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CV-Res-Q is a highly advanced, state-of-the-art 
formulation that enhances mitochondrial health and 
improves many of the important molecular and biological 
responses that are vital to optimal cardiovascular and overall 
health. CV-Res-Q also exerts chemopreventive effects and is 
very useful in the management of chronic diseases such as 
cancer and neurological disease.  Many of the unique active 
compounds in CV-Res-Q are carefully concentrated and 
processed in order to stabilize their fragile and often un-
stable state. These concentrated extracts offer significant 
health benefits and retard many of the age associated 
disease pathways known to reduce longevity and 
diminish quality of life. This formula offers protection from 
neurodegenerative and cardiovascular diseases, diabetes, 
and cancer in the aging population.

CV-Res-Q is delivered in an airtight gelcap.  This affords 
protection from light and heat that would otherwise 
oxidize some of the more unstable components, such as 
CV-Res-Q’s featured class of phenolic compounds called 
stilbenes.  Stilbenes are a well-known class of naturally 
occurring phytochemicals that bear the core structure 
of 1,2-diphenylethylene.  These compounds are stress 
metabolites that are produced in leaves and sapwood in 
response to fungal infection in certain plants.1,2

Cardiovascular Disease, Neurological 

Disease, and the Aging Process 

Many factors, both endogenous and exogenous influence 
the molecular biology of aging. These include genetic, 
lifestyle, environmental and others.  At the cellular level, 
increased oxidative and inflammatory stress resulting from 
free radical pathology is implicated in the aging process. 
Vital components of the cell such as the mitochondria, 
as well as a host of various proteins, lipids, and DNA are 
damaged by free radicals.  

Additionally, the cross-linking and glycation of connective 
tissue proteins such as collagen, results in the formation of 
what are called “advanced glycation end products” or “AGE’s”. 
AGE’s accumulate with the aging process, and have been 
shown to damage vital organs and weaken blood vessel 
integrity, resulting in atherosclerosis and cardiovascular 
disease, diabetes, dementia, cataracts and arthritis. 

Diseases of the vascular system have long been considered 
to be age-related in terms of their onset and progression.3 

Cardiovascular disease is most often caused by a chain of 
events that leads to an increase in overall catabolic activity, 
and a decrease in anabolic activity, which is typical in aging. 
This shift towards a catabolic metabolism involves a loss 
of hormone production and function (loss of testosterone, 
DHEA, Growth Hormone, or elevated cortisol and/or 
insulin), inefficiency of key receptors and enzymes, pro-

inflammatory and oxidative damage, elevated fibrinogen, 
and lastly, mitochondrial atrophy.  In addition, both cancer 
and neurological diseases manifest with similar age-related 
patterns and pathway disruptions.  All of these factors are 
targeted by CV-Res-Q.

As we continue to gather information about the 
pathophysiology of CVD, we are learning that there is a 
lot more to the picture than cholesterol. New research is 
revealing that there are many interactive pathways involved 
in the progression of CVD. For example, elevated cortisol 
and insulin, both of which trigger a low-grade inflammatory 
state, are the two main culprits causing elevated lipids and 
blood pressure, and are major contributors to chronic 
disease and age-related decline.4-6 The role of inflammation 
in CVD is becoming better understood as well, and more 
studies are including the highly sensitive CRP (c-reactive 
protein) serum test as a part of screening for cardiovascular 
risk factors. 

All chronic diseases are caused by an ongoing inflammatory 
condition associated with an increased production of free 
radicals.7,8 The key ingredients in CV-Res-Q strengthen 
mitochondrial function, and regulate specific genes 
important to cellular homeostasis, while also assisting in 
controlling the free radicals produced by inflammation 
and oxidative stress. 

Mitochondrial disorders are degenerative diseases 
characterized by a decrease in the mitochondria’s ability to 
supply cellular energy requirements.   Many chronic diseases 
including cancer, heart disease, diabetes, Alzheimer’s, 
and Parkinson’s can be referred to as mitochondrial 
dysfunctional diseases, or disorders of energy metabolism. 
These involve defects in one or more of the following 
pathways: pyruvate metabolism, Krebs cycle, respiratory 
chain (RC), and fatty acid oxidation (FAO). 7 CV Res Q is 
designed to assist the body in overcoming these age 
related energy metabolism issues. 

Recently, major breakthroughs have been made in 
identifying various genetic pathways that are regulatory 
master keys in the aging process, a major one being the 
Silent information regulator 2 (Sir2) pathway. The Sir2 family 
of proteins (sirtuins) have been shown to regulate aging and 
longevity in a number of model organisms.  SIRT1, a human 
analog gene, plays an important role in the modification of 
nuclear receptors and the corresponding age-associated 
metabolic diseases.9 Nuclear receptors sense a variety of 
environmental triggers, including dietary components 
and steroid hormones, and influence metabolic functions 
and the aging process.  The stilbenes in CV-Res-Q exert a 
positive influence on the SIRT pathways and have been 
shown to prolong life in animal studies. 
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Skin Protect’s advanced technology helps the skin 
achieve and maintain a state of healthy homeostasis 
by supporting the skin’s innate ability to prevent 
oxidative damage and inflammation and by buffering 
environmentally-induced stress. This unique formula 
blends cosmetic grade phyto-nutrients, liposomal 
nutritional compounds, unique fatty acids and essential 
oils.  The efficacy of these state-of-the-art compounds in 
treating compromised skin has been validated through 
traditional usage, clinical experience and scientific 
research.

