significantly lower levels than 
that of the liver.8 These tissues include the intestine, 
lungs, kidneys and brain. 
 
Phase I and Phase II Detoxification Pathways 
 
Despite this elaborate mechanism, at times certain as-
pects contribute to the suboptimal functioning of these 
detoxification mechanisms, resulting in a less than ade-
quate means of eliminating harmful substances, includ-
ing foreign chemicals and drugs.  In our current environ-
ment, the range of toxic chemicals is found at an ever 
escalating rate, and these chemicals are accumulating in 
all sectors of the environment, making exposure more 
prevalent. The presence of foreign proteins and other 
toxins can overwhelm the immune system’s ability to 
respond effectively, increasing susceptibility to infection 
and disease. In Phase I, intermediate metabolites are 
formed via the addition of functional groups. Phase II 
involves conjugation by a variety of enzymes, which in 
turn renders the metabolite less harmful and more read-
ily excretable. Efficient functioning of both phases is 
necessary for the adequate removal of bodily toxins.  
Other factors also play important roles in these proc-
esses, for example, adequate oxygen and exercise gener-
ally results in enhancing the normal function of phase I 
and II.9  In addition, it is well known that nutritional de-
ficiencies, including deficiencies in glutathione, magne-
sium, calcium, copper, zinc, niacin, riboflavin, vitamin 
B6, and vitamins C and E, can result in impaired liver 
function.10,11  Conversely, certain dietary nutrients offer 
support to the detoxification process, making it more 
efficient, and also serve to accelerate the healing proc-
ess. 

(Continued on next page) 

A Nutritional 
Regimen Designed to 
Offer Constancy to 
Liver Detoxification 
Pathways   
 

by:  Rachel Olivier, MS, ND, PhD  
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Vitamins and their role in the detoxification processes 
 
Vitamin A, along with vitamins C and E, serve as cofac-
tors for Phase II enzymes. In addition, numerous gene 
products and receptor binding proteins are influenced by 
vitamin A.  These genes include, among others, those 
that code for the peroxisomal proliferators-activated re-
ceptors (PPARs) and the retinoid X receptors (RXR).  
Formation of the PPARγ/RXR dimer results in the bind-
ing of the peroxisome proliferator response element 
(PPRE), which in turn functions in the modulation of 
gene transcription.12  PPARγ and the RXR ligands have 
been demonstrated to cooperatively induce cellular dif-
ferentiation and apoptosis via the PPARγ/RXR interac-
tion.13,14,15,16  Retinoids have also been associated with a 
reduction in local inflammatory response via their in-
hibitory action on TNF-α and IFN-γ.17 Activation of the 
PPAR genes are unregulated in inflammation, thus vita-
min A may serve as an important adjunct given this sce-
nario. 
 
Vitamin A is also essential for the normal functioning of 
the immune system,18 and acts as an important antioxi-
dant, via its ability to scavenge reactive oxygen species, 
which left unchecked may potentially result in oxidative 
DNA damage. Carotenoids, specifically, exhibit an ex-
traordinary capacity to quench singlet oxygen mole-
cules.19 Their action has been attributed to their ‘chain-
breaking’ effect, resulting in a protective effect against 
free radical attack.20 

 
Vitamin C functions as a powerful water-soluble anti-
oxidant and serves as excellent quencher of free radicals, 
demonstrated to act as a barrier against lipid oxidation.21  
Due to its water soluble properties it aids in protecting 
other non-water soluble compounds, such as polyunsatu-
rated fatty acids and vitamin E, from peroxidation and/or 
oxidative damage.  It is also a necessary component for 
the production of several P450 oxidases, as well as for 
the production of flavin-containing monooxygenases 
(FMOs).22  FMOs are an important component in detoxi-
fication as they consist of a number of genes, which 
code for drug metabolizing enzymes as well as for en-
zymes that metabolize other encountered foreign com-
pounds (xenobiotics).23 

 
A significant side effect to metabolic activity during the 
transformation of toxins is the production of free radi-
cals, resulting in oxidative stress.  As the premier lipid 
antioxidant, Vitamin E, along with other antioxidant 
vitamins and minerals, (such as; vitamins C and E, sele-
nium and copper) functions to aid in protecting the cell 
from oxidative stress. A diminished erythrocyte life 
span24,25 and an increased susceptibility to hemolysis 
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have been demonstrated in populations with both mar-
ginal and severe vitamin, E deficiency.26 As a localized 
membrane component, vitamin E also functions to re-
duce alkoxyl and peroxyl radicals, as well as to neutral-
ize intermediate toxins. Additionally, in humans, vitamin 
E administrations have been demonstrated to augment 
both red blood cell glutathione levels27 and redced/
oxidized glutathione (GSH/GSSG) ratios.28 A low 
plasma GSH/GSSG ratio is associated with an increased 
production of free radicals.29 

 
Thiamin (B1) along with other B vitamins, functions to 
support bodily energy production.  In vivo thiamin is an 
incredibly active vitamin, functioning as a dynamic com-
ponent in many aspects of energy metabolism, including 
the oxidation of glucose. Thiamin diphosphate (TPP), 
the active form of thiamine, comprising over 80% of the 
body stores, functions as a cofactor in enzymatic reac-
tions that cleave alpha-keto acids (decarboxylation reac-
tions), which includes transketolase, pyruvate dehydro-
genase, α-oxoglutarate dehydrognease and the branched-
chain α-oxoacid dehydrogenase complex, as well as en-
zymes of both the pentose phosphate pathway and the 
citric acid cycle.  Depleted tissue stores of TPP and thia-
min deficiency are interconnected, and in animal studies 
thiamin deficiency is correlated with large reductions in 
the level of mitochondrial, plasma and liver TPP, result-
ing in a major influence on the activities of the keto acid 
dehydrogenase complexes.30 These multi-enzyme com-
plexes catalyze the irreversible oxidative decarboxyla-
tion of various reactions in the mitochondria.31  The oxi-
dation of glucose as part of the citric acid cycle is highly 
dependent upon TPP.32  Additionally, the inhibition of 
thiamine-dependent enzymes in both the pentose phos-
phate pathway and citric acid cycle have been correlated 
with elevated levels of glyoxal compounds, which are 
endogenously originating reactive forms of α-oxoal-
dehydes. The pathological ramifications of increased 
glyoxal levels have been demonstrated to result in in-
creased cellular cytotoxicity, increased oxidative stress, 
and a decreased efficiency of metabolic detoxification.33   
 
Interestingly, it has also been reported that thiamin defi-
ciency can manifest as symptoms of congestive heart 
failure (CHF), and in patients diagnosed with CHF an 
increased risk of thiamin deficiency exists, primarily due 
to either medications that increase thiamin excretion, 
malnutrition, or advanced age.34 Increased stressors, both 
emotional and physical, can result in an accelerated loss 
of B vitamins, including thiamin. Additionally, western 
diets are typically high in sugars and poor in thiamine, 
which has been associated with the predisposition for 
advanced glycation end-products (AGE) related condi-
tions.33 
 (Continued on next page)  



Riboflavin is needed for normal cell function and 
growth, and is a necessity for energy production. Upon 
cellular entry, riboflavin is converted to the coenzymes 
flavin mononucleotide (FMN) and flavin adenine dinu-
cleotide (FAD). Both FMN and FAD are important com-
ponents of intermediary metabolism, as a consequence 
of their participation as coenzymes in reactions that in-
volve oxidation-reduction,35 including reactions that are 
vital to normal tissue respiration, pyridoxine activation, 
tryptophan to niacin conversion, fat, carbohydrate, and 
protein metabolism, and glutathione reductase mediated 
detoxification.36  Riboflavin and its flavin cofactors have 
also been implicated in the modulation of polypeptides 
involved in both fatty acyl-CoA and amino acid metabo-
lism, with an alteration of these enzymatic pathways 
demonstrated in deficient situitations.37 Additionally, in 
certain individuals supplemental riboflavin may be ex-
tremely important, as a genetic polymorphism in the  
flavin containing molecule flavin monooxygenase  
(FMO3) has been associated with a decreased ability to 
detoxify drugs,38 implicating a general inadequacy in 
detoxification ability.   
 
