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CALENDAR OF EVENTS
FOR ALL DABCI SEMINARS ….. VISIT OUR NEW WEBSITE

www.DABCIdiplomate.com

June 13-14, 2009 (Dallas, TX)
Urinary Disorders and Hair Biopsy Assessment
Instructor: Wayne Sodano, DC, DABCI

August 8-9, 2009 (Dallas, TX)
Allergy Part 2, Management of the Hypertensive Pt.
Instructor: Wayne Sodano, DC, DABCI

June 20-21, 2009 (Portland, OR)
Physical Examination Workshop
Instructor: Bill Kleber, DC, DABCI

August 8-9, 2009 (Baltimore, MD)
Introduction to Chiropractic Internal Disorders
Instructor: Jack Kessinger, DC, DABCI

June 27-28, 2009 (Chicago, IL)
Evaluating Vascular & Venous Disorders by
Instrumentation
Instructor: Wayne Sodano, DC, DABCI

August 15-16, 2009 (Chicago, IL)
Facts of the Neoplastic Process & Examining the
Cancer Patient
Instructor: Jack Kessinger, DC, DABCI

July 11-12, 2009 (Dallas, TX)
Immunology & Allergy, Part 1
Instructor: Jack Kessinger, DC, DABCI

August 22-23, 2009 (Portland, OR)
Additional Blood Test/Tumor Markers for Internal
Disorder Patient
Instructor: Bill Kleber, DC, DABCI

July 25-26, 2009 (Chicago, IL)
Peripheral Vascular Disease Workshop
Instructor: Jack Kessinger, DC, DABCI
July 25-26, 2009 (Portland, OR)
Multi Channel Blood Chemistries, CBD, Thyroid
Panel, TSH
Instructor: Bill Kleber, DC, DABCI
August 1, 2009 (NUHS CAMPUS)
Session 5 - Physical Examination Workshop
Registration forms available on our website

August 22-23, 2009 (Los Angeles, CA)
Introduction to Chiropractic Internal Disorders
Instructor: Jack Kessinger, DC, DABCI
September 12-13, 2009 (Dallas, TX)
Common Diseases Affecting the Arterial System
Instructor: Jack Kessinger, DC, DABCI
September 19-20, 2009 ( Chicago, IL)
Malignant Diseases, AIDS & Their Management &
Treatment
Instructor: Wayne Sodano, DC, DABCI

For more information on our 2009-2011 seminars
visit us online at
www.drkessinger.com
then click on ProHealth Seminars
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deciding that they do not want to live out their own last
decades in the same manner as their parents. A large
number are taking measures to get healthy and stay
healthy.

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

Dr. Jack Kessinger

Wellness is currently the most powerful buzzword in
health care. The concept for true “wellness” is gaining
popularity almost daily. The goal for wellness is not
only for a healthy today, but just as importantly
recognized toward ensuring active and productive
longevity. This increasing public interest for “wellness”
is prompting Congress and major health care providers
to gear up to meet this need. President Obama, and
Congress, keep promoting the idea that somehow
universal insurance coverage will accomplish wellness.
In fact, the proposed significant increase in lavish
spending will do little to improve the overall health of
our nation. The increased coverage will simply mean
we will be providing more of the same services which
are not working.
We already know what is required to obtain (or
maintain) optimum health; and it is not necessarily
more insurance. It is well documented that diet alone is
responsible for over 50% of all cancer. It is well
reported that unhealthy lifestyles (tobacco smoke, lack
of regular exercise, and alcohol) are responsible for a
large percentage of our major killer diseases, including
cardiovascular, diabetes mellitus, kidney failure, etc.
Interest in true wellness is not a new concept. Baby
Boomers have long taken notice of how their parents,
and their parents’ friends are often being held as
inmates in long term nursing facilities, drooling on
pillows and having their diapers changed. As they
witness the suffering and complications of older age,
they conclude that much of it is unnecessary. While old
age is an unavoidable fact of life, infirmities and old
age should not be considered synonymous terms.
Masses of boomers are looking to the future and
THE ORIGINAL INTERNIST

JUNE 2009

In turn, the American public is losing confidence in a
pharmaceutical and medical system that would seem
more interested in insuring corporate profits rather than
focusing on optimum health. It often appears that
government agencies and pharmaceutical conglomerates work hand in hand promoting medications, and
procedures, for health problems that are nearly always
reversible by simply following a healthy lifestyle,
proper diet, adequate exercise, and with nutritional
supplementation. A perfect example for this subversion
would be for the statin drug advertisements which often
report their usefulness in lowering cholesterol. The ads
customarily conclude with “when diet and exercise are
not enough”. In actuality, “proper diet and adequate
exercise are never not enough” for achieving optimum
and balanced cholesterol levels.
At the same time, pharmaceutical companies work to
suppress information about beneficial and affordable
natural alternatives that have been well documented to
provide optimum health. This mission is embarked
upon under the guise of public safety. Yet, the very
products they promote often cause far worse complications than the ailments they are intended to treat.
Consider the disclaimers which usually accompany a
commercial for a pharmaceutical med-ication reporting
the “possible” adverse drug events (ADE’s) that may
occur from the particular medication being promoted.
Warnings of “possible” liver and kidney problems are
universally reported in nearly 100 percent of
pharmaceutical advertisements. For instance, a medication commonly prescribed for a simple toenail fungus
could impair the function of the liver or kidneys. It is
time we think about safer, and often more effective
alternatives that can be offered to our patients.
According to the World Health Organization (WHO),
"health is more than the absence of disease. Health is a
state of optimal well-being." Optimal well-being is a
concept of health that goes beyond the curing of illness
to one of achieving wellness. Achieving wellness
requires balancing the various aspects of the whole
person. These aspects are physical, emotional, mental,
and spiritual. This broader, (w)holistic approach, to
health involves the integration of all of these aspects
and is an ongoing process.
In turn, the American public is increasingly losing faith
in a medical system that would seem more interested in

(Continued on next page)
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insuring corporate profits rather than focusing on public
health.
Complementary and alternative medicine
(CAM) is the term for health care products and practices
that are not accepted as standard care. Alternative
medicine means treatments that are used instead of
standard ones. Complementary medicine means nonstandard treatments that are used along with standard
ones.
The concept of Alternative Medicine is not a new idea.
In 1991, the Office of Alternative Medicine (OAM) was
established, with the appropriation of $2 million for an
office “to more adequately explore unconventional
medical practices.” In the preface of the “Alternative
Medicine Expanding Medical Horizons,” it states that
“while the dominate system of health care in the United
States --- often called conventional medicine, or
biomedicine --- is extremely effective for treating
infectious diseases and traumatic injuries, it is often ill
equipped to handle complex, multifaceted conditions.
One reason is that over the years, conventional medicine
has increasingly emphasized finding a single magic
bullet solution for each condition or disease it confronts.
The reality is that many chronic conditions are not
amenable to such one-dimensional solutions. Rather,

The Certification Board for
Nutrition Specialists (CBNS)
…..of the American College of Nutrition
(ACN) administers an examination for
professionals with an advanced degree
seeking certification as Certified
Nutrition Specialist (CNS).
The CNS designation is applicable in a
variety of professional settings, including
but not limited to: hospital or clinicbased nutrition support, laboratory or
field research, individual and group
counseling, classroom teaching, commercial development of new nutritional
products, authorship an public policy
development. For more information regarding the eligibility requirements for
becoming a Certified Nutrition Specialist
(CNS), please go to the CBNS website
www.cbns.org/CertificationProcess.htm.
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such complex conditions require equally multifaceted
treatment approaches.”
A double blind study is the gold standard for any therapy
suggested by mainstream medicine. A double blind
study is restricted to using only one therapy or
procedure. For instance, if vitamin C is prescribed, no
other nutrient or dietary recommended supplement can
be used in combination. Therefore, it would prove
impossible to meet the gold standard for nearly all
natural therapies simply because combining dietary
suggestions, exercise, and nutritional supplementation
would not meet the requirements. And we, as natural
health care practitioners, are unwilling to sacrifice one
patients’ care “in the name of science.”
However, alternative and natural therapies can be readily
proven by utilizing hard copy data. By comparing the
original orthodox laboratory testing to its follow-up
testing, we can document the progress of our patients
health status.
As alternative doctors we have to keep beating on this
barrier, and, just like the Berlin wall, it will eventually
fall.
Dr. Kessinger has a local weekly radio program called
“A Healthy Concept” every Tuesday morning from 9:30
-10. The programs are available on his website
www.drkessinger.com or go directly to
www.drkessinger.com/radio.html

ADVERTISE IN
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(573) 341-8448
e-mail: virginia@drkessinger.com
annette@drkessinger.com
Website:
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Use Dr. Jack Kessinger’s Health Care Lectures
for patient orientation or civic groups

Each one-hour lecture
includes:
20 professional PowerPoint slides
Guideline booklet for presentation
Patient handouts
(all materials are personalized
with your clinic information)

♦ Nutrition & Maintaining Good Health:
Risks and benefits of natural care vs drugs and surgery.

♦ Cholesterol & Heart Disease:

Natural therapies for preventing and reversing most CVD.

♦ Diabetes Mellitus:
Management through natural means.

♦ Osteoporosis:

Natural ways to prevent and reverse bone loss.

♦ Fibromyalgia, Chronic Fatigue & Arthritis:
Benefits of exercise and nutritional supplements.

Each ……. or Complete Set of 5 for $400
For more information call (573) 341-8448

www.drkessinger.com

not succumb to the infectious disease; therefore, could
it be said that the contagion is not the cause of any such
resultant disease. Rather, the cause of infectious disease
is the recipients’ low level of immunity/health, and
thereby lays the blame upon the victim rather than the
carrier.

The
Legacy
Continues
Dr. Jay Kessinger

by: A. Jay Kessinger IV, DC, ND, DABCI
jay@drkessinger.com

Recently I became a DAN (defeat autism now)
doctor. It amazed me how much this group follows the
protocol of present professional alternative health
practitioners as a new and enlightened exciting field of
orthodox medicine.
Remember the credo, “First do no harm”? It seems in
the overzealous world of applied science, the trend
setters have forgotten that, as-well-as a few other
things; namely, the innate recuperative power
within. Because of this neglect, in addition to other
external factors, autism has reportedly increased
6,000% since 1991. To hitch hike on this bandwagon,
heart disease continues to be the number one killer of
humanity, diabetes is increasing in epidemic proportions, and cancer is running rampant with no end or
absolute cure in sight.

All kids who are constipated do not become mentally
disabled, but all of them do exhibit a subjective finding
consistent with a common denominator of those with
autism, et.al.; mitochondrial dysfunction. Intestinal
dysbiosis and food sensitivities are also common
denominators, as is the inability to get adequate sleep.
Rather than seriously consider these said commonalities as important aspects of the development of such
disorders, the orthodox practitioner (with their set of
blinders on) too often only focus on the genetic aspects
of each distinct disorder. Trisomy 21 has the greatest
genetic link, whereas ADHD probably has the least in
the spectrum of childhood disorders being
discussed. Regardless of the level of disease due to
genetics, the active treatment protocol is the same and
should be pursued immediately. The protocol calls for
food sensitivity testing/rotation diet adherence (3-6
months stringent then moderate re-introduction),
restore normal intestinal flora (stool culture/probiotic
supplementation), bowel habits (at least once/day),
heavy metal screening and chelation as necessary,
natural anti-inflammatory supplementations/diet,
HBOT (hyperbaric oxygen therapy), and the attainment
of adequate sleep.

Autism is in the middle of a spectrum of disorders
ranging from, but not including, attention deficit
disorders to downs syndrome. Too often diseases are
focused upon while wearing blinders, and no matter
which side of the aisle a health care provider stands, a
closed minded narrow view point in search of the truth
will always be limited.

As the geneticists work ad-nauseum to identify and
then splice the precise gene responsible for each
disorder and its correction, the only commodity that we
all share, “time”, passes by. This reminds me of the
Serenity Prayer: God grant me the serenity
to accept the things I cannot change; courage to
change the things I can; and wisdom to know the
difference. I’ve often told patients that heredity is
about 85 - 90% habit, and only 10 -15 % genetic, so out
of 100 things that cause disease, sickness, and
death, you are in control of 85 to 90 of them. Now is
the time to roll up your sleeves and go to work to
control the things that are within your power.

Vaccinations containing mercury have been shown to
be the common denominator in many cases of autism,
but “the rub” is that vaccinations are not involved in all
cases of autism. On the other hand, all recipients of
inoculations both with and without mercury do not
become victims of this tragic disorder. As an analogy,
many people exposed to contagion ridden victims do

We, as alternative health care providers are definitely
ahead of the curve in the prevention as well as
treatment of most of the maladies that afflict
mankind. Unfortunately, until a long specialty outcry,
such as is the case with autism where alternative health
care protocols are shown to be superior, we don’t get
the front-page press. 
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Bottled Water:
Better Than Tap?
by: E. Blaurock-Busch PhD

sprinkling, automobile washing, kitchen and laundry
appliances, such as garbage disposals, clothes washers,
and automatic dish washers.3 In contrast, a typical
household that gets its water from a private well or
cistern uses ‘only’ about 200 gallons for a family of
four. In our communities an additional 35 gallons of
water per person are used for public activities such as
fire fighting, street washing, and park maintenance. By
comparison, only 8 glasses of water are used for
drinking.
Table 1: Water use in Different Countries

We all need water to sustain life. In fact, a significant
fraction of the human body is water. Blood contains 95%
water, even bone is made up of over 20% water. Skin
contains much water and if we want to preserve a ‘fresh’
and healthy look, even slight dehydration must be
prevented.
Adipose tissue contains less than 10% water and the
percentage of body weight that is water varies inversely
with body fat. In the average lean adult male around
90% of the body weight is water. The remaining body
weight consists of 96-98% fat with 92-94% protein,
carbohydrate and other solids. In the female the
percentage of body weight that is water is lower due to a
relatively greater amount of subcutaneous fat.1
Body water is broken down into the following
compartments:
 Intracellular fluid (2/3 of Body Water)
 Extracellular fluid (1/3 of Body Water)

• Plasma (1/5 of Extracellular fluid)
• Interstitial fluid (4/5 of Extracellular fluid)
• Transcellular fluid (normally ignored in
calculations) is contained inside organs, such
as the gastrointestinal, cerebrospinal,
peritoneal, and ocular fluids.
To determine an individual’s total body water, a simple
calculation is the 60-40-20 rule.




Total Body Water = 60% of Body Weight
Intracellular fluid = 40% of Body Weight
Extracellular fluid = 20% of Body Weight

Country

Percentage of Total Water
Annual
Water Use Use by Category
per Capita
Industry/
(Gallons) Residential Agriculture*

United States

525,000

10

90

Canada

310,000

13

87

Belgium

221,000

6

94

India

132,000

3

97

China

122,000

6

94

Poland

112,000

14

86

Nicaragua

72,000

18

82

Malta

16,000

100

0

*Includes water used for electrical power and for
cooling.
Source: Van Der Leeden, F., F.L. Troise, and D.K. Todd.
The Water Encyclopedia, Lewis Publishers, Inc., Second
Edition, 1990.

In the past, Americans drank tap water, and this habit is
rapidly changing. In 2001, Americans were drinking
bottled water in record numbers--a whopping 5 billion
gallons, according to the International Bottled Water
Association (IBWA), an industry trade group. That's
about the same amount of water that falls from the
American Falls at Niagara Falls in two hours. 2

American society uses more water than any other
country in the world, but surveys indicate that most of us
do not drink enough water. So how do we use up all this
water?

Water has been bottled and sold far from its source for
thousands of years. In Europe, water from mineral
springs was often, and still is, thought to have curative
powers. Clean water aids detoxification and provides
essential elements. Pioneers trekking west across the
United States during the 19th century typically
considered drinkable (potable) water a staple to be
purchased in anticipation of the long trip across the arid
West.

On average, an American uses almost 100 gallons of tap
water per person per day. A typical family of four on a
public water supply uses about 350 gallons per day at
home. Most of that water is used for lawn and garden

Today, a bottle of water may cost over $1.50, which is
1900 times the price of tap water. Is it worth it? Do we
need flavoured or fizzy water? Is bottled water so much
better and healthier? Is it safe?

This is consistent with the above relations between total
body water and the compartmental fluids.
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Federal Regulations for Drinking (Tap) Water
The EPA (Environmental Protection Agency) regulates
the safety of our tap water. It has set Primary and
Secondary Maximum Contaminant Levels. A Maximum
Contaminant Level (MCL) is defined as the highest
level of a contaminant that is allowed in drinking water.
MCLs are enforceable standards.
A Maximum Contaminant Level Goal (MCLG),
however, is the level of a contaminant in drinking water

Contaminant
Antimony

Table 2: Maximum Contaminant Level (MCL) for
Inorganic Chemicals
Units are listed in milligrams per liter (mg/L) unless
otherwise noted. Milligrams per liter are equivalent to
parts per million.