The botanical extracts in Skin Protect contain numerous 
polyphenols that act as antioxidants to modulate 
carcinogen metabolism, scavenge free radicals, inhibit 
cell proliferation, arrest the cell cycle and induce 
apoptosis. Nutrients vital to the skin inhibit oxidation and 
replenish the body’s endogenous store of antioxidants. 
Essential oils inhibit damage from UV radiation and work 
synergistically to protect the skin from damage and 
help it to heal. Skin Protect also utilizes exceptionally 
mild natural emulsifiers, which provide emollience and 
moisturization. It has been formulated to ensure that its 
active compounds maintain molecular stability and are 
easily absorbed through the skin.  An all-natural product, 
Skin Protect is free of parabens, pthalates, sodium laurel 
sulfate and petrolatum.  It is cruelty-free and is not tested 
on animals.

Environmental Factors

The sun emits ultraviolet (UV) radiation in 3 forms, UVA, 
UVB and UVC, the latter of which is blocked by the ozone 
layer. The effects of ultraviolet radiation on the skin 
include the formation of melanin from melanocytes in 
the skin and the formation of vitamin D via synthesis 
from cholesterol. Exposure to UV radiation also results 
in a host of degenerative changes associated with the 
aging of skin. Loss of elasticity, development of wrinkles 
and dark spots, and the formation of actinic keratosis are 
all associated with prolonged sun exposure. The loss of 

our ozone layer further contributes to skin damage via 
increased exposure to UV radiation from sunlight. 

Many external factors contribute to skin cancer and 
premature aging other than sun exposure. These include 
a variety of phenolic compounds utilized in industry (e.g., 
for the production of phenol -formaldehyde resins, paints 
and lacquers, cosmetics and pharmaceuticals). They can 
be toxic to the skin, causing rash, dermal inflammation, 
contact dermatitis, de-pigmentation and cancer 
promotion. These and other factors such as cigarette 
smoke, ethanol, stress, nutrient deficiencies and poor diet 
(especially refined fats and sugars) trigger the production 
of free radicals and oxidative stress, contributing to skin 
cancer, other skin diseases and skin aging. Environmental 
pollutants are either oxidants themselves or catalyze the 
production of Reactive Oxygen Species (ROS) directly or 
indirectly. ROS are believed to activate proliferative and 
cell survival signaling that can alter apoptotic pathways 
that may be involved in the pathogenesis of a number 
of skin disorders including photosensitivity diseases and 
skin cancers.1 Skin Protect provides therapeutic levels 
of unique and highly advanced antioxidants that when 
applied to the skin interact with ROS or their by-products 
to either eliminate them or to minimize their deleterious 
effects. 

The Skin 
The skin is our largest organ. It has two main layers, a 
thin outer layer called the epidermis, and an inner layer 
known as the dermis, which is about four times thicker. 
The epidermis plays a central role in host defense and 
is composed of keratinocytes, which function both as a 
physical barrier and an early warning system.2  The dermis 
is composed primarily of connective tissue produced by 
fibroblasts.3 The dermis contains collagen, elastin and 
other fibers that support the skin’s structure and give skin 
its smooth and youthful appearance.  These elements of 
the skin are damaged by UV radiation, especially by the 
longer wavelength waves called UVA. Beneath the dermis 

Therapeutic Actions and Applications

•	 protects against oxidative and 
inflammatory damage 

•	 promotes proper cell behavior

•	 promotes healthy, moist and 
vibrant skin

•	 decelerates skin aging



Resveratrol

Resveratrol (Res) is a natural product occurring in the skins 
of grapes and various other plants, including  peanuts and 
Polygonum cuspidatum (Japanese knotweed).  It is an immune-
enhancing cytokine that protects the plant from fungal attack.

Res has been shown to have anti-inflammatory10,11,anti-
oxidant12,17, cardiovascular13-16, cell-repair, gene-stabilizing and 
regulating18, phyto-estrogenic,19,20 and anti-tumor activities21-23. It 
has also demonstrated an ability to extend the lifespan of several 
kinds of animals, and may be able to do the same in humans. 
Res has been shown to improve metabolic diseases, ameliorate 
dyslipidemia and steatohepatitis induced by the atherogenic 
diet, and its beneficial effects were associated with the altered 
expression of hepatic genes involved in lipid metabolism24. Res 
has also been shown to lower homocysteine27. 

