% Can Peptides Cause Tumor Growth?

A Deep-Dive Research Summary — Mechanisms, Evidence, and What's Actually Known

This is one of the most important safety questions in peptide research, and the honest answer is genuinely mixed: yes,
for real mechanistic reasons, with some supporting evidence — but not a settled or conclusive picture. This document
goes through the actual research, compound by compound, rather than giving a simple yes/no.

The Core Mechanism: What a Tumor Actually Needs

Tumors don't grow just because abnormal cells exist — the body produces abnormal cells constantly and normally
clears them. A tumor needs four things to become a real problem, and this is the framework that explains why certain
peptides carry theoretical risk:

e Blood supply — new blood vessel growth (angiogenesis) to feed the tumor as it grows past a few millimeters
e Growth signals — something telling cells to keep dividing (mitogenic signaling)

* The ability to spread — cell migration and invasion into surrounding or distant tissue

» Resistance to normal cell death — evading the body's built-in process for eliminating damaged cells

Several peptides in wide research use directly supply one or more of these four things — which is exactly why they're
useful for healing and recovery, and exactly why the same mechanism raises a legitimate question if an undetected
tumor is already present. As one clinical summary put it: peptides don't start the fire, but several of them can be fuel if a
fire is already burning.



Part 1. The GH/IGF-1 Axis (HGH, IGF-1 LR3, CJC-1295, Ipamorelin, Sermorelin,
Tesamorelin, the GHRPS)

This is the category with the strongest, most direct human epidemiological evidence behind the concern — not
theoretical, but measured in real population studies.

The Mechanism

IGF-1 (insulin-like growth factor-1) is directly mitogenic — its literal job is to tell cells to grow and divide, and to inhibit
apoptosis (programmed cell death), the body's normal process for clearing damaged cells. Anything that raises GH
raises IGF-1, since IGF-1 is produced downstream of GH in the liver. Every peptide in this category exists specifically to
raise GH.

The Human Evidence — This Is Real, Published Data

* A UK Biobank study of almost 400,000 people — the largest and most comprehensive investigation of IGF-1 and
cancer risk to date — found higher IGF-1 was associated with increased risk of thyroid, breast, prostate, and
colorectal cancer, tracked over an average 7-year follow-up in people with no cancer diagnosis at the time IGF-1 was
measured

e A separate population study (EPIC-Heidelberg) found statistically significant associations between higher IGF-1
and both breast cancer (odds ratio 1.25) and prostate cancer (odds ratio 1.31)

» An older but frequently-cited case-control study found an even stronger association in men under 70 specifically
(odds ratio 2.93) between IGF-1 levels and prostate cancer risk

» A Mendelian randomization study — a method that uses genetics to test for actual causation, not just correlation —
found genetically predicted higher IGF-1 was causally associated with colorectal cancer risk specifically

» A meta-analysis of 16 studies confirmed the prostate cancer association (odds ratio 1.10) and rated the evidence
quality as moderate

Important nuance: the relationship isn't simply "more IGF-1 = more risk" in a straight line. One large study
found a U-shaped pattern — both unusually low AND unusually high IGF-1 were associated with increased
mortality risk, meaning IGF-1 sits in a "there's a healthy range" category rather than a "less is always better"
one. It's also worth knowing IGF-1 is normally produced by the liver, so an existing undiagnosed liver condition
could itself lower IGF-1 and confound some of this research — the field acknowledges this as a real limitation,
not a reason to dismiss the findings.

What This Means for GH-Axis Peptides Specifically

This epidemiological evidence is about naturally circulating IGF-1 levels in general population studies — it wasn't
collected on people using research peptides. But the entire point of GH secretagogues (CJC-1295, Ipamorelin,
Sermorelin, Tesamorelin, GHRP-2, GHRP-6, Hexarelin) and IGF-1 LR3 itself is to raise IGF-1 above what it would
otherwise be. There's no reason to expect pharmacologically-elevated IGF-1 would behave differently from
naturally-elevated IGF-1 in terms of cancer risk — the molecule doesn't know where it came from. This is precisely why
several of these compounds carry explicit cautions against use in anyone with active cancer, a personal cancer history,
or elevated cancer risk.



Part 2: BPC-157 & TB-500 — The Angiogenesis Debate

This is the most actively argued topic in the entire peptide research community, and unlike the GH/IGF-1 axis, the
evidence here is genuinely mixed rather than pointing one direction.

The Mechanism

BPC-157's core healing mechanism is angiogenesis — it upregulates VEGF (vascular endothelial growth factor) and
VEGFR2 expression, and activates the VEGFR2-Akt-eNOS signaling cascade to grow new blood vessels at an injury
site. TB-500 works through a related but distinct mechanism — actin regulation and cell migration — that also touches
angiogenesis and tissue remodeling. VEGF/VEGFR2 signaling is active in roughly half of all human cancers, since
tumors hijack this exact pathway to build their own blood supply.