Potential Health Effects from
Ingestion of Water

Sources of Contaminant in
Drinking Water

MCLG

MCL

WHO

0.006

0.006

0.005

Increase in blood cholesterol; decrease in
blood sugar

Discharge from petroleum refineries; fire
retardants; ceramics; electronics; solder

0.01
as of
01/23/06

0.01

Skin damage or problems with circulatory
systems, and may have increased risk of
getting cancer

Erosion of natural deposits; runoff from
orchards, runoff from glass & electronics
production wastes

Arsenic

Asbestos (fiber
>10 micrometers)

below which there is no known or expected risk to
health. MCLGs allow for a margin of safety and are nonenforceable public health goals. As the table below
indicates, for metals MCLs and MCLGs may be the
same. Is this logical? EPA thinks so.

7 million
fibers per
liter

7 MFL

2

2

Beryllium

0.004

0.004

Cadmium

0.005

0.005

0.003

Kidney damage

Corrosion of galvanized pipes; erosion of
natural deposits; discharge from metal
refineries; runoff from waste batteries and
paints

Chromium (total)

0.1

0.1

0.05

Allergic dermatitis

Discharge from steel and pulp mills; erosion of natural deposits

Copper

1.3

TT8;

2

Barium

No
Increased risk of developing benign intestinal Decay of asbestos cement in water mains;
guideline polyps
erosion of natural deposits
0,3

Discharge of drilling wastes; discharge
from metal refineries; erosion of natural
deposits

Increase in blood pressure

No
Intestinal lesions
guideline

Action
Level=1.3

Discharge from metal refineries and coalburning factories; discharge from electrical, aerospace, and defence industries

Short term exposure: Gastrointestinal distress Corrosion of household plumbing
systems; erosion of natural deposits
Long term exposure: Liver or kidney damage

People with Wilson's Disease should consult
their personal doctor if the amount of copper
in their water exceeds the action level
Cyanide (as free
cyanide)
Fluoride

0.2

0.2

0.07

Nerve damage or thyroid problems

Discharge from steel/metal factories; discharge from plastic and fertilizer factories

4

4

1.5

Bone disease (pain and tenderness of the
bones); Children may get mottled teeth

Water additive which promotes strong
teeth; erosion of natural deposits;
discharge from fertilizer and aluminium
factories

(Continued on next page)
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Lead

TT8;

zero

0.01

Action
Level=0.015
Mercury
(inorganic)
Nitrate and
Nitrite
(measured as
Nitrogen)

0.002

0.002

10

10

Infants and children: Delays in physical or
mental development; children could show
slight deficits in attention span and learning

Corrosion of household plumbing systems; erosion of natural deposits

Adults: Kidney problems; high blood pressure

0.001

Erosion of natural deposits; discharge
from refineries and factories; runoff from
landfills and croplands

Kidney damage

Infants below the age of six months who drink Runoff from fertilizer use; leaching from
50
As total water containing nitrate in excess of the MCL septic tanks, sewage; erosion of natural
deposits
nitrogen could become seriously ill and, if untreated,
may die. Symptoms include shortness of
breath and blue-baby syndrome.

Selenium

0.05

0.05

Thallium

0.0005

0.002

0.01

Hair or fingernail loss; numbness in fingers or Discharge from petroleum refineries;
erosion of natural deposits; discharge
toes; circulatory problems
from mines
Hair loss; changes in blood; kidney, intestine, Leaching from ore-processing sites;
or liver problems
discharge from electronics

The Secondary Drinking Water Regulations established
by the EPA set non-mandatory water quality standards
for 15 contaminants. Some are listed below. EPA does
not enforce these "secondary maximum contaminant
levels". "SMCLs" were established only as guidelines
to assist public water systems in managing their
drinking water for aesthetic considerations, such as
taste, color and odor. Contaminants listed as SMCLs
are not considered to present a risk to human health and

no action is required if drinking water levels exceed
these. Is this in the public’s best interest? EPA and
WHO (World Health Organization) thinks so. It must be
noted, however, that MCLs or SMCLs have been
adjusted downward over time, mostly because our
knowledge and testing ability improved in the last few
decades. As more health problems are linked to chemical
exposure, further adjustments may be anticipated.
Table 3: Secondary Maximum Contaminant Levels

Contaminant

Secondary MCL

WHO guidelines

Noticeable Effects above the Secondary MCL

Aluminum

0.05 to 0.2 mg/L

0.2 mg/L

colored water

Chloride

250 mg/L

250 mg/L

salty taste

Color

15 color units

Not mentioned

visible tint

Copper

1.0 mg/L

2.0 mg/L

metallic taste; blue-green staining

Corrosivity

Non-corrosive

Not mentioned

metallic taste; corroded pipes/ fixtures staining

Fluoride

2.0 mg/L

1.5 mg/L

tooth discoloration

Foaming agents

0.5 mg/L

Not mentioned

frothy, cloudy; bitter taste; odor

Iron

0.3 mg/L

0.01 mg/L

rusty color; sediment; metallic taste; reddish or orange staining

Manganese

0.05 mg/L

0.05 mg/L

black to brown color; black staining; bitter metallic taste

Odor

3 TON (threshold odor
number)

Not mentioned

"rotten-egg", musty or chemical smell

pH

6.5 - 8.5

Silver

0.1 mg/L

No guideline

skin discoloration; graying of the white part of the eye

Sulfate

250 mg/L

500 mg/L

salty taste

Total Dissolved
Solids (TDS)

500 mg/L

Not mentioned

hardness; deposits; colored water; staining; salty taste

Zinc

5 mg/L

3 mg/L

metallic taste
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Federal Regulations for Bottled Water
The regulatory jungle gets more dense when we include
bottled water. In the U.S., bottled water and tap water
are regulated by two different agencies; the FDA
regulates bottled water and the EPA regulates tap water
(also referred to as municipal water or public drinking
water).

Some bottled water comes from municipal sources--in
other words--the tap. According to government and
industry estimates, about one fourth of bottled water is
bottled tap water (and by some accounts, as much as 40
percent is derived from tap water). It is a good thing
that municipal water is usually treated before it is
bottled.

The FDA regulates bottled water as a food, and
regulations are relatively lax. FDA describes bottled
water as water that is intended for human consumption
and that is sealed in bottles or other containers with no
added ingredients except that it may contain safe and
suitable antimicrobial agents. Fluoride may also be
added within the limits set by the FDA. The name of
the food is "bottled water" or "drinking water." FDA
has also defined various other types of bottled water,
such as "artesian water," "artesian well water," "ground
water," "mineral water," "purified water," "sparkling
bottled water," and "spring water”. From the list below
we see that the origin of bottled water is not necessarily
what we are made to believe by clever advertising.

Under the standard of quality, FDA establishes
allowable levels for contaminants in bottled water.
There are microbiological standards that set allowable
coliform levels; physical standards that set allowable
levels for turbidity, color and odor; and radiological
standards that set levels for radium-226 and radium228 activity, alpha-particle activity, and beta particle
and photon radioactivity. The standard of quality also
includes allowable levels for more than 70 different
chemical contaminants.

Table 4. Defining types of bottled water.
TYPE
Artesian
Water
Mineral
Water

Purified
Water

DEFINITION
Water from a well tapping a confined aquifer
in which the water level stands at some height
above the top of the aquifer.
Water containing not less than 250 ppm total
dissolved solids that originates from a geologically and physically protected underground
water source. Mineral water is characterized by
constant levels and relative proportions of minerals and trace elements at the source. No minerals may be added to mineral water.
Water that is produced by distillation, deionization, reverse osmosis or other suitable processes and that meets the definition of "purified
water" in the U.S. Pharmacopeia, 23d Revision, Jan. 1, 1995. As appropriate, also may be
called "demineralized water," "deionized water," "distilled water," and "reverse osmosis
water."

Sparkling
Bottled
Water

Water that, after treatment and possible replacement of carbon dioxide, contains the same
amount of carbon dioxide that it had at emergence from the source.

Spring
Water

Water derived from an underground formation
from which water flows naturally to the surface
of the earth at an identified location. Spring
water may be collected at the spring or through
a bore hole tapping the underground formation
feeding the spring.
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What happens if bottled water contains a substance at a
level greater than that allowed under the quality
standard? FDA states that when the microbiological,
physical, chemical or radiological quality of bottled
water is below that prescribed in the quality standard,
the label of the bottled water bottle must contain a
statement of substandard quality, such as "Contains
Excessive Bromate," "Contains Excessive Bacteria," or
"Excessively Radioactive."!! FDA states that bottled
water, unlike tap water, ‘may contain a safe and
suitable antimicrobial agent.’ Fluoride may also be
added to bottled water within the limits set by the FDA.
The Exploding (and troublesome) Bottled Water
Market
There has been an explosion in bottled water use in the
United States, driven in large measure by marketing
designed to convince the public of bottled water's
purity and safety, and capitalizing on public concern
about tap water quality. On average, people spend
about $400/yr on bottled water.
Some marketing is misleading, implying the bottled
water comes from pristine sources when it does not.
For example, NRDC (National Resource Defense
Council) evaluated and tested a number of bottled
water brands. One brand of ‘Spring Water’ showed a
label picturing a lake and mountains, but the water
actually came from a well in an industrial facility's
parking lot, near a hazardous waste dump. Investigators
found that it was periodically contaminated with
industrial chemicals at levels above FDA standards.
Arsenic has been a problem with bottled water for
some time. In 1985, the arsenic levels of 23 mineral
waters on sale to the public in the United Kingdom
were measured. The statutory limits of 50 mcg/L
(0.05mg/L) for natural mineral waters and 100 mcg/L
(Continued on next page)
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(0.1mg/L) for non-alcoholic beverages were exceeded by
the French mineral water, Vichy Célestins, which was
found to contain 220 mcg/L. Regular consumption of
mineral water of such elevated concentration could make
a significant contribution to the intake of the more toxic
inorganic species of arsenic, with possible adverse longterm effects on the health of some individuals.
On March 27, 2007, the FDA send out a news release,
warning consumers not to drink the mineral water
“Jermuk”. This brand of bottled water, recalled because
of its high arsenic count, is imported from Armenia and
distributed under different labels in California. Five
brands of these products have been recalled since March
7, 2007.
Just recently, the German government issued a warning
about Uranium in bottled ‘mineral water’. Foodwatch
reported that every 8th brand of bottled water contains
elevated uranium levels. Test values of 55 brands of
bottled water showed uranium levels greater than the
maximum contaminant level of 2mcg/l. The German
Environmental Protection Agency send out a warning
that an elevated uranium content of water may cause
kidney problems, particularly in infants and young
children.
Major Regulatory Gaps
The FDA regulates water as a food and it has been
forced to adapt to EPA water rules. However, FDA rules
completely exempt 60-70 percent of the bottled water
sold in the United States from the agency's bottled water
standards, because FDA says its rules do not apply to
water packaged and sold within the same state. Nearly
40 states say they do regulate such waters (generally
with few or no resources dedicated to policing this);
therefore, about one out of five states do not.
The Natural Resources Defense Council (NRDC)
performed testing on bottled water and contracted with
an independent data verification firm to confirm the
accuracy of its test results. They found:



Nearly one in four of the waters tested (23 of the 103
waters, or 22 percent) violated strict applicable state
(California) limits for bottled water in at least one
sample, most commonly for arsenic or certain cancercausing man-made ("synthetic") organic compounds.
Another three waters sold outside of California (3
percent of the national total) violated industryrecommended standards for synthetic organic
compounds in at least one sample, but unlike in
California, those industry standards were not enforceable
in the states (Florida and Texas) in which they were
sold.



Nearly one in five tested waters (18 of the 103, or 17
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percent) contained, in at least one sample, more bacteria
than allowed under microbiological -purity
"guidelines" (which are unenforceable sanitation
guidelines) adopted by some states, the industry, and the
EU.



About one fifth of the waters contained synthetic
organic chemicals -- such as industrial chemicals (e.g.,
toluene or xylene) or chemicals used in manufacturing
plastic (e.g., phthalate, adipate, or styrene) -- in at least
one sample, but generally at levels below state and
federal standards. One sample contained phthalate -- a
carcinogen that leaches from plastic -- at a level twice
the tap water standard, but there is no bottled water
standard for this chemical; two other samples from
different batches of this same water contained no
detectable phthalate.
As mentioned before, arsenic is often a problem in
drinking water. The NDRC tests found that many waters
contained arsenic, nitrates, or other inorganic contaminants at levels below current standards. While in most
cases the levels found were not surprising, in eight cases
arsenic was found at a level of potential health concern.
For purposes of comparison, it has to be noted that EPA
reported that in 1996 about 1 in 10 community tap water
systems (serving about one seventh of the U.S.
population) violated EPA's tap water treatment or
contaminant standards, and 28 percent of tap water
systems violated significant water-monitoring or
reporting requirements. The tap water of more than 32
million Americans (and perhaps more) exceeds 2 parts
per billion (ppb) arsenic (the California Proposition 65
warning level, applicable to bottled water, is 5 ppb); and
80 to 100 million Americans drink tap water that
contains very significant trihalomethane levels (over 40
ppb). Thus, while much tap water is supplied by systems
that have violated EPA standards or that serve water
containing substantial levels of risky contaminants,
apparently the majority of the country's tap water passes
EPA standards. Therefore, while much tap water is
indeed risky, having compared available data we
conclude that there is no assurance that bottled water is
any safer than tap water.
While each city’s water treatment plant regularly
performs water tests, and this information is available to
its consumers, water quality also depends on the pipes in
which it flows. Water from households with older pipes
may have a higher metal count, and many factors
influence the metal concentration. Rusty or corroding
pipes may result in a metallic-tasting rusty water that is
high in iron, and iron supports bacteria growth. Lead
pipes have long been banned, because lead intoxication
(Continued on next page)
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due to lead-containing drinking water was found to be a
problem, especially for children. Houses built before
1970 may still have lead pipes, but if your home has
been modernized since 1970 and all of its pipe-work
replaced -from the water company's stop valve outside
your home to the kitchen tap-, there should be no lead
pipe on your property. Be aware that frequent soldering
of metal pipes affects the quality of drinking water, and
copper pipes can be a source of copper-intoxication,
leading to neurological and other disorders.
The metal content of water is easily tested, but it must be
noted that sampling is important. To find out how pipes
affect the metal content of your water, you must take the
sample first thing in the morning. That water sat in the
pipes overnight and testing determines how much metal
pipes affected the metal content of your water. If we are
less concerned about the pipes, but are interested in the
actual city water (or well water) quality, we must let the
water run for 5 minutes before sampling.
Collection tubes can be contaminated, especially if they
were cleaned in a dishwasher. It is best to rinse out
collection tubes several times with the water to be tested.
If these simple, but important sampling precautions are
taken, test results will be a good indicator of your
drinking water quality.
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News and Views
by: Jack Kessinger, DC, ND, DABCI
Board Certified Internist

