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Based on the collective experience of U.S. physicians who used Lugol solution extensively
in their practice for iodine supplementation over the past century, the recommended
daily intake for iodine supplementation was 0.1 to 0.3 ml containing 12.5 to 37.5
mg elemental iodine (1-3). We recently confirmed the keen observation of our medical
predecessors: this is exactly the range of iodine/iodide intake required for whole body
sufficiency, based on a recently developed iodine/iodide loading test (3). For non obese
subjects, whole body sufficiency for iodine can be achieved within 3 months with daily
intake of 12.5 to 50 mg (4,5).
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CALENDAR OF EVENTS
September 8-9, 2007 (Houston, TX)
Evaluating Vascular & Venous
Disorders by Instrumentation
Instructor: William Kleber, DC DABCI

December 1- 2, 2007 (Houston, TX)
Malignant Diseases, AIDS, &
Their Management & Treatment
Instructor: William Kleber, DC DABCI

September 15-16, 2007 (Charlotte, NC)
Urinary Disorders and Hair Biopsy Assessment
Instructor: Frank Strehl, DC DABCI

December 1- 2, 2007 (Wichita, KS)
Introduction to Chiropractic Internal Disorders
Instructor: Jack Kessinger, DC DABCI

September 29-30, 2007 (Kansas City, MO)
Malignant Diseases, AIDS, &
Their Management & Treatment
Instructor: William Kleber, DC DABCI

December 8-9, 2007 (Charlotte, NC)
Common Diseases Affecting the
Arterial System
Instructor: Jack Kessinger, DC DABCI

October 6-7, 2007 (Houston, TX)
Peripheral Vascular Disease Workshop
Instructor: Tim McCullough, DC DABCI

December 8-9, 2007 (Bloomington, MN)
General Examination and Associated Pathology.
Instructor: Frank Strehl, DC DABCI

October 13-14, 2007 (Charlotte, NC)
Immunology and Allergy, Part 1
Instructor: Jack Kessinger, DC DABCI

January 5-6, 2008 ( Houston, TX)
Upper Gastrointestinal Disease
Instructor: Jack Kessinger, DC DABCI

October 13-14, 2007 (Bloomington, MN)
Introduction to Chiropractic Internal Disorders
Instructor: Tim McCullough, BS, Med, DC DABCI

January 12 –13, 2008 ( Charlotte, NC)
Evaluating Vascular & Venous
Disorders by Instrumentation
Instructor: Jack Kessinger, DC DABCI

October 20-21, 2007 (Kansas City, MO)
Upper Gastrointestinal Disease
Instructor: Jack Kessinger, DC DABCI
October 27-28, 2007 (Chicago, IL)
Introduction to Chiropractic Internal Disorders
Instructor: Jack Kessinger, DC DABCI
November 3-4, 2007 (Houston, TX)
Facts of Neoplastic Process &
Examining the Cancer Patient
Instructor: Jack Kessinger, DC DABCI
November 10-11, 2007 (Charlotte, NC)
Allergy Part 2 - Management of the
Hypertensive Patient
Instructor: William Kleber, DC DABCI
November 10-11, 2007 (Bloomington, MN)
History Taking
Instructor: Tim McCullough, BS, Med, DC DABCI
November 17-18, 2007 (Kansas City, MO)
Lower Gastrointestinal Disease
Instructor: Frank Strehl, DC DABCI
November 17-18, 2007 (Chicago, IL)
History Taking
Instructor: Jack Kessinger, DC DABCI

FOR FURTHER INFORMATION
CALL VIRGINIA (573) 341-8448
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January 12 –13, 2008 ( Bloomington, MN)
Diseases and Exam of the Pelvis and Associate
Pathology
Instructor: Frank Strehl, DC DABCI
January 19 –20, 2008 ( Chicago, IL)
The General Examination and Associated
Pathology.
Instructor: Jack Kessinger, DC DABCI
January 26 –27, 2008 ( Kansas City, KS)
Reports, Clinical Documentation & Drug Reactions
Instructor: Jack Kessinger, DC DABCI
February 2 –3, 2008 ( Houston, TX)
Lower Gastrointestinal Disease
Instructor: Frank Strehl, DC DABCI
February 9, 2008 (Bloomington, MN)
Physical Exam Workshop
Instructor: Cindy M. Howard DC DABCI
February 9 –10, 2008 (Charlotte, NC )
Peripheral Vascular Disease Workshop
Instructor: Tim McCullough, BS, Med, DC DABCI
February 16– 17, 2008 ( Chicago, IL)
Diseases and Exam of the Pelvis and
Associated Pathology
Instructor: Frank Strehl, DC DABCI
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are often much more difficult for the alternative practitioner to predict.

From the
Editor’s
Desk

Dr. Jack Kessinger

by Jack Kessinger, DC, ND,
DABCI
jack@drkessinger.com

Is Outcome-Driven Evidence
Another Step to
Socialized Medicine?
Evidenced-based medicine, the origins of which date as
far back as the mid-19th century, is becoming a hot topic
for clinicians, public health practitioners, purchasers, and
planners. Criticism toward outcome-based guidelines
has ranged from being “old hat” to apprehensiveness of
its being hijacked as a dangerous innovation to simply
assist health care management companies with one more
avenue to reduce reimbursement to providers. Sentiments from providers range from reluctant submission to
outright infuriation.
Questions from rank-and-file health care providers certainly have justifiable concerns. Will best outcome
guidelines be a “cookbook recipe” relegated from the top
down, or will it be a bottom-up approach that integrates
the best external evidence along with individual clinical
experience? Will it allow the practitioner’s expertise to
decide individual therapies on a case-by-case basis or
whether the external evidence applies to an individual
patient?
External evidence can never replace individual clinical
experience in the management of chronic degenerative
conditions, and it is this experience that should dictate
the most logical treatment for the average patient. While
traditional medicine can usually predict the precise reaction of pharmaceuticals, outcomes for natural therapies
(diet, nutritional supplements, exercise, manipulation)
THE ORIGINAL INTERNIST
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Diet and nutrition research goes on in numerous institutes including almost every medical school, university
and pharmaceutical laboratory throughout the world.
Thus, the knowledge of how to prevent disease and
maintain health through nutritional support has grown
every year. Numerous government studies report increased health care costs associated with malnutrition.
Even though well-documented reports of the positive
health benefits of natural therapies — including orthomolecular vitamins, mineral supplementation, herbs, enzyme therapy, and manipulation — appear in scientific
journals nearly daily, they are not followed up on like
drugs produced by pharmaceutical companies. Therefore, no across-the-board consensus exists for the majority of alternative care. Every year documentation of the
health problems caused by being overweight and obese
increases. There is no critical mass of researchers (or
funds available) necessary for arriving at a consensus for
these promising natural therapies although individual
alternative practitioners do experience consistent positive results. Will this clinical experience be accepted as
outcome-based evidence or is this another step toward
socialized medicine? 
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The Legacy
Continues
by A. Jay Kessinger IV, DC ND
jay@drkessinger.com

Truth In Advertising
Presenting the truth in a world of deceit isn’t impossible.
As a matter of fact, I believe, it’s the most natural thing
people do. The most effective way to “keep your story
straight” is to tell the truth.
Remember the Bill Cosby endeavor, Kids Say the
Darnedest Things — the remake of Art Linkletter’s
show of the same name? Children are unadulterated
truth-tellers. They have no baggage to conceal or deceptive luggage to reveal. They’ve nothing but true love to
sell and everything to buy. Children are who we used to
be. Remember when we were much younger, more energetic, and, above all, more honest? We were more
honest not only with others but, most importantly, with
ourselves.
I recall the frustration I used to feel when I heard outward lies. “M&Ms, they melt in your mouth, not in your
hands.” Yeah, right! More subtly, “It’s not nice to fool
Mother Nature.” The former was a half truth, in that
they do melt in your mouth, especially well if you chew
them up a bit. But they will melt in your hands if you
hold them any length of time. The latter was a truth
used deceptively to tap into our human arrogancy and
sell margarine — a product much closer to plastic than
nature.
The more I learn about the deceptive practices used by
the food industry, the more acute my awareness is of its
similarities with the pharmaceutical industry. The food
industry sells as much of their products, with the highest
profitability they can get — for example, potato chips
versus potatoes, etc. — regardless of the absolute longTHE ORIGINAL INTERNIST
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term detriment to their consumers. The pharmaceutical
industry thrives on sickness, not wellness, and even invents diseases; i.e., GERD, IBS, ED, etc., in order to
keep a steady stream of consumers. Just as food is necessary to keep us alive, prescriptive drugs save lives,
without question; however, junk foods are designed to
keep us hungry, and the “pill for every ill” premise is
flawed and untrue.
As ambassadors of truth, justice, and the American way
(this is being as we remember 9-11), we have to keep
our stories straight. In order to do this, we have to keep
our motives pure and our endeavors above reproach.
Maintain files of articles and studies exemplifying your
modes of treatment protocols. Practice what you preach.
Join the gym, go to the gym, take nutritional supplements, eat right, be happy, be an example of what you’re
selling.
Everyday more reports are surfacing to enlighten the
public of the benefits of natural health care. Usually the
self-acclaimed experts make these announcements as if
they had just discovered such bonuses found in nature.
From the “Goji bean” people to the “Dead Doctor’s
Don’t Lie” folks, there is a common thread of deception
apparent to me, and that is the deception of “the magic
bullet” cure-all scheme. It doesn’t take a biochemist to
see that there is no one thing that’s going to cure all
things.
As a chiropractic internist I know the chiropractic adjustment is an important part of the solution to many acute
and almost all chronic human maladies, as well as a
good foundation for the maintenance of long-term optimal health; however, this is only a part. Nutrition, exercise, and happiness are also important pieces to the puzzle of true health as well. There is also avoidance of
unhealthy lifestyles, habits, and addictions. Life is an
individually humbling process. I’ve read that life is the
only game in which the object is to learn the rules. 
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holding the proverbial bag when the “sizzle fizzles.”
Ultimately the only people who ever benefit from these
schemes, are the top 2% of distributors, which according
to industry statistics, is the amount of distributors who
make enough to sustain themselves via their MLM efforts.

How Much is Your Integrity Worth?
by Miranda Jorgenson DC BA

Once again, a recent string of multi-level marketing
(MLM) companies have been making their rounds in
doctors’ offices. The MLM companies persistence at
recruiting health professionals puts the doctors at a decided disadvantage. Although the companies in question
make appealing claims about rapidly increasing the doctor’s revenue, in all actuality they jeopardize not just the
doctor’s medical credibility, but their very livelihood.
There are 3 inherent problems with MLM organizations:
1) Market saturation with questionable products
and services
2) Pyramidal structure
3) Morality and ethics as well as destroyed relationships
Market Saturation with
Questionable Products and Services
Due to the fact that healthcare providers have a veritable
captive audience in regard to their patients, they have
traditionally been targeted to sell MLM products, particularly health-related ones that appeal to the patient’s
desire for a quick fix. By their very nature, MLM organizations are doomed to fail. Most center on new or
innovative products, of which close scrutiny will reveal,
lack true, scientific backing. Their ultimate goal is to get
as many distributors signed up in as short an amount of
time as possible so that when market interests change,
the hierarchy can make a quick exit with the money that
they have expropriated from the masses.
In fact, over the years, many high-level MLM companies
have been scrutinized and shut down due to the fact that
they have undeniably sold the “fraud of impossible success.” Little regard is made for the representatives left

