
The Build & Burn Protocol: The Ultimate Guide to Advanced Body 
Recomposition 
Heads Up: This guide delves into a theoretical protocol using experimental research 
compounds. This is not medical advice. These substances have not undergone human clinical 
trials and carry significant known and unknown risks. This information, synthesizing data from 
peer-reviewed preclinical studies and safety data sheets, is for research and educational 
purposes only. Your health is your own responsibility. Proceed with extreme caution. 

You’ve hit the wall. It’s a place every dedicated athlete knows: the point where the diet is dialed 
in, the training is brutal, but that last layer of stubborn fat refuses to budge. Worse, you face a 
grim trade-off where every ounce of fat lost seems to cost you a pound of hard-earned muscle, 
strength, and energy in the gym. 

What if you could rewrite the rules? What if you could command your body to enter a state of 
accelerated fat incineration while simultaneously sending a powerful, overriding signal to 
protect and enhance your metabolic engine—your lean muscle? 

This is the very essence of the Build and Burn Protocol. It's a theoretical framework for 
combining two of the most potent and sophisticated metabolic agents in modern research: 
SLU-PP-332 and BAM-15. This isn't about just turning up the heat; it's about fundamentally re-
engineering your body's metabolic hardware and software for results that are impossible to 
achieve with standard fat burners. 

Let's do a deep dive into the machinery, backed by the scientific literature. 

The Architect: SLU-PP-332 (The "Build" Signal) 

SLU-PP-332 is a quintessential "exercise mimetic." It doesn't burn calories directly; it's a 
software engineer for your cells, reprogramming them to adopt the metabolic and physical 
characteristics of a highly trained endurance athlete. 

The Deep Mechanism: Reprogramming Your Genetic Code 

● Primary Target (ERRα): SLU-PP-332 is a pan-agonist of the Estrogen-Related Receptors 
(ERRs), but it is most potent at the ERRα isoform (EC₅₀: 98 nM), which is densely 
concentrated in muscle, heart, and kidney tissue. Crucially, it does not bind to actual 
estrogen receptors, meaning it has no hormonal side effects. 

● The Master Switch (PGC-1α): By activating ERRα, it recruits the master metabolic regulator 
PGC-1α. This complex travels to your DNA and initiates a cascade of genetic changes that 
mimic the body's response to intense training. 



● The Effects: 
○ Building the Engine: It triggers mitochondrial biogenesis, physically increasing the 

number of "power plants" in your cells. In preclinical studies, this manifested in a 
stunning 70% increase in running endurance in mice after a single dose. 

○ Forcing a Fuel Switch: It dramatically upregulates the gene PDK4, which blocks your 
cells from burning glucose. This forces your metabolism to switch its preference to 
burning fatty acids for fuel. 

○ Muscle Remodeling: It encourages a shift towards fatigue-resistant Type IIa muscle 
fibers, the kind that give elite athletes their stamina. 

Target Pathologies & Preclinical Results 

While biohackers see it for performance, SLU-PP-332 was developed to treat serious diseases: 

● Obesity/Metabolic Syndrome: This was its primary target. In a landmark 28-day study, 
diet-induced obese mice treated with 50 mg/kg (via injection) lost 12% of their body 
weight and accumulated ten times less fat than the control group, despite eating the 
same high-fat diet. This weight loss came entirely from fat, with zero loss of lean muscle 
mass. 

● Sarcopenia & Muscle Wasting: Researchers see it as an ideal partner for drugs like 
Ozempic, to ensure that weight loss is primarily fat, not precious muscle. 

● Heart & Kidney Failure: In mouse models, it has been shown to protect the heart from 
failure under stress and to reverse age-related kidney damage by restoring mitochondrial 
function. 

The Critical Bioavailability Problem 

This is the most important fact to understand about SLU-PP-332. In every successful scientific 
study, it was administered via injection. Its chemical structure makes it poorly soluble, 
meaning it has extremely low to likely non-existent oral bioavailability. The lead researchers 
themselves have stated it needs to be redesigned to be made into a pill. Any oral or sublingual 
version sold on the gray market is scientifically questionable, as the anecdotal doses of a few 
hundred micrograms are a tiny fraction of the calculated effective human dose of over 600 mg. 

 

The Accelerator: BAM-15 (The "Burn" Signal) 

If SLU-PP-332 is the software, BAM-15 is the hardware accelerator. It is a next-generation 
mitochondrial uncoupler that forces your metabolic engine into overdrive by directly 
manipulating the physics of energy production. 

