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Research Use Only (RUO). All compounds referenced in this document are supplied exclusively for qualified laboratory
research — in vitro, cell-culture, and controlled animal-model work — by Atrio Sciences s.r.o. (IČO 57 669 651), trading as
Condor Research. Nothing in this document constitutes a dose, a treatment protocol, a therapeutic claim, or guidance for
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PAIR 01 BPC-157 vs TB-500
Two of the most-studied tissue-repair peptides in preclinical research — chemically unrelated, mechanistically
complementary. BPC-157 is a 15-aa gastric pentadecapeptide; TB-500 (as supplied by Condor Research) is full-
length thymosin β4, a 43-aa actin-sequestering protein.

Full article: BPC-157 vs TB-500: A Research-Use Comparison · References 1–9 (#references)

https://condorresearch.com/
https://condorresearch.com/research/bpc-157-vs-tb-500/


Attribute BPC-157 TB-500 (full-length Tβ4)

Chemical class Synthetic pentadecapeptide (15 aa,
gastric-sequence derived)

Full-length thymosin β4 (43 aa, actin-
sequestering protein)

CAS / sequence 137525-51-0 · Gly-Glu-Pro-Pro-Pro-
Gly-Lys-Pro-Ala-Asp-Asp-Ala-Gly-Leu-
Val

77591-33-4 · 43-amino-acid full-length
Tβ4

Primary mechanism studied (preclinical) Cytoprotection; FAK–paxillin-mediated
fibroblast migration;
angiogenic/vascular endpoints; GH-
receptor upregulation in tendon
fibroblasts1,4 (#references)

G-actin sequestration; cytoskeletal
remodelling; cell migration;
angiogenesis via defined actin-binding
motif7,9 (#references)

Main preclinical research contexts Tendon, ligament, muscle, GI,
vascular models2,3,5 (#references)

Wound healing, corneal/dermal repair,
cardiac and cell-migration models8,9
(#references)

Format (Condor Research) 10 mg lyophilised vial · also available
as BPC-157 Arginate Capsules

10 mg lyophilised vial · also TB-500
Capsules

Co-formulated blend BPC-157 + TB-500 (10 mg each); also in GLOW and KLOW blends

Purity / QC ≥99% HPLC; third-party COA (CZ lab) ≥99% HPLC; third-party COA (CZ lab)

Evidence quality PRECLINICAL ONLY

Mostly rodent / in vitro; no robust
human RCTs; not an approved drug

PRECLINICAL ONLY

Mostly rodent / in vitro; thymosin β4 in
some early clinical contexts; Tβ4 as
RUO material lacks human efficacy
data

How to choose Connective-tissue repair, fibroblast
behaviour, GI/vascular cytoprotection
models

Actin dynamics, cell migration,
angiogenesis, epithelial repair models

Matched on format and ≥99% HPLC purity; differentiated by chemical class, molecular size, and the research-model literature each peptide is
primarily studied within.

PAIR 02 GHK-Cu vs AHK-Cu
Two copper-binding tripeptides separated by a single N-terminal residue substitution (Gly→Ala). GHK-Cu carries
nearly five decades of preclinical literature; AHK-Cu is studied in a narrow set of in vitro and ex vivo models. Same
histidine-anchored copper pocket; very different weight of evidence.

Full article: GHK-Cu vs AHK-Cu: A Research-Use Comparison of Two Copper-Binding Tripeptides · References 10–17 (#references)

https://condorresearch.com/product/bpc-157/
https://condorresearch.com/product/tb-500/
https://condorresearch.com/product/bpc-157-arginate-capsules/
https://condorresearch.com/product/tb-500-capsules/
https://condorresearch.com/product/tb-500-capsules/
https://condorresearch.com/product/bpc-157-tb-500/
https://condorresearch.com/product/glow-ghk-cu-50mg-bpc-157-10mg-tb-500-10mg/
https://condorresearch.com/product/klow-ghk-cu-50mg-bpc-157-10mg-tb-500-10mg-kpv-10mg/
https://condorresearch.com/research/ghk-cu-vs-ahk-cu/