The products offered by MLM companies may not hold
up to close scrutiny. Many products fall into the burgeoning cosmetic, weight-loss, and detoxification categories. They might make unethical or unsubstantiated
claims such as, “Twelve servings of fruits and vegetables in three little pills,” or “Lose 5-15 pounds in nine
days,” or “Detox the easy way ... symptom free.” As
laughable as these claims are to the knowledgeable provider, doctors buy into the apparent ease of the system
and the promise of getting rich quick. Patients buy into
anything that claims to simplify their ambitions.
Savvy practitioners realize that the rapid weight loss
promised by MLM companies is not just unrealistic, but
it is dangerous. The adverse effects of rapid weight loss
are well documented. In addition to the negative impact
on the heart and nervous system, weight loss of over two
pounds per week has been associated with gallstones,
dehydration, bleeding stomach ulcers, increased food
intolerances, stomach pains, diarrhea, body aches, flulike symptoms, dry skin, hair loss, mood changes, vitamin and mineral deficiencies, protein imbalance, electrolyte problems, liver dysfunction, and kidney malfunction, among others (Annals of Internal Medicine, 1993;
119(7):722-726). One of the most overlooked aspects of
weight loss is that the original weight gain did not occur
overnight. Episodes of rapid weight loss are rarely sustained, and in fact they raise the incidence of rebound
weight gain. In addition, much of the weight loss is due
directly to an unhealthy degree of dehydration, thus patients see rapid faux “weight” loss during the initial period when they are most likely targeted to sign up as distributors.
Many of the symptoms related to rapid weight loss are
also linked to the detoxification process. Obese patients
produce bile with a higher concentration of cholesterol,
and while biliary cholesterol secretion is increased, bile
salt secretion remains constant (Annals of Internal Medicine, 1993; 119(7):722-726), thus strain is put on the
liver, which happens to be the primary pathway of waste
elimination. Since bile contains the vast majority of the
body’s metabolic waste, deceased blood cells, and toxins
which the liver has filtered out of the system, once
formed, it must be transferred from the liver to the gallbladder where it can be secreted into the intestines.
(Continued on next page)
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There it is used to metabolize fats, normalize the intestines, and lubricate bowel movements. When one is participating in a detoxification program or a rapid weight
loss plan, the liver has to be hyper-responsive to the increased circulating toxins and produce more bile. Increases in bile secretion can lead to an increase in frequency of bowel movements; altered consistency of
bowel movements, often to a loose or diarrhea state; and
can create a warm or burning sensation in the colon. If
the liver becomes burdened, congested, or stagnant during this period, flu-like symptoms such as abdominal
bloating, fever, fatigue, gastric distress, nausea, malaise,
etc., may ensue.
Other problems with MLM products include the fact that
they make substantial claims while the constituents are
insubstantial. Many MLM products contain known allergens like dairy, soy, wheat, and nut products. Several
well-known MLM weight loss products have sugar and
similar sweeteners amongst their primary ingredients.
Most practitioners would be remiss if they advocated
ingesting highly allergenic foods such as casein while
detoxifying, or loading additional sugars on patients with
glucose metabolism issues. Many MLM companies also
tend to use copious amounts of preservatives to extend
the expiration dates on their products. Even if the MLM
product is adequate, the intent behind it is highly suspect, and the cost will be prohibitive over comparable
physician-grade supplements, since MLM prices are traditionally set at 1.5-3 times fair market value.
Pyramidal Structure
Due to lawsuits filed by attorneys general in most every
state, MLM companies do not usually refer to the word
“pyramid” anymore, but arguing semantics misses the
point. The primary goal of every MLM company is not
to imbue the world with superior products, but rather to
hook as many people as feasible into signing up to distribute the product. The hierarchy of the MLM industry
plays on the idea of creating teams of “winners” to profit
from the masses of “losers.” They appeal to the masses’
quest for the “American Dream.” It is, by nature a faulty
recruiting system that resorts to hiding behind the hardearned credentials of the medical community to prey on
the unsuspecting public. Regardless of claims to the
contrary, the reward in the MLM system is central to
recruitment; it is often not about improving someone’s
health and well-being, but rather seizing a fantastic financial opportunity. Sponsors and uplines have a decided lack of commitment to issues faced by the
downline distributors. Industry-wide company statistics
show that 90% of distributors drop out of each company
within a 1-2 year period (“Stay away from MLM.”
http://attitudeadjustment.tripod.com/Essays/MLM.htm).
THE ORIGINAL INTERNIST
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If doctors choose to espouse MLM products to their patients, the patients and their circle of influence — the
same circle of friends and family members that the doctor hopes will be referred to their practice — will be exposed to a debacle of the highest sort. Problems associated with canceling automatic shipments, lack of product
quality, ease of a money-back guarantee, inflated prices,
and general support and follow-up are all left to chance.
Ultimately the doctor will be held responsible.
Morality and Ethics
as well as Destroyed Relationships
The medical establishment has taken note of the unprofessional nature of doctors prescribing MLM products.
In 1997, the American Medical Association Council of
Ethical and Judicial Affairs (CEJA) advised against selling “non-health-related” products to patients. The
Southern Medical Association, in their stance against
“MLM and similar schemes” stated, “Doctors are different because they have been given a position of trust by
society. They should take great care to ensure that their
actions do not violate this trust.” (SMA News, 2004;
36(9):4-5.) The damage created to a practice for temporary short-term monetary gain can simply not be measured. The lure of quick, easy money is not worth doctors sacrificing their integrity. By selling MLM products
to their patients and subsequently encouraging their patients to also do so, they are creating a direct-toconsumer pathway which puts the doctor out of the loop
and potentially out of a job. They are, in effect, telling
their patients that the lay-person/distributor is as knowledgeable as the doctor and that patients are equipped to
diagnose and treat not just their own ills but the health
issues of others. By the simple process of having the
patient sell supplements, the doctors’ usefulness is removed from the equation, yet their personal liability is
still on the line, since they initiated the patients’ exposure to the supplement in question, and any problems
with the products or the MLM company involved will
likely be blamed on the originating physician.
No level of success with multi-level marketing can compensate for the number of patients who will be put off or
angered that their doctor used valuable and costly office
time to proselytize sales gimmicks. A considerable
number of patients will be perturbed that their doctor is
“selling” or recruiting them for MLM products. Patients
often will lose respect for the doctor and may choose not
to return to the practitioner for fear of being “pitched” to.
If history repeats itself, and given the nature of the MLM
industry, the chances are very good, the MLM company
in question will be out of business within a few short
years, and the doctor will be left to pick up the pieces of
(Continued on page 102)
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what is left of their practice.
If a patient fails in the business endeavor that their doctor signed them up for, they will be polarized not just
against the product involved, but against the doctor himself. The nature of MLM marketing turns patients into
“prospects,” and neighborhoods into “markets.” Rallying patients who trust their practitioners’ medical advice
into sales drones who are ill-prepared to offer medical
advice is haphazard at best. There is an old adage in
marketing about word-of-mouth advertising: “If someone is very pleased with a product or service they will
tell one person; if they are displeased, they will share
their displeasure with 11.” When patients fail in MLM,
and statistically they will, the amount of people they will
tell is staggering, and the potential that patients will have
a poor opinion of the doctor long before they might ever
meet him, is immeasurable. For most doctors, the risks
are simply not worth any short-term gains which may be
had.
The public does not realize how much time, energy, and
money a practitioner invests in becoming a doctor. It is
not merely a matter of steep tuition, years of labor,
wages lost, and time lost with loved ones. Becoming a
doctor is a sacrifice. The title comes with a steep price,
and the authority conveyed by it carries a huge onus of
responsibility for the doctor.
Unscrupulous or clever MLM companies prey on doctors so that they can hide behind their hard-earned credentials. Weary doctors may look to MLM companies
to bolster their beleaguered bottom line. Thankfully,
most savvy practitioners do not resort to selling MLM
products. They realize that optimal patient outcomes are
seen when patients are given clearly warranted, physician-grade nutritional supplements and are closely monitored for progress. Nutritional companies with long and
proud histories, who back their supplementation with
true scientific research, offer products far superior, and
far more affordable, exclusively to physicians. Patients
appreciate and give credibility to supplements that are
not available in retail environments or from their nextdoor neighbor. Carrying exclusive physician-grade
supplements is a win-win for doctors and patients alike.
Doctors considering carrying MLM products, need to
ask themselves, “How much is my integrity worth?” For
most, the answer is simple.
Dr. Miranda Jorgenson

Nail Fungus?
“Dear Long Creek Herbs,
Your Nail Fungus Soak was an
absolute miracle for me! I’ve had very
bad athlete’s foot for more than 28
years and about 15 years ago my toenails became
infected with a nail fungus. I tried everything, including prescription drugs, but nothing worked until I
tried your Nail Fungus Soak. I’ve soaked my feet twice
a day for a little less than three weeks and the results
are astounding! The athlete’s foot has disappeared
and the new nails growing from the nailbeds are clear.
Thank you! ...S. Bates, FL
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results in 5-6 weeks with new nail growth.
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Dietary Supplement Quality
Assurance – Something’s
Missing!
by Rick Liva, RPh ND

As I write this article for the Original Internist on dietary supplement quality assurance, I am excited to educate clinicians about such an important, complicated, and
clinically relevant subject. I will do my best to educate
healthcare practitioners about the quality assurance and
quality control procedures necessary to make the purest,
highest quality, and most effective nutritional supplements and natural medicines. While I realize that
“efficacy” is not a direct result of a high quality product,
I can say with certainty that clinical outcome can be influenced by a poor quality product.
My goal in this article is to sound the alarm and draw
attention to the many quality assurance holes in the supply chain and manufacturing arena for dietary supplements and natural products. This is not a situation of
“crying wolf,” but rather a serious discussion about significant quality assurance problems with these products
that can, and probably do, adversely affect our friends,
families, and patients. The overall intent of providing
this information is to give a detailed presentation of solutions to these quality assurance issues, so that we can
collectively increase the integrity of the supply chain.
While the solutions I present won’t necessarily be easy
or inexpensive to institute, they are possible, feasible,
and must be considered.
We clinicians don’t really know if we have purchased
and prescribed a high quality natural product, and we
should. I believe this to be critically important for two
reasons: clinical effectiveness and contamination. If a
product is sub-potent, super-potent, or not authentic, it
can definitely influence the desired short- or long-term
clinical outcome. In addition, a contaminated product
may, over time, cause possible harm to the patient that
will probably go unrecognized, and most likely won’t be
linked back to the contaminated product. In my experience, this industry as a whole does not provide consistent quality. I have seen far too many examples of subpotency, lack of authenticity, contamination, and a general lack of quality assurance all across the supply chain
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that feeds the natural products industry. If we think that
all the companies we purchase from have done all their
quality-assurance homework and have applied it, we
need to think again. We just don’t know because most
companies don’t divulge what they do or, more importantly, what they don’t do regarding quality assurance.
One of the responses I hear from clinicians when the
topic of questionable quality assurance arises is, “I get
good clinical response from the products I use, and that
is good enough for me.” While I cannot argue with their
clinical experience, I often wonder if their clinical response could be improved if they used natural health
products that had verified potency, authenticity, and
were of the highest purity possible. Judging quality assurance from clinical response alone falls far short of
what is necessary.
Most natural product suppliers assure you that they are
giving you the best quality in the marketplace. However, current nutritional supplement manufacturing practices are inadequate to assure consistent product quality,
purity, and efficacy. The FDA is hugely underfunded
and does not have the resources to oversee manufacturing practices. The new FDA GMPs have holes in them
that are big enough to drive a truck through. Having
said that, who is it that will require testing of raw materials and finished products, and hold the manufacturing
companies accountable to produce dietary supplements
with a consistent high level of quality? It will fall to the
clinicians selling products to their patients. Many nutritional supplement companies ask us to trust their quality
on blind faith. Trust is not enough on which to rely.
The chain of events needed to produce high quality natural products is too long and complicated to “trust” it will
happen with consistent integrity. Most natural product
manufacturers believe, or like to believe, that the raw
materials they purchase from their suppliers are authentic, potent, and not contaminated. However, most manufacturing companies do no testing whatsoever, and rely
solely on a piece of paper called a “Certificate of Analysis” that is provided to them by their raw-material suppliers. Certificates of Analysis from raw material suppliers are, in most cases, not verified by objective thirdparty testing by reputable testing laboratories. The majority of nutritional supplement companies do no inhouse testing, or independent testing, or quality confirmation of the raw materials or of their finished product.
Even those with a testing program may not test every
batch, and most have not evaluated their testing labs to
be sure they are using proper and scientifically sound
testing methodology for each nutrient and each potential
contaminant.
(Continued on next page)
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The nutritional supplement industry is a diverse industry
of many small and mid-size companies that lacks regulation and lacks common standards for quality assurance
and product testing. Products found on the shelf in
health food stores have periodically been shown by Consumer Reports, investigative reports in the media, and
articles published in the scientific literature to have significantly less (or more) than the label potency claimed
on the bottle, or to have problems with contamination
with substances such as lead or other heavy metals, pesticides or herbicides, or chemical solvent residue. In this
world of unregulated global commerce and pervasive
pollution, the dietary supplement industry has been under-performing.
Several years ago, I observed that while many of my
patients improved from the products I prescribed, a significant number of them did not. I often wondered if the
treatment failure I saw was truly treatment failure (not
everyone responds, and I may have made a diagnostic or
therapeutic error) or if the failure was due to inconsistent
or poor quality products. I began investigating two
things: 1) exactly what guidelines have to be followed
to make a high quality botanical or natural product; and
2) which of the professional product companies I’d been
familiar with followed those guidelines. I spoke with the
Food and Drug Administration (FDA), United States
Pharmacopoeia (USP), National Natural Foods Association (NNFA), and the American Herbal Products Association (AHPA), and I then read all their guidelines for
good manufacturing practices. Once I was comfortable
with the information, I started to tactfully ask some of
the companies I’d purchased products from for years if
they followed and performed what was necessary to assure the quality and purity of their products. I was dismayed, surprised, and somewhat shocked that most did
little or nothing. In fact, I learned that the industry at
large is not overseen or held accountable, by anyone or
any agency, to any standard of quality assurance! This
still hasn’t changed. The same scenario exists today.
The FDA is supposed to oversee quality assurance of
dietary supplements, but to date, they have not stepped
up to the plate. A majority of professional product companies talk a good game in their marketing literature regarding quality assurance, but provide little or no proof
of what they actually do. Each company does as they
please, and nobody is the wiser because practitioners
don’t ask for proof or objective evidence of quality assurance. Even if they ask for and get some sort of proof,
practitioners don’t have the knowledge to evaluate
whether or not the information provided is credible. My
practitioner colleagues and I have assumed and trusted
that our suppliers are performing the due diligence and
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quality assurance necessary to produce consistent, highquality products. It is highly possible that we have been
misled for years by the underperformance of the dietary
supplement industry.
At best, a handful of manufacturers are following the
FDA’s dietary supplement Good Manufacturing Practices (GMPs) and performing adequate authenticity, potency and contamination testing to verify quality assurance. Now is the time to hold dietary supplement manufacturers accountable to follow GMPs and provide evidence that they are performing adequate testing to ensure
quality in their products. All manufacturers must follow
the same map. Otherwise, we will continue to have inconsistency, and some level of chaos. Until the government steps in, it is up to the individual practitioners to
educate themselves about quality manufacturing guidelines and hold their individual suppliers accountable for
following those guidelines. The goal is to choose natural
product suppliers that follow established guidelines for
producing uniform, high quality, consistent, finished
goods that are as pure as possible.
Please read and think about the following three pieces of
information:
1) China struggles to contain an escalating crisis of confidence in the safety of food and other exports. “China
initially denied responsibility for tainted pet-food exports that resulted in 4,000 consumer reports of pet
deaths in the US, though the Food and Drug Administration has confirmed only 16 deaths. China has gradually
acknowledged systemic safety issues, confirming that it
had shut down 180 food-processing factories since December and recently banning an antifreeze chemical that
had been used in toothpaste. Last month, the US
blocked shipments of farm-raised catfish, shrimp, and
other seafood that had high levels of antibiotics and
chemicals, adding to the list of recalled products that
includes about 450,000 defective tires and 1.5 million
toy-train parts with high lead content.” (Timiraos, N.
“Are Chinese export products unsafe?” The Wall Street
Journal, June 14, 2007.)
The FDA is responsible for inspecting about 80% of the
food supply. In the past decade FDA food inspections
have decreased, to about 1% from 1.7%. That’s a little
scary! A huge amount of dietary supplement raw material is imported from China. Since we can’t trust the
FDA to scrutinize it, the assurance of quality must fall
upon the manufacturer. But, what if the manufacturer
does not test to assure quality?
(Continued on page 106)
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2) Azo dyes have been used to spike the anthocyan content (measured via UV spec) in bilberry. This is done to
either make poor quality bilberry look potent or make
fake bilberry look potent and real. Azo dyes have also
been found in imported spices. The EU views one of the
illegal Azo dyes (Sudan I) as both genotoxic and carcinogenic. Mandatory testing for Azo dyes in spices and
processed foods was passed into European law. (See
this link for a press release on fake bilberry:
http://www.nutraingredients.com/news/ng.asp?n=76704
&m=1NIE522&c=mumnydmmijxhxvi)
The ingredient company, Indena, developed an HPLC
method to verify the anthocyan profile and the concentrations of the various polyphenols. The method has
been adopted by the European and Italian pharmacopoeias and is being evaluated by USP. This is another great
lesson in the value of using higher precision tests (i.e.,
more expensive tests) to assay raw materials.
The price per kilogram for high quality bilberry is reported to be around $500-$600. Companies selling bilberry at $400 or much less are “cleaning out the market.”
It is highly possible that anyone buying for less than
$400/kg is getting fake bilberry.
This is just one more example of how an industry has
failed to communicate the value of raw material quality
in its value proposition. Having succumbed to price
competition, the biggest loser is the public health.
3) Recently, ConsumerLab.com published their findings
that 11 popular multivitamins that they tested had problems … big problems. Included in the analysis were
popular vitamins from Swanson, Nature’s Plus, The Vitamin Shoppe, Andrew Weil, MD, and Hero Nutritionals. One was contaminated with lead, several were
found not to disintegrate, some were sub-potent in listed
nutrients, and one actually contained no amount of several vitamins listed on the label.
The bottom line is that if you are providing dietary supplements to your patients from manufacturers that don’t
test their raw materials or finished products, you are putting your patients at risk. The risk comes from selling
products that are not authentic, sub- or super-potent, or
contaminated. Without testing, these quality deficiencies will get through to your patients. Unfortunately,
even if the company claims to do the necessary rawmaterial and finished-product testing, it would be wise to
verify their testing claims and know something about the
quality of the in-house or contract labs they are using for
the verification process.
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Summary
Nutritional supplements are obviously beneficial to promote health, restore balance, and treat disease. Our patients often take them for long periods of time, if not
years. A sensible strategy for limiting contaminants in
nutritional supplements and making sure that they are
authentic and the potency they claim is to require suppliers to prove that they routinely do thorough testing to
verify and assure those quality parameters. All clinicians need to consistently ask for legitimate proof of
quality assurance. Your patients, family members, and
friends will thank you.
About the Author
Rick Liva, RPh, ND, graduated from Temple University
School of Pharmacy in 1975 and National College of
Naturopathic Medicine in 1982. He is the managing
physician at the Connecticut Center For Health, located
in Middletown and West Hartford, CT. Dr. Liva is a
founding member of the American Association of Naturopathic Physicians and past president of the Connecticut Society of Naturopathic Physicians. He has been
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What Causes Multiple
Chemical Sensitivity (MCS)
and Environmental Illness
(EI)?
by Dr. James Howenstine