The Deep Mechanism: Controlled Inefficiency 



● Proton Leak: BAM-15 acts as a shuttle, creating a controlled "leak" for protons across the 
inner mitochondrial membrane. This allows the energy potential built up from burning fuel 
to bypass the ATP-producing machinery. 

● Energy as Heat: That "leaked" energy doesn't just disappear; it is released directly as heat. 
This is thermogenesis—the source of the characteristic warmth you feel. 

● Metabolic Panic: To produce the energy (ATP) required for survival, your mitochondria 
must now work frantically, burning a massive amount of fuel (fat and glucose) just to keep 
up with the new, inefficient reality. 

● Superior Safety Profile (vs. DNP): Unlike the notoriously toxic DNP, BAM-15 is highly 
selective for the mitochondrial membrane. It does not disrupt the main cell membrane, 
which gives it a much wider therapeutic window in preclinical models and prevents the 
acute cytotoxicity that made DNP so dangerous. 

Target Pathologies & Preclinical Results 

BAM-15's applications are broad, targeting conditions rooted in metabolic dysfunction and 
inflammation. 

● Obesity & NAFLD/NASH: As its primary application, BAM-15 has shown profound effects. 
It prevents diet-induced weight gain and, due to its preference for accumulating in the 
liver, is highly effective at reducing the dangerous fat buildup seen in fatty liver disease. 

● Sarcopenic Obesity: The results here are perhaps the most astonishing. In a study on aged, 
obese mice (the model for elderly humans who lose muscle and gain fat), ten weeks of 
BAM-15 treatment resulted in the mice losing over 20% of their body fat while 
simultaneously increasing their lean muscle mass by 8% and their functional strength by 
40%. This is a true body recomposition effect rarely seen with any compound. 

● Sepsis & Inflammation: In a lethal mouse model of sepsis, giving BAM-15 at the time of 
infection increased 7-day survival from 25% to a staggering 75%, showcasing potent anti-
inflammatory and organ-protective effects. 

● Cancer & Longevity: It is also being investigated for its potential to selectively kill cancer 
cells with unique metabolic dependencies and for its anti-aging potential by improving 
mitochondrial health. 

The Synergy: Why This Protocol Works (1 + 1 = 5) 

This is where the magic happens. Using either one of these compounds alone is effective, but 
each has a distinct limitation. BAM-15's ability to burn fuel is capped by the size and number of 
your existing mitochondrial "furnaces." You can't burn more fuel than your current hardware 
can handle. Conversely, SLU-PP-332 is a phenomenal architect, building you a bigger and better 
engine, but it doesn't force you to redline it; it simply makes it more efficient at baseline. 

Combining them creates a powerful push-pull dynamic that obliterates these individual 



limitations and is brutally effective for body recomposition. 

● SLU-PP-332 builds a bigger, more powerful, V12 engine. 
● BAM-15 floors the gas pedal on that new V12 engine and holds it there. 

The synergy is profound because BAM-15's metabolic demand is perfectly met by the new fat-
burning hardware built by SLU-PP-332. You're not just running your old engine hot; you're 
building a brand new, bigger one and then redlining it. This creates a massive, inescapable 
demand for fuel that your body is forced to pull directly from adipose tissue. 

Crucially, the powerful "build" signal from SLU-PP-332 acts as a powerful anti-catabolic shield, 
helping to protect your muscle mass from being used as fuel. In a typical aggressive diet, your 
body would start breaking down muscle tissue for energy. In this protocol, however, the cells 
receive a constant command to preserve and enhance the very machinery (your muscle) that is 
burning the fat. This is the key to true body recomposition: stripping away fat while preserving, 
or even enhancing, the look, fullness, and function of your muscle. 

The Build and Burn Protocol: A Practical Guide 

This is a hypothetical protocol based on scientific extrapolation and anecdotal reports from 
biohacking communities. The golden rule is to start low and go slow. Listen to your body. 

Anecdotal and Extrapolated Dosages 

Phase SLU-PP-332 Dosage BAM-15 Dosage 

Week 1-4 500mcg per day (250mg 
AM, 250mg Pre-Workout) 

30mg per day  

Week 5-8 (Optional) 750mg per day (250mcg 
AM, 500mcg Pre-
Workout) 

45-60mg per day (30mg 
AM, 30mg PM) 

Posology (How to Take It): 

● SLU-PP-332: Has a decent half-life. Splitting the dose between morning and pre-workout 
keeps levels stable and maximizes its performance-enhancing benefit during training. 

