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Body Composition — Harmonism Fat Loss Protocol

Part of the Wheel of Health. See also: Nutrition, Movement, Inflammation & Chronic Disease, The First 90 Days, Monitor.




Core Philosophy

Fat is not the enemy. It is stored energy retained because metabolic flow has been blocked. True fat loss means restoring the conditions under which the body naturally releases stored energy — not merely imposing a caloric deficit through willpower.

The modern fat loss industry operates on a model that fails for most people who attempt it: restrict calories, increase exercise, endure hunger, lose weight, regain it — often regaining proportionally more fat than lean mass, so that body composition worsens across repeated cycles. This is not a failure of individual willpower. It is a failure of the model itself. The calorie-in/calorie-out framework, while thermodynamically true at the level of physics, is physiologically misleading. It ignores the hormonal regulation of fat storage, the metabolic adaptations that occur in response to restriction, the role of sleep and stress in body composition dynamics, and — critically — the difference between losing weight (which often means losing muscle and water) and losing fat (which requires specific hormonal conditions).

Harmonism reframes the question: body composition is a downstream expression of metabolic health. When insulin sensitivity is restored, inflammation is resolved, sleep is optimized, movement is consistent and appropriately demanding, and the nervous system is regulated, fat loss occurs not as a heroic achievement against the body’s resistance but as the natural consequence of metabolic order returning. The body finds its proper weight. The protocol below creates the conditions for this restoration.





Understanding Fat Storage: The Hormonal Model


Insulin — The Master Switch

Fat storage and fat release are governed primarily by insulin, not by caloric arithmetic. Insulin is an anabolic hormone: when elevated, it directs the body to store energy (as glycogen and fat). When insulin falls, the body releases stored energy through fat oxidation. This is not marginal biochemistry or controversial — it is standard endocrinology, yet systematically underemphasized in mainstream nutritional thinking.

The practical consequence is direct: when you eat matters as much as what you eat, and what you eat matters as much as how much you eat. A dietary pattern that maintains insulin chronically elevated — through frequent meals, constant snacking, high-glycemic carbohydrates, late-night eating — locks fat in storage regardless of total caloric intake. A dietary pattern that allows insulin to fall — through time-restricted eating, low-glycemic food choices, circadian meal timing — permits fat oxidation even without the aggressive caloric restriction that conventional models demand.



Visceral Fat — The Inflammatory Organ

Not all fat is equal. Subcutaneous fat is endocrinologically active — the body’s principal source of leptin and adiponectin — though visceral fat is the more inflammatory depot. Visceral fat (around the organs, particularly the liver and pancreas) is metabolically active — it produces inflammatory cytokines (TNF-α, IL-6), aromatase (converting testosterone to estrogen), and adipokines that drive insulin resistance. Visceral fat is both a consequence of metabolic dysfunction and a cause of further dysfunction. It is the primary fat depot that needs to be addressed.

The good news: visceral fat responds first and fastest to the metabolic interventions below. Visceral fat is more metabolically active than subcutaneous fat, which means it is mobilized preferentially when the hormonal conditions for fat release are established.



Leptin and Ghrelin — The Hunger Hormones

Leptin (produced by fat cells) signals satiety to the brain. Ghrelin (produced by the stomach) signals hunger. In metabolic health, these work in elegant balance. In metabolic dysfunction, leptin resistance develops (the brain stops hearing the satiety signal despite high leptin levels), and ghrelin dysregulation creates inappropriate hunger signals. This is why overweight individuals can feel genuinely, physiologically hungry despite carrying months of stored energy.

The solution is not to “override” hunger through willpower (this is the caloric restriction model, and it fails because it is fighting the body’s regulatory systems). The solution is to restore leptin and ghrelin signaling to their proper function. This happens through: sleep optimization (a single night of poor sleep increases ghrelin and decreases leptin), inflammation reduction (chronic inflammation disrupts leptin signaling), fasting (which resets ghrelin baseline), and the removal of hyper-palatable processed foods (which hijack the reward pathways that leptin is supposed to regulate).



Cortisol — The Stress-Fat Connection

Chronic stress elevates cortisol, which drives fat deposition specifically in the visceral compartment. Cortisol also promotes insulin resistance, muscle catabolism (breaking down muscle for gluconeogenesis), and disrupted sleep — creating a cascade that independently prevents fat loss even when diet and exercise are addressed. This is why the stressed executive who eats perfectly and exercises religiously may still carry visceral fat. The missing pillar is Recovery — nervous system regulation, stress management, adequate rest.






The Protocol


The Gold-Standard Formula

Fewer meals + real food + early eating + movement + recovery.

This single sentence captures the protocol. Everything below is elaboration, precision, and the reasoning behind each element.



Phase 1: Metabolic Reset (Weeks 1–4)

The priority in the first four weeks is resetting insulin sensitivity and establishing the meal timing framework. This is not about aggressive restriction — it is about creating the hormonal conditions that unlock fat stores.