Niacin, like riboflavin has two main coenzymes, NAD+ 
and NADP+, both of which function in the maintenance 
of the redox state of the cell.  As a substrate for the en-
zyme poly ADP-ribose polymerase, an enzyme required 
in DNA repair, niacin plays an important role in the 
maintenance of DNA integrity. Deficiency, when ac-
companied by an increase in oxidative damage, increases 
the susceptibility of DNA to strand breaks, and produces 
an additive effect with respect to cellular damage and 
resultant tissue pathology.35 Cellular detoxification can 
put added stress on these mechanisms, thus supplemen-
tation offers a curtailing effect to ensuing DNA damage.  
Vitamin B6 in its active form pyridoxal 5-phosphate, 
participates in well over one hundred enzymatic reac-
tions. It supports the synthesis of phospholipids, the con-
version of methionine to cysteine, and is required for the 
production of nonessential amino acids.  It also provides 
a supportive role in the maintenance of both a healthy 
immune response and healthy nerve function. Both hy-
drazides and hydrazines, environmental chemicals 
known to occur in food additives and cigarette smoke, 
among others, interfere with the functions of vitamin 
B6,39 thus necessitating its use with increased environ-
mental burdens. 
 
Pantothenic acid plays a vital role in the production of 
energy from protein, fat, and carbohydrates, and forms 
the core of Coenzyme A (CoA). CoA functions as an 
acyl group carrier in enzymatic reactions involving fatty 
acid oxidation, fatty acid synthesis, pyruvate oxidation, 
as well as other acetylation reactions in the body, includ-

ing that of choline and sulfonamides. Other reactions 
that CoA participates in include the oxidation of fatty 
acids, pyruvate, α-ketoglutarate and acetaldehyde, and 
the synthesis of fatty acids, cholesterol, citrate and other 
sterols.35 

 
Folic acid, another member of the B family of vitamins, 
plays an important role in the synthesis of purines and 
pyrimidines, both essentials in DNA synthesis.  It also 
plays a vital role in red blood cell formation, as a neces-
sary component for the formation of heme. In cell-
mediated immunity a decrease in folate is correlated to a 
decreased blastogenic response of T-lymphocytes to spe-
cific mitogens, while its impact upon humoral immunity 
is correlated to a decreased response to multiple anti-
gens,40 both of which result in immune alterations with 
deficiency.  Folate deficiency has also been correlated to 
changes in gene expression, including gene-specific me-
thylation/demethylation41 and altered cellular function.42  
Due to its instability in food, intake may be insufficient 
to meet dietary needs. Thus, not surprisingly, it is one of 
the most common deficiencies worldwide.39  Added to 
insufficient intake, a variety of drugs interfere with folic 
acid uptake and utilization, including glucocorticoids, 
antacids, and aspirin, further necessitating the need for 
supplementation.  
 
Of the B vitamins, Vitamin B12 is considered the most 
potent. It is required for both cellular division and 
growth, albeit in very minute quantities. Functionally, it 
acts as both a coenzyme and a substrate in the attach-
ment of a methyl group to cobalt in the formation of me-
thylcobalamin, and is a required component in nucleic 
acid synthesis.  In fact, nucleic acid synthesis is arrested 
with suboptimal cellular concentrations of B12. A num-
ber of other enzymes also require B12 as a participating 
coenzyme, including methylmalonyl-CoA mutase, which 
is involved in the conversion of succinyl coenzyme A, 
and acetate synthetase.35  In addition to its role in DNA 
and RNA synthesis, it also functions in both fatty acid 
synthesis and energy production, making it a crucial in-
gredient in liver support and detoxification. 
 
Choline is a natural amine found in lipids that make up 
cell membranes, as well as in the neurotransmitter ace-
tylcholine. By nature of its makeup, it plays an essential 
role in the structural integrity of the cell, and is involved 
in cellular signaling and neurotransmission, which in-
cludes the synthesis of acetylcholine. It also participates 
in the synthesis of S-adenosylmethionine (SAMe),43 
which has hepatoprotective properties.44 Additionally, as 
the major dietary source of methyl groups, it participates 
directly in nerve signaling and in both the transport and 
metabolism of lipids and cholesterol.45,46   

(Continued on next page) 
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Trace Minerals and Detoxification 
 

Various trace minerals are known to play an important 
role in both detoxification and metabolic support. The 
enzyme superoxide dismutase (SOD) plays a critical role 
in endothelial function, and is considered the key enzy-
matic defense system for converting the oxygen radical 
(O2

–) to hydrogen peroxide (H2O2) and molecular oxygen 
(O2).47  As the cytochrome P450 enzymes act to break 
down toxins, superoxide radicals are formed, along with 
other reactive type species know as epoxides. As impli-
cated by the name, the copper/zinc SOD (CuZnSOD), 
commonly referred to as SOD-1,48 requires both zinc 
(Zn) and copper (Cu), both as a structural component as 
well as a participating cofactor.49  This enzyme is active 
in the cytoplasm of eukaryotic cells,50 and acts to neu-
tralize the superoxide radicals. The CuZnSOD has been 
correlated with a critical role in the protection of the 
blood vessels in response to oxidative stress during ag-
ing. In addition to Cu and Zn, manganese also partici-
pates in this action.51  
 
Zinc is also classified as a pivotal component in the anti-
oxidant defense network, functioning as a protective 
component in defending the membrane from cellular 
oxidation.52  Additionally, both MnSOD and extracellu-
lar SOD (EC-SOD) play crucial roles in the regulation of 
the oxidant status in the mitochondria and vascular inter-
stitium (spaces between cells), respectively.53 
 
Molybdenum (Mb) functions as a detoxifying agent, 
and is a component of the liver enzyme sulfite oxidase, 
whose task is to destroy sulfite. The degradation of 
purines in the production of uric acid requires molybde-
num as a cofactor.  Molybdenum is also a cofactor for 
aldehyde oxidase as well as sulfite oxidase. Thus, im-
paired sulfoxidation and/or sulfite toxicity is aided with 
Mb intake. A diet high in refined or processed foods 
minimizes the intake of Mb, and may result in an addi-
tional need for this trace mineral. 
 
Dietary selenium intake is correlated to the activity of 
the selenoproteins, specifically that of the glutathione 
peroxidases (GSH-Px), a family of enzymes that func-
tions in the destruction of both hydroperoxides, and that 
of peroxides formed via the polyunsaturation of fatty 
acids. Both of these actions support the integrity of cel-
lular membranes.54 Additionally, cells that have a high 
turnover rate, such as those of the gastrointestinal tract, 
quickly show signs of selenium deficiency, which is rap-
idly reversed with supplemental intake. 
 
Other ingredients which offer support to the metabolic 
processes 
 

L-Methionine is an essential sulfur containing amino 

acid.  It functions as a critical building block for cellular 
proteins, and plays other vital roles in bodily functions.  
For example, it is the raw material for the amino acid 
cysteine, for the neurotransmitter acetylcholine, and for 
both epinephrine and choline.  In the liver, methionine is 
converted to sulfate, which is utilized by the liver to 
solubilize toxic chemicals and wastes, thus necessitating 
its role in detoxification. Additionally, taurine, a compo-
nent of bile salts, important for fat digestion, is manufac-
tured by the body from Methionine.39 
 
Oxidative stress, simply defined by Sen and Packer, is 
‘an imbalance favoring prooxidants over antioxidants’55.  
Certain circumstances, including detoxification, can in-
herently lead to the production of an excessive quantity 
of reactive oxygen species (ROS), which can overwhelm 
the body, and ultimately result in oxidative stress.  
Documented evidence implicates that an increase in the 
circulating levels of antioxidants aids in preventing free 
radical accumulation within the cells, thus reducing oxi-
dative stress.  In the cell, N-Acetyl-L-Cysteine (NAC) is 
utilized to produce the powerful cellular antioxidant glu-
tathione (GSH), which functions in the delivery of cys-
teine to cells.39  
 
In animal studies, NAC administration was demon-
strated to inhibit the loss of mitochondrial membrane 
potential and to inhibit glucocorticoid-induced cyto-
chrome C release.56  While in human studies, oral ad-
ministration of NAC has been demonstrated to elevate 
the level of GSH in both plasma and the fluid bronchoal-
veolar lavage.57 Adding to its cellular antioxidant action, 
NAC is attributed with promoting a positive cellular re-
dox balance,58 and has been shown to modulate both 
gene expression and anti-inflammatory activity, via its 
ability to block NF-KappaB activation.59 

