THE COCONUT
OIL PARADOX

Separating Superfood Marketing
_from Lipidological Reality

A BIOCHEMICAL REVIEW OF CARDIOMETABOLIC RISK AND PHYSIOLOGICAL NECESSITY



TWO WORLDS, ONE LIPID

Ancestral Health Atherogenic Burden
Fat Burning | LDL Causality
Thyroid Boost ApoB Particle Count
Superfood | Saturated Fat Load
Natural Cure Systemic Inflammation
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Dietary fat understanding has evolved from a crude ‘Low Fat’ era to a sophisticated ‘Fat Quality’ paradigm.
While marketing champions metabolic magic, rigorous lipidology raises alarms about cardiovascular pathology.




DECONSTRUCTING THE OIL

Molecular Composition Profile

) DOMINANT FATTY ACID: C12

Behaves biochemically as a
solid saturated fat matrix, not a
liquid oil.

Coconut oil is ~90%
Saturated Fat.

Unlike olive or canola oll,

it contains negligible " LAURIC
unsaturated fatty acids. (C12:6)

It contains virtually no
essential fatty acids
(Omega-3 or Omega-6).
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THE MCT “BAIT-AND-SWITCH”
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Caprylic Acid (C8)
TRUE MCT (Portal Vein Absorption)

Direct to Liver

/\/\/\ (Energy)

Capric Acid (C10)
TRUE MCT (Rapid Energy)

Lauric Acid (C12) Packaged into
THE IMPOSTER (Lymphatic System Absorption) Chylomicrons
(Lipid Storage)

True MCTs (C8/C10) bypass digestion for immediate energy. Lauric Acid (C12), which dominates coconut all,
acts metabolically like a Long Chain fat. Research on purified MCT oil cannot be extrapolated to coconut oil.



PROFILING POTENCY: THE ATHEROGENIC ZONE

B Unsaturated Fats | Stearic Acid / Other Saturated [ Unsaturated Fats

" Highest concentration of
o Lauric (C12) and Myristic (C14)
& 75 acids—the most potent
dietary modulators for raising
E LDL cholesterol
(0
L
s
= 50
L =
o
(1]
=)
b
o
O 25
Ly Atherogenic
roge Saturated Fats

(C12, C14, C16)

Coconut Oil Butter Lard Olive Oil




Clinical Editorial

THE CONSENSUS ON LDL CAUSALITY

High Saturated Elevated LDL-C
Fat Intake & ApoB Retention

“Low-density lipoproteins (LDL) are not merely markers
of risk, but causal agents in the development of
atherosclerotic cardiovascular disease.”

— Source: European Atherosclerosis Society (EAS) Consensus Panel

Atherosclerotic
Plaque (ASCVD)

The Metric That Matters:
Cumulative LDL Burden

Risk is a function of
magnitude X duration.
The longer LDL is high,
the higher the risk.




THE ‘LARGE, FLUFFY' FALLACY

Size is a distraction.
Number is the driver.

Every LDL particle contains
exactly one molecule of
Apolipoprotein B (ApoB).

YCONTAINS APOB)  when coconut ailraises
ATHEROGEN]C LDL-C, ApoB usually rises.

A “fluffy” particle is still a
cholesterol delivery vehicle
capable of causing plaque.




Clinical Editorial

THE HDL FUNCTIONALITY PARADOX

High HDL
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@_ Exhibit A: ‘Failed Pharma Trials’ ﬁ Exhibit B: ‘Genetic Evidence'
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. Exhibit C: ‘The Conclusion’ ?

Niacin & CETP inhibitors raised HDL Mendelian randomization shows HDL is a marker of metabolic context,

massively but failed to reduce heart genetic variants that raise HDL do not a magic shield. Increasing HDL
attacks (AIM-HIGH, ACCELERATE). not consistently lower risk. with saturated fat does not cancel

out the damage of elevated LDL.
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HEAD-TO-HEAD: META-ANALYTIC DATA

NEUTRAL / SLIGHT BENEFIT
...Butter / Animal Fat

...Unsaturated
Vegetable Oils
(Olive, Canola, Soy)

Coconut oil may be slightly less

atherogenic than butter, but still
raises LDL.

