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By Peter Senior, 19 June 2021
The objective: find out whether or not cognitive decline (CD), Alzheimer’s Disease (AD)
and related effects can be slowed, reversed and/or prevented.
Hypothesis: the standard medical view that CD and AD can at best be partly alleviated and
that the is no way to reverse it may be false, depending on the individual.
This paper comprises an initial list of key overall findings followed by a chronological list of
specific findings that appear to be significant.
The most promising finding to date is Dr Dale Bredesen’s protocol and his two books.
Both are described in some detail and assessed in this paper, together with several details of
Dr Bredesen’s ReCODE protocol. A 52-minute video interview with Dr Bredesen, 4
September 2019, provides a comprehensive introduction, including his comment: “We’ve
never seen a case of cognitive decline where there are less than 10 primary causes.”
https://www.beingpatient.com/dale-bredesen-lifestyle-changes-prevent-alzheimers/

Key findings to date
1. There is now ample compelling evidence that CD and AD can at least be delayed,
sometimes reversed and often prevented by applying appropriate remedial actions.
2. Dr Bredesen’s protocol, advice and life-style proposals demonstrate the most
comprehensive and promising approach available at present.
3. The sooner diagnosis and appropriate remedial actions are started, the sooner positive
results will be achieved.
4. Some of the largest organisations, including government and medical bodies, are the
least optimistic, indicating little can be done to improve CD and AD. There is at least
a suspicion that major organisations, including ‘Big Pharma’, are primarily interested
in a single ‘magic pill’ that will greatly enhance their profits.
5. If the causes of CD and AD are indeed multiple and personalized, as Dr Bredesen has
demonstrated, the option of a universally effective single ‘magic pill’ would be
excluded and could at best only be effective occasionally and randomly. Note: Dr
Bredesen's comment: “We’ve never seen a case of cognitive decline where there are
less than 10 primary causes.”
6. If there was such a treatment as the single cure-all ‘magic pill’, it surely would
already have been discovered, developed, tested and widely marketed, most likely by
one or more of the major international pharmaceutical companies.
7. All significant official bodies and medical people and bodies associated with CD and
AD recognise and warn about the massive dangers CD and AD presents for the future,
including the current and fast-growing costs to countries for medical and care
treatment.
8. Several of articles, videos etc. noted in this paper contain a few aspects that are
covered in Dr Bredesen’s protocol and life-style approach, but with few additions. A
few, such as the well-known Dr Mercola (page 50), include reference to Dr
Bredesen’s ReCODE protocol.
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9. Most of the single approach solutions offer minimal diagnosis or validation, but
several indicate some significant successes in individual cases.
10. All cases described by Dr Bredesen in his books as treated successfully exhibited
major issues. None of the cases involved only mild issues. It is possible these mild
cases would not exhibit the medical shortfalls revealed by Dr Bredesen’s ReCODE.
However, the old adage ‘prevention is better than cure’ remains prescient.
11. At this stage, no specialists have been identified in Australia that are able to, or wish
to, fully apply the ReCODE protocol.
12. Dr Bredesen’s ReCODE appears to parallel the stomach ulcer about-turn. In 1982 two
Australian scientists upset medical dogma by proving a bacterium, helicobacter
pylori, causes stomach inflammation, ulcers and cancer, and so won the 2005 Nobel
Prize for Physiology or Medicine yesterday. The findings went so against medical
thinking that it took many years for an entrenched medical profession to accept it,
even then, reluctantly. Possibly another such breakthrough is in the process of
emerging for CD and AD?
13. Dr Bredesen has released a new book now available on Amazon’s Kindle – the
printed version will be available on 20 October 2020: The End of Alzheimer's
Programme: The Practical Plan to Prevent and Reverse Cognitive Decline at Any
Age.
14. Dr Bredesen’s new book is another ‘must-read’. It is packed with practical approaches
as well as explanations about how to treat CD and Alzheimers. As noted below, it
would be wise for suffers and their carers to work with an empathetic doctor or other