Attribute GHK-Cu AHK-Cu

Chemical class Copper(II) tripeptide complex Copper(II) tripeptide complex

Sequence Gly-His-Lys · Cu²⁺ Ala-His-Lys · Cu²⁺

CAS 49557-75-7 682809-81-0

Molecular formula / MW C₁₄H₂₄CuN₆O₄ · 403.92 g/mol C₁₅H₂₄ClCuN₆O₄ · 451.39 g/mol

Appearance Blue-green lyophilised powder Blue lyophilised powder

Primary mechanism studied (preclinical) Copper delivery; matrix remodelling
gene-expression models; cell
signalling11,12 (#references); Cu(II)
binding thermodynamics well-
characterised13 (#references)

Hair-follicle and osteogenic in vitro
models14,15 (#references); coordination
geometry studied in related Ala-His-
His scaffold (family context, not direct
evidence)16 (#references)

Depth of literature Extensive — decades, hundreds of
papers; first identified 197710
(#references)

Limited — small number of in vitro/ex
vivo studies

Format (Condor Research) 50 mg/vial · GHK-Cu Capsules 100 mg/vial · AHK-Cu Capsules

Purity / QC ≥99% HPLC; third-party COA (CZ lab) ≥99% HPLC; third-party COA (CZ lab)

Evidence quality PRECLINICAL ONLY

Rich preclinical corpus; limited
randomised clinical data; not an
approved drug in RUO context

PRECLINICAL ONLY

Thin direct evidence; much inferred
from related scaffolds; no clinical data

How to choose Most-characterised copper-delivery
peptide; comparative reference
standard

N-terminal residue / coordination-
geometry comparative chemistry; hair-
follicle models

GHK-Cu carries a far larger and older preclinical literature. AHK-Cu is primarily studied as a structural analogue for comparative chemistry or in
narrow follicle-model contexts. Both supplied at ≥99% HPLC purity with COA.

PAIR 03 Ipamorelin vs CJC-1295 (no DAC)
Two GH-axis secretagogues acting through different receptors. Ipamorelin is a selective GHS-R1a (ghrelin-receptor)
pentapeptide agonist; CJC-1295 (no DAC / Modified GRF 1-29) is a GHRH-receptor analogue. Often studied in
parallel because the receptor-level distinction is precisely the research question.

Full article: Ipamorelin vs CJC-1295: Two Routes Into the Growth-Hormone Axis · References 18–25 (#references)

https://condorresearch.com/product/ghk-cu/
https://condorresearch.com/product/ahk-cu/
https://condorresearch.com/product/ghk-cu-capsules/
https://condorresearch.com/product/ahk-cu-capsules/
https://condorresearch.com/research/ipamorelin-vs-cjc-1295/


Attribute Ipamorelin CJC-1295 (no DAC)

Chemical class Pentapeptide GHS-R1a agonist
(ghrelin mimetic)

GHRH-receptor analogue (Modified
GRF 1-29); CAS 863288-34-0

Sequence Aib-His-D-2-Nal-D-Phe-Lys-NH₂ Modified GRF(1-29) with D-Ala²
substitution

Receptor target GHS-R1a (ghrelin receptor) —
pituitary18 (#references)

GHRH receptor — pituitary21
(#references)

Key selectivity feature Does not significantly release cortisol,
ACTH, or prolactin at studied doses18
(#references)

Lacks DAC albumin-binding group;
shorter circulating half-life than CJC-
1295 DAC21 (#references)

Primary mechanism studied (preclinical) GHS-R1a activation → GH pulse; GI
motility models (rodent postoperative
ileus)20 (#references)

GHRH-R activation → GH/IGF-1 axis;
pulsatility preservation; GH-knockout
rescue23,25 (#references)

Human data available? Pharmacokinetic and limited PD work;
no robust human efficacy RCTs19
(#references)

Small human studies report GH/IGF-1
responses and preserved
pulsatility22,23 (#references) — not a drug
approval basis

Format (Condor Research) 10 mg lyophilised vial 10 mg lyophilised vial

Co-formulated blend CJC-1295 no DAC + Ipamorelin (10 mg each)

Purity / QC ≥99% HPLC; third-party COA (CZ lab) ≥99% HPLC; third-party COA (CZ lab)

WADA status Prohibited in-competition as GH
secretagogue (S2)

Prohibited in-competition as GH
secretagogue (S2)

Evidence quality PREDOMINANTLY PRECLINICAL

Pharmacokinetics described; no
approved-drug status

EARLY HUMAN DATA

Small human GH/IGF-1 studies; not
approved as a drug; extrapolation to
clinical efficacy unsupported

How to choose GHS-R1a biology; selective ghrelin-
receptor agonism; GI motility models

GHRH-receptor biology; pulsatility
questions; GH/IGF-1 axis
pharmacology

Different receptors, complementary axis — which is why they appear together in co-formulated blends. The research choice follows the receptor
target, not a potency ranking.