Several hundred thousand persons in the US are afflicted
with MCS and EI. The typical patient with multiple
chemical sensitivity has been ill for 5-20 years. Patients
with these illnesses react with allergic responses to a
progressively greater number of substances until they
become “universal reactors” who are sensitive to nearly
all foods and chemicals.
In its most advanced form a woman was living naked in
a home lined with foil. She was reduced to eating the
only food she did not react to. Adrenaline and oxygen
were necessary to immediately treat anaphylactic reactions. In addition to her severe allergic problems, she
had a multitude of health problems. There was a history
of 18 months of exposure to 40% formaldehyde solution
left uncovered at her workplace.
Electromagnetic field sensitivity caused her to have severe chest pain similar to a heart attack when a 20 watt
bulb or an electric heater was turned on. Among her
significant diseases were severe immune dysfunction
proven by immune testing and organic brain syndrome
with loss of short term memory and aphasia, impaired
balance with daily falls and loss of 25 points on IQ tests.
She also had kidney disease with excess calcium in the
urine, hypoparathyroidism, hypothyroidism, estrogen
deficiency, osteoarthritis of cervical and lumbar spine
for which she used braces and traction, low white blood
cell count, chronic evidence of inflammation with high
CRP tests, allergic rhinitis, psychiatric disorders including catatonic schizophrenia since 1962, manic depressive
disorder, multiple personalities, chronic suicidal
thoughts and attempts, bulimia and anorexia nervosa,
diffuse muscle pain with frequent tendonitis, and frequent bladder infections.
A second patient with this disorder had a history of excess exposure to nickel, mercury, and lead caused by use
of solders and fluxes. This man had chronic fatigue syndrome, as well as universal reactions to foods and
chemicals. He was also allergic to pollens and molds.
Other diseases found in him included asthma, sinusitis,
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organic brain syndrome, short term memory impairment,
dyslexia, impaired balance, fibromyalgia, hypothyroidism, Epstein Barr Virus infection, impaired function of
posterior pituitary gland, chronic hepatitis, electromagnetic field dysfunction, bulimia, temporomandibular
joint syndrome, loss of sense of taste and smell, multiple
parasitic infections (e. histolytica, e. coli), depression,
and obsessive compulsive disorder.
Both these persons have been completely well for many
years thanks to therapy that originated with the ministry
of Pastor Henry Wright of Thomaston, Georgia. Pastor
Wright was first exposed to this health problem in 1990
when he received a phone call from a man with MCS/EI
who had heard that the Lord had used Pastor Wright to
help heal many health problems. Pastor Wright confessed that he knew nothing about this condition but
agreed to spend 10 days with the man to see if he might
be able to help.
On the airplane to his home the Lord directed Pastor
Wright to Proverbs 17:22: “A merry heart doeth good
like a medicine, but a broken spirit drieth the bones.”
This scripture suggested that there was a connection between the spirit of man and disease. He realized that a
broken spirit or a broken heart could have an impact on
health. The man seemed too young to have the bone
disorder osteoporosis, but it occurred to Pastor Wright,
who had been a premed student, that the bones contained
the blood cells making up much of the immune system.
Could a broken spirit damage the immune system?
When the two met, Pastor Wright asked him, “Who
broke your heart? I want to know what happened that
has put this kind of dread in you.” Pastor Wright was
kept quite busy ministering to him but by the seventh
day this man was at the Sizzler eating everything on the
smorgasbord. There has been no recurrence of MCS/EI
since that day, and he remains quite well. Both of the
other two MCS patients previously discussed have also
been healed of all their health problems and remain quite
well many years later.
What Healed These MCS/EI Patients?
Pastor Wright has successfully ministered to hundreds of
persons with MCS/EI since 1990. He learned that males
have very different responses to marital spats than do
females. Typically, a male is over it as soon as it happens while a female does not recover for a long time.
Marital strife causes incredible damage to the immune
system of females. Blood samples were taken during
marital squabbles provoked by a research interviewer.
During this argument the women had sudden high levels
(Continued on next page)
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of stress hormones preparing them to fight or flight. The
rise in stress hormones was lower in men. The next
morning the stress hormone lelvels were still elevated in
the women but were quite normal in the men. Eightyfive percent of the patients with MCS/EI are female.
The reason that females are the ones who get more of
this sickness is that they are more susceptible to spiritual
and emotional injury. God created the female to be a
responder to spiritual leadership, not to abuse.
In learning from thousands of cases of MCS/EI, Pastor
Wright has noted that this disease is a result of the
breakup in the relationship between the person with the
disease and someone else. The other person is usually a
close family member. In every person whom Pastor
Wright has ministered to there has always been one or
more of four life circumstances identified. These 4 circumstances are:

•
•
•
•

Verbal and/or emotional abuse
Physical abuse
Sexual abuse

Driven performance to meet the expectations of
a parent in order to receive love. (Legalistic
practices in Christian churches have caused
identical driven performance in parishioners
which unfortunately can lead to MCS/EI.)
These persons feel that they are living in an atmosphere
devoid of love and emotion. They are in a straight jacket
as far as personal relationships are concerned.
MCS/EI is an anxiety and fear disorder that damages the
immune system. This immune system damage manifests
itself as a progressive course of allergies. Eliminating
the anxiety and fear permits the immune system to heal
with the disappearance of all the secondary problems
(parasites, yeast and viral infections, thyroid dysfunction, musculoskeletal disorders like fibromyalgia, electromagnetic sensitivity, brain dysfunction, etc.).
The medical community is pursuing allergies as being
responsible for these chemical and environmental symptoms. Pastor Wright’s work has shown that the injury to
the immune system allows the body to react to everything. He points out 98% or more of the public do not
have any problems with chemicals that we are all exposed to. There is a unique factor in MCS/EI patients.
The smell of the chemical is provoking an emotional
reaction (fear). The patient is not allergic to the smell
but does become in bondage to fear. This fear compromises the function of killer lymphocytes, T- and Blymphocytes. When the immune system is damaged
over time, we start to see infections, endocrine dysfuncTHE ORIGINAL INTERNIST
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tion, allergic diseases, musculoskeletal disorders, brain
abnormalities, etc.
An individual afraid of mice will jump into a chair at the
sight of a mouse. This same jumping response can also
be provoked by the words, “There is a mouse.”
Pastor Wright was conducting a seminar on the spiritual
roots of diseases. In the audience was a man that he
knew had a profound dread of pesticides. Pastor Wright
walked to the window and said, “Oh, the bug man is
here to spray.” This man instantly went into a catatonic
posture. Previously this man had been unwilling to accept the idea his responses were coming from the hypothalamus and were not due to chemicals. He recovered
from the catatonic state in 15 minutes, and Pastor Wright
then gazed at the man and confided, “There was no bug
man.” He became quite angry, but he began to realize
that his responses were based on fear not inhaled chemicals.
Hormone reactions to stress can be tied to disease. The
fight or flight reflex that saved cavemen from primitive
dangers occurs frequently in modern civilization. When
a fear reaction results from continuous non-resolving
emotional discord, the stage is set for diseases to appear.
Thus, overproduction of cortisone from ongoing emotional stress contributes to the development of infections,
cancer, and osteoporosis.
Dr. Philip Gold of the National Institute of Mental
Health stated, “If you are in danger, cortisol is good for
you. If this cortisol elevation persists unregulated, it can
produce disease.” In extreme cases this abnormal hormonal state destroys the appetite, cripples the immune
system, shuts down the processes that repair tissue,
blocks sleep, and even breaks down bone. Dr. Gold
cited his own research on 26 women. Half these women
suffered from depression and half were emotionally stable. Despite the fact that all these women were all about
40 years old, the women with depression had bone mineral densities identical with the bone loss seen in 70 year
old women. Cortisone is known to cause bone mineral
loss resulting in osteoporosis.
The limbic system connects the brain (thought) with the
body. The most important part of the limbic system is
the hypothalamus. The person who proceeds to develop
MCS/EI has been geared up for emergencies constantly
for years because of the existence of unresolved stress.
In this state blood flow is always directed to the skeletal
muscles, brain, heart, and lungs. The parts of the body
not needed in emergencies go into a predominantly per(Continued on next page)
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manent shutdown mode.
The hypothalamus is the site for convergence of the
sympathetic and parasympathetic nervous system.
Thoughts coming out of the cerebral cortex that have
strong emotional overtones are able to create autonomic
nervous system responses that create the physical effects
seen in anger, fear, and other feelings. The hypothalamus also releases hormones that stimulate or inhibit the
pituitary gland’s release of hormones. In this way
thoughts from the cerebrum cause physical effects in the
body.
Fear prepares us for fight or flight, and peace produces
normal physiologic responses throughout the body
(homeostasis). The individual who is not loved, has
been victimized, and has insecurity, is in a fight for survival.
The limbic system controls involuntary behavior. Our
intellect is unaware of what is going on in this arena. In
normal day to day existence, minor stresses are handled
subconsciously, and the body is able to maintain normal
blood pressure, heart rate, blood sugar values, respiration, etc. We are in homeostasis.
Stress can be instituted by a wide variety of stimuli including strong emotional reactions. When stress is extreme or prolonged the normal recovery processes are
overcome. The body’s operating responses become
completely altered. The blood pressure rises, and blood
flow is directed to the brain, skeletal muscles, heart, and
lungs. Blood flow to the skin and gastrointestinal tract
decreases, and the body becomes prepared to fight or
flee.
The hypothalamus stimulates the sympathetic nervous
system and the adrenal medulla. This produces increased levels of adrenaline and noradrenaline in the
blood.
The hypothalamus governs several things: 1) body temperature by control over vasoconstriction, shivering,
vasodilatation, sweating, fever, and behavior such as
moving to colder or warmer environment, or putting on
or removing clothing; 2) reproductive physiology and
behavior; and 3) eating, drinking, digestive, and metabolic activities including water balance, addictive eating,
refusal of food and water leading to death. Also, aggressive behavior, physical signs of emotion such as heart
rate increase, elevated blood pressure, dry mouth and
gastrointestinal responses all originate in the hypothalamus.

The hypothalamus is the site where the parasympathetic
and sympathetic nervous systems converge. Many of
the symptoms experienced by patients with food and
chemical sensitivities relate to nerve impulses leading to
responses from the parasympathetic and sympathetic
nervous symptoms. Among these would be vasoconstriction of arteries as seen in Raynaud’s phenomena,
diarrhea, and constipation.
Thoughts arising in the cerebral cortex that have strong
emotional overtones can also trigger hypothalamic responses thus recreating the physical signs seen with anger, fear, and other feelings. The hormones produced in
the hypothalamus can stimulate or inhibit the pituitary
gland production of hormones. Many of the patients
with MCS/EI have deficient thyroid gland function.
What Is Needed in MCS/EI for Healing To Occur?
The Bible refers to fear as an evil spirit. In order for
healing to occur in MCS/EI, this evil spirit must be cast
out of the patients. When the spirit of fear is gone, the
patient is well. The type of fear experienced in MCS/EI
is greater than the usual fear seen as part of the limbic
system’s fight or flight response. When we run fast to
get over a railroad track before a train, the fear is transient, rapidly dissipated. The fear placed into our lives
by the enemy has an overriding, constant character that
takes charge of our lives. MCS/EI is rooted in great insecurity, great mistrust and great fear. In fact, fear is
occultism. Why? Because fear projects into the future
something that is not true as if it were true.
The nearly constant nature of this fear brings about the
shutdown of the immune system. The parasympathetic
part of the autonomic nervous system needed to maintain
homeostasis in the body shuts down under high steady
doses of fear. This leaves the sympathetic nervous system in charge. The end result is increased blood pressure, high blood sugar values, impaired digestion, increased quantities of the aging inflammatory hormone
insulin in the circulation with inflammatory reactions at
many sites, impaired ability to avoid infections, and impaired healing.
Permanent Neurone Damage from Stress
Animals with high levels of cortisone in their blood suffer damage to the hippocampus, a region of the brain
which plays a critical role in memory and learning.
High levels of cortisone, as would be seen in persons
undergoing prolonged combat, are capable of destroying
brain cells. Vietnam veterans with post traumatic stress
disorder (PTSD) have been found to have an 8-20% reduction in the size of the hippocampus. This affords a
(Continued on next page)
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sound physical basis for their disability. Vietnam veterans with PTSD differ from MCS/EI in at least two important ways. PTSD patients do not have the damaged
interpersonal relationships that set the stage for the development of MCS/EI. They do have permanent loss of
hippocampus neurons whereas the MCS/EI subjects
make a rapid recovery from their neurologic symptoms
and the other immune failure induced diseases complex
when they have been delivered from fear.
Patients with MCS/EI Need To Be Extremely
Careful Who They Visit for Health Care
Any patient with MCS/EI will predictably be made
worse by visiting a health care provider who institutes a
therapy that fails to benefit. The reason for this is that
therapy failure automatically raises the already high
level of fear. It increases the feeling, “No one knows
how to help me.” In this manner the patient may enter
the health care providers office with 10 allergies and
have 20 allergies a few days later. Since effective therapy treats a problem that is spiritual, there is no hope for
pharmaceutical drugs which cannot eliminate severe fear
and anxiety.
Summary
Pastor Henry Wright has had remarkable success in
treating hundreds of patients with the multiple chemical
sensitivity environmental illness problem. The root
cause for this health problem is extreme fear, anxiety,
and insecurity. In the extreme form manifested in these
patients, the immune system is destroyed. This results in
a multitude of secondary problems related to loss of immune function (infections, hormone imbalances, arthritic
diseases, electromagnetic wave sensitivity, brain dysfunction, abnormal immune tests, psychiatric diseases,
inflammatory conditions, etc.).
The key to recovery from MCS/EI is to deliver the subject from the spirit of fear. When this has been accomplished, there is a disappearance of all the secondary

manifestations of the illness without any need to treat
any of these conditions. Deliverance from fear leads to
rapid healing of the immune system.
Walk-Out Therapy
As part of the complete emotional healing process, persons with MCS/EI go through walk-out experiences. In
this situation they are exposed to all the substances that
they are “allergic to.” When nothing happens to them,
they are able to reclaim all the ground lost to the enemy.
For several years Pastor Wright has been actively training pastors all over the US in how to help patients with
diverse health problems by focusing on the root causes
of their illnesses.
Much of the information in this article was obtained
from pages 199-224 of Pastor Henry Wright’s book A
More Excellent Way. This book can be purchased, and
he can be reached at Pleasant Valley Church, 4178 Crest
Highway, (74 West), Thomaston, Georgia 30286. Phone
1-706-646-2074. main@pleasantvalleychurch.net
About the Author
Dr. James A. Howenstine is a board certified specialist
in internal medicine. He is author of the book, A Physicians's Guide To Natural Health Products That Work.
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Alternative Treatment of
Fibromyalgia Using the Oxytocin
-Hormonal-Nutrient Protocol to
Increase Nitric Oxide
by Jorge Flechas, MD, MPH