health professional in order to plan and apply a practical route through the very
detailed and elaborate process recommended. But, again, Dr Bredesen’s approach is
the only one available to date that is likely to treat CD and Alzheimers successfully.
15. Dr. Bredesen latest video (78 minutes, 29 October 2020) is compelling viewing. Dr
Bredesen discusses plasmalogens with Dr. Dayan Goodenowe, its effect on cognitive
decline and effective remedial actions.
16. It is strongly recommended that all people interested in the subject should view the
84-minutes video Broken Brian, 20 August 2020:
https://www.youtube.com/watch?v=B6pETdb6hKE
17. Also check the latest section Page 69 about the Aducanumab Debacle.
Further updates will be provided shortly.
Index of contents:
Page 4 - Dr Dale Bredesen: End of Alzheimer’s. Description of book, protocol and articles
Page 12 - Summary of key tests for ReCODE Protocol
Page 16 - Adam MacDougall, News.com (summary of Dr Bredesen’s work)
Page 20 - The Buck Institute for Research on Aging
Page 20 - MoCA brain test
Page 20 - Brian exercises
Page 20 - Souvenaid
Page 20 - MCT oil
Page 20 - Ashwagandha, an Indian herb
Page 20 - The APOE gene
Page 20 - Redimind mixture / tonic (Nutreance)
Page 22 - Mayo Clinic
Page 22 - Webmd.com
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Page 22 - National Institute of Aging
Page 22 - Dementia.org
Page 23 - Alzheimer’s Natural Treatment Options, Dr Josh Axe
Page 23 - New Scientist article
Page 23 - UK National Health
Page 25 - UCLA research May 2017
Page 25 - Natural News article
Page 27 - ScienceAlert.com article
Page 28 - ScienceDaily.com (2 articles)
Page 28 - Harvard Medical School
Page 29 - NCBI National Centre for Biological Information
Page 30 - Medical News Today – article
Page 30 - TED video
Page 30 - Dietician Amylee Amos
Page 31 - 7th BioCeuticals Research Symposium, May 2019
Page 31 - YouTube TED talk, Oct 17, 2015:
Alzheimer’s Is Not Normal Aging — And We Can Cure It
Page 31 - Collective Evolution, 2018 article
Page 32 - The Neuro Development Centre, Providence, Rhone Island, USA
Page 34 – Life Extension
Page 37 – Alzheimers Association
Page 38 - UC Berkeley School of Public Health
Page 38 - World Health Organisation (WHO)
Page 38 - Emory University – ADRC Research Centre
Page 39 - Wikipedia
Page 40 - Agency for Healthcare Research and Quality, US Dept of Health
Page 40 - FamilyDoctor.org
Page 41 - Functional Medicine Coaching Academy (training for Dr Bredesen’s protocol)
Page 43 - SharpAgainNaturally
Page 44 - Healing Advocates
Page 44 - Curing Alzheimer's with Science and Song, 25 min video
Page 45 - MCT and coconut oil
Page 45 - Dementia is preventable through lifestyle. Start now
Page 46 - The latest news on Alzheimer’s disease and brain health research
Page 46 - Biogen Revives Aducanumab
Page 46 - MIT Scientists Reveal Brain Rhythm Role In Alzheimer's Research
Page 47 - The End of Alzheimer’s, 67-minute interview, Dr Michael Fossel
Page 47 – Keto-nutrition, Dr Dominic D’Agostino
Page 48 - The link between diet, exercise and Alzheimer’s
Page 49 - Diagnosing Alzheimer’s Disease
Page 49 - What is Alzheimer disease? A simple explanation
Pages 49-51 Eight articles that explain how meditation can improve mental health
Page 51 - Cacao, a power drug for the brain
Page 52 - Harvard Medical School. Is my forgetfulness normal?
Page 54 - Analysis by Dr Joseph Mercola, 7 November 2019
Page 55 - Eat more citrus fruits & cucumbers, NaturalNews.com
Page 55 - Benefits of Ashwagandha
Page 55 - Distributed memory: the brain in the heart
Page 56 - Biogen aducanumab
Page 56 - Sound Therapy
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Page 57 - Drugs That Quell Brain Inflammation Reverse Dementia
Page 57 - How to Slow Aging (and even reverse it)
Page 57 - Another Alzheimer’s Vaccine Moves Closer to Human Trials
Page 58 - Biogen Plans to Buy Early-Stage Alzheimer’s and Parkinson’s Treatment
Page 59 - How Flavonols, Found in Fruit and Tea, Can Stave Off Alzheimer’s
Page 60 - A non-invasive ultrasound technology
Page 60 - The Neuroprotective Effects of Astaxanthin
Page 561 - Viruses and Bacteria Change Our Brains. What Can That Teach Us About
Alzheimer’s?
Page 62 - 'Three little pigs': Musk's Neuralink puts computer chips in animal brains
Page 63 - User Reviews & Ratings - donepezil oral
Page 63 - Colloidal Silver as a cure for many diseases, possibly Alzheimers
Page 64 - Anticholinergics Can Quadruple Cognitive Decline Risk
Page 66 - UCalgary lab identifies a way to interrupt progression of Alzheimers
Page 67 - Link Between Alzheimer’s and Gut Confirmed
Page 69 - Far Reaching Implications of the Aducanumab Debacle, 19 June 2021