Other recent studies have found that Res inhibits certain 
abnormalities within genes that become activated and induce 
obesity, diabetes, cancer, and aging25. These include regulation 
of tumor suppressor genes p21, p27, and p53. Res was shown to 
extend the life of rats fed an atherogenic, high calorie diet. The 
scientists believe Res activates SIRT1, a gene associated with 
longevity26.  Other mechanisms contributing to the anti-cancer 
effects of Res include cellular and hepatic detoxification.28-32

Natura’s CV-Res-Q contains a pure trans-resveratrol (98%), 
with added Grape seed extract, quercetin and Bioperine.  Most 
commercial resveratrol is no longer active and is cis-resveratrol. 
The combination of these agents makes the resveratrol more 
absorbable, and the compounds work together synergistically to 
have an even more profound effect on overall health. Quercetin 
seems to really reduce the fast breakdown of resveratrol and 
enable higher doses. Three studies indicate that the inclusion 
of quercetin with resveratrol inhibits sulfation in the liver and 
improves bioavailability33,34. 

Pterocarpus (Pterocarpus marsupium)

 
CV-Res-Q contains a purified, concentrated extract prepared 
from the heartwood and bark of Pterocarpus marsupium, and it 
is standardized to contain a minimum of 5.0% pterostilbene and 
a minimum of 0.01% (-) epicatechin. Pterostilbene is the main 
active compound in pterocarpus extract.  

Pterocarpus has been used for its medicinal properties in 
Ayurveda. The heartwood is traditionally used as an astringent 
and in the treatment of inflammation.  More recently, many 
animal studies have demonstrated that pterocarpus extract can 
reverse damaged beta islet cells and actually repopulate the islets, 
resulting in an almost complete restoration of normal insulin 
secretion35-40. Several mechanisms have been proposed to explain 
pterocarpus’ anti-diabetic effect, including the augmentation of 
glucose uptake through modulation of many pathways, such as 
Glut-4, PPARgamma, and PI3 kinase41. 

(-) Epicatechin, one of the active principles in pterocarpus, has 
been found to be insulinogenic. (-) Epicatechin stimulates oxygen 
uptake in fat cells and tissue slices of various organs, and increases 
glycogen content in a dose-dependent manner 

with corresponding increase in glucose uptake. (-) Epicatechin 
has both insulinogenic as well as insulin like properties42. In an 
Indian study, pterocarpus demonstrated significant improvement 
in glucose tolerance and glucose uremia, and also a decrease in 
fasting blood sugar and amelioration of some symptoms. During 
the study there were no unwanted side-effects45.

Pterpocarpus also possesses remarkable antioxidant properties43, 
and superoxide dismutase (SOD) and Bcl-2 are key targets in the 
molecular mechanism activated by the combined application of 
pterostilbene and quercetin44. 

CoQ10 (Coenzyme Q10)

CoQ10 (Ubiquinone), belongs to a family of substances called 
ubiquinones. Ubiquinones, also known as coenzymes Q and 
mitoquinones, are lipophilic, water-insoluble substances involved 
in electron transport and energy production in mitochondria. 
CoQ10 exists in both ubiquinol and ubiquinone forms, but these 
have very different roles to play in the body. The reduced form 
(QH2) is called ubiquinol.  CV-Res-Q combines both forms of 
CoQ10, offering broad-spectrum free radical scavenging benefits 
beyond that of either by itself46, in a lipid-base with bioperine for 
enhanced bioavailability.

Although CoQ10 is found in all human cells, its highest 
concentrations occur in the heart, liver, kidneys, and pancreas. It is 
found naturally in the organs of many mammalian species. Given 
that CoQ10 is naturally so widespread in the body, it is extremely 
safe even at high doses. Most healthy young individuals produce 
adequate quantities of CoQ10 to meet their bodies’ needs.  
However, when mitochondrial bioenergetics are inhibited by a 
drug, like a statin, or reduced because of aging, or when there is 
a need for higher levels of CoQ10, as in heart disease, it becomes 
an essential nutrient. Various studies have confirmed that as we 
age our body’s supply of CoQ10 slowly diminishes, making it a 
vital nutrient for anyone wishing to inhibit premature aging, and 
CoQ10 may also play an important role in suppressing cancer and 
cancer-related angiogenesis48.

Energy metabolism shifts to a predominantly non-mitochondrial 
pathway and is therefore functionally anaerobic with advancing 
age. CoQ10 positively influences the age-affected cellular 
metabolism and enables the body to combat signs of aging 
starting at the cellular level47.