Medical Perspective
FM and CFS are different diseases but closely related.
Patients with these diseases have in common a decrease
in corticotrophin releasing hormone (CRH) which controls cortisol output from the adrenals.1-4 Both groups of
patients have shown a decrease in levels of arginine
vasopressin (AVP), a hormone that controls the ability
of the body to release fluid.1,2,5 With a lack of this hormone the patients would feel increasingly thirsty and
have frequent urination — about every 20-30 minutes.
Both of these hormones are produced in an area of the
brain called the supraoptic nucleus. Another hormone of
importance, called oxytocin (OT), is produced by the
same nerve cells. The same neurons that make OT also
have the capacity of making CRH and AVP.6 As of September 2007, no one in the medical literature has described an OT deficiency. An attempt to define an OT
deficiency will be done here. The vast majority of the
medical literature has been written about the medical
problems of FM. Hence the bulk of references referred
to in this paper pertain to FM.

defect in nitric oxide production is present. This defect
of poor circulation is often present among patients with
FM patients.13-15
Lactation and Libido: OT is released as a mother
nurses her baby.16 Stimulation of the hormone release
causes the mother to have an instinct to want to cuddle.
As she nurses the child, her desire to cuddle intensifies.
This same feeling can be experienced during intimacy —
OT has the ability to increase libido.17,18 Therefore, patients lacking this hormone may often notice that they do
not wish to cuddle, to be held, or to be intimate. It has
been noticed that stress can restrain the production of
OT.19-25
Mental Function: OT seems to stimulate the ability of
the brain to concentrate, contributes to mental alertness
and improves memory. 26 Patients lacking this hormone
may find difficulty in concentrating, and feel like they
are thinking in a fog. This has been noted in FM.27-29
Pain: OT can occupy multiple hormonal receptor sites
in the body. My theory is that an empty receptor for OT
can potentially cause pain. Administering OT causes the
empty OT receptor sites to become full, thereby diminishing or completely obliterating pain. Animal studies
reveal that because of this particular characteristic, OT
has been an effective tool in weaning addicted animals
from narcotics, suggesting that OT has the ability to occupy not only its own receptor sites, but opiate (narcotic)
receptor sites as well.30-36 Oxytocin has been given to
humans to kill cancer pain, low back pain, and bowel
pain from irritable bowel syndrome.37-39

Oxytocin
OT is a hormone produced in many parts of the body. In
the brain, it is produced and released on a daily rhythm
with its peak in the human brain occurring at around
noon.7,8 OT is also produced in the posterior retina, in
the pineal gland, thymus, pancreas, testicle, ovary, and
adrenal glands. Oxytocin’s known functions will be discussed later.

Vision: OT is produced in the posterior retina of the
eye.40 A decrease in OT level can cause problems with
intermittent blurring of vision. When OT is given, it can
sharpen the vision (clinical observation). In a patient
with a reduced level of OT, one can expect complaints of
pain in the posterior eye, sometimes so severe that only
narcotics provide effective pain relief. Visual disturbances in FM have been observed.41,42

Microcirculation: OT is known to be one of the controlling factors of the microcirculation of the human
body and brain.9-12 A decrease in OT can cause problems with decreased circulation in the extremities.
Therefore, patients often complain of cold hands and
feet, along with history of recurrent headaches. Oxytocins ability to vasodilate the blood vessels is due to its
capacity to stimulate the body’s cells to produce nitric
oxide, a powerful vasodilator of the microcirculation.9-11
If vasodilation, such as blushing, does not occur when
OT is given intramuscularly to a patient, then a serious

Sleep: OT is made in the pineal gland of the brain, as is
melatonin, a hormone which enhances sleep.40,43 In animal studies, as the level of OT goes up in the brain, a
deep sleep is induced.43 (Insomnia is a sleep disorder
frequently seen in patients with FM/CFIDS, and could
indicate a deficiency in melatonin). It should be noted
that recent research indicates that melatonin has the ability to activate the immune system, so the use of this
product is usually contraindicated in the presence of
autoimmune disease such as lupus, rheumatoid arthri-
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Figure 1

Factors Influencing Nitric Oxide Production
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Ovary: The ovaries make OT45,46 where it helps in the
fine-tuning of progesterone release.45 When patients
lack OT, they may frequently complain of ovarian pain,
even though pathology does not support the presence of
either cysts or tumors. Ovulation function may be impaired with menstrual irregularity.41
Adrenals: OT is synthesized in the adrenal glands
where it can stimulate or inhibit steroid production.21,47-50
Patients with a decreased OT level often complain of
flank pain underneath the posterior ribs. Malfunction in
the adrenal steroid production has been seen in FM.51,52
Thymus: OT is created by the thymus gland53,54 which
utilizes OT to help process white blood cells that help
control autoimmunity. Normal levels of OT also help
stimulate these cells into greater action.53-59 For example, it is a known fact that women who nurse their children have a greatly reduced incidence of breast cancer.
This hormone may be protective in its ability to prevent
breast cancer, through its influences on the immune system.60
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Pancreas and Bowel Function: OT is produced by the
pancreas61 where it is known to stimulate the production
of glucagon, a hormone which helps the intestines to
relax.62,63 Therefore, in treating a patient with decreased
levels of this hormone, one would expect to see problems with increased intestinal spasms, secondary to a
lack of glucagon production from the pancreas.
Anxiety and Depression: OT can function as an
antianxiety agent in the brain. It can also stimulate social behavior.64 A lack of this hormone may be expressed as antisocial behavior with some anxiety. OT
can also function as an antidepressant.65 In low levels of
OT, one would expect to see depression, which has been
noticed in FM/CFIDS.28,66
Blood Pressure Control: OT can serve as a regulator of
cardiovascular function and autonomic nervous system
function.67,68 This explains why patients lacking this
hormone have trouble controlling their blood pressure
when going from a sitting to upright position, or when
standing for a long period of time. This is known as
neurally mediated hypotension. They often complain of
near syncope (light-headedness) and possible dizzi(Continued on next page)
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ness.41 OT is found in those sections of the brain where
the baroreceptors of the body are controlled.68 A drop in
OT levels in the brain, leads to manifestation of baroreceptor malfunction. Restoration of OT through an oral
tablet (Belmar Pharmacy) corrects the symptoms of neurally mediated hypotension (clinical observation).

As can be seen, the actions and normal functions which
have been associated with the use of OT are broad and
varied. The following diagram (Chart 1) helps to illustrate and contrast the known functions of OT and other
symptoms of FM, which are not commonly known in the
regular medical literature.

Body Fluid Control: OT has the capacity to induce the
body to mildly retain fluid. This is in part due to its
physical and biological similarity to arginine vasopressin.11,69,70 AVP is a hormone that controls fluid metabolism, pain, and memory.1,2,5,39,71-73 With a lack of
OT, patients have increased thirst. They also have increased urinary output due to decreased ability to retain
fluid.41

Nitric Oxide
As research in FM continues, there is increasing evidence showing disruption of blood microcirculation in
patients. This disruption of circulation has been seen in
the brain and in the skin.82-84 A major controller of circulation in the body is a gas called nitric oxide(NO).85
(Continued on next page)

Chart 1

Contrasted List of Symptoms of Fibromyalgia and the Known Functions of Oxytocin41,74-81

Symptoms/Syndromes Associated with Fibromyalgia

Functions of Oxytocin

Cognitive difficulties: memory loss, decreased concen- Increases alertness, concentration, desire to cuddle
tration, depression
Headaches

Improves and restores memory

Numbness or tingling

Combats depression

Eye complaints

Promotes clear vision

Temporomandibular joint syndrome

Enahnces fluid retention

Esophageal dysmotility

Enhances sleep and relaxation

Mitral valve prolapse: heart palpitations, chest pain
(non-cardiac)

Enhances microcirculation of hands, feet, and head

Vestibular complaints: dizziness, vertigo

Stabilizes neurological control of blood pressure

Lung symptoms

Helps to control pain in muscles and joints

Joint hypermobility

Stimulates or inhibits steroid production in the body

Irritable bowel syndrome

Helps bowels to relax

Painful menstruation

Increases thermogenesis (body warmth)

Interstitial cyctitis

Stimulates lactation

Vulvodynia: painful sexual intercourse

Stimulates labor in childbirth

Vestibulitis

Improves sperm function

Female urethral syndrome

Plays an important role in achieving orgasm

Multiple chemical hypersensitivity

Fine tune progesterone production from the ovary

Painful arches of feet
Microcirculation disturbances: cold hands and feet
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Figure 2
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When NO is deficient, there is a down regulation of the
cardiovascular system.85 Two research papers have been
recently written documenting low levels of nitric oxide
in patients with FM.86,87 Nitric oxide is known to be produced in a 1:1 ratio with citrulline.85 In FM, citrulline
has been found low P=.028.88 In FM, L-arginine is low
normal P=.06.89 Both L-arginine and citrulline point
indirectly to the fact that nitric oxide may be a key factor
in understanding FM.

follows:

•
•

NO helps to increase dopamine production, increase serotonin production, and decrease pain.90-96 It also works
as an anti-anxiety agent and improves sleep.97,98 In FM
there has been documented decreased serotonin, increased pain, increased anxiety, and decreased restful
sleep.99-106 Low levels of serotonin or dopamine have
been associated with depression.
One of the main precursors for making NO is the amino
acid L-arginine.85 As mentioned before, this amino acid
has been found at lower than normal levels in FM. Larginine under the influence of an enzyme called nitric
oxide synthase (NOS), can make NO.85 NOS is also a
dioxygensase. This implies that the enzyme is oxygen
dependent for NO to be produced.107 Oxytocin controls
microcirculation via NO.9-12 In the brain, oxytocin can
be stimulated by NADPH-diaphorase, the identical enzyme as nitric oxide synthase, except found in certain
neurons. This enzyme helps to convert arginine into nitric oxide. AVP is not stimulated by this enzyme.
NADPH-diaphorase can be stimulated by nitroglycerin.108
Some factors are known to stimulate NOS. They are as
THE ORIGINAL INTERNIST September 2007
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•

•

Exercise — Known to stimulate the enzyme,107
exercise also helps FM patients to improve overall.109

Immune System Stimulation of NOS — The
inflammatory cytokines of the immune system
are also known to stimulate production of
NOS.85
Theoretically, they can stimulate
chronic activation of NOS by chronic infections,
such as TB, gonorrhea, syphilis, etc. Inflammatory cytokines can also be activated by silicon
such as seen in silicone breast implants or silicon implants in other locations in the body.110-113
Inflammatory cytokines can also be elevated in
the presence of autoimmune disease such as
rheumatoid arthritis, systemic lupus erythematosus, Sjogren’s syndrome, etc. Theoretically,
chronic activation of inflammatory cytokines
can lead to substrate depletion and hence a
breakdown of the system to produce NO.
Decreased Production of NOS — Down regulating NOS can be accomplished by the use of
glucocorticoids, such as cortisol.114 This can
also occur with interleukin 10 and TGF Beta,
which are non-inflammatory cytokines of the
immune system.114
Other Factors in NO Production — The biochemical reaction from L-arginine to NO is calcium dependent.115 It is also dependent upon an
energy molecule named NADPH, which is made
in mitochondria by an enzyme known as malate
(Continued on next page)
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•

•

of memory. Hence one would expect to see
problems with patients having frequent urination, increased thirst, and memory problems.120

dehydrogenase.116 Malate dehydrogenase is
stimulated by DHEA and thyroid free T3. These
hormones stimulate the DNA of mitochondria to
produce this enzyme in cells.116 Studies have
been done to show that supplemental use of malic acid can help to decrease the pain in FM.117

Nutrition and Nitric Oxide: Nuts are known to be high
in L-arginine.121,122 Recent work done in the field of
nutrition has shown that high levels of fat in the blood
inhibits NO release. This effect of fat is neutralized by
vitamin E (800 units per day) and vitamin C (1,000 mg
per day).123 Acetylcholine is a major chemical in the
bloodstream that stimulates nitric oxide production.
There are chemicals in the food chain that destroy acetylcholine. These chemicals are foods in the nightshade
family: white potatoes, green and red peppers, tobacco,
eggplant, tomatoes, and paprika.124 It would be advantageous for all FM patients to avoid these foods for one
month. They should then introduce them back into the
diet one by one every three days to see if pain worsens.
If the pain does become worse, then avoidance of this
family of food is mandated. Every researcher in FM
knows that the tobacco user is among the most difficult
patients to care for. The use of tobacco should always
be discouraged in FM.

Other External Forces — Other external forces
which are known to stimulate NO production
include exercise, hyperemia, shear stress, and
pulsatile flow. Hypoxia has also been shown to
stimulate NO production.85,107,118 Moist heat, in
the sense of a hot bath or hot moist fomentations, helps to decrease FM pain that patients
experience. Massage of body tissues in turn behaves as a shearing stress to help decrease FM
pain.119

L-arginine, as a substrate for making NO can become
depleted by different mechanisms. Some of the conditions whereby this can happen are as follows:

•

•

Some FM patients are known to have problems
with recurrent herpes virus infections. The
amino acid L-arginine is very crucial in the making of herpes viruses. This would make it difficult theoretically to place a patient on L-arginine
supplementation therapy.

In some FM patients where their medical problems
would make it difficult to give them L-arginine, a way to
bypass the need for this amino acid supplementation
would be to give them nitroglycerin tablets. Nitroglycerin via the cyclic GMP system can make NO.85 The
cyclic GMP system, however, is dependent upon the
presence of sulphur for NO production.125 Cyclic GMP
can also be stimulated into production by growth hormone, insulin-like growth factor-1, and DHEA from the
adrenals.126,127 As mentioned earlier in this paper, NO
can also be produced by stimulation with oxytocin.9-11

One of the major hormones that helps to control
fluid metabolism in the body is arginine vasopressin. This hormone is dependent on arginine
for its existence. Studies have shown this hormone to be low in FM patients.1,2,5 This particular hormone not only helps to maintain body
fluid balance, but it also helps in the formation

(Continued on next page)
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Figure 4

Key Factors in Fibromyalgia that can Influence Nitric Oxide Production
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Nitric Oxide Receptor: The control of NO release is
receptor dependent. The receptor is stimulated to release NO in the presence of acetylcholine.128 Acetylcholine, being a primary neuroendocrine chemical
used by the central nervous system to communicate
with muscles. Through choline supplementation, acetylcholine production can be improved. L-arginine
has been shown to improve acetylcholine induced
blood vessel relaxation.123 ATP, which is a major energy component in the body, serves as a stimulant for
the cellular receptors of the cardiovascular cells to
release NO.129,130 In FM, ATP production has been
documented to be low.131 Another chemical regulating the control of NO production is bradykinin, which
is a chemical produced in the body in the presence of
an allergic reaction.
Independent agonist, or independent stimulators of
NO release, can be such things as calcium-ATPase
inhibitors, polycations, and calcium ionophores/inositol.85
The phosphatidylinositol pathway,
when activated by OT, can independently stimulate
release of NO.