 
Like Methionine, alpha lipoic acid is a sulfur containing 
compound.  It functions primarily as an antioxidant, and 
in the degradation of carbohydrates. As a result of its 
ability to deactivate both fat and water soluble free radi-
cals, it is sometimes referred to as the universal antioxi-
dant.  It can also facilitate the blood-brain barrier.39  In 
vitro experiments have demonstrated its ability to alter 
the cellular redox status, and to interact with thiols and 
antioxidants, thus may offer cellular support, specifically 
where oxidative stress in implicated.60 A separate study 
cohobated this action, indicating that supplemental alpha 
lipoic acid resulted in decreased oxidative stress, and 
thus may offer a protective effect in preventing oxidative 
protein damage.61 

 

Taurine is a sulfur-containing compound, produced in 
the liver. It is utilized by the body in the conversion of 

(Continued on next page) 
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cholesterol to bile salts, and is a required component for 
normal functioning of multiple tissues, including the 
heart, brain, eyes, liver, kidneys, intestine, adrenal 
glands and vascular system.39,62,63  Functionally, it is as-
sociated with the protection of tissues from damage re-
sulting from inflammatory reactions, via a reaction with 
HOCl/OCl- to form taurine chloramines, which confers 
cellular protection via the regulation of pro-
inflammatory mediators, including TNF-alpha and NF-
KappaB.64,65,66,67,68   Studies have also associated its use 
with other forms of cellular protection, including the 
inhibition of leukocyte apoptosis.69 

 
In the cytoplasm of the cell, the concentration of glu-
tathione is very high, as it functions in the maintenance 
of the internal cellular redox environment. L-
Glutathione also functions as a critical component in 
cellular maintenance and repair via the reduction of pro-
teins.  It has the capacity to directly quench free radicals 
(reactive oxygen species), and functions in the reduction 
of cytoplasmic peroxidases and peroxides. It has also 
been suggested that glutathione many be an important 
factor in the induction of nitric oxide synthase in macro-
phage activation.70 Furthermore, a separate study noted 
glutathione’s action in immunity, concluding that “low 
intracellular glutathione levels in antigen-presenting 
cells correlate with defective processing of antigen with 
disulfide bonds, indicating that this thiol may be a criti-
cal factor in regulating productive antigen processing.”71   
 
Botanical Support of Detoxification Pathways 
 
Herbal components are known to possess hepatoprotec-
tive actions, thus serve an important role in liver support 
during metabolic clearing and detoxification. A unique 
blend of herbs to support these processes includes Milk 
Thistle, Lycium berries, Cleavers, Culvers, Burdock, and 
Red Clover. 
  
Milk thistle (Silybum marianum) has documented hepa-
toprotective actions, which are typically attributed to its 
molecular components and their respective isomers, in-
cluding silybin, isosilybin, cis-silybin, silydianin, and 
silychristine.72   In animal studies, intake has been asso-
ciated with an increase in both the redox state and the 
total glutathione content of multiple organs, including 
the liver.73 In addition to protection against glutathione 
depletion, studies indicate that its mechanism is in the 
promotion of protein synthesis, and it acts as an aide in 
liver tissue regeneration. It has also been demonstrated 
to control inflammation and to enhance glucuronida-
tion,74 which is a critical step for phase II enzymes, re-
sponsible for conjugating glucuronic acid to a variety   of 
endogenous and exogenous nucleophilic substrates, for 

example, bilirubin and estrogen.75 In fact, glucuronida-
tion accounts for 33% of all drugs metabolized by phase 
II detoxification enzymes,76 thus demonstrating its im-
portance in liver support. In one study, silymarin’s abil-
ity to attenuate the recruitment of mast cells, and to 
downregulate the expression of matrix metallopro-
teinases, which are correlated with cellular invasion and 
angiogenesis, was demonstrated.77 Its use has also been 
associated with the downregulation of COX-2 expres-
sion,78 anti-inflammatory activities, and the modulation 
of cellular survival and apoptosis, via active interference 
in both the expression of the cell cycle regulator and in 
the proteins involved in apoptosis.79  

 
In the Chinese tradition, Lycium is noted as a kidney 
strengthener, and an herb that nourishes the liver and 
aids vision.  This berry, also known as goji berry, is said 
to be a very rich source of vitamins and minerals, espe-
cially in vitamins A, C and E, flavanoids and other bio-
active compounds. It is also quite a good source of es-
sential fatty acids, which is noted as rather unusual for a 
fruit.81 The plant has a long history of medicinal use, 
both as a general energy restoring tonic and for a wide 
range of ailments, including skin rashes, eyesight prob-
lems, and blood sugar issues.82  Its consumption in Asia 
as both food and medicine has been noted for over 2,000 
years.83,84 

 
Cleavers (Galium aparine) is used in traditional home-
opathy for cleansing of the kidneys, blood and lymph 
systems, as well as for its diuretic properties. It is con-
sidered a good lymphatic and blood purifying tonic.85 
 
In modern herbalism Culvers root (Veronicastrum vir-
ginicum), is used mainly for its effect upon both liver 
and bile production. The root properties are noted as be-
ing anodyne, cathartic, emetic, hepatic, laxative and 
tonic,86,87,88,89,90,91 as well as a gentle liver excitant, which 
serves to increase bile flow.86,92 

 
Burdock (Arctium lappa) root contains complex volatile 
oils which include polyynes, caffeic acid derivates, 
triterpenes and phytosterols. Preparations are generally 
used for its diuretic, diaphoretic (increasing perspiration) 
and blood purifying properties.     
 
Red Clover (Trifolium pretense) contains active com-
pounds, which include volatile oil, isoflavonoids, cou-
marin derivates and cyanogenic glycosides. It is noted as 
having antispasmodic and expectorant effects, and pro-
motes the skin’s healing ability.93 

 
In addition to the above ingredients, glandular support 
can also provide aide in the detoxification process.  Pa-
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rotid tissue, for example, serves as a functional aide for 
the saliva glands. These glands serve to lubricate and 
bind, as well as to solubilize food.   
 
The environment in which we live has become increas-
ingly polluted and toxic.  Even very low levels of toxins 
can result in serious health consequences.  Added to this 
is the fact that toxin exposure is ubiquitous in the exter-
nal environment. Toxin exposure, however, is not only 
external.  It can also result as a consequence of normal 
(or abnormal) bodily processes.  Poisons enter the body 
from the external environment through air, water, food, 
and other places, as well as from inside the body due to 
normal and abnormal processes involving our cells, 
genes, and more. As a result, the physical body is af-
fected, resulting in sub-optimal performance and func-
tion. To overcome the ramifications of the ensuing sub-
optimal bodily functions, a comprehensive support for 
metabolic clearing and detoxification, incorporating key 
ingredients to assist the body in toxin elimination, en-
ables the body to naturally regain optimal function and 
health.  
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This year, over 192,000 women will be diagnosed with 
breast cancer in the US, and 1.2 million worldwide 
(Source: American Cancer Society and WHO). As 
shocking as these numbers are, even worse is the number 
of cancers that won’t be detected until it’s too late. The 
consensus among experts is that early detection holds the 
key to survival. Although this is true, detection is not 
occurring early enough. Even though women are advised 
to begin having mammograms at 40, what they don’t 
know is that by the time most cancers are detected they 
have been growing for 10 years, and that 20% of all can-
cers can’t be seen by a mammogram. It is because of 
these factors, and others, that the number of women who 
die from this disease has gone relatively unchanged in 
the past 40 years.  
 
If a significant change in breast cancer mortality is to be 
realized, we have to rethink what screening tests truly 
are. Are we currently providing “screening” or “detect-
ion”? A critical look at what we are providing women 
must be made. A change from sole dependence upon 
procedures that only provide detection of existing can-
cers to technologies that reflect the early cancerous proc-
ess itself would provide women with true screening. If 
there were a method of very early detection, a procedure 
that would act as an early warning system, women 
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would have the fighting chance they need to win this 
battle. What is needed is a biological risk marker. A bio-
logical risk marker would be able to turn these grave 
statistics around, as aggressive tissues would be detected 
before they were able to invade the rest of the body. 
Women now have access to a unique technology that can 
give them this early warning; a procedure called Breast 
Thermography. 
 