(Analysis, Conclusions and Summary – to come)
----------------------------------It is strongly recommended that all people interested in the subject should view the 84minutes video Broken Brian dated 20 August 2020:
https://www.youtube.com/watch?v=B6pETdb6hKE
The video covers: How Alzheimer’s disease in the years to come will be a rare disease (3:09)
- Why we need to change the way we think about medicine and health (10:15)
- Why amyloid plaque is not the cause of Alzheimer's (13:37)
- Cognitive decline and nocturnal oxygen desaturation (16:59)
- The global statistics on Alzheimer’s and cognitive decline (18:39)
- How brain changes can be detected 20 years before Alzheimer’s symptoms are evident
(22:38)
- How toxic exposure can lead to cognitive decline (44:26)
- What you can do today to prevent cognitive decline (54:43)
- How to assess your risk for neurodegenerative diseases (1:05:52) - The backlash Dr.
Bredesen has faced for his work (1:13:48)
- Where to learn more about Dr. Bredesen (1:22:17)
Dr. Bredesen is on Instagram @drdalebredesen, on Facebook @drdalebredesen, on Twitter
@drdalebredesen, and his website is https://www.apollohealthco.com. Also mentioned in this
episode: - Cognoscopy - https://www.apollohealthco.com/soluti... - https://www.apoe4.info
Note: Dr Bredesen can be contacted at www.drbredesen.com . Re-CODE and related
services can be viewed at www.mycognoscopy.com or www.apollohealthco.com
Dr Dale Bredesen’s second book:
THE END OF ALZHEIMER’S PROGRAMME The Practical Plan to Prevent and Reverse
Cognitive Decline at Any Age.
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This second book follows on and expands on Dr Bredesen’s first book discussed at length
below. It both complements and provides considerable new material focused on practical
ways to detect causative issues and how to treat them. The book is only available on Amazon
Kindle until the printed version is available on October 20 2020.
Some reviews on Amazon provide valuable comment on this book that also reflect the
conclusions of the writer of this research paper:
This is a comprehensive follow up to Dr Bredesen's last book. It's inspiring and concise, even
if the list of different tests to take seems long. Another review suggests the book's
recommendations are too difficult to put into practice. I understand where he's coming from,
but it really is worth a go - you might notice quite big changes from smaller portions of meat,
or more olive oil, or cutting the carbs, or mixing up your veg, or taking curcumin, or... the
list goes on.
Dr Bredesen’s excellent new book follows on from his last book in cementing the fact that
Alzheimer’s is treatable for most people, especially in the early stages. Dr Bredesen is
leading the charge in a revolution that will save the lives of millions. Every person who has
had an Alzheimer’s diagnosis in the family must read this book, their journey of despair will
become a journey of hope and, if they act on the book’s recommendations, very likely a
journey to success. Dr Bredesen has saved my wife’s life, what more can I say?
This book should be a required reading material for every single human being! If you haven’t
read this book, buy it, read it, implement the suggestions, and then buy and gift the book to
others. I own Dr Bredesen’s first book but this one is just amazing- a summary of everything
one should do.
An important conclusion too is that the book has such a myriad of information – some
simple, others very complex, that it is impossible to take in on first reading. To apply all
recommendations would be a full-time job. It would be wise, as recommended in the book,
to gain the confidence and assistance of a doctor who has an open mind and is keen to
explore where the medical profession is mostly stuck in a negative rut – as described in the
Key Findings to Date, above. This doctor, or knowledgeable medical person, should be able
to help navigate the maze of information and organise a practical path for both the carer and
person suffering from cognitive decline or Alzheimers. Or for the person who wants to apply
practical preventative measures before the onset of cognitive decline or Alzheimers.
The Epilogue is copied in full at the end of this research paper. Some key points that should
be carefully absorbed are:
•

