BENEFITS OF PRODUCT

USE OF PRODUCT

This product is recommended for healthy estrogen balance in both men and women. Estrogen
dominance is a very common hormonal imbalance that exists in all industrialized countries. Estrogen
dominance can be determined by elevated levels of estrogen, or by the progesterone:estrogen
ratio in women or the testostercne:estrogen ratio in men.

Estrovite® is useful in cases that require maintaining healthy estrogen metabolism such as
premenstrual syndrome, menopause, etc. This product can also be used to support estrogen
balance during follicular phase or luteal phase variations.

MECHANISM OF ACTION

This product optimizes/improves estrogen receptor sensitivity and cellular response with natural
compounds such as isoflavones, herbal adptogens, and vitamins. It also contains various
compounds that support estrogen metabolism by means of supporting healthy concentration of
sex hormone binding globulin, thus supporting heaithy the levels of unbound active estrogens,
encouraging proper detoxification of estrogen by further supporting methylation, hydroxylation,

© Provides key compounds that support healthy estrogen receptor site response
& Provides important nutrients that improve estrogen metabolism
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Supplement Facts
Serving size 1 vegetarian capsule
Servings per container 90

F

Amount Per Serving % Daily Value

Vitamin B6
(as pyrodoxal 5 phosphate) 12 mg 600%
Folic Acid 700 meg 175%
Vitamin B12 (as cyanocobalamin)
50 mcg 833%
Magnesium (as magnesium
citrate) 60mg 15%
Indol 3 Carbinol 50 mg
Genistein (from soy isoflavone)10 mg
Daidzein {from soy isoflavone) 10 mg

and balancing of estrogen receptor response.

KEY INGREDIENTS
RESEARCH COMMENTARY:

The research information presented here should not be construded 3 day, or as directed by your

as claims regarding performance of this product.

ISOFLAVONES (DAIDZEIN AND GENISTEIN) Soy contains compounds
called isoflavones. The bioclogical active isoflavones include the compounds
daidzein and genistein. isoflavones have been classified as phytoestrogens
because of their estrogenic properties, however this classification may not be
appropriate. The term “Selective Estrogen Receptor Modulator” is the term that
has gained recent acceptance due to the adaptive nature of these compounds
on estrogen receptor sites. Isoflavones are not just compounds that have the
ability to bind to estrogen receptors and induce an estrogen-like response.
Their pharmacology is much more advanced. It appears that isoflavones
have the ability to exert both agonistic and anti-agonistic effects on estrogen
receptor sites depending on the circumstance. For example, isoflavones
have demonstrated an estrogenic effect on receptor sites in tissues absent of
proper estrogen levels and an anti-estrogenic effect on receptor sites in the
presence of excess estrogen.!

This explains their acknowledged clinical effectiveness in both low and high
estrogen cases. These compounds have also been shown to have modulating
impacts on estrogen metabolism that are not direct receptor mediated due to
their impact on sex hormone-binding globulin (SHBG). Isoflavones have the
ability to support the production of SHBG, which has the ability to bind to the
cell surface receptors resulting in the regulation and the bioavailability and
activity of hormones. ? Isoftavones have also demonstrated in studies to have many
positive impacts on both male and female metabolism,? 4 * antiviral properties.®
anti-inflammatory properties,” antioxidant properties,® ®*and cardioprotective
properties.'®

Black Cohosh root 150 mg

Dong Quai root 100 mg

Proprietary Blend: 23mg
D’REC T 0”5 Red Clover leaf extract
Take 1-2 capsules, 3 times Cellulase (plant enzyme) *

Peptidase (plant enzyme) .

heaithcare practitioner. *Daily value not established.

Other Ingredients: vegetable cellulose

\_\(:/egetarian capsule), sillicon dioxide. )
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INDOLE-3-CARBINOL Estrogen hormenes are metabolized initially in the
liver by hydroxylation at phase 1 of the detoxification process. This hydroxylation
takes place primarily on one of three carbons. The 2-carbon, which yields 2-
hydroxyestrone (2-OH), the 4-carbon which yields 4-hydroxyestrone (4-0H) or on
the 16-alpha-carbon which yields 16-alpha-hydroxyestrone (16-alpha-OH).
The 2-OH metabolite has a very weak estrogenic response and is therefore
the preferential estroagen metabolite. On the other hand, 16-alpha-OH and the
4-OH exert a powerful and persistent mitogenic estrogen receptor response.
Therefore, modifying metabolism to yield more 2-0H metabolites and less
16-alpha-OH and the 4-OH metabalites would be optimal, especially for those
that are estrogen dominant. A natural compound derived from cruciferous
vegetables called Indole-3-Carbinol {(I3C) has the ability to shift the ratio of 2-OH
to 16-alpha-OH in favor of 2-OH. 13C promotes 2-OH formation by inducing
phase | cytochrome P450-1A1 and P450-1A2, which facilitates 2-hydroxylation
of estrogen. In addition, 13C also has shown some ability to decrease 4-OH
production. improving the ratios of phase | hydroxylation metabolites may

have positive impacts on the influence of healthy estrogen metabolism. ¥
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Statements in this flyer have not been evaluated by the Food and Drug Administration.
This product is not intended to diagnose, treat, cure or prevent any disease.




