Reversing
Atherosclerosis

What Six Major Clinical Trials
Reveal About Diet, Plaque, and
Cardiovascular Risk
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Atherosclerosis is a downstream disease, not inevitable aging.
The Mechanism

Plaque builds up as a slow-growing ‘scab’ of cholesterol, immune cells, and fibrous tissue
inside the artery wall, progressively narrowing the pathway for oxygen-rich blood.

Calcified
Plaque

@ Vulnerable & Dangerous

() Non-calcified.
Prone to rupture, triggering

clots that cause acute =20 Hardened calcium
heart attacks or strokes. deposits.

() Indicates long-term
inflammation.

&y More stable, but severely
restricts blood flow over
time.

) Stable but Restrictive




CAC Score (Coronary
Artery Calcium)

CT scan detecting hardened
calcium. Highly correlated with
long-term risk but completely
misses dangerous soft plaque.

QCA (Quantitative
Coronary Angiography)

Invasive catheter dye test.
The 1990s gold standard.
Measures the lumen diameter
(opening) but misses plaque

expanding outward into the wall.

Tracking plaque requires precise diagnostic technology.

IMT (Carotid Intima-
Media Thickness)

Neck ultrasound measuring
artery wall thickness. Captures
early changes long before
calcium forms.

CTA (CT Angiogram) + Al

Non-invasive, cutting-edge scan.
Uses Al tools to quantify exact
volumes of both soft and hard
plaque within the walls.



Randomized Controlled Trials isolate diet from medication.

The following six trials are specifically selected because their RCT structure isolates the
independent effect of nutritional intervention.

Observational Case Studies Randomized Controlled Trials (RCT)
O Interventmn Group
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Which one Definitive,
worked? Cﬂntrm Group Isolated data.

Without a control group on identical medication
eating a standard diet, it is impossible to know if
the diet drove the plaque regression.



o wores 1990 Lifestyle Heart Trial o -
demonstrates early promise -17% Stenosis
without statins. For strict adherers at 5 years

Demographic:

Intervention:

Measurement:

Key Outcome:

Clinical Impact:

Moderate to severe coronary artery disease.

Severe vegetarian diet (<10% fat) + aerobic exercise + stress
management. No lipid-lowering medications allowed.

QCA (Lumen diameter).

Strict adherers improved stenosis (narrowing) by 17%.
The control group worsened by 27.5%.

Massive drop in cardiac events—less than one event per person in the
lifestyle group versus more than two per person in standard care
text).




® o 1992 STARS Trial proves diet
and medication actively (Widening)
widen arteries.

90 men with established coronary

Demographic: ..t disease and high cholesterol.

-0.2mm -0.03mm
(Narrowing) (Stable)

Three arms; Usual Care vs. Low-Fat

Intervention: Diet vs. Low-Fat Diet + Cholestyramine.

Measurement: QCA.

_ Control group arteries narrowed.
Key Outcome:  pjet-only stabilized. Diet + Drug

group saw arteries actively widen.

o Dietary changes alone halted
Clinical Impact: progression, while adding medication Control Diet Only  Diet + Drug

pushed arteries into active regression.



1994 SCRIP Study highlights o L o

the power of comprehensive 47 /0 40 /0

risk reduction. Artery Cardiac
Narrowing Rate = Hospitalizations

@ 1994 Demographic: 300 adults with confirmed coronary artery disease.

T etiar Intensive lifestyle (low-fat, exercise, smoking cessation) PLUS
: lipid-lowering meds when needed, versus standard medical care.

Measurement: QCA over 4 years.

Key Outcome: The rate of artery narrowing in the lifestyle group was cut nearly in
half compared to usual care.

25 cardiac hospitalizations in the intervention group versus 44 in the

Clinical Impact: control group—proving that managing total risk factors definitively

protects patients.



@ 2013 2013 PREDIMED Study
validates primary prevention
through fat quality.

Demographic:

Intervention:

Measurement:

Key Outcome:

Imaging
Impact:

~30%

Event
%ﬁ’ Reduction

EVOO Mlxed Nuts

Over 7,000 high-risk individuals with no diagnosed
cardiovascular disease.

Mediterranean Diet + EVOO vs. Mediterranean Diet + Nuts vs.
Low-Fat Control.

