KLOW Blend (GHK-CU / BPC-157 / TB-500(TB4) / KPV) Available for Research Use Only
(1.6 mg for cosmetic effects, 3.2 mg for tissue repair, SC daily, cycled)

KLOW is a peptide blend that combines GHK-Cu, BPC-157, TB-500 (TB4), and KPV, typically
in a5:1:1:1 ratio. It is intended to support skin quality, soft tissue healing, mucosal integrity,
and a low-noise systemic anti-inflammatory tone. The rationale is to combine GHK-Cu
gene-level regenerative signaling and copper delivery, with TB-500 (TB4) actin and migration
support, BPC-157 endothelial and gut-vascular stabilization, and KPV’s likely intestinal anti-
inflammatory effects and plausible epithelial-barrier support.[32-34,36,38] Together these
signals aim to improve extracellular matrix quality, microvascular perfusion, tissue
remodeling, and mucosal integrity. [1,8,9,13,25,26] TB-500 (TB4)’s effects on cell migration
and angiogenesis warrant caution in people with active cancer, a history of cancer, or
elevated cancer risk.

~ Probably Safe

C Angiogenic — caution for subjects at elevated risk for cancers, Do NOT use with active cancer
Probably effective (strong animal signals and/or some positive human signals)

Disclaimer: These notes are not authoritative and should not be interpreted as definitive
scientific guidance. They are summaries, compilations and plausible extrapolations drawn from
the most relevant research | was able to locate, and may omit nuances, conflicting data, or
emerging evidence. The material reflects an attempt to organize and understand
complex topics, not to provide clinical recommendations or expert
interpretation.

This document was updated 12-Oct-26. The most recent version of this

documentis available at https://pdfs.researcher6076.com/pdfs/klow-blend.pdf

Short term human safety of the blend is informed by the safety of the individual peptides. TB-500
(TB4) has short-term human tolerability data from intravenous studies, with additional
observations from local eye and wound treatments. GHK-Cu short-term safety is likely based on
animal evidence. BPC-157 has positive, albeit limited human safety signals, along with very
widespread community use with few serious adverse events reported. Long-term safety of these
injected components remains uncertain. [18-21] KPV’s safety assessment rests on preclinical
observations and community reports. Long-term safety of the injected KLOW blend remains
probable. [18-21,32-34,36,38]

Animal studies support likely healing benefits from individual KLOW components. GHK-Cu
research supports skin repair and extracellular-matrix remodeling, with some topical human
findings for cosmetic improvement. Animal studies support likely hair-growth benefits from TB-
500 (TB4) through hair-follicle stem-cell activity. Animal studies also support likely healing
benefits from TB-500 (TB4) and BPC-157. Synergies in the combination are plausible. [1-
3,8,13,14,22] KPV has reproducible preclinical anti-inflammatory and barrier data and growing
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experiential use. The combined blend is mechanistically coherent but lacks controlled
human subcutaneous trials.

The names TB4, TB4 and TB-500 are used inconsistently in gray market and research-use-only
community. Vendor labels may use “TB-5007” for either the fragment or full-length TB4. Labels
such as “TB-500 (TB4)” or “TB-500 (frag)” can help indicate the intended identity, but the name
alone does not establish what a sample contains.

Janoshik’s reporting terminology helps clarify these distinctions. “TB-500 (TB-4)” identifies full-
length, 43-amino-acid T34, while “TB-500 889 (Da)” identifies the acetylated fragment
corresponding to residues 17-23, Ac-LKKTETQ. A Janoshik report labeled only “TB-500" identifies
some fragment, with its specific identity given in the comments. [29]

This research survey applies to KLOW containing full-length, 43-amino-acid thymosin 34.
Throughout this document, “TB-500 (TB4)” refers to that full-length peptide. [29]

Dosage & Patterns

In the 50/10/10/10 blend KLOW dosing ratio of GHK-Cu, TB-500 (TB4), BPC-157, and KPV are
fixed to that ratio. Dose guidance relies on mechanistic extrapolation from animal studies,
common practices at med spas, and reports by forum users of peptides. The following pattern
emerges

e 1.6 mg/ daily KLOW, for skin & hair
o ~1mgGHK-Cu/daily
o ~200mcgBPC-157 / daily
o ~200 mcgTB-500 (TB4) / daily
o ~200 mcgKPV /daily

e 3.2mg/ daily KLOW, for tissue repair
o ~2mgGHK-Cu/daily
o ~400 mcg BPC-157 / daily
o ~400 mcg TB-500 (TB4) / daily
o ~400 mcg KPV / daily

With the lower dose for skin and hair repair and regeneration, and the higher dose for more
aggressive injury and tissue repair.