Breast thermography is an imaging technology that uses 
advanced computerized infrared camera systems to de-
tect heat patterns in the breast. When a cancer is form-
ing, it develops its own blood supply in order to feed its 
accelerated growth (a process known as malignant an-
giogenesis). Even more important, pre-cancerous tissues 
can start this process well in advance of the cells becom-
ing malignant. This increased blood supply causes an 
abnormal heat pattern in the breast. Thermography can 
detect this abnormal heat pattern by scanning the breasts 
with a specialized infrared camera and analyzing the in-
formation using sophisticated computer programs under 
the guidance of a doctor who is board certified in the 
procedure. These abnormal heat patterns are among the 
earliest known signs of a forming cancer.  
 
An unprecedented level of early detection can be real-
ized when thermography is added to a woman’s regular 
breast health care. It has been found that an abnormal 
thermographic image is the single most important sign of 
high risk for developing breast cancer, 10 times more 
significant than a first order family history of the dis-
ease. Studies show that this technology has the ability to 
warn a woman that a cancer may be forming up to 10 
years before any other test can detect it. This gives breast 
thermography not only the ability to detect cancer at its 
earliest and most treatable stage, but to also act as a bio-
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logical marker, warning a woman about her own unique 
level of future risk for breast cancer.  
 
Women who undergo the test find it to be fairly unevent-
ful, since the procedure uses no radiation or contact with 
the breasts. Women with dense breasts, implants, and 
women who are pregnant or nursing can be imaged with-
out any harm or reduction in the accuracy of the test. 
Normal images, like the one seen above, show evenly 
cool inactive breasts (dark colors represent cold areas). 
Abnormal images, as seen below, show highly active 

blood vessels giving off heat in one breast. Since the 
procedure does not pose any harm to the patient, women 
who are at higher risk can be monitored closely without 
adverse effects on their health. 
 
Another benefit of this technology is its role in primary 
breast cancer prevention. Breast thermography has the 
added ability to observe the influence of hormones on 
the breasts. Research has determined that the single 
greatest risk factor for the future development of breast 
cancer is lifetime exposure of the breasts to estrogen. In 
which case, controlling the influence of estrogen on the 
breasts would be the single greatest method of primary 
breast cancer prevention. When hormone activity in the 

(Continued on next page) 

breast is dominated by estrogen, a specific type of infra-
red image is produced; thus, warning the patient of this 
condition. Once this is identified, a woman can take a 
significant pro-active role in prevention. With this infor-
mation in hand, many doctors start their patients on a 
regimen of progesterone cream applied directly to the 
breasts. The progesterone enters the breast tissue and 
counteracts the effects of estrogen. Using follow up in-
frared imaging, the treatment can be monitored and 
changed if necessary to meet the needs of each woman’s 
own unique physiology. Once the hormone balance has 
been restored to the breasts, a woman’s overall breast 
cancer risk is greatly reduced. The lifesaving implication 
of having this knowledge is incredible. 
 
With the incidence of breast cancer steadily rising in 
women under 40, an effort to provide some form of ac-
curate screening test is needed in this age group. Very 
early detection is especially important since breast can-
cers in younger women are commonly more aggressive 
resulting in lower survival rates. Current screening pro-
cedures have proven to be inaccurate in women in this 
age group due to breast tissue density and other factors. 

These issues, however, do not affect thermography. With 
this technology, women under 40 now have a safe and 
objective screening method that they can add to their 
regular breast health check ups.  
 
Breast thermography is a high-tech non-invasive screen-
ing procedure designed to be used by women of all ages. 
The technology has been thoroughly researched for over 
30 years and is FDA approved for use in breast cancer 
screening. Its unique ability to play a significant role in 
prevention is an impressive added benefit. Unfortu-
nately, at this time there are too few qualified clinical 
thermography centers worldwide. However, with the 
increasing demand for breast thermography, recognized 
educational organizations, such as the International 
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Academy of Clinical Thermology, are actively seeking 
personnel for training as certified technicians. It is their 
goal to provide women with greater access to this life-
saving technology.  
 
Currently, no single screening procedure can detect 
100% of all breast cancers. Thermography is designed to 
be used with mammography and not as a replacement. 
Studies show that when thermography is added to a 
woman’s regular breast health check ups (physical ex-
amination + mammography + thermography), 95% of all 
early stage cancers will be detected. This would give the 
vast majority of women who are diagnosed with this dis-
ease the reality of returning to a normal healthy life.  
 
Should we continue to concentrate our efforts on proce-
dures that can only detect an existing cancer, or should 
we be focusing on true screening methods that can warn 
of a pending problem far in advance? The number of 
women who die from this disease will continue rela-
tively unchanged if nothing is done to provide them with 
a true early warning system. Breast thermography has 
the unique ability to warn most women far enough in 
advance to give them a fighting chance. Combined with 
its ability to play a role in primary prevention, the life-
saving implications are incredible. The addition of this 
technology to every woman’s breast health care will 
make the greatest impact on breast cancer mortality. 
With breast thermography, women of all ages are given 
hope and a true early detection edge in the battle against 
breast cancer.   
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Green Tea Extract Reduces Precancerous Polyps in a 
Controlled Trial 
 
Author: Steve Austin, ND 
 
Reference: Shimizu M, Fukutomi Y, Ninomiya M, et al. 
Green tea extracts for the prevention of metachronous 
colorectal adenomas: a pilot study. Cancer Epidemiol 
Biomarkers Prev 2008;17:3020–5. 
 
Design: Randomized single-blinded intervention trial 
  
Participants: 136 adults with a previous history of 
precancerous colonic polyp (adenoma) who were polyp-
free for at least one year before the intervention began 
  
Study Medication and Dosage: 1.5 g per day of green 
tea extract (GTE) or no supplemental GTE was given to 
subjects for one year. This dosage consisted of 3 tablets.  
Each tablet contained 500 mg of GTE, which provided 
52.5 mg of epigallocatechin galate (EGCG) and 58 mg 
of other catechins---the equivalent of about 2 Japanese-
sized cups of green tea per pill. All subjects were 
allowed to continue drinking their normal intake of 
green tea, which brought the intervention group to the 
equivalent of 10 cups of green tea per day, or the 
equivalent of 2.5 g/day of GTE. 
  
Main Outcome Measure: Development of incident 
adenomatous polyps  
 
Key Findings: During the trial, 31% of those in the 
control group, but only 15% of those given GTE 
developed adenomatous polyps (P<0.05 for difference). 
The size of adenomas in the group receiving GTE was 
also significantly smaller than adenomas in those not 
receiving GTE (P<0.001). 

(Continued on next page) 

Practice Implications: Previous epidemiologic evidence 
shows that high (>10 cups per day) intake of green tea 
correlates with a reduced risk of colon cancer (CA). 
Green tea catechins (such as EGCG) have been found to 
inhibit colon CA cell growth by inducing apoptosis in 
vitro. Adenoma formation is a widely accepted marker 
for future risk of colon and rectal CA. This is the first 
such report. By using a supplement that contains green 
tea catechins, this trial suggests that chemoprevention 
may be achieved as well with supplements as with food, 
at least in regard to green tea. 
 
Addendum 
 
Many healthcare professionals who work with natural 
medicine are well aware that a trial such as this one, 
even if far larger and no matter how well conducted it 
might be, would no longer be publishable in JAMA or in 
the New England Journal of Medicine unless the 
findings were negative. Our knowledge to that effect, 
based upon decades of reading what gets published and 
when and where it gets published, casts a shadow on 
what may be legitimately called the politics of scientific 
reporting. JAMA and the New England Journal of 
Medicine are the two most widely cited medical journals 
in America. As such, their unstated but increasingly 
apparent policy of avoiding publication of positive trials 
and continued barrage of publications of negative trials 
involving natural medicine appears to this writer as an 
attempt to discredit natural medicine rather than discover 
scientific truth.  
 
Heart Disease and Fish Consumption: Is Taurine the 
Missing Piece of the Puzzle? 
 
Author: Steve Austin, ND 
 
Reference: Elvevoll EO, Eilertsen K-E, Brox J, et al. 
Seafood diets: hypolipidemic and antiatherogenic effects 
of taurine and n-3 fatty acids. Atherosclerosis 
2008;200:396-402. 
 
