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Abstract 

Age-related stem cell exhaustion is a recognized hallmark of aging, marked by diminished self-
renewal and regenerative capacity of stem cell poolspmc.ncbi.nlm.nih.govpmc.ncbi.nlm.nih.gov. 
This decline arises from cumulative DNA damage, telomere attrition, cellular senescence, and 
chronic inflammatory signaling, ultimately impairing tissue homeostasis in systems such as the 
hematopoietic, neural, and musculoskeletal compartments. Stemegenis™ is a novel 
phytotherapeutic formulation comprising Garcinia indica, Astragalus membranaceus, and 
Cinnamomum verum, designed to rejuvenate stem cell function by targeting these underlying 
mechanisms of exhaustion. Each botanical ingredient contributes distinct bioactive compounds – 
garcinol, astragaloside IV, and cinnamaldehyde, respectively – that have demonstrated pro-
regenerative effects including activation of telomerase (TERT), suppression of the cyclin-
dependent kinase inhibitor p16^INK4a^, preservation of mitochondrial integrity, modulation of the 
senescence-associated secretory phenotype (SASP), and reactivation of quiescent/senescent 
stem cells in preclinical models. Here we present a scientific white paper detailing the 
formulation’s mechanistic rationale and initial efficacy data. In preclinical studies, garcinol 
activated metabolic longevity pathways (AMPK/SIRT1) and expanded hematopoietic stem cells ex 
vivolifeextension.com, astragaloside IV upregulated telomerase and reduced cellular senescence 
markerspmc.ncbi.nlm.nih.govpmc.ncbi.nlm.nih.gov, and cinnamaldehyde mitigated stem cell 
aging by enhancing mitochondrial quality control and anti-inflammatory 
defensespubmed.ncbi.nlm.nih.govpubmed.ncbi.nlm.nih.gov. Moreover, an IRB-approved pilot trial 
in adults (Longevinaut Study #1) showed improvements in biomarkers of stem cell health after 
Stemegenis supplementation, including increased telomere length, decreased p16^INK4a^ 
expression, and reduced inflammatory cytokines. These findings underscore the translational 
potential of Stemegenis as a geroprotective intervention to restore youthful regenerative capacity. 
The formulation’s multi-targeted approach addresses fundamental drivers of stem cell aging, 
suggesting a promising impact on healthspan and tissue rejuvenation. This white paper provides a 
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comprehensive overview of Stemegenis’ composition, mechanism of action, preclinical evidence, 
and preliminary human results, positioning it for further clinical development and investment in the 
longevity therapeutics space. 

Introduction 

Aging is characterized by a progressive decline in the body’s ability to maintain tissue integrity and 
function, driven by several cellular and molecular hallmarkspmc.ncbi.nlm.nih.gov. One of the 
integrative hallmarks of aging is stem cell exhaustion, the deterioration of stem cell quantity and 
quality over timepmc.ncbi.nlm.nih.govpmc.ncbi.nlm.nih.gov. As organisms age, stem cells exhibit 
reduced self-renewal, impaired differentiation, and increased senescence, resulting in diminished 
regenerative potential of tissuespmc.ncbi.nlm.nih.gov. This manifests in multiple organ systems: 
for example, aged hematopoietic stem cells (HSCs) produce fewer immune and blood cells 
(contributing to immunosenescence and anemia), neural stem/progenitor cells in the aging brain 
yield fewer new neurons (implicated in cognitive decline), and muscle satellite cells (muscle stem 
cells) lose function, exacerbating sarcopenia and impaired muscle repair. In short, the decline in 
regenerative capacity is a hallmark phenotype of aging tissuespmc.ncbi.nlm.nih.gov. Stem cell 
exhaustion is considered an ultimate culprit of tissue and organismal aging, arising as the 
cumulative consequence of other aging hallmarks – genomic instability (DNA damage), telomere 
attrition, epigenetic drift, mitochondrial dysfunction, cellular senescence, and chronic 
inflammationpmc.ncbi.nlm.nih.gov. DNA damage and telomere shortening impose replication 
limits on stem cells; senescence signals (e.g., p16^INK4a^, p21^Cip1^) accumulate in stem cell 
niches, enforcing cell cycle arrest; and pro-inflammatory factors (the SASP, such as IL-6, IL-1β, 
TNF-α) secreted by senescent cells create a hostile microenvironment that further suppresses 
stem cell functionpmc.ncbi.nlm.nih.gov. Over time, these processes lead to depletion or 
functional impairment of stem cell pools, undermining tissue maintenance and repair. 

Reversing or alleviating stem cell exhaustion is a tantalizing strategy to combat aging itself. 
Notably, proof-of-concept studies indicate that rejuvenating aged stem cells can reverse 
aspects of organismal aging, restoring youthful physiology in animal 
modelspmc.ncbi.nlm.nih.gov. Approaches such as heterochronic parabiosis, transient 
reprogramming, and pharmacological interventions targeting pro-senescent pathways have 
demonstrated partial recovery of stem cell function in old animalspmc.ncbi.nlm.nih.gov. These 
advances motivate the search for practical, translational interventions to support stem cell health 
in humans. In particular, there is intense interest in geroprotective compounds that target the 
cellular mechanisms of stem cell aging – for example, agents that activate telomerase to restore 
telomere length, enhance DNA repair or autophagy in stem cells, suppress chronic inflammatory 
signaling, or selectively eliminate senescent cells in stem cell niches. 

Stemegenis™ is a phytotherapeutic formulation developed to address stem cell exhaustion by 
leveraging the synergistic effects of three medicinal plant extracts: Garcinia indica (Kokum) fruit 
rind, Astragalus membranaceus (Huangqi) root, and Cinnamomum verum (Ceylon cinnamon) bark. 
Each of these botanicals has a rich history in ethnomedicine and has been studied for its potential 
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anti-aging or regenerative properties. Importantly, each ingredient targets distinct but 
complementary pathways involved in stem cell aging: 

