THE BERKELEY LIFE™ + BERKELEY TEST®:
a dietary lifestyle approach to vascular wellness

With age and a sedentary lifestyle, a nitrate-rich diet coupled with exercise is the most effective way to elevate naturally occurring nitric oxide (NO),
the body’s natural cardio-protective factor.

Several clinical studies consisting of over 250+ participants consuming dietary nitrate delivered in the form of well-defined, commercially-available
beet juices (ranging from 360 to 400+ mg nitrate per serving size/day) to salt forms of nitrate (NO3) delivered in water or a capsule as either sodium
nitrate (NaNO3) or potassium nitrate (KNO3) (ranging from 157 to 1,488 mg per serving/day) resulted in blood pressure reduction of 4-11 mmHg and
a restoration of endothelial function in hypertensives (Gee et al., 2016, Ashor et al., 2017, Lara et al., 2016).

The National Institute of Health-supported DASH diet (Dietary Approach to Stop Hypertension diet) showed that dietary NO3 can exceed 1,000
mg/day with associated 'heart healthy' benefits. The authors not only link the consumption of nitrate-rich plant foods to beneficial health effects but
conclude that dietary NO3 should be considered a necessary nutrient in our daily diet (Hord et al., 2009).

Collectively, dietary NO3 represents a valuable, safe and effective intervention to provide a sustained lowering of BP and improvement in vascular
health in the population including hypertensive individuals and those at risk of becoming hypertensive (Kapil et al., 2010). This is particular evident
when NO3 is delivered in a plant-based diet. Fruits and vegetables can be rich in vitamin C, vitamin E, and phenolic compounds which minimize
any potential nitrosamine formation of the nitrite (NO2) which is generated in the body from NO3. Unlike the chronic administration of prescription

organic NO donors and anti-hypertension drugs, dietary inorganic nitrate (NO3) does not appear to lead to the development of tolerance and endothelial
dysfunction (Omar et al., 2012).




Accelerating heart risk = Advancing age +
Sedentary behavior + Nitrate-deficient diets

With age, arteries lose their elasticity and ability to make nitric oxide (NO)
hence, accelerating cardiovascular disease. However, during the stress of
exercise, the blood vessel cells are activated to increase the production
of the enzyme that produces nitric oxide, endothelium Nitric Oxide
Synthases or eNOS. Unfortunately, exercise is not enough, especially, as
we age and naturally become more sedentary (Seal et al., 2009).

Therefore, L-arginine supplementation is not sufficient in providing
adequate NO production, because age-related NOS expression is lower.
Furthermore, age-related conditions tend to be associated with a rise in
arginase, which breakdown arginine, thereby, reducing the availability of
L-arginine for NOS. Other inhibitors that are associated with advancing
age, such as dimethylarginine, blocks arginine from being transformed
to NO by eNOS. And poor diet leads to Uric Acid that inhibits NO
production and lowers vascular NO activity. Therefore, regardless of the
amount of L-arginine we make or ingest, NO production is limited by
either the low expression of eNOS or low bioavailability of L-arginine.
Or a combination of both low eNOS expression and L-arginine. Hence,
dietary NO3 becomes critical.

So, vascular aging can be delayed through the increased consumption
of NO3-rich foods, which increase the amount of NO generated
independently from the eNOS enzyme that produces NO from L-arginine.
Hord et al (2009) point out the average consumption of dietary NO3 is 71
mg, well short of the conservative 350 mg serving required to produce
adequate amounts of nitric oxide from dietary NO3.

Reducing risk: Replenish nitrate-rich diets, daily

Nitric Oxide-potent vegetables, such as leafy greens and beets -- rich in
nitrate - lowered blood pressure as effectively as hypotensive medication
(Ashor et al., 2017, Lara et al., 2016, Gee et al., 2016, Ashworth et al.,
2015, Ghosh et al., 2013, Kapil et al., 2015, 2010, Vanhatalo et al., 2010).

Other reports have shown that the bioconversion of dietary nitrate to
NO reverses metabolic syndrome, such as obesity and type 2 diabetes
(Carlstrom et al, 2010).

A preclinical study recently showed that reduced bioavailable NO, at
the vascular level, contributes to atheromatous plaque. However, dietary
nitrate supplementation enhanced nitric oxide bioavailability, thereby,
reducing macrophage content of atherosclerotic lesions and stabilized
plaque formation. The anti-inflammatory effects of dietary nitrate may
have clinical importance in the delaying atheroma development (Raymand
etal., 2017).