When I was taught medicine, we studied, we practised, and we taught end-stage
medicine—we learned and looked for signs of cancer metastasis and heart failure and
dementia that were years down the road from when we should be identifying and
treating the associated conditions. As I look back on all of this, it is discomfiting to
recall how bad it was.

•

We need such a [new] movement now to effect a tectonic shift in health—the way we
think about it, learn it, practise it, and benefit from it.
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•

The twenty-first century will see the virtual end to the scourges of Alzheimer’s,
Parkinson’s, Lewy body disease, multiple sclerosis, autism, schizophrenia,
rheumatoid arthritis, lupus, ulcerative colitis, and other complex chronic illnesses.

•

Thus the road map is clear. We know what to look for in each person, we know how
to identify the contributors, we know how to deal with each one. Now we need to
enact it, perfect it, and scale it.

•

Fixing cognition will become as routine as straightening teeth

•

Each one of us is a unique, N-of-1 experiment. May your experiment be successful,
fulfilling, joyous, and lasting.

Town Hall - Discussing Plasmalogens 09/29/20
In this month's Town Hall, Dr. Bredesen discusses plasmalogens with Dr. Dayan
Goodenowe, and its effect on cognitive decline.
Research papers, reference materials, and how to order Prodrome Scan ProdromeNeuro, and
ProdromeGlia can be found here, https://app.apollohealthco.com/guides/plasmalogens
The 78-minute video, which is essential viewing, can be seen at
https://app.apollohealthco.com/town_halls/85
----------------------------------------------------------Dr Dale Bredesen’s first book: End of Alzheimer’s
https://www.amazon.com.au/s/ref=nb_sb_noss_2?url=search-alias%3Dstripbooks&fieldkeywords=dr+dale+bredesen
https://www.apoe4.info/wiki/Bredesen_Protocol :
Dr. Dale Bredesen has created the ReCODE protocol that involves multiple strategies to