The Case for Concern

e Tumors cannot grow beyond a few millimeters without establishing blood supply, and metastases require new
vessel formation in distant organs — an angiogenic peptide could theoretically support tumor vascularization in
someone with an undetected malignancy

« No published human study has tracked cancer incidence or tumor progression specifically in people using
BPC-157

» As of the most recent reviews, no published in vivo (animal) data demonstrates that BPC-157 actually inhibits
tumor progression, reduces tumor volume, or suppresses metastasis — despite it being widely claimed to have
protective effects

The Case Against Concern (or at Least, Complicating It)
e A 2004 study published in Melanoma Research found that in human melanoma cell lines, BPC-157 actually
inhibited cancer cell growth and downregulated VEGF signaling via the MAPK/ERK pathway — roughly a 55%
reduction in actively-dividing (S-phase) cancer cells at the tested concentration — the opposite of a tumor-feeding
effect, in that one specific model

» In a mouse model of colon adenocarcinoma with induced cachexia (severe wasting), BPC-157 administration was
associated with reduced cachexia, preserved muscle mass, and prolonged survival, without evidence of accelerated
tumor growth

e Researchers who study BPC-157 extensively (primarily out of the University of Zagreb) argue the peptide's
angiogenic signaling is more selective and context-dependent than a simple "grows blood vessels everywhere"
effect, though critics note this claim isn't yet backed by a convincing published in vivo oncology dataset

Where researchers on both sides of this debate actually agree: over 80% of published BPC-157 research
comes from a single research center, most studies use only single-dose exposure rather than repeated/chronic
dosing patterns, and — critically — nobody making the "it might even help" case argues BPC-157 is
appropriate for someone with active or recently diagnosed cancer. The contraindication for existing malignancy
holds regardless of which side of the debate a researcher is on.




Part 3: Melanotan | & Il — The Melanoma-Specific Concern

This is the most direct and least ambiguous risk in this entire document, because the mechanism and the cancer type
line up exactly.

e Melanotan | and Il work by directly stimulating melanocytes — the pigment-producing skin cells — through the
melanocortin receptor system. Melanoma is, definitionally, cancer that originates in melanocytes.

» Both compounds are well-documented to cause darkening of existing moles and freckles as a normal, expected
effect — the same cellular activation that produces a tan can also activate atypical or pre-cancerous pigmented cells.

» Regular skin checks and dermatologist monitoring are considered essential, not optional, for anyone researching
either compound — the risk here isn't a distant theoretical mechanism, it's stimulation of the exact cell type that
becomes melanoma.

Part 4. GLP-1 Drugs and MOTS-c — Related but Different Concerns

Worth including for completeness, since these are core catalog items: semaglutide and tirzepatide carry an FDA boxed
warning for thyroid C-cell tumor risk, based on findings in rodent studies (not confirmed in humans, but serious enough
to be a mandatory label warning). This is a different mechanism from the angiogenesis/IGF-1 pathways above — it's
specific to how these drugs activate GLP-1 receptors on thyroid C-cells in rodents. MOTS-c, by contrast, has no
documented tumor-growth mechanism or signal in the available research — its pathway (AMPK activation,
mitochondrial efficiency) isn't one of the four tumor-enabling mechanisms described above, and no cancer-risk concern
has been raised in the MOTS-c literature to date.

The Other Side of the GLP-1 Picture: Emerging Protective Research

Genuinely worth knowing, since it complicates the risk-only framing above: a growing, separate body of research points
toward GLP-1 drugs having a protective association with certain cancers, not just a thyroid risk. A 2026 study presented
at the American Society of Clinical Oncology annual meeting followed real-world outcomes across seven obesity-related
cancers and found that for lung, breast, colorectal, and liver cancer specifically, people on GLP-1 drugs were 38-50%
less likely to progress to stage IV disease than people on a different diabetes drug class. A separate 2026 study
following over 110,000 women found roughly a 30% lower rate of developing breast cancer among those on GLP-1
medications.

Retatrutide specifically has shown a stronger signal than single-pathway GLP-1 drugs in early research. In an obesity
mouse model studying pancreatic cancer, researchers found retatrutide's triple-receptor mechanism (GLP-1, GIP, and
glucagon together) produced a more pronounced and longer-lasting antitumor effect than a single-pathway GLP-1 drug,
tied to increased immune cell activity inside the tumor. A separate mouse study found that combining retatrutide with an
existing chemotherapy drug actually overcame the tumor's resistance to that chemo, leading to real reductions in tumor
growth and weight.

Important distinction: this is preclinical (mouse) research and large-scale real-world observational human
data — not a controlled human trial proving GLP-1 drugs or retatrutide shrink existing tumors as a treatment.
The researchers behind this work are explicit that no clinical conclusions can be drawn yet, and further study is
needed. It's accurate to call this a genuinely promising, active research area; it is not accurate to call it a proven
treatment effect.




Practical Summary

Compound Category Nature of Concern Evidence Strength
GH/IGF-1 axis (HGH, IGF-1 LR3, Direct mitogenic signaling Strong human
CJC-1295, Ipamorelin, Sermorelin, epidemiological data

Tesamorelin, GHRPS)

BPC-157 / TB-500 Angiogenesis (VEGF/VEGFR2) Genuinely mixed; unresolved
debate
Melanotan | / 11 Direct melanocyte stimulation Mechanistically direct;

monitoring essential

Semaglutide / Tirzepatide Thyroid C-cell tumors (rodent FDA boxed warning; not
data) confirmed in humans

MOTS-c No documented mechanism of No signal raised in current
concern literature

The Honest Bottom Line

None of this is well-studied in humans who actually have existing cancer — that population is essentially excluded from
this kind of research for obvious ethical reasons. The animal and cell-line data is genuinely mixed, not uniformly
alarming. But the mechanistic logic across every category above is sound enough that the practical guidance converges
from every direction: anyone with active cancer, a recent cancer history, or a strong personal/family risk factor for cancer
should avoid growth-promoting and angiogenic peptides entirely, rather than trying to reason through the uncertainty
case-by-case.

For laboratory and research use only. Not for human or veterinary use. Nothing in this document constitutes medical advice, a screening
recommendation, or a treatment claim. This summary reflects published preclinical, epidemiological, and pharmacovigilance research current as of
the research date and is not exhaustive of all available literature. Anyone with a personal or family cancer history should consult a physician before
using any growth-signaling or angiogenic compound, research-grade or otherwise.