Design: Randomized double blind intervention trial 
 
Participants: 80 healthy adults  
 
Study Medication and Dosage: 36 g/day fish pate 
containing 1.1 g of omega-3 fatty acids with or without 
425 mg/day taurine administered for 7 weeks 
 
Primary Outcome Measures: Total cholesterol (TC), 
LDL cholesterol, HDL cholesterol, and triglycerides 
(TG)  
 
Key Findings: As expected, TG declined significantly in 
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both groups, no doubt as a function of the omega-3 fatty 
acids. However, the group that also received taurine 
experienced a 5% decline in TC, an 8% decline in LDL 
cholesterol, and a 6% increase in HDL cholesterol. All 
of these changes were highly statistically significant. 
None of those changes occurred in the group receiving 
the fish pate without taurine.  
 
Practice Implications: Fish consumption has been 
inversely linked with the risk of coronary artery disease 
(CAD). Probably, much of this reduced risk is the result 
of the high concentration of omega-3 fatty acids, known 
to lower TG and potentially reduce the risk of some but 
not all cardiac arrhythmias. However, observational 
studies report that even consumption of low-fat fish is 
inversely associated with CAD risk. The findings of this 
trial suggest a possible explanation for that intriguing 
observation. 
 
Fish generally contain significant amounts of taurine. 
Taurine is needed to form bile salts that extract 
cholesterol from plasma in humans. Moreover, taurine 
supplementation has suppressed atherosclerosis in 
rabbits and mice. Despite the fact that many of us were 
taught that taurine was not an essential amino acid, the 
ability of the human body to synthesize taurine is quite 
limited.  
 
The findings of this new report suggest that adding 
taurine to omega-3 fatty acids given to patients with 
either a history of CAD or simply hyperlipidemia may 
have important therapeutic effects including significant 
reductions in LDL and increases in HDL cholesterol 
levels; changes we know are not due to the omega-3 
fatty acids themselves. With otherwise limited supple-
mental tools with which to manipulate serum cholesterol 
levels, taurine may prove to be an important new tool for 
healthcare practitioners using natural medicine in the 
treatment of patients with hyperlipidemia and/or CAD.  
 
Beneficial effects of Maca on anxiety, depression and 
sexual dysfunction 
 
Brooks N, Wilcox G, Walker K, et al.,  Beneficial effects 
of Lepidium meyenii (Maca) on psychological 
symptoms and measures of sexual dysfunction in post-
menopausal women are not related to estrogen or 
androgen content.  Menopause 2008;15(6):1157-1162.  
 
A small randomized, double-blind, placebo-controlled, 
crossover trial of fourteen postmenopausal women was 
completed using 3.5 gm of powdered Maca (Lepidium 
meyenii) for 6 weeks and matching placebo for 6 weeks.  

(Continued on next page) 

Measurements of estradiol, follicle-stimulating hormone 
(FSH), luteinizing hormone (LH), and sex hormone 
binding globulin (SHBG) were taken at baseline, and 
weeks 6 and 12.  The Greene Climacteric Scale was used 
to assess the severity of menopause symptoms.  Serum 
concentrations of estradiol, FSH, LH and SHBG were 
similar in both groups.  The Greene Climacteric Scale 
revealed a significant reduction in psychological symp-
toms including anxiety, depression and sexual dysfunct-
ion after Maca consumption compared with baseline and 
placebo.  These findings were independent of androgenic 
or alpha-estrogenic activity present in the Maca using 
assays to measure hormone-dependent activity. 
 
Commentary:  This study on a Maca preparation adds 
to the growing body of evidence utilizing Maca for 
menopause related symptoms. Having significant effects 
on anxiety and depression is terrific, but many women 
will be pleased to know of the significant reduction in 
sexual dysfunction. The effects found in this study 
appear to be independent of any measurable influence on 
sex hormones or SHBG and presumably, therefore, 
independent of any actions related to the activity of beta-
sitosterol found in Maca. These findings are not 
consistent with Meissner et al. (Meissner H et al.  Use of 
gelatinized Maca [Lepidium peruvianum] in early 
postmenopausal women- a pilot study.  Int J Biomed Sci 
2005;1:33-45) who reported an elevation in LH and 
estradiol and a decrease in FSH. These variable results 
may be due to differences in dosing, type of commercial 
preparation used in each study, species or variety of 
Lepidium from which the preparations are made, 
extraction protocols and delivery techniques.  The effect 
on depression and anxiety are consistent in several 
studies and it is thought that the flavonoids in Maca 
inhibit monoamine oxidase activity.  The improvement 
in sexual function in postmenopausal women observed 
in this study is consistent with research using Maca in 
men and also in rodents.   
 
Does fructose consumption promote obesity?  
 
Author: Alan R. Gaby, MD 
 
The increasing prevalence of obesity during the past few 
decades has been paralleled by an increase in the 
consumption of high-fructose corn syrup (HFCS). From 
1970 to 1997, annual per capita intake of this sweetener 
increased from 0.5 pounds to 62.4 pounds, while sucrose 
consumption decreased from 102 pounds to 67 pounds. 
Thus, there has been a marked increase in the 
consumption of free fructose in the American diet. The 
results of a recent study suggest that this increase may be 
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playing a role in the modern epidemic of overweight and 
obesity. 
  
In the new study, healthy normal-weight volunteers 
consumed each of the following in random order, with a 
washout period of at least four weeks between 
treatments: 85 g of glucose, 85 g of a 50:50 mixture of 
fructose and glucose, and 85 g of a 75:25 mixture of 
fructose and glucose. Four hours after each sugar bolus, 
the participants consumed a standardized lunch. Fatty 
acid synthesis was 2.04 times greater after 50% fructose 
than after 100% glucose, and was 2.17 times greater 
after 75% fructose than after 100% glucose. This 
increase in fatty acid synthesis resulting from fructose 
feeding might promote the deposition of fatty acids in 
adipose tissue, potentially leading to obesity. 
 
The results of this short-term feeding study are 
consistent with other research suggesting that increasing 
HFCS consumption is contributing to the high pre-
valence of obesity. In a 19-month prospective study of 
548 school children (mean age, 11.7 years) from public 
schools in Massachusetts, an increase over baseline in 
the intake of sugar-sweetened drinks (virtually all of 
which were sweetened with HFCS) during the study 
period was associated with an increased incidence of 
obesity. For each additional daily serving, there was an 
increase in mean body mass index of 0.24 kg/m2 (p = 
0.03) and a 60% increase in the frequency of obesity (p 
= 0.02). The association between HFCS consumption 
and obesity persisted even after adjusting for total 
energy intake. That finding suggests that the association 
between HFCS consumption and obesity is due in part to 
metabolic changes induced by fructose or HFCS, rather 
than merely to an increase in total energy intake. In 
studies in baboons, consumption of sucrose, as compare-
ed with glucose, promoted the development of 
abdominal obesity, suggesting that the fructose moiety 
of sucrose was responsible for the increase in abdominal 
fat. In addition, some strains of mice showed an increase 
in visceral fat accumulation when fed a high-fructose 
diet. 

In addition to its possible contributory role in obesity, 
consumption of fructose may play a role in the 
development of type 2 diabetes, hyperuricemia, gout, 
non-alcoholic fatty liver disease, functional bowel 
complaints, and cardiovascular disease. Furthermore, 
studies in rats have shown that consumption of fructose 
accelerates the aging process. I have reviewed this 
evidence elsewhere. 
 
Some nutritionists regard fructose as a relatively safe 
form of sugar, as compared with sucrose. Because it 

does not require insulin for uptake into cells, moderate 
fructose intake does not adversely affect blood-glucose 
levels, at least in the short term. In addition, as compared 
with sucrose, short-term fructose consumption appears 
less likely to cause symptoms of reactive hypoglycemia, 
or to trigger hypoglycemia-related overeating. For these 
reasons, fructose is often recommended for people with 
diabetes and is included in many weight-loss products 
and "energy bars." However, these advantages of 
fructose over sucrose appear to be more than negated by 
the many other adverse effects of fructose and HFCS. 
 
Although high intake of fructose or HFCS may be 
harmful, the relatively small amounts of fructose that 
occur naturally in fruits and vegetables are unlikely to 
have deleterious effects, and this article is not meant to 
discourage the consumption of these healthful foods. 
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According to the US Department of Health and Human 
Services there are 120,000 accidental death caused by 
allopathic doctors (MD/DO) each year in the US. To my 
knowledge, no allopathic doctor was sent to jail or 
charged with any criminal activity in any of these deaths. 
This is an amazing statistic given that there are only 
700,000 allopathic doctors in the country. It is obvious 
that much of allopathic treatment is dangerous, but it is 
not regarded as such in our society by our courts and 
politicians. Allopathic doctors have been given a special 
exemption not granted to any other member of our 
society.   
 