Glucocorticoids
Il-10, TGF-Beta
Autoimmune Disease

Dehydroepiandrosterone
In treating FM/CFIDS patients, a hormone of importance
is dehydroepiandrosterone (DHEA). The adrenal glands
produce 30-50 mg of DHEA per day compared to 2-3
mg of cortisol. Hence, the major steroid released by the
adrenals is DHEA. DHEA sulfate is the water soluble
form of the hormone inside the body. DHEA, as produced by the adrenals, is a waxy substance and is very
difficult for the body to transport from the adrenals to
the tissues. Therefore, by sulfating the hormone, the
body makes it water soluble and easier to transport to the
respective tissues that need it.
Physiologic Functions: The physiologic functions of
DHEA need to be explored. DHEA is the primary steroid produced when a baby is in utero.132,133 At that time,
the level of DHEA in the fetus is around 200 mcg/dl. At
birth, DHEA levels drop considerably within a period of
two to three weeks and will not significantly rise again
until the age of 7. The hormone will then continue to
rise until the age of 25 in males and 32 in females. From
these ages on, DHEA levels start dropping, and at 60-70
years old, it will be just 5-10% of the hormone level of a
normal 30-year-old.134
(Continued on next page)
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Skin: DHEA assists in the production of oil in human
skin, as do thyroid and betacarotene. When DHEA is
lacking, the skin becomes dry and rough.135 Patients
with low DHEA levels find themselves constantly applying lotion. DHEA also helps to control all hair production in the female, from her head to her toes. A woman
experiencing a low level of DHEA will notice a decrease
in hair production on the legs, underarms and pubic area
and some loss of hair on top of the head. Sometimes
women will simply notice a need to shave less often.
Some patients report that DHEA therapy has helped to
increase oil production in their hair. Patients on DHEA
hormonal replacement therapy have also noticed that
skin and nails begin to get thicker, hair becomes less
gray, grows faster and becomes more dense. Smoother,
younger-looking skin has been an additional benefit
many patients find attractive while taking DHEA.
Bone: DHEA helps to maintain skeletal mass. Therefore, patients with a decrease in DHEA will have accelerated problems with loss of bone mass.136,137
Immune System: DHEA can stimulate the immune system.138-143 Therefore, with low DHEA, problems with
increased infections are noted. Additionally, a person
with low levels of DHEA requires a longer period of
time to recover from a cold, and other illnesses as compared to normal individuals. The steroid also declines
with aging.144
Adrenal: As mentioned earlier, DHEA is the primary
steroid produced by the human adrenal glands.134 When
the body undergoes inflammation from infection or surgical stress, the production of DHEA drops, and adrenal
cortisol output increases.145,146 This process is known in
the medical literature as adrenal adaptation syndrome.145
Chronic inflammation, as seen in lupus, rheumatoid arthritis, tuberculosis, or any long-term infection, can potentially move the adrenals towards chronic adrenal
adaption syndrome. This results in a chronically low
level of DHEA, which in the long run is not in the best
interest of the body. Overcoming infection when the
adrenals are functioning properly is much easier and accomplished in much less time than it is when the immune system is compromised, with constant inflammation persisting.
DHEA can override cortisol’s immunosuppressive effects on the immune system. One chemical pathway by
which DHEA accomplishes this is by reversal of cortisol
inhibition of the synthesis and secretion of gamma interferon.147 Gamma interferon is a hormone produced by
white blood cells to help stimulate the immune system
into protecting the body against infection such as is seen
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in a viral infection.
Herpes: DHEA is known to inhibit the cellular transformation of the Epstein-Barr herpes virus, the virus known
to cause mononucleosis.148-150 When the human body
has plenty of DHEA, the immune system is able to control the mononucleosis virus more effectively. When
DHEA is low, one would then expect to see reactivation
of not only the mononucleosis virus, but possibly other
herpetic viruses potentially leading toward a syndrome
known as latent herpes virus reactivation phenomena.
This would help to explain why patients with CFIDS and
FM may have reoccurrences of herpetic infections such
as genital herpes, cold sores, and shingles. Shingles is a
reactivation of the chicken pox virus, a known herpes
virus.
AIDS: Patients with AIDS, who have lower levels of
DHEA, have been noted in medical studies to die sooner
than those with higher levels of DHEA.151 It appears
that an AIDS patient with a higher level of DHEA presents a challenge to the HIV virus.
In laboratory studies, animals given an intentionally lethal dose of a virus predictably died.151 In these same
studies, animals given DHEA a few hours before receiving the “lethal dose” of a virus injection have been
shown to survive. This demonstrates DHEA’s ability to
help the body resist viral infection.
Immune Centers: DHEA can increase the size of the
spleen germinal centers suggesting stimulation of the Blymphocyte dependant areas of the immune system.
These cells are responsible for antibody production.152
DHEA helps in the antibody conversion of IgM to
IgG.140 As the B-lymphocytes of the immune system
produce antibodies, one of the major antibodies is the
IgM antibody. This is a large molecule that needs to be
separated apart to make the IgG antibody. It is felt by
some that the separation of the IgM molecule into IgG is
controlled by DHEA.
Cancer: Studies indicate that DHEA acts as an anticancer steroid.153-156 Low levels of DHEA are associated
with an increase in breast, bladder, gastric, and prostate
cancer.157-161 A cancer diagnosis could imply that a low
level of DHEA probably existed prior to the time of diagnosis.
Liver Detoxification: The ability to detoxify chemicals
is controlled by the liver. Drugs and other foreign substances in our bodies, such as silicone, antibiotics and
(Continued on next page)
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other drugs, are referred to as xenobiotics. Metabolism,
or detoxification of these xenobiotics in our bodies take
place via two different major pathways — Phase I
(oxidation) and Phase II (conjugation).
Phase I occurs inside the cell, while Phase II occurs in
the liver. It is possible to measure both of these operations, to determine whether each is functioning properly.
Common problems facing a chemically sensitive patient
are that one, or both, of these processes is overworked or
depleted. It is not only possible to determine if a patient
is suffering from chemical overload, but also to identify
which part of the detoxification pathway is damaged.
This is important to determining appropriate nutrient
therapy and beginning to repair the affected pathway.
Testing can also identify whether exposure to chemicals
is causing cellular damage and other disease symptoms.
Measurements can be taken after a few days at home,
then repeated after a few days at work. Using this approach can help to establish which environment is more
damaging to the detoxification pathways.
According to experts, most patients suffering from a major illness would exhibit a low level of DHEA if tested.
Unfortunately, these untested, chronically ill patients are
often the very ones who are investigating detoxification
as a potential approach to improve overall health. Experts fear that those initiating a detoxification program
with a low DHEA level could potentially place more
stress on an already burdened liver. This would in turn
prolong the detoxification process, and possibly even
create additional complications which could threaten the
well-being of the participant.
On the other hand, initiating such a program once the
DHEA level is higher could afford the participant less
discomfort throughout the detoxification period, as it is
known that DHEA has demonstrated the ability to stimulate the Phase II (liver) detoxification process and also
assist in Phase I detoxification.162,163
Patients receiving DHEA therapy experience less sensitivity to medications. Patients frequently find that they
are able to tolerate both increasing the dosage of existing
medications, and adding additional medications. Clinical observation has suggested that once DHEA therapy
is in place, the patient is able to detoxify drugs and other
chemicals coming into the body effectively, as the body
approaches a normal detoxification process.
Thyroid and Adrenal Feedback: DHEA has unique
properties that are responsible for the way it interacts
with itself. DHEA has no feedback on itself.164 There is
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no documented evidence of DHEA production being
inhibited with hormonal replacement therapy of
DHEA.165 It is known that the self-production of thyroid
greatly decreases when patients are given oral thyroid
hormone. This same principle holds true for the administration of cortisol; the adrenal gland slows its production of cortisol when a patient receives cortisol preparations.
DHEA also has unique functions when interacting with
other hormones. The active hormone produced by the
thyroid is a hormone called thyroid T3. Although
DHEA has no direct effect on the T3 levels of the body,
recently, it has been shown that DHEA works to potentiate the active free T3 function, making it more effective
in its work at the cellular level.166 In diabetes, it has
been noted that DHEA helps to enhance insulin binding
to its receptors on the cell membrane and also to its action on cells.167,168
Libido: It is felt that DHEA is the main hormone which
helps to control the female libido.169 Most female sex
steroid hormones are dependent on DHEA for their existence.169 Therefore, DHEA controls the production of
estrogens and androgens (male hormones). This can
potentially influence fertility and libido as well as improve PMS (clinical observation).
Thermogenesis: Inside each cell of the body are approximately eight hundred mitochondria which help produce energy for the cells. This energy can be used by
cells for normal cellular function or be used to help heat
the body. The process of heating the human body is
called thermogenesis. It has been shown that when
DHEA is given, thermogenesis increases.170 Patients
receiving oral DHEA therapy report feeling warmer.
Inside the mitochondria, DNA is present, and helps to
produce some of the enzymes inside the mitochondria.
DHEA is known to stimulate the DNA production of
these enzymes171,172 and has been shown to increase
basal oxygen consumption.166 When added to thyroid
T3, it has proven to be helpful in activation of the malic
enzyme gene transcription inside the mitochondria.171
Overall, DHEA and thyroid T3 interact synergistically to
stimulate the body to have more energy via the cellular
mitochondria.
Treatment with DHEA: In human studies DHEA has
been used in the treatment of cirrhosis,173-175 psoriasis (as
a topical solution),176-179 lupus,22 hereditary angioneurotic edema,180 arteriosclerotic heart disease,181 AIDS,149
and porphyria,182 and has been shown to increase natural
(Continued on next page)
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Figure 5

Diseases Where DHEA Has Been
Used in a Treatment Protocol
Porphyria

Post-Menopausal
Depression
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DHEA in
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Psoriasis
Gout

Hereditary
Angioneurotic
Edema

Lupus

killer cells cytotoxicity.183 DHEA has now been used in
the treatments of disease such as multiple sclerosis,184,185
post-menopausal depression,186 and gout.186 Clinically,
it has been successfully used to treat a patient with porphyria. The patient could not tolerate five minutes of
sunshine. When exposed to the sun, her skin would develop blisters and cause her to have severe itching.
Within one month of hormonal replacement therapy with
oral DHEA, she was able to be in the Florida sunshine
for greater than eight hours per day with no reaction to
the sun.
Immune Function: In the presence of DHEA, natural
killer cells of the immune system are able to kill cancer
cells and yeast cells more effectively. Clinically, it has
been noted that yeast infections come under better control with less recurrences in the presence of taking
DHEA. The overall number of natural killer cells can be
seen to increase in the presence DHEA.183
Anti-aging: DHEA has shown to be an anti-aging hormone. Clinical observation of patients who have high
levels of this hormone shows them to suffer much less
from the ravages of aging as compared to those who
have lower amounts of this hormone.163
Depression: DHEA has recently been shown to stimulate the production of serotonin which is a chemical used
by the brain to inhibit depression.187 Hence, low levels
of DHEA can manifest as depression. In FM, plasma
serotonin levels have been found to be low.188-190
Fibromyalgia: In recent medical literature, Dr. I. Jon
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Russell, a prominent FM researcher, and others have
shown that patients with FM have a much lower level of
DHEA sulfate compared to normal patients.51,52
Relationship between Oxytocin and DHEA
Inositol: OT travels to its receptor sites in certain cell
membranes of the body, binds, and activates a chemical
messenger called cyclic AMP (cAMP).45 Cyclic AMP
creates a signal which moves through the cell membrane
directly into the cell, then activates the phosphatidylinositol system. Research supports that the phosphatidylinositol system is DHEA, cortisol dependent, and
necessary for optimum OT function.191 When this system is activated, the cells of the body are free to do the
jobs they are designed to perform. OT acts much like a
fine tuner, enhancing the functions which the body is
already performing on its own.
Inositol is a substance found in the liver, kidneys, and
skeletal and heart muscle and is part of the vitamin B
complex. Its highest levels are found in the brain.192,193
In nature it is found in brown rice, vegetables and fruit.
The activity of cells throughout the body is governed by
an intricate network of signaling systems which translate
outside information into internal signals, or second messengers. Inositol acts as a signal enhancer to transduct
many cellular processes, such as secretion, metabolism,
cell growth, and neurotransmission of light.194-198 Inositol is released into the cytoplasm (the inside body of a
cell), where it acts as a second messenger for mobilizing
calcium contained within the cell. Secondary messengers, or signal transductors, are important because it is
thought that an imbalance of these messengers may be,
at least partially, responsible for normal cells converting
into cancerous ones. This system is also responsible for
the ability of a cell to produce nitric oxide.118 From my
research, 80% of FM patients have a defective phosphatidylinositol pathway. This would imply difficulty
with night vision, since the photoreceptors of the eye are
dependent on this pathway to be effective. Thyroid
stimulating hormone (TSH) and thyroid releasing hormone (TRH) are both dependent on this pathway for
normal cellular stimulation.
At this point it is important to recognize that other natural chemicals have been found to enhance the human
body’s response to OT and DHEA. These are choline,
malic acid, magnesium, creatine, and thyroid T3.
Choline: This nutrient is involved in protein, fat, and
normal carbohydrate metabolism. Its highest concentration in nature is found in the soybean. Although phosphatidyl choline (PC) is a natural component of every
(Continued on next page)
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single membrane, it plays an especially notable role in
supporting the membranes responsible for making energy, detoxifying chemicals, and preventing cancer.
Dysfunction within the membranes of the body produces
allergies, hormone dysregulation, and disease. A deficiency in this essential nutrient can slow the improvement or recovery phase of an illness, produce gradual
memory loss, and encourage chemical over-sensitivity.
Studies indicate that the use of this nutrient in combination with others has been successful in slowing down
some early cases of Alzheimer's Disease.
Diets are usually lacking in sufficient quantities of choline as well as others nutrients needed for metabolism of
PC. Successful PC treatment requires careful balancing
with these other nutrients necessary for assimilation into
body chemistry. Experts describe this nutrient’s potential for healing as phenomenal, because the effects of a
satisfactory level are so far-reaching.
As the body detoxifies chemicals, even more phosphatidyl choline is needed, especially since our modern world
exposes us to so many chemicals. If one part of the
body is lacking sufficient PC to perform its job, it will
simply borrow from another area. For example, if the
body’s liver needs more and elects to borrow from the
brain, the brain becomes deficient in this substance and
can produce mood swings, poor memory, or perhaps
even a disease such as Alzheimer’s. The components
necessary for building PC are also necessary for forming
acetylcholine, which is the main neurotransmitter of the
brain and a potent stimulator of nitric oxide production.128,199 Correcting a PC deficiency often produces
marked improvement in short-term memory as well as in
overall health.
According to nutritional experts, a dosage which supplies approximately 3 g of phosphatidyl choline is preferred. This dosage is sufficient to increase the choline
levels in the brain by 50%; nine grams can actually double the brain’s choline level. However, manufacturers
are constantly changing formulations and diluting the
product to become more cost effective, so finding the
appropriate dosage can be a challenge.
Malic Acid: A valuable adjunct to this therapy, because
it plays an essential role in sugar metabolism and in the
formation of ATP — malic acid is the energy currency
for physical activity and other important body functions.
The energy we use to perform physical and mental tasks,
as well as to maintain normal function of the organs in
our body, comes from food product combustion after
digestion. Energy comes from these combusted, digested food products combined with oxygen. This enTHE ORIGINAL INTERNIST September 2007

