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Can You Truly
Extend Your Lifespan?

Supplementing with REJUVENINS — Not Antioxidants

by Guy R. Schenker, DC
nti-aging nutrition? Are you interested? Anti-inflam-ag-
ing? The possibility is real; the science of gerontology
proves it, and achieving an extended lifespan is easily
attainable for you, your family, and your patients.

The problem with the study of aging is that researchers took
a wrong turn many decades ago. That misdirection was driven
by the irrefutable evidence that oxidative free-radical damage,
or oxidative stress (OxS), causes tissues to age. Catabolic OxS
causes both structural and functional breakdown over time. Re-
searchers jumped to the “obvious” conclusion that OxS is the
cause of aging and, hence, the process that shortens lifespan.

However, by the 1990s, so many inexplicable contradic-
tions appeared in the “free radical theory of aging,” leaving
researchers in a quandary. Over the past 15 years, gerontolo-
gists have righted their course.

Revelation began with the understanding that nearly all patho-
physiology includes inflammation.
The term “inflam-aging” started
to appear in research literature. At
first, this inflammatory character
of aging seemed to corroborate
OxS as the underlying cause of |
aging. Everyone from alternative
healthcare providers to health food
store shoppers bombarded every
symptom and condition with a
broad array of antioxidant supple-
ments. The expected benefits were
twofold —first, improvement of
symptoms and, second, the prom-
ise of a long, healthy life.

The first expected benefit was
occasionally met. The second?
Never. Both animal and human
studies show that antioxidant
supplements protect tissue struc-
ture and function up to a certain
age. At a point even younger than
middle age, antioxidants’ protec-
tive effects begin to wane. Ulti-
mately, a stage of life is reached when antioxidants become
counterproductive (a heretical notion to antioxidant-peddling
nutritionists!).

The Truth No One Wants to Hear

Finally, the “knife in the heart” of all true believers of the
free radical theory of aging was the finding that antioxidant
supplementation actually shortens lifespan.

What did gerontologists make of this uncomfortable but ir-
refutable truth? They can now demonstrate unequivocally that
there are actually two separate metabolic pathways driving
the aging process. One of those mechanisms determines what
gerontology terms “healthspan.” The other aging pathway also
influences healthspan, but it exclusively determines lifespan.
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If OxS is the mechanism driving the aging pathway that
determines healthspan, what mechanism underlies the aging
pathway that limits lifespan? The forces driving lifespan-lim-
iting aging arise intracellularly. The mechanisms are prede-
termined by genetic metabolic clocks, i.e., clocks that operate
almost independently of OxS aging mechanisms.

Free Radical Oxidative Aging versus Intracellular Aging.

We can model these parallel yet mostly autonomous path-
ways of inflam-aging. OxS is driven by exogenous stresses,
including unhealthy microbiota, high-quantity, low-quality
eating, and a broad array of toxic and emotional stresses.

In contrast, intracellular aging is driven by endogenous meta-
bolic clocks and relates to unhealthy microbiota, senescent cell
formation, deficient autophagy, and dysregulated apoptosis.

* OxS determines healthspan; intracellular aging deter-

mines lifespan.

. OxS aging begins (theo-
retically) at the moment of con-
ception; intracellular aging starts
on the 23rd birthday.

. OxS aging is a catabolic
process; intracellular aging is an
anabolic process.

Yes, beginning at age 23, intra-
cellular aging rapidly supplants
OxS aging as the primary force
driving inflam-aging. At that
stage of life, antioxidant supple-
mentation becomes less effective.
By age 33, intracellular senescent
cell formation, deficient autoph-
agy, and dysregulated apoptosis
dominate inflam-aging. We must
acknowledge the painful truth
that excessive supplementation
with antioxidants actually accel-
erates aging-associated diseases,
such as cardiovascular disease,
and shortens lifespan by causing
reductive stress and promoting
the development of senescent cells.

What is so significant about age 23? It is the age when
humans become fully developed physically, mentally, and
emotionally. Anabolic processes that begin at conception
are essential for full development, but at maturity, they turn
abruptly from friend to foe. At maturity, metabolic clocks
continue to drive select anabolic processes, which are now
inappropriate. Intracellular inflam-aging as nonphysiological
anabolism becomes more dominant in the deterioration of tis-
sue structure and function.

Why do humans continue to exhibit nonproductive (and
ultimately damaging) anabolism from maturity through old
age? The objective of biological intelligence here is easily un-
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derstood. The human species (like all mammals) has existed
for many millennia in a natural environment where scarcity,
hunger, and even starvation are common. Food deprivation
led to catabolic stress, and the species needed a strong, easily
activated anabolic drive to maintain tissue structure and func-
tion in the face of extreme catabolism.

Contemporary affluent society now suffers precisely the
opposite metabolic stress — food availability in grotesquely
abundant quantity and qualitatively addictive content. How-
ever, the anabolic drive continues unabated, and the conse-
quence is age-related disease.

As shown in an exhaustive study by Kulkarni, just a few
drugs and nutrients show strong evidence for the extension of
lifespan and the reduction of mortality in humans. Gerontolo-
gists call them “rejuvenins.”

Rejuvenins? If you are going to stay current in the field of
clinical nutrition, you absolutely must make this term the fo-
cus of your clinical efforts. Rejuvenins block intracellular ag-
ing by three mechanisms:

* Rejuvenins inhibit the formation of senescent cells, or the
cells that transform previously healthy cells into what can be
considered “aging factories.” Then they replicate themselves,
thus invading tissues throughout all organs of the body.

* Rejuvenins facilitate autophagy. Autophagy is the “de-
toxification” process by which cells eliminate metabolic
waste, expel toxins, and protect DNA.

* Rejuvenins normalize apoptosis, or the healthy pro-
grammed death of cells. Rejuvenins approach apoptosis
from both sides. First, they prevent the premature death
of viable cells. Second, rejuvenins trigger the apoptosis

of dysfunctional cells, preventing them from living past
their healthy limit and replicating their damaged DNA.
Clinical Results

If you focus your clinical efforts on supplying patients with
rejuvenins (and limit the use of potentially damaging antioxi-
dants), you will give your patients the amazing life-extending
benefits gerontologists have recently documented.

The list of rejuvenin nutrients is short, which allows you to
give patients a concise and affordable yet powerful blend of
supplements. These nutrients include:

» Carnosine

» Alpha-lipoic acid

¢ Quercetin

* The combination of glycine plus N-acetylcysteine (but

only in combination, since NAC is toxic when not com-
bined with glycine)

* NAD (+) (but only in small quantities)

Consider the astounding clinical benefits shown by just one
of the countless research studies on rejuvenins:

If you are familiar with the concept of inflam-aging, you
are aware that it is measured by the presence of inflamma-
tory markers, such as IL-6, TNF-alpha, and CRP. Rejuvenin
supplementation lowered IL-6 by 77%, TNF-alpha by 57%,
and CRP by 49%, and it decreased insulin resistance by 59%.
These results were achieved in older subjects, showing it is
never too late to begin rejuvenin supplementation.

In summary, the life-extension benefits of rejuvenins far ex-
ceed even the wildest hopes of nutritionists who still hold firm
belief in antioxidant supplementation. Gerontology gives us
an exciting new paradigm of clinical nutrition.
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