address specific health issues that contribute to cognitive decline and Alzheimer's Disease
(AD). The results of each strategy are measured by using blood tests, cognitive evaluations,
and other markers of overall health improvements. Actions are tweaked over time to aim for
optimal lab and evaluation results. His analogy is to think of AD as a leaky roof - there are as
many as 36 leaks in the AD roof that need to be addressed to stop the problem. Not every
patient will have the same leaks, and the protocol is customized based on the patient’s
genetics, current health, and lifestyle.
In 2014, his first published paper on the protocol, Reversal of Cognitive Decline, highlighted
10 case studies. Of those 10 people, nine showed enough improvement to return to normal
life activities. Several hundred people with cognitive impairment have since followed the
protocol, and most have seen a reversal of cognitive impairment. He published results of
reversing various levels of cognitive decline in Reversal of Cognitive Decline: 100 patients,
published October 2018. His book The End of Alzheimer's, published August 2017 discusses
his protocol and explains many of the mechanisms of Alzheimer's.
Bredesen’s protocol has not been tested as a preventative, however in a May 2019 podcast
interview, Dr Bredesen did say that he’s never had someone at risk come in for prevention
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and develop even mild cognitive impairment. Research has shown that amyloid-β is
deposited in E4 carriers as early as their thirties, so addressing components prior to
experiencing cognitive impairment symptoms will likely lead to better health and cognition in
aging. Members on the APOE4.Info forum who follow the protocol report improvements not
only in health but also in cognition, even if they do not have an SCI or MCI diagnosis.
Although Bredesen does not see private patients, he has made his protocol available to those
seeking doctor assistance through AHNP: Precision Health. MPI Cognition, his previous
affiliation, was acquired by AHNP and his prior affiliation with Muses Labs has ended.
Dr Dale Bredeson End of Alzheimer’s book: AUD4.99 on Kindle. He has been researching
Alzheimers with a highly qualified team for 25 years. Their view is that what is measured, in
particular plaques and tangles (all explained in the book) are only the indirect cause of brain
cells being killed deliberately. The real cause, he explains, is that the brain has a natural
defence mechanism that tries to stop the plaques and tangles forming and, if these build up
too much, it goes haywire and starts killing too many brain cells. The trick is to stop the
mechanisms that cause the plaque and tangle growth. They have identified 36 so far (see
below) and expect just a few more to be found. These come in categories of inflammatory,
toxic and nutrients. Their programme is to identify which are the major causes for each
individual – it varies it seems – and tackle each one starting with the most prominent. Their
program is called ReCODE, and they are training numerous nurses and doctors to apply
it. The reason ReCODE hasn’t made the mainstream is they are not allowed to carry out
formal test approval programs, as required for all approved medical drugs. Big Pharma only
want to sell huge numbers of pills. Problem is, it isn’t a matter of one super pill as each
person’s needs vary as which of the 36+ are the major causes, so testing just one would be a
waste of time and only appear to prove the treatment doesn’t work. Ie stop the plaques and
tangles forming and the brain’s defence mechanism reckons all is now well, stops killing
cells and shuts down until needed. But the official approval mechanism only allows one
factor at a time to be tested, so the approval mechanism for multiple factors has not been
approved. They have had many successes when doctors who knew of this program sent their
patients to Dr Bredersen – with amazing full recoveries. The list below links to summaries of
why each strategy is important, what you can do, and a selection of research references. NB:
Cognoscopy, chapter 7

Diet Strategies
Optimize diet
Enhance autophagy and ketogenesis
Improve GI Health
Lifestyle Strategies
Reduce stress
Optimize sleep
Exercise
Rule out sleep apnea
Optimize mitochondrial function
Lab Tests to Track and Treat
Homocysteine
B vitamins
Inflammation
Insulin sensitivity (insulin and blood glucose)
Hormones
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Zn:Cu ratio
Vitamin D
Rule out heavy metal toxicity
Optimize antioxidants ??
Brain Strategies
Brain stimulation
Reduction of Aß
Cognitive enhancement
Increase NGF
Provide synaptic structural components
Increase focus
Increase SirT1 function
Inhalational Alzheimer's (editing note: update to types of AD)
Resources
The latest news on Alzheimer’s disease and brain health research, interview, see page 40
52-minute video interview with Dr Bredesen, 4 September 2019.
https://www.beingpatient.com/dale-bredesen-lifestyle-changes-prevent-alzheimers/
“We’ve never seen a case of cognitive decline where there are less than 10 primary causes”.

