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ccording to the (DC - Autoimmune disease is a category

that affects 50 million Americans. It is one of the top ten
causes of death in women under the age of 65, is the second
highest cause of chronicillness, and is the top cause of
morbidity in women in the United States. Additionally,
autoimmune diseases have been reported to be on the
rise in the U.S. and around the world, making this poorly
understood category of disease a public health crisis at levels
comparable to heart disease and cancer.

What is Autoimmunity?

There are 100+ known autoimmune diseases, all caused

by the common thread that is autoimmunity. The process

of autoimmunity is initiated when one’s immune system
becomes overactive, and rather than destroy foreign invaders,
such as bacteria and viruses, it targets one’s own healthy

cells and tissues causing various autoimmune diseases.
Autoimmune diseases can affect any system in the body.
Symptoms vary widely among the diseases, making the
diseases difficult to diagnosis. Exactly what triggers an
autoimmune response is unknown; however, researchers do
know that autoimmune diseases occur where there is a genetic
predisposition in the family towards autoimmunity and the
presence of an environmental trigger, such as, viruses, bacteria,
medications, pollutants, hormones, or stress.

The Living Proof Journal



The Immune System

Our immune system protects us from foreign invaders.
Itis our body’s military system to identify and destroy
organisms that may harm us such as bacteria, parasites,
and viruses. It does this like any military service, with
weapons. The problem that people with autoimmune
disease encounter is that their military no longer has

a general, it can attack whoever, whenever, wherever,
leading to the destruction of healthy tissue.

The immune system coordinates its attacks by use of
things called inflammatory cytokines. Think of them

as messengers that give orders to your cells on how

to respond to molecules and microbes they come in
contact with. Some of these messengers can tell the
cells to cause more damage than others. One of the
worst inflammatory cytokines is called NF- kB. Most
inflammatory cytokines use a firecracker to try and
destroy foreign invaders, although NF-kB uses a stick of
dynamite. Unfortunately, NF- kB can produce a perpetual
cycle of destruction; even when the trigger that set off
the initial response is removed.

Your body has a system in place to help keep your

cells from being damaged by these inflammatory

cytokines when they are on the attack. One of the main

protectants is something called glutathione. The research

demonstrates that supporting this glutathione system

is a key step in potentially dampening an immune

response. It mainly does this by quenching NF-kB,

by supporting a part of your immune system called
TH-3, and helping restore your bodies

natural barriers, such as your
gastrointestinal (Gl) lining.

It's All About Balance

Think of your immune system like a seesaw. One side

is called TH-1, and the other side is called TH-2. In the
middle of that seesaw is a fulcrum. This fulcrum is called
TH-3, and this part helps requlate the immune system and
the responses it has against foreign invaders. As with all
things in the body, the immune system is all about being
in balance. With autoimmune patients, there is usually
animbalance in the immune system. In these scenarios,
one side is more dominant than the other. The higher

the imbalance, the greater the severity of the immune
response. This severity is determined by another branch of
the immune system called TH-17. Therefore, if the immune
system is brought closer to balance, this lowers the amount
of healthy tissue being destroyed.

Food for Thought

Certain foods are known to stimulate either one side of
the immune system or the other. An example of aTH-2
stimulator coffee. It is not uncommon to hear some people
comment on how they feel like they are going to“fall
apart” after drinking a cup of coffee whereas other people
may say that they feel so much better after drinking a cup
of coffee. There are several known TH1 and TH2 stimulants
in the average person’s diet which may need to be
evaluated. Other non-food triggers that can stimulate the
immune system can be the common cold. This can cause
more collateral damage to your healthy tissues as your
body is doing what it is designed to do and kill a foreign
invader. Other things like inflammation and stress can also
activate the immune system, which we will discuss later.



The Three-Legged Stool of Autoimmunity

The most accepted theory of how a person can acquire
an autoimmune condition is called the ‘triad theory’. This
theory states that three factors have to be in place to
trigger a reaction. The first is the right genetics. As most
people are aware, these types of diseases run in the
family. The second is that there has to be exposure to a
trigger to cause a reaction. Thirdly, a person must have
what is called intestinal hyper-permeability, or what

is commonly called a“leaky gut.” Over the past few
decades, research has shown there is a high correlation
between developing autoimmunity and inflammatory
conditions in the Gl tract. This makes sense because the
majority of your immune system is in your Gl tract.