Benefits

The benefits below draw on research involving the individual peptides and reports from KLOW
users. TB-500 (TB4) has human tolerability and local-treatment data alongside animal repair
studies. GHK-Cu has topical human and preclinical findings, while BPC-157 and KPV’s evidence
is predominantly preclinical. Synergies in the combination are plausible. Community reports
describe user experiences and are identified separately from scientific findings. [1,13,18-21]

This document provides educational summaries of limited and evolving peptide data. Updated:
2 Nothing here is medical advice for diagnosis or treatment. © 2026 Researcher6076 12-Oct-26



KLOW Blend (GHK-CU / BPC-157 / TB-500(TB4) / KPV) Available for Research Use Only
(1.6 mg for cosmetic effects, 3.2 mg for tissue repair, SC daily, cycled)

Smoother, healthier-looking skin, with improvements in hydration, elasticity, and overall
tone.

Likely support for wound repair, based on animal studies.

Faster recovery from soft tissue strains is plausible through effects on cell migration,
vascular repair, and tissue remodeling. [8,11,17]

Reduced joint stiffness and background inflammation, often noticed in knees, shoulders,
and hips as connective-tissue signaling normalizes.

Plausible support for recovery from minor soft-tissue injuries and overuse irritation
through effects on vascular repair and extracellular matrix remodeling. Synergies in the
combination are plausible. Relief of delayed-onset muscle soreness remains a community-
reported benefit. [3,8,11,31]

Calmer old injury sites, with many users describing less reactivity or “flare-ups” in
previously problematic areas.

Likely support for tendon healing, based on animal studies. Improved tendon and ligament
resilience during training remains plausible rather than demon-strated. [5,8,13]

Likely support for vascular repair based on animal injury studies. Improved microvascular
function, nutrient delivery, and tissue oxygenation under mechanical load are plausible
benefits. [9,11]

More even skin texture, including subtle reductions in fine lines and improved firmness.
Generalized tissue “comfort”, a broad effect people describe as less tightness, fewer
aches, and smoother movement patterns.

Likely reduction in intestinal inflammation and neutrophil recruitment, with plausible
support for broader anti-inflammatory effects. [32-34,37]

Plausible support for intestinal epithelial and mucosal-barrier integrity through reduced
inflammatory signaling. [32,36,38]

Applications

Chronic soft-tissue irritation

Older injuries that flare under load

High training volume

Age-related changes in skin quality
Demanding physical jobs or lifestyles
Recovering from minor strains or overuse
Low-grade systemic inflammation
Running GH-axis peptides

Cautions

Copper metabolism disorders
Liver disease
Active cancer, elevated cancer risk
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Side Effects

e Nausea, headache, and fatigue have been reported by users. Their frequency and causal
relationship to KLOW are uncertain.

Drivers of Diminished Response and Mitigation Strategies

None of TB-500 (TB4), BPC-157, GHK-Cu, or KPV are receptor agonists. Downstream adaptation
within repair pathways is plausible but without evidence. [8,17]

KLOW: Plausible Longevity Benefits

The plausibly pro-longevity rationale for the KLOW blend arises from the convergence of four
distinct but complementary biological programs: GHK-Cu’s gene-level regenerative and
anti-inflammatory signaling, TB-500 (TB4)’s cytoskeletal and angiogenic repair pathways,
BPC-157’s gastrointestinal, endothelial, and microvascular stabilization effects, and KPV’s anti-
inflammatory effects. Each peptide targets a different conserved pathway in age-related
decline, and together they form a mechanistically coherent strategy for supporting tissue
integrity, repair capacity, and inflammatory balance, domains that strongly influence healthspan.

GHK-Cu contributes a broad genereprogramming signal that shifts cellular behavior away
from proinflammatory and prooxidative states toward regeneration, extracellularmatrix
rebuilding, and antioxidant defense. Age-related declines in GHK-Cu correlate with reduced
collagen synthesis, impaired wound healing, and increased inflammatory tone; restoring this
signal may help maintain ECM quality, reduce chronic inflammatory burden, and preserve
microcirculatory function. These actions address structural aging at the level of collagen,
elastin, glycosaminoglycans, and metalloprotein regulation, supporting the
connectivetissue architecture that underpins organ resilience.