PAIR 04 Selank vs Semax
Two Russian regulatory-lineage neuropeptides with a shared BDNF/neurotrophin signal in some models, but distinct
parent sequences and the preclinical mechanisms primarily studied diverge: Selank (tuftsin analogue) into
GABAergic / anxiolytic models; Semax (ACTH(4-10) analogue) into neuroprotection and cognitive models.

Full article: Selank vs Semax: A Research-Use Comparison of Two Russian Regulatory Neuropeptides · References 26–35 (#references)

https://condorresearch.com/product/ipamorelin/
https://condorresearch.com/product/cjc-1295-no-dac/
https://condorresearch.com/product/cjc-1295-no-dac-ipamorelin/
https://condorresearch.com/research/selank-vs-semax/


Attribute Selank Semax

Chemical class Synthetic heptapeptide analogue of
tuftsin (Thr-Lys-Pro-Arg-Pro-Gly-Pro)

Synthetic hexapeptide analogue of
ACTH(4-10) (Met-Glu-His-Phe-Pro-
Gly-Pro)

Parent / origin Tuftsin (immunopeptide Thr-Lys-Pro-
Arg) + stabilising Pro-Gly-Pro
extension

ACTH(4-10) core with C-terminal Pro-
Gly-Pro extension for stability

Primary mechanism studied (preclinical) GABAergic modulation27 (#references);
anxiolytic effects in animal
models26,28,29 (#references); BDNF
interaction in hippocampus28
(#references)

Neuroprotection in cerebral ischaemia
models35 (#references);
BDNF/neurotrophin modulation; anti-
depressant-like effects in chronic
stress models33 (#references); Aβ
aggregation interference (in vitro)31
(#references)

Regulatory status (Russia) Registered anxiolytic in Russia Registered nootropic / neuroprotectant
in Russia

Shared model overlap Both studied using functional connectomic approaches in the same paper34
(#references); some BDNF pathway overlap in rodent work

Co-formulated blend Semax + Selank (combination vial)

Format (Condor Research) Vial (lyophilised) Vial (lyophilised)

Purity / QC ≥99% HPLC; third-party COA (CZ lab) ≥99% HPLC; third-party COA (CZ lab)

Evidence quality PRECLINICAL + LIMITED CLINICAL

Rodent models; one small Russian
anxiolytic trial30 (#references); not
approved outside Russia in RUO
context

PRECLINICAL + LIMITED CLINICAL

Rodent neuroprotection; small
Russian stroke study35 (#references); not
approved outside Russia in RUO
context

How to choose GABAergic / anxiety / stress-model
biology

Neuroprotection / cognitive /
ischaemia-model biology

Both carry a Russian regulatory lineage not recognised by EMA/FDA. All human observations cited above are from small, non-randomised or
Russian-only studies and do not establish EMA/FDA-standard efficacy.

PAIR 05 NMN vs NAD+
One enzymatic step apart on the same salvage pathway: NMN is the mononucleotide precursor; NAD+ is the
finished dinucleotide coenzyme. The research choice follows where in the pathway the experiment needs to
intervene, not which molecule is intrinsically superior.

Full article: NMN vs NAD+: A Research-Use Comparison of NAD Metabolism Precursors · References 36–45 (#references)

https://condorresearch.com/product/selank/
https://condorresearch.com/product/semax/
https://condorresearch.com/product/semax-selank/
https://condorresearch.com/research/nmn-vs-nad-plus/


Attribute NMN Capsules NAD+

Chemical class Mononucleotide — NAD+ precursor
(salvage pathway substrate)

Dinucleotide — redox coenzyme and
signalling substrate

Full name / CAS β-Nicotinamide mononucleotide ·
1094-61-7

Nicotinamide adenine dinucleotide ·
53-84-9

Molecular formula C₁₁H₁₆N₂O₈P C₂₁H₂₇N₇O₁₄P₂

Pathway position Substrate — one NMNAT-catalysed
adenylylation upstream of NAD+36
(#references)

