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Carbohydrate Restriction as the FIRST approach in Diabetes 

Management



The Elephant in the Conference Room: Even a Small Increase in 

LDL (Bad Cholesterol) Increases One’s Risk of a Heart Attack

You lost weight, 
lowered your

BP/TGs, increased 
your HDL, but I’m 
worried about your 

LDL



“saturated fat … increases blood cholesterol, damages arteries 

and leads to coronary disease.” 

Ancel Keys, 1961



Nobel Prize Winners Declare LDL Guilty of Causing Heart Disease
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Fear of the Highest Cholesterol – Justified? 
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Familial Hypercholesterolemia: 

An Inevitable Early Coronary Death Sentence?



Tests of the Hypothesis That Cholesterol Causes Atherosclerosis

1 – There should be a high rate of premature death in people 

with Familial Hypercholesterolemia

2 – Pharmacological reduction of cholesterol should reduce 

the rate of coronary events and mortality



No Overall Adverse Effect of High Cholesterol on Longevity

Normal Lifespan In People With Familial Hypercholesterolemia
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Higher LDL is Associated with Equal or Greater Longevity



Does Pharmacological Reduction of LDL Improve CVD Outcomes?

Statins:

Reduce LDL

CETP

Inhibitors:

Reduce 

LDL and 

Increase 

HDL



2 Decades of Failure: No CVD Benefit to Pharmacological Increase 

of HDL and Reduction of LDL with CETP Inhibitors



Statins as “Wonder Drugs”

36% Reduced Risk of a Heart Attack!
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The Actual Difference in Treated (Atorvastatin) versus Untreated 

(Placebo) Groups is About 1%

98.1% Atorvastatin

97% Placebo

Difference = 1.1%

Drug vs Placebo
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How Can the Effect be 1.1% as well as 36%?
(read the fine print)



98.1% Atorvastatin

97% Placebo

Difference = 1.1%

Drug vs Placebo
1.1% : 3% = 36%
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Under ideal Conditions only 1/100 patients will Benefit



Statins Lose Their Appeal When the Real 

Effectiveness Data is Shown



JUPITER Study – Crestor



Little if Any Evidence of an All-Cause Mortality BenefitA Clinical Conference Presentation of the JUPITER Study: 

“Impressive” 44% Reduction in Coronary Events



Little if Any Evidence of an All-Cause Mortality Benefit
A Sobering Closer Look at JUPITER

Study 

Terminated at 

1.9 years



Scale

The Study was Terminated Prematurely at 1.9 Years 

on an “Ethical Basis”

Study 

Terminated at 

1.9 years
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* **

98.4% Rosuvastatin

97.2% Placebo

Difference = 1.2%

Drug vs Placebo

Placebo
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JUPITER Study – Statistical Alchemy

How to Turn a Miniscule 1.2% Effect into a Spectacular 44% Effect  
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1% is better than nothing – right?



Numerous Adverse Side Effects of Statins: 

Erectile Dysfunction/Low Testosterone, Kidney Disease, Muscle Atrophy



Side Effects: Type 2 Diabetes, Impaired Motor Performance, Mitochondrial 

Dysfunction, Cataracts, Acute Renal Failure, Cancer and Liver Dysfunction
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Little if Any Evidence of an All-Cause Mortality Benefit



3. The small benefits of statins are Offset by their Adverse Effects

2. Deceptive Practices (Use of Relative Risk) Have Created the 

Appearance of Statins as “Wonder Drugs”

1. Elevated Levels of Cholesterol, per se, are NOT Inherently 

Atherogenic (e.g., elderly with high cholesterol live longer)
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Activation of Coagulation Factors and/or Reduced Fibrinolysis 

Linked to Risk Factors for CVD

Smoking

Advanced Age

Inflammation

Hypertension

Obesity/Metabolic Syndrome
High Blood Glucose

T2 Diabetes

Psychological 

Stress

Subset of Familial

HypercholesterolemiaBacterial 

Infection

Clot Formation 

and Degradation



My Decade-Long Journey To Treat My “Dyslipidemia” With LCD

A Tale of Deception and Enlightenment
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The Diet-Heart Hypothesis:
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 Cardiovascular Disease

There has been a continuing offensive 

against saturated fat and cholesterol

Supported by key opinion leaders 

sponsored by food and drug 

companies



The Diet-Heart Hypothesis:

Dietary Saturated Fat 

Increase in Serum Cholesterol 

 Cardiovascular Disease

High levels of cholesterol (LDL-C) do not 

promote premature death, and are beneficial 

toward  a reduced rate of morbidity and 

death from infection and cancer

There has been a continuing offensive 

against saturated fat and cholesterol

Supported by key opinion leaders 

sponsored by food and drug 

companies



The Diet-Heart Hypothesis:

Dietary Saturated Fat 

Increase in Serum Cholesterol 

 Cardiovascular Disease

High levels of cholesterol (LDL-C) do not 

promote premature death, and are beneficial 

toward  a reduced rate of morbidity and 

death from infection and cancer

Despite praise from pharma-supported 

researchers, cholesterol reduction 

produces miniscule benefits with 

offsetting adverse side effects

There has been a continuing offensive 

against saturated fat and cholesterol

Supported by key opinion leaders 

sponsored by food and drug 

companies



The Diet-Heart Hypothesis:

Dietary Saturated Fat 

Increase in Serum Cholesterol 

 Cardiovascular Disease

High levels of cholesterol (LDL-C) do not 

promote premature death, and are beneficial 

toward  a reduced rate of morbidity and 

death from infection and cancer

The primary target for CVD  protection 

should be hypercoagulation, preferably 

through optimizing diet and lifestyle 

Despite praise from pharma-supported 

researchers, cholesterol reduction 

produces miniscule benefits with 

offsetting adverse side effects

There has been a continuing offensive 

against saturated fat and cholesterol

Supported by key opinion leaders 

sponsored by food and drug 
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