TB-500 (TB4) contributes actin regulation, cell migration, and vascular repair to KLOW’s
proposed healthspan rationale. Animal studies support likely benefits for wound healing and
selected forms of tissue repair. Its effects on fibrosis vary by tissue and experimental context, so
a general antifibrotic benefit should not be assumed. These repair activities plausibly support
tissue resilience during aging. Synergies with GHK-Cu’s extra-cellular-matrix- effects are
plausible. [8,9,11,17,23,24]

BPC-157 complements both signals by stabilizing the gastrointestinal barrier, protecting
microvasculature, and modulating nitricoxide pathways that influence endothelial tone and
perfusion. Because aging is strongly shaped by chronic lowgrade inflammation originating from
gut permeability, vascular instability, and impaired angiogenic balance, BPC-157’s protective
effects on the gut—vascular axis may reduce systemic inflammatory load and improve nutrient
delivery, oxygenation, and waste clearance. Its antiulcer, endothelial-protective, and tendon-
repair properties add a third dimension to the blend’s regenerative profile, supporting both local
and systemic resilience.
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KPV contributes to KLOW’s proposed healthspan rationale through likely reductions in
intestinal inflammation and neutrophil recruitment, with plausible support for mucosal-
barrier integrity and broader inflammatory regulation. These effects plausibly complement
the repair pathways of GHK-Cu, TB-500 (TB4), and BPC-157, supporting tissue resilience during
aging. Synergies in the combination and benefits for healthspan remain plausible. [32-34,36-38]

Synergies in combining these four peptides are plausible, providing a rationale for supporting
tissue resilience and healthspan. [1-3,8,13,31-34,36-38]

KLOW and Cancer Risk

The cancer concern with KLOW involves possible support of an existing malignancy through
effects on angiogenesis and cell migration. TB4 tumor-promotion findings in animal models
make this concern more than purely theoretical, although tumor-cell expression studies are
not equivalent to administering TB-500 (TB4). These findings do not establish that KLOW causes
new cancers, and its cancer risk in humans remains unresolved. [25,26]

GHK-Cu has experimental findings relevant to protective cellular responses and cancer-
related gene expression. In a mouse sarcoma model, GHK-Cu combined with ascorbic acid
reduced tumor growth. Although mildly proangiogenic, it has not been linked to tumor promotion
in vivo. But these findings do not establish general cancer protection or show that GHK-Cu
offsets potential tumor-related concerns from TB-500 (TB4). [1,30]

BPC-157 has experimental findings suggesting protective effects in selected settings.
Experimental work discussed by Kang and colleagues suggests that BPC-157 may counter
cancer-associated muscle wasting and related inflammatory changes, but these benefits do not
establish suppression of tumor growth or metastasis. [15]

KPV likely reduces inflammation-associated intestinal tumor development, based on a
mouse model of colitis-associated cancer in which its protective effect depended on PepT1-
mediated uptake. Broader cancer-protective effects remain plausible. [35]

TB-500 (TB4) has direct experimental evidence relevant to cancer risk. Increased TB4
expression promoted tumor vascularization and metastasis in a mouse melanoma model.
TB-500 (TB4) is overexpressed in several cancers and associated with metastasis and poor
prognosis. [16,25] TB-500 (TB4) regulates actin dynamics and supports cell migration and
angiogenesis during repair. These processes can also contribute to tumor progression. [17,25]
Other studies found tumor-suppressive effects in multiple myeloma. These findings support
caution around an existing malignancy and caution around an elevated cancer risk. [25,26]

Conservative Alternatives Around Cancer Risks

For someone without elevated cancer risk, but with a desire to be cautious, three alternative
patterns are available
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e Using GHK-Cu and KPV offers a simpler approach to skin repair and extracellular-matrix
support while avoiding exposure to TB-500 (TB4) and BPC-157.

e Combine GHK-Cu, KPV, and BPC-157. This provides additional soft tissue support while
avoiding exposure to TB-500 (TB4).

e Alternating vials of KLOW and GHK-Cu (possibly with KPV and/or BPC-157) is a speculative
approach to reducing continuous exposure to TB-500 (TB4).

