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ARTERIOSCLEROSIS

ATHEROSCLEROSIS
by Ronald L. Myers, CNC

I choose to group these together because over my career in this field | have observed many
doctors using these terms almost “interchangeably”. This is not hard to understand, as these
conditions tend to occur simultaneously. In fact, current diagnostic thinking considers one
(atherosclerosis) to be a form of the other (arteriosclerosis). From a nutritional standpoint, the
treatment for both of these conditions is the same.

Before beginning any nutritional program in patients with these conditions, ALWAYS insure
biliary stasis is NOT present. Clinically | have been able to demonstrate hypochlorhydria and
biliary problems in most patients presenting with the above conditions. Resolving the patient's
biliary dysfunction will, in most cases, speed the resolution of the blood vascular condition as
well.

LABORATORY INDICATORS:

CHOLESTEROL -- INCREASED

TRIGLYCRIDES - INCREASED (usually > chol.)

HDL -- DECREASED

SERUM URIC ACID -- INCREASED

HOMOCYSTEINE -- INCREASED (serum or urine)
TREATMENT:

BILIARY DYSFUNCTION --
Hydrozyme 2 tablets with each meal. Provides HCI, pancreatin, B6.
Beta TCP 2 tablets before each meal. Provides betaine, Taurine, vit C,
pancrealipase.
I ALWAYS recommend using Hydrozyme in the treatment of biliary problems because the G.I
system is a pH regulated system. From a purely physical point of view, the beginning of that
regulation is in the stomach. For the hormones of digestion (cholecystokinin, secretin) to
function adequately, the chyme entering the pylorus must be pH 5.0 or less. This may not be the
case if the patient is hypochlorhydric, which a high percentage of them are. Beta TCP will
resolve biliary dysfunction, temporarily, but if we do not address the probable cause, we have
applied a temporary band-aid. Hydrozyme will address the probable cause of the dysfunction. |
encourage you not to stop there. Ordering a serum gastrin for the patient will allow you to assess
the patients potential to produce hydrochloric acid. If that number is less than 45, the patient is
probably not going to produce HCI at optimum levels, indicating a need for HCI supplementation
long term. If the serum gastrin number is between 50 and 100, the patient has the physiological
ability to produce HCI at optimum levels, the question then is; why aren't they? At this point, we
need to assess those factors that we know are essential for the patient to produce hydrochloric
acid, they are WATER, sodium, chloride, thiamine and zinc. If the patient is presenting with
hypochlorhydria, and their serum gastrin indicates the ability to produce adequate HCI; begin by
assessing how much water they drink each day. Let's remember, it is HYDROchloric acid.
Next, let's make sure they are not on a NO or LOW salt diet and that they are using REAL salt
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(like Hains Solar Dried Sea Salt), not some form of sodium silico aluminate (Morton's salt). The
Zinc Taste Test will allow you to assess zinc need; and the Anion Gap (inc.) and CO2 (dec.) on
blood chemistry will confirm or rule-out thiamine need.

ARTERIOSCLEROSIS/ATHEROSCLEROSIS--

PorphyraZyme 4 tablets 3 times daily on an empty stomach. Chelates
divalent metals.

Intenzyme Forte 8 tablets on arising and at bedtime. Provides live
proteolytic enzymes to facilitate plaque breakdown.

Flax Seed Oil 2 capsules with each meal. Provides essential fats as
Omega 3, 6, and 9.

Phosphatidylcholine 3 capsules with each meal.

BioCardiozyme Forte 2 tablets with each meal.

The treatment of the above mentioned conditions would not be complete without an assessment
of predisposing factors.
Genetic predisposition
Diet--high in refined carbos, hydrogenated oils, alcohol, red meat.
Endocrine dysfunction (thyroid hypo-function most common)
Homocystine (need for B6, B12, betaine [trimethylglycine], or folic acid).
Carbohydrate handling problem (diabetes, Syndrome X, etc).

Every year, more and more control studies are showing the effectiveness of nutritional means of
treating this condition.
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