Unfortunately, dietary adherence to nitrate-rich plant-based diets &
supplements remains an obstacle. Data from major cohort studies
suggest that >80% of cardiovascular disease and 91% of diabetes risk
may be prevented by changes in diet and lifestyle.  The scientific
recommendations of the U.S. Dietary Guidelines Advisory committee

advocate the therapeutic diet, Dietary Approaches to Stop Hypertension

(DASH), recommended in the AHA/ACC guidelines and the dietary
portfolio recommended in the Canadian Cardiovascular Society guidelines
to lower blood pressure. Yet despite efforts to encourage the public to
increase plant food consumption of nitrate-rich foods, the response has
been slow.

A recent randomized study published in the American College of
Cardiology journal confirmed that adhering to diet recommendations
lead to benefits in coronary heart disease risk factors but unfortunately,
found that changing eating habits proved the most difficult. “These data
demonstrate the difficulty in effectively promoting fruit and vegetable
to the general population, using recommendations that, when followed,
decrease risk factors for chronic disease,” the researchers wrote. “They
indicate an urgent need for innovative approaches to support the
implementation of current dietary advice.”

Berkeley Life + Berkeley Test is a solution

Studies conducted between 2006 and 2012 included a total of 250+
participants consuming dietary nitrate delivered in the form of well-
defined, commercially-available beet juices (ranged from 360 to 400+ mg
nitrate per serving size with no limitations as to the number of servings
per day) to non-plant based forms of nitrate delivered in water or a
capsule which ranged from 157 to 1,488 mg per serving/day. With the
clear majority of these clinical outcomes resulting in heart, vascular, and/
or athletic performance benefits with no harmful side effects (Gee et al,
2016, Lara et al., 2016).

The formulation and recommended dose of Berkeley Life supplements is
based on:

1. the plant-based equivalency of nitrate found in clinically- supported
beet juice (vs. matched control of nitrate-depleted beet juice) and

2. The lowest dose of nitrate salt (vs matched control) to achieve a
clinically-supported cardiovascular benefit among both normotensive
and pre-hypertensives.

The underlying formulation is based primarily on the pioneering work
from the Karolinski Institute, who discovered the NO3-NO2-NO dietary
pathway - the alternative pathway to the L-arginine NO pathway -- and
supportive body of clinical evidence from several UK (Exeter, William
Harvey, Barts and London School, Queen Mary University of London)
and a growing number of US labs, showing dietary nitrate as the active
ingredient (Ducan et al., 1995, Lundberg et al., 2004).

Once ingested, dietary NO3 is rapidly absorbed in the upper GI tract and a
quarter of the plasma NO3 passes into circulation and concentrates in the
salivary gland as NO3. Upon secretion from the saliva gland, facultative
anaerobes in the oral cavity reduces salivary NO3 to salivary NO2 and
when swallowed, a portion of the NO2, is absorbed into circulation where
it is further reduced to nitric oxide (NO) to mediate physiological effects,
such as the lowering of BP (Ashworth et al., 2015; Bailey et al., 2009;
Larsen et al., 77 2006; Vanhatalo et al., 2010; Webb et al., 2008).
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Increase in NO3-rich plant food intake augment circulating NO2 and
nitric oxide-mediate effects of lower BP and improved vascular function.
One of the curiosities of nitrate handling is that such a large proportion is
concentrated in the salivary glands. Most estimates suggest that 28% of a
nitrate load is secreted in saliva; salivary NO2 levels correlate with plasma

levels, which serves as a surrogate for NO bioavailability (figure 1).

(Figure. 1). Nitrate-Nitrite-Nitric Oxide Pathway
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As shown in figure 2, both pathways ultimately lead to the production of
nitric oxide and related nitrogen oxide intermediates.

Figure 2. Dietary NO3-NO2-NO Pathway vs L-arginine
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What’s most striking about the non-L-arginine NO pathway or dietary
nitrate consumption is:

1. Dietary sources of inorganic nitrate derived plant-base foods is
serially reduced by both enzymatic and non-enzymatic means, i.e.,
XOR, acidosis, etc. and requires recycling via the entero-saliva loop
from the gut the to salivary gland and back to the gut,

2. Elevated levels of nitrate and nitrite in blood and saliva are correlated
with functional outcomes, i.e., BP reduction, and improved
endothelial function,

3. Bioconversion of nitrate to nitrite in saliva (resulting in NO and
related NOx) is obligatory for functional outcomes: if saliva

secretion and nitrite is interrupted BP lowering is blunted (Fig. 3).