Dr. Dale Bredesen on Preventing and Reversing Alzheimer's Disease
68-minute video interview, 1 Oct 2018
https://www.youtube.com/watch?v=Sq7uVZ_0D3U&t=472s

Dr Dale Bredesen discusses the metabolic factors underlying Alzheimer’s Disease
86-minute video, 2 June 2016
https://www.youtube.com/watch?v=HS7VZydS8HI

Dr. Dale Bredesen, Changing the world of Alzheimer’s Disease Research
https://www.apollohealthco.com/dr-bredesen/

Dr. Mark Hyman Interviews Dr. Dale Bredesen on Cognitive Decline
19-minute video
https://www.youtube.com/watch?v=Up8cGbUKS_c

The Bredesen protocol's "Ketoflex" approach to diet and eating for Alzheimer's disease.
5-minute video interview, 29 January 2019 video interview,
https://www.youtube.com/watch?v=xgi9IgdXr40

Presentation: Dementogens, Exposome, and Alzheimer's: The Hidden Epidemic
36-minutes presentation, 2 Oct 2018, Dale Bredesen, MD, UCSF and UCLA, discusses how
environmental toxins may lead to Alzheimers disease.
https://www.youtube.com/watch?v=aM8ouHPnQLI

Video Presentation: "The End of Alzheimer’s: The First Survivors"
Dale E. Bredesen, M.D., UCLA and Buck Institute | Professor of Neurology, Easton
Laboratories for Neurodegenerative Disease Research | David Geffen School of Medicine at
UCLA, Los Angeles, CA, 6 Sept 2018
https://www.youtube.com/watch?v=JSmIqeZvKpQ
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2016 paper https://www.aging-us.com/article/100981/text
Reversal of cognitive decline in Alzheimer's disease
Dale E. Bredesen 1, 2 , Edwin C. Amos 3 , Jonathan Canick 4 , Mary Ackerley 5 , Cyrus Raji
6 , Milan Fiala 7 , Jamila Ahdidan 8
•
•
•
•
•
•
•
•

1

Easton Laboratories for Neurodegenerative Disease Research, Department of
Neurology, University of California, Los Angeles, CA 90095, USA
2
Buck Institute for Research on Aging, Novato, CA 94945, USA
3
Department of Neurology, University of California, Los Angeles, CA 90095, USA
4
Memory Clinic, California Pacific Medical Center, San Francisco, CA 94115,
USA
5
Private Practice of Psychiatry, Tucson, AZ 85718, USA
6
Department of Radiology, University of California, Los Angeles, CA 90095, USA
7
Department of Surgery, University of California, Los Angeles, CA 90095, USA
8
Brainreader, Horsens, Denmark