ergy is stored as ATP for future use. ATP production
requires magnesium, phosphates, and oxygen. Conditions, such as hypoxia (reduced oxygen supply), can
lower ATP production. Further compromise, such as
lower than optimal levels of magnesium, phosphate, and
substrates, will let the body accumulate excessive levels
of certain products which literally “shut down” the complete utilization of sugar for the manufacture of ATP.
As a result, the body will then switch to a very inefficient system of generating ATP. This involves the
breaking down of proteins in muscles and other tissues.
This is harmful to the body in the long run, resulting in
damage to the affected parts. Physical symptoms usually associated with this breakdown are pain, decreased
function, and fatigue. ATP levels have been found low
in FM.131,200
When OT levels are low, the cells of the body can go
into a state of hypoxia. This happens because OT via
nitric oxide acts as a vasodilator to the capillaries. A
lack of OT can potentially cause blood vessels to go into
spasm, creating viscous cycles of spasms which worsens
the condition. It also further decreases the oxygen supply and food substances needed for ATP production.
Malic acid is unique in its ability to increase the utilization of substances needed for ATP synthesis, and also
has oxygen-sparing effects because it is able to generate
ATP effectively by using sugar as fuel, even under low
oxygen conditions. This increase of ATP production
under hypoxic conditions actually reverses blood vessel
spasms and increases the amount of oxygen and food
substances available to muscles and other tissues. Malic
acid has also found uses in the treatment of liver disease
because of its ability to eliminate ammonia, a substance
very toxic to the brain. There are no known contraindications for the use of malic acid.201
Magnesium: In addition to malic acid, the other major
player is magnesium, the fourth most abundant mineral
in the body, and the second most abundant in muscles
and organs. Magnesium is required for normal activity
by three hundred enzymes, including those involved in
energy transfer from food to ATP and further for transfer
of energy from ATP to physical and mental activity.
ATP forms a complex with magnesium, in order to stabilize the ATP molecule. An inadequate supply of magnesium can inhibit this process of energy production and
the stability of its major energy component, ATP.201
Magnesium insufficiency has been documented in both
FM/CFIDS.201-203
Creatine: Both FM/CFIDS patients have low levels of
(Continued on next page)
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creatine phosphate.204-206 In the body creatine is used as
a chemical to store energy. It can also serve as a major
fuel for normal brain metabolism and as a stimulant for
muscle building.207-209
Thyroid T3: The thyroid produces two major hormones,
T4 and T3. Thyroid T4 will be absorbed in certain cells
of the body where it is converted into T3. Many cells
such as those of the liver, heart, skeletal muscles, and
kidney, have a much lesser ability to convert T4 into T3
and must absorb T3 directly from the plasma. Thyroid
T3 does its work in the DNA of the nucleus and of the
mitochondria. The conversion of T4 to T3 will decrease
under certain conditions. Some factors are aging, infection, inflamation, selenium deficiency, massive weight
loss, fasting, and drugs.210-216 When the thyroid T4
blood level is normal, and the free T3 blood level is low,
this is called euthyroid sick syndrome.217 FM has been
associated with hypothyroidism (low thyroid).218-220 Recent medical research shows a possible defect in the thyroid T3 receptor inside a cell. A gene mutation may result with a low-affinity of thyroid hormone receptors.
This would yield partial peripheral resistance to thyroid
hormone. The normal thyroid hormone regulation of
DNA and mitochondrial DNA gene transcription would
be altered. The results would be tissues in the body
which look and behave hypothyroid despite normal circulating thyroid hormone levels.221
Treatment Plan
Understanding that the true success of any approach to
treatment lies in the ability to reach patients outside the
parameters of a single medical practice, a protocol has
been developed for other treating physicians, using the
aforementioned preparations. Double-blind, placebocontrolled testing of these hormones and nutrients has
not been performed because of lack of funding. The clinician may wish to try them sequentially in individual
patients. The results of an open trial study are presented
below for patients seen at Flechas Family Practice between July 1996 and July 1997. Figure 7 is a decision
making tree. Once a diagnosis is made, lab work needs
to be done to find the metabolic abnormality that may be
interfering in the making of nitric oxide. A biological
probe is also done with oxytocin and nitroglycerin. This
probe does a function analysis of the body. It helps to
determine what therapy needs to be instituted during the
first office visit. Once the lab work on the individual has
come to the doctor’s office, the appropriate hormonal
replacement therapy or mineral is started. A prescription
is mailed to the patient. By the time of the next office
visit, the patient will have already begun therapy.
First Office Visit: During this visit the diagnosis is
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Figure 6

Oxytocin and Nitric Oxide Function

This pyramid depicts the significance of the extremely
important relationship between these substances. Both
oxytocin and nitric oxide function best when these other
hormones, natural nutrients, and minerals are present.

made of a patient’s medical problem. Lab work is done
to get a baseline on the patient. This lab work includes
thyroid T3, DHEA sulfate, thyroid T4, TSH, serum
creatine, C-reactive protein, and RBC magnesium blood
levels are measured on all FM/CFIDS patients.
Thyroid Testing: A thyroid free T3, T4, and TSH are
drawn. Many patients will be found who are low in T3
with normal T4. This is known as euthyroid sick syndrome. For best energy production a T3 level of 3.5
pg/dl or above is desirable. T3 works synergistically
with DHEA in the mitochondria to produce energy. The
energy production is logarithmic. If either of these two
hormones is low, the mitochondrial energy production
function is linear.222
DHEA Testing: The recommendations of DHEA researchers are that the blood levels of both male and female patients should be around 200 mcg per dl or
greater. If the DHEA sulfate level is lower in a patient,
then they are started on hormonal replacement therapy
with DHEA. If the patient does not respond to the OT
test dose with facial flushing and redness of the ears,
then they are placed on DHEA in the morning for three
months and on. If the DHEA-S04 value is below
200mcg/dl, a good starting point is to begin treatment
with DHEA 25 mg p.o. (by mouth), every morning.
DHEA converts to DHEA-S04 in the liver and is a stable
hormone; a steady state exists between DHEA and
DHEA-S04. Therefore, treatment with DHEA-S04
would not be of value. (Please see below for dosage
based on blood levels.) Recent work on neurosteroids
from the brain have shown that DHEA in some patients
may be excitatory to the brain. Hence, if one experiences problems with insomnia with DHEA, then the hor(Continued on next page)
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mone should be taken in the morning.
Magnesium Testing: During the first office visit, an
RBC magnesium level is drawn. If the RBC magnesium
level is low, the patient should be started on Mag 200,
two tablets twice daily. Mag 200 is a magnesium product that was developed to give the least amount of bowel
irritation with excellent absorption.
Creatine Testing: Also measured at the first visit is the
creatine blood level. If found low, then replacement
therapy is begun. Once the patient is responding to the
therapy as listed in this paper, they can then be started on
creatine monohydrate one tsp four times per day for one
week, then two tsp every morning. Creatine can be
mixed with juice, water, or applesauce. It is best given
in the morning. If it is taken at night, it can keep an individual awake. Some patients with sensitive stomachs
may have difficulty in taking creatine monohydrate and
may need a lower starting dose.

C-Reactive Protein Testing: The C-reactive protein is
measured. This protein goes up when the inflammatory
hormones (cytokines) of the immune system are activated. Recent research done with colloidal gold (trade
name Aurasol sold by Belmar) has shown this gold suspension to decrease these inflammatory hormones. The
gold used in regular medical practice is a gold salt. This
product can cause rashes, mouth sores, and kidney failure. Pure gold as found in colloidal gold, is approved by
the FDA. It is felt that colloidal gold is non-toxic and
safe for human consumption. Aurasol has so far proven
itself safe and very effective. As mentioned before,
when the inflammatory hormones of the immune system
are activated, such as when a person has an infection or a
chronic inflammatory illness such as lupus, the symptoms of fibromyalgia get worse. When the C-reactive
protein is positive, it is prudent for a physician to look
for a chronic inflammatory illness.
CMO Testing: Recently a new product has been intro(Continued on next page)

Figure 7

Decision Making Tree for Workup and Treatment
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* CIP choline (1500 mg/day), inositol (1500 mg/day), paba (500 mg); NTG nitrostat 1-2 or 1-4 tabs sublingual; SM super malic 3
tabs twice a day; MSM 1000 mg twice a day; L-Arginine 10000 mg twice a day
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duced into the market. This product is called CMO. This
product was developed at the National Institutes of
Health in 1971. It is an oil that was found to protect
white mice from developing arthritis. In March 1994, a
report on injectable CMO was published in the Journal
of Pharmaceutical Sciences entitled “Cetyl myristoleate
isolated from Swiss albino mice: An apparent protective
agent against adjuvant arthritis in rats.” Since its discovery, the oil has now been found in the fat of cows. The
oil was at one time injectable and is now available as a
capsule. It was first tested in an immunology and arthritis clinic in San Diego, California. The patients had
rheumatoid arthritis, osteoarthritis, and psoriatic arthritis.
The response rate to the oil was 95% of all patients. The
pain went down 50-100% in the 1,800 patients tested.
The oil has now been tested in our office. We can confirm that it stops the pain of osteoarthritis. We have also
discovered that it will stop the pain of FM. We are currently in the process of discovery with CMO to see how
long the pain of FM will stay away. Our recommendations at this point are to take three capsules, two times a
day for 10 days. During the time period of taking the
capsules, patients should avoid the use of oily foods and
foods in the nightshade family as listed elsewhere in this
primer. During the initial studies done in San Diego, it
was found that patients taking methotrexate and cortisone did not do as well as those who were off these
medications. It is felt that these medications alter liver
function and hence the ability of CMO to function normally. The researchers also found that patients should
avoid beans, lentils, wheat, rye, corn, and barley. Patients should also abstain from the use of alcohol, caffeine, and chocolate. This also includes non-alcoholic
beer, coffee (even decaffeinated), black tea, and colas.
During the 10 days that a person is taking CMO an individual may eat rice, sweet potatoes, fruit, vegetables,
squash, pumpkin, turnips, fish, chicken, and turkey. Remember, no fried foods.
Oxytocin-Nitroglycerin Biological Probe:
DHEA
stimulates the DNA of the cells to produce the enzymes
of the inositol triphosphate system. This allows the cells
to be more reactive to OT stimulation when it occurs.
This increase in reactivity of cells to OT may take up to
three months to become fully operational. An easy way
to probe this reactivity is by giving a patient a test dose
of OT 10 units IM in the office along with .25 cc of xylocaine without epinephrine. OT injectable is a liquid.
It has a pH of around 2-4 and can cause significant burning pain when given, hence the use of the xylocaine. If
within the first 2-3 minutes the patient feels his or her
face becoming warmer and the ears warm, the patient
would then seem to have adequate amounts of DHEA.
In the office, 92 patients were challenged with the bioTHE ORIGINAL INTERNIST
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logical probe of oxytocin and 20% of first time patients
responded. If a person responds to the OT injection,
then they should also respond to the use of oral OT tablets. There have now been three patients who did not
respond to the oral tablets and were placed on injectable
OT for three months. After three months they were successfully transferred to oral OT with no problem. It is
still recommended that a DHEA sulfate level be drawn
to get a baseline level on the patient. This will give a
starting point for a particular patient’s treatment.
In the office, 80% of patients do not respond to injectable OT. If no blushing occurs, patients are then requested to start on choline, inositol, and paba (five tablets per morning). Choline and inositol help load the
enzymes that are being made by DHEA in order to help
the inositol triphosphate system to respond to OT. Choline (1500 mg) and inositol (1500 mg) may also be
found in local health food stores.
Once a patient does not respond to OT, they are then
challenged with nitroglycerin. As noted above, OT can
stimulate the body to vasodilate its capillaries to give a
person better circulation. Two recent medical papers
have shown that OT vasodilates the body’s small blood
vessels via the mechanism of stimulating production of
nitric oxide. Nitric oxide is a very potent gas produced
at the capillary level of the tissues. One of its major jobs
is to improve tissue oxygenation. A few patients have
trouble making this gas, even in the presence of the hormones and nutrients thus far discussed. By giving a patient nitroglycerin, nitric oxide can be produced by a different mechanism. We give sublingual nitroglycerin half
tablet of .3 mg every four hours (Nitrostat .3 mg slq 4
hrs). This therapy can increase the blood supply to the
brain, heart, and tissues. A sign the therapy is working
is when the patient develops a headache. This headache
is due to increased blood supply to the brain. The headache will last 1-15 minutes and then disappear. When
the headache is gone, the individual will also notice a
greater relief from their fibromyalgia pain. The pain
relief will last about 4-6 hours before another sublingual
tablet is required. The nitroglycerin works best in the
presence of OT. If nitroglycerin is given by itself, a
poor response may occur. The first pill should always
be given in a doctor’s office in case hypotension should
develop. Of all patients given nitroglycerin, 27% do not
respond, by blushing or by even getting a headache.
Some researchers feel this is due to a lack of enough sulfur in the cells to convert nitroglycerin into nitric oxide.125
In order to repair this defect, MSM
(methylsulfonylmethane, a safe sulfur containing com(Continued on next page)

THE ORIGINAL INTERNIST

September 2007
05

Figure 8

OT-NTG Biologic Probe
Oxytocin 10 unit IM +
Lidocaine 1% .25 cc
Blush < 5 min
20%

No blush or
blush > 5 min
80%
NTG .3 mg tab
1/2 tab sublingual

Blush
53%
Based on labwork: Hormonal
replacement therapy or chemical
treatment is begun before the
next office visit
pound) is begun. The dose is 500 mg per capsule, two in
the morning and two in the evening. Arginine (the
mother amino acid for making nitric oxide is also begun)
at the dose of 500 mg two in the morning and two in the
evening.
Of the therapy described so far, 73% of all first time patients who walk into a medical practice, will one hour
later walk out of the medical practice with much less
pain. For those who do not respond, they are begun on
arginine, MSM (methylsulfonylmethane), choline, inositol, and paba for the next month and rechallenged with
OT and nitroglycerin.
Due to patients having so much pain, they are placed on
Super Malic, a malic acid and magnesium preparation
that has undergone the rigors of a double-blind, placebocontrolled trial and proven itself to be effective, 3-6 tablets twice per day.117 Currently in the US, there are
many malic acid and magnesium preparations being
sold. None of these have stood the rigors of medical
testing to prove that they work. This is why only Super
Malic can be recommended without reservation. The
THE ORIGINAL INTERNIST September 2007

No blush
27%

Repeat probe in 1-2 months
Note: 1 month may not be
enough for repair to occur
magnesium in Super Malic can encourage loose bowel
movements, so it may be advisable to begin with one
tablet three times a day, and eventually work up to a
daily dose of 3-4 tablets three times a day, unless liquid
stools develop. Increasing the dosage by one tablet per
day every four to five days may be the best approach to
use in the initial stages of treatment, when trying to establish an individualized dose response.
There seems to be a metabolic disturbance of the ability
of the body to handle glucose in patients with FM.117
Because of this, patients are started on Super Malic to
help correct the metabolism disorder in conjunction with
DHEA.
Second Office Visit: After the patient has been on
DHEA, magnesium, and Super Malic for three months
and the inositol choline treatment, a challenge dose of
intramuscular OT 10 units with lidocaine 1% 0.25 cc
should be administered, unless the patient is sensitive to
lidocaine or similar preparations. Within five minutes
the patient should start to feel very warm and relaxed,
(Continued on next page)
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Chart 2

Effects of Treatment Protocol on Fibromyalgia Symptoms

Category

BRX

ARX

P value

* Daily stiffness

7.4

4.5

*Days feel good

0.8

*Do laundry

SE

Category

BRX

ARX

P value SE

0.0006

Excess anxiety

1.9

0.8

0.0004

3.3

0.001

Excess fatigue

2.6

1.8

0.0007

0.8

0.3

0.01

Exercise

1

2.9

0.002

*Do shopping

1.6

1

0.03

Fever

0.4

0.2

0.03

*Drive car

0.6

0.2

0.03

Flushing

1

0.6

0.03

*Feeling in mornings

8.5

5.5

0.0007

Frequent urination

1.5

1.4

0.4

*Felt Depressed

6.1

2.9

0.001

Hands change color

1.1

0.4

0.006

*How much pain

7.5

4.5

0.0006

Headaches

1.7

1.1

0.001

*How tired

8.8

5.3

0.0001

Impaired concentration

1.4

0.9

0.07

*Make beds

1.1

0.6

0.07

Insomnia

2

1.2

0.007

*Miss work per week

3.1

1.4

0.004

Irritability

1.4

0.6

0.006

*Nervous/anxious

6.6

2.5

3e-05

Joint pain

2.3

1.3

0.0003

0.6

*Pain with work

7.2

4.8

0.007

Joint swelling

1.3

0.6

0.002

0.5

*Prepare meals

1

0.8

0.15

Leg cramps

1.4

0.6

0.005

*Vacuum a rug

1.4

1.2

0.2

Loose stools

1

0.7

0.04

*Visit friends

1.3

0.6

0.01

Loss of reason

1.3

0.2

0.0008

*Walk blocks

2.1

1.7

0.025

Memory loss

1.5

0.5

0.00002

*Wash dishes

0.9

0.7

0.19

Muscle pain

2.6

1.7

0.0002

*Yard work

1.3

1.9

0.005

Nasal congest.