Webb’s work elegantly reinforced the obligatory role of saliva in humans
(Webb et al., 2008). Here, ingestion of beet juice, with a high nitrate
concentration by healthy volunteers markedly reduced systolic and
diastolic blood pressure by 10/8 mmHg and by disrupting saliva, either
by spitting or interrupting the conversion of dietary NO3 to NO2 in
the mouth, the reduction of blood pressure was abated; by blocking the
saliva from recirculating, it prevented a rise in plasma levels, and blocked
a decrease in blood pressure (as shown in the figure 3) and abolished the
inhibitor effects on platelets aggregation confirming that were attributable
to the conversion nitrate to nitrite in the mouth.

Figure 3. Disrupting the salivary loop, blocks BP reduction (Webb et al.,
2008)

Change in Systolic BP

5 7
I
£ ©1
£
o 9
% *%k %
o
4 = ++t
L
00 05 1.0 1.5 20 25 3.0
Time (h)
—0-Spit
—@-Swallow

There was a lag period of approximately 1 to 2 hours, after ingestion,
with a peak drop in blood pressure occurring after 2-3 hours. This time
course of reduction in both blood pressure correlated with the appearance
and peak levels of nitrite in the circulation and saliva; again, an effect
that was absent in individuals within whom the entero-salivary circuit
was disrupted by avoidance of swallowing. These observations, together
with the fact that nitrite, and not nitrate, concentration correlated with the
decreases in blood pressure implicate nitrite reduced from nitrate as the
functional NO precursor and recycled byproduct of the beetroot juice-
induced effects on blood pressure.

By interrupted saliva levels in volunteers that already had elevated saliva
levels (200-450 uM nitrate), Kapil et al (2010) showed a rise in blood
pressure (shown in figure 4, Kapil et al., 2010).




Figure 4. Disrupting the salivary loop: mouthwash blocks nitrate bioconversion with a corresponding increase in BP (Kapil et al., 2010)
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The recent observation by Liu’s (2013) assessment of the acute vascular effects of an easily achieved intake of nitrate, derived from a single meal
containing nitrate-rich spinach. The outcome measurements were performed pre - and post-meal up to 3 hrs post meal. As shown in the figure 5,
spinach results in an eightfold increase (compared to control) in saliva levels with a corresponding decrease in systolic (-7.5 mmHg), and higher large
artery elasticity index (p,0.001).

Figure 5. Effects of nitrate-rich spinach on BP lowering and salivary NO (Liu et al., 2013)
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Other correlates of saliva levels that are reflective of BP changes continue
to be published; i.e., Sobko et al (2009) showing (figure below) that
Japanese traditional diets abundant in leafy greens elevated both plasma
and saliva levels with a corresponding BP decrease.

Figure 6. Nitrate-rich plant-based diet lowers BP (Sobko et al., 2009)
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Jones’ Lab (McDonagh et al., 2018) observed that consumption of a small,
concentrated dose of dietary nitrate (NO3) was the most effective means
at increasing plasma and saliva nitrite (NO2) — proximal biomarkers of
nitric oxide (NO) bioavailability - and reducing systemic blood pressure
(BP).

Figure 7. Plasma NO2 time course of different NO3 delivery sources
(McDonagh et al., 2018)
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In a randomly assigned, blinded clinical study, 10 normotensive subjects
were followed over a 24 hr period after the consumption of different beet
preparations with known amounts of dietary NO3. The largest increase in
plasma NO2 was found with the smallest volume (see Figure 7), highest
concentrated-NO3 beet juice (5.7 mmol NO3 in 55 ml; Beet It Shot) rising
from a baseline of 67+16 to 371+136 nM in 2-3 hrs with a corresponding
Systolic BP reduction of 5 mmHg (p< 0.05). (see Figure 8).

Figure 8. BP lowering effects of different NO3 delivery sources
(McDonagh et al., 2018)
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In contrast, subjects that either consumed an equimolar high volume, non-
concentrated-NO3 beet juice or a diluted beetroot crystal mix (1.4 mmol
NO3 in 114 ml; SuperBeet by HumanN), resulted in plasma NO2 levels of
232+51 nM and no effect on BP (McDonagh et al., 2018).