May 30, 2016 ; published: June 12, 2016
https://doi.org/10.18632/aging.100981
Abstract
Alzheimer's disease is one of the most significant healthcare problems nationally and
globally. Recently, the first description of the reversal of cognitive decline in patients with
early Alzheimer's disease or its precursors, MCI (mild cognitive impairment) and SCI
(subjective cognitive impairment), was published [1]. The therapeutic approach used was
programmatic and personalized rather than monotherapeutic and invariant, and was dubbed
metabolic enhancement for neurodegeneration (MEND). Patients who had had to discontinue
work were able to return to work, and those struggling at work were able to improve their
performance. The patients, their spouses, and their co-workers all reported clear
improvements. Here we report the results from quantitative MRI and neuropsychological
testing in ten patients with cognitive decline, nine ApoE4+ (five homozygous and four
heterozygous) and one ApoE4-, who were treated with the MEND protocol for 5-24 months.
The magnitude of the improvement is unprecedented, providing additional objective
evidence that this programmatic approach to cognitive decline is highly effective. These
results have far-reaching implications for the treatment of Alzheimer's disease, MCI, and
SCI; for personalized programs that may enhance pharmaceutical efficacy; and for personal
identification of ApoE genotype.
Dr. Dale Bredesen on Preventing and Reversing Alzheimer's Disease
https://www.foundmyfitness.com/episodes/dale-bredesen - 58 min video
Dale E. Bredesen, M.D., is a professor of neurology at the Easton Laboratories for
Neurodegenerative Disease Research at the David Geffen School of Medicine at the
University of California, Los Angeles (UCLA).
Dr. Bredesen’s laboratory focuses on identifying and understanding basic mechanisms
underlying the neurodegenerative process and the translation of this knowledge into effective
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treatments for Alzheimer’s disease and other neurodegenerative conditions. He has
collaborated on the publication of more than 220 academic research papers.
He and his colleagues have identified several subtypes of Alzheimer’s disease and has
developed ReCODE – reversal of cognitive decline – a protocol that offers a new approach to
treatment that has reversed symptoms in patients with mild cognitive impairment and
Alzheimer’s disease.
Dr. Bredesen received his undergraduate degree from the California Institute of Technology
and his medical degree from Duke University. He served as Resident and Chief Resident in
Neurology at the University of California, San Francisco (UCSF). He was the Founding
President and CEO of the Buck Institute for Research on Aging and Adjunct Professor at
UCSF.
The major subtypes of Alzheimer’s disease.
Identified just over a century ago, Alzheimer’s disease is a complex, multifaceted condition
that affects nearly 44 million people worldwide. In this episode, Dr. Dale Bredesen identifies
the defining characteristics of Alzheimer’s disease and enumerates its primary subtypes:
1. The inflammatory subtype of Alzheimer’s disease.
o A type characterized by systemic inflammation, reflected in such laboratory
results as a high hs-CRP (high-sensitivity C-reactive protein), low
albumin:globulin ratio, and high cytokine levels such as interleukin-1 and
interleukin-6.
2. The atrophic subtype of Alzheimer's disease — a reduction in support for
synaptogenesis.
o A type characterized by an atrophic profile, with reduced support from
molecules such as estradiol, progesterone, brain-derived neurotrophic factor
(BDNF), nerve growth factor (NGF), testosterone, insulin, and vitamin D,
often accompanied by increased homocysteine and insulin resistance, the last
feature of which Dr. Bredesen refers to as type 1.5 or glycotoxicity.
3. The cortical subtype of Alzheimer's disease — an environmental toxin-related type
associated with chronic Inflammatory response syndrome (CIRS) that presents with
more general cerebral atrophy and frontal-temporal-parietal abnormalities, resulting
in an emphasis on executive deficits, rather than the more amnestic quality of
hippocampal impairment.
Although the subtypes vary in their causes and manifestation and often overlap to some
degree, Dr. Bredesen explains that the underlying pathological features – the accumulation of
amyloid beta plaques and tau tangles – are unifying aspects of the disease. He adds that how
these features play out in the somewhat fragile environment of the brain depends on a wide
array of contextual parameters, such as genetics and lifestyle factors, including diet, sleep,
exercise, and environmental exposures.
Click here to read Dr. Bredesen’s paper summarizing these subtypes of Alzheimer's disease.
The emergence of new properties of amyloid-beta.
"We think more and more of amyloid as being like napalm." - Dale Bredesen, M.D.
Amyloid-beta as an antimicrobial response.
Amyloid-beta is a protein fragment that has long been implicated in the pathogenesis of