Reported in the June 4, 09 issue of the New England
Journal of Medicine, “chronic obstructive pulmonary
disease (COPD) is a major cause of illness and death
throughout the world. It affects about 10% of the
general population, but its prevalence among heavy
smokers can reach 50%. COPD is the fourth leading
cause of death in most industrialized countries, and is
projected to be the third leading cause of death
worldwide by 2020.”
Tobacco smoke is the primary cause for development of
COPD. Among other complications, tobacco smoke
down regulates vascular endothelial growth factor,
which is required for the growth and survival of endothelial and alveolar cells. Tobacco smoke also increases
the numbers of neutrophil elastase and macrophage
proteinases in the lungs of smokers. Elastase breaks
down elastin, an elastic fiber, that together with collagen, determines the mechanical properties of connective
tissue. Collagen is the main protein of connective tissue
in animals and the most abundant protein in mammals;
making up to 25% to 35% of the whole-body protein
content. The relationship between elastin degradation
and emphysema is well known.
Alpha 1 antitrypsin deficiency is a genetic disorder.
Researchers have long reported that a deficiency in alpha
-1-antitrypsin (A-1-AT) is associated with emphy-sema.
Its function is to inhibit neutrophil elastase. Eriksson
reported in “Acta Med Scand in 1964” that a deficiency
of Alpha-1-Antitrypsin is associated with emphysema.
Another major effect of smoking is the paralysis and
destruction of the cilia and alveoli. As the cilia are being
destroyed, the tar and other chemical debris that cigarette
smoke (and other inhalants) contain cannot be
effectively removed from the lungs. Accumulations of
debris and mucous building up in the lungs, sets the
stage for infection.
Allopathic treatment for COPD consists primarily of
short-acting bronchodilators (to relieve symptoms), long
acting medicines (like symbicort) to reduce inflamemation and ease constriction.
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Alternative treatment consists of several therapies whose
effectiveness are well documented. In addition to
specific nutrients essential for the overall health of the
respiratory system and mucolytic agents, regular
exercise is necessary for improving circulation and
increased endurance.
Vitamin C is an antioxidant that is required in immune
functions and the manufacture of the all essential
collagen.
Arginine is an amino acid necessary for the formation of
nitric oxide (NO). NO is necessary for the health of all
endothelial cells.
Quercetin is a powerful antioxidant that has been shown
to inhibit mast cell degranulation.
N-aetyl Cysteine (NAC) is an amino acid that reduces
the viscosity of mucous. NAC also recharge the all
important cellular glutathione. Low glutathione levels
have been shown to be associated with a variety of
chronic conditions. Supplementation with NAC can raise
glutathione.
Glutathione is not considered an essential nutrient, since
it can be synthesized from the amino acids L-cysteine, L
-glutamic acid and glycine.
Bromelain also has proven mucolytic properties, and
decreases bronchial secretions. It is believed these
actions are responsible for the particular effectiveness in
respiratory tract diseases. Bromelain is a proteolytic
enzyme and must be given on an empty stomach or it
will digest food as it travels in the digestive tract.
Therefore, its effectiveness is reduced before being
absorbed into the tissue spaces.
Stinging Nettle (Urtica dioica) has been shown to reduce
viral infections and components have been shown to
block important enzymes within the arachidonic acid
cascade as well as having proven their effectiveness in a
single ingredient clinical trial.
Panax ginseng are adsptogens and have shown
considerable health benefits in animal studies. Ginseng
is among the most popular botanical supplements used
by athletes. P ginseng has been shown to increase the
activity of glutathione and super oxide dismutase.
There are many proven alternative therapies which are
effective for long term care for COPD. As a matter of
fact, they are much more effective for long term
treatment for COPD than short term bronchodialors. 
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Critical Alert: The
Swine Flu Pandemic
Fact or Fiction?
by: Dr. Joseph Mercola

Printed with permission of Dr. Joseph Mercola
www.mercola.com.
American health officials declared a public health emergency as cases of swine flu were confirmed in the U.S.
Health officials across the world fear this could be the
leading edge of a global pandemic emerging from Mexico, where seven people are confirmed dead as a result of
the new virus.
On Wednesday April 29th, the World Health Organization (WHO) raised its pandemic alert level to five on its
six-level threat scale,1 which means they've determined
that the virus is capable of human-to-human transmission. The initial outbreaks across North America reveal
an infection already traveling at higher velocity than did
the last official pandemic strain, the 1968 Hong Kong
flu.
Phase 5 had never been declared since the warning system was introduced in 2005 in response to the avian influenza crisis. Phase 6 means a pandemic is under way.
Several nations have imposed travel bans, or made plans
to quarantine air travelers2 that present symptoms of the
swine flu despite the fact that WHO now openly states it
is not possible to contain the spread of this infection and
recommends mitigation measures, not restricting travel
or closing borders.
Just What is a Pandemic Anyway?
A pandemic does not necessarily mean what you think it
does, it is NOT black-plague carts being hauled through
the streets piled high with dead bodies. Nor does it mean
flesh eating zombies wandering the streets feeding on
the living. All a pandemic means is that a new infectious
disease is spreading throughout the world.
By definition, a "pandemic" is an epidemic that is geographically widespread. Fear-mongers are always careful
to add the innuendo that millions of people could and
probably will die, as in the Spanish Flu pandemic of
1918 that killed about 20 million people worldwide.
How does the death of even a few hundred equate to 20
million?

Much Fear Mongering Being Promoted
I suspect you have likely been alarmed by the media's
coverage of the swine flu scare. It has a noticeable
subplot - preparing you for draconian measures to combat a future pandemic as well as forcing you to accept
the idea of mandatory vaccinations.
On April 27, Time magazine published an article which
discusses how dozens died and hundreds were injured
from vaccines as a result of the 1976 swine flu fiasco,
when the Ford administration attempted to use the infection of soldiers at Fort Dix as a pretext for a mass vaccination of the entire country.
Despite acknowledging that the 1976 farce was an example of “how not to handle a flu outbreak”, the article still
introduces the notion that officials “may soon have to
consider whether to institute draconian measures to combat the disease”.
Fear has become so widespread that Egypt has ordered
the slaughter of the country's 300,000 pigs, even though
no cases have been reported there. At least this threatened epidemic has provided a source of amusement as it
has generated even more ludicrous behavior.
Fortunately some respectable journalists recognize this
and are seeking to spread a voice of reason to the fear
that is being promoted in the majority of the media.
This is NOT the First Swine Flu Panic
My guess is that you can expect to see a lot of panic over
this issue in the near future. But the key is to remain
calm -- this isn't the first time the public has been
warned about swine flu. The last time was in 1976, right
before I entered medical school and I remember it very
clearly. It resulted in the massive swine flu vaccine campaign.
Do you happen to recall the result of this massive campaign? Within a few months, claims totaling $1.3 billion
had been filed by victims who had suffered paralysis
from the vaccine. The vaccine was also blamed for 25
deaths.
However, several hundred people developed crippling
Guillain-Barré Syndrome after they were injected with
the swine flu vaccine. Even healthy 20-year-olds ended
up as paraplegics. And the swine flu pandemic itself? It
never materialized.
More People Died From the Swine Flu Vaccine than
Swine Flu!
It is very difficult to forecast a pandemic, and a rash response can be extremely damaging. To put things into
perspective, malaria kills 3,000 people EVERY DAY,
and it's considered "a health problem"... But of course,
there are no fancy vaccines for malaria that can rake in
billions of dollars in a short amount of time.
(Continued on next page)
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One Australian news source,3 for example, states that
even a mild swine flu epidemic could lead to the deaths
of 1.4 million people and would reduce economic
growth by nearly $5 trillion dollars.
Give me a break, if this doesn't sound like the outlandish
cries of the pandemic bird-flu I don't know what does.
Do you remember when President Bush said two million
Americans would die as a result of the bird flu?
In 2005, in 2006, 2007, and again in 2008, those fears
were exposed as little more than a cruel hoax, designed
to instill fear, and line the pocketbooks of various individuals and industry. I became so convinced by the evidence AGAINST the possibility of a bird flu pandemic
that I wrote a New York Times bestselling book, The
Bird Flu Hoax, all about the massive fraud involved with
the epidemic that never happened.
What is the Swine Flu?
Regular swine flu is a contagious respiratory disease,
caused by a type-A influenza virus that affects pigs. The
current strain, A(H1N1), is a new variation of an H1N1
virus, which causes seasonal flu outbreaks in humans,
that also contains genetic material of bird and pig versions of the flu.
Symptoms include:
 Fever of more than 100
 Coughing
 Runny nose and/or sore throat
 Joint aches
 Severe headache
 Vomiting and/or diarrhea
 Lethargy
 Lack of appetite
Interestingly enough, this version has never before been
seen in neither human nor animal, which I will discuss a
bit later.
This does sound bad. But not so fast. There are a few
reasons to not rush to conclusions that this is the deadly
pandemic we've been told would occur in the near future
(as if anyone could predict it without having some sort
of inside knowledge).
Current State of Swine Flu Spread
As of May 16, 2009, 34 countries have officially reported 8,451 cases of influenza A(H1N1) infection and
only 65 deaths in the ENTIRE world from this illness.
At this time 70 of the deaths are from people born in
Mexico.
Why Mexico? Well overcrowding, poor nutrition and
overall poor immunity, all of which are indigenous to
Mexico will radically increase your risk of death from
almost any infection.
Interestingly there are no official reports of just who
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these people are that died. Are they elderly or infirm
people, are they already chronically ill? Are they under 5
years old? Or perhaps someone who could just as easily
be killed by the common cold or a slip and fall? These
are important questions that have not been answered.
The number of fatalities, and suspected and confirmed
cases across the world change depending on the source,
so your best bet -- if you want the latest numbers -- is to
use Google Maps' Swine Flu Tracker. There is also an
experimental version for Mexico.
But "officially" the most recent numbers according to
the World Health Organization's Epidemic and
Pandemic Alert and Response sites are:
Country
Cases
Deaths
United States
4714
3*
Mexico
2895
66
Canada
496
1
Spain
100
0
UK
78
0
Panama
43
0
France
14
0
Germany
14
0
Colombia
10
0
Italy
9
0
Brazil
8
0
Costa Rica
9
1
Israel
7
0
New Zealand
7
0
China
4
0
El Salvador
4
0
Japan
4
0
Cuba
3
0
Guatemala
3
0
Korea
3
0
Netherlands
3
0
Finland
2
0
Norway
2
0
Sweden
2
0
Thailand
2
0
Additionally, the following countries each have 1
reported case of swine flu and no deaths.






Argentina
Australia
Austria
Belgium
Denmark






Ireland
Poland
Portugal
Switzerland

(Continued on next page)
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*The United States has had 4,714 confirmed cases, and
three deaths. On April 29th CNN reported the first swine
fatality in the US, however this was actually a toddler
whose family had recently crossed from Mexico into
Texas. The second US swine flu death was a Texas
woman, from Cameron County in the extreme southern
tip of the state, was in her 30s. Health authorities said
she had "chronic underlying health conditions that put
her at high risk of flu complications". They did not
elaborate or provide any other details on the woman and
this woman could have been from Mexico also.
Swine Flu is a WEAK Virus
It is important to note that nearly all suspected new cases
have been reported as mild. Preliminary scientific evidence is also pointing out that this virus is NOT as potent as initially thought.
Wired Magazine reported on May 4 that Lawrence Livermore National Laboratory computer scientists did not
find similarities between swine flu and historical strains
that spread widely, with catastrophic effect. Their findings are based on just one complete sample and several
fragmentary samples of swine flu, but fit with two other
early analyses.
Personally, I am highly skeptical. It simply doesn't add
up to a real pandemic.
But it does raise serious questions about where this
brand new, never before seen virus came from, especially since it cannot be contracted from eating pork
products, and has never before been seen in pigs, and
contains traits from the bird flu -- and which, so far, only
seems to respond to Tamiflu. Are we just that lucky, or...
what?
Your Fear Will Make Some People VERY Rich in
Today's Crumbling Economy
Tamiflu (oseltamivir phosphate) is approved for treatment of uncomplicated influenza A and B in children 1
year of age or older. It is also approved for prevention of
influenza in people 13 years or older. It’s part of a group
of anti-influenza drugs called neuraminidase inhibitors,
which work by blocking a viral enzyme that helps the
influenza virus to invade cells in your respiratory tract.
According to the Associated Press at least one financial
analyst estimates up to $388 million worth of Tamiflu
sales in the near future10 -- and that's without a pandemic
outbreak.
More than half a dozen pharmaceutical companies, including Gilead Sciences Inc., Roche, GlaxoSmithKline
and other companies with a stake in flu treatments and
detection, have seen a rise in their shares in a matter of
days, and will likely see revenue boosts if the swine flu
outbreak continues to spread.
Swine flu is extremely convenient for governments that
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would have very soon have to dispose of billions of dollars of Tamiflu stock, which they bought to counter
avian flu, or H5N1. The US government ordered 20 million doses, costing $2 billion, in October, 2005, and
around that time the UK government ordered 14.6 million doses. Tamiflu’s manufacturer, Roche, has confirmed that the shelf life of its anti-viral is three years.
As soon as Homeland Security declared a health emergency, 25 percent -- about 12 million doses -- of Tamiflu
and Relenza treatment courses were released from the
nation's stockpile. However, beware that the declaration
also allows unapproved tests and drugs to be administered to children. Many health- and government officials
are more than willing to take that chance with your life,
and the life of your child. But are you?
Tamiflu Loaded With Side Effects, Including Death
and Can Only Reduce Symptoms by 36 Hours at
BEST
Please realize that Tamiflu is NOT a safe drug. Serious
side effects include convulsions, delirium or delusions,
and 14 deaths in children and teens as a result of neuropsychiatric problems and brain infections. Japan actually
banned Tamiflu for children in 2007.
Remember, Tamiflu went through some rough times not
too long ago, as the dangers of this drug came to light
when, in 2007, the FDA finally began investigating
some 1,800 adverse event reports related to the drug.
Additionally common side effects of Tamiflu include:
 Nausea
 Dizziness
 Vomiting
 Fatigue
 Diarrhea
 Cough
 Headache
All in all, the very symptoms you're trying to avoid. Additionally, Tamiflu has been reported to be ineffective
against seasonal flu outbreaks, and may not be sufficient
to combat an epidemic or pandemic.
But making matters worse, some patients with influenza
are at HIGHER risk for secondary bacterial infections
when on Tamiflu. And secondary bacterial infections, as
I mentioned earlier, was likely the REAL cause of the
mass fatalities during the 1918 pandemic!
But here’s the real kicker.
When Tamiflu is used as directed (twice daily for 5
days) it can ONLY reduce the duration of your influenza
symptoms by 1 to 1 ½ days, according to the official
data.
Why on earth would anyone want to take a drug that has
a chance of killing you, was banned in Japan, is loaded
with side effects that mimic the flu itself, costs over
$100, and AT BEST can only provide 36 hours of
SYMPTOM relief. Just doesn't make any sense.
(Continued on next page)
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Please recognize that there is serious revenue in Tamiflu.
The Financial Times reports that governments around
the world have previously stockpiled 220 million doses
in preparation for a pandemic that has yet to appear. The
cost of this preparation is $7 billion dollars.

tested in clinical trials to determine safety and effectiveness, which puts us right back where I started this article
with a potential repeat of the last dangerous swine flu
vaccine, which destroyed the lives of hundreds of
people.

Should You Accept a Flu Vaccine -- Just to be Safe?
As stated in the New York Times14 and elsewhere, flu
experts have no idea whether the current seasonal flu
vaccine would offer any protection whatsoever against
this exotic mutant, and it will take months to create a
new one.

Topping the whole mess off, of course, is the fact that if
the new vaccine turns out to be a killer, the pharmaceutical companies responsible are immune from lawsuits -something I've also warned about before on numerous
occasions.

Despite this lack of effectiveness, governments around
the world have ordered 90 million doses of swine flu
vaccine that has NO proven effectiveness and a history
of causing crippling neurologic disease.
But let me tell you, getting vaccinated now would not
only offer no protection and potentially cause great
harm, it would most likely be loaded with toxic mercury
which is used as a preservative in most flu vaccines.
I've written extensively about the numerous dangers (and
ineffectiveness) of flu vaccines, and why I do not recommend them to anyone. So no matter what you hear -even if it comes from your doctor -- don't get a regular
flu shot. They rarely work against seasonal flu...and certainly can't offer protection against a never-before-seen
strain.
Currently, the antiviral drugs Tamiflu and Relenza are
the only drugs that appear effective against the (human
flu) H1N1 virus, and I strongly believe taking Tamiflu to
protect yourself against this new virus could be a serious
mistake -- for all the reasons I already mentioned above.
But in addition to the dangerous side effects of Tamiflu,
there is also growing evidence of resistance against the
drug. In February, the pre-publication and preliminary
findings journal called Nature Precedings published a
paper on this concern, stating15:
The dramatic rise of oseltamivir [Tamiflu]
resistance in the H1N1 serotype in the
2007/2008 season and the fixing of H274Y in the
2008/2009 season has raised concerns regarding individuals at risk for seasonal influenza, as
well as development of similar resistance in the
H5N1 serotype [bird flu].
Previously, oseltamivir resistance produced
changes in H1N1 and H3N2 at multiple
positions in treated patients. In contrast, the
recently reported resistance involved patients
who had not recently taken oseltamivir.
It's one more reason not to bother with this potentially
dangerous drug. And, once a specific swine flu drug is
created, you can be sure that it has not had the time to be

Unfortunately, those prospects won't stop the governments of the world from mandating the vaccine -- a scenario I hope we can all avoid.
How to Protect Yourself Without Dangerous Drugs
and Vaccinations
For now, my point is that there are always going to be
threats of flu pandemics, real or created, and there will
always be potentially toxic vaccines that are peddled as
the solution. But you can break free of that whole drugsolution trap by following some natural health principles.
I have not caught a flu in over two decades, and you can
avoid it too, without getting vaccinated, by following
these simple guidelines, which will keep your immune
system in optimal working order so that you're far less
likely to acquire the infection to begin with.
Optimize your vitamin D levels. As I've previously
reported, optimizing your vitamin D levels is one of the
absolute best strategies for avoiding infections of ALL
kinds, and vitamin D deficiency is likely the TRUE
culprit behind the seasonality of the flu -- not the flu
virus itself.
This is probably the single most important and least expensive action you can take. I would STRONGLY urge
you to have your vitamin D level monitored to confirm
your levels are therapeutic at 50-70 ng/ml and done by a
reliable vitamin D lab like Lab Corp.
For those of you in the US we hope to launch a vitamin
D testing service through Lab Corp that allows you to
have your vitamin D levels checked at your local blood
drawing facility, and relatively inexpensively. We hope
to offer this service by June 2009.
If you are coming down with flu like symptoms and
have not been on vitamin D you can take doses of
50,000 units a day for three days to treat the acute
infection. Some researchers like Dr. Cannell, believe the
dose could even be as high as 1000 units per pound of
body weight for three days.
However, most of Dr. Cannell's work was with seasonal
and not pandemic flu. If your body has never been
exposed to the antigens there is chance that the vitamin
(Continued on next page)
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D might not work. However the best bet is to maintain
healthy levels of vitamin D around 60 ng/ml.

identify a simple chemical-free soap that you can switch
your family to.