PYRIDOXAL-5-PHOSPHATE (B6) Vitamin B-6 has been shown to reduce
tissue hypersensitivity to estrogen. Evidence shows that vitamin B6 interacls with
the steroid hormone receptor complex and the binding of this complex to DNA. This
binding will then turn off the transmission of the hormonal signal to the nucleus of
the cell. A B-6 deficiency may explain why there may be exaggerated symptoms of
estrogen dominance with normal or slightly increased estrogen levels. It may not
be the level of estrogens causing estrogen excess symptoms, but rather lhe exag-
gerated transcriptional response that induces the expression of estrogen excess
symptoms and patterns. An active form of B-8 such as pyridoxal-5-phosphate should
be considered anytime a nutritional approach is used to optimize estragen or other
hormonal patterns..'®

BLACK COHOSH (CIMICIFUGA RACEMOSA) contains Iriterpene
glycosides which have estrogen modulaling impacts on metabolism. The active
components of black cohash appear lo improve estrogen deficient lype symptoms
without the adverse risks of estrogen replacement therapy. It has shown to decrease
hot flashes, increase blcod flow to the pelvic area, relieve spasms, and improve
hormone related mood depression, but it does not stimulate the uterine tissues the
way estrogen does or alter the release of prolactin or follicte-stimulating hormone.
Therefore, it lacks the complete properties of estrogen, which makes it a safe and
natural compound to use in support of estrogen balance 02t 2 2 4

DONG QUAI (ANGELICA SINENSIS) is another herb that has “Selec-
live Estrogen Receptor Modulater™ properties. It contains compounds that exhibit
estrogenic expression. However, their activity is as low as a 1:400 ratio compared
o human estrogens and have no true estrogen impact on cells. 1 is its chemical
influence on receptor sites that have made this herb usefu! in both estrogen deficient
and estrogen excess cases. In estrogen deficient palterns, angelica compounds
have the ability to exert some influence on estrogen receptor site expression and
improve symptoms of low estrogen. In estrogen excess type patterns, angelica
compounds have the ability to compete with estroegens on receptor sites and reduce
the influence of estrogen receptor binding. Therefore, it may be useful in both excess
and deficient type patterns.?® Angelica has many other favorable qualities including
qualities as a hemotonic for treating anemia, analgesic properties, anti-inflammatory
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and anti-allergenic actions, cardioprotective influence, mild laxalive property, as well as ,
its abilily to increase vagina lubrication.® 27 28 2 30 31

MAGNESIUM is an essential nutrient for the phase I} detoxificalion of estrogens.
Once estrogens are hydroxylated by phase | detoxification they become catechol estro-
gens with lhe potential to become oxidized to quinone estrgons. Quinone estrogens can
induce genoloxic damage and promote carcinogenesis.®* Magnesium is an essenlial
cofactor for the enzyme catechol-O-methyliransferase (COMT) which converts catechol
estrogens into water scluble metabolites before they become potential carcinogenic
quinone estragens.® Magnesium also helps phase 1l glucuronidation by up-regulating
the enzyme glucurony! iransferase which helps detoxify estrogens.

METHYLATION COFACTORS - Vitamin B12 and falic acid help support the es-
sential methylation detoxification pathway which helps convert the estrogens to methyt ester
metabolites which can then be excreted via bile elimination or urination.

OTHER PRODUCTS TO CONSIDER

Other products can be used in conjunction with Estrovite® (K05) to balance
hormone physiology. Progestaid™ (K04) is a broad spectrum herbal and
nutritional product used to support progesterone balance. Testanex™
(K17) can be used to normalize the enzyme aromatase which converts
testosterone into estrogen. Elevated cortisol can suppress leutinizing
hormone and cause estrogen dominance. AdrenaStim™ (K16) can be
used to cortisol release. Metacrin-DX™ (K10) and Methyl-SP™ (K14)
can be used to support estrogen detoxification. Super EFA Complex™
(K08) supplies essential fatty acids that are selective estrogen receptor
modulators. Opticrine™ (K03) can be used to supprt the gonadal-
hypophyseal feedback loop which may be helpful in cases with low estrogen.
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