• Garcinia indica (Garcinol) – The fruit rind of Garcinia indica contains garcinol, a 
polyisoprenylated benzophenone. Garcinol is a potent inhibitor of histone 
acetyltransferases (HAT) such as p300/CBPlifeextension.com. By inhibiting aberrant 
histone acetylation, garcinol can modulate epigenetic expression in favor of a youthful 
phenotype, promoting genes for stem cell self-renewal while silencing pro-senescent 
geneslifeextension.com. In an ex vivo study on human hematopoietic stem/progenitor 
cells, garcinol treatment increased the number of CD34^+^ HSCs more than 4.5-fold 
relative to controlslifeextension.com, indicating a dramatic enhancement of stem cell self-
renewal capacity. Garcinol also supports the differentiation of stem cells when needed – 
for instance, it promoted the differentiation of rat cortical neural stem cells into neurons in 
culturelifeextension.com, suggesting neuroregenerative potential. Mechanistically, 
garcinol activates cellular stress response pathways: it has been shown to activate the 
AMP-activated protein kinase (AMPK) and SIRT1 pathways, likely via upstream activation 
of the DJ-1 antioxidant protein, thereby inducing prosurvival and antioxidant defenses in 
cellspubmed.ncbi.nlm.nih.gov. Activation of AMPK/SIRT1 leads to increased autophagy 
and removal of damaged proteins/organelles, which is beneficial for aging stem 
cellslifeextension.compubmed.ncbi.nlm.nih.gov. Indeed, garcinol protected mesenchymal 
stem cells and bone tissue from oxidative stress damage through upregulation of the NRF2 
antioxidant pathway in a murine modelresearchgate.net. Collectively, Garcinia indica 
confers metabolic and epigenetic rejuvenation to stem cells: it mimics caloric-
restriction-like signals (AMPK/SIRT1 activationlifeextension.com), restores youthful gene 
expression profiles via epigenetic modulationlifeextension.com, and has demonstrated 
capacity to expand healthy stem cell populations and enhance their regenerative 
outputlifeextension.comlifeextension.com. 

• Astragalus membranaceus (Astragaloside IV) – The root of Astragalus is famed in 
traditional Chinese medicine for vitality and immune support. Modern research has 
identified Astragaloside IV (AS-IV) and its aglycone cycloastragenol as active compounds 
that activate telomerase, the enzyme that extends 
telomerespmc.ncbi.nlm.nih.govpmc.ncbi.nlm.nih.gov. Shortened telomeres are a limiting 
factor in the replicative lifespan of stem cells; by boosting telomerase (TERT) expression, 
Astragalus extracts can help maintain telomere length in aging 
cellspmc.ncbi.nlm.nih.govmdpi.com. In cell and animal models, AS-IV has repeatedly 
shown pro-telomerase activity: for example, treating mouse embryonic fibroblasts with AS-
IV activated telomerase and caused elongation of short telomeres in 
vivopmc.ncbi.nlm.nih.gov. Astragalus polysaccharides have also been reported to increase 
TERT levels and telomere length in aged rat tissuespmc.ncbi.nlm.nih.gov. Beyond 
telomeres, Astragalus exerts broad anti-senescence effects. It suppresses cellular 
senescence markers and inflammatory factors: in a murine Parkinson’s model, AS-IV 
prevented astrocyte senescence by significantly decreasing senescence-associated β-
galactosidase activity and downregulating p16^INK4a^ expression, while also reducing 
pro-inflammatory SASP cytokines (e.g. IL-6, IL-1β) in the brainpmc.ncbi.nlm.nih.gov. 
Treated mice showed preservation of dopaminergic neurons, correlating with fewer 
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senescent astrocytespmc.ncbi.nlm.nih.gov. The mechanism involved enhanced 
mitophagy – AS-IV promoted the clearance of damaged mitochondria, which lowered 
reactive oxygen species (ROS) and mitochondrial dysfunction in glial 
cellspmc.ncbi.nlm.nih.gov. This reflects Astragalus’s known role as an antioxidant and 
metabolic regulator: it activates cellular housekeeping via autophagy and AMPK/mTOR 
signalingpmc.ncbi.nlm.nih.govpmc.ncbi.nlm.nih.gov. In fact, Astragalus injection in a 
rodent model of inflammatory stress suppressed IL-6 production by activating autophagy 
through the AMPK pathwaypmc.ncbi.nlm.nih.gov, thereby alleviating the chronic 
inflammatory milieu that drives stem cell dysfunction. By reducing oxidative and 
inflammatory stress, Astragalus helps preserve the functional reserve of stem cells. 
Finally, emerging evidence suggests Astragalus can improve hematopoietic stem cell 
function under stress: in a mouse model of aplastic anemia, Astragalus polysaccharide 
treatment restored bone marrow hematopoiesis, accompanied by upregulation of 
telomerase (TERT) and Hippo pathway factors that promote 
regenerationpubmed.ncbi.nlm.nih.govpubmed.ncbi.nlm.nih.gov. Collectively, Astragalus 
membranaceus addresses two key pillars of stem cell exhaustion: replicative senescence 
due to telomere attrition (by activating telomerase) and stress-induced senescence due 
to inflammation/oxidative damage (by dampening NF-κB/SASP and enhancing 
mitophagy/autophagy)pmc.ncbi.nlm.nih.govpmc.ncbi.nlm.nih.gov. These actions translate 
into improved longevity of stem cells and their continued ability to replenish tissues. 

• Cinnamomum verum (Cinnamaldehyde) – Ceylon cinnamon bark contains the bioactive 
cinnamaldehyde, an aromatic aldehyde that has shown multiple anti-aging benefits in 
cells. Cinnamaldehyde is a potent anti-inflammatory agent that inhibits NF-κB signaling, 
thus lowering production of SASP cytokines like TNF-α, IL-6, and IL-
8pubmed.ncbi.nlm.nih.gov. In a high-fat diet mouse study, cinnamaldehyde significantly 
reduced systemic levels of IL-6, TNF-α and other inflammatory mediators, which was 
associated with improved tissue 
functionpubmed.ncbi.nlm.nih.govpubmed.ncbi.nlm.nih.gov. By attenuating chronic 
inflammation, cinnamon creates a more permissive environment for stem cell function, as 
unchecked NF-κB/SASP activity is known to reinforce senescence and tissue 
degenerationpmc.ncbi.nlm.nih.gov. Beyond suppressing extrinsic inflammation, 
cinnamaldehyde directly influences intrinsic aging pathways in stem cells. Notably, it has 
been shown to reverse stress-induced cellular senescence in adult stem cell cultures. In 
human adipose-derived mesenchymal stem cells (ADSCs) subjected to oxidative stress 
(H_2O_2), cinnamaldehyde treatment rescued the cells from a senescent state: it 
increased their proliferation rate, decreased SA-β-gal positive senescent cells, 
upregulated SIRT1, and even increased telomerase activity compared to untreated 
senescent controlspubmed.ncbi.nlm.nih.gov. In essence, cinnamaldehyde restored a 
more youthful phenotype to these stem cells, reactivating the sirtuin/TERT pathways that 
are hallmarks of younger cellspubmed.ncbi.nlm.nih.gov. The treated ADSCs maintained 
higher functional “quality”, which was confirmed in an in vivo context by improved tissue 
repair in a rodent model of liver fibrosis when using cinnamaldehyde-rejuvenated 
cellspubmed.ncbi.nlm.nih.gov. Another recent study found that cinnamaldehyde delays 
senescence in bone marrow mesenchymal stem cells by preserving mitochondrial 
homeostasis, likely via activating the PINK1/Parkin mitophagy pathway and reducing 
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mitochondrial ROS generationbiolifesas.org. Healthy mitochondrial function is critical for 
stem cell self-renewal, and cinnamaldehyde’s ability to maintain mitochondrial integrity 
helps prevent the energy deficit and oxidative stress that drive stem cells into dysfunction. 
Moreover, cinnamon polyphenols (like procyanidin C1) have been identified as potential 
senolytic or senostatic agents that selectively affect old cellsnad.com. While the 
senolytic effect is still under investigation, it underscores cinnamon’s role in modulating 
cell fate. Overall, Cinnamomum verum contributes to Stemegenis by mitigating 
inflammatory and metabolic aspects of stem cell aging: it tones down SASP-driven 
chronic inflammation, boosts longevity pathways (SIRT1/AMPK) similar to caloric restriction 
synergistically with garcinolpmc.ncbi.nlm.nih.govpmc.ncbi.nlm.nih.gov, and prevents 
premature stem cell senescence by sustaining mitochondrial function and genomic 
maintenance (telomerase)pubmed.ncbi.nlm.nih.gov. 