BUT to keep this in perspective the regular flu, not the
swine flu, has killed 13,000 in the US since January. But
there is strong support that these types of figures are
grossly exaggerated to increase vaccine sales. However,
the fact remains that the regular flu at this point in time
is FAR more dangerous than the swine flu and were you
worried about the regular flu before the media started
talking this up?

Eat Garlic Regularly. Garlic works like a broadspectrum antibiotic against bacteria, virus, and protozoa
in the body. And unlike with antibiotics, no resistance
can be built up so it is an absolutely safe product to use.
However, if you are allergic or don't enjoy garlic it
would be best to avoid as it will likely cause more harm
than good.

Avoid Sugar and Processed Foods. Sugar decreases the
function of your immune system almost immediately,
and as you likely know, a strong immune system is key
to fighting off viruses and other illness. Be aware that
sugar is present in foods you may not suspect, like
ketchup and fruit juice.
Get Enough Rest. Just like it becomes harder for you to
get your daily tasks done if you're tired, if your body is
overly fatigued it will be harder for it to fight the flu. Be
sure to check out my article Guide to a Good Night's
Sleep for some great tips to help you get quality rest.
Have Effective Tools to Address Stress. We all face
some stress every day, but if stress becomes overwhelming then your body will be less able to fight off the flu
and other illness.
If you feel that stress is taking a toll on your health, consider using an energy psychology tool such as the Emotional Freedom Technique (EFT), which is remarkably
effective in relieving stress associated with all kinds of
events, from work to family to trauma. You can check
out my free, 25-page EFT manual for some guidelines
on how to perform EFT.
Exercise. When you exercise, you increase your circulation and your blood flow throughout your body. The
components of your immune system are also better circulated, which means your immune system has a better
chance of finding an illness before it spreads. You can
review my exercise guidelines for some great tips on
how to get started.
Take a good source of animal based omega-3 fats like
Krill Oil. Increase your intake of healthy and essential
fats like the omega-3 found in krill oil, which is crucial
for maintaining health. It is also vitally important to
avoid damaged omega-6 oils that are trans fats and in
processed foods as it will seriously damage your immune response.
Wash Your Hands. Washing your hands will decrease
your likelihood of spreading a virus to your nose, mouth
or other people. Be sure you don't use antibacterial soap
for this -- antibacterial soaps are completely unnecessary, and they cause far more harm than good. Instead,
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Avoid Hospitals and Vaccines. In this particular case,
I'd also recommend you stay away from hospitals unless
you're having an emergency, as hospitals are prime
breeding grounds for infections of all kinds, and could
be one of the likeliest places you could be exposed to
this new bug. Vaccines will not be available for six
months at the minimum but when available they will be
ineffective and can lead to crippling paralysis like Guillain-Barré Syndrome just as it did in the 70s.
Factory Farming May be Source of Swine Flu
Another theory as to the cause of Swine Flu might be
factory farming. In the United States, pigs travel coast to
coast. They can be bred in North Carolina, fattened in
the corn belt of Iowa, and slaughtered in California.
While this may reduce short-term costs for the pork industry, the highly contagious nature of diseases like influenza (perhaps made further infectious by the stresses
of transport) needs to be considered when calculating the
true cost of long-distance live animal transport.
The majority of U.S. pig farms now confine more than
5,000 animals each. With a group of 5,000 animals, if a
novel virus shows up it will have more opportunity to
replicate and potentially spread than in a group of 100
pigs on a small farm.
With massive concentrations of farm animals within
which to mutate, these new swine flu viruses in North
America seem to be on an evolutionary fast track, jumping and re-assorting between species at an unprecedented
rate.
Why a True Bird or Swine Flu Pandemic is HIGHLY
Unlikely
While in my opinion it is highly likely factory farming is
responsible for producing this viral strain, I believe there
is still no cause for concern.
You may not know this, but all H1N1 flu's are descendants of the 1918 pandemic strain. The reason why the
flu shot may or may not work, however, from year to
year, is due to mutations. Therefore, there's no vaccine
available for this current hybrid flu strain, and naturally,
this is feeding the fear that millions of people will die
before a vaccine can be made.
(Continued on next page)
83

However, let me remind you of one very important
fact here.
Just a couple of months ago, scientists concluded that the
1918 flu pandemic that killed between 50-100 million
people worldwide in a matter of 18 months -- which all
these worst case scenarios are built upon -- was NOT
due to the flu itself!4 Instead, they discovered the real
culprit was strep infections.
People with influenza often get what is known as a
"superinfection" with a bacterial agent. In 1918 it
appears to have been Streptococcus pneumoniae.
Since strep is much easier to treat than the flu using
modern medicine, a new pandemic would likely be
much less dire than it was in the early 20th century, the
researchers concluded.
Others, such as evolutionary biologist Paul Ewald,5
claim that a pandemic of this sort simply cannot happen,
because in order for it to occur, the world has to change.
Not the virus itself, but the world.
In a previous interview for Esquire magazine, in which
he discusses the possibility of a bird flu pandemic, he
states:
"They think that if a virus mutates, it's an evolutionary event. Well, the virus is mutating
because that is what viruses and other pathogens do. But evolution is not just random
mutation. It is random mutation coupled with
natural selection; it is a battle for competitive
advantage among different strains generated by
random mutation.
For bird flu to evolve into a human pandemic,
the strain that finds a home in humanity has to
be a strain that is both highly virulent and
highly transmissible. Deadliness has to translate
somehow into popularity; H5N1 has to find a
way to kill or immobilize its human hosts, and
still find other hosts to infect. Usually that
doesn't happen."

bird flu -- a pathogen that both kills and spreads, in
birds, but not in humans.
Says Ewald:
"We know that H5N1 is well adapted to birds. We
also know that it has a hard time becoming a
virus that can move from person to person. It has
a hard time without our doing anything. But we
can make it harder. We can make sure it has no
human population in which to evolve transmissibility. There is no need to rely on the mass
extermination of chickens. There is no need to
stockpile vaccines for everyone.
By vaccinating just the people most at risk - the
people who work with chickens and the
caregivers - we can prevent it from becoming
transmissible among humans. Then it doesn't
matter what it does in chickens."
Please remember that, despite the fantastic headlines and
projections of MILLIONS of deaths, the H5N1 bird flu
virus killed a mere 257 people worldwide since late
2003. As unfortunate as those deaths are, 257 deaths
worldwide from any disease, over the course of five
years, simply does not constitute an emergency worthy
of much attention, let alone fear!
Honestly, your risk of being killed by a lightning strike
in the last five years was about 2,300 percent higher than
your risk of contracting and dying from the bird flu.6 I'm
not kidding! In just one year (2004), more than 1,170
people died from lighting strikes, worldwide.7
So please, as the numbers of confirmed swine flu cases
are released, keep a level head and don't let fear run
away with your brains.
Where did This Mysterious New Animal-Human Flu
Strain Come From?
Alongside the fear-mongering headlines, I've also seen
increasing numbers of reports questioning the true nature
of this virus. And rightfully so.

Ewald goes on to explain that evolution in general is all
about trade-offs, and in the evolution of infections the
trade-off is between virulence and transmissibility.

Could a mixed animal-human mutant like this occur
naturally? And if not, who made it, and how was it
released?

What this means is that in order for a "bird flu" or
"swine flu" to turn into a human pandemic, it has to find
an environment that favors both deadly virulence and
ease of transmission.

Not one to dabble too deep in conspiracy theories, I don't
have to strain very hard to find actual facts to support the
notion that this may not be a natural mutation, and that
those who stand to gain have the wherewithal to pull off
such a stunt.

People living in squalor on the Western Front at the end
of World War I generated such an environment, from
which the epidemic of 1918 could arise.
Likewise, crowded chicken farms, slaughterhouses, and
jam-packed markets of eastern Asia provide another
such environment, and that environment gave rise to the
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Just last month I reported on the story that the American
pharmaceutical company Baxter was under investigation
for distributing the deadly avian flu virus to 18 different
countries as part of a seasonal flu vaccine shipment.
Czech reporters were probing to see if it may have been
(Continued on next page)
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part of a deliberate attempt to start a pandemic; as such a
"mistake" would be virtually impossible under the
security protocols of that virus.

"select agents," after they discovered virus samples that
weren't listed in its inventory and might have been
switched with something else.

The H5N1 virus on its own is not very airborne. However, when combined with seasonal flu viruses, which
are more easily spread, the effect could be a potent, airborne, deadly, biological weapon. If this batch of live
bird flu and seasonal flu viruses had reached the public,
it could have resulted in dire consequences.

© Copyright 2009 Dr. Joseph Mercola. All Rights Reserved.
Printed with permission from Dr. Joseph Mercola
www.mercola.com for article and enclosed links visit http://
articles.mercola.com/sites/articles/archive/2009/04/29/SwineFlu.aspx.

There is a name for this mixing of viruses; it's called
"reassortment," and it is one of two ways pandemic
viruses are created in the lab. Some scientists say the
most recent global outbreak -- the 1977 Russian flu -was started by a virus created and leaked from a
laboratory.
Another example of the less sterling integrity of Big
Pharma is the case of Bayer, who sold millions of dollars
worth of an injectable blood-clotting medicine to Asian,
Latin American, and some European countries in the
mid-1980s, even though they knew it was tainted with
the AIDS virus.
So while it is morally unthinkable that a drug company
would knowingly contaminate flu vaccines with a deadly
flu virus such as the bird- or swine flu, it is certainly not
impossible. It has already happened more than once.
But there seems to be no repercussions or hard feelings
when industry oversteps the boundaries of morality and
integrity and enters the arena of obscenity. Because,
lo-and-behold, which company has been chosen to head
up efforts, along with WHO, to produce a vaccine
against the Mexican swine flu?
Baxter!11 Despite the fact that ink has barely dried on the
investigative reports from their should-be-criminal
"mistake" against humanity.
12

According to other sources, a top scientist for the
United Nations, who has examined the outbreak of the
deadly Ebola virus in Africa, as well as HIV/AIDS
victims, has concluded that the current swine flu virus
possesses certain transmission "vectors" that suggest the
new strain has been genetically-manufactured as a
military biological warfare weapon.
The UN expert believes that Ebola, HIV/AIDS, and the
current A-H1N1 swine flu virus are biological warfare
agents.
In addition, Army criminal investigators are looking into
the possibility that disease samples are missing from
biolabs at Fort Detrick -- the same Army research lab
from which the 2001 anthrax strain was released, according to a recent article in the Frederick News Post.13 In
February, the top biodefense lab halted all its research
into Ebola, anthrax, plague, and other diseases known as
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Educate Your Patients,
You May Save
Their Life
by : Howard Levinson, DC

Our healthcare system faces many challenges in the
future. Escalating costs, lifestyle related chronic disease,
adverse events related to hospitalization, pharmaceutical
dependence, and the rising numbers of the uninsured
need to be addressed. Patients need to know some facts
concerning the dangers of traditional medical care and
the alternatives they can choose to stay healthy.
DANGER IN HOSPITALS: The Healthcare Infection
Control Practices Advisory Committee advised that
Healthcare Associated Infections (HAI) account for an
estimated 2 million infections, 90,000 deaths and $4.5
billion dollars in excess healthcare costs annually. The
Association for Professionals in Infection Control and
Epidemiology, Inc. (APIC), noted that HAI’s (those
occurring in hospitals) cost between five and six billion
dollars annually and result in almost 100,000 deaths in
the US every year.

Uninsured Americans between the ages of 55 and 64, are
at a much greater risk of premature death than those with
private health insurance, resulting in un-insurance being
the third leading cause of death for the near-elderly,
following heart disease and cancer.
The traditional disease model healthcare is evidently not
working. Over one third of the population receives some
form of ‘Complementary and Alternative Medicine
(CAM). Patients are seeking a method to avoid the risks
of medication, hospitalization and surgery.
EDUCATE YOUR PATIENTS, YOU MAY SAVE
THEIR LIFE: Inform your patients that there can be
“DANGER” in medications and hospitalizations. Cite
the statistics in this article. Help them understand that it
is easier to stay well than get well. Teach your patients
the importance of diet, nutrition and supplements. Place
them on a regular exercise program and help them
adhere to a healthy lifestyle. Give them stress reductions
techniques. If you don’t, who will? If you do……. you
could very well save a life.
About the Author
Dr. Levinson has been a Chiropractic Physician since
1984 practicing at 1005 Dunn Road, in Florissant, Mo.
Dr. Levinson has published a number of articles in
professional, technical and trade journals and is a
frequent lecturer, he can be reached at
wehelpchiros@aol.com.

Back in 2000, Barbara Starfield, MD, MPH at Johns
Hopkins reported that there were 12,000 deaths as a
result of unnecessary surgeries, 7,000 deaths due to
medication errors, 20,000 deaths due to other hospital
errors, and 106,000 deaths due to non-error negative side
effects of drugs.
DANGER IN MEDICATION: Obviously, some
medications are lifesaving, but none are without risk.
The FDA, charged with assuring drug safety, is not
without problems. Controversies include heart valve
problems associated with the use of the diet drug combo
Fen-Phen, or the increased suicide risk in anti-depressant
usage, the heart attack and stroke risk caused by Vioxx,
Celebrex and Bextra, and the diabetic drug Avandia has
been noted to have an increased risk of heart attack.
Recently, warnings were issued concerning the use of
several antibiotics noting increased risk of muscle and
tendon damage.
DANGERS OF BEING UNINSURED: Uninsured
Americans are up to four times less likely to have a
regular source of care than the insured and often go
without screenings or preventative care. Thus they are
more likely to be diagnosed with a disease in an
advanced stage and delay needed care.
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Case Study:
DABCI Management
of Diabetes
by: Tim McCullough, DC, DABCI

A 40-year old white male presented with the follow
complaints:
1. Racing feeling in his heart on multiple occasions.
2. Headaches triggered by smells.
History
The patient indicated that he has not been hospitalized or
treated for any disease or condition in the past. He was a
victim of Hurricane IKE and lost his businesses and
home and says he has been under a lot of stress.
Approximately two weeks ago he started experiencing a
racing heart with pain in his chest and numbness down
his left arm. He reported to UTMB emergency room and
an EKG and Chest film was performed. The doctor
placed him on Quetiapine (an anti-psychotic drug) and
released him. He said the drug made him sick and he
didn’t take it. He continues to have the symptoms. He
then saw his family doctor who ran some blood work
and released him. I reviewed the blood work and it was
from an in-house machine with no reference ranges. He
indicated he has headaches with these episodes that occur daily.
Surgeries: none noted
Allergies: none
Medications: Quetiapine, patient not taking.
Social: patient is non-smoker, non-drinker, and no history of drug use.
Cancer: no history. His father died of liver and lung
cancer.
Examination
Vitals:
Ht. 5’7in.
Wt: 195
Temp: 99.9F
Pulse: 96
Resp: 16
Pulse ox: 97%
Body comp: 30.3%
Eyes: conjunctiva, lids normal, sclera clear, pupils bilaterally responsive to light, ophthalmic exam normal.