Unlike the other dietary NO3 sources, SuperBeet crystals peaked within
15 min after ingestion followed by a precipitously dropped below 200
nM. As stated by the authors, the likely explanation for this low, albeit
early spike of plasma NO2 with SuperBeet is due to the presence of NO2
(0.07 mmol) and 1.4 mmol NO3. The fact that SuperBeet did not reduce
BP at any point is likely explained by the low dose of NO3 administration
and consequently, small rise in the plasma and saliva markers of NO
bioavailability.

The authors further show a significant correlation between the change
in plasma NO2 and the change in Berkeley NO Test Strips across all
conditions (r=0.48, P<0.05). There was also a significant correlation
between salivary NO2 and the Berkeley Nitric Oxide Test strip result
across all conditions (r=0.57, P<0.05).

In Figure 9, the 5.7 mM NO3 concentrated beet shot (Beet It) increased
from Low-Depleted levels (<161 uM NO2) to Target-High levels
(>361uM) within 1 hr and maintained a high Threshold level (220-315
uM) for 4 hrs. In contrast, the 1.4 mM NO3 beet crystal (HumanN) peaked
at Low (<161 uM) at 2 hr and stayed within the Low range for 4 hrs.




Figure 9. Salivary NO2 time course of different NO3 delivery sources
(McDonagh et al., 2018)
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Green and collaborators (2018; unpublished) provide confirmatory
evidence with a cohort of 30 randomly assigned normotensives. Subjects
were given a single dose of a NO3-concentrated capsule (5.04 mmol NO3;
Berkeley Life tablet).
2 hrs after ingesting Berkeley Life tablets (456+30 nM) compared to
placebo matched-control subjects (100+21 nM) (P<0.005). And with
daily ingestion, plasma NO2 continued to rise to 544+60 nM compared to
placebo control 90+30 nM (P<0.005) after 2 weeks.

Plasma NO2 was significant elevated in subjects

Pre-treatment post 2 hrs post 14 days
Plasma NO2 100+20 45630 544460
n=21; p<0.0014 n=16; p<0.005
Berkeley Test 30+8 381451 428+68
Depleted* Target* Target*
n=21; p<0.0014 n=16; p<0.005

*depleted 10-58m low 59-161, threshold 162-315, target 316-630, high > 631 uM salivary NO2

Consistent with earlier reports that there is a direct relationship between
dietary NO3 consumption and salivary NO2 (Spiegelhalder et al., 1976),
concentrated NO3 delivered in a beetroot juice shot and tablet increased
salivary NO2 to a similar extent, peaking at 2 h post consumption. In
contrast, the smaller dose of NO3-administered in the beetroot crystal
condition resulted in a smaller rise in salivary NO2 when compared with
the other vehicles.

McDonagh et al. (2015) have also shown increases in salivary NO3 and
NO?2 after chronic ingestion of the same concentrated beetroot juice shot
but the magnitude of increase was much greater than in the present study,
which may be linked to the longer supplementation period. Although
not highly significant, this observation is consistent with daily dosing

of Berkeley Life tablets over a two-week period resulting in a notable

increase in plasma NO3, plasma NO2, and salivary NO2 as measured by
Berkeley Test.

The salivary NO2 response observed by both McDonagh and Green
mirrors those of salivary NO3, suggesting that the increase in salivary
NO?2 following the consumption of each supplement is proportional to
the amount of NO3 available for bacterial reduction to NO2 in the oral
cavity. In both studies, plasma NO3 peaked with 2-3 hrs after ingesting
either Beet It Shot or Berkeley Life with there being a 400% increase

above baseline.

The peak elevation in non-concentrated, beet crystal by SuperBeets
occurred at 2 hrs post ingestion, increasing by 130%. It is important to
note here that the smaller plasma NO3 elevation in the beetroot crystal
condition was likely due to the smaller dose of NO3 administered when
compared with the other NO3-rich vehicles (1.40 vs. 5.76 mmol NO3 for
Beet Shots and 5.09 mmol for Berkeley Life).

Clearly, ingesting a single, concentrated NO3 dose, such as that found in
Beet It Shots and Berkeley Life tablets, appear to be an effective approach
in elevating plasma and salivary NO2 to physiological relevant levels to
elicit a favorable vascular response such as BP reduction. What is unclear
is what the minimal plasma NO2 threshold is necessary to achieve such
benefit. At the very the least, these studies demonstrate that concentrated
dietary NO3 delivered in a small volume such as either Beet It juice
(5.76 mmol NO3 in 55 ml) or Berkeley Life tablet (5.04 mmol NO3 in 2
tablets) may be recommended as a practical approach for maintaining or
improving markers of cardiovascular health in healthy individuals.