By combining these three botanicals, Stemegenis™ is formulated to exert a comprehensive 
rejuvenating influence on stem cells. Garcinia’s AMPK/SIRT1 activation and epigenetic reset, 
Astragalus’s telomere restoration and autophagy induction, and Cinnamon’s anti-SASP and 
mitochondrial protection jointly tackle the multifactorial causes of stem cell exhaustion. The 
formulation is designed such that each ingredient’s mechanism complements the others: for 
instance, enhanced autophagic clearance of damaged macromolecules (via garcinol and 
Astragalus) may improve the efficacy of telomere maintenance (via Astragalus) by reducing DNA-
damaging oxidative stress, while lowering p16^INK4a^ and SASP factors (via Astragalus and 
cinnamon) can permit surviving stem cells to re-enter the cell cycle and respond to regenerative 
cues. Stemegenis thus aims to reverse the functional decline of stem cells and restore a more 
youthful regenerative capacity in tissues. In the following sections, we detail the methods and 
results from initial testing of this formulation, including an IRB-approved pilot human study, and 
discuss the implications for longevity and healthspan interventions. 

Methods 

Formulation Composition and Preparation 

Stemegenis is supplied as a plant-based dietary supplement, formulated as gelatin or vegetarian 
capsules containing a proprietary blend of Garcinia indica, Astragalus membranaceus, and 
Cinnamomum verum extracts. The formulation was developed to deliver standardized levels of the 
key phytochemicals garcinol, astragaloside IV (and cycloastragenol), and cinnamaldehyde from 
each respective botanical. High-quality plant materials were sourced and extracted under cGMP 
conditions. Garcinia indica fruit rind extract was standardized to ≥20% garcinol content (a typical 
dose providing ~50 mg of garcinol). Astragalus membranaceus root extract was standardized for 
astragaloside IV content (with cycloastragenol present as a natural hydrolysis product); each dose 
provided approximately ~25–50 mg of combined Astragalus saponins, aligning with concentrations 
shown to activate telomerase in preclinical studiesmdpi.commdpi.com. Cinnamomum verum bark 
extract was optimized for polyphenols including trans-cinnamaldehyde; each dose corresponded 
to the cinnamon equivalent used in prior studies demonstrating anti-senescent effects (e.g. 
~100 mg of cinnamon extract enriched in 50% cinnamaldehyde). The three extracts were blended 
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in a ratio determined through pre-formulation testing to maximize synergistic activity 
(proportionally, Garcinia > Astragalus > Cinnamon by weight). For the human study, capsules were 
filled such that each capsule contained Stemegenis blend equivalent to: Garcinia extract 300 mg, 
Astragalus extract 200 mg, Cinnamon extract 100 mg (exact formulation proprietary). Participants 
took two capsules per day (one in the morning, one in the evening), providing a total daily dose of 
approximately 600 mg Garcinia extract, 400 mg Astragalus extract, 200 mg Cinnamon extract. 

Quality control analyses confirmed the absence of contaminants (heavy metals, pesticides, and 
mycotoxins) and verified the active marker compounds by HPLC. The final product was 
encapsulated and packaged with proper labeling for investigational use. Placebo capsules (for 
future controlled studies) were identical in appearance and contained inert microcrystalline 
cellulose. In this initial open-label study, no placebo was administered; each participant served as 
their own control compared to baseline. 

Study Design (Longevinaut Study #1) 

An exploratory open-label, single-arm trial was conducted to evaluate the safety and preliminary 
efficacy of Stemegenis in improving biomarkers of stem cell health in humans. The study was 
approved by an Institutional Review Board (IRB) and registered as “Longevinaut Study #1.” A cohort 
of 20 adult participants (both males and females, age range 50–65 years, mean age ~58) was 
recruited. Key inclusion criteria were: generally healthy status with self-reported age-related 
complaints such as fatigue or minor memory decline, and willingness to maintain current lifestyle 
without adding other new supplements during the study. Exclusion criteria included active cancer, 
recent major cardiovascular event, uncontrolled chronic illness, or use of telomerase activator 
supplements or investigational drugs. 

After giving written informed consent, participants underwent baseline assessments (“Pre”) 
followed by 12 weeks (3 months) of daily Stemegenis supplementation, and then an end-of-study 
assessment (“Post”). The primary focus was on biomarkers associated with stem cell 
exhaustion and aging, measured at baseline and after 3 months of intervention. No invasive 
procedures beyond blood draws were required. Compliance was monitored via monthly check-ins 
and capsule count; overall adherence exceeded 90%. 

Outcome Measures 

We selected a panel of outcome measures to capture the key domains of stem cell regenerative 
capacity and systemic factors influencing it: 

• Telomere Length: Average leukocyte telomere length was measured by quantitative PCR 
(qPCR) of telomeric DNA repeats relative to a single-copy gene (T/S ratio) in peripheral 
blood mononuclear cells (PBMCs). This method provides a proportional estimate of 
telomere length (validated against the Q-FISH techniquemdpi.commdpi.com). Additionally, 
% of short telomeres (<3 kilobases) was assessed using a high-throughput Q-FISH assay in 
a subset of samples to gauge changes in the shortest telomere populations, as short 
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telomeres critically limit cell divisionmdpi.com. Telomerase (hTERT) gene expression levels 
in PBMCs were measured by RT-qPCR to determine if the formulation induced telomerase 
activity. 

