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Forewords

Calorie Restriction - CR: chronic reduction (20-40%) of the caloric intake without malnutrition.

Intermittent Fasting - IF: dietary approach based on switching between fasting states and

feeding states; any fasting state can last 16 to 48 hrs and IF can be combined with any dietary
protocol.

Prolonged Fasting - PF: form of fasting which lasts more than 72 h. Typically, a PF lasts 4-7 days,
and it can be periodically repeated.

Fast Mimicking Diet - FMD: prolonged and periodic fasting protocol which does not consider
the whole abstinence from food.

All these forms are examples of “Dietary Restriction”



Fast Mimicking Diet



Fast Mimicking Diet
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Fast Mimicking Diet
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Fast Mimicking Diet

1 1000-1100 kcal 10% protein
34% carbs
56% fats

2.5 750-800 kcal 9% protein
47% carbs
44% fats

©
(transition day) Progressive caloric re-increase Gradual reintroduction:
- Whole unrefined carbs
- Proteins (first vegetables, than
fish, eggs, meat, etc.)
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Fast Mimicking Diet

FMD FMD

1-6 months



Fast Mimicking Diet

Action against multifactorial

diseases Awakening the
(tumors, MS, rejuvenation from
neurodegenerative within.

diseases, CVD, etc.).

Fasting is at the foundation of
the body’s ability to protect,
repair and rejuvenate itself.




Regeneration From Within
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“The cellular and molecular mechanisms by which IF and FMD
improve health and counteracts disease processes involve dactivation of
adaptive cellular stress response signaling pathways that enhance
mitochondrial health, DNA repair and autophagy.

PF also promotes stem cell-based regeneration as well as long-lasting
metabolic effects.”

Impact of intermittent fasting on health and disease processes. Mattson, Longo, Harvie, 2016



https://www.ncbi.nlm.nih.gov/pubmed/27810402

How can Fasting work against Neurodegeneration?




Neuroprotection

1990s general hypothesis:
Ageing is a major risk factor for neurodegenerative disorders.

Synaptic plasticity
Enhanced cognition
Enhanced neurogenesis
Reduced inflammation
Enhanced autophagy

Increased
parasympathetic tone

Fasting may protect neurons from
Genetic factors & Environmental factors.

Fasting can counteract ageing processes.
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Neuroprotection

The mechanism(s) by which |IF protects against synaptic
dysfunction and cognitive deficits (in mouse models and thus in
humans) is unknown, but may include:

- reduction in oxidative stress and inflammation;
- preservation of mitochondrial function;
- increased neurotrophic factor signaling and autophagy.



Neuroprotection - BDNF

e Supports survival of existing neurons;

e Encourages growth and differentiation of new neurons and synapses through
neurogenesis;

e Stimulates mitochondrial biogenesis;

e Contributes positively toward memory, learning and thinking;

e Exhibits anti-depressant activity.

Benefits of BDNF

Conversely, BDNF deficiencies have been linked to developmental disorders and depression.
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Neuroprotection - Insulin

The process of ageing is closely related to insulin.

Fasting

e Actson the insulin/IGF-1 pathway
e |mproves insulin sensitivity and lower circulating insulin levels (20-31%)

e |eadsto asignificant reduction in blood sugar levels (3-6%)

= Can positively affects the insulin-mediated effects on ageing and
neurodegenerative diseases.



Summing Up

Benefits of Fasting
e It stimulates the reduction of both visceral fat and metabolic risk factors
e |t activates and up-regulates of the anti-aging pathways
e It increases the autophagy
e It givessupport and strength to the immune system
e |t decreases inflammatory- and oxidative molecules expression

e It enhances cognitive functions and memory

e It protects the nervous system from degeneration both directly and

Fasting is at the foundation of the body’s ability

to protect, repair and rejuvenate itselr.
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Fast Mimicking Diet

Significant reduction in C-Reactive Protein;

72 hours+ within optimal ketosis (ketones of 1.5+ mmol/L);
Reduction in body fat by 0.5%+ sustained for at least 1 week
following FMD - i.e. no immediate bounce-back;

Significant reduction in IGF-T;

Absence of significant increases in measures of stress, adrenal

stress, heart rate variability or sleep quality.



DR-IF mediated changes for healthy aging of Man
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