Coconut Oil
Compared To...

SIGNIFICANT HARM

Coconut oil significantly
increases LDL-C and ApoB
compared to plant oils.

The benchmark for health isn't “Is it better than butter?”—it is “Is it optimal for arteries?”

Compared to non-tropical vegetable oils, coconut oil worsens the lipid profile.




THE WEIGHT LOSS MIRAGE
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Purified Cocoﬁit

c8/C10 Oil

MCT
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Thermogenic. Calorically Dense.
Absorbed via Portal Vein. Absorbed via Lymphatic Systenm.
(Weight Loss Study Source) (Real World Use)

Mechanism: Calorie Displacement.
Systematic reviews show no meaningful weight loss benefit for coconut oil over other fats.
Adding oil to a diet simply adds calories. Without a deficit, there is no weight loss.



CHEMISTRY CHECK: THE THYROID & BUTYRATE MYTH

The Claim The Fact

Marketing suggests coconut oil feeds the = Coconut oil contains negligible Butyric
thyroid with butyrate to boost Acid. Butyrate is found in butterfat and
metabolism. created by fiber fermentation in the gut.

| The 'thyroid rescue' narrative is a mechanistic overreach based on chemical mistaken identity.



TESTOSTERONE: FAT INTAKE VS. ADIPOSITY

High HIGH A Weight Loss /
2 Metabolic Health
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Body Composition
— Key Insight

The Driver of Hormones: Excess body fat drives aromatization (converting Testosterone to
Estrogen). For hormonal health, weight management outperforms saturated fat loading.




ANTIMICROBIAL POTENTIAL: PETRI DISH VS. PHYSIOLOGY

IN VITRO (Test Tube) IN VIVO (Human Body)

DIGESTION

METABOLISM

FATTY ACIDS

Lauric acid destabilizes lipid-coated Dietary intake is digested and metabolized.
pathogens on contact. It does not circulate as a systemic disinfectant.

While topical use supports skin barrier health, there is no clinical evidence
that eating coconut oil cures systemic infections.




PHYSIOLOGICAL REDUNDANCY: DE NOVO LIPOGENESIS

Essential Fatty Acids:
Omega-3 & Omega-6.

@ MUST come from diet

(cannot be made).

Carbohydrates / De Novo Palmitate (C16:0)
Substrates Lipogenesis - Saturated Fat ;
(DNL) Saturated Fatty Acids:

Palmitic/Stearic.

MADE by the body (no
dietary requirement).

The human body synthesizes all the saturated fat it requires for structural
and signaling needs. Saturated fat is a non-essential nutrient.



THE REPLACEMENT PARADIGM

- Saturated Y

Fats
Replacing Saturated Coconut Oil, Butter Replacing Saturated Fat
Fat with Sugar = BASELINE RISK with Unsaturated Fats
= NO BENEFIT = LOWER MORTALITY

Based on NIH-AARP Diet and Health Study (500k+ participants). Health benefits are defined by substitution.



GLOBAL CONSENSUS GUIDELINES

World Health Organization American Heart Association
“Limit saturated fat; “Emphasize replacement of
replace with unsaturated saturated fat with
fats to prevent non- polyunsaturated and
communicable monounsaturated fats to
diseases.” reduce ASCVD risk.”

Guidelines are built on the convergence of epidemiology, Randomized Controlled Trials (RCTs), and genetic data.



Bone White Clinical Editorial #FOFQF7/

THE VERDICT: EVIDENCE OVER HYPE

/ BIOCHEMISTRY
Inter: Coconut oil is mostly Lauric Acid (C12), behaving as a long-chain
saturated fat, not a metabolic super-fuel.

LIPIDOLOGY
It consistently raises LDL-C and ApoB, increasing the cumulative
atherogenic burden on arteries.

Claims regarding thyroid function, weight loss, and testosterone are
mechanistically flawed or extrapolated.

O ENDOCRINOLOGY

PHYSIOLOGY
Humans have no biological requirement for dietary saturated fat.

FOR LONGEVITY AND CARDIOVASCULAR OPTIMIZATION, THE
EVIDENCE UNEQUIVOCALLY FAVORS UNSATURATED PLANT OILS.