Four groups of professionals in our society have been 
granted, by the government, the power of life and death. 
These four groups are judges, military officers, police 
officers, and the MD/DO. These four groups may 
perform duties that result in death to others and receive 
immunity by the government, if certain guidelines are 
followed. For example, if a judge sentences a defendant, 
after being found guilty, to the electric chair and five 
years later DNA proves the defendant innocent, the 
judge is not tried and put in jail. Likewise, if a military 
officer is ordered to attack an enemy town and 500 
innocent civilians are killed, he is not put in jail, nor is 
the police officer that uses deadly force in the protection 
of our society. These three groups of individuals have 
very strict oversight from outside sources such as; the 
Court of Appeals, Supreme Courts, and Uniform Code 
of Military Justice. These outside organizations serve as 
a check and balance to insure this use of deadly force is 
not abused. 
 

The MD/DO is also granted the power of life and death 
by our government, and the court system has determined 
that allopathic medicine is the standard of care in the 
United States. The MD/DO is as much an agent of the 
government as the military officer, police officer or the 
judge. The difference is that, allopathic medicine does 
not have any oversight by an outside organization, and 
they write their own rules. There is no check and balance 
in the healthcare system, leaving the MD/DO the only 
authority in our country, subject only to their own 
thoughts, procedures, discipline and rules. A pure 
unbridled power of life and death. This is a unique 

 
The Power of Life and Death 

(Continued on next page) 

situation in our country; a legalized dictatorship within a 
republic enforced by the courts. The courts have 
consistently upheld this position. 
 

Every time an allopath prescribes a dangerous drug or 
performs a surgery with high risk, they do so under this 
umbrella of governmental protection. No other industry 
in this country can repeatedly perform a task that they 
know may cause death without criminal ramifications, 
yet the allopathic doctor does this every day with 
immunity. Hundreds of thousands of Americans die each 
year from incorrect surgical procedures and improper 
prescribing, yet MDs don’t go to jail nor are they 
disciplined, because these risks are considered accept-
able to their own rules. One only has to study the history 
of allopathic medicine to get some idea of the horrors of 
our courts and legislatures granting this power to one 
group by legalized monopoly. Osteopathy and Chiro-
practic both arose after the Civil War, because of the 
barbaric methods of allopathy forced on the soldiers.  
 

This power is granted primarily in the name of public 
safety with some justification. The legislature under-
standably does not want communicable disease to run 
rampant through the communities. The allopaths have 
always stepped up to the plate and accepted responsi-
bility for these conditions even when they knew they had 
no effective treatment. Since 1776 when George Wash-
ington appointed Benjamin Rush, MD Surgeon General 
of the Continental Army, the allopaths have always 
stepped forward to assist the government in it’s time of 
need. They have never shied away from responsibility or 
power, in fact they embrace and desire it. 
 

I have sat down with many of my fellow citizens and 
struggled with an answer to why our government would 
endorse and protect a system of medicine when they 
know one of every seven doctors will kill at least one 
innocent person and knowingly harm millions.  In my 
study of history, I can only come up with one reason; 
war. In war, armies need surgeons, and the allopaths 
have always had a fascination with surgery. During the 
Civil War, thousands of MDs joined the Union Army 
without pay, just to get experience in surgery, with 
disastrous results. It was a serious problem that took the 
Army some time to get under control. With each war, 
surgeons became more competent, because it is a fertile 
ground for experimentation with dangerous procedures 
that no one would subject himself or herself to outside of 
war. After WWI and the discovery of germs and disease 
along with organic chemistry allopathic medicine began 
progress rapidly with surgical procedures. During WWII 
they saved hundreds of thousands of men with surgery, 
and when antibiotics came on the scene, it was like a gift 
from heaven. Surgery became the savior, and the answer 
to many wartime problems, along with a silver bullet 
drug for every condition. Their status went from 
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someone to avoid at all cost, to someone who could save 
your life. It was a long journey for the allopath and a 
new status in society. 
 

When the allopaths returned from WWII with status, 
new surgical skills, new drugs, and a new pharma-
ceutical medical complex; they became the anointed 
ones by the legislatures, and only MDs were allowed to 
occupy any position of power in the government. They 
also began an organized effort to rid themselves of the 
homeopaths, eclectics, and all non-allopathic medical 
practitioners, as well as beginning vicious political 
attacks on both the Osteopaths and Chiropractors with 
great success. The state legislatures in every state handed 
over total power to them with medical practice acts that 
covered in totality, the human condition. Allopaths were 
even given the right to control and practice non-
allopathic methods regardless of training. The most 
glaring example of this recently occurred in Texas, when 
the Texas Medical Association sued a Podiatrist 
charging that operating on the ankle was out of their 
scope-of-practice, even though most  Podiatrists have at 
least four years, and many, six years of training in 
surgery on the foot and ankle. The court ruled in favor of 
the MDs and a DPM can no longer perform surgery on 
the ankle in Texas. However, an MD without any 
training in foot surgery such as a Family Practice doctor 
or Internist can legally operate on an ankle. It is 
important to understand that an MD can legally drill 
teeth, do surgery, practice homeopathy, adjust the spine, 
prescribe glasses, psychologically council, prescribe 
diets, or any other procedure regardless of training. In 
fact, there are no restrictions of any sort and the 
allopath’s opinion in a court of law is held to a higher 
standard than any other information from non-allopathic 
sources, like chiropractic. Now, the medical board may 
not approve of an MD adjusting the spine or doing 
nutrition with no training, but it is perfectly legal. 
 

Chiropractic physicians struggle to understand this 
unlimited power and immunity granted by the law to the 
MD/DO, and they have an even more difficult time 
comprehending that it has nothing to do with health. It 
has to do with power and retaining the protection of 
government from criminal prosecution. The medical 
practice acts of each state are a lesson in pure unadult-
erated power and the maintenance of a monopoly. The 
courts have consistently upheld the medical practice acts 
in spite of the fact that, in my opinion; they are 
monopolistic, violate anti-trust laws, and destroy the 
individual rights of freedom of choice of every 
American citizen. This isn’t going to change, because 
allopathy is the law of the land. 
 

Chiropractic as a profession, must make a decision as 
our society moves into socialism, like Europe, and the 
government controls more and more of society. As 

government control increases, so does the power of their 
agents such as the allopaths. Does the chiropractic 
profession change the curriculum in the schools to 
include the necessary allopathic requirements set by the 
government to become primary care physicians like the 
DO and abandon our non-allopathic roots? How will we 
change to compete in the new order of things to come?  
 

The physical therapists are changing their degrees to 
Doctors of Physical Therapy and are including diagnosis 
and manipulation into their curriculums. When this  
process is complete the musculoskeletal chiropractor 
will disappear from the market. The physical therapist 
will be granted the designation of experts in manipu-
lation by the government. States without prescriptive 
authority for chiropractors will not allow DCs to 
prescribe nutrients after laws regulating these products 
are passed and implemented. Even more critical is that 
chiropractors will not be allowed access to the new 
neutraceuticals, which are hybrid compounds being 
developed at a rapid rate by the pharmaceutical industry 
and classified as drugs by prescription only, even though 
we as a profession are responsible for the development 
of these ideas. It is conceivable that the authorities will 
disallow non-allopathic treatment since they are all 
allopaths and this treatment is not standard of care as 
ruled by the courts and determined by the legislature. 
 

The next generation of Chiropractic Physicians have 
some very difficult decisions to make. These decisions 
will decide the fate of chiropractic in the future. Do 
chiropractors go down the road of allopathy like the DO 
and psychologist or do we try to change the law of the 
land? How do we preserve a position in society when the 
government has classified the chiropractic profession as 
non-essential personnel in healthcare and has no status 
among organized medicine? How do you overcome the 
court precedents that must demand a judgment in favor 
of allopathy in healthcare issues? The profession needs 
the emergence of individuals that understand the real 
problem and can think with an open mind so a solution 
to a unique legal problem can be formulated. If the 
chiropractic profession can all remember that chiro-
practic is a system of thought, not a technique, and if 
that system of thought is worth preserving, it needs to 
develop a master mind group of experts in law, 
medicine, chiropractic, politics, and fund raising to 
design a master plan to preserve a position in the new 
order of the future. 
 