Berkeley Life, plant-based bio-equivalency of
dietary inorganic nitrate

Berkeley Life is based on a simple premise: provide a plant-based bio-
equivalency of nitrate that would be found in clinically-supported beet
juice and leafy greens. That’s it.

Berkeley Life’s inorganic nitrate-rich proprietary blend is fortified with:

. beet root extract

. Organic fermented beetroot powder
and fortified with:

3 Vitamin C,

o Thiamin (vitamin B1),

. Vitamin B12,

. Magnesium and Potassium

Again, plant-based nitrate bio-equivalency restores nitric oxide deficiency,
especially, if the eNOS pathway is compromised. Exercise daily and drink
well characterized beet juice and/or eat multiple servings of leafy greens
that is consistent with the DASH diet.



And if you don’t have access to plant-based sources, consider a plant-based equivalency that is based upon the clinically supported, Berkeley Life.

Keep it simple and don't try to short-circuit the pathway with nitrite supplements. Instead, allow the body to convert nitrate -- at the appropriate time
and at the appropriate place within the body -- to nitric oxide.

Remember, plants have very little, if any nitrite, but are a great source of nitrate and the human body is best adapted to handle nitrate, not nitrite,

especially, as to safely regulating nitrogen oxide metabolism and the production of nitric oxide within the body.

The importance of a dietary nitrate (vs nitrite) supplement is further emphasized in the thoughtful letter to the editor in the Journal of Applied Physiology
in 2011 by Lundberg comparing nitrate vs nitrite supplementation. Lundberg -- credited for identifying the non-arginine or dietary nitrate pathway
-- first showed how dietary nitrate reduces BP and oxygen cost during physical exercise to increase stamina: this slow controlled release of nitrite from

dietary nitrate may have desirable health effects, including a lowering of blood pressure.

Berkeley Life’s nitrate formula is based on several clinical studies by multiple labs and is intentionally void of nitrite. The idea of* short-circuiting
the dietary nitrate pathway with nitrite supplement is counter to how the body metabolizes nitrate. Hence, Berkeley Life is focused on plant-based

equivalency of nitrate that would be found in clinically-supported beet juice and leafy greens.

Berkeley Life formula is under clinical investigation at UCLA to further advance our understanding of dietary nitrate in vascular health.

Plant-based bio-equivalency of nitrate Berkeley Life

Modeled after nitrate-rich beets and leafy greens clinical studies which includes vitamin
Source of NOx species C, thiamin, vitamin B-12, magnesium, potassium nitrate, non-GNO beet root extract, and
fermented organic beet root

Primary NOx bioactive Dietary nitrate and non-GMO and organic fermented beet-derived nitrate
Duration & magnitude of benefit Nitrate half-life: longer 5-7 hours in circulation
Clinical studies on nitrate Several peer-reviewed articles in notable journals show blood pressure lowering with a 3-7
for BP reduction mM NO3 dose

. ‘modeled after nitrate-rich plant diets: allows the slow release of NO2 for the body to
Underlying approach

convert’

Berkeley Test, patented salivary nitric oxide test strip

Berkeley Life’s dietary approach to restoring nitric oxide is based on plant-based bio-equivalence with dietary inorganic nitrate. Such a formula
represents a valuable, safe and effective intervention to provide a sustained lowering of blood pressure and improvement in vascular health among

hypertensive individuals and those at risk of becoming hypertensive.

In our desire to stay healthy, two important questions to restore and sustain your nitric oxide levels are considered:
* Do your foods and supplements have the important ingredients to keep you healthy?

*  Is your body 'bio-converting' these foods and supplements to achieve the desired effect?

Each of us is different and the demand for bioactives, such as nitric oxide, can vary significantly based on our biology and lifestyle. Nitric oxide levels
rise and fall throughout the day. Our challenge is to maintain a steady, yet elevated state.

To maintain this elevated state we need to be able to easily test our nitric oxide status levels so that we can make immediate and real-time dietary
adjustment. Berkeley Test provides an easy-to-use self-administered saliva test for consumers to monitor NO levels.