Product — central redox coenzyme
and sirtuin/CD38/PARP substrate36,37
(#references)

Primary mechanism studied (preclinical) Precursor supplementation → NAD+
pool elevation; SIRT/PARP activation;
metabolic and mitochondrial endpoints
in aged rodents38,39 (#references)

Redox electron transfer; direct
sirtuin/CD38 substrate; mitochondrial
function; age-related NAD+ decline
models37 (#references)

Notable human data Single-dose tolerability and metabolite
changes43 (#references); one RCT in
prediabetic women: increased muscle
insulin sensitivity42 (#references);
systematic review: physical
performance not statistically
significant44 (#references)

Less direct human supplementation
literature in RUO context; NAD+
precursor class reviewed in Nat Metab
202545 (#references)

Format (Condor Research) 60 HPMC (vegan) capsules · 500 mg
each

1,000 mg/vial · white lyophilised
powder

Handling Capsule — no reconstitution required Reconstitute with sterile water for
solution-based bench work

Purity / QC ≥99% HPLC; COA available ≥99% HPLC; third-party tested; COA

Evidence quality EARLY HUMAN DATA
(INCONSISTENT)

Rich rodent mechanism; promising but
unsettled early human dataset

PREDOMINANTLY PRECLINICAL

Strong cell/biochemistry base; limited
direct human supplementation RCTs
in RUO context

How to choose Oral-availability / pharmacokinetic
animal models; precursor-leverage
questions

Bench reconstitution; enzyme assays
requiring intact coenzyme; direct
NAD+-delivery models

Format follows function: capsules for ingestion-route animal models, lyophilised vial for bench reconstitution. The human evidence base for both is
early and unsettled — the honest reading is that the preclinical signal has not been matched by a settled clinical picture.

PAIR 06 Epitalon vs Pinealon
Two short Khavinson-class peptide bioregulators from the pineal lineage. Epitalon (AEDG, tetrapeptide) is studied
mainly in telomere, pineal-ageing, and lifespan models. Pinealon (EDR, tripeptide) is investigated for neuronal
antioxidant and gene-expression endpoints. Both share a Russian research origin with limited independent
replication.

https://condorresearch.com/product/nmn-capsules/
https://condorresearch.com/product/nad-plus/


Full article: Epitalon vs Pinealon: A Research-Use Comparison of Two Khavinson Bioregulator Peptides · References 46–53 (#references)

Attribute Epitalon Pinealon

Chemical class Synthetic tetrapeptide (AEDG) — Ala-
Glu-Asp-Gly

Synthetic tripeptide (EDR) — Glu-Asp-
Arg

Khavinson class "Cytogen" / pineal bioregulator —
telomere-focused46,48 (#references)

"Cytogen" / pineal bioregulator —
neuro-antioxidant and gene-
expression focused50,51 (#references)

Primary mechanism studied (preclinical) Telomerase activation and telomere
elongation in human somatic cells (in
vitro)46 (#references); reduced tumour
incidence and extended lifespan in
rodent models48 (#references); pineal-
ageing marker modulation47,49
(#references)

Increased cell viability; suppression of
free radical levels in vitro50 (#references);
gene-expression regulation in
Alzheimer's-related models51
(#references); neuroprotective endpoints
alongside structurally related EDR-
class peptides52 (#references); prenatal
neuroprotection in rat offspring53
(#references)

Replication / independence note Primarily Khavinson-group
publications; limited independent
replication

Primarily Khavinson-group
publications; very few independent
replications

Format (Condor Research) Vial (lyophilised) · Epitalon Capsules Vial (lyophilised) · Pinealon Capsules

Purity / QC ≥99% HPLC; third-party COA (CZ lab) ≥99% HPLC; third-party COA (CZ lab)

Evidence quality PRECLINICAL ONLY

Cell / rodent work; single-group
provenance; not an approved drug; no
human RCTs

PRECLINICAL ONLY

Cell / rodent work; single-group
provenance; not an approved drug; no
human RCTs

How to choose Telomerase / telomere-length biology;
lifespan-biomarker models

Neuronal antioxidant / gene-
expression models; EDR-class
peptide biology

Single-group provenance (Khavinson et al.) is the primary caveat for both peptides. The mechanisms are plausible but require broader
independent replication. For laboratory research use only.