Nose: mucosa, septum, turbinates normal
Throat: dentition normal. Oropharynx without erythema
or exudates
Lymphnodes: normal
Chest: auscultation normal, no rales, rhonchi, rubs, or
wheezes
Heart: regular rate and rhythm, normal S1& S2, no murmur, rub, or gallop
Breast: not performed
Reflexes: +2 bilaterally upper and lower extremities
Abdomen: There is a small mass in the right upper quadrant that appears to be a swollen liver. Tenderness in that
area and all other quadrants normal. No ascites, mild
bloating.
Extremities: normal
Spine: subluxation C1, T4, T6, T8
Genito/Rectal: not performed
Testing ordered
 Chest film: normal
 Urinalysis: SG: >1.030, Ph: 5, Leukocytes: neg, Nitrate: neg, Protein, Glucose:>1000, Ketone: +, Urobilinogen: neg, Bilirubin: neg, Blood: neg
 McCullough profile: Trig: 618 High, Chol: 264 High,
HDL: 37Low, Chol/HDL ratio: 7.1
Abnormal results High, GGT: 146 High, Glucose: 276
High, ALT: 50 High, Fructosamine: 373 High,
Ferritin: 523 High, Hemoglobin A1C:
High. Non-diabetic < 6.0, Diabetic > 6.0
 Indican: + 2
 Gastro-test: ph 7 on pre-tests, pH 7 post caffeine
stimulation: + for hypochlorhydria
 Vitamin C: 9/5 + for deficient
 HOD test: 32 with slight depression
 EKG: normal
 Spirometry: normal
Diagnosis
Hyperlipidemia, Hypochlohydria, Hepatitis, Diabetes,
Subluxation C1, T 6, 7.
The patient was informed, as I am required to do in
Texas, that I thought his diabetes was out of control and
drug therapy is standard care for diabetes. He flatly
refused to seek drug therapy and said he understood
what I was telling him but he would not take medication.
I made him sign a release and a statement indicating his
decision for my records and I told him if he didn’t do
exactly as I prescribed or he did not respond appropriately I would insist he consider medication or I would
not continue his treatment. He agreed to my terms.
Treatment
I placed him on a Modified Bowel Cleanse, which is a
variant of the old Cessna bowel program. It consist of 1
tsp. of Thorn Vitamin C, 1 tsp. of Bulk K from Key
(Continued on next page)
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Company, 1 tsp. of biodophilus, and 30 drops of chlorophyll, TID.
Nutritional therapy:
Diaxinol: 2 per meal (Orthomolecular),
Trace Minerals (Thorn): 2 TID
Vanadium: 2 TID (5g per cap.)
DM Formual (Earth Harvest) tincture: 30 drops TID
HCL: 1 per meal
Pancreatic enzymes: 1 per meal
I restricted all carbohydrates except fresh fruits, steamed
and raw vegetables and no white potatoes or watermelon. I also restricted any food greater than 100 on the
glycemic index and all milk products. This was for one
month duration. I told him if he ate any bread, pasta, etc.
I would consider that a violation of our agreement and I
would send him to the GP to start drugs. He promised
and I made him return weekly with a first morning urine
sample and his blood glucose recording one hour
post-pranial to check him. The results of the weekly
checks are as follows:
Week 1: urine glucose: +3, + ketones, blood 160
Week 2: urine glucose: +3, neg ketones, blood 140
Week 3: urine glucose: neg, ketones neg, blood 115
The trend was going in the right direction so I continued
therapy.
Results of initial abnormal follow up testing was done 3
months later:
Triglycerides: 131 Normal from 618 very high
Cholesterol: 179 normal from 264 high
HDL
33 Low from 37 low
Chol/HDL
5.4 high from 7.1 improved
GGT
38 normal from 146 very high
Glucose
107 normal from 276 very high
ALT
23 normal from 50 high
Ferritin
726 abnormal from 523 high
Fructosamine: 255 normal from 373 very high
A1C
6.9 mildly high from 10.1 very high.
Non-diabetic < 6.0 Diabetic > 6.0
Conclusion
In three months the patients lipid panel returned to
normal, the hepatitis resolved, and the diabetes went
from out of control to very much in control to almost
normal at 6.9 A1C. The patient indicated that all of his
symptoms were gone and he lost 15 pounds. I started
him on a broad based nutritional program and allowed
one carbohydrate per meal. He still reports excellent
health and we have him scheduled for follow up blood
work in a couple of months. We will schedule blood
work to include Hemoglobin A1C every three months
until we get 6 months of 5.5 to 5.8 range. For the next
two years he will be examined and blood work run
bi-yearly and if stable and normal then yearly.
THE ORIGINAL INTERNIST
90

Spring 2006

THE ORIGINAL INTERNIST JUNE 2009
05

A Helicobacter pylori
bacteria: Tools for
Eradication
by: Rachel

Olivier, MS, ND, PhD

The mammalian intestinal tract contains a complex,
dynamic, and diverse society of non-pathologic bacteria.
Undeniably, the number of bacteria that colonize the
human body is so large that researchers have estimated
that of the total number of cells in the human body,
estimated at 1014 (100 trillion) cells, only 10% are not
bacteria and belong to the human body proper.1 Indeed
the human large intestine is portrayed as a complex
microbial ecosystem.
Many of these bacteria serve beneficial purposes in the
intestinal tract, such as assisting with digestion, and in
the making and processing of both short-chain fatty
acids (SCFA)2,3,4 and amino acids, in addition to their
vital association with the intestinal epithelial cells, which
affords immune homeostasis.5 Additionally, recent
evidence has singled out the epithelial cell-bacterial
interaction, and its function in inhibiting the
inflammatory signaling cascades via its action on
blocking the activation of NF-κB.5 In spite of these
beneficial functions, the intestinal tract may become
populated with noncomensal flora, one of these species
being Helicobacter pylori (H. pylori) (formerly
Campylobacter pylori), resulting in gastric distress and
suboptimal gastric function. Bacterial imbalance in the
colon has been described in IBD,6 as well as in
association with the development of a colitogenic flora.5
Colonization of the gastric mucosa by non-commensal
flora, including H. pylori, has been associated with
diminished gastric health and associated illnesses.7 An
added compounding factor associated with H. pylori
infection is iron deficiency anemia, established as an
independent risk factor in both adolescent children8 and
adults.9
The bacterium H. pylori is characterized as a flagellated,
curved or S-shaped gram-negative rod10 that is able to
penetrate the gastric mucosa and colonizes the gastric
epithelium of humans, resulting in persistent infection
with possible complications.11 The parietal cells of the
stomach secrete profuse amounts of hydrochloric acid,
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which serves to maintain the acidic environment
stomach, characteristically at a pH of less than two
(<2).12 Despite this highly acidic environment, H. pylori
is able to persist, thought to be due primarily to its
characteristic spiral morphology, and its high motility.13
Acute H. pylori induced gastritis is associated with
hypochlorhydria,14 and colonization is speculated to
have the ability to modify the net gastric acidity, but
virtue of the substances the bacterium secretes.15,16 H.
pylori infestation is associated with a dysregulation in
the function of the gastric epithelial barrier,17 as well as
with increased epithelial permeability.18 Once acquired,
H. pylori can inhabit the human stomach for years,
decades, or possibly for life.
By design the stomach is able to withstand a highly
acidic state. As noted above the optimum pH in the
stomach is below 2.0. In addition to its digestive nature,
this low pH serves several other purposes, including the
ability to destroy incoming bacteria, yeasts or parasites,
the ability to release intrinsic factor for the absorption of
Vitamin B12, the capability to absorb minerals, to trigger
the release of enzymes and hormones by the pancreas
and intestines, and to trigger the enzyme pepsin, which
is utilized in the breakdown of proteins into amino acids.
Besides these, a more debilitating consequence resulting
from the lack of or suboptimal gastric pH is undigested
proteins, which make their way into the intestines.
These proteins in turn trigger an immune response,
which results in the production of inflammatory
substrates. Consequently, this may ultimately result in
food allergies or more seriously “leaky gut,”19 which is
correlated to the consequent production of inflammatory
cytokines and prostaglandins. Thus, the root cause of
infection with H. pylori may indeed be a deficiency in
the production of hydrochloric acid.19
As a result of the common use of both acid suppressing
drugs and non-steroidal anti-inflammatory drugs
(NSAID), as escalating incidence in the colonization by
H. pylori has been observed. The allopathic medical
community associates the colonization of H. pylori with
the development of peptic ulcers, gastroduodenal
inflammation, and gastric carcinoma,20,21 in addition to
disease conditions such as ankylosing spondylitis,22
inflammatory bowel disease, 23 and idiopathic
thrombocytopenic purpura.24 The risk for colonization is
also increased with immunosuppressant type therapies,
including the use of drugs such as corticosteroids or
prednisone.25,26 Oxidative stress is another factor
implicated in the pathogenesis of H. pylori, said to result
as a consequence of the associated cellular damage due
to colonization of the bacterium. This activity is
postulated to result due to either an increase or decrease
in the expression of specific proteins, which are
(Continued on next page)
93

associated with cell proliferation, carcinogenesis,
cytoskeletal function and cellular defense mechanisms.27
In regards to NSAID use, H. pylori infection is indicated
as an independent risk factor for the development of
peptic or bleeding ulcers, with additive implications
indicated when these factors are correlated.28 Added to
the use of acid suppressing drugs, H. pylori infection is
associated with lower acid secretion, attributed to the
induction of an immune response, resulting in the
synthesis and production of interleukin 1 (IL-1), which
is a potent inhibitor of gastric acid secretion.29 The
overuse of acid suppressants, which in reality may offer
little to no benefit for the patient, further compounds this
scenario. In fact it has been documented that patients on
proton pump inhibitors demonstrated benefits from the
approved indications of these drugs in only 37% of the
cases.30
The fact that H. pylori can live and survive in the hostile
acidic environment of the gastric mucosa is proposed to
result as a consequence of a pH gradient across its cell
envelope.31 It also possesses the ability to produce
unusually high levels of urease, which is presumed to be
critical for its colonization. High levels of urease result
by virtue of its capability to hydrolyze urea, resulting in
the production of ammonia. As a consequence of its
ammonia producing ability, a thin acid-neutralizing
layer, or "cloud" is formed around the bacterium, which
in turn protects it from destruction by the acidic
environment of the gut.32 The production of urease,
therefore, has been associated with a protective effect on
the bacterium.33
There has been a growing interest in a phytochemical
approach to the eradication of this bacterium, primarily
due to the decline in efficacy of the currently used drugs
for treatment. Specific botanical preparations have
documented benefits in supporting gastrointestinal
health, as well as in mitigating H. pylori.
Phytochemical Support for bacterial eradication
Berberine. Berberine is isolated as the main alkaloid
derived from the roots and bark of Berberis vulgaris, a
deciduous shrub, native to Central and Southern Europe,
Northwest Africa and Western Asia.Significant antimicrobial activity against a variety of organisms,
including bacteria, viruses, fungi, parasites (including
Giardia lamblia, and Entamoeba histolytica) protozoans
(including Trichomonas vaginalis34) helminths, and
chlamydia has been documented with Berberine extracts
and decoctions.35,36
The inhibitory effect of berberine on the growth of H.
pylori is well recognized,37 and its antiproliferative
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action, in a dose-dependent manner, has been confirmed.
The later attribute has been correlated to its action via
the mitochondrial/caspase-dependent pathway.38 In vitro
studies have demonstrated berberine’s ability to interact
with nucleic acids, in particular DNA.39 Berberine has
also been demonstrated to induce G0/G1 cell cycle arrest
in an animal model,40 to selectively inhibit the cell cycle
at G2/M in a cell line model (Balb/c 3T3),41,42 and to
decrease experimentally induced apoptosis in a
concentration and time dependent manner.43,44
Wild Indigo (Baptisia tinctoria). Baptisia tinctoria,
commonly known as Wild Indigo, is an herbaceous
perennial herb. The herb is noted for both its astringent45
and immune stimulating properties.46,47 Traditionally
used by North American Indians for its antiseptic
properties, it is also a noted antibacterial cleansing
agent.48,49 It has been associated with the promotion of
normal cellular metabolism and in the support of healthy
tissues.50
The chemical constituents of the root consists of
glycoproteins, quinolizidine alkaloids, including cytisine
and anagyrine, isoflavanoids, hydroxycumarins, and
polysaccharides, including arabinogalactans.51 Use has
been associated with supporting the body’s natural
resistance to microorganisms and toxins via its
activation of macrophages, and due to an increased
production of interleukin-1. In animal studies the
polysaccharide and glycoprotein fraction was
demonstrated to produce an immune-stimulating effect.51
Other research supports the use of arabinogalactan
components for their anti-inflammatory and
immunostimulating properties.52
Licorice (Glycyrrhiza glabra). Licorice is a perennial
herb or sub-shrub containing numerous active
compounds, including flavonoids, triterpene saponins,
isoflavonoids and hydroxycoumarins. Of these, the
component possessing the greatest activity is the
triterpenoid saponin glycyrrhizin (GL), having
demonstrated antiviral,53,54,55,56 antimicrobial57 and
antifungal58,59 properties.
In animal studies GL was demonstrated to stimulate
interferon gamma production by T-cells,60 resulting in an
antiviral effect,61 and to augment the activity of natural
killer cells.62 In the human intestinal tract GL is
converted primarily to its biologically active metabolite
glycyrrhetinic acid (GA), and to a lesser extent to
glycyrrhetinic acid-3-O-beta-D-glucuronide (GAMG) by
the intestinal microflora.63,64 Both GL and GA have
demonstrated anti-inflammatory properties.63,65 GL has
also been demonstrated to impair the growth of H. pylori
in vivo, via the inhibition of the activity of arylamine N(Continued on next page)
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acetyltransferase (NAT family of enzymes).66 This
family of enzymes functions to catalyze the transfer of
acetyl groups from acetyl-coenzyme A to an aromatic
amine, heterocyclic amine or hydrazine compound.67 In
a separate in vitro study GA, at a concentration of
≤50mg/L, was demonstrated to inhibit 79% (23/29) of
the H. pylori stains tested, including two clarithromycinresistant strains, noting both concentration- and straindependent bactericidal effects of GA.65 A more recent in
vitro study utilizing PC12 cells demonstrated that
treatment with GA resulted in a neuroprotective effect,
by virtue of a decrease in ROS, via the elevation of
glutathione peroxidase and catalase, with a corresponding decrease in mitochondrial membrane potential.
The authors concluded that GA treatment may play a
role in modulating both the intracellular antioxidant
system and mitochondria-induced apoptosis, resulting in
cellular protection from ischemic injury.68
Clove (Syzygium aromaticum). Clove is a plant
indigenous to the Moluccan Islands of Indonesia. It is
cultivated on these islands, as well as in other tropical
regions, including Tanzania, Madagascar and Brazil. Its
active compounds include its volatile oils, flavonoids,
tannins, triterpines and steroids, including betasitosterol.69 The main component eugenol, comprising
85-95%, has been associated with the prevention of lipid
peroxidation70 and is recognized as a strong scavenger of
active oxygen radicals.71 It is considered an effective
antimicrobial agent and has use as an antiseptic.72
A number of studies have demonstrated clove’s activity
against various bacterial species,73 including Bacillus
subtilis,74 Campylobacter jejuni, Salmonella enterides,
Staphylococcus aureus and E. coli.75 An aqueous
infusion of cloves was demonstrated to restrict cellular
invasion, resulting in a notable reduction in the
incidence of skin papilloma in animals, as well as in the
multiplicity of the growth, in a dose dependent manner.
At the most effective oral dose (100 μl/day), no adverse
or toxic effects were noted.76 It has also been specifically
demonstrated to inhibit the growth of H. pylori.77 Clove
is approved by the German Commission E for use as a
topical antiseptic and as an anesthetic for
inflammation.78
Slippery Elm (Ulmus fulva). Slippery Elm has been
used for centuries by North American Indians for skin
irritations including, wounds, boils, ulcers, burns, and
skin inflammation, as well as orally for the relieve of
coughs, sore throats, diarrhea, and stomach problems.79
The powdered inner bark has mucilaginous qualities,
which is indicated for relief of irritation of the mucus
membranes, and may be useful for treating irritation or
ulceration of the stomach lining and duodenum.80 Its
THE ORIGINAL INTERNIST

