ALPHA MALE RECOMP TRT+

Testosterone Replacement Therapy (TRT) reestablishes True optimization demands a strategic, integrated

your physiological foundation, restoring essential approach: prioritize metabolism, then drive aggressive
hormone levels. However, it merely sets the baseline; it fat loss, potentiate growth hormone, accelerate

doesn't unlock peak human potential.

Prioritize Metabolism
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Accelerate Recovery

recovery, and ultimately, safeguard longevity. TRT is
the critical first step; comprehensive optimization is the
ultimate objective.
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Safeguard Longevity LIVE an Optimized Life



ALPHA MALE RECOMP — TRT+ SYSTEM

This is not a random stack. It's a metabolic progression. Each phase removes a bottleneck so the next phase works better.

Phase 1 Phase 2 Phase 3 Phase 4

Mitochondrial & Insulin Reset Metabolic Fat Reduction GH Axis Optimization Recovery & Structural
Support

Phase 5

Longevity Overlay



System Framework: Sequential Metabolic Optimization

This framework is built on sequence, not stacking for the sake of stacking. The order matters because each layer removes a bottleneck that
would otherwise blunt the next. Most protocols fail because they attempt to force fat loss on a metabolically compromised foundation.

Why Sequence Matters

e Insulin resistance blocks lipolysis—no access to stored fat
e Mitochondrial dysfunction prevents efficient fuel utilization

e Elevated insulin blunts GH signaling effectiveness

* Poor metabolic flexibility creates energy volatility and cortisol elevation

The first priority is correcting insulin resistance and restoring mitochondrial efficiency. If insulin is elevated and mitochondria are inefficient, fat

remains locked and growth hormone signaling is muted. Without addressing this foundational layer, subsequent interventions produce marginal
results at best.



PHASE 1 — Mitochondrial / Insulin Reset

FOUNDATION

If insulin is elevated, fat is not accessible. If fat is not accessible, growth hormone cannot reduce visceral adiposity effectively. This is the
foundational constraint that must be addressed before any other intervention can demonstrate full efficacy.

Why This Phase Comes First

e Insulin resistance blocks lipolysis at the adipocyte level

e High insulin blunts GH receptor signaling and IGF-1
production

e Mitochondria become inefficient and glucose-dependent

e Energy volatility increases cortisol and drives hunger
signaling

Primary Compounds

MOTS-C: Mitochondrial-derived peptide that activates AMPK
and improves metabolic flexibility

S§S-31: Targets cardiolipin in mitochondrial membranes,
stabilizing electron transport chain

5-Amino-1Q: NNMT inhibitor that restores NAD+ levels and
methylation capacity

SLU-PP-332: Enhances mitochondrial biogenesis and oxidative
capacity

This phase improves AMPK activation, metabolic flexibility, mitochondrial respiration, insulin sensitivity, and baseline energy output. Now fat can

actually be mobilized and utilized as fuel.



PHASE 2 — Metabolic Fat Reduction

ACCELERATION

Once fat is accessible through restored metabolic function, you increase the rate of oxidation. If you suppress appetite before improving

mitochondrial function, you risk chronic fatigue and muscle catabolism. After Phase 1, the system is metabolically primed for aggressive fat
reduction.

Compound Protocol Expected Outcomes

Retatrutide: Triple agonist (GLP-1/GIP/glucagon) that improves e Significant appetite control without metabolic suppression
satiety, insulin sensitivity, and energy expenditure e Targeted visceral and subcutaneous fat reduction

HGH Frag 176-191: C-terminal fragment of growth hormone that * Preservation of lean body mass during deficit

increases lipolysis without systemic GH effects or insulin resistance e Accelerated waistline reduction (2-4 inches typical)
MOTS-C (continued): Maintains AMPK signaling and fat oxidation * Improved insulin sensitivity markers (fasting glucose, HbATc)

during caloric reduction

This is where visible body composition changes accelerate. Recomposition efficiency peaks when metabolic machinery is optimized before
introducing appetite suppression and targeted lipolysis.



PHASE 3 — GH Axis Optimization

PRECISION

Growth hormone works optimally in a low-insulin environment. Now that metabolic signhaling is improved and fat mobilization is active, GH

becomes precise rather than inefficient. Prior to metabolic optimization, exogenous GH produces minimal visceral fat reduction and increases
insulin resistance.

Tesamorelin Ipamorelin

GHRH analog that specifically targets visceral "QA.‘ Selective ghrelin receptor agonist that

adiposity. Studies demonstrate 10-15% &U. LA stimulates pulsatile GH release without

reduction in visceral fat over 6 months when V:, 0{. prolactin or cortisol elevation. Enhances
Tesar insulin sensitivity is optimized. . recovery and sleep architecture.