● BAM-15: Splitting the dose helps manage the thermogenic side effects (feeling hot) and 
keeps your metabolic rate elevated more evenly throughout the day. 

Expected Results: The 4 and 8 Week Transformation 

● At 4 Weeks: You will feel this protocol working. Expect a noticeable increase in body heat 
and sweating (especially at night). Your endurance in the gym will be significantly 
improved. Visually, you'll see a clear drop in body fat, particularly stubborn areas. A 2-4% 



reduction in body fat is a realistic expectation, with muscle looking fuller and harder. 
● At 8 Weeks: This is where true body recomposition shines. The sustained fat loss could 

reach 4-7% or more. You'll appear leaner, more vascular, and more muscular than you did 
8 weeks prior, despite being on a "cut." You're not just losing weight; you're reshaping 
your body's composition. 

Side Effects & How to Manage Them: A Critical Warning 

This is not a free ride. You are pushing your body's metabolic machinery to its limit. The risks 
are real, and some are officially documented. 

1. Feeling Hot & Sweating (from BAM-15): This is guaranteed and a sign the compound is 
working. 
○ Mitigation: Radical hydration. Drink copious amounts of water with added electrolytes 

(sodium, potassium, magnesium) to replace what you sweat out. 
2. Lethargy & Increased Heart Rate (from BAM-15): Your body is working harder 24/7 with 

less efficient energy production. 
○ Mitigation: This often subsides as your body adapts. Monitor your resting heart rate 

and avoid other stimulants. If your RHR is excessively high, lower the BAM-15 dose. 
3. Micronutrient Depletion: Running your mitochondria this hard and fast burns through 

essential cofactors. 
○ Mitigation: Supplementing with high-quality Coenzyme Q10, PQQ, and a B-Complex 

vitamin is theoretically essential to support mitochondrial function and prevent 
deficiencies. 

4. The Unknowns of SLU-PP-332: The long-term effects of chronically activating the ERR 
signaling pathways are entirely unknown. Any human use at this stage is a complete leap 
into uncharted territory. 

This protocol represents the cutting edge of performance and physique biohacking. It's a 
powerful tool, and like any tool, it demands respect, intelligence, and a cautious approach. 

The obscure pharmacology of the build and burn protocol 

Obscure Pharmacology: Hidden and Unexplored Interaction Pathways Between SLU-PP-332 
and BAM15 

Introduction 

The pharmacological profiles of SLU-PP-332, an ERR agonist, and BAM15, a mitochondrial 
uncoupler, independently exhibit promising therapeutic potential for metabolic modulation and 
fat loss. However, beyond their established mechanisms lie obscure and unexplored 
pharmacological interactions that could synergistically amplify their metabolic effects. This 



report delves into these hidden molecular crosstalks and proposes hypothetical but 
mechanistically grounded interaction pathways. 

Novel Interaction Axes and Molecular Crosstalk 

Section 1: Hormonal Amplification Loops—Unlocking Potent Fat Loss 

This section illuminates a sophisticated hormonal interplay between SLU-PP-332 and BAM15, 
revealing how they synergize to supercharge fat loss. SLU-PP-332 primes the body by boosting 
the production of FGF21, a powerful hormone that encourages fat cells to transform into 
calorie-burning powerhouses. When BAM15 steps in, it elevates FGF21 and its companion 
hormone GDF15 even further, intensifying fat oxidation, suppressing unnecessary appetite, and 
enabling sustained thermogenesis. Additionally, BAM15 significantly increases NAD⁺ levels, 
activating the metabolic master regulator SIRT1, which enhances the effectiveness of SLU-PP-
332’s mitochondrial biogenesis signals. Together, these hormonal loops create a potent 
metabolic environment, driving accelerated and sustained fat loss. 

Table 1: Endocrine and Autocrine Amplification Loops 

Interaction Pathway SLU-PP-332 Role BAM15 Role Synergistic Outcome 

FGF21/GDF15 
endocrine loop 

ERR activation 
enhances 
hepatic/muscle FGF21 
expression. 

Mitochondrial stress 
from uncoupling 
increases 
FGF21/GDF15 
secretion. 

Combined increase leads to 
sustained appetite suppression and 
enhanced white-to-beige adipocyte 
transition, amplifying 
thermogenesis and fat oxidation. 