R-Alpha Lipoic Acid

R-alpha lipoic acid (R-ALA) is the conformation found naturally 
occurring within the body and is the biologically active form 
of alpha lipoic acid.  Synthetic-alpha lipoic acid (S-ALA) is the 
unnatural byproduct generated through the synthesis of alpha 
lipoic acid. Alpha-lipoic acid, also referred to as thiotic acid, has 
several beneficial effects on the whole body, especially influencing 
the liver, eyes, brain, pancreas, kidneys and skin.  Its function as a 
coenzyme is essential for ATP production and cell efficiency.  As 
an antioxidant, lipoic acid works with glutathione to protect the 
cell and aids in its production.  It is an antitoxin and has radiation 
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of grapes and various other plants, including  peanuts and 
Polygonum cuspidatum (Japanese knotweed).  It is an immune-
enhancing cytokine that protects the plant from fungal attack.

Res has been shown to have anti-inflammatory10,11,anti-
oxidant12,17, cardiovascular13-16, cell-repair, gene-stabilizing and 
regulating18, phyto-estrogenic,19,20 and anti-tumor activities21-23. It 
has also demonstrated an ability to extend the lifespan of several 
kinds of animals, and may be able to do the same in humans. 
Res has been shown to improve metabolic diseases, ameliorate 
dyslipidemia and steatohepatitis induced by the atherogenic 
diet, and its beneficial effects were associated with the altered 
expression of hepatic genes involved in lipid metabolism24. Res 
has also been shown to lower homocysteine27. 

Other recent studies have found that Res inhibits certain 
abnormalities within genes that become activated and induce 
obesity, diabetes, cancer, and aging25. These include regulation 
of tumor suppressor genes p21, p27, and p53. Res was shown to 
extend the life of rats fed an atherogenic, high calorie diet. The 
scientists believe Res activates SIRT1, a gene associated with 
longevity26.  Other mechanisms contributing to the anti-cancer 
effects of Res include cellular and hepatic detoxification.28-32

Natura’s CV-Res-Q contains a pure trans-resveratrol (98%), 
with added Grape seed extract, quercetin and Bioperine.  Most 
commercial resveratrol is no longer active and is cis-resveratrol. 
The combination of these agents makes the resveratrol more 
absorbable, and the compounds work together synergistically to 
have an even more profound effect on overall health. Quercetin 
seems to really reduce the fast breakdown of resveratrol and 
enable higher doses. Three studies indicate that the inclusion 
of quercetin with resveratrol inhibits sulfation in the liver and 
improves bioavailability33,34. 

Pterocarpus (Pterocarpus marsupium)

 
CV-Res-Q contains a purified, concentrated extract prepared 
from the heartwood and bark of Pterocarpus marsupium, and it 
is standardized to contain a minimum of 5.0% pterostilbene and 
a minimum of 0.01% (-) epicatechin. Pterostilbene is the main 
active compound in pterocarpus extract.  

Pterocarpus has been used for its medicinal properties in 
Ayurveda. The heartwood is traditionally used as an astringent 
and in the treatment of inflammation.  More recently, many 
animal studies have demonstrated that pterocarpus extract can 
reverse damaged beta islet cells and actually repopulate the islets, 
resulting in an almost complete restoration of normal insulin 
secretion35-40. Several mechanisms have been proposed to explain 
pterocarpus’ anti-diabetic effect, including the augmentation of 
glucose uptake through modulation of many pathways, such as 
Glut-4, PPARgamma, and PI3 kinase41. 

(-) Epicatechin, one of the active principles in pterocarpus, has 
been found to be insulinogenic. (-) Epicatechin stimulates oxygen 
uptake in fat cells and tissue slices of various organs, and increases 
glycogen content in a dose-dependent manner 

with corresponding increase in glucose uptake. (-) Epicatechin 
has both insulinogenic as well as insulin like properties42. In an 
Indian study, pterocarpus demonstrated significant improvement 
in glucose tolerance and glucose uremia, and also a decrease in 
fasting blood sugar and amelioration of some symptoms. During 
the study there were no unwanted side-effects45.

Pterpocarpus also possesses remarkable antioxidant properties43, 
and superoxide dismutase (SOD) and Bcl-2 are key targets in the 
molecular mechanism activated by the combined application of 
pterostilbene and quercetin44. 

CoQ10 (Coenzyme Q10)

CoQ10 (Ubiquinone), belongs to a family of substances called 
ubiquinones. Ubiquinones, also known as coenzymes Q and 
mitoquinones, are lipophilic, water-insoluble substances involved 
in electron transport and energy production in mitochondria. 
CoQ10 exists in both ubiquinol and ubiquinone forms, but these 
have very different roles to play in the body. The reduced form 
(QH2) is called ubiquinol.  CV-Res-Q combines both forms of 
CoQ10, offering broad-spectrum free radical scavenging benefits 
beyond that of either by itself46, in a lipid-base with bioperine for 
enhanced bioavailability.