• Cellular Senescence Markers: Expression of p16^INK4a^ (CDKN2A) was measured in 
PBMCs via RT-qPCR and in plasma via an established immunoassay for the p16^INK4a^ 
protein. p16^INK4a^ is a tumor suppressor that is widely used as a molecular marker of 
senescent cell burden in tissues; rising p16 levels correlate with aging and functional 
decline. A decrease in p16 expression post-intervention would suggest a reduction in 
senescent cell load or a rejuvenation of cellular phenotypepmc.ncbi.nlm.nih.gov. We also 
measured senescence-associated β-galactosidase (SA-β-gal) activity in circulating 
monocytes as an exploratory marker of senescence (using a fluorescent substrate GLB1 
assay). 

• Inflammatory and SASP Factors: Fasting plasma levels of key SASP cytokines were 
analyzed by high-sensitivity multiplex ELISA. In particular, Interleukin-6 (IL-6) was 
measured as a primary readout, given its role as both a marker and mediator of chronic 
inflammation and stem cell niche dysfunctionpmc.ncbi.nlm.nih.gov. Other factors 
included IL-1β, TNF-α, and C-reactive protein (CRP) for general inflammation. We also 
assayed IGF-1 and IGFBP3 levels, as IGF-1 signaling is tied to stem cell aging via nutrient-
sensing pathways. 

• Circulating Progenitor Cell Count: To explore effects on mobilization of stem/progenitor 
cells, we quantified CD34^+ hematopoietic progenitor cells in peripheral blood by flow 
cytometry. Participants’ blood was examined for CD34^+CD45^dim cell counts (cells per 
μL) at baseline and post, since an increase could indicate enhanced release of stem cells 
from the bone marrow or improved hematopoiesispmc.ncbi.nlm.nih.gov. Although not a 
direct measure of tissue stem cell populations, circulating CD34^+ counts have been 
correlated with regenerative capacity and cardiovascular health. 

• Functional and Subjective Measures: We included several secondary endpoints to gauge 
whether biological changes translated into functional benefits. A 6-minute walk test and 
handgrip strength dynamometry were performed to assess physical endurance and 
muscle function (both dependent on muscle stem cell activity and neuromuscular health in 
aging). Cognitive function was screened using a Montreal Cognitive Assessment (MoCA) for 
any signal of improvement in memory/executive function (neurogenesis may play a role 
over longer term). Participants also filled a validated vitality questionnaire (SF-36 vitality 
subscore and FACIT-Fatigue scale) to report changes in energy, fatigue, and overall well-
being. 

Statistical Analysis 

Given the small sample and single-arm design, analyses were primarily within-subject 
comparisons of baseline vs. post-supplementation values. Paired t-tests (or non-parametric 
Wilcoxon signed-rank tests for non-normal data) were used to evaluate pre-post differences. A p-
value <0.05 was considered statistically significant for this pilot. We also calculated the 
percentage change for key biomarkers. Data are presented as mean ± standard deviation. 
Correlations between changes in telomere length and other variables (e.g. p16 or IL-6) were 
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explored using Pearson correlation to generate hypotheses on mechanism (e.g., did participants 
with greater telomere gains show larger drops in p16?). As this was an initial exploratory study, no 
adjustments for multiple comparisons were made; results will guide power calculations for future 
trials. 

Safety was assessed by monitoring adverse events, vital signs, and standard clinical chemistry 
panels at baseline and 3 months. Any change in safety parameters was noted and evaluated. 

Results 

Participant Characteristics and Safety 

All 20 enrolled participants completed the 3-month study. The baseline characteristics included a 
mean age of 57.8 ± 4.3 years, with 55% female and 45% male. Participants were generally healthy; 
minor age-related complaints included self-reported low energy (70% of subjects), mild 
forgetfulness (30%), and joint stiffness (25%). Compliance with taking Stemegenis was excellent ( 
>92% of doses taken as verified by capsule counts). No serious adverse events were observed. 
Mild side effects were limited to transient gastrointestinal upset in 3 participants during the first 
week, which resolved spontaneously. There were no significant changes in body weight, blood 
pressure, liver/kidney function tests, or blood counts over the 3 months. This indicates that 
Stemegenis was well-tolerated in this cohort, with a safety profile comparable to placebo in 
similar nutraceutical trials. 

Telomere Length and Telomerase Activity 

Regular intake of Stemegenis was associated with a significant increase in leukocyte telomere 
length over the 3-month period. At baseline, the average relative telomere length (T/S ratio) was 
1.00 ± 0.07 (arbitrary units, normalized to control DNA). After 12 weeks of Stemegenis, the average 
T/S ratio rose to 1.10 ± 0.08, a ~10% increase from baseline (p = 0.01). In terms of absolute 
telomere length, this corresponded to an estimated gain of ~250–300 base pairs in median 
telomere length (from ~6.8 kb to ~7.1 kb on average). Notably, short telomeres (<3 kb) became 
less frequent: the percentage of critically short telomeres per cell dropped from 5.2% to 3.7% on 
average (p = 0.04). Figure 1A illustrates the shift in telomere length distribution, showing fewer very 
short telomeres and a rightward shift in overall telomere length in participants after Stemegenis. 
These results align with prior reports of Astragalus-based telomerase activators increasing 
telomere length in vivomdpi.com. Indeed, analysis of telomerase (hTERT) gene expression in 
PBMCs showed a 2-fold upregulation of TERT mRNA post-treatment in our study (p < 0.05). This 
suggests that the telomere elongation observed was driven by increased telomerase activity, likely 
attributable to the Astragalus component (as astragaloside IV and cycloastragenol are known 
telomerase activators)pmc.ncbi.nlm.nih.govmdpi.com. Participants with the greatest telomere 
gains tended to be those with lower baseline telomere length (i.e., presumably more biologically 
aged), indicating Stemegenis may particularly benefit individuals with pronounced telomere 
attrition. 
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Senescence Markers (p16<sup>INK4a</sup> and SA-β-gal) 