1.4

1

0.02

Abdo. cramping

0.8

0.4

0.03

Nervousness

1.6

0.9

0.005

Anger

1.4

0.4

0.0007

Numbness

1.1

0.8

0.04

Awaken tired

2.5

1.4

0.001

Pain keeps awake

1.6

0.7

0.0002

Back pain

1.9

1.4

0.04

Pain w/ exercise

2.5

1.9

0.03

Blurred vision

0.8

0.07

0.3

Palpitations

0.8

0.3

0.02

Brittle nails

1.4

0.8

0.01

Panic attack

0.9

0.2

0.003

Burning on urination

0.5

0.2

0.05

PMS

1.3

0.6

0.01

Chest pains

1

0.5

0.05

Poor sleep

0.2

1.2

0.001

Climb stairs

1.4

1

0.05

Restless legs

1.8

0.8

0.0003

Constipation

0.8

0.4

0.02

Short of breath

1

0.7

0.1

Depressed

2.1

1.6

0.01

Sounds in ears

1.1

0.04

0.006

Dizziness

1.1

0.7

0.02

Stiffness

2

1.3

0.002

Dry/itch eyes

1

0.08

0.13

Tender skin

2

1.2

0.01

0.4

0.6

0.8

0.5

and within 20 minutes he should notice a reduction of
pain. Once satisfied that the patient has responded to
OT, the patient can then start an oral dose of 10 units
each morning. An upper limit of 40 units daily has been
established for this therapy. Oral OT tablets were developed at Belmar Pharmacy in Lakewood, Colorado, and
have been shown to be biologically active (unpublished
data). Oral oxytocin tablets should be taken in the morning.

addition, most families affected by FM/CFIDS illness
also suffer financial embarrassment, due either to mounting medical bills, or to the sick partner’s inability to
work, or both. Adding the sick partner’s chronically low
or non-existent libido to this picture for both partners is a
challenge at best, but striving to accomplish this can be
absolutely devastating when perhaps the single most
powerful ingredient for establishing and maintaining
closeness has simply been removed.

Observations at the office have also indicated that patients who smoke have not responded as well to the OT
therapy. This is presumably because the chemicals in
cigarette smoke may block OT receptors.

This is a very private and understandably sensitive issue.
However, we feel a responsibility to address the problem
because so many women injured by FM/CFIDS are affected; yet, embarrassment and fear of further rejection
prevent most from discussing it with treating physicians.
It is important to realize that there are true physical reasons for this lack of desire, and that most women injured
by FM/CFIDS share this problem. Although medical
opinions may differ as to the actual causes, the end results are essentially the same. No longer desiring to be
intimate with a partner represents yet another insult from
the illness, because it affects the well partner deeply, and
it can affect the security of the marriage directly or indirectly.

At the second office visit, repeat blood work should be
done to monitor hormone and mineral blood levels for
those patients that are receiving replacement therapy.
Chart 2 is a list of symptoms most often seen in fibromyalgia. These were monitored over a 3-6 month
basis. Symptoms were listed as not present equaling
zero; mild symptoms equal one; moderate symptoms
equal two; and severe symptoms equal three. Symptoms
were assessed before treatment and after 3-6 months of
treatment. In order for a symptom’s improvement to be
considered statistically significant, the p-value had to be
less than .05. Hence below joint pain before treatment
was 2.3. After treatment it was 1.3. The p-value was
.0003. The interpretation would say that reduction in
joint pain was statistically significant. Blurred vision
had a p-value of .3 and was not felt to be statistically
significant.
BRX means before treatment and ARX means after 3-6
months of treatment while SE is standard error.
Those items with asterisks are included in questions on
the Fibromyalgia Impact Questionnaire.223 This questionnaire works as an instrument to assess the current
health status of a woman with FM. It is a selfadministered instrument that measures physical functioning, work status, depression, anxiety, sleep, pain,
stiffness, fatigue, and well-being. When the score for
this questionnaire is added up for before treatment (55.6)
as compared to after treatment (30.9), p-value
(.0000003) is found to be very statistically significant.
Consider Carefully
An increased desire for intimacy — a feeling all too rare
for many FM/CFIDS affected women — is often found
lacking during the office visit. Chronic illness imposes a
real mix of limitation, experienced by both the injured
and the well partner. It is as though personal identity
and sense of purpose take up new residence in the background, as the disease and all that entails takes over. In
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For this reason, finding a treatment program with the
potential to restore a healthy desire for intimacy, while at
the same time reducing pain and increasing mobility, has
seemed like an answered prayer to many chronically ill
women.
Overall, FM/CFIDS patients who are involved in this
particular regime seem pleased. However, as with any
therapy involving medications, side effects do exist, and
should be researched before treatment is initiated. Although the information provided in this paper is accurate, it should by no means be considered complete.
The reported benefits from patients for this therapy include a reduction of both pain and fatigue. Although
still in the early stages, the above outlined interactive OT
-Hormonal-Nutrient Treatment Protocol provides an exciting new alternative to the traditional methods of FM/
CFIDS treatment. Generally, mainstream medicine is
geared toward treating symptoms. Because of time constraints, physicians may be more interested in reducing
the severity of symptoms than identifying the cause. As
identified earlier in the text, traditional methodology is
now being challenged, as more and more FM/CFIDS
affected patients regain control over their lives and make
a commitment to take an active role in their own recovery. As with anything else, it is important to conduct
your own research, and decide on your own, what seems
(Continued on next page)
129

to be the most reasonable approach for your personal
treatment. Following are the side effects that have been
associated in the medical literature with DHEA, inositol,
OT, malic acid, and magnesium.
DHEA Side Effects: An increase in DHEA has been
known to cause increased hair growth on the head, legs,
underarms, and pubic area. This is not normally considered to be a problem, because a decreased level of
DHEA has usually created a reduction of hair growth in
these areas. This increase in hair growth can be witnessed by increased itching of the scalp and skin. The
itching is actually secondary to the hair growth. In addition, an increase of facial hair has been noted on rare
occasions.
Because DHEA can also stimulate oil glands to increase
oil production, an increase in acne may be seen.224
These side effects as listed are the natural effects of this
hormone, so anytime an excess of DHEA is present, an
increase in these areas can be expected.133,135,165 An increase in muscle mass and a slight increase in the fat
mass around the abdomen has also been observed
(clinical observation). If DHEA is taken at night, it can
cause insomnia. This can be due to the fact that it is a
neuroexcitatory hormone of the brain.225-230
Although DHEA is capable of increasing thermogenesis,170 patients receiving this hormone who normally
complain of being hot all the time have reported feeling
comfortably cooler. This would suggest that DHEA
might play a role in helping to control the thermal settings of the brain which determine whether a patient is
too hot or too cold.
The combination of thyroid hormone supplementation,
DHEA, and injectable estrogen given to the same patient
at the same time was noted to produce an overactive libido, to the extent the labia became painfully engorged.
This extremely painful physical condition persisted for a
period of 14-21 days (clinical observation).
Oxytocin Side Effects: OT therapy helps to stimulate
microcirculation, thereby increasing body temperature
which can make some patients feel uncomfortably
warm.10,67,231 Still, complaints of cold hands and feet are
usually diminished, as the patient experiences increased
circulation in these areas. Correct dose regulation can
alleviate tissues that get too warm. OT therapy increases
circulation to the head and can produce headaches, but
they usually disappear within a short time after starting
treatment.
Patients with congestive heart failure or decreased renal
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function are not good candidates for OT therapy because
of its propensity to cause fluid retention. OT may be
given to a pregnant patient in her first or second trimester if she is having no signs of contractions. Six patients
have now gotten pregnant while taking oxytocin pills.
Oxytocin took away the nausea and vomiting of early
pregnancy. Research shows that oxytocin receptors are
mostly present in the uterus during the last few weeks of
pregnancy. It has been requested that all patients stop
using oxytocin during the last two months of pregnancy.232,233 The symptoms of FM are the worst during
pregnancy, and oxytocin by mouth stops the FM pain.
By the last few weeks of pregnancy, most patients are
well enough to stop oxytocin and the FM does not bother
them much.
If a patient does not have enough DHEA or inositol on
board at the time OT therapy is initiated, the addition of
OT can actually cause agitation, rather than produce its
normal calming effect. This would suggest that this patient is not ready to begin OT therapy and would probably benefit from increasing the amount of DHEA and
inositol taken for a few months, before trying OT again.
On the other hand, too much OT could theoretically
cause patients to experience a psychiatric problem
known as obsessive compulsive disorder. This is based
on data from one study only.234 In addition, an increase
in the manic phase of patients diagnosed with manicdepressive illness is seen as a disorder of inositol.191,193
This increase in the manic phase comes under quick control as soon as either the hormones or inositol are withdrawn.
Some patients have noted an increase in the size of
breast tissue, sometimes necessitating a corresponding
change in bra cup size. Increased breast and nipple tenderness have been reported by patients, while others report reduced breast tenderness before their monthly cycle. Patients have also reported greater sensation and
sexual excitation when the breast is caressed.
Malic Acid and Magnesium Side Effects: Gastric irritation can occur in the presence of malic acid.117,235 Taking the nutrient with at least one eight-ounce glass of
water seems to minimize this reaction, although some
still find it necessary to experiment until an appropriate
personalized dosage of malic acid is reached.
Magnesium is contained in Super Malic, and may cause
problems with frequent loose bowel movements.201,236
Many patients with constipation find this side effect of
their therapy to be helpful. If liquid stools develop,
reducing the Super Malic until t wo or three soft bowel
(Continued on next page)
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movements per day are achieved seems to work well.

•

As previously described, this combination of preparations has been known to produce effects ranging from
decreased fatigue and pain to clearer vision and improved thinking. Many symptoms are eliminated such
as being lightheaded, irritable bowel syndrome, cramps,
cold hands and feet, foggy concentration, and muscle
pain. Other improvements include better circulation,
better body temperature regulation, more energy, reduced skin sensitivity, and less agitation.
As these and other treatment modalities surface, hope
looms on the horizon for both women and men suffering
from FM/CFIDS-related illnesses. The future holds
even more promise!
Source of Medication and Supplements
Belmar Pharmacy (Lakewood, Colorado) compounds a
highly bioavailable form of DHEA as well as oxytocin.
Both these hormones are available by prescription. Super Malic (Optimox Cooperation) is available without
medical claims as a source of both malic acid and magnesium and can be purchased at your local pharmacy or
health food store as an over-the-counter product. It can
also be purchased through Belmar, along with inositol/choline and Mag 200. The medication is shipped
directly to the patient after a prescription has been faxed
to the pharmacy from the doctor’s office.
Medications should be prescribed in the following
amounts:

•
•
•
•

DHEA: 50mg 1 qam #100 for DHEA levels less
than 100mcg/dl; 25mg of DHEA for levels between 100-200mcg/dl
Thyroid T3: 90, 120, or 150 mcg 1 qam #100
(This pill is sustained release)
Oxytocin: 10 unit tab 1-3 tab qam #100

Nitrostat: .3 mg slq 4-6hr #100; First dose
should always be given in a doctor’s office; Try
giving a quarter or half tab first. Be sure to get a
pill cutter at the pharmacy.

Belmar has all these products. Health food stores may
have some of the supplements. Supplements should be
prescribed as follows:
• Super Malic: 3-6 bid #180
• Choline-Inositol-Paba:
5 qam or (choline
1500mg/day, inositol 1500mg/dayand paba
500mg/day) #250
• Mag 200: 2 bid #120

•
•
•

Creatine monohydrate: 2 tsp qam in juice #300
gms; creatine should only be started after oxytocin has been initiated
MSM (methylsulfonylmethane): 500 mg 2 bid
L-Arginine: 500 mg 2 bid
Aurasol(aqueous colloidal gold): 3 tabs per day
for one month then 3 tabs per week. This is for
patients with a positive C-reactive protein.
About the Author

Dr. Jorge Flechas is a family practitioner in North
Carolina who works with patients who have fibromyalgia (FM) and chronic fatigue and immune dysfunction
syndrome (CFIDS). He has developed a new protocol
for treatment of these illnesses using oxytocin (OT), dehydroepiandrosterone (DHEA) and some natural nutrients. He feels both diseases are most likely due to a neuroendocrine/metabolic disorder with chronic hypoxia,
which causes abnormalities in the biochemistry of patients.
For more information about DHEA and Oxytocin therapy write to: Dr. Jorge D. Flechas, 80 Doctors Drive,
Suite 3, Hendersonville, NC 28792. You can also call
him at (828) 684-3233. Your phone call will be returned
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ABSTRACTS OF INTEREST
Vitamin D and Calcium Supplementation
Reduce Cancer Incidence in Women
in a Randomized Trial
By Steve Austin, ND