Although CoQ10 is found in all human cells, its highest 
concentrations occur in the heart, liver, kidneys, and pancreas. It is 
found naturally in the organs of many mammalian species. Given 
that CoQ10 is naturally so widespread in the body, it is extremely 
safe even at high doses. Most healthy young individuals produce 
adequate quantities of CoQ10 to meet their bodies’ needs.  
However, when mitochondrial bioenergetics are inhibited by a 
drug, like a statin, or reduced because of aging, or when there is 
a need for higher levels of CoQ10, as in heart disease, it becomes 
an essential nutrient. Various studies have confirmed that as we 
age our body’s supply of CoQ10 slowly diminishes, making it a 
vital nutrient for anyone wishing to inhibit premature aging, and 
CoQ10 may also play an important role in suppressing cancer and 
cancer-related angiogenesis48.

Energy metabolism shifts to a predominantly non-mitochondrial 
pathway and is therefore functionally anaerobic with advancing 
age. CoQ10 positively influences the age-affected cellular 
metabolism and enables the body to combat signs of aging 
starting at the cellular level47.

R-Alpha Lipoic Acid

R-alpha lipoic acid (R-ALA) is the conformation found naturally 
occurring within the body and is the biologically active form 
of alpha lipoic acid.  Synthetic-alpha lipoic acid (S-ALA) is the 
unnatural byproduct generated through the synthesis of alpha 
lipoic acid. Alpha-lipoic acid, also referred to as thiotic acid, has 
several beneficial effects on the whole body, especially influencing 
the liver, eyes, brain, pancreas, kidneys and skin.  Its function as a 
coenzyme is essential for ATP production and cell efficiency.  As 
an antioxidant, lipoic acid works with glutathione to protect the 
cell and aids in its production.  It is an antitoxin and has radiation 
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is a final layer called the subcutaneous layer, which is essentially 
an insulating layer of lipids. Prolonged oxidative stress to the skin, 
particularly to the subcutaneous fat layer, accelerates aging of the 
skin and can lead to skin cancer. 

UV light generates ROS within the skin. Oxidative damage 
mediated by ROS and other free radicals contributes to the 
initiation of cancers through damage to DNA.  ROS also damages 
other biological molecules by stripping electrons from them in 
order to fill their own electron needs and reach a more stable 
state.  This is referred to as free radical damage. When it occurs 
frequently enough, it causes extensive damage to lipids (lipid 
peroxidation), proteins, enzymes and other cell components by 
breaking or changing their bond structure, opening carbon rings 
and removing functional groups.4-7 These same factors also cause 
inflammatory changes and reduce collagen production, which 
is why many of the ingredients in Skin Protect help restore and 
protect tissue collagen levels.  

The skin naturally protects itself using low molecular weight 
antioxidants that neutralize oxidative stress before it can cause 
damage. Most antioxidant protection depends on dietary intake 
and subsequent delivery to the skin. The topical use of antioxidants 
affords a direct, protective influence on areas of the skin most at 
risk for oxidative damage.8

Skin Cancer

Skin cancer is the most common cancer. The incidence of all 
skin cancers has been rising 4% to 5% each year and there are 
now more than 1.3 million new cases diagnosed annually. The 
incidence of melanoma has nearly tripled in the last 4 decades 
-- a rate faster than that of any other cancer. Basal cell carcinoma 
is the most common type of skin cancer, comprising about 80% of 
all cases. Squamous cell carcinoma is the second most common 
type. These occur most commonly on sun-exposed areas but 
can occur on all body sites, including the mucous membranes. 
Squamous cell cancers do have metastatic potential; however, the 
most dangerous type of skin cancer is melanoma.

Protective clothing and the use of sunblock is the standard 
approach to prevent skin damage and the development of skin 
cancer today; however, studies around the issue of chemical 
sunblocks differ in their outcomes.9-14 Most of the body’s vitamin 
D supply (about 75%) is generated by the skin’s exposure to 
UVB rays.15 Sunscreen use has been shown to drastically lower 
the cutaneous production of vitamin D3.16 A low blood level of 
vitamin D is known to increase the risk for the development of 
breast and colon cancer and may also accelerate the growth of 
melanoma.15-17 Skin cancer is a complex multistage process that 
develops in three stages: initiation, promotion and progression.18 

These processes are mediated by various cellular, biochemical and 
molecular changes. ROS have been shown to be involved in all 
three stages. 

Ingredients

The ingredient section below focuses on the applications of the 
specific agents in Skin Protect with regard to the skin, oxidative 
damage and topical application. The monographs for these plants 
and nutrients are extensive and delve more deeply into their 
widespread, well-documented internal usage. 