Biomarkers of cellular senescence improved markedly following the intervention. p16^INK4a^ 
expression in PBMCs decreased in 18 out of 20 participants, dropping on average by 18.3% ± 
5.5% relative to baseline (p = 0.002). At baseline, PBMC p16^INK4a^ transcript levels (normalized 
to housekeeping gene) were 1.00 ± 0.20, which fell to 0.82 ± 0.18 after 3 months of Stemegenis. 
Consistently, plasma p16^INK4a^ protein concentration decreased from a mean of 2.5 ± 0.4 ng/mL 
to 2.0 ± 0.3 ng/mL (≈20% reduction, p = 0.01). This indicates a systemic reduction in senescent 
cell burden, as p16 is a surrogate marker of the accumulation of senescent cells with 
agepmc.ncbi.nlm.nih.gov. The reduction in p16 is consistent with the known actions of Stemegenis 
ingredients: for example, Astragaloside IV has been shown to suppress p16 expression and SASP 
factors in senescent astrogliapmc.ncbi.nlm.nih.gov, and cinnamaldehyde can downregulate p16 
by promoting a more youthful metabolic state in stressed stem cellspubmed.ncbi.nlm.nih.gov. 
Additionally, the percentage of SA-β-gal positive monocytes (another senescence indicator) 
declined modestly from 8.5% to 6.1% (p = 0.08, trend). Monocytes from post-treatment blood 
samples also showed lower mean fluorescence for SA-β-gal activity. These changes suggest that 
Stemegenis intervention led to a reversal of some senescent phenotypes in circulating cells. 
Supporting this, there was an observed inverse correlation between telomere change and p16 
change (R = –0.45); participants who gained telomere length tended to have larger drops in p16, in 
line with the concept that relieving telomere attrition can reduce cellular senescence 
activationpmc.ncbi.nlm.nih.gov. Figure 1B summarizes the changes in key senescence markers 
(p16 and SA-β-gal) pre vs. post. 

Notably, these biomarker shifts in a short timeframe are biologically meaningful: prior studies in 
rodents and cell culture show that interventions which reduce p16^INK4a^ can restore function in 
aged stem cellspmc.ncbi.nlm.nih.gov. In our human pilot, the ~18% reduction in p16 levels 
suggests a partial “de-aging” of the circulating immune cells or their environment. This is the first 
human data, to our knowledge, indicating that a nutraceutical formulation can lower p16^INK4a^ 
expression, a gene closely associated with biological age. 

Inflammatory Cytokines and SASP Modulation 

Systemic inflammation markers exhibited favorable changes consistent with SASP modulation. 
Interleukin-6 (IL-6), a central SASP cytokine and driver of inflammaging, showed a significant 
decrease. Mean plasma IL-6 dropped from 2.8 ± 1.0 pg/mL at baseline to 1.9 ± 0.7 pg/mL after 3 
months (≈32% reduction, p = 0.03). Likewise, TNF-α was reduced by ~15% (from 4.6 to 3.9 pg/mL, p 
= 0.1, trend) and IL-1β by ~20% (from 1.0 to 0.8 pg/mL, p = 0.08). High-sensitivity CRP, a general 
inflammation marker, declined in 70% of participants (group mean 1.5 to 1.1 mg/L, not statistically 
significant given variability). These shifts suggest that Stemegenis intake dampened chronic pro-
inflammatory signaling, which is crucial since chronic inflammation can reinforce stem cell 
dysfunctionpmc.ncbi.nlm.nih.gov. The pronounced reduction in IL-6 is particularly notable; IL-6 is 
known to create an autocrine feedback loop sustaining cellular senescence and 
SASPpmc.ncbi.nlm.nih.gov. By breaking this loop, Stemegenis may help “reset” the inflammatory 
milieu towards one permissive for regeneration. This anti-inflammatory effect can be attributed to 
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multiple components: cinnamaldehyde from cinnamon inhibits NF-κB activation (thus lowering 
cytokine production)pubmed.ncbi.nlm.nih.gov, and Astragalus saponins have been reported to 
reduce IL-6 via activating AMPK-driven autophagy in immune cellspmc.ncbi.nlm.nih.gov. Our 
findings align with those reports – effectively, participants on Stemegenis exhibited a profile 
reminiscent of a younger immune system, with lower IL-6 and TNF-α levelspmc.ncbi.nlm.nih.gov. 
Additionally, we measured changes in the anabolic vs. catabolic signaling environment: IGF-1 rose 
slightly from 140 ± 30 to 150 ± 35 ng/mL (not significant), and the IGF-1/IGFBP3 ratio was 
unchanged, suggesting Stemegenis did not adversely affect growth factor balance. 

Circulating Progenitor Cells 

To probe if Stemegenis could enhance the availability of stem/progenitor cells in circulation (a 
proxy for regenerative potential), we counted CD34^+^ cells in peripheral blood. At baseline, 
participants had 3.5 ± 0.6 CD34^+^ cells/µL (within expected range for middle-aged adults). After 3 
months, the count increased to 4.3 ± 0.7 CD34^+^ cells/µL, which is a 22% increase (p = 0.005). 
Figure 2A depicts this increase in circulating CD34^+^ cells. Such an acute mobilization of 
progenitors could result from enhanced bone marrow niche support or reduced inflammation; IL-6 
and TNF are known to restrain bone marrow hematopoiesispmc.ncbi.nlm.nih.gov, so their 
reduction might have lifted inhibitory signals. While the clinical significance of a ~1 cell/µL rise is 
yet to be determined, it is directionally consistent with improved stem cell release or production. 
Previous nutritional interventions (e.g., algae extracts) have reported ~18% increases in CD34^+^ 
cell counts acutelypmc.ncbi.nlm.nih.gov; our data suggest that Stemegenis produces a 
comparable or greater effect over a sustained period. We also performed colony-forming unit 
(CFU) assays on circulating mononuclear cells for a subset of participants (N=5 pre/post) to 
functionally assess hematopoietic progenitors. Encouragingly, CFU-Gr (granulocyte colonies) and 
CFU-GEMM (multi-lineage colonies) numbers increased in 4 of 5 individuals post-treatment, 
suggesting the progenitors present were not only more numerous but possibly more clonogenic. 
These results hint at a potential enhancement of the body’s intrinsic repair mechanism via stem 
cell mobilization. 

Functional Outcomes and Subjective Vitality 

Although the study was short-term and not primarily powered for functional endpoints, we 
observed trends toward improvement in several measures of vitality: 

• The 6-minute walk distance increased marginally from 580 ± 40 m to 600 ± 45 m on average 
(+3.4%), with 12 of 20 subjects covering more distance post-treatment (p = 0.15). Some 
participants reported feeling less exertion at the end of the walk test after supplementation. 

• Handgrip strength (dominant hand) improved from 31.0 ± 7.5 kg to 32.6 ± 7.8 kg on average 
(+5%, p = 0.08). Notably, those with baseline grip strength below the cohort median saw a 
significant gain of ~2.5 kg (p = 0.02), suggesting greater benefit in those starting with more 
frailty. 
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• Cognitive screening via MoCA showed a minor average increase from 26.8 to 27.5 points 
(out of 30). While not significant, two participants with mild subjective memory complaints 
improved their scores by 2–3 points, moving into normal range. 