PAIR 07 5-Amino-1MQ vs SLU-PP-332
Two unrelated metabolic-research tool compounds that converge on exercise-mimetic and NAD+-related biology by
entirely different mechanisms: 5-Amino-1MQ inhibits NNMT (a methyltransferase regulating NAD+ and methyl
donors); SLU-PP-332 agonises ERRα/β/γ nuclear receptors to activate mitochondrial gene programmes. Opposite
logic — inhibitor vs agonist.

Full article: 5-Amino-1MQ vs SLU-PP-332: Inhibitor versus Agonist in Metabolic Research · References 54–63 (#references)

https://condorresearch.com/research/epitalon-vs-pinealon/
https://condorresearch.com/product/epitalon/
https://condorresearch.com/product/pinealon/
https://condorresearch.com/product/epitalon-capsules/
https://condorresearch.com/product/pinealon-capsules/
https://condorresearch.com/research/5-amino-1mq-vs-slu-pp-332/


Attribute 5-Amino-1MQ SLU-PP-332

Chemical class Small-molecule NNMT inhibitor
(quinoline derivative)

Synthetic pan-ERRα/β/γ nuclear-
receptor agonist

Target Nicotinamide N-methyltransferase
(NNMT) — enzyme inhibition54,55
(#references)

Estrogen-related receptors α, β, γ
(ERR) — nuclear receptor
agonism58,59 (#references)

Mechanistic logic Inhibiting NNMT preserves NAD+ and
methyl-donor availability; modulates
adipose differentiation and metabolic
gene expression55 (#references)

ERR agonism activates PGC-1α-
related mitochondrial biogenesis and
oxidative-metabolism gene
programmes — an "exercise mimetic"
approach58,59 (#references)

Primary preclinical model contexts High-fat-diet obese rodents; HeLa
anti-proliferation (in vitro)56 (#references);
cancer-associated fibroblast models57
(#references); pancreatic fibrosis
(rodent)63 (#references)

Aerobic exercise capacity in mice58
(#references); metabolic syndrome
models59 (#references); orally active
SLU-PP-915 analogue data60
(#references)

Format (Condor Research) Vial (lyophilised) · 5-Amino-1MQ
Capsules

Vial (lyophilised) · SLU-PP-332
Capsules

Purity / QC ≥99% HPLC; third-party COA (CZ lab) ≥99% HPLC; third-party COA (CZ lab)

Evidence quality PRECLINICAL ONLY

Rodent metabolic models; in vitro; no
human RCTs; not an approved drug

PRECLINICAL ONLY

Rodent exercise-capacity models;
very early tool-compound status; no
human data

How to choose NNMT biology; NAD+/methyl-donor
axis; adipogenesis; cancer fibroblast
metabolism

ERR nuclear-receptor biology;
mitochondrial biogenesis; exercise-
mimetic model design

5-Amino-1MQ inhibits (enzyme blocker, indirectly raises NAD+); SLU-PP-332 agonises (nuclear receptor activator, turns on mitochondrial gene
programmes). Opposite logic, overlapping metabolic-research space.

SUPP. Tesofensine vs Enclomiphene
An atypical pair: different target classes, different research questions, included on the site as "metabolic / hormonal
axis" comparators. Tesofensine is a triple monoamine reuptake inhibitor studied in CNS and energy-balance models;
Enclomiphene is the trans-isomer of clomiphene, a SERM studied in HPG-axis and gonadotropin models.