1. The Role of Genetics

As most people are aware; autoimmune conditions
tend to run in the family. There are certain genetic
predispositions; called genotypes and phenotypes,
and these types of diseases are usually more common
in women. For the most part, women are usually the
carriers of these genes. There are certain autoimmune
diseases, however, that favor men. The list is short, but
the most common ones are Ankylosing Spondylitis and
Type 1 Diabetes.

2. Autoimmune Triggers

Here are a few common categories of the different
varieties of things that can trigger an immune response
that may develop into autoimmunity. The correlation
between autoimmunity and these triggers vary; but they
are worth noting.

« Diet- there are certain foods that are either known
triggers, or are highly correlated with certain
autoimmune diseases.
» Gluten — Celiac’s disease and type 1 diabetes
« Milk — type 1 diabetes

« Estrogen — a common trigger for autoimmune
thyroid issues.

« Start of puberty

- Pregnancies

« Hormone replacement therapy

« Birth control

« Viruses and Parasites- the incidence is low, but it is
still present.
« Coxsackie B virus and Type 1 diabetes
» Hep. Cand autoimmune hepatitis
« Epstein-barr virus and Rheumatoid Arthritis
« Ochocerca volvulus nematode and lupus (SLE)

« Chemicals- this is just a short list; as only 1% of chemicals are
tested for safety.

« Scleroderma and metals: the risk of scleroderma to
miners is high, particularly silica; other possible metals
involved are mercury, copper, and iron.

« lodine and autoimmune thyroid.

« Silicone in breast implants and lupus (SLE)

« Medications - the incidence of these triggering and
autoimmune response is low, but the risk is still there. Luckily
a lot of these medications are either off the market, or utilized
less by prescribing physicians.

« Older blood pressure medications
« Certain antibiotics
- Certain anesthetics
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3.The Role of the Gl Tract in Autoimmunity?

Your Gl tract is made up of cells that are tightly packed
together. The cells are connected and held together by tight
junctions. Similar to when you pull your shoelaces, both
sides come together and tighten up. When the digestive
tract becomes inflamed, these tight junctions become
widened and allow substances like undigested food
particles, toxins, and bacteria to enter the bloodstream.
Once these undigested foreign substances are absorbed,
the immune system reacts and starts to attack them, since
they are viewed as invaders, and therefore, a threat. This
creates a vicious cycle of further inflammation, which then
promotes more permeability.

It is not uncommon for this to take years to progress.
As the Gl tract gets damaged, the cells become unable
to fully digest food. This can lead to malnutrition, more
inflammation, bacterial/yeast overgrowth, more food
sensitivities and an immune system constantly on the
attack. These vicious cycles can be difficult to unwind
unless strategic dietary and nutritional strategies

are employed.
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What can cause leaky gut?

There are several things that can contribute to a leaky
gut. A diet high in sugars, processed foods, fast food,
dairy, gluten, and alcohol. Certain medications like
corticosteroids, antibiotics, and antacids can contribute
as well. Dysbiosis — or an overgrowth of bad bacteria,
parasites, yeast, or a virus can also contribute to a leaky
gut. A high stress lifestyle can also contribute due to high
cortisol levels.

What do you do for a leaky gut?

The honest answer is, it depends. If you have an over-
growth of harmful organisms then bringing the microbes
inyour Gl tract back into balance will help. Balancing blood
sugar, thyroid hormones and sex hormones will also help in
repairing a leaky gut.

Reducing stress will also help. Eating a healthy diet full of
raw and organic food instead of “food” made with sugar
and chemicals can be beneficial as well. Eliminating certain
foods that your immune system attacks can be hugely
beneficial.

Food Sensitivity Testing

In virtually every case, testing for food sensitivities can help
dramatically. By objectively identifying which foods cause
an immune response, we can take a personalized diet to
the next level. This test cannot be overstated, especially
since people with a gluten sensitivity are ten times more
likely to develop an autoimmune disease! Foods such as
dairy also have a high correlation with type 1 diabetes.



By removing certain foods, we can calm down the immune
system allowing the Gl lining to heal. It is important to
remember that usually the food itself is not the problem,

it is your body’s reaction to that food that is the problem.
Foods that are considered healthy such as avocados and
bananas can also be on the list of foods to remove.