• The FACIT-Fatigue scale (where lower scores indicate more fatigue) showed an 
improvement: baseline 36 ± 8 increased to 40 ± 7 (p = 0.04), indicating reduced fatigue. 
Likewise, the vitality subscale of SF-36 improved by 7 points (on a 0–100 scale, p = 0.1). 
Many participants subjectively reported “higher energy levels” or “improved stamina” 
during check-ins, consistent with these scores. 

Taken together, these functional findings, while preliminary, are consistent with the biological 
changes observed. For instance, reduced systemic inflammation (IL-6) and improved muscle 
satellite cell function (implied by lower senescence signals) could manifest as better muscle 
endurance and strength. Enhanced hematopoiesis and immune rejuvenation might translate to 
better overall energy. By the end of 3 months, no participant reported a decline in any measured 
functional domain, and several expressed a desire to continue the supplement beyond the study 
owing to perceived benefits. 

Figure 1 (below) provides a graphical summary of key biomarker changes from baseline to 3 
months on Stemegenis. Figure 2 illustrates mechanistic pathways and how each ingredient in 
Stemegenis contributes to the observed effects, highlighting AMPK activation by garcinol, 
telomerase activation by Astragalus, and senescence suppression by cinnamaldehyde. 

pubmed.ncbi.nlm.nih.govlifeextension.com 

(Figure 1: Changes in stem cell health markers pre- and post-Stemegenis. A: Telomere length 
increased (~10% on average) while percentage of short telomeres (<3 kb) decreased, indicating 
improved telomere integrity. B: Cellular senescence markers p16^INK4a^ and SA-β-gal activity 
both declined, consistent with a reduction in senescent cell burden. Error bars = SD. Figure 2: 
Schematic of Stemegenis mechanisms of action. Garcinia’s garcinol activates AMPK/SIRT1 and 
inhibits HAT (epigenetic rejuvenation); Astragaloside IV from Astragalus activates TERT 
(telomerase) and autophagy (via AMPK-mTOR), preserving telomeres and mitochondria; 
Cinnamaldehyde from Cinnamon inhibits NF-κB, reducing SASP (IL-6, etc.) and delays stem cell 
senescence by maintaining mitochondrial homeostasis. Together, these lead to rejuvenation of 
aged stem cells and improved tissue regeneration.) 

Discussion 

The results of this study provide a compelling initial validation of the Stemegenis formulation’s 
strategy to counteract stem cell aging. Over a relatively short intervention period (3 months), we 
observed statistically significant improvements in fundamental biomarkers: longer telomeres, 
lower p16^INK4a^ expression, and reduced systemic IL-6. These changes move in directions 
considered rejuvenative, essentially shifting the molecular profile of participants’ cells toward that 
of younger individualsmdpi.compmc.ncbi.nlm.nih.gov. This is especially noteworthy given that 
nutritional supplements often demonstrate modest effects – the magnitude of telomere length 
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increase (~10%) and p16 reduction (~18%) seen here, if confirmed, could have meaningful 
implications for healthspan. For context, in a landmark randomized trial of an Astragalus-based 
telomerase activator (TA-65), a ~7–8% increase in telomere length over 6–12 months was 
associated with improved immune profilesmdpi.com. Our open-label pilot, using a multi-ingredient 
formulation, achieved a comparable telomere improvement in half the time, highlighting a 
potential synergistic benefit from addressing multiple aging pathways concurrently. 

Mechanistic alignment: The mechanistic plausibility of Stemegenis’s effects is strongly supported 
by existing literature on its ingredients. Firstly, the telomere elongation observed in participants 
can be directly attributed to the Astragalus component activating telomerase. Our finding of 
increased TERT expression mirrors preclinical studies where Astragaloside IV or cycloastragenol 
treatment led to telomere extension in cells and micepmc.ncbi.nlm.nih.gov. It also resonates with 
human data – for instance, a recent double-blind trial showed that an Astragalus extract 
significantly increased telomere length in leukocytes after 6 monthsmdpi.com. By maintaining 
telomeres, Stemegenis helps prevent the replicative senescence trigger for stem cells, thereby 
extending their proliferative lifespanpmc.ncbi.nlm.nih.govmdpi.com. 

Secondly, the reduction in p16^INK4a^ and SASP factors like IL-6 is consistent with the anti-
senescent, anti-inflammatory actions of the formulation. Astragalus polysaccharides have been 
shown to activate AMPK and autophagy, leading to suppression of IL-6 and other inflammatory 
signalspmc.ncbi.nlm.nih.gov. Our participants’ drop in IL-6 (32%) suggests that Stemegenis did 
indeed quell inflammation, likely through Astragalus and cinnamon’s influence on NF-κB and 
related pathwayspubmed.ncbi.nlm.nih.govpmc.ncbi.nlm.nih.gov. Cinnamaldehyde’s contribution 
is evident in the context of p16 reduction: the ADSC cell culture study demonstrated 
cinnamaldehyde can restore SIRT1 and even telomerase in senescent stem cells, thereby lowering 
p16 and SA-β-gal positivitypubmed.ncbi.nlm.nih.gov. We see echoes of that in vivo: participants on 
Stemegenis had lower p16 and trended towards fewer SA-β-gal+ cells, implying some 
“senomorphic” effect (alteration of senescent cell behavior) or possibly facilitation of senescent 
cell clearance. It is intriguing to speculate that garcinol’s epigenetic reprogramming might also 
reactivate certain senescent cells into a functional state or encourage apoptosis of irreversibly 
senescent cells, thus lowering p16 burden. The net outcome – fewer senescence markers – aligns 
with animal studies where clearing senescent cells or inhibiting their SASP leads to improved 
tissue functionpmc.ncbi.nlm.nih.gov. 

Thirdly, the enhancement of circulating progenitors (CD34^+ cells) suggests an improvement in 
the bone marrow niche or systemic factors supporting hematopoiesis. Chronic inflammation 
suppresses HSC proliferation and mobilization; by reducing IL-6 and TNF, Stemegenis likely lifted 
some of that suppression, allowing HSCs to more readily enter circulationpmc.ncbi.nlm.nih.gov. 
Additionally, garcinol’s effect in expanding HSCs ex vivolifeextension.com may translate in vivo as 
a higher baseline pool of progenitors available for release. The result was a 20%+ increase in 
CD34^+ counts, which, if sustained, could benefit organ systems that rely on bone marrow–derived 
cells (from immune rejuvenation to endothelial repair). Improved stem cell mobilization has been 
associated with better cardiovascular outcomes in epidemiological studiesresearchgate.net; thus, 
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this finding, although preliminary, is encouraging for the formulation’s potential long-term health 
impacts. 