Design & Participants: Randomized, double-blind intervention trial of 1,179 healthy postmenopausal women
Study Medication & Dosage: 1,400 mg calcium (Ca)
from Ca citrate or 1,500 mg Ca from Ca carbonate (Caonly), the same Ca supplementation plus 1,100 IU vitamin D (Ca+D) per day, or placebo for four years
Main Outcome Measure for the Current Report:
New cases of cancer (CA)
Key Findings: Relative risk (RR) of cancer was 60%
lower with Ca+D (p=0.01) and 47% lower with Ca-only
(p=0.06) compared with placebo. When analysis excluded cases of cancer diagnosed within the first year
(and therefore unlikely to be affected by supplementation), RR of cancer remained approximately the same in
Ca-only group but fell to a 77% reduction in those given
Ca+D (RR=0.23; P=0.005). Serum 25-OH vitamin D
was an independent inverse predictor of CA risk.
Practice Implications: Increasingly, vitamin D appears
to help protect against a variety of CAs, generally, as is
the case here, at doses far above the now-outdated 400
IU/day once so commonly prescribed. Most previous
evidence was only observational, so this blinded randomized trial is breaking new ground.
Such effects are believed to be, at least in part, due to
potential actions of the vitamin on cellular differentiation and on immune function. Unfortunately, the current
trial did not have a vitamin D-only arm. Thus, not only
do we not know what kind of anti-CA actions vitamin D
might have produced by itself, but we also don’t know
whether the added protection seen in the Ca+D group
resulted from an interaction between the two nutrients or
a separate function of vitamin D unrelated to its effects
on Ca metabolism.
Most previous research studying potential anti-CA effects of Ca have focused on colon CA, in part because
Ca was believed to cause mechanical actions within the
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gut, e.g., binding CA promoters for excretion —
substances that might otherwise have been incorporated
into the intestinal mucosa. Somewhat unexpectedly, for
a wide variety of other CA sites (e.g., breast, colon, lung,
lymphoma/leukemia), Ca+D led to a lower cancer incidence than did placebo. The numbers for each type of
cancer were so small as to preclude meaningful statistical analysis, yet the consistent anti-CA effects, particularly of the combination of Ca+D, appear rather remarkable and when viewed collectively, did attain statistical
significance (see Key Findings above).
Baseline vitamin D levels (72 nmol/L) were far higher
than might be expected. Clearly these subjects were not
vitamin D deficient in the normal sense of that term.
Those given vitamin D supplements saw their
25(OH)D3 levels rise to 96 nmol/L. These data underscore the recent discussion about how serum 25(OH)D3
levels should be above 80 (some researchers are now
suggesting up to 100 nmol/L). The fact that those who
received vitamin D saw a reduction in CA risk despite
the fact that their serum levels were high at baseline is
quite remarkable and further suggests that doses of vitamin D (and concomitant serum levels) may need to be
higher than scientists have assumed until very recently.
The anti-CA effects observed in the Ca-only arm did not
quite attain statistical significance and the total number
of newly-diagnosed cancers was only 18 or fewer in
each arm of the trial during years 2 through 4. As a result, the authors question whether the reduced risk of CA
in that group might have been due to chance. It might
have, of course, but the findings of another recent study
add weight to the idea the Ca itself may be protective.
The authors of the current trial hypothesize that calcium’s effects on vitamin D metabolism may be responsible for its anti-CA action. They admit that supplemental Ca can reduce levels of 1,25(OH)2D3 but suggest
that this change will lead to a reduced degradation of
25(OH)D3. Exciting new vitamin D research is beginning to suggest that circulating levels of the “less active”
25(OH)D3 may carry the bulk of anti-CA actions previously attributed to the “more active” 1,25(OH)2D3. In
summary, when Ca supplementation reduces
1,25(OH)2D3, it indirectly can lead to an increase in
25(OH)D3 levels, which in turn may protect against CA.
At least that’s the theory.
(Continued on next page)
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Lappe JM, et al. “Vitamin D and calcium supplementation reduces
cancer risk: results of a randomized trial.” Am J Clin Nutr, 2007;
85:1586-91.

Lactobacillus fermentum Enhances
the Effects of Influenza Vaccine
By Donald Brown, ND

Design & Participants: Randomized, double-blind,
placebo-controlled trial of 50 healthy, adult volunteers
(19 female and 31 male; mean age of 33 ± 7.7 years)
Study Medication & Dosage: One capsule containing
1 x 1010 cfu of Lactobacillus fermentum CECT5716 or
placebo. The influenza vaccine contained inactivated
influ enza (A/New Caledon ia/20/99 [H 1N1 ],
A/Fujinan/411/2002[H3N2], B/Shanghai/361/2002[B]).
Duration: The study consisted of 28 days of probiotic
treatment. Each volunteer received the intramuscular
vaccination at day 14.
Outcome Measures: The primary endpoint of the study
was the immune response induced by the vaccination
and its modulation by the probiotic. Special focus was
on the differences in lymphocyte subpopulations and
immunoglobulin levels in the blood. After an overnight
fast of at least 10 hours, blood samples were taken from
the volunteers at the beginning of the study (day 0), just
before the vaccination (day 14), and at the end treatment
period (day 28). Volunteers were asked to report the
development of influenza symptoms. Fever with any
systemic symptom (headache, myalgia, bone/joint pain,
fatigue, anorexia, and digestive disorders) and at least
one respiratory symptom (cough, nasal symptoms, and
pharyngeal symptoms) for at least three consecutive
days were used to diagnose influenza-like illness (ILI).
Incidence of ILI was tracked for five months (October to
February) after the vaccination.
Key Findings: Volunteers taking the probiotic supplement showed a significant increase in natural killer cells
(NK cells) from days 0-28 (p<0.05) compared to no
change in the placebo group. While the vaccination induced an increase in T-helper type 1 cytokine concentrations and in T-helper and T-cytotoxic proportions in both
groups, the probiotic group showed a slightly higher increase in these measures compared to the placebo group.
While the vaccination induced an increase in IL-12 in
both groups, the probiotic group had an increase during
the two week before vaccination. TNF-a was increased
in both groups following vaccination but the consumption of probiotics led to a significantly higher increase
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compared to placebo (p<0.05). Regarding humoral immunity, an induction of antibody response could not be
detected in the placebo group. The probiotic group had a
significant increase in specific anti-influenza IgA in serum after vaccination (p<0.05). The probiotic group had
a significant increase in total IgM (p<0.05) but this did
not reach significance for anti-influenza IgM.
During the 5-month period after vaccination, there were
fewer ILI episodes in the probiotic group than the placebo group, but the difference did not reach significance
until February (p<0.05). Forty ILI episodes were reported for the placebo group and 25 for the probiotic
group. No adverse events were reported due to consumption of the probiotic.
Practice Implications: Use of lactic acid bacteria to
enhance both innate and adaptive immunities in humans
is a burgeoning area of research. Research has pointed
to the ability of probiotics to induce an increase in local
IgA, increase NK cell activity, and modulate the actions
of regulatory T-helper lymphocytes (i.e. Th1 and Th2).
This interesting study suggests that probiotics may also
enhance the actions of influenza vaccination in otherwise
healthy individuals and may actually decrease the incidence of influenza. Hopefully, future research will examine the role of probiotics alone in the prevention of
influenza and also the ability of these organisms to enhance the actions of influenza vaccination in more vulnerable populations such as the elderly.
Olivares M, et al. “Oral intake of Lactobacillus fermentum
CECT5716 enhances the effects of influenza vaccination.” Nutrition,
2007; 23:254-60.

Pilot Study Suggests Pomegranate Juice May
Benefit Men with Prostate Cancer
By Donald Brown, ND

Design & Participants: Open-label, single-arm clinical
trial of 46 men (ages are not given) with recurrent prostate cancer with rising prostate-specific antigen (PSA)
after surgery or radiotherapy. Eligible patients had a
detectable PSA>0.2 and < 5 ng/ml that was documented
as rising, enough pretreatment PSA time points to calculate a baseline PSA doubling time (PSADT), no hormonal therapy before entering the study, no evidence of
metastatic disease, and Gleason score ≤7. Of the patients enrolled, 68% were originally treated by radical
prostatectomy, 10% by external beam radiotherapy, 10%
by brachytherapy, 7% by surgery and radiation, and 5%
by cryotherapy.
(Continued on next page)
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Study Medication & Dosage: Eight ounces of pomegranate (Punica granatum L.) juice (Wonderful variety,
equivalent to 570 mg total polyphenol gallic acid equivalents daily; POM Wonderful Co., Los Angeles, CA).
Duration: Patients were treated with the pomegranate
juice (PJ) until disease progression end points.
Methods/Outcome Measures: Serial PSA measurement before study entry determined at baseline PSADT.
Each patient had a minimum of three pretreatment PSA
values measured over a minimum of six months before
study entry. Patients were then treated with PJ until
meeting disease progression end points. Patients were
followed in 3-month intervals for serum PSA, and blood
and urine were collected for laboratory studies. Clinical
end points included safety, effect on serum PSA, effect
on serum hormone levels (testosterone, estradiol, sexhormone binding globulin, dehydroepiandrosterone, insulin-like growth factor, and androstenedione), and in
vitro assays that measure the effect of patients’ serum on
LNCaP cell (a prostate cancer cell line) growth and
apoptosis as well as nitric oxide and lipid peroxidation.
The primary end point was effect on PSA variables, such
as change in PSADT.
Key Findings: Mean PSADT significantly increased
with treatment from a mean of 15 months at baseline to
54 months post-treatment (p<0.001). In vitro assays
comparing pre-treatment and post-treatment patient serum on the growth of LNCaP showed a 12% decrease in
cell proliferation and a 17% increase in apoptosis
(p=0.048 and 0.0004, respectively). Also found was a
23% increase in serum nitric oxide (p=0.0085) as well as
significant reductions in oxidative state and sensitivity to
oxidation of serum lipids after PJ consumption (p<0.02).
There were no significant differences in pre-treatment
and post-treatment hormone levels. There were no serious adverse events, and the PJ was well tolerated.
Practice Implications: This interesting pilot study is
the first to test the effects of PJ in men with recurrent
prostate cancer. Although very preliminary in nature,
the findings suggest that PJ may slow disease progression. The in vitro results showing effects on cell growth
and apoptosis add to the intrigue of using PJ in a larger
population of men with prostate cancer to determine
clinical benefit. The good news is that the investigators
of this trial from the David Geffen School of Medicine at
UCLA and the Rambam Medical Center in Bat-Galim,
Haifa, Israel are currently engaged in a randomized, double-blind, three-arm, placebo-controlled study in which
the ability of two PJ doses to produce a predefined alTHE ORIGINAL INTERNIST September 2007

teration in PSA kinetics is being compared with the
change in a control group.
Pantuck AJ, et al. “Phase II study of pomegranate juice for men with
rising prostate-specific antigen following surgery or radiation for
prostate cancer.” Clin Cancer Res, 2006; 12:4018-26.

Curcumin Helps Maintain Remission
in Patient with Ulcerative Colitis
By Donald Brown, ND

Design & Participants: Randomized, double-blind,
placebo-controlled trial of 89 patients (ages 13-65 years)
with a diagnosis of ulcerative colitis (UC) as confirmed
by radiologic, endoscopic, or histological criteria. Patients were required to have a clinical activity index
(CAI) of ≤4 and to have been stable for the previous four
weeks and to also have achieved remission with a corticosteroid ≥20 mg/day or an alternative medication and
had successfully stopped corticosteroid treatment. Finally, patients were required to have a hemoglobin of
≥10 g/dL.
Study Medication & Dosage: All patients were given
either sulfasalazine (1.0-3.0 g/day; median 2.0 g/day) or
mesalamine (1.5-3.0 g/day; median 2.25 g/day). Patients
were then randomized to receive 1 g of curcumin (API
Co, Ltd., Gifu, Japan) b.i.d. or placebo. Other than sulfasalazine or mesalamine, patients were required to stop
all other medications.
Duration: Treatment period was six months followed
by a six-month observation period during which patients
continued on sulfasalazine or mesalamine.
Outcome Measures: CAI was measured at entry (two
weeks before randomization) and then every two months
and at the conclusion of the trial. Patients who had a
CAI ≤4 were considered to be in remission, while relapse was defined as CAI ≥5. Endoscopic index (EI)
was also measured at entry and at the conclusion of the
study.
Key Findings: Eighty-two patients completed the study
(43 in the curcumin group and 39 in the placebo group).
In the curcumin group, two patients relapsed during the
six months of therapy (4.65%) compared to eight in the
placebo group (20.51%) (p=.04). Recurrence rates
evaluated on the basis of intention-to-treat analysis
showed significant difference between curcumin and
placebo groups (p=0.049). Comparing mean CAI before
and after treatment, the curcumin group decreased
(improved) from 1.3±1.1 to 1.0±2.0 (p=0.38) compared
(Continued on next page)
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to an increase (deterioration) in the placebo group from
1.0±1.1 to 2.2±2.3. Patients in the curcumin group also
had a significantly improved EI from baseline to the end
of treatment (p=0.0001) while there was no change in
the placebo group. At the 6-month follow-up after the
end of treatment, eight patients in the curcumin group
had relapsed compared to six in the placebo group. A
total of nine mild and transient adverse events were reported in seven patients. These included sensation of
abdominal bulging, nausea, transient hypertension, and
transient increase in stools.
Practice Implications: This interesting study completed in Japan suggests that 2 g/day of curcumin safely
and effectively improves remission rates in patients with
UC taking sulfasalazine or mesalamine compared to
those taking the drugs alone. The study also suggests
Dr. Jorge Flechas: continued from page 139
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that curcumin therapy should be considered, as there was
a significant relapse in patients during the 6-month observation following treatment. Considering the high rate
of side effects with sulfasalazine or mesalamine, it
would be prudent for future studies to examine the efficacy of curcumin alone in maintaining remission in UC
patients.
Hanai H, et al. “Curcumin maintenance therapy for ulcerative colitis:
Randomized, multicenter, double-blind, placebo-controlled trial.”
Clin Gastroenterol Hepatol, 2006; 4:1502-6.
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I’ve recommended
thousands of
nutritional
supplements.
Melina Jampolis, M.D.
Dr. Melina Jampolis is one of approximately 200
board-certified physician/nutritionists in the entire
country. Based in San Francisco, Calif., Dr. Jampolis
is an internist who specializes in nutrition for
weight loss and optimal health. She is the host
of the nationally syndicated television program,
Diet Doctor, on FitTV and the author of the recently
released book, The No Time to Lose Diet.

Here are
6 my patients
wouldn’t be without.
Ultra Preventive® X: Rated #1 multivitamin in the professional market
by the Comparative Guide to Nutritional Supplements.
Gly-Sea-Max™: Brown Seaweed and Potato Protein extracts to help
support satiety, fullness and normal glycemic response after meals.†
Cardio-Edge™: Clinically backed, cholesterol-lowering with Sytrinol™,
pomegranate extract and plant sterols.†
Vita-Kids™ Immune: Delicious, sugar-free, liquid containing betacarotene, zinc, elderberry and other nutrients to help support healthy
immune function.†
Essential-4 Nutrition Pack: Optimal health supported by
Ultra Preventive® X, CoQmelt®, multi-strain probiotic and ultra-refined,
enteric-coated Omega-3 fatty acids.
Seditol® Plus: Blend of Magnolia and Ziziphus extracts and other
calming herbs designed to support nighttime sleep and relaxation.†
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† These statements have not been evaluated by the Food and
Drug Administration. This product is not intended to diagnose,
treat, cure, or prevent any disease.

NutriSearch 5-Star GOLD Medal of Achievement Winner

Call today 1-888-DOUGLAB (1-888-368-4522) or 1-800-245-4440.
600 Boyce Road • Pittsburgh, PA 15205, U.S.A. • Phone: 412-494-0122 • Fax: 412-494-0155

www.douglaslabs.com

STAY INFORMED
ON THE LATEST IN

NATURAL HEALTH CARE

Subscribe to The

Original Internist for only $50 annually

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

PLEASE RETURN TO:
CLINT PUBLICATIONS
720 OAK KNOLL
ROLLA, MO 65401

PRSRT STD
US POSTAGE

PAID

ST. LOUIS, MO
PERMIT NO. 4400