Time-Restricted Eating (TRE). Begin with a 14:10 eating window (14 hours fasting, 10 hours eating). Over the first two weeks, tighten to 16:8. The fasting window should encompass the overnight period and extend through the morning — stop eating by 7–8pm, first meal at 11am–12pm. This aligns with circadian biology: insulin sensitivity peaks in the morning and declines through the afternoon and evening. Late-night eating, even of healthy food, drives fat storage because the body’s insulin response is amplified in the evening.

Two to three meals per day. No snacking between meals. Each meal should be complete — adequate protein, healthy fat, vegetables — so that satiety carries through to the next meal without hunger. If genuine hunger persists between meals in the first week, increase meal size rather than adding snacks. The goal is to reduce the number of insulin spikes per day, not to create a caloric deficit through skipping meals.

Protein priority. Target 1.6–2.0g protein per kilogram of lean body mass (not total body weight — estimate lean mass or use a DEXA-derived number from Monitor). Protein is the macronutrient most critical for body composition because it preserves lean mass during fat loss, has the highest thermic effect (the body burns 20–30% of protein calories through digestion alone), and is the most satiating macronutrient per calorie.

Carbohydrate management. Reduce refined carbohydrates and sugar to near-zero. The remaining carbohydrate intake comes from vegetables, legumes, and moderate amounts of whole fruit. For individuals with significant insulin resistance (fasting insulin >10 µIU/mL), a temporary low-carbohydrate approach (below 50–100g net carbs daily) accelerates the restoration of insulin sensitivity. This is a therapeutic phase, not a permanent prescription — carbohydrate tolerance improves as insulin sensitivity is restored.

Fat quality, not quantity. Healthy fats (extra virgin olive oil, avocado, coconut oil, grass-fed butter, nuts, wild fish) should be consumed freely within meals. Dietary fat does not drive insulin and does not impair fat loss when consumed in the context of time-restricted eating and low glycemic meals. Industrial seed oils are eliminated (these are inflammatory and disrupt metabolic signaling at the cellular level — see Inflammation protocol).

Morning hydration. 500ml water upon waking. Black coffee or green tea (no sugar, no milk that would break the fast) is acceptable and may enhance fat oxidation through caffeine’s lipase-activating effect and EGCG’s thermogenic properties.



Phase 2: Movement Architecture (Weeks 3–8)

Movement is added in week 3 (after the metabolic reset has established the hormonal foundation) and structured around three pillars:

Strength training. 3–4 sessions per week, full-body or upper/lower split. Compound movements prioritized: squat, deadlift, bench press, overhead press, row, pull-up (or progressions toward these). 3–4 sets of 6–12 repetitions per exercise. Progressive overload (gradually increasing weight or difficulty).

Strength training is the most important exercise modality for fat loss — not because it burns the most calories during the session (it doesn’t), but because it preserves and builds lean mass. Lean mass is the body’s largest metabolic engine: each kilogram of muscle burns 3–5x more energy at rest than each kilogram of fat. Losing weight without strength training means losing muscle, which lowers metabolic rate, which guarantees weight regain. Losing fat while maintaining or building muscle through strength training is the only path to durable body recomposition.

Walking. 30–60 minutes daily, ideally after the largest meal. Post-meal walking measurably blunts postprandial glucose — Reynolds et al. found roughly 12 percent overall and 22 percent after the evening meal. Walking is also the primary low-intensity fat oxidation activity — at walking pace, the body preferentially burns fat for fuel. Walking does not require recovery, does not increase cortisol, and can be done daily without overtraining risk.

Cardiovascular training. 2–3 sessions per week. Two approaches, used alternately:

Zone 2 (low-intensity steady state): Heart rate at 60–70% of maximum (the “conversation pace” — you can speak in full sentences). 30–60 minutes. This intensity maximizes mitochondrial fat oxidation and builds mitochondrial density — the body’s capacity to use fat as fuel. This is the physiological adaptation most directly relevant to body composition.

HIIT (high-intensity interval training): 20–30 minutes. Short maximal efforts (20–30 seconds) followed by recovery intervals (60–90 seconds). HIIT creates an EPOC (excess post-exercise oxygen consumption) effect — the body continues burning calories at an elevated rate for hours after the session. It also provides the greatest stimulus for VO2 max improvement, which is the single strongest predictor of all-cause mortality. One to two HIIT sessions per week is sufficient; more risks overtraining and elevated cortisol.



Phase 3: Optimization (Weeks 8+)

The metabolic foundation is established. Insulin sensitivity is improving (measurable through fasting insulin on retest). Body composition is shifting. The protocol now deepens.