Emollients/Oils
Sea Buckthorn Oil 
Sea Buckthorn (Hippophae rhamnoides) has been known for 
centuries as a source of nutrients, a skin care remedy and a 
cosmetic aid with nourishing, revitalizing and restorative action. 
Traditionally, sea buckthorn oil was used to promote the healing 
of skin problems, such as burns, sunburns, eczema, psoriasis and 
conditions of mucous membranes, including ulcers and errosions.  
Due to its richness in nutrients essential for the nourishment of 
healthy skin, sea buckthorn oil helps combat wrinkles, dryness 
and other symptoms of malnourished or prematurely aging 
skin. It is also taken to improve the conditions of the mucous 
membranes of the gastro-intestinal tract and as a natural dietary 
supplement.19-23

The Greeks, Romans, Russians, Tibetans and Chinese have used 
this plant in traditional medicine for centuries. In ancient Greece 
the fruit of sea buckthorn were added to horse feed to increase 
the shine of the coat and support the health of horses. It is for this 
reason that the Latin name Hippophae is derived from the Greek 
words for horse (hippos) and shiny (phaos).

Squalane

Derived from olive oil, the phyto-squalane in Skin Protect helps to 
maintain the skin’s health, moisture and softness. It is known for 
its ability to protect the skin from UV-induced lipid peroxidation, 
boost cell regeneration and oxygenation, reduce the appearance 
of wrinkles and prevent the formation of age spots.

Squalane is a potent inducer of several detoxifying enzymes 
and can assist in the detoxification and excretion of lipophilic 
xenobiotics. It is not very susceptible to peroxidation and 
therefore can function in the skin as a quencher of singlet oxygen, 
protecting the human skin surface from lipid peroxidation due to 
UV radiation and other sources of ionized radiation. Squalane is a 
triterpene that is an intermediate in the cholesterol biosynthesis 
pathway. It was so named because of its occurrence in shark liver 
oil, which contains large quantities and is considered its richest 
source. However, it is widely distributed in nature, with reasonable 
amounts found in olive oil, palm oil, wheat-germ oil, amaranth oil 
and rice bran oil. Squalane, the main component of skin surface 
polyunsaturated lipids, shows some advantages for the skin as 
an emollient and antioxidant and for hydration and antitumor 
activities.24

Shea Butter 

Shea butter is fat derived from the seed of an African tree called 
Butyrospermum partii.  It is highly saturated and consists of 
palmitic, stearic, oleic and linoleic acids.  It is traditionally used 
on the skin as a protective agent and moisturizer with anti-
inflammatory effects on mucosal membranes.

Phyto-Cosmoceuticals
Grape Seed and Skin

Within the whole grape are a group of polyphenols constisting of 
antioxidant phytonutrients, including resveratrol, anthocyanins, 
catechins and quercetin. These constituents are believed to help 
the body’s cells resist damage by free radicals. Grape seed extract 



protective properties.
Alpha lipoic acid helps break down sugars so that energy can 
be produced from them through cellular respiration. In addition, 
recent research has discovered that alpha lipoic acid plays a 
truly central role in antioxidant defense. It is an extraordinarily 
broad spectrum antioxidant able to quench a wide range of free 
radicals in both aqueous and lipid mediums. Moreover, it has the 
remarkable ability to recycle several other important antioxidants 
including vitamins C and E, glutathione and coenzyme Q10, as 
well as itself! For these reasons, alpha lipoic acid has been called 
the universal antioxidant49-51. 

In addition to serving as the hub of the body’s antioxidant 
network, lipoic acid is the only antioxidant that can boost the level 
of intracellular glutathione, a cellular antioxidant of tremendous 
importance. Besides being the body’s primary water-soluble 
antioxidant and a major detoxification agent, glutathione is 
absolutely essential for the functioning of the immune system. 
Scientists have known for a decade that maintaining a high 
cellular level of glutathione is one of the keys to a healthy life. 

R-ALA lowers glucose and lactate54, reduces age-related 
mitochondria oxidative damage55, improves metabolic activity, 
and lowers the oxidative stress and damage evident in aging56.

Grape Seed and Skin (Vitis Vinifera)

Grape seed flavonoids are responsible for giving many fruits, in 
particular berries, their dark purple and blue color.   Their free 
radical scavenging effects are 20-50 times greater than vitamin C 
or E.  They also reinforce the natural cross linking of collagen that 
forms the matrix of connective tissue, a very important function 
during any post-surgical healing, and they are anti-inflammatory 
in that they prevent the release and synthesis of compounds that 
promote inflammation such as histamines, serine proteases and 
prostaglandins52.  OPCs (Oligomeric Polyphenolic Compounds), 
from Grape seed extract, are primarily known for their antioxidant 
activity and have been reported to demonstrate antibacterial, 
antiviral, anti-carcinogenic, anti-inflammatory, anti-allergic and 
vasodilatory actions53.  Grape seed extract and Grape skin extract 
have synergist effects, especially when combined with resveratrol, 
pterostilbene, and quercetin. 

Hawthorn (Crataegus oxyacantha and other 

species)

In both the East and West, hawthorn has been used as both a 
food and a medicine.  The fruit, leaf, flower and bark of this small 
tree has been used in medicine mostly as a heart remedy. The 
shrub grows abundantly in woods and thickets throughout 
Europe, as well as Central and Northern Asia.  Hawthorn was used 
traditionally as a curative remedy for organic and functional heart 
disorders, including cardiac hypertrophy, with mitral regurgitation 
from valvular insufficiency, and angina pectoris.

