SENOLYTIC

Optimize Cellular Aging”

In the quest for optimal health and longevity, Senolytic stands at the forefront,
harnessing the potent properties of key compounds such as fisetin, quercetin,

pterostilbene, resveratrol, and curcumin. These compounds have been

extensively researched for their remarkable ability to support the healthy
metabolism of senescent cells, which play a pivotal role in the aging process

and age-related diseases.
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DIRECTIONS:
Take 1capsule daily with water or as
directed by your healthcare practitioner.

(SUPPLEMENT FACTS)|

Serving Size: 1 Capsule | Servings Per Container: 30

Amount Per Serving %DV

Fisetin (Rhus succedanea) (Stem) 100 mg *
Querciten (Sophorajaponica) (Bud) 400 mg
Resveratrol (Polygonum cuspidatum Sieb.) (Root) 50 Mg
Pterostilbene (Prerocarpus marsupium) (Wood) 50 mg
Curcumin (Turmeric Root) 50mg *

* Daily Value Not Established
|

Other Ingredients: Vegetable Capsule
(Hypromellose, Titanium Dioxide)
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Delving into the intricate world of cellular biology, we encounter two vital processes: autophagy and cellular senescence.
While interconnected, these processes yield contrasting effects on the cell. Cellular senescence serves as a safeguard,
causing cells to cease division and enter a permanent state of growth arrest. This natural mechanism prevents the proliferation
of damaged or potentially hazardous cells, effectively thwarting their ability to spread and wreak havoc. However, it is
important to note that cellular senescence is also associated with aging and age-related ailments.

On the other hand, autophagy, a process of cellular self-digestion, acts as a guardian of cellular well-being. It selectively
breaks down damaged or superfluous components within the cell, promoting health by eliminating aberrant proteins
and organelles while replenishing vital energy stores. Recent breakthroughs have unveiled the critical role of autophagy
in regulating cellular senescence. Autophagy serves as a vigilant gatekeeper, removing damaged organelles and proteins
that may trigger senescence. Moreover, it helps maintain the delicate balance of reactive oxygen species (ROS) within the
cell, a key regulator of senescence. When autophagy is impaired, the accumulation of damaged proteins and organelles can
foster senescence and accelerate the aging process.

Thus, despite their interconnectedness, autophagy and cellular senescence exert opposing influences on the cell. Autophagy
diligently shields against senescence by clearing away damaged components, while cellular senescence acts as a barrier,
preventing the proliferation of damaged cells and thwarting their transformation into cancerous agents. In this intricate
dance of cellular dynamics, Senolytic takes center stage, providing the essential nutritional support needed to optimize
autophagy and propel cellular function toward its utmost potential. By fine-tuning this delicate process, Senolytic sets the
stage for a life characterized by healthy aging, vibrant longevity, and the vitality to embrace all that life has to offer. Step

into a world where cellular optimization paves the way to a healthier and more fulfilling existence.

INGREDIENTS

Fisetin

Paramount to this formula is fisetin and its impact on senescent cell formation. In a study published in the journal Experimental
Gerontology in 2018, researchers investigated the effects of fisetin on senescent cell formation and age-related phenotypes

in an animal model. The study demonstrated that fisetin treatment reduced the number of senescent cells in various tissues,

including adipose tissue, liver, and kidney. Fisetin treatment also ameliorated age-associated health issues and improved

physical function in the mice!

When it comes to autophagy, a study published in the journal Oncotarget in 2015 investigated the effects of fisetin on autophagy
in human lung cells. The researchers found that fisetin induced autophagy, as evidenced by increased autophagosome
formation and LC3-Il protein expression. Fisetin-mediated autophagy was associated with the inhibition of the mTOR pathway,
suggesting its potential as an autophagy-inducing compound.?

Quercetin

Working in tandem with fisetin is quercetin. As it relates to senescent cells, a study published in the journal Aging Cell in 2015
explored the effects of quercetin on senescent cells in human fibroblasts. Researchers found that quercetin treatment
selectively induced cell death in senescent cells while sparing non-senescent cells. Quercetin also reduced the expression
of senescence-associated markers and alleviated senescence-associated secretory phenotype (SASP) factors.?

In terms of autophagy, a study published in the journal Autophagy in 2010 examined the role of quercetin in autophagy
activation. The researchers found that quercetin treatment induced autophagy in pathogenic human cells, as demonstrated
by increased LC3-ll levels and autophagosome formation. They proposed that quercetin-mediated autophagy was dependent
on the activation of the AMPK pathway and subsequent inhibition of mTOR signaling.*
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Resveratrol & Pterostilbene

Pterostilbene and resveratrol activate SIRT1, a protein that plays a critical role in regulating autophagy.*¢ One of the ways
that SIRT1 regulates autophagy is by deacetylating and activating the transcription factor forkhead box O (FOXO) family of
proteins. FOXO proteins are involved in the regulation of autophagy-related genes, including LC3 (microtubule-associated
protein 1light chain 3) and Beclin-1, which are critical for the initiation and progression of autophagy. They also modulate
the AMPK/mTOR pathway, supporting healthy levels of oxidative stress’” From a clinical perspective the research has been
compelling. For example, a study found that resveratrol can improve cognitive function in older adults by promoting autophagy
in the brain® Another study found that stilbenes have a potentially supportive role involving glucose and insulin metabolism
via various cellular and subcellular mechanisms including GLUT4 upregulation, insulin receptors sensitization, and

supporting healthy levels of inflammation.®

Curcumin

Curcumin works in much the same way in terms of pathways and mechanisms, however in addition to activating AMPK and
promoting the expression of autophagy-related genes it also addresses two additional areas: cellular stress and lysosomal

function (the cellular stress involved the cell’s exposure to oxidative stress).®” Curcumin has been shown to support healthy
levels of oxidative stress, which can enhance autophagy. And by increasing lysosomal function, curcumin can help initiate

the breakdown of cellular waste, and increase the activity of lysosomal enzymes.
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