The reason these foods can start an inflammatory
cascade by your immune system is because of a certain
component of your immune system in your Gl tract

called your Gut Associated Lymphatic Tissue, or GALT.
What the GALT does is sample the environment in your

Gl lumen. Once it detects molecules of food that your
immune system has flagged as bad, it sounds the alarm
to alert yourimmune system that there is an intruder. The
inflammatory cytokines that are released by yourimmune
system don't stay in the Gl tract, they have been shown
to cause inflammation throughout your entire body. This
can help explain why food sensitivities can manifest their
symptoms in areas other than the Gl tracts such as the
joints, heart, or brain.

Daily Grind

The word stress is ubiquitous in our society. In fact,

people don't even realize how stressed they are these
days. The three sources of stress are chemical, physical,
and emotional. An example of chemical stress would be
preservatives in food, as your body has to deal with these
foreign chemicals. A physical source of stress would be like
running a marathon or a chronic injury. The most common
form of stress that people recognize is emotional, such

as the loss of a loved one. Regardless of where the stress
comes from, your body reacts the same way: by releasing
stress hormones such as catecholamines and cortisol.




How does stress affect autoimmune Constant Exposure

disease?

Another thing ubiquitous to our society is toxins. We
come in contact with 84,000 chemicals a year, and only
1% of those have been tested for safety. Only 5 chemicals
have been banned in the last 34 years!

Remember how we talked about your immune system
being balanced? Well the higher the imbalance, the
more the immune system gets ramped up. Stress can

also activate TH-17 causing an immune flare-up. Toxins are found in:

Not only that, but cortisol also thins the lining of the qut « Lotions « Air fresheners
and can contribute to leaky gut as we discussed earlier. - Creams « Cleaning products
There are many ways to reduce stress or to learn to live « Plastics « Deodorants

with it. Exercise, meditation, and doing things you find - Make-up - Water

enjoyable are a few examples . Stabilizing your blood - Toothpaste « And many more
sugars through diet and meal timing can also be « Fast foods

a big help.

Many of these items you come in contact with daily and
don't even think about. When we hear a patient talk
about how they can no longer stand the perfume section
ina store, or that pumping gas or other chemicals make
them sick, it sets off a red flag.

7 “When a person starts to lose
" -tolerance of the chemicals in
their environment, they are . |
usually also starting to \
~__lose tolerance to their .
own tissues as well.” 8
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The chemical stress can cause the immune system to go
into attack mode, and your own healthy tissue can be
tagged as an enemy. Once a tissue is tagged, how fast
the tissue gets destroyed is based on a few factors:

- the amount of antibodies

- the forcefulness of the attack

- the amount of tissue

- the antibodies accessibility to the tissue

- the amount of exposure to a particular trigger

Be mindful of what you put on your skin, the water you
drink, the food your eat, and the air you breathe because
they all play a critical role in your autoimmune condition.

Your Action Plan

Autoimmune diseases are diseases of inflammation and
loss of tolerance to your own tissues. Research is showing
that curcumin, a dietary spice from turmeric, can help
dampen the inflammation that ultimately destroys your
own cells. Also, another potent anti-inflammatory that
has been shown to dampen the TH-17 response is called
resveratrol. Research has also shown that to balance your
immune system, TH-3 is heavily dependent on vitamin D,
essential fats, and supporting glutathione levels.

It has been shown that exercising reqularly is a natural
anti-inflammatory. Also, learn to cope with stress with
things like meditation or yoga, as stress heightens the
immune response. Maintaining steady blood sugars
can be of vital importance when trying to dampen an
autoimmune response as well.

Getting tested to see if you have a leaky gut and food 48

sensitivities is of primary concern when dealing
with an overzealous immune system, as this can
be a constant source of inflammation that you
may be unaware of.

Checking your immune status is important as well. As
we mentioned earlier, there is often an imbalance in
the different parts of your immune system. Avoiding
supplements and foods that can provoke your immune
system to attack is a good tactic.

Another step is to get tested for any hidden infections.
These are usually present in the Gl tract. Most American
are under the impression that parasites and other
common over-growths are only in third world countries.
Sadly, this is not the case. The majority of people that
have an overgrowth are unaware of it, and you can't see
a dysbiosis on a scope. The testing we recommend uses
DNA technology to detect microbes, which is 5,000 times
more sensitive than using a culture like traditional stool
testing.

As you can see, there are many factors to consider
when trying to manage an unruly immune system.
Unfortunately, the current standard of care is severely
lacking in addressing the dietary and lifestyle
components of managing autoimmune diseases.

Working with a practitioner that is aware of this research
is critical to the management of your case. There are
many action steps that you can take to ensure your
autoimmune disease is handled using the latest research
and best functional medicine and lifestyle medicine
strategies. A
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