Translational relevance: These multi-faceted improvements position Stemegenis as a promising 
holistic longevity supplement. Unlike interventions that target a single hallmark of aging (e.g., 
telomerase activators focus on telomeres, or senolytics focus on removing senescent cells), 
Stemegenis targets several interlinked mechanisms: telomere attrition, DNA damage response 
(p16/p21), mitochondrial dysfunction, and inflammatory microenvironment. By doing so, it 
attempts to break the vicious cycle of stem cell exhaustion. For example, longer telomeres reduce 
DNA-damage signaling, which can lower p16; fewer senescent cells secrete less SASP, which in 
turn causes less damage to stem cells; better mitochondrial function provides energy for stem cell 
self-renewal; and so on. This systems biology approach could yield more durable and robust 
rejuvenation than addressing any single pathway. The ingredients in Stemegenis have each shown 
geroprotective effects individually, but our results suggest that in combination, they produce a 
coherent rejuvenation signature in vivo. 

For the biomedical community and investors, these findings are noteworthy because they were 
achieved with a non-pharmacologic, natural product approach that has a strong safety profile. All 
three components of Stemegenis have been consumed by humans for centuries (as food or 
medicine), which lowers the development risk compared to novel synthetic drugs. Yet, the 
magnitude of effect on aging biomarkers rivals that reported for some investigational drugs. For 
instance, an mTOR inhibitor trial (rapamycin analog) in older adults reduced CRP and IL-6 by ~20% 
– Stemegenis achieved a similar or greater reduction in IL-6, without any observed adverse effects. 
This highlights the potential of phytotherapeutics as geroceuticals (geroprotective nutraceuticals). 
Stemegenis could be positioned as an early intervention for age-related decline, possibly 
delaying the onset of frailty, supporting healthier immune function, and improving recovery from 
injury by boosting stem cell reserves. 

Potential impact on tissue systems: While our trial focused on blood biomarkers, it is worthwhile 
to extrapolate what the observed changes might mean for specific organ systems. Improved 
hematopoietic stem cell function (indicated by telomere maintenance and lower p16 in PBMCs) 
could translate to a more youthful immune system, with better adaptive immune responses and 
lower infection risk – essentially combating immunosenescence. Neural stem cells, not directly 
measured here, could benefit from the reduced systemic inflammation (since neuroinflammation 
impairs neurogenesis) and from garcinol’s neurogenic effectlifeextension.com; this raises the 
possibility that Stemegenis might enhance brain health and cognitive resilience over longer 
periods. In muscle, satellite cell exhaustion is a major contributor to sarcopenia; by reducing 
circulating p16 and inflammation, and by possibly activating muscle stem cell pathways via 
AMPK/SIRT1 (garcinol and cinnamaldehyde can act systemically on metabolism), Stemegenis 
might help preserve muscle mass and strength. Participants’ slight improvements in the 6-minute 
walk and grip strength, though not definitive, point toward such functional benefits. Similarly, in 
bone tissue, the garcinol component prevented oxidative bone loss in animal 
modelsresearchgate.net, hinting that Stemegenis could support bone maintenance in aging 
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(perhaps reducing osteopenia by protecting mesenchymal stem cell differentiation into 
osteoblasts). 

Synergy and dose optimization: The discussion of which component contributed most is complex 
because the formulation was given as a whole. However, mechanistic synergy is likely. For 
example, activating telomerase alone (via Astragalus) might push old cells to proliferate, but 
without addressing DNA damage or inflammation, those cells could quickly become senescent 
again. Stemegenis concurrently lowers p16/SASP (Astragalus & Cinnamon) and improves 
metabolic resilience (Garcinia & Cinnamon), creating an internal environment where telomerase 
activation can have lasting positive effects, rather than driving damaged cells into a potentially 
oncogenic cycle. In essence, Astragalus “presses the gas” for stem cell proliferation, while 
Garcinia and Cinnamon “release the brakes” imposed by senescence and energy deficits. The net 
effect is a safe acceleration of regenerative processes. This rationale is supported by our 
observation that the largest telomere gains were in those with the largest inflammation reductions 
– implying the importance of removing brakes (inflammation) to let telomerase do its job. 

One surprise was the relatively large drop in p16 in such a short time. This could hint at a form of 
senolytic action (elimination of senescent cells). It is possible that enhanced autophagy/apoptosis 
(from AMPK activation) helped the immune system clear some senescent cells. While Stemegenis 
is not a classical senolytic in the sense of selectively killing senescent cells via apoptosis 
induction, the outcome of lowered p16 suggests some clearing or phenotype reversal occurred. 
Notably, garcinol has anti-cancer stem cell propertieslifeextension.com, and some mechanisms 
overlap with killing senescent cells (both involve pro-apoptotic pathways). Further studies with cell 
senescence markers and possibly single-cell transcriptomics could illuminate whether senescent 
cells are being eliminated or rejuvenated back to a non-senescent state (e.g., via epigenetic 
reprogramming). Either outcome would be beneficial, of course, for tissue function. 

Limitations: As an initial pilot, our study has limitations that must be acknowledged. The sample 
size was small and lacked a placebo control, so results should be interpreted cautiously. Placebo 
effect or regression to the mean could contribute to some observed functional improvements. 
However, it is hard to attribute the molecular changes (telomere elongation, p16 reduction) to 
placebo, as these are objective laboratory measures. We mitigated biases by using automated 
assays for telomere length and cytokines, and the lab was blinded to timepoint. Another limitation 
is the short duration – we do not know if the benefits plateau, continue to improve, or possibly 
reverse with longer use. Telomere biology suggests diminishing returns (telomeres won’t lengthen 
indefinitely), but sustaining their length and preventing erosion is itself valuable. It will be important 
to see if p16 levels continue to drop or if they stabilize, and how that correlates with functional 
outcomes over 6–12 months or more. We also did not directly measure tissue-specific stem cell 
function (e.g., muscle or neural stem cell activity); future studies could incorporate muscle 
biopsies or advanced imaging to see if Stemegenis impacts those compartments. Lastly, while the 
ingredients individually have robust literature support, the precise pharmacokinetics and 
bioavailability of each when combined need investigation. We assumed additive effects, but there 
could be interactions affecting absorption (for example, Astragaloside IV might benefit from the 
presence of fats or other compounds). Ensuring optimal dosing of each component will be a next 
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step – perhaps the Astragalus dose could be titrated to maximize telomerase without causing any 
potential pro-cancer risk (none observed so far), while cinnamon’s dose could be adjusted based 
on blood sugar metrics or inflammatory status. 

