
ULTIMATE SHRED

Full-System 
Recomposition 
Architecture
This is not a cut. This is a coordinated metabolic intervention designed to 
simultaneously lower fat mass, preserve or increase lean tissue, improve insulin 
control, raise baseline metabolic throughput, and maintain recovery capacity under 
physiological stress.

No single lever accomplishes that. This stack pulls multiple mechanisms in parallel
—hormonal signaling, mitochondrial efficiency, nutrient partitioning, and anabolic 
preservation—to create a comprehensive recomposition environment that 
transcends traditional caloric restriction models.



LAYER 1

Intake Pressure Control

Retatrutide
Retatrutide operates as a triple agonist across GIP, GLP-1, and glucagon receptors, 
creating a synergistic reduction in appetite while simultaneously increasing energy 
expenditure through multi-pathway hormonal signaling. This compound doesn't just 
suppress hunger—it actively improves nutrient partitioning efficiency at the cellular 
level.

By stabilizing the front end of the caloric equation, Retatrutide allows the 
downstream interventions to work in an environment of controlled energy intake 
without the psychological and physiological stress of severe hunger. This creates a 
sustainable foundation for the entire metabolic intervention protocol.

Primary Mechanisms

Multi-receptor appetite suppression

Enhanced thermogenic output

Improved nutrient partitioning

Stabilized energy intake baseline



LAYER 2

Direct Fat Signaling

HGH Fragment 176-191
Encourages lipolysis-focused signaling 
without triggering full systemic growth 
hormone effects. This fragment 
specifically targets fat mobilization 
pathways, supporting the release of 
stored triglycerides from adipose tissue 
into circulation for oxidation.

AOD-9604
A growth hormone-derived peptide that 
promotes fat metabolism without creating 
significant glucose homeostasis 
disruption. Helps shift adipose tissue 
behavior toward breakdown rather than 
storage by modulating lipolytic enzyme 
activity.

Adipotide
Takes a structural approach by targeting 
the vascular support network of adipose 
tissue. This compound addresses fat 
mass reduction through a mechanism 
distinct from metabolic signaling—
disrupting the blood supply that maintains 
fat cell viability.

This layer addresses fat tissue directly through multiple independent pathways—not just through caloric restriction. By combining lipolytic 
signaling, metabolic modulation, and structural targeting, these compounds create a comprehensive assault on stored body fat while other 
system components protect lean tissue.



LAYER 3

GH Axis Preservation Layer
1

Tesamorelin
Stimulates endogenous growth hormone 
release with particularly strong 
implications for visceral adipose tissue 
reduction. Clinical evidence 
demonstrates significant improvements in 
body composition while supporting lean 
mass retention even under caloric deficit 
conditions.

2

Ipamorelin
Promotes natural GH pulsatility with 
minimal cortisol or prolactin disruption—a 
critical advantage during metabolic 
stress. Enhances recovery capacity and 
protein synthesis signaling without the 
unwanted endocrine side effects of other 
secretagogues.

3

CJC-1295
Extends GHRH signaling duration to 
amplify both the frequency and amplitude 
of endogenous GH pulses. Works 
synergistically with Ipamorelin to create a 
more physiologically natural GH release 
pattern rather than pharmacological 
spikes.

This triad protects muscle tissue while fat mass is systematically reduced. By maintaining robust growth hormone signaling throughout the 
intervention period, we preserve the anabolic environment necessary for lean tissue maintenance and recovery.



LAYER 4

Mitochondrial Acceleration

Cellular Energy Optimization
While intake control and fat signaling address the substrate side of 
the equation, mitochondrial function determines how efficiently those 
substrates are processed. This layer prevents the metabolic 
adaptation and slowdown that typically derails extended fat loss 
phases.

01

Mito Blend (SS-31 / MOTS-c / 5-Amino-1MQ)

Improves mitochondrial efficiency and fat oxidation capacity at the 
organelle level.

02

SLU-PP-332

Exercise-mimetic compound that enhances oxidative metabolism and 
shifts baseline fuel preference toward lipids.

03

BAM15

Mitochondrial uncoupler that increases cellular energy expenditure 
without stimulant-related cardiovascular stress.

Key Insight: This layer increases metabolic output rather 
than just restricting input—a fundamentally different 
approach that addresses the adaptive thermogenesis 
problem inherent in traditional caloric restriction.



LAYER 5

Anabolic Support

IGF-1 LR3
Long-acting insulin-like growth factor analog that enhances 
muscle-building signaling pathways even in caloric deficit 
conditions. This extended-release formulation maintains 
elevated IGF-1 levels throughout the intervention period.

Enhanced protein synthesis

Directly stimulates muscle cell growth signaling

Improved nutrient uptake

Facilitates glucose and amino acid transport into 
muscle tissue

Anti-catabolic protection

Reduces muscle protein breakdown under metabolic 
stress

This component keeps the anabolic engine running while the metabolic tank 
empties. IGF-1 LR3 represents the critical insurance policy against lean 
tissue loss—ensuring that weight reduction comes from adipose stores 
rather than hard-earned muscle mass.