JUNE 2009

mucilaginous characteristics also contribute to its noted
action, that of acting as a coating. In this regard it acts
to soothe the mouth, throat, stomach, and intestines.79
Barberry (Berberis vulgaris). B. vulgaris is native to
most of Europe. Its root bark contains several
isoquinoline alkaloids including berberine, berbamine,
and oxyacanthin. The root bark is also a source of
vitamin C (citric acid), and contains chelidonic, malic
and tartaric acids.81 It possesses mild diuretic qualities,82
and also has confirmed anti-inflammatory properties.83
Furthermore, studies have validated the antiinflammatory action of berberine, demonstrating a
significant down-regulation in the expression of proinflammatory genes including TNF, IL-1, IL-6, MCP-1,
iNOS and COX2 with treatment.84,85
Berberine, a major alkaloid of Barberry possesses
anti-inflammatory properties, having demonstrated to
effectively inhibit, in a dose- and time-dependent
manner, COX-2 transcriptional activity in a malignancy
cell model,86 as well as to reduce prostaglandin E2
(PGE2) production. The latter effect was noted to also
result in a reduction of COX-2 protein production.87 In a
separate study berberine was demonstrated to decrease
both the expression and protein binding on the hypoxiaresponse element of the vascular endothelial growth
factor (VEGF). VEGF is a critical growth factor in
tumor angiogenesis.88 Based on in vitro studies, it was
proposed that berberine’s action in vivo may be ‘in
abolishing the angiogenic function of vascular endothelial cells, preventing them from responding to the call
for angiogenesis, and may also prevent hypoxic tumor
cells from inducing angiogenesis,’ thus retarding cellular
proliferation. In fact hypoxia induced VEGF expression
was demonstrated to be completely inhibited by
berberine.89
Myrrh (Commiphora molmol). C. molmol is a highly
valued botanical medicine in Ayurveda, the Indian
system of medicine, as represented by the wide variety
of Ayurvedic formulas containing Myrrh. In Arab
medicine, C. molmol is used as part of a polyherbal
formulation to improve digestion and to treat
gastrointestinal maladies.90,91,92 Its action is attributed to
its positive effect on inflammation.93
In studies utilizing myrrh, a wide range of inhibitory
action against both Gram (+) and Gram (-) bacteria has
been demonstrated.94 Myrrh, in a dose-dependent
manner, was also demonstrated to protect the gastric
mucosa against the necrotizing effects of various agents.
This protective action was attributed to its positive effect
on mucus production, as well as to its ability to increase
both nucleic acid production, and the concentration of
(Continued on next page)
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non-protein sulfhydryl compounds, noted for both their
involvement in maintaining gastroduodenal integrity, as
well as in the protection they offer against chemicallyinduced lesions in cells, tissues and organs.95,96,97 These
actions were associated to Myrrh’s ability to scavenge
free radicals, as well as to its thyroid-stimulating and
prostaglandin-inducing properties. 98 Endogenously
produced prostaglandins have been attributed to function
-ing as activators of potassium ATP channels, which has
been demonstrated in part to mediate gastroprotection.99
Oregon Grape (Berberis aquifolium). The major
components of Berberis are berberine, a yellow colored
isoquineoline alkaloid, beramine and oxyacanthine,
which are both white alkaloids, along with phytosterin,
gum and sugar. As noted above the medicinal value of
Berberis is thought to be due to its high content of
isoquineoline alkaloids, especially berberine, which is
postulated to have antibiotic activity.100 Its actions are
noted in promoting excretion and secretion, improving
digestion and assimilation, and in stimulating the
lymphatic system. It is documented as having an
‘invigorating power over the gastric functions.’101
Select minerals as beneficial adjuncts for bacterial
eradication.
Bismuth citrate. Bismuth is a naturally occurring
mineral that has documented activity against H.
pylori.102,103 Bismuth salts have been used extensively
for the alleviation of gastrointestinal irritation, as well as
for irritation of the stomach and bowels.104 Standard
preparations of bismuth are used to decrease the flow of
fluids and electrolytes into the bowel, to reduce
inflammation within the intestine, and may serve to
alleviate the diarrhea causing organism.105 Preparations
are recognized as safe when taken as directed.106
Bentonite clay. Bentonite is an absorptive and colloidal
clay, demonstrated to be a very effective absorber of
toxins.107 In one study a hepato-nephro (liver-kidney)
protective effect against aflatoxins was demonstrated
with bentonite use, indicating that it ‘diminished most of
the deleterious effects of the aflatoxin.’ This effect was
attributed the suppressive effect it exerted against
chromosomal aberrations.108
The inflammatory response to H. pylori is well
documented, implicated to result in cellular proliferation
and gastric mucosal damage. H. pylori components have
been demonstrated to act directly on gastric epithelium
and to induce an increased release of cytokines.109
These actions have been primarily attributed to the upregulation of inflammatory markers, including COX-2
and IL-1β.110 To curtail this deleterious effect on the
gastric mucosa, a comprehensive blend of phytochemical
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nutrients, known to have a positive impact on the
gastrointestinal tissues, may aide in healing and
repairing these tissues. The eradication of H. pylori is
indeed beneficial, specifically when coupled with gastric
complications, as recently demonstrated in a Japanese
trial involving 544 patients with early gastric cancer.111
In this study, the eradication of H. pylori was associated
with a greatly reduced risk for recurring gastric cancer.
Select herbs and minerals are recognized as possessing
anti-pylori activity, noted to downregulate inflammatory
markers associated with H. pylori infestation and
correlated to gastric inflammation. Added to this, the
use of specific herbal components has demonstrated a
positive effect in reducing the antigens associated with
H. pylori.
Rachel Olivier serves as a Physician Advisor for Biotics
Research Corporation. She may be contacted at
rolivier@bioticsresearch.com, or at 800-231-5777.
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occurred in the absence of any significant increase in
plasma equol concentrations, suggesting the possibility
that improvements in cognition might not require
significant bioconversion to equol.
While results have been equivocal in middle-aged
women, these data suggest the possibility that older
women’s cognition may improve given soy isoflavones,
while at the same time suggesting for the first time that
the same may be true for men as well.
Thiamine Reduces Albuminuria in a Blinded Trial of
Type 2 Diabetics
Author: Steve Austin, N.D.

Cognition Improved in Elderly Adults Given Soy
Isoflavones
Author: Steve Austin, N.D.
Reference: Gleason CE, Carlsson CM, Barnett JH, et al.
A preliminary study of the safety, feasibility and
cognitive efficacy of soy isoflavone supplements in
older men and women. Age Aging 2009;38:86–93.
Design: Randomized double blind intervention trial
Participants: 34 elderly (≥62 years) nondemented men
and women
Study Medication and Dosage: 100 mg/d soy
isoflavones or placebo administered for 6 months
Main Outcome Measure: A wide variety of standard
cognition- and memory-measuring tests
Key Findings: Visual-spatial memory, verbal fluency
and several additional measures of cognition improved
statistically significantly better in the group receiving the
soy isoflavones compared with findings reported for the
placebo group. Verbal memory improvements were
similar in both groups and, perhaps due to chance,
placebo subjects faired better in “speeded tests of
selective attention.”
Practice Implications: Previous reports of cognitive
improvement in women given soy isoflavones have
produced mixed results. Speculations exist that differing
outcomes might be a function of the ability (or lack
thereof) for individual subjects to bioconvert a precursor
isoflavone to the potentially more potent equol. (A
majority of people are not efficient bioconverters). That
said, it remains at least partially unclear why some trials
succeed while others fail.
The positive findings of this trial in aging women relate
to those of 6 of 9 previous trials, though the subjects in
the current trial are older than previously studied
populations. The findings in aging men, however, appear
to be a first. Interestingly, these positive findings

Reference: Rabbani N, Alam SS, Riaz AS, et al. Highdose thiamine therapy for patients with type 2 diabetes
and microalbuminuria: a randomized, double-blind
placebo-controlled pilot study. Diabetologia
2009;52:208–12.
Design: Randomized double blind intervention trial
Participants: 40 adults with type 2 diabetes mellitus
(DM) with elevated levels of urinary albumin excretion
(UEA)
Study Medication and Dosage: 100 mg of thiamine
(B1) per dose administered t.i.d. or placebo for 3 months
Main Outcome Measures: 24-hour UAE
Key Findings: 24-hour UAE declined by a median of
17.7 mg in the group receiving B1 (P<0.001). No
significant decline in UAE occurred in the placebo
group. By the end of the trial mean UAE was >15%
lower in those receiving B1 compared with those
receiving placebo (P<0.01). UAE became completely
normal in 35% of subjects given B1.
Practice Implications: Microalbuminuria in patients
with DM is often an ominous sign preceding nephropathy. High cytosolic glucose resulting from DM
increases levels of triosephosphates, which in turn can
trigger diabetic nephropathy. The body lowers triosephosphate levels by way of a B1-dependent pathway.
The hope is that supplementing with high doses of B1
might promote that pathway, which would then reduce
these abnormal accumulations and protect renal function
in the process. These hopes were achieved in a 2003 rat
study using supplemental B1 (Diabetes 2003;52:211020). More recently, human evidence has revealed low B1
levels in diabetics with nephropathy (Diabetologia
2007;50:2164–70).
Given the small expense and trivial risk associated with
taking B1 even in these high amounts, until more is
known it makes sense for healthcare practitioners to
discuss these findings with all patients suffering from
(Continued on next page)

THE ORIGINAL INTERNIST

JUNE 2009

103

DM. If prophylactic use of B1 eventually turns into a
type 1 error, little will have been lost in such a failed
experiment. If not supplementing with B1 were to
eventually turn into a type 2 error, then the results for
some individuals would be tragic.
Green Tea Catechins Reduce Abdominal Fat in a
Randomized Trial
Author: Steve Austin, N..
Reference: Maki KC, Reeves MS, Farmer M, et al.
Green tea catechin consumption enhances exerciseinduced abdominal fat loss in overweight and obese
adults. J Nutr 2009;139:264–70.
Design: Randomized double blind intervention trial
Participants: 132 overweight or obese adults (BMI
between 25 and 40 kg/m2) with total cholesterol levels
above 200 mg/dl at baseline, of whom 107 completed
the trial
Study Medication and Dosage: A beverage containing
625 mg of green tea catechins plus 39 mg of caffeine
were given to half the subjects with the remainder
receiving the same beverage inclusive of the caffeine but
without the catechins. The catechins consisted of
approximately 1/3 epegallocatechin galate (EGCG) and
approximately 1/3 epigallocatechin, with the remaining
1/3 consisting of much smaller amounts of other green
tea catechins. The intervention lasted 12 weeks and both
catechin and placebo groups were encouraged to
participate in a minimum of 3 hours per week of
moderately intense exercise.
Main Outcome Measures: Body weight, total
abdominal fat area, subcutaneous abdominal fat area,
and triglyceride (TG) levels
Key Findings: Adjusted for age, gender, and baseline
levels, weight loss was 4.9 lbs in the group receiving
catechins versus 2.2 pounds in the placebo group
(nonsignificant). Percentage changes in total fat mass
were similar in both groups but the catechin group
experienced a 7.7% loss in total abdominal fat are
compared with a 0.3% loss in the placebo group
(P=001). Similar statistically significant changes
separated the two groups in terms of subcutaneous
abdominal fat area (P<0.02 for difference). Fasting TG
levels fell 11% in the catechin group versus 2% in the
placebo group (P=0.02 for difference).
Practice Implications: Green tea catechins have
previously been reported to induce oxidation of fat and
to increase energy expenditure when combined with

modest amounts of caffeine. Others have also reported
greater weight loss in those given green tea catechins
compared with placebo. Research doses from successful
previous trials have typically been in the 500-to-600 mg/
d range. In one previous report, an intervention of 300
mg (of EGCG) plus exercise failed to increase weight
loss beyond the effects of exercise alone (J Am Coll Nutr
2007;26:S396–402), suggesting the possibility that such
a dose may be subtherapeutic. Given that most
Americans are overweight and long-term success is
achieved by remarkably few patients, any new
therapeutic agent that might increase the chance of
success may be worth discussing with patients struggling
to control their weight.
Nattokinase Reported to Lower Blood Pressure in a
Randomized Blinded Trial
Author: Steve Austin, N.D.
Reference: Kim JY, Gum SN, Paik JK, et al. Effects of
nattokinase on blood pressure: a randomized, controlled
trial. Hypertens Res 2008;31:1583–8.
Design: Randomized double-blind intervention trial
Participants: 86 previously untreated adults with
baseline systolic blood pressures (SBP) of 130 to 159
mm Hg of whom 73 completed the trial
Study Medication and Dosage: Subjects received
placebo or nattokinase (2,000 FU/ capsule, one capsule
per day) for eight weeks.
Main Outcome Measures: SBP and diastolic blood
pressure (DBP) at eight weeks
Key Findings: By the end of the trial, the raw data show
that blood pressure (BP) declined approximately 13/5
mm Hg compared with baseline in the group receiving
nattokinase. Compared with effects in the placebo group,
those assigned to nattokinase showed a statistically
significant decline in BP of 5.5/2.8 mm Hg.
Practice Implications: Our most powerful therapeutic
approaches in the treatment of people with hypertension,
weight loss and severe salt restriction, are notoriously
associated with poor compliance. Therefore, new therapeutic avenues that open to us in the treatment of this
extremely common condition (most elderly Americans
are hypertensive) are particularly important to consider.
Nattokinase is a potent fibrinolytic enzyme from
Bacillus subtilis, a bacterium found in the Japanese food
natto. Natto is rarely served in Japanese restaurants in
America because many westerners are quite frankly
disgusted by its taste and smell. This is probably why
(Continued on next page)
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most Americans are unfamiliar with the food.
Compared with the control group, those assigned to
nattokinase had a statistically significant decline in
plasma rennin levels, which might account for the
decline in BP. The reduction in BP confirms previous
findings from preliminary studies in rats and case studies
in humans.
Might Vitamin D Be Protective Against Intermittent
Claudication, too?
Author: Steve Austin, N.D.
Reference: Melamed ML, Muntner P, Michos E, et al.
Serum 25-hydroxyvitamin D levels and the prevalence
of peripheral arterial disease. Arterioscler Thromb Vasc
Biol 2008;28:1179–85.
Design: Cross-sectional observational human study
Participants: 4,839 adult participants of the NHANES
(National Health and Nutrition Examination Survey)
2001-to-2004 study
Outcome Measures: Subjects were divided into
quartiles on the basis of serum 25(OH)D3 levels. Those
groups were paired against risk for peripheral arterial
disease (PAD) as defined by ankle-brachial index <0.9.
Key Findings: Those with PAD had significantly lower
25(OH)D3 levels than did other participants (P<0.001).
After multifactorial adjustments, the risk for PAD was
80% higher for those in the lowest quartile of serum 25
(OH)D3 levels compared with those in the top quartile of
vitamin D status. For each 10 ng/mL decline in 25(OH)
D3, risk for PAD increased by 35%. These findings were
statistically significant.
Practice Implications: Vitamin D continues to be
associated with better health in ways we had not dreamt
of just a few years ago. With some inconsistency,
several recent publications suggest that vitamin D may
confer some protection against cardiovascular disease, so
the current discovery, a potential protective effect for
vitamin D against PAD, does not come as a complete
surprise. Indeed, smooth muscle in blood vessels
contains an enzyme that affects vitamin D metabolism,
though multiple other possible mechanisms are also
currently being explored that might explain how vitamin
D would be protective (e.g., rennin inhibition, effects of
C-reactive protein, and anticoagulant activity).
In the current trial, those in the top quartile of vitamin D
status had 25(OH)D3 levels ≥29.2 ng/mL. Optimal levels
remain unknown, but at least some rodent and human
data suggest that in regard to cardiovascular disease,

serum 25(OH)D3 levels might also be too high. For
example, in one report (Eur J Epidemiol 2001;17:567–
71), a serum level above 89 ng/mL was associated with a
higher risk of coronary artery disease. That said,
however, most Americans are vitamin D-deficient. Thus
for most of us, the clear direction in terms of optimal
dosage continues to remain upward. Unless one lives in
a sunny climate and works outdoors, we are unlikely to
achieve appropriate vitamin D intake without taking a
supplement.
Green Tea Extract Reduces Precancerous Polyps in a
Controlled Trial
Author: Steve Austin, N.D.
Reference: Shimizu M, Fukutomi Y, Ninomiya M, et al.
Green tea extracts for the prevention of metachronous
colorectal adenomas: a pilot study. Cancer Epidemiol
Biomarkers Prev 2008;17:3020–5.
Design: Randomized single-blinded intervention trial
Participants: 136 adults with a previous history of
precancerous colonic polyp (adenoma) who were polypfree for at least one year before the intervention began
Study Medication and Dosage: 1.5 g per day of green
tea extract (GTE) or no supplemental GTE was given to
subjects for one year. This dosage consisted of 3 tablets.
Each tablet contained 500 mg of GTE, which provided
52.5 mg of epigallocatechin galate (EGCG) and 58 mg
of other catechins---the equivalent of about 2 Japanesesized cups of green tea per pill. All subjects were
allowed to continue drinking their normal intake of
green tea, which brought the intervention group to the
equivalent of 10 cups of green tea per day, or the
equivalent of 2.5 g/day of GTE.
Main Outcome Measure: Development of incident
adenomatous polyps
Key Findings: During the trial, 31% of those in the
control group, but only 15% of those given GTE
developed adenomatous polyps (P<0.05 for difference).
The size of adenomas in the group receiving GTE was
also significantly smaller than adenomas in those not
receiving GTE (P<0.001).
Practice Implications: Previous epidemiologic evidence
shows that high (>10 cups per day) intake of green tea
correlates with a reduced risk of colon cancer (CA).
Green tea catechins (such as EGCG) have been found to
inhibit colon CA cell growth by inducing apoptosis in
vitro. Adenoma formation is a widely accepted marker
for future risk of colon and rectal CA. This is the first
such report. By using a supplement that contains green
(Continued on next page)

THE ORIGINAL INTERNIST

JUNE 2009

105

tea catechins, this trial suggests that chemoprevention
may be achieved as well with supplements as with food,
at least in regard to green tea.
Addendum

12 months. After treatment was discontinued, the
subjects were followed for an additional eight months.
The mean serum 25-hydroxyvitamin D concentration at
baseline was 55 nmol/L (22 ng/dl), indicating marginally
low vitamin D status.