We are bombarded daily with advice about foods and supplements that we can take to improve our health. We are told these foods and supplements
contain bioactive ingredients that are good for our cardiovascular health and system. And yet we are also told that not all vegetables, varieties, and
brands are created equally. And we also know that handling, cooking, and processing may impact nutritional value and bioactivity.

And so we are left with many questions for which we don’t have answers. How much should I be eating? Is it having the desired effect?



Disappointingly, the traditional approach to foods and supplements is just
to slap on nutritional labels and supplement facts. Yet we all know that
these labels don’t really answer those important questions. To make matters
worse labeling standards can never keep up with scientific advances and
fail to track the necessary bioactive ingredients. It is common for labels

to dramatically understate or overstate the nutritional value of the food.

As a result, consumers today lack effective tools with which to measure
the personal impact that these bioactive ingredients will have.

Berkeley Test addresses commonly posed questions:
» Is the supplement effective at enhancing my nitric oxide status? and,

*  Ismy body converting nitrate to nitric oxide - as well as ensuring that

our levels are sustained throughout the day?

As to the latter, Michael Greger, M.D., of NutritionFacts.org, said it best:
“Berkeley Test may offer hope by bringing plant- based foods into our
dietary lifestyle in an engaging fashion. At the very least, it will remind
us to eat our greens on a more frequent basis” (Real World Health care
blog. Turning DASH Strategy into Reality for Improved Cardio Wellness
Outcomes: Part II).

The Berkeley Test nitric oxide test strips are the only patented strips for
salivary nitric oxide status. (U.S. Patent and Trademark Office has issued
U.S. patent numbers 9,360,490 and 9,759,716 entitled, Compositions,
Apparatus and Methods for Monitoring Biomarkers, for the Nitric Oxide
Test Strip and a method to assess the effects of diet and exercise on

changing an individual's nitric oxide status and health).

In Europe, the Berkeley Test strips have also been awarded a patent and
a second patent will be issued by the USPTO for the bundling of the strip
with nitrate-based supplements. The Berkeley Test strips were designed to
both collect saliva without using your finger as some other indicator strips
unfortunately requires. Berkeley Test strips also prevent false positive
results.

Qualities Berkeley Test

Offering ¢ 10 individually sealed strips in a box
e 50 strips in a tube

e 2 free individually sealed + Berkeley Life NO3
dietary supplement

Product .
attributes

Easy collection & no mess: saliva to strip
e 'certified food safe’

e Prevents false positives

US patent (strip), awarded 2016

Intellectual .
property e US continuation (strip + supplement), notice of

allowance, 2017

¢ Europe Patent, granted, 2017

Berkeley Life’s philosophy to achieving vascular
wellness

*  Poor diet and physical inactivity remain the primary drivers of
cardiovascular disease and metabolic disorders such as obesity,
hypertension, and diabetic insulin resistance. A daily lifestyle of a
cardioprotective diet, including nitrate-rich plant-based foods, is a

solution.

*  The amino acid, arginine can be a source for the body to make nitric
oxide. Unfortunately, as we age, we lose our ability to make nitric
oxide through the use of arginine, thereby increasing reliance on a
non-arginine source, specifically, and dietary nitrate. Plant-based
foods, such as the DASH Diet — rich in leafy greens such as arugula,
kale, and spinach — help supplement the body’s pool of nitrate,
which can be converted to nitric oxide, independent of the arginine-
dependent eNOS pathway.

* If you don’t have access to nitrate-rich plant-based whole foods
consider a plant-based equivalency that is based upon the clinically
supported, Berkeley Life.

e Allow the body to convert nitrate - at the appropriate time and at the
appropriate place within the body - to nitric oxide.

*  Remember, plants have very little, if any nitrite (NO2), but are a
great source of nitrate (NO3). The human body is best adapted to
handle NO3, not NO2, especially, as to safely regulating nitrogen
oxide metabolism and the production of nitric oxide within the body.

* By incorporating the saliva NO test strips into one’s daily routine,
Berkeley Test users can make informed real-time dietary adjustments
throughout the day. Recognizing the importance of monitoring ones
saliva nitric oxide status for improving vascular heath, Berkeley Test's
patented salivary nitric oxide test strip confirms the conversion of
dietary nitrate to nitric oxide metabolites in the body, thereby helping
to validate claims of various dietary nitrate products. Remember, if
you can’t measure it, you cant manage it.

*  Use Berkeley Test throughout the day to sustain your levels.
Remember, if you can’t measure it, you can’t manage it.
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