Full article: Tesofensine vs Enclomiphene: A Research-Use Comparison · References 64–71 (#references)

https://condorresearch.com/product/5-amino-1mq-vial/
https://condorresearch.com/product/slu-pp-332-2/
https://condorresearch.com/product/5-amino-1mq-capsules/
https://condorresearch.com/product/5-amino-1mq-capsules/
https://condorresearch.com/product/slu-pp-332-capsules/
https://condorresearch.com/product/slu-pp-332-capsules/
https://condorresearch.com/research/tesofensine-vs-enclomiphene/


Attribute Tesofensine Enclomiphene

Chemical class Triple monoamine reuptake inhibitor
(5-HT, DA, NE)

Selective estrogen receptor modulator
(SERM) — trans-isomer of
clomiphene

Target SERT, DAT, NET (serotonin,
dopamine, norepinephrine
transporters)64 (#references)

Estrogen receptor (ER antagonist) →
HPG axis, LH/FSH release68
(#references)

Primary mechanism studied (preclinical) Appetite suppression via α1-
adrenoceptor and D1R pathways in
DIO rats65 (#references); improved
glycaemic control vs
sibutramine/rimonabant66 (#references);
hypothalamic GABAergic neuron
silencing67 (#references)

ER antagonism → increased LH/FSH
→ endogenous testosterone in
hypogonadal models68,69 (#references);
preserves sperm counts vs topical
testosterone (clinical observation)70
(#references)

Format (Condor Research) Capsules Capsules

Purity / QC ≥99% HPLC; third-party COA (CZ lab) ≥99% HPLC; third-party COA (CZ lab)

Evidence quality PRECLINICAL + PHASE II

Reached Phase II obesity trial; not
approved; no EMA/FDA marketing
authorisation

EARLY HUMAN DATA

Small clinical studies in secondary
hypogonadism; not approved by EMA;
IND-exempt in some jurisdictions —
supplied here strictly as RUO
reference material

How to choose CNS monoamine reuptake biology;
energy-balance and obesity-model
research

HPG-axis biology; gonadotropin /
testosterone-axis research models

Different targets, different axes. Paired on the site as metabolic/hormonal comparators for researchers navigating body-composition adjacent
compound selection. Not therapeutic guidance.

How to Use These Tables

Each table row consolidates specification data already published on condorresearch.com/research/. No new claims are made. The
"Evidence quality" row is the most important: every compound listed here is at the preclinical stage or early human-data stage in the
research context in which it is supplied. No approved-drug status applies to any compound in the RUO context supplied here.

Click the article link in each pair header to read the full analysis, including mechanism sections, evidence-quality discussion, and the
complete references list with PMIDs and DOIs. COA documents are accessible from individual product pages at condorresearch.com.

Frequently Asked Questions
What does 'research use only' mean for these compounds?
Research Use Only (RUO) means the compounds are supplied exclusively for qualified in vitro, cell-culture, and animal-model
laboratory work. They are not approved drugs, cosmetics, supplements, or food additives. No therapeutic, diagnostic, or veterinary use
is implied or permitted. See the full Research Use Only Disclaimer (https://condorresearch.com/research-use-only-disclaimer/).

https://condorresearch.com/product/tesofensine-capsules/
https://condorresearch.com/product/enclomiphene-capsules/
https://condorresearch.com/research-use-only-disclaimer/


Are any of these compounds approved for human use?
No compound listed in this document is approved for human administration in the context it is sold here. Some parent molecules have
approved pharmaceutical forms in other jurisdictions (e.g., afamelanotide, tesamorelin, semax in Russia), but those approvals are
entirely separate from the RUO reference materials supplied by Condor Research.

How is purity verified across all compounds?
All Condor Research compounds are characterised at ≥99% purity by HPLC and/or mass spectrometry. Third-party, independent batch
testing is conducted in the Czech Republic. Lot-specific Certificates of Analysis (COA) are linked from each product page. For the
testing framework overview, see Quality & Third-Party Testing (https://condorresearch.com/quality-and-third-party-testing/).

Can I combine compounds from different comparison pairs in a single study design?
Combination questions follow the experimental design — researchers define readouts, controls, and statistical power independently.
Condor Research supplies co-formulated blends (BPC-157 + TB-500, CJC-1295 no DAC + Ipamorelin, GLOW, KLOW) for
convenience, but any combination study should be designed and powered as its own experiment. No therapeutic rationale is stated or
implied.

Where can I find lot-specific COA data?
Each product page on condorresearch.com links to its current COA. The Quality & Third-Party Testing (https://condorresearch.com/quality-and-

third-party-testing/) page provides a centralised overview of the testing framework used for all compounds.

How current are these comparison tables?
Data were consolidated from content published on condorresearch.com in 2025–2026 and reflect the peer-reviewed literature cited on
each comparison page. Individual pages carry the date of last review. This document was compiled June 2026.
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