Dr. Tim McCullough is a Chiropractic Internist who practices 
in Houston, Texas. He is Past-president of the ACA Council 
on Diagnosis and Internal Disorders and Chairman of the 
American Academy of Chiropractic Physicians. He also serves 
on the Executive Committee of the Texas Board of 
Chiropractic Examiners. You may contact him at: 
drtim1@swbell.net or 281-481-9299.   

THE ORIGINAL INTERNIST     MARCH 2009 57 



March 27March 27--29, 200929, 2009  
  

St. Louis Airport MarriottSt. Louis Airport Marriott  
  

See page 30 for detailsSee page 30 for details  

DABCIDABCI  Getaway WeekendGetaway Weekend  

PLAN  A  VACATION WEEKEND 
 

LEARN TO MARKET 
A DIAGNOSTIC  
PRACTICE 

 
BRING FAMILY & 
STAFF FOR A  
FUN FILLED WEEKEND 



Dr. Ralph Cardin 
Overland Park, KS 
 
Dr. H.M. Chalker 
Meade, KS 
 
Dr. Dustin Cheney 
Phillipsburg, KS 
 
Dr. Rod Clements 
Eldorado, KS 
 
Dr. Paul Hughes 
Edgerton, KS  
 
Dr. Tobi Jeurink 
Gardner, KS 
 
Dr. Christena Nicholsen 
Overland Park, KS 
 
Dr. Janie  Pirner 
Wichita, KS 
 
Dr. Ron Young 
Salina, KS 
 
LOUISIANA 
Dr. Robert W. Smith 
Baton Rouge, LA 
 
MARYLAND 
Dr. Leonard Leo 
Rockville, MD 
 
Dr. Wayne Sodano 
Bel Air, MD 
 
MICHIGAN 
Dr. Daniel M. McGregor 
Prudenville, MI 
 
MINNESOTA 
Dr. Jeffrey Anderson 
Edina, MN 
 
Dr. Robert Bergan 
Minneapolis, MN 
 
Dr. Timothy Bertsch 
Champlin, MN 
 
Dr. Linda Bowers 
Bloomington, MN 
 
Dr. Russell Des Marais 
St. Paul, MN 
 
Dr. Joel Eichers 
Chanhassen, MN 
 
Dr. John Gerber 
Blaine, MN 
 
Dr. Timothy Gerhart 
Red Wing, MN 
 
Dr. Jedidiah Krauss 
St. Louis Park, MN  

Dr. Robert Pyne, Jr. 
Palos Hills, IL 
 
Dr. William Shelton 
Lombard, IL 
 
Dr. Douglas Stam 
Bourbonnais, IL 
 
Dr. Frank Strehl 
Wheaton, IL 
 
Dr. Steven Zaeske 
Orland Park, IL 
 
Dr. Alex Zavan 
Bloomingdale, IL 
 
INDIANA 
Dr. John Bernzott 
Connersville, IN 
 
Dr. Thomas Jansen 
Kendalville, IN 
 
Dr. William Lyden 
Mishawaka, IN 
 
Dr. Brian McGuckin 
Valparaiso, IN 
 
Dr. Robert Prather 
Indianapolis, IN 
 
IOWA 
Dr. Gary Bowden 
McGregor, IA 
 
Dr. Darlene Ehlers 
Tipton, IA 
 
Dr. Robert Friedrichs 
Mason City, IA 
 
Dr. Tracy A. Stomgren 
Glenwood, IA 
 
Dr. Lynn Theesfield 
Ames, IA 
 
Dr. Zach Watkins 
Johnston, IA 
 
Dr. Anita Wubenna 
Parkview, IA 
 
KANSAS 
Dr. Mark Albers 
Wichita, KS 
 
Dr. Lynn Betz 
Auburn, KS 
 
Dr. Ben Bowers 
Wichita, KS 
 
Dr. Richard Brown 
Olathe, KS  
 
 

IDAHO 
Dr. Uma Mulnick 
McCall, ID 
 
ILLINOIS 
Dr. Delilah Anderson 
Sandwich, IL 
 
Dr. Beth Bartlett 
Lisle, IL 
 
Dr. Jeffrey Bergin 
Lindenhurst, IL 
 
Dr. Stephen Boudro 
Elmhurst, IL 
 
Dr. Sharon DeFrain 
Peotone, IL 
 
Dr. Mete Durum 
Arlington Heights, IL 
 
Dr. Rayond Ferre  
Decatur, IL 
 
Dr. Mark Fredrick 
Gurnee, IL 
 
Dr. David Hepler 
Lincoln, IL  
 
Dr. William Hogan 
Lombard, IL 
 
Dr. Lester Holze, Jr. 
Elgin, IL 
 
Dr. Cindy Howard 
Orland Park, IL 
 
Dr. Frederick Hult 
McHenry, IL 
 
Dr. Grant Iannelli 
Lombard, IL 
 
Dr. Harry Jensen 
Sterling, IL 
 
Dr. Thomas Jensen 
Sterling, IL 
 
Dr. Theodore Johnson 
Chicago, IL 
 
Dr. James McGinn, Jr. 
Crystal Lake, IL 
 
Dr. Christena Nicholson 
Glen Ellyn, IL 
 
Dr. H. Phil Painter 
Monmouth, IL 
 
Dr. Anthony Pantanella 
Hoffman Estates, IL 
 
Dr. Michael Poierier 
Lombard, IL 

Dr. Rita Cummings 
Denver, CO 
 
Dr. Paula Dechert 
Denver, CO 
 
Dr. Lewis Holm 
Littleton, CO 
 
Dr. William Kleber 
Berthoud, CO 
 
Dr. Reiner Kremer 
Franktown, CO  
 
Dr. Steven Lokken 
Colorado Springs, CO 
 
Dr. Duane Lowe 
Colorado Springs, CO 
 
Dr. David Paradiso 
Colorado Springs, CO 
 
Dr. Philip Pollack 
Sterling, CO 
 
Dr. Deborah Riekman 
Colorado Springs, CO 
 
Dr. Thomas Turner 
Boulder, CO 
 
Dr. Michael Vanaria 
Boulder, CO  
 
Dr. Brian Wilson 
Englewood, CO 
 
CONNECTICUT 
Dr. Paul DiDomizio 
Wolcott, CT 
 
FLORIDA 
Dr. John Findlay 
W. Palm Beach, FL 
 
Dr. David Frerking 
Tavares, FL 
 
Dr. Marguerite Gerger 
Clearwater, FL 
 
Dr. Janice Piro 
Palm Harbor, FL 
 
Dr. Susan Player 
Clearwater, FL 
 
Dr. John Podlaski 
Ocala, FL 
 
Dr. Daniel Serpentelli 
Bradenton, FL     
 
GEORGIA 
Dr. Larry Haberski 
Stone Mountain, GA  
 

ALASKA 
Dr. David Mulholland 
Anchorage, AK 
 
Dr. Stan Throckmorton 
Anchorage, AK 
 
ARIZONA 
Dr. R. Michael Cessna 
Tucson, AZ 
 
Dr. Laura Frey 
Tucson, AZ 
 
Dr. Timothy Gerhart 
Glendale, AZ  
 
Dr. Kellie Gray 
Glendale, AZ 
 
Dr. Michael Stone 
Tucson, AZ 
 
ARKANSAS 
Dr. Lance Clouse 
Van Buren, AR 
 
Dr. Richard Riley 
Little Rock, AR 
 
Dr. Douglas Smiley 
Siloam Springs, AR 
 
CALIFORNIA 
Dr. Jan Dooley 
Arcata, CA 
 
Dr. Jeffrey Greene 
Los Angeles, CA 
 
Dr. Jill Jordan 
Carlsbad, CA 
 
Dr. Andrew Lucas 
Riverside, CA 
 
Dr. Kathleen Power 
Pasadena, CA 
 
Dr. Rowen Richards 
Glendora, CA 
 
Dr. Scott Soluk 
Los Angeles, CA 
 
Dr. Sylvie Wellhausen 
Loma Linda, CA 
 
Dr. Kelly Worth 
Orange, CA 
 
COLORADO 
Dr. John Baer 
Englewood, CO 
 
Dr. Debra Carpenter 
Pueblo West, CO 
 
Dr. Terry Collinson 
Colorado Springs, CO 

DABCIs and Where They Are 

THE ORIGINAL INTERNIST     MARCH  2009 59 

 