The Eclectic Medical doctors who practiced extensively in 
America considered Hawthorn as the most valuable tonic-herb 
for conditions of the heart.  Hawthorne has also been used 
traditionally to treat myocarditis following contagious disease 
(damaged heart from endo-myo or pericarditis), right-heart 
failure, damage to coronary arteries, angina pectoris, valvular 
deficiency and to reduce the feeling of anxiety and pressure 
around the heart.  As a cardio-tonic, it is also effective for geriatric 

or stressed hearts.

Ginkgo Biloba

Ginkgo (Ginkgo biloba) has been cultivated in China for centuries 
where its medicinal use dates back to 2800 BC. The traditional 
Chinese uses of Ginkgo include the relief of asthma, cough, and 
hiccoughs, and for supporting brain function.  Modern scientific 
research has focused on Ginkgo’s ability to protect and enhance 
brain health.  Ginkgo increases the cerebral blood and oxygen flow, 
has demonstrated stroke inhibition, and possesses anticancer, 
antioxidative, and anti-depressive activity. In recent years, an 
enormous amount of research has been done on Ginkgo and its 
role in the prevention and treatment of cancer and neurological 
disease. Ginkgo’s role in cancer, especially hepatocellular 
carcinoma, involves regulation of the p53 gene, suppression of 
tumor growth through several known mechanisms, including 
VEGF57-59. Ginkgo’s role in neurological health involves PBR, NOS, 
and many other known pathways.  Ginkgo has also been shown 
to protect the body from radiation and chemotherapy induced 
damage, as well as sensitizing the body to these therapies60-61
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protective properties.
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deficiency and to reduce the feeling of anxiety and pressure 
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(GSE) is a rich source of flavonoids, a family of polyphenols that 
display a remarkable ability to inhibit cellular damage to the 
skin, inhibit aging of the skin and promote healing of the skin. 
GSE proanthocyanidins have been reported to possess a broad 
spectrum of pharmacological and medicinal properties against 
oxidative stress and provide excellent protection against free 
radicals in both in vitro and in vivo models.  GSE has shown 
significantly better free radical scavenging ability than vitamins 
C, E, and beta-carotene and demonstrated significant cytotoxicity 
towards human breast, lung and gastric adenocarcinoma cells, 
while enhancing the growth and viability of normal cells.25

GSE also reinforces the natural cross-linking of collagen that 
forms the matrix of connective tissue, a very important function 
during any post-surgical healing.  It exerts an anti-inflammatory 
action by preventing the release and synthesis of compounds that 
promote inflammation, including histamines, serine proteases 
and prostaglandins.26-28 Its mechanisms of anti-inflammatory 
action are also relevant to oxygen free radical scavenging, anti-
lipid peroxidation and inhibition of the formation of inflammatory 
cytokines.29

Vital Adapt – Herbal Adaptogens 
The term adaptogens originated in Russia with research involving 
the practice of using herbs on a daily basis to prevent disease, 
slow down the aging process, enhance health and well-being and 
increase one’s ability to cope with stress.  Adaptogens are defined 
as any agent that increases the nonspecific resistance of an 
organism to stress and other environmental influences. The use 
of adaptogens can enhance our adaptive capability to the stress 
caused by prolonged exposure to the sun. Plant adaptogens 
are nontoxic, normalize bodily processes, and have recently 
been shown to be photoprotective when taken orally or applied 
externally.30

Turmeric (Curcuma longa)
Turmeric’s active constituents are yellowish-orange volatile 
oils called curcuminoids, which have demonstrated anti-
inflammatory, antioxidant, anti-neoplastic, antiviral and immune-
modulation activity in vitro, in animals and in some human 
studies.31 Curcuminoids inhibit leukotriene biosynthesis via the 
lipoxygenase pathway and decrease prostaglandin formation. 
Curcumin has caused apoptosis in various cancer cell lines and 
animal tumor cells32 and has been shown to inhibit angiogenesis.33

Dietary curcumin in rats and mice has demonstrated preventive 
activity against carcinogenesis in the skin, colon, forestomach and 
duodenum.34 An ethanol extract of turmeric, applied externally for 
the treatment of skin cancer (where all other treatments failed) 
has demonstrated pain relief, reduced itching and promoted 
healing.35 Curcumin has been shown in several studies to inhibit 
skin cancer and specifically induce apoptosis in human melanoma 
cells.36-38

Rosemary (Rosemary officinalis) Oleoresin extract 
Rosemary is a powerful antioxidant that increases overall vitality 
and improves circulation. At least six phenolic diterpenoids with 
antioxidant activity exist in rosemary. The most powerful of these 
diterpenoids appears to be carnosic acid.  As a carnosic acid 
molecule does its job of quenching a free radical, it transforms 

into another antioxidant compound called carnosol. The 
transformation of one antioxidant to another repeats itself three 
times. This cascade of antioxidant activity is quite uncommon and 
may explain its positive results in certain studies. ROS-induced 
mutagenicity is inhibited by rosemary, as well as cell-mediated 
oxidation of low density lipoproteins (LDL).39