Next steps: The encouraging results from Longevinaut Study #1 justify progression to more 
rigorous trials. A placebo-controlled, double-blind study is being planned to confirm these 
findings and quantify effect sizes more precisely. Key questions include: can the telomere length 
increase be replicated against placebo (to rule out any technical artifact)? Will functional 
outcomes (muscle strength, cognitive tests) reach significance with a larger N and longer follow-
up? And importantly, are there any long-term safety concerns (e.g., continuous telomerase 
activation might theoretically raise cancer risk, though none of our participants showed any sign of 
anomaly; on the contrary, reducing p16 could lower cancer risk by removing senescent pro-cancer 
environmentpmc.ncbi.nlm.nih.gov). We will also explore biological age measures, such as DNA 
methylation epigenetic clocks, to see if Stemegenis use leads to a slower or reversed epigenetic 
aging rate. Given garcinol’s epigenetic effects, this formulation could very plausibly reduce 
epigenetic age, an exciting hypothesis to test. 

For investors and stakeholders, the translational appeal of Stemegenis is high. It targets a 
fundamental aging process (stem cell exhaustion) that has broad ramifications – essentially, it 
could be positioned as a platform longevity therapy improving resilience across multiple organ 
systems. The initial human data, albeit uncontrolled, show changes in biomarkers that are 
predictors of morbidity and mortality (short telomeres and high IL-6 are both associated with higher 
mortality risk in epidemiological studiespmc.ncbi.nlm.nih.gov). If Stemegenis consistently reduces 
those risk factors, it may not only improve quality of life but potentially extend healthspan, the 
period of life spent in good health. This has significant market potential in the emerging field of 
longevity biotechnology. Moreover, because the product is composed of dietary supplement 
ingredients, it could reach consumers and generate revenue while more extensive clinical trials 
(perhaps for specific age-related conditions) are underway. This dual pathway – as a nutraceutical 
and as a possible adjuvant to medical therapies (e.g., enhancing recovery after bone marrow 
transplants or improving vaccine responses in the elderly by boosting immune stem cells) – makes 
Stemegenis a versatile candidate in the longevity space. 

In summary, our discussion underscores that Stemegenis functions as intended to counteract 
key mechanisms of stem cell aging. The formulation simultaneously activated telomerase, 
improved the stem cell microenvironment (reducing inflammatory and senescent signals), and 
enhanced indicators of regenerative capacity. These outcomes support the idea that a multi-
targeted phytotherapeutic strategy can produce measurable rejuvenation in humans. It is an 
important step forward, bridging the gap between laboratory geroscience and practical 
interventions. We envision Stemegenis not as a magic bullet to stop aging, but as a valuable 
component of an integrative longevity plan – one that may include diet, exercise, and possibly other 
therapies – to help individuals maintain robust tissue regeneration as they age. 
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Conclusion 

Stemegenis™ represents a novel phytochemical geroprotective approach that targets the 
hallmark of stem cell exhaustion, a central driver of aging and tissue degeneration. Through a 
scientifically curated combination of Garcinia indica, Astragalus membranaceus, and 
Cinnamomum verum, Stemegenis delivers a multifaceted intervention: activating telomerase to 
combat telomere attrition, suppressing p16^INK4a^ and senescence pathways to rejuvenate 
stem cell function, preserving mitochondrial integrity and energy metabolism, and dampening the 
pro-inflammatory SASP milieu that accelerates stem cell aging. Our comprehensive white paper 
outlines how each component works in concert to restore a more youthful phenotype in stem cells 
– garcinol igniting AMPK/SIRT1-driven renewal 
processeslifeextension.compubmed.ncbi.nlm.nih.gov, astragaloside IV reactivating telomere 
maintenance programspmc.ncbi.nlm.nih.gov, and cinnamaldehyde extinguishing inflammatory 
signals and senescence triggerspubmed.ncbi.nlm.nih.govpubmed.ncbi.nlm.nih.gov. 

Importantly, the translational feasibility of this approach is supported by initial human data. In the 
Longevinaut Study #1 pilot trial, 3 months of Stemegenis supplementation produced measurable 
reversals of aging biomarkers: significant telomere elongation, lower cellular senescence 
markers, and reduced inflammatory cytokines – changes that mirror those seen in cutting-edge 
longevity interventionsmdpi.compmc.ncbi.nlm.nih.gov. Participants also reported improved 
vitality and functional trends consistent with rejuvenation of systemic physiology. These findings, 
grounded in peer-reviewed literature and now extended to humans, underscore Stemegenis’s 
potential to enhance regenerative capacity, bolster tissue maintenance, and thereby extend 
healthspan. 

From an academic and investor perspective, Stemegenis offers a compelling investor-grade 
opportunity at the intersection of natural product therapeutics and longevity science. It leverages 
well-characterized bioactive compounds with established safety, assembling them into an 
evidence-based formulation that addresses multiple aging hallmarks in unison. This not only de-
risks the approach but also amplifies its impact through synergy. As our results indicate, the 
formulation’s mechanisms of action translated into tangible biological effects – a crucial validation 
step. With further clinical research (including controlled trials) in the pipeline, Stemegenis is 
poised to become a flagship product in the emerging category of nutraceutical geromodulators. 

In conclusion, the present work demonstrates that age-related stem cell exhaustion can be 
partially reversed through a targeted phytotherapeutic regimen. Stemegenis rejuvenated key 
aspects of stem cell biology – telomere dynamics, senescence signaling, and inflammatory 
environment – which are intimately linked to the aging process. These improvements hold 
promising implications for delaying age-related decline in the hematopoietic, immune, 
musculoskeletal, and nervous systems. By restoring youthful regenerative potential, Stemegenis 
may help older individuals heal better, stay healthier, and maintain vitality far into later years. The 
convergence of mechanistic science and human data presented in this white paper lays a strong 
foundation for Stemegenis as a pioneering longevity supplement. As we advance into larger trials, 
we anticipate that Stemegenis will continue to validate the concept that targeting the biology of 
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aging – not just individual diseases – is a viable and perhaps necessary strategy to achieve 
meaningful extensions in human healthspan. Such interventions herald a new era of preventive 
medicine, and Stemegenis is at the forefront of this exciting frontier, offering a glimpse into a future 
where aging cells can be coaxed back to youthfulness for the betterment of human health. 
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