Major cardiovascular events, plus an IMT ultrasound sub-study.
~30% reduction in cardiac events in both Mediterranean groups.

Control group arteries worsened. The EVOO group stabilized, while
the nuts group showed measurable regression in plaque height and
artery thickness.



2022 CORDIOPREYV Study confirms
secondary prevention efficacy.

Demographic: = 939 adults with established coronary heart |
disease. Medications like statins were 0\
present and statistically controlled for. N o s

Intervention: Mediterranean Diet (35% fat) vs. Low-Fat |
Diet (<30% fat recommendation).

Measurement:  IMT over 5 and 7 years. o Sy o

Key Outcome: | The Mediterranean group showed o

significant decreases in IMT, plaque height,
and total plaque burden. The low-fat

oo Cardiovascular

Clinical Impact: A heavily validated reduction in actual

@
cardiovascular events over a 7-year
real-world span. ve n I s




Real-world adherence exposes the low-fat dietary fallacy.

The Mediterranean Advantage: Dietary interventions succeed when they focus on the quality of fat
rather than outright restriction. Substituting saturated fats with mono- and polyunsaturated
fats reduces inflammation and actively improves endothelial function.

Theoretical Low-Fat Real-World Low-Fat
Rarely Achieved (<20% fat). Difficult Common Reality (32-34% fat). Healthy fats are
to sustain long-term. incorrectly substituted with refined, low-fiber

carbohydrates, worsening metabolic markers.




2021 DISCO-CT Trial isolates the reversal of

vulnerable soft plaque.

Demographic: 89 adults with non-obstructive atherosclerosis,
already on optimal medical therapy (statins).

Intervention: DASH Diet + exercise vs. Medical Therapy
alone.

Measurement: Al-analyzed CTA (separating soft vs. hard
plaque).

Key Outcome: Over 67 weeks, total plaque slightly increased
in both groups. However, the dangerous, non-calcified soft
plaque decreased significantly by 1.7% in the lifestyle group.

Clinical Impact: Diet definitively changes the structural
composition of plaque, making blockages much less likely to

rupture.

-1.7%

Non-Calcified




The scientific consensus strongly
supports dietary intervention.
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The Verdict The Mechanism The Ultimate Benefit
Yes, diet alone can stabilize Nutritional shifts lower APOB, Even modest imaging improvements
atherosclerosis, modestly reverse reduce systemic inflammation, and translate to massive, real-world
plaque volume, and drastically alter lower blood pressure—addressing reductions in the risk of suffering a

plaque composition. the upstream physiological drivers. fatal cardiovascular event.



Actionable clinical takeaways prioritize
timing and nutritional quality.

1. Act Early (Primary Prevention) 2. Fat Quality > Macronutrient Ratios
The PREDIMED trial proved that adopting a The era of blanket low-fat recommendations is over.
cardioprotective diet reduces event risk by Consistently replacing saturated fats with unsaturated
nearly a third before a first heart attack or stroke fats, and swapping refined carbohydrates for fiber-
occurs. Prevention must begin immediately, rich legumes and whole grains, creates the optimal

regardless of age. biological environment for plaque stabilization.



Optimal longevity requires stacking lifestyle
with medical therapy.

+ o, =

Targeted Diet

Do Not Substitute

If a physician prescribes a statin or
lipid-lowering therapy, it should never be
viewed as an alternative to dietary change.

Optimal Medical Exponential
Therapy Protection

The Multiplier Effect

Trials like SCRIP and DISCO-CT demonstrate that medications and lifestyle

changes do not just add their benefits together—they multiply them. Even patients
on maximum statin therapy experience measurable, independent reductions in

dangerous soft plaque when they adopt intensive dietary improvements.



The Atherosclerosis Defense Matrix

Shift From Shift To
High Saturated Fat Intake —_— J ?é%%{gpﬁggﬂgzgr;wd Fats
Refined Carbohydrates —_ “ Eééﬁ:liﬁf Whole Grains and

. . : Stacking optimized nutrition with
Relying solely on lipid-lowering drugs — « prescrige dpme dical therapy

Atherosclerosis is not an inevitable consequence of aging. You possess the
agency to stabilize and alter the course of cardiovascular disease.