Many healthcare professionals who work with natural
medicine are well aware that a trial such as this one,
even if far larger and no matter how well conducted it
might be, would no longer be publishable in JAMA or in
the New England Journal of Medicine unless the
findings were negative. Our knowledge to that effect,
based upon decades of reading what gets published and
when and where it gets published, casts a shadow on
what may be legitimately called the politics of scientific
reporting. JAMA and the New England Journal of
Medicine are the two most widely cited medical journals
in America. As such, their unstated but increasingly
apparent policy of avoiding publication of positive trials
and continued barrage of publications of negative trials
involving natural medicine appears to this writer as an
attempt to discredit natural medicine rather than discover
scientific truth.

Body sway (an indicator of balance) was assessed by
using a sway meter that measured displacements of the
body at the level of the waist during a 30-second period.
After 20 months, but not after 12 months, body sway had
improved significantly in the vitamin D group (p < 0.001
compared with baseline and p < 0.05 compared with the
change in the control group). Quadriceps strength at 12
months and 20 months was also significantly greater in
the vitamin D group than in the control group. After 20
months, the proportion of subjects who had fallen at
least once was significantly lower in the vitamin D
group than in the control group (40% vs. 63%; p <
0.001). The mean number of falls per person was 0.87 in
the vitamin D group and 1.41 in the control group (38%
decrease; p < 0.001). The number of subjects who had at
least one fracture was nonsignificantly lower in the
vitamin D group than in the control group (7 vs. 12; p =
0.08).1

Vitamin D prevents falls

There are enormous benefits to be derived from helping
the elderly among us to stay in the upright position.
Osteoporotic fractures are a major cause of morbidity
and mortality in older people, and the cost of dealing
with these fractures (primarily hip replacement surgery
and nursing home care) creates a significant drain on our
resources. In contrast, vitamin D is safe when used in
moderation and is quite inexpensive. Moreover, there is
evidence that maintaining adequate vitamin D status
may help prevent certain types of cancer, influenza and
other infections, autoimmune diseases, and possibly
cardiovascular disease.

By Alan R. Gaby, M.D.
Last month I reviewed evidence that vitamin D
supplementation has a mood-elevating effect. In this
month's article, the metaphorical anti-gravitational effect
of vitamin D shifts from the psychological to the
physical. According to the results of a recent study,
supplementation with vitamin D can decrease, by more
than one-third, the number of times elderly people fall
down, and thereby potentially decrease the incidence of
fractures.
Each year, 30% of people over age 65 and 50% of
people over age 80 fall at least once. About 20% of these
falls require medical attention and 10% result in
fractures. A tendency to fall has been shown to be a
more important risk factor than low bone mineral density
for predicting future limb fractures in women. It is well
known that vitamin D promotes bone health by
increasing calcium absorption. It is less well recognized
that vitamin D deficiency can lead to impaired
neuromuscular function (resulting in poor balance) and
muscle weakness, either of which could increase the risk
of falling.
In the new study, 252 healthy elderly men and women
(mean age, 77 years) were randomly assigned to receive,
in double-blind fashion, 1,000 mg per day of calcium
(control group) or 1,000 mg per day of calcium plus 800
IU per day of vitamin D (vitamin D group). Both of the
supplements were given in two divided doses per day for
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The elderly are at particularly high risk of becoming
vitamin D-deficient, because the capacity of the skin to
synthesize vitamin D after exposure to ultraviolet light
decreases with advancing age. In addition, many elderly
people spend most or all of their time indoors. Previous
studies have found that supplementing with 800 IU per
day of vitamin D decreases both the number of falls and
the number of fractures, but that 400 IU per day is
ineffective. It is likely that a subset of the elderly
population could obtain additional benefit by taking
more than 800 IU per day, but questions still remain
regarding what is an optimal serum 25-hydroxyvitamin
D concentration. According to the Food and Nutrition
Board of the Institute of Medicine, supplementing with
up to 2,000 IU of vitamin D per day is safe for the
general population. Higher doses are being used in
selected cases by some practitioners, but the long-term
safety of those doses has not been established.
(Continued on next page)
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1) Pfeifer M, Begerow B, Minne HW, et al. Effects of a
long-term vitamin D and calcium supplementation
on falls and parameters of muscle function in
community-dwelling older individuals. Osteoporos
Int 2009;20:315-322.
Irritable Bowel Syndrome in Women

and the ability to cope with the illness. Stress can affect
GI function and cause various symptoms in most people,
but this happens to a greater extent in IBS individuals.16,
17,18
In women, there is a high prevalence of prior
physical and sexual abuse in those with IBS. One study
reported that 53% of gastroenterology clinic patients
with functional intestinal disorders had a history of
sexual abuse.19

Tori Hudson, N.D.

Diagnosis

January 2009

The characteristic description of IBS is abdominal pain
or discomfort relieved by defecation. Onset is associated
with a change in the consistency or frequency of the
stools. A diagnostic workup includes a complete history
and physical exam. Laboratory and diagnostic tests
might be considered. In women < 50 y.o., these include
a CBC, electrolytes, liver function tests (LFTs), occult
blood and optional sigmoidoscopy. In women > 50:
CBC, electrolytes, LFTs, colonoscopy or barium enema
with sigmoidoscopy. Stool tests to rule out ova and
parasites, bacterial or fungal overgrowth and flora
imbalance can be considered as well. Diagnostic criteria
are at least 12 weeks (not necessarily consecutive) in the
preceding 12 months of abdominal discomfort or pain
that has at least two of the following:

Irritable bowel syndrome (IBS) is the most common
reason for gastrointestinal abdominal pain seen in
primary care and gastroenterology practices, and is very
prominent in gynecological practices. Up to 20% of
adults in the U.S. have IBS1, which predominantly
affects reproductive-aged women, and is most likely to
occur in association with, or be similar to, gynecologic
disorders. In 50 percent of individuals2, the age of onset
is less than 35 years of age.3
IBS is a functional gastrointestinal (GI) tract disorder
and is defined as chronic abdominal pain, usually lower
abdomen, with disturbed bowel habits in the absence of
structural or biochemical abnormalities. Bowel patterns
can be diarrhea, constipation or alternating between the
two. It is now suggested that abnormal gut motility and
bowel hypersensitivity is influenced by psychosocial
factors and the result of dysregulation of brain-gut
interactions.4,5 Interplay between the enteric nervous
system and the central autonomic neural network
through parasymptathetic and sympathetic nerves
regulates motor and sensory function in the intestines.
This dual directional interaction between brain and gut
suggests that individuals with IBS have altered
perceptions of pain.7,8 Hyperexcitability of the neurons
in the dorsal horn are thought to contribute to the
prolonged pain memory in IBS patients or in a
disruption in the coordination of these centers.,
Communication between the brain and gut is mediated
by many biochemical factors with input from the
neuroendocrine and neuroimmunologic body systems.
Several mediators may be involved in the visceral
hypersensitivity and motility including 5 hydroxytryptamine (5-HT). 5-HT is both a neurotransmitter in bowel sensory fibers and a paracrine
signaling molecule in the bowel.12,13 The concentration
of 5-HT is considerably greater in the gut than in the
brain and 95% of the body’s 5-HT is synthesized and
stored in the enterochromaffin cells of the gut.14,15
Psychosocial factors such as early life experiences,
physical stress, coping skills, psychological stressors and
co-existing health problems are not thought to cause
IBS, but rather influence the manifestation of symptoms

• relieved with defacation
• onset associated with a change in stool form/
appearance
Abdominal pain or discomfort tends to be non-localized,
migratory, and variable. It is often worse after a meal,
during times of stress and before/during menses.
Other symptoms that increase the likely of the diagnosis
of IBS but are not essential for the diagnosis include:


more than three stools per day or fewer than three per
week

lumpy/hard or loose/watery stools in more than 25%
of the defecations

straining, urgency, or incomplete evacuation in more
than 25% of stools

passage of mucus in more than 25% of stools

bloating or abdominal distention more than 25% of
the time
It can be helpful in treatment strategies to categorize IBS
patients as constipation-predominant, diarrheapredominant, or a combination of both at variable times.
Some patients alternate between the subgroups.
Atypical symptoms should cause the practitioner to
consider a diagnosis other than IBS and possibly a
referral to a gastroenterologist. These include: severe
constipation, persistent diarrhea, anemia, fever, weight
loss, rectal bleeding, nocturnal pain, nocturnal abnormal
(Continued on next page)
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bowel function, family history of GI cancer/
inflammatory bowel disease or celiac disease, and new
onset of symptoms in those older than 50. A differential
diagnosis of chronic or recurrent abdominal discomfort
and bowel function includes: malabsorptive conditions
(ex. Celiac), dietary factors (lactose intolerance,
caffeine, sorbitol from chewing gum), infections
(Giardia), inflammatory bowel disease, psychological
disorders (depression), and miscellaneous conditions
(ex. endometriosis, carcinoid syndrome).
Treatments
This interplay of physiological factors, psychosocial
influences and trigger foods in IBS is best addressed
with an integrated approach to treatment. Attending to
several levels leads to the most optimal outcomes.

treating diarrhea, constipation and IBS.23 When taken
orally, it expands and normalizes bowel function. All
methods of increasing fiber are best used by starting
with smaller doses and slowly increasing, while also
taking it with at least 8 ounces of water.
If fiber sources are not beneficial, then osmotic
laxatives such as magnesium can be utilized in those
with constipation dominant IBS. Magnesium citrate,
sulfate and hydroxide salts are the most common forms
of magnesium indicated for constipation. The
magnesium sulfate salt is the most potent.
Most alternative medicine practitioners consider the
role of food allergies or food intolerances in the
etiology or course of IBS. This is based on historical
empirical observation, as well as several studies
documenting the association between food allergy and
IBS.24,25,26,27 Identifying aggravating foods and
improving the diet based on these findings along with
general whole foods dietary guidelines puts the patient
on a sound path towards wellness, not only with their
IBS, but with their general health as well.

With high sugar/low fiber diets being so common in the
U.S., it is not surprising that an increase in dietary fiber
from grain, fruits and vegetables has been a cornerstone
of IBS treatment in conventional and alternative
medicine approaches. Constipation dominant IBS
patients appear to benefit more from using fiber/
bulking agents than do those with diarrhea. Some
individuals may improve by increasing dietary fiber
from fruits and vegetables and others from cereal
sources although in one uncontrolled clinical study, no
significant difference was observed in those who had a
diet composed of 30 g of fruits and vegetable fiber and
10 g of cereal fiber vs. those with 30 g of cereal fiber
with 10 g of fruit/vegetable fiber.20 For those with a
diarrhea dominant component, cooked vegetables may
be the best choice to help reduce symptoms. Fiber
choices in the diet and in supplement form should be
individualized to see how each patient reacts. If the
fiber aggravates them, then a change to another fiber
intervention, or perhaps avoiding the increased fiber
approach should be considered.

Recent research suggests that dysregulation in gut flora
of the small bowel occurs in patients with IBS.28 Two
important clinical trials confirm this. In a randomized,
placebo-controlled 5-month trial, eighty-six IBS
patients were randomized to receive either a
multispecies probiotic supplement daily or a placebo.28
The IBS score at 5 months decreased 14 points from
baseline with the probiotics vs. only three points with
placebo. Abdominal distension and pain were
especially affected. In the second clinical trial, forty
IBS patients were randomized into a placebo or
probiotics treatment group.30 After four weeks of
treatment with Lactobacillus acidophilus, there was a
20% greater reduction in abdominal pain or discomfort
in the treatment group vs. the placebo group.

There are two forms of fiber, insoluble fiber and
soluble fiber. Insoluble fiber does not readily dissolve
in water and increases the bulk of the stool, softens the
stools and shortens the transit time. Soluble fiber
dissolves in water and forms a soft gel substance and
eases elimination of stool. Psyllium husks and flax
seeds are bulk forming agents that absorb water, soften
stool and increase stool weight and the number of
bowel movements per day. Even for diarrhea-dominant
IBS, psyllium husks make the stools less watery.21
However, sometimes they can increase flatulence and
bloating. Citrus pectin serves as a soluble fiber in that
it helps in the intestinal flora stabilization and can ease
both constipation and diarrhea associated IBS.22 Guar
gum is a soluble dietary fiber produced from the seed
of the guar plant and is used as a bulk laxative for

Peppermint oil, and specifically enteric-coated
peppermint oil (ECPO) inhibits gastrointestinal smooth
muscle spasms of the intestinal tract and improves the
rhythmic contractions, presumably due to the menthol.
Peppermint oil has been studied in children31 and adults
with IBS,32 but the results have been conflicting. A
meta-analysis of five studies in 1999, was not
conclusive.33 In one of those studies, ECPO or placebo
was given to 110 patients with symptoms of IBS. 34
Patients took one capsule of either 0.2ml ECPO or
placebo three to four times daily 15-30 minutes before
meals for one month. In all categories: abdominal pain/
distension, stool frequency, gas and borborygmi, there
was double to almost triple the symptom relief in the
ECPO group. One problem with ECPO is that in some
individuals with GERD, it can increase the symptom of
(Continued on next page)
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heartburn. Alternative formulas without ECPO are an
important clinical option.
Artichoke leaf extract, (Cynara scolymus L), has been
shown to reduce the severity of IBS in a subset of
patients with dyspepsia.35 A similar study was done in
patients with dyspepsia and IBS. Patients were
randomly assigned to either 320 or 640 mg capsules of
a standardized (1:5) aqueous extract of artichoke leaves
taken daily for 2 months.36 IBS symptoms decreased
significantly by 26.4%, total symptom scores decreased
by 41%, and a 20% improvement was seen in the
dyspepsia index total quality-of-life score after
treatment with artichoke leaf extract.
Turmeric may also help with reducing IBS symptoms.
In a pilot study, 207 patients were given one tablet with
72 mg or two tablets of a standardized turmeric extract
for 8 weeks.37 IBS prevalence decreased 53% in the one
tablet per day group and 60% in the two tablets per day
group with approximately two thirds of all individuals
reporting an improvement in symptoms after treatment.
Historically, both Western herbal medicine traditions
and Traditional Chinese Medicine (TCM) has included
bitters in IBS formulas. The bitters are herbs that
stimulate the function and motility of the gastrointestinal (GI) tract having an effect on increasing
gastric secretions and a tonic effect on the GI tract.
This normalization of digestive function then is thought
to balance the intestinal ecology, thereby reducing
flatulence and distension. Common bitters used
typically 10-30 minutes before a meal, include ginger
(Zingiber officinale) rhizome, dandelion (Taraxacum
officinalis), fumitory (Fumaria officianlis) leaf,
wormwood (Artemisia spp.), gentian (Gentiana spp.)
root, candytuft (Iberis amara) and artichoke (Cynara
scolymus) leaf. From a Western botanical traditional
approach, combining these bitters with herbal cholagogues, carminatives, antispasmodics, anti-microbials,
anti-inflammatories, astringents, nerviness, adaptogens,
antidiarrheals and aperients (mild laxatives) can
possibly address the multiplicity of IBS symptoms
more effectively.
One herbal combination formula that has been studied
in IBS contains the bitter candytuft (Iberis amara), a
cholagogue (celandine [Chelidonium majus]) leaf and
flower, carminatives (caraway [Carum carvi],
peppermint [Mentha piperita], chamomile [Matricaria
recutita] ): an anti-inflammatory (licorice [Glycyrrhiza
spp. root] ), nervines, (lemon balm [Melissa
officinalis] ) angelica (Angelica archangelica), and
milk thistle (silybum marianum). In a randomized,
double-blind, multicenter study of 208 patients with