NAD⁺/SIRT1/PGC-1α 
feed-forward 
mechanism 

Upregulates PGC-1α 
gene expression, 
priming metabolic 
pathways. 

Elevates NAD⁺ levels 
via accelerated NADH 
oxidation. 

Prolonged and intensified 
mitochondrial biogenesis and 
oxidative metabolism beyond 
individual capabilities of each 
molecule. 

FGF21–Adiponectin–
AMPK signaling 
cascade 

Enhances adiponectin 
receptor expression in 
muscle. 

Increases systemic 
FGF21 levels. 

Amplified muscle AMPK activation, 
significantly increasing basal fatty 
acid oxidation rates. 

 

 

 

 



Section 2: Revolutionary Mitochondrial Stress Cycles—Renewing Cellular Vitality 

In this segment, we explore how the innovative combination of SLU-PP-332 and BAM15 
initiates powerful mitochondrial renewal processes, transforming energy efficiency at the 
cellular level. BAM15 causes brief, controlled mitochondrial stress through transient ROS 
bursts, compelling the cells to rapidly recycle damaged mitochondria. SLU-PP-332 complements 
this by fueling mitochondrial growth and enhancing cellular resilience. This dual action ensures 
optimal mitochondrial health, significantly improving energy metabolism, longevity, and cellular 
efficiency. Moreover, their joint effect in reducing harmful ceramide molecules alleviates 
metabolic inflammation and insulin resistance, promising profound implications for treating 
obesity and diabetes. 

Table 2: Mitochondrial Stress-Adaptation Cycles 

Interaction Pathway SLU-PP-332 Contribution BAM15 Contribution Proposed Biological Advantage 

Pulsed mito-
hormesis and 
mitochondrial UPR 
(UPRmt) 

Establishes 
mitochondrial biogenesis 
and oxidative 
adaptation. 

Induces transient ROS 
bursts, mitochondrial 
stress. 

Enhanced mitophagy and 
mitochondrial turnover, 
promoting healthier 
mitochondria with higher 
metabolic efficiency. 

Ceramide metabolic 
depletion 

Upregulates acid 
ceramidase, reducing 
ceramide pools. 

Limits ATP availability, 
inhibiting ATP-
intensive ceramide 
synthesis. 

Reduces ceramide-induced 
insulin resistance and 
inflammation, further enhancing 
metabolic efficiency. 

Mitochondrial DNA–
cGAS–STING 
signaling 

Enhances mitochondrial 
integrity, potentially 
limiting chronic mtDNA 
leakage. 

Brief mitochondrial 
stress and transient 
mtDNA release. 

Pulsed STING activation 
promotes adaptive 
thermogenesis without chronic 
inflammatory drawbacks. 

 

 

 

 

 

 

 



Section 3: Dynamic Metabolic Cycles—Fueling Continuous Calorie Burning 

Here, we reveal how SLU-PP-332 and BAM15 orchestrate metabolic futile cycles, dramatically 
boosting the body's baseline calorie expenditure. BAM15 stimulates glycolysis and lactate 
production, pushing the muscles to export lactate continuously. SLU-PP-332 enhances this 
process by increasing lactate transport proteins, creating a relentless energy-consuming loop 
between muscle and liver, akin to running a metabolic treadmill at the cellular level. 
Additionally, by potentially elevating GPR120 receptor expression in fat tissues, SLU-PP-332 
allows the fatty acids released by BAM15-induced lipolysis to activate powerful thermogenic 
and anti-inflammatory pathways. Furthermore, their combination ensures muscles remain 
robust and insulin-sensitive, safeguarding lean mass even during intense fat-loss phases. 

Table 3: Metabolic Futile Cycles and Fuel Handling 

Interaction 
Pathway 

SLU-PP-332 Mechanism BAM15 Mechanism Expected Outcome 

Enhanced Lactate 
Cori-futile cycle 

Increases MCT1 
transporter expression in 
muscle cells. 

Accelerates glycolysis 
and lactate 
production. 

Lactate recycling between muscle 
and liver significantly increases 
systemic ATP consumption, further 
boosting calorie expenditure. 

ERR-GPR120 Axis 
Activation 

Potential ERR-mediated 
upregulation of GPR120 
receptors in adipose 
tissues. 

Elevates free fatty acid 
availability. 