Zinc Supplementation with GHK-Cu

Practitioners sometimes consider zinc supplementation alongside GHK-Cu because zinc
helps maintain balanced metal homeostasis in the body. GHK-Cu delivers copper to enzymes
involved in repair, and zinc plays a complementary role by supporting antioxidant defenses,
stabilizing cellular signaling, improved immune response, and helping regulate metalloproteins
that manage copper-zinc balance. When overall zinc status is low, the body may have more
difficulty buffering shifts in copper availability, so maintaining adequate zinc intake can help
keep these metal-dependent pathways stable while GHK-Cu is being used. The zinc
requirement is not large, probably 20 mg daily is sufficient to support the continuous maximum
dose of GHK-Cu.

Biological Mechanism

GHK-Cu is a naturally occurring copper-binding tripeptide that functions as a repair and
remodeling signal across multiple tissues. Biologically, it binds copper(ll) and delivers it to
enzymes involved in collagen cross-linking, antioxidant defense (such as superoxide dismutase),
and mitochondrial energy production, while simultaneously activating gene programs linked to
extracellular-matrix rebuilding, angiogenesis, and wound healing. Physiologically, GHK-Cu
reduces inflammatory signaling through suppression of NF-kB, TNF-a, and IL-6, increases the
expression of structural proteins like collagen, elastin, and glycosaminoglycans, and promotes
fibroblast and keratinocyte migration during tissue repair. It also improves microcirculation by
supporting capillary growth and endothelial function and has been shown to modulate over
4,000 human genes toward a regenerative, anti-inflammatory profile. This combination of copper
transport, gene-level repair signaling, and inflammation control is why GHK-Cu appears across
research on skin quality, connective-tissue healing, and general tissue regeneration.

BPC-157 is a cytoprotective, angiogenic, and anti-inflammatory peptide that operates through
several converging biological pathways. It stabilizes the gut-vascular axis by up-regulating VEGF,
FGF-2, and other growth-repair signals while simultaneously suppressing TNF-q, IL-6, and
NF-kB-driven inflammation. At the cellular level, BPC-157 enhances fibroblast migration,
collagen organization, and endothelial repair, which supports tendon, ligament, and soft-tissue
healing. It also interacts with the nitric-oxide system to normalize microvascular tone and
protect against oxidative stress. In animal and early mechanistic studies, BPC-157 preserves
tight-junction integrity in the gut, accelerates angiogenesis in injured tissue, modulates
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dopamine and serotonin pathways, and promotes rapid healing across muscle, nerve, and
gastrointestinal models. Together, these effects position BPC-157 as a broad-spectrum repair
peptide that coordinates inflammation control, vascular restoration, and extracellular-matrix
rebuilding.

TB-500 (TB4) is a naturally occurring 43-amino-acid peptide that binds and sequesters globular
actin, helping regulate actin availability for cell movement and tissue repair. Animal studies
support likely benefits for wound healing, cardiac protection, and selected inflammatory
responses. Cell studies also show effects on epithelial migration and inflammatory signaling.

KPV is the C-terminal tripeptide (Lys-Pro-Val) of a-melanocyte-stimulating hormone. Its anti-
inflammatory effects plausibly involve PepT1-mediated uptake into intestinal epithelial and
immune cells, followed by inhibition of NF-kB and MAPK signaling and reduced inflammatory
cytokine production. These effects are largely independent of melanocortin-receptor activation.
Studies in human bronchial epithelial cells also support a plausible mechanism involving
inhibition of NF-kB nuclear entry. [32-34,37] KPV plausibly supports a shift toward an M2 repair-
associated macrophage phenotype; this effect was demonstrated in mice receiving the
engineered oral proKPV formulation. [38] KPV likely reduces neutrophil recruitment. [33,34] It
plausibly supports intestinal epithelial and mucosal barrier integrity through reduced
inflammatory signaling. In mice with colitis, the engineered oral KPV formulation restored
occludin and ZO-1 expression and reduced intestinal permeability. These findings support a
plausible barrier-repair rationale for KPV in KLOW. [32,36,38] KPV likely reduces intestinal
inflammation, with plausible support for mucosal-barrier integrity and broader anti-
inflammatory applications in skin and other tissues. [32-34,37]
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