Rosemary also contains significant amounts of rosemaric acid, 
a phenolic acid.  Unlike carnosic acid, rosemaric acid is a water-
soluble antioxidant and extracts containing rosemaric acid score 
extremely high on the ORAC (Oxygen Radical Scavenging Activity) 
analyses, an intro method used to measure dietary antioxidant 
capacity of water-soluble substances. Rosemaric acid is also 
antiviral and anti-inflammatory (via COX-2 inhibition). Phenolic 
acids also delay vitamin E depletion.40-43

Ursolic Acid

Ursolic acid is a compound that exists in many foods, herbs 
and other plants, including apples, cranberries, basil, oregano, 
peppermint and sage, the richest known source. Ursolic acid has 
beneficial actions both topically and internally, and is now used in 
many cosmetic preparations for its anti-inflammatory, anti-tumor 
and antimicrobial properties. Many studies reveal ursolic acid’s 
ability to inhibit pathways associated with cancer progression, 
especially with regard to the metallo-matrix proteases (MMPs), 
MMP2 and 9.44-46 Enhanced generation of reactive oxygen species 
and induction of MMPs appear to be strongly associated with 
influencing UVA-modulated signal transduction pathways, 
ultimately leading to photoaging. Ursolic acid may be an effective 
inhibitor of UVA-modulated signal transduction pathways in 
human skin cells.47 

Milk Thistle (Silybum marianum)
Silibinin is a flavonolignan compound from the milk thistle plant 
that possesses strong antioxidant activity and also modulates 
many molecular changes caused by xenobiotics and ultraviolet 
radiation to protect the skin. It is known to be non-toxic and 
possesses strong antioxidant action. Because oxidative stress is 
one of the major mechanisms for skin aging and dermatologic 
conditions, the proven efficacy of silibinin as an antioxidant 
makes it very useful in many dermatologic conditions, as well as 
skin aging.48

Green Tea 
Green tea contains polyphenolic compounds also known as 
epicatechins, which are antioxidant in nature. Topical application 
or oral consumption of green tea polyphenols has been shown 
to inhibit chemical carcinogen- or ultraviolet radiation-induced 
skin tumorigenesis in different animal models, and studies have 
shown that green tea extract possesses anti-inflammatory activity. 
The major and most chemopreventive constituent in green tea 
responsible for these biochemical or pharmacological effects 
is epigallocatechin-3-gallate (EGCG). Application of green tea 
polyphenols to skin has been shown to modulate the biochemical 
pathways involved in inflammatory responses, cell proliferation 
and responses of chemical tumor promoters, as well as UV light-
induced inflammatory markers of skin inflammation. Topical 
treatment with EGCG on mouse skin also results in prevention of 
UVB-induced immunosuppression and oxidative stress.49
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Many studies have associated EGCG with inhibition of cancers, 
invasion and metastasis. This is due at least in part to its documented 
inhibition of MMPs and improved collagen formation. Green tea 
has been shown in vitro to inhibit melanoma colony formation.50 

Green tea has also recently been shown to have a protective effect 
when applied topically prior to UVA exposure.51

Gotu Kola (Centella Asiatica) – Centellin™

Gotu kola is a herb native to India that has been documented 
to aid wound healing in a large number of scientific reports. 
Centella extracts are recommended for scar management as 
they stimulate the maturation of scar tissue by increasing the 
production of type I collagen and reducing inflammation. Gotu 
kola is also used to treat many connective tissue diseases including 
lupus, scleroderma, cellulite, varicose veins, mental retardation, 
hemorrhoids, keloids, chronic urinary tract infections, as well as 
aiding in the healing of wounds. A variety of phytochemicals, in 
particular the triterpenoids, were found to possess potent anti-
cancer, anti-inflammatory and immunomodulatory effects.52

Asiatic acid (AA) is a pentacyclic triterpene found in Centella 
asiatica. AA stimulated collagen I synthesis in skin fibroblasts, 
increased collagen content, tensile strength, speed of skin 
epithelialization and rate of wound contraction, and improved 
cross-linking of granulation tissues in several studies.53-56 It 
has also shown promising results against human skin cancer 
in in vitro studies.57 Animal studies have shown AA’s ability to 
improve wound healing after burns, which may involve several 
mechanisms, including antioxidative activity, collagen synthesis 
and angiogenesis.58

For more information on any of the ingredients listed here, including 
extensive research or individual monographs compiled by Donnie 
Yance, please contact a Natura Health Products representative at 
1-888-628-8720.

* These statements have not been evaluated by the FDA.  This 
product is not intended to diagnose, treat, cure or prevent any 
disease.
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