Activates anti-inflammatory and 
thermogenic signaling in 
adipocytes, enhancing fat 
oxidation and metabolic health. 

mTORC2-AKT 
mediated muscle 
preservation 

Primes insulin signaling 
pathways enhancing AKT 
phosphorylation. 

Reduces lipid 
accumulation in 
muscle, improving 
insulin sensitivity. 

Sustains muscle protein synthesis 
and glycogen storage during caloric 
deficits, facilitating body 
recomposition. 

 

 

 

 

 

 

 



Section 4: Neuro-Metabolic Feedback—Revolutionizing Appetite Control 

This compelling section discusses how SLU-PP-332 and BAM15 subtly reprogram appetite 
control pathways, revolutionizing how metabolic therapies can manage hunger. BAM15 slightly 
increases core body temperature, subtly activating specialized neurons in the hypothalamus 
that naturally curb appetite without causing discomfort or anxiety. Concurrently, SLU-PP-332 
amplifies these neurological signals through muscle-derived factors, creating a balanced, 
natural reduction in hunger sensations. Furthermore, by enhancing brain energy availability 
through increased ketone flux and transport, this combination protects cognitive function and 
mood stability, a significant advancement over traditional fat-loss therapies. 

Table 4: Neuro-Metabolic Feedback Loops 

Interaction 
Pathway 

SLU-PP-332 Role BAM15 Role Combined Neurological 
Impact 

Hypothalamic 
POMC neuron 
activation 

Promotes myokine (e.g., 
IL-6) production, indirectly 
affecting hypothalamic 
function. 

Slightly increases core 
temperature, activating 
thermosensitive neurons. 

Enhances central satiety 
signaling, reducing food intake 
without anxiety or typical 
stimulant-related side effects. 

Brain Astrocyte-
Neuronal Ketone 
Shuttling 

ERR activation increases 
neuronal MCT2 
transporter expression. 

Stimulates astrocytic 
ketone production. 

Improved brain energy 
homeostasis and cognitive 
function during periods of 
metabolic stress. 

 

 

 

 

 

 

 

 

 



Section 5: Innovative Pharmacokinetic Enhancements—Maximizing Therapeutic 
Benefits 

The final part showcases an inventive pharmacokinetic interaction where SLU-PP-332 
potentially slows the metabolism of BAM15 by downregulating certain liver enzymes. This could 
prolong BAM15’s effective duration in the bloodstream, stabilizing and extending its fat-burning 
actions with fewer dosage spikes. Incorporating adjunctive natural compounds like piperine or 
bergamottin could further enhance this beneficial interaction, reducing dosing frequency, 
improving patient compliance, and optimizing overall metabolic impact while ensuring safety. 

Table 5: Pharmacokinetic and Metabolic Stability Enhancements 

Interaction 
Mechanism 

SLU-PP-332 
Pharmacokinetics 

BAM15 
Pharmacokinetics 

Pharmacological Implication 

CYP450-
mediated half-
life modulation 

Potential repression of 
CYP450 enzyme expression 
through ERR activation. 

Currently short half-life; 
vulnerable to rapid 
clearance. 

Prolonged half-life and stabilized 
plasma levels of BAM15, reducing 
dosage frequency and enhancing 
overall metabolic benefits. 

 

Hypothetical Protocol for Maximizing Synergy and Safety 

• Core Administration: 
o SLU-PP-332: Low-dose morning administration (≤0.5 mg/day), 5 days on, 2 days 

off. 
o BAM15: Administered in divided doses (20-30 mg total daily), staggered 30-60 

minutes post-SLU administration to maximize mitochondrial responsiveness. 
• Adjunctive Supplementation: 

o Piperine (5-10 mg/day) or grapefruit-derived bergamottin to moderately inhibit 
CYP450 enzymes and prolong BAM15 half-life. 

o Nicotinamide Riboside (250 mg/day) to support elevated NAD⁺ levels, 
enhancing SIRT1-mediated mitochondrial adaptation. 

o L-Carnitine (2 g/day) and Acetyl-L-Carnitine (500 mg/day) to enhance 
mitochondrial fatty acid transport. 

o NAC (600 mg/day) and Coenzyme Q10 (100 mg/day) to mitigate oxidative stress 
and sustain mitochondrial integrity. 

o Electrolyte supplementation to prevent electrolyte imbalance due to increased 
thermogenesis. 

o Adaptogens (Ashwagandha, Rhodiola) to mitigate chronic stress responses 
associated with elevated metabolic turnover. 