Extended fasting. Not for everyone, and the exclusions come first: type 1 diabetes, any history of an eating disorder, pregnancy or breastfeeding, underweight, and insulin or sulfonylurea use without a prescriber adjusting the dose. Where none applies, introduce monthly 24-hour fasts (dinner to dinner). After 2–3 months, and only if the 24-hour fasts have been uneventful, a quarterly 48–72 hour fast can be considered for deeper autophagy and metabolic flexibility training — the gate is how the body handled the shorter fast, not the calendar. These are not required for fat loss; they accelerate metabolic adaptation and provide the autophagy benefits described in Cancer-Prevention. Break fasts gently — bone broth, then light protein and vegetables — and know what the gentleness is for: refeeding syndrome, a shift of phosphate, potassium and magnesium into cells in the first days of eating again, can cause arrhythmia and respiratory failure after longer fasts in anyone depleted; a fast that ends in weakness, palpitations, confusion or swelling goes to a clinician the same day. Full exclusions and the physiology in Fasting Protocols.

Metabolic flexibility. The goal is a body that can seamlessly shift between glucose and fat as fuel sources. A metabolically flexible individual can fast comfortably, exercise in a fasted state without energy collapse, and eat carbohydrates without dramatic insulin spikes. This is assessed through: subjective experience (can you skip a meal without irritability or cognitive decline?), morning fasted glucose (stable and low), and ketone measurements (the ability to produce ketones during fasting — 0.5–1.5 mmol/L after an overnight fast indicates good fat oxidation capacity).

Retest and adjust. Repeat the Monitor baseline: fasting insulin, glucose, HbA1c, lipids, inflammatory markers, body composition (DEXA or bioimpedance). Compare with starting values. Adjust macronutrient ratios, training volume, and carbohydrate tolerance based on objective data.






Supplementation for Body Composition

These are precision tools, not substitutes for the protocol above. Use in response to measured need.

Berberine — 500mg, 2–3 times daily with meals. A natural insulin sensitizer with efficacy comparable to metformin in clinical trials. Activates AMPK (the cellular energy sensor that promotes glucose uptake, fat oxidation, and mitochondrial biogenesis). Particularly useful for individuals with significant insulin resistance.

Omega-3 (EPA/DHA) — 2–3g daily. Reduces inflammation, improves insulin signaling, and may directly affect adipocyte (fat cell) metabolism by promoting fat oxidation over storage.

Magnesium — 300–400mg daily (glycinate or threonate). Magnesium deficiency impairs insulin receptor function. Correction of deficiency alone improves insulin sensitivity measurably.

Chromium — 200–400mcg daily (as chromium picolinate). Enhances insulin receptor sensitivity and glucose uptake. Modest but consistent effect in multiple trials.

Green tea extract / EGCG — up to 300mg daily, taken with food. EFSA associates supplemental doses at or above 800mg/day with hepatotoxicity, and fasted-state dosing raises absorption and risk; the older 400–800mg recommendations circulating in the fat-loss literature sit on the harm threshold.

L-carnitine — 1–2g daily. Shuttles fatty acids into mitochondria for oxidation. Most effective in individuals with suboptimal carnitine levels (common in vegetarians and older adults).





What This Protocol Is Not

It is not a crash diet. It is not calorie counting as the primary lever. It is not about willpower against hunger — if the protocol is working, hunger normalizes because insulin and leptin signaling are restored. Persistent hunger is a signal that something upstream is still dysregulated (usually sleep, stress, or insufficient protein/fat at meals).

It is not weight loss for its own sake. Harmonism does not care about a number on a scale. It cares about body composition — the ratio of lean mass to fat mass, and specifically the reduction of visceral fat. A person who gains 3kg of muscle while losing 5kg of visceral fat has transformed their metabolic health even though the scale only moved 2kg.

It is not temporary. The metabolic environment created by this protocol — time-restricted eating, real food, consistent movement, adequate sleep and recovery — is the permanent operational baseline for a sovereign body. “Going back to normal” after reaching a target weight means going back to the metabolic dysfunction that created the problem. The protocol is the new normal.





The Wheel Integration

Fat loss pursued in isolation from the other pillars will either fail or succeed only at a cost. Sleep deprivation drives fat storage through leptin/ghrelin disruption and cortisol elevation — you cannot out-exercise chronic poor sleep. Chronic stress drives visceral fat deposition specifically — you cannot out-diet chronic stress. Chronic inflammation drives insulin resistance — you cannot out-fast systemic inflammation. Dehydration impairs fat metabolism at the cellular level. Toxic load stored in adipose tissue mobilizes during fat loss — without adequate Purification, this creates secondary inflammatory burden.

The Wheel is not a collection of independent mechanisms. It is a unified system, and body composition is the visible expression of the entire Wheel’s alignment. When the Wheel rotates in proper order — sleep protected, stress regulated, inflammation resolved, nutrition clean, movement consistent, toxins clearing — the body naturally finds its composition. The protocol above accelerates and structures this process. The Wheel itself sustains it. Change the diet alone and the weight returns. Restore the entire Wheel, and the weight stabilizes as a reflection of genuine metabolic health.



See also: Wheel of Health, Nutrition, Movement, Monitor, Sleep, Recovery, Inflammation & Chronic Disease, Cancer Prevention, Diabetes-Protocol, The First 90 Days, Supplementation, Biggest Levers
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