FOR ALL DABCI SEMINARS ….. VISIT OUR NEW WEBSITE   www.DABCIdiplomate.com 



DABCIs and Where They Are 
Dr. Zachery McVey 
League City, TX 
 
Dr. Gregory Mrozinski 
Houston, TX 
 
Dr. Mike Prioux 
Friendswood, TX 
 
Dr. V.M. Thompsom 
Arlington, TX 
 
UTAH 
Dr. Don Vradenburg 
St. George, UT 
 
VIRGINIA 
Dr. Robert Duca 
Dunn Loring, VA 
 
Dr. Guntrang Khalsa 
Herndon, VA 
 
WASHINGTON 
Dr. H. Earl Moore 
Spokane, WA 
 
WISCONSIN 
Dr. Leslie Best 
Madison, WI 
 
Dr. Barbara Bradley 
Wausau, WI 
 
Dr. Kevin Branham 
Eagle River, WI 
 
Dr. Bernie Finch 
Pepin, WI 
 
Dr. Gwendolyn Gauerke 
Iola, WI 
 
Dr. Craig Gilbaugh 
Ashland, WI 
 
Dr. Kathleen Maedke 
Milwaukee, WI 
 
Dr. Cheryl Metzler 
Green Bay, WI 
 
Dr. Gina Schultz 
Hollandale, WI 
 
Dr. David A. Sommerfield 
Rice Lake, WI 
 
Dr. Gina Steinman 
Blanchardville, WI 
 
Dr. Dean Willhite 
Manitowoc, WI 

SOUTH CAROLINA 
Dr. Jon Bergrin 
Florence, SC 
 
Dr. Bruce Gwinnup 
Charleston, SC 
 
Dr. Peter Kfoury 
Charleston, SC 
 
Dr. Morgan  Kutzner 
Greenville, SC 
 
Dr. Jacqueline McKool 
Charleston, SC 
 
Dr. Robert Pascal 
Charleston, SC 
 
Dr. Virginia Samuel 
Columbia, SC 
 
SOUTH DAKOTA 
Dr. Roger Bommersbach 
Brookings, SD 
 
Dr. Roger Prill 
Mitchell, SD 
 
Dr. David Schwierert 
Rapid City, SD 
 
TENNESSEE 
Dr. William Strauss 
Lebanon, TN 
 
TEXAS 
Dr. Edward Brown 
Dallas, TX 
 
Dr. Ralph Burton 
Kennedale, TX 
 
Dr. Lance Carlton-Durrett 
The Woodlands, TX 
 
Dr. Janie Duke 
Plano, TX 
 
Dr. Connie Grass 
Lumberton, TX 
 
Dr. Steve Grimm 
San Antonio, TX 
 
Dr. Nicole Hewitt 
Angleton, TX 
 
Dr. Doreen Lewis-Overstrom 
San Antonio, TX 
 
Dr. Joe Lindley 
Houston, TX 
 
Dr. Tim McCullough 
Houston, TX 

Dr. Mark McAdoo 
Athens, OH 
 
Dr. Van Merkle 
Dayton, OH 
 
OKLAHOMA 
Dr. Gerry Langston 
Tulsa, OK  
 
Dr. Richard Santelli 
Bethany, OK 
 
Dr. Michael Taylor 
Tulsa, OK 
 
OREGON 
Dr. Daniel Beeson 
Portland, OR 
 
Dr. David Braman 
Tuelatin, OR 
 
Dr. Kathleen M. Galligan 
Oregon City, OR 
 
Dr. Edward M. Geller 
Medford, OR 
 
Dr. Usha Honeyman 
Corvallis, OR 
 
Dr. Steven Lumsden 
Gresham, OR 
 
Dr. Scott Northrup 
Brookings, OR 
 
Dr. Kristopher Peterson 
Hermiston, OR 
 
Dr. Thomas Richards 
Beaverton, OR 
 
Dr. James Siegel 
Canyonville, OR 
 
Dr. Mark Thomas 
Cottage Grove, OR 
 
Dr. David Wickes 
Portland, OR 
 
PENNSYLVANIA 
Dr. Bruce Fink  
Coudersport, PA 
 
Dr. Mark Homison 
Cranberry Township, PA 
 
Dr. John LaHoda 
Richboro, PA  
 
Dr. Fredrick Osterberg 
Red Lion, PA 
 

Dr. Robert Wiehe 
West Plains, MO  
 
NEW JERSEY 
Dr. Jon Mastrobattista 
Bernardville, NJ 
 
Dr. Perry Ricci 
Egg Harbor City, NJ 
 
NEW MEXICO 
Dr. John H. Gelhot 
Albuquerque, NM 
 
Dr. Shereen Jegtvig 
Albuquerque, NM 
 
NEW YORK 
Dr. John Zilliox 
Amherst, NY 
 
Dr. Ronald Safko 
New York City, NY 
 
NEVADA 
Dr. Howard Balduc 
Las Vegas, NV 
 
Dr. Craig Roles 
Henderson, NV 
 
NORTH CAROLINA 
Dr. Phillip Arnone  
Matthews, NC 
 
Dr. William R. Armstrong 
Laurenburg, NC 
 
Dr. Stephen Button 
Mount Airy, NC 
 
Dr. Karen Carrick 
Raleigh, NC 
 
Dr. Dean Kenny 
High Point, NC 
 
Dr. Nikolas R. Hedberg 
Asheville, NC 
 
Dr. Sandrine Martin 
Cornelius, NC 
 
Dr. Barbara Saunders 
Garner, NC 
 
Dr. Todd Smith 
Winston-Salem, NC 
 
Dr. Mark Yeager 
Charlotte, NC 
 
OHIO 
Dr. Robert Gilbert 
Mansfield, OH 

Dr. Mac Beth Lindstrom 
Slayton, MN 
 
Dr. Todd McGillick 
Gaylord, MN 
 
Dr. Thomas Miller 
Coon Rapids, MN 
 
Dr. Joseph Muldoon 
Slayton, MN 
 
Dr. Brenwyn  Peddycoat 
White Bear Lake, MN 
 
Dr. Gregory Peterson 
Winona, MN 
 
Dr. Dane Roubos 
Bloomington, MN 
 
Dr. Sandra Spore 
Stillwater, MN 
 
Dr. Leslie Stewart 
St. Paul, MN 
 
Dr. Charles Strauman 
St. Louis Park, MN 
 
Dr. Terese Tomanek 
Duluth, MN  
 
Dr. Timothy Whelan 
New Hope, MN 
 
Dr. Jon Williams 
Bloomington, MN 
 
MISSOURI 
Dr. David Clark 
Oak Grove, MO 
 
Dr. Jack Kessinger 
Rolla, MO 
 
Dr. Jay Kessinger 
Rolla, MO 
 
Dr. Mable Leckrone 
Liberty, MO 
 
Dr. Duane Lowe 
Maplewood, MO  
 
Dr. Terry Nelson 
Independence, MO 
 
Dr. R Vincent Satterwhite 
Kansas City, MO 
 
Dr. Jeremy Thornton 
Stockton, MO 
 
Dr. Jeffrey S. Ware 
Lake St. Louis, MO 
 

Go to www.clintpublications.com  
www.councildid.com  
for DABCI listings 





 

Name _____________________________________________________________________________ 

Address ___________________________________________________________________________ 

City _________________________________________  State _________  Zip ___________________ 

Phone ______________________  Fax ______________________  E-mail ______________________ 

   Check enclosed     Bill my Visa/Master Card    Bill my American Express 

Credit Card Number ________________________________________  Expiration Date ___________ 
Please return to Clint Publications, 720 Oak Knoll, Rolla, MO  65401 or call (573) 341-8448 

STAY INFORMED 
ON THE LATEST IN  

NATURAL HEALTH CARE  
Subscribe to The Original Internist for only $50 annually 

CLINT PUBLICATIONS 
720 OAK KNOLL 
ROLLA, MO  65401 

PRSRT STD 
US POSTAGE  

PAID 
ST. LOUIS, MO  

PERMIT NO.  4400 