Why This Follows Metabolic Preparation Phase 3 Outcomes

e Insulin no longer blocks lipolytic signaling e Visceral fat targeting and reduction

e Visceral adipocytes are more GH-responsive e Lean mass preservation during deficit
e Energy production is stabilized e Enhanced recovery capacity

e GH receptor sensitivity is restored e Improved sleep depth and REM cycles

e Restoration of natural GH rhythm



PHASE 4 — Recovery & Structural Support

DURABILITY

Once metabolic efficiency improves and adiposity decreases, training intensity and volume can rise substantially. At this point, connective tissue
becomes the primary limiter of performance progression. The KLOW stack addresses this constraint systematically.
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BPC-157 TB-500 KPV GHK-Cu

Promotes angiogenesis, Synthetic thymosin beta-4 C-terminal tripeptide of Copper peptide that
accelerates tendon-to-bone that enhances cell migration, alpha-MSH with potent anti- stimulates collagen synthesis,
healing, modulates growth reduces inflammation, and inflammatory properties. enhances wound healing, and
factor expression. Clinically improves tissue remodeling. Reduces systemic exhibits antioxidant

effective for tendinopathies Particularly effective for inflammation and supports properties. Supports tissue
and ligament injuries. chronic injuries. gut barrier integrity. remodeling and repair.

This phase allows sustainable training intensity increases without connective tissue breakdown. Tendon resilience, ligament durability,
inflammation control, and collagen remodeling all improve, preventing the regression that typically occurs when volume exceeds tissue
adaptation capacity.



PHASE 5 — Longevity Overlay

PROTECTION

Longevity interventions amplify optimized systems. They do not compensate for metabolic dysfunction. Epithalon produces minimal benefit
when administered to metabolically compromised individuals with elevated insulin, poor sleep architecture, and chronic inflammation.

Why This Phase Comes Last

e Sleep quality improves substantially after metabolic stabilization
e Circadian rhythm resets more effectively in leaner metabolic states

e Cellular repair mechanisms function optimally when inflammation and insulin are
controlled

e Telomerase activation produces greater benefit in optimized physiology

Telomerase Signaling Sleep Architecture Immune Modulation Cellular Stability
Supports chromosomal Enhances deep sleep stages Supports T-cell function and Protects long-term
stability and cellular and REM cycle quality immune system balance mitochondrial and genetic
replication capacity function

This phase protects and preserves the optimized physiology you have systematically built through the previous four phases.



Sequential Logic: The Bottleneck Removal Model

(XXKXD)

Fat Training Long-term

Fuel Access Mobilization 1 >ignaling Capacity Protection

The effectiveness of this system depends entirely on sequence integrity. Each phase systematically removes a physiological constraint that
would otherwise limit the efficacy of subsequent interventions.

Correct Sequence Consequences of Reversed Order

Phase 1: Restores metabolic flexibility and insulin sensitivity—creates GH before metabolic reset: Minimal visceral fat reduction, increased
fuel access insulin resistance, poor receptor sensitivity

Phase 2: Accelerates fat oxidation while preserving lean tissue— Fat loss before insulin control: Muscle catabolism, metabolic
increases mobilization rate suppression, energy volatility, poor adherence

Phase 3: Optimizes GH axis in low-insulin environment—enables Recovery compounds without training intensity: Wasted

precision targeting intervention with minimal adaptive stimulus

Phase 4: Reinforces connective tissue integrity—supports increased Longevity overlay on dysfunction: Negligible benefit, resources
training stimulus expended with minimal return

Phase 5: Layers longevity support on stabilized system—protects
long-term function

Reverse the order and efficiency collapses. Follow the sequence and each phase compounds the effectiveness of the next through systematic
constraint removal.



Fix The Engine First, Then Push Performance

This system isn't about adding more compounds. It's about removing bottlenecks in the right order.

01 02 03

Restore metabolic flexibility and Accelerate fat reduction while Optimize the GH axis once insulin is

insulin sensitivity preserving energy and muscle controlled

Fat becomes accessible as fuel source Visible recomposition with metabolic Visceral fat responds with precision targeting
efficiency

04 05

Reinforce connective tissue and recovery capacity Layer longevity support to protect performance over time

Training intensity rises safely without breakdown Sustained optimization and long-term stability

[ Critical Understanding: Most men attempt to burn fat on a broken metabolic engine. They layer GH, appetite suppressants, and
recovery compounds onto insulin-resistant, mitochondrially-compromised physiology. Results are minimal. Side effects are maximized.
Adherence fails.

Each phase builds on the previous one. Nothing is random. Nothing is out of sequence. This is metabolic optimization through systematic
constraint removal—not compound accumulation.