LAYER 6

Melanocortin Support
MT2 (Melanotan II)

Melanotan II influences multiple physiological systems through melanocortin receptor activation, including appetite regulation, metabolic rate, 
sexual function, and melanin production. While often discussed primarily for its cosmetic tanning effects, MT2's impact on appetite suppression 
and behavioral compliance during aggressive fat loss phases represents significant practical utility.

Appetite Modulation

Acts on MC4R receptors in the hypothalamus to reduce hunger 
signaling and food-seeking behavior. This creates a secondary layer 
of appetite control beyond Retatrutide's GLP-1 pathway.

Adherence Support

The psychological and motivational effects can support behavioral 
compliance during the demanding phases of metabolic intervention 
when willpower alone often fails.

Implementation Note: MT2 dosing requires careful titration to minimize potential side effects including nausea and spontaneous 
erections. Start low and assess individual response before increasing dosage.



LAYER 7

Insulin Stability Layer
If insulin signaling is unstable, none of the upstream interventions reach full potential. Hyperinsulinemia drives fat storage, impairs lipolysis, and 
creates metabolic inflexibility. This foundational layer ensures glucose homeostasis remains optimized throughout the intervention.

Berberine
Improves glucose disposal and insulin 
sensitivity through AMPK activation. Reduces 
hepatic gluconeogenesis and enhances cellular 
glucose uptake. Clinical evidence shows 
effects comparable to metformin for glycemic 
control with additional lipid-lowering benefits.

Metformin
Activates AMPK signaling and lowers hepatic 
glucose output while improving peripheral 
insulin sensitivity. Creates a metabolic 
environment that enhances nutrient partitioning 
and reduces fat-storage signaling—particularly 
valuable in insulin-resistant phenotypes.

Together, berberine and metformin create a synergistic foundation of metabolic efficiency. They ensure that as body composition improves, 
insulin sensitivity improves in parallel—creating a positive feedback loop rather than the metabolic resistance that often accompanies rapid fat 
loss.



FOUNDATION

Training & Infrastructure
Pharmaceutical and peptide interventions amplify training stimulus—they do not replace it. Without appropriate mechanical tension, protein 
intake, and recovery protocols, even the most sophisticated compound stack underperforms. This is the non-negotiable foundation.

1
Resistance Training
Three sessions weekly minimum, emphasizing progressive overload and compound movements to maintain mechanical stimulus 
for muscle preservation

2
Cardiovascular Work
10-15 minutes Zone 2 work post-lift to enhance fat oxidation without compromising recovery capacity

3
Protein Prioritization
100g minimum before considering other macronutrients—leucine threshold and amino acid availability are non-negotiable

4
Sleep Discipline
7-9 hours nightly to optimize growth hormone release, cortisol management, and recovery signaling

5
Electrolyte Management
Sodium, potassium, and magnesium optimization to support training performance and prevent metabolic disruption



Complete Peptide & Compound Architecture

Retatrutide
Appetite control + metabolic 
output

HGH Frag 176-191
Fat mobilization signaling

AOD-9604
Adipose metabolism without 
systemic GH

Adipotide
Structural fat-mass reduction

Tesamorelin
Endogenous GH for visceral 
fat reduction

Ipamorelin
GH pulsatility and recovery 
enhancement

CJC-1295
Extended GH signaling 
window

Mito Blend
SS-31 / MOTS-c / 5-Amino-
1MQ efficiency

SLU-PP-332
Exercise-mimetic amplifier

BAM15
Mitochondrial uncoupling

IGF-1 LR3
Anabolic preservation in 
deficit

MT2
Appetite and compliance 
support

Complete 
Recomposit

ion

Appetite Control
Regulates intake and 

cravings

Anabolic 
Preservation

Maintains lean mass 
during loss

Mitochondrial 
Acceleration
Boosts cellular 

energy burn

GH Optimization
Enhances growth 
hormone output

Fat Mobilization
Promotes adipose fat 

release

Insulin 
Stabilization

Improves glucose 
and hormone balance

This architecture represents a fully integrated metabolic intervention system—each layer addressing a distinct physiological mechanism while 
working synergistically with the others to create an environment optimized for fat loss and muscle preservation.



In Short...
Ultimate Shred is not about starving 
harder.
It's about increasing metabolic efficiency, enhancing fat oxidation capacity, 
preserving anabolic signaling, and protecting lean tissue under the physiological 
pressure of energy deficit. This is systems-level intervention—not willpower.

Final Note: This protocol represents advanced metabolic intervention 
requiring medical oversight, regular bloodwork monitoring, and 
individualized dose titration. What works for one phenotype may require 
adjustment for another. Start conservatively, measure objectively, adjust 
intelligently.