IBS, patients received the alcohol extraction of the
above herbal combination, or the above formula
excluding the celandine, angelica and milk thistle, or
bitter candytuft only; or placebo.38 Twenty drops were
given three times per day for four weeks. Both the full
combination formula and the preparation excluding the
celandine, angelica and milk thistle demonstrated
effectiveness. The preparation containing the single
herb, bitter candytuft did not.
Marshmallow root (Althaea officinalis) has a rich
tradition for its use in constipation, diarrhea, gastric
inflammation and peptic ulcers. The leaves and root
contain mucilage polysaccharides that can soothe and
protect mucous membranes. It is thought that this
mucilaginous herb can provide a soothing effect on the
intestinal wall and help stool more easily move through
the bowel, thereby increasing comfort and
elimination.39
One of my favorite herbs to use for abdominal
cramping related to IBS is wild yam (Dioscorea
villosa) in tincture form. The historical botanical use of
wild yam includes its antispasmodic effects on smooth
muscle. One teaspoon twice per day will likely yield
positive results.
Two additional nutrients in supplement form are
important to consider. These are tryptophan or 5hydroxytryptophan. We mentioned in the early part of
this article, the brain-gut connection. L-tryptophan and
5-hydroxytryptophan (5-HTP) are produced in both the
brain and digestive tract. Approximately 95% of the
body’s serotonin is found in the GI tract. When the
serotonin is released, it can interact with several
different 5-HT (5-hydroxytryptamine) receptors. The
receptor subtypes 5-HT1 , 5-HT3 and 5-HT4 play major
roles in GI motor and secretory function as well as
visceral sensation.40 5-HT3 receptor antagonists delay
transit in the GI tract, reduce colonic tone, dampen the
gastrocolic reflex and decrease intestinal sensation.40,
41,42,43
5-HT4 agonists improve abdominal discomfort,
bloating and bowel habits in most randomized clinical
trials. The critical role of 5-HT in IBS is supportive of
the strategy for using alternative and conventional
antidepressants because of their therapeutic ability
to bind to these 5-HT receptors and affect serotonin
levels. This in turn can have an influence on IBS
because of its impact on the psychological factors of
depression and stress. Modulation of the serotonin
pathway with the use of L-tryptophan or 5-HTP,
appears to be a logical approach in treating IBS.
Common dosing for L-tryptophan is 500 mg up to
6,000 mg per day, before bed. Common dosing for 5HTP is 50 mg – 100 mg/day, before bed. Be aware the
(Continued on next page)
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tryptophan can cause side effects such as heartburn,
belching, flatulence, nausea, vomiting, diarrhea,
drowsiness and anorexia.
Melatonin has been studied in individuals with IBS.
An eight week placebo-controlled trial demonstrated
that those taking melatonin experienced 3.5 times the
improvement in their IBS score.45 In addition, quality
of life was nearly 3 times greater in the melatonin
group (43.6% vs. 14.6% in the placebo group).
Another placebo-controlled trial of 40 individuals
found that supplementing with melatonin reduced
abdominal pain and rectal pain.46 Lastly, in a study of
young women with IBS, women in the melatonin group
reported less abdominal pain, diarrhea and constipation
after eight weeks. These IBS symptoms improved
without any impact on improving sleep.47 Typical
dosing of melatonin is in the range of 0.3 mg – 5 mg
nightly, before bed, although higher doses can be used.
With attention to this multifactorial, brain-gut interplay,
a combination product of psyllium husk, guar gum seed
extract, citrus pectin, marshmallow root, probiotics and
melatonin was tested in a randomized, single-blind, two
phase study in 20 volunteer subjects with IBS. Phase I
of the study was done to determine the optimal dosage
of melatonin. Results of the study demonstrated that
nearly complete relief (over 95%) of the common
symptoms of gas, bloating, constipation and diarrhea
were relieved. There was also an 81.7% improvement
in abdominal discomfort and 64% of the individuals
had more comfortable bowel movements.48
Psychological/behavioral interventions are also options
for IBS and can be included in a holistic approach to
IBS as needed. Relaxation training, hypnosis,
psychotherapy, cognitive-behavioral therapy, stress
reduction and perhaps a change of pace/change in one’s
approach to life can be suited to each individual
situation.
Conclusion
IBS is one of the most frequently diagnosed problems.
It is especially common in women, and is often
confused with gynecologic disorders. Although a single
cause of IBS is not identified, it is generally agreed that
there is interplay between physiological and
psychosocial causes. Symptoms range from mild to
severe. And while most patients respond to the above
natural treatments, more severe cases may require
selected natural therapies in conjunction with
conventional antispasmodics, tricyclic antidepressants,
selective serotonin reuptake inhibitors, antidiarrheals or
osmotic laxatives. Alosetron, a selective 5-HT3 receptor
antagonist is the first FDA-approved drug for treating
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severe IBS in women whose predominant symptom is
diarrhea. This drug was withdrawn within months of its
introduction to the market, due to serious, lifethreatening gastrointestinal side effects. It was
re-introduced in June 2002 with restrictions on its use.
Fortunately, IBS is very well treated with a holistic
approach and attention to avoiding food triggers,
increasing dietary fiber, introducing probiotics,
choosing from the herbal options, and considering the
interplay of the gut-brain interaction embracing
melatonin/ tryptophans and/or psychological/behavioral
interventions.
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It Really Is
About The DABCI
Community
by: Brian K. Wilson, DC, DABCI

Your author has come across some very relevant
concepts, applicable to chiropractic as a profession,
happening at this very critical time in its history.
Tim McCollough, DC, DABCI, addresses this critical
time in “The Power of Life and Death”: (The Original
Internist,:16:1, pp 56-7). One could believe that virtually anyone who practices chiropractic internal medicine sees patients who have become distrustful of a
medical system that depends largely on synthetic drugs
that block system functions. That way of delivering
medicine might be helpful for acute situations, but
potentially deadly for chronic disease. As patients become more aware, their feelings often prefer minimally
invasive healing technologies rather than synthetic
suppression pharmacology.
Bruce H Lipton, PhD, states clearly the expensive, high
mortality, symptom-suppression dead-end pharmaceutical drug regimens do not address the cause of the problem. (The New Physics. IN: The Biology of Belief,
Unleashing the Power of Consciousness, Matter &
Miracles. Hay House 2008, www.hayhouse.com. Pp
65-91). All sorts of evidence point to present “sickness
care” being in for some type of major change. Possible
scenarios for chiropractic: (1) become redundant with
the physical therapists being the spinal manipulation
specialists, (2) greater factionalism within the profession causing political atrophy, and/or (3) only those
DC’s with advanced training or multiple degrees enjoying respect. As Dr. McCollough states, the emergence
of the chiropractic individuals who will lead a more
favorable future is necessary right now.
Anyone who routinely evaluates patient outcomes
knows most of what we do enhances neurological/
intracellular communication. The author’s experience
seems to show the very nature of the chiropractic practice; whether an improved pain scale, better body mass,
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improved blood or urine tests, a better Hoffman’s sign,
eye tracking, blood pressure or any other objective outcome measurement does demonstrate right-now functional and neurologic improvement, far more often than
not.
The author’s view is the ACA Council on Diagnosis
and Internal Disorders, has the best clinical experience
to lead the profession to become verifiably relevant and
outcome oriented, by devotedly using standard diagnosis. The best way is to take up that responsibility by
being a friend to every faction in chiropractic. Help us
develop the sense of community within ourselves and
our colleagues in chiropractic. Teaching outcome
evaluation is essential. Can we not take up that challenge? Do not be surprised that other fine chiropractic
clinicians will be willing to help.
This will take funds, work, and outreach to nonDABCI’s.
So, how do Members of CDID help?
Please start by attending the CDID Symposium. Bruce
Lipton offers powerful evidence of how much smarter
and able unicellular organisms, whales, and cellular
biology students become by working together. That is
community and communication. If we become smarter
just by association, then one can’t help but gain by being in Dallas at Symposium this July. Act part of the
community! Help make us All smarter and more able!
The DABCI community needs to be robustly healthy,
possess great communication skills, and take a major
leadership role for the chiropractic profession’s survival.
The author is a Past President of both The Council on
Diagnosis and Internal Disorders, ACA; and The
American Board of Chiropractic Internists. Presently,
practices are as a Chiropractic Internist in both Englewood and Breckenridge, CO. Contact is
broadwaysout@earthlink.net. 
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Eldorado, KS

Dr. Alex Zevan,III
Bloomingdale, IL

Dr. Paul Hughes
Edgerton, KS

INDIANA
Dr. John Bernzott
Connersville, IN

Dr. Tobi Jeurink
Gardner, KS

Dr. Thomas Jansen
Kendalville, IN
Dr. William Lyden
Mishawaka, IN
Dr. Brian McGuckin
Valparaiso, IN

Dr. William Hogan
Lombard, IL

IOWA
Dr. Gary Bowden
McGregor, IA

MARYLAND
Dr. Wayne Sodano
Bel Air, MD

Dr. Lester Holze, Jr.
Elgin, IL

Dr. Darlene Ehlers
Tipton, IA

Dr. Cindy Howard
Orland Park, IL

Dr. Robert Friedrichs
Mason City, IA

MICHIGAN
Dr. Daniel M. McGregor
Prudenville, MI

Dr. Frederick Hult
McHenry, IL

Dr. Tracy A. Stomgren
Glenwood, IA

Dr. Grant Iannelli
Lombard, IL

Dr. Lynn Theesfield
Ames, IA

Dr. David Hepler
Lincoln, IL

Dr. Harry Jensen
Sterling, IL

Dr. Zach Watkins
Johnston, IA

Dr. Kathleen Power
Pasadena, CA

Dr. David Frerking
Tavares, FL

Dr. Thomas Jensen
Sterling, IL

Dr. Anita Wubenna
Parkview, IA

Dr. Rowen Richardson
Glendora, CA

Dr. Marguerite Gerger
Clearwater, FL

Dr. Theodore Johnson
Chicago, IL

Dr. Scott Soluk
Los Angeles, CA

Dr. Janice Piro
Palm Harbor, FL

Dr. James McGinn, Jr.
Crystal Lake, IL

Dr. Susan Player
Clearwater, FL

Dr. Anthony Pantanella
Hoffman Estates, IL

Dr. John Podlaski
Ocala, FL

Dr. Michael Poierier
Lombard, IL

COLORADO
Dr. John Baer
Englewood, CO

GEORGIA
Dr. Larry Haberski
Stone Mountain, GA

Dr. Robert Pyne, Jr.
Palos Hills, IL

Dr. Debra Carpenter
Pueblo West, CO

Dr. Edward Kaszans
Brunswick, GA

Dr. Terry Collinson
Colorado Springs, CO

Dr. Ron Young
Salina, KS
LOUISIANA
Dr. Robert W. Smith
Baton Rouge, LA

FLORIDA
Dr. John Findlay
W. Palm Beach, FL

Dr. Kelly Worth
Orange, CA

Dr. Janie Pirner
Wichita, KS

Dr. Robert Prather
Indianapolis, IN

Dr. Andrew Lucas
Riverside, CA

Dr. Sylvie Wellhausen
Loma Linda, CA

Dr. Christena Nicholson
Overland Park, KS

Dr. William Shelton
Lombard, IL
Dr. Douglas Stam
Bourbonnais, IL

KANSAS
Dr. Mark Albers
Wichita, KS
Dr. Lynn Betz
Auburn, KS
Dr. Ben Bowers
Wichita, KS
Dr. Richard Brown
Olathe, KS
Dr. Susan Buchanan-Cheney
Phillipsburg, KS
Dr. Ralph Cardin
Overland Park, KS

MINNESOTA
Dr. Jeffrey Anderson
Edina, MN
Dr. Robert Bergan
Minneapolis, MN
Dr. Timothy Bertsch
Champlin, MN
Dr. Linda Bowers
Bloomington, MN
Dr. Russell DesMarais
St. Paul, MN
Dr. Joel Eichers
Chanhassen, MN
Dr. John Gerber
Blaine, MN
Dr. Timothy Gerhart
Red Wing, MN
Dr. Jedidiah Krauss
St. Louis Park, MN
Dr. Mac Beth Lindstrom
Slayton, MN
Dr. Todd McGillick
Gaylord, MN

(Continued on next page)
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Dr. John LaHoda
Richboro, PA

Dr. Tim McCullough
Houston, TX

Dr. Fredrick Osterberg
Red Lion, PA

Dr. Zachery McVey
League City, TX

Dr. Van Merkle
Dayton, OH

SOUTH CAROLINA
Dr. Jon Bergrin
Florence, SC

Dr. Gregory Mrozinski
Houston, TX

NEW MEXICO
Dr. John Dalton
Roswell, NM

OKLAHOMA
Dr. Stephanie Clay
Bartlesville, OK

Dr. Bruce Gwinnup
Charleston, SC

Dr. John H. Gelhot
Albuquerque, NM

Dr. Gerry Langston
Tulsa, OK

Dr. Shereen Jegtvig
Albuquerque, NM

Dr. Richard Santelli
Bethany, OK

NEW YORK
Dr. Ronald Safko
New York City, NY

Dr. Michael Taylor
Tulsa, OK

Dr. Thomas Miller
Coon Rapids, MN

Dr. Robert Wiehe
West Plains, MO

Dr. Joseph Muldoon
Slayton, MN

NEW JERSEY
Dr. Jon Mastrobattista
Bernardville, NJ

Dr. Mark McAdoo
Athens, OH

Dr. Perry Ricci
Egg Harbor City, NJ

Dr. Brenwyn Peddycoat
White Bear Lake, MN
Dr. Gregory Peterson
Winona, MN
Dr. Dane Roubos
Bloomington, MN
Dr. Sandra Spore
Stillwater, MN
Dr. Leslie Stewart
St. Paul, MN
Dr. Charles Strauman
St. Louis Park, MN
Dr. Terese Tomanek
Duluth, MN
Dr. Timothy Whelan
New Hope, MN
Dr. Jon Williams
Bloomington, MN
MISSOURI
Dr. David Clark
Oak Grove, MO
Dr. Charles Eckert
Raymore, MO
Dr. Jack Kessinger
Rolla, MO
Dr. Jay Kessinger
Rolla, MO
Dr. Kelley Kirchner
Kahoka, MO
Dr. Mable Leckrone
Liberty, MO
Dr. Duane Lowe
Maplewood, MO

Dr. John Zilliox
Amherst, NY
NEVADA
Dr. Howard Balduc
Las Vegas, NV
Dr. Craig Roles
Henderson, NV
NORTH CAROLINA
Dr. William R. Armstrong
Laurenburg, NC

OREGON
Dr. Daniel Beeson
Portland, OR
Dr. David Braman
Tuelatin, OR
Dr. Kathleen M. Galligan
Oregon City, OR
Dr. Edward M. Geller
Medford, OR
Dr. Usha Honeyman
Corvallis, OR

Dr. Phillip Arnone
Matthews, NC

Dr. Steven Lumsden
Gresham, OR

Dr. Stephen Button
Mount Airy, NC

Dr. Scott Northrup
Brookings, OR

Dr. Karen Carrick
Raleigh, NC

Dr. Kristopher Peterson
Hermiston, OR

Dr. Nikolas R. Hedberg
Asheville, NC

Dr. Thomas Richards
Beaverton, OR

Dr. Dean Kenny
High Point, NC

Dr. James Siegel
Canyonville, OR

Dr. Terry Nelson
Independence, MO

Dr. Sandrine Martin
Cornelius, NC

Dr. R Vincent Satterwhite
Kansas City, MO

Dr. Barbara Saunders
Garner, NC

Dr. Jeremy Thornton
Stockton, MO

Dr. Todd Smith
Winston-Salem, NC

Dr. Jeffrey S. Ware
Lake St. Louis, MO

OHIO
Dr. Robert Gilbert
Mansfield, OH

Dr. Mark Yeager
Charlotte, NC

Dr. Mark Thomas
Cottage Grove, OR
Dr. David Wickes
Portland, OR
PENNSYLVANIA
Dr. Bruce Fink
Coudersport, PA
Dr. Mark Homison
Cranberry Township, PA

Dr. Peter Kfoury
Charleston, SC
Dr. Morgan Kutzner
Greenville, SC
Dr. Jacqueline McKool
Charleston, SC
Dr. Robert Pascal
Charleston, SC
Dr. Virginia Samuel
Columbia, SC
SOUTH DAKOTA
Dr. Roger Bommersbach
Brookings, SD
Dr. Roger Prill
Mitchell, SD
Dr. David Schwierert
Rapid City, SD
TENNESSEE
Dr. William Strauss
Lebanon, TN

Dr. Mike Prioux
Friendswood, TX
Dr. V.M. Thompsom
Arlington, TX
UTAH
Dr. Don Vradenburg
St. George, UT
VIRGINIA
Dr. Robert Duca
Dunn Loring, VA
Dr. Guntrang Khalsa
Herndon, VA
WASHINGTON
Dr. H. Earl Moore
Spokane, WA
WISCONSIN
Dr. Leslie Best
Madison, WI
Dr. Barbara Bradley
Wausau, WI
Dr. Kevin Branham
Eagle River, WI
Dr. Bernie Finch
Pepin, WI

TEXAS
Dr. Edward Brown
Dallas, TX

Dr. Gwendolyn Gauerke
Iola, WI

Dr. Ralph Burton
Kennedale, TX

Dr. Craig Gilbaugh
Ashland, WI

Dr. Lance Carlton-Durrett
The Woodlands, TX

Dr. Kathleen Maedke
Milwaukee, WI

Dr. Janie Duke
Plano, TX

Dr. Cheryl Metzler
Green Bay, WI

Dr. Steve Grimm
San Antonio, TX

Dr. Gina Schultz
Hollandale, WI

Dr. Doreen Lewis-Overstrom
San Antonio, TX

Dr. David A. Sommerfield
Rice Lake, WI

Dr. Joe Lindley
Houston, TX

Dr. Gina Steinman
Blanchardville, WI
Dr. Dean Willhite
Manitowoc, WI

* Retired DABCI Practitioner

Placement on this list does not guarantee current credentialing by the American Board of Chiropractic
Internists. To verify current credentialing status visit the ABCI website, www.dabci.org.
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