Alzheimer’s disease. It is a known neurotoxin that destroys nerve synapses and then clumps
into plaques that lead to nerve cell death. But in recent decades research has revealed
interesting characteristics that suggest amyloid-beta can play a protective role against fungal,
bacterial, and viral infections.
One example is seen in the herpes virus, which upregulates the production of amyloid-beta
protein in vitro. In turn, the protein binds to and agglutinates the viral particles. Perhaps more
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importantly, increased production of amyloid-beta improves survival in animals subjected to
a viral assault, a phenomenon that strongly supports an antimicrobial protection hypothesis of
Alzheimer’s disease. There may be good reason for this antimicrobial property too: 90% of
glioblastomas, a type of brain cancer, have been shown to express a herpes type of virus
known as cytomegalovirus. Most people harbor latent herpes virus infections, and some
evidence suggests that reactivation of the latent virus in the brain, particularly in APOE4
carriers, might increase the risk of developing Alzheimer’s disease.
The interaction of metals with amyloid-beta.
One of the roles amyloid-beta may also play as “protector” is that of binder of transition
metals like zinc, copper, or iron. Animal experiments demonstrate that chelating agents can
even reduce deposition of amyloid-beta. These interactions with metals become important in
the discussion of Dr. Bredesen’s protocol where a combination of early-onset, non-amnestic
cognitive changes, and biomarkers like altered copper-to-zinc ratio, especially low serum
zinc, might be suggestive of the “cortical” or “toxic” subtype of Alzheimer’s disease.
Click here for a FoundMyFitness episode featuring guest Dr. Gordon Lithgow discussing
metals in the context of aging, protein aggregation, and neurodegenerative disease.
The role of the APOE4 polymorphism in Alzheimer’s disease.
"In the past, people said, 'Don't check because there's nothing you can do about it,' and that
has completely changed." - Dale Bredesen, M.D.
More than 75 million people in the US carry at least one allele for APOE4, a version of
apolipoprotein E that is the major genetic risk factor for Alzheimer’s disease, which some
studies show may increase the odds of developing Alzheimer’s disease by as much as 2- to 3fold in the case of heterozygotes and as much as 15-fold in homozygotes. The old mantra –
that little could be done to prevent APOE-related Alzheimer’s disease – is now being
challenged, however. Dr. Bredesen’s research indicates that, armed with knowledge, we can
make dietary and lifestyle changes to prevent or at least delay the cognitive losses that once
seemed to be one’s destiny.
A key element in the acquisition of knowledge about our risks factors and what can be done
to manage our risks is what Dr. Bredesen calls a “cognoscopy” – a term he coined that
describes a battery of assessments, including biochemical tests, which measure some of the
key biomarkers for Alzheimer’s disease.
Learn more about the ReCODE baseline testing available through ahnphealth.com.
The biomarkers of Alzheimer’s disease and the Bredesen Cognoscopy.
"[Alzheimer’s disease] should essentially decrease to a very low level with the current
generation. If everybody gets checked, we recommend that everybody 45 or over get a
cognoscopy." - Dale Bredesen, M.D.
In this episode, Dr. Bredesen proposes a pretty radical idea: Alzheimer’s disease as we know
it could be largely ended with the current generation. The key to doing this? By treating the
prevention of Alzheimer’s in much the same way we treat colon cancer — with screening to
detect the first signs of trouble.
However, a recurring theme a recurring theme throughout our discussion with Dr. Bredesen
is that what most labs and clinicians call normal may actually be different than what
is optimal. In fact, perhaps the key take-home message from this episode is that not only
should we potentially get tested and keep an eye on certain biomarkers in particular, but more
importantly, for some of these tests, our goal should be to keep our ranges even healthier
than what the laboratory references may indicate as “normal.”
Whether a person is at risk of developing the disease versus actively manifesting symptoms is
often reflective of the number of their suboptimal biomarkers: as few as three to five
suboptimal lab values may be observed in an at-risk pre-symptomatic person versus up to 25
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in a symptomatic person. (See chapter 7, The "Cognoscopy" — Where Do You Stand? in Dr.
Bredesen’s book The End of Alzheimer’s)
In case you’re wondering what just a few (not all!) of those key biomarkers might be, here
are a few from the episode that stand out if for no other reason than Dr. Bredesen mentioned
them and provided the ranges he thinks are more optimal than the standard “within normal
limits” ranges:
• hsCRP (less than 1.0 mg/L)
• Fasting insulin (less than 7 mIU/L)
• Hemoglobin A1c (less than 5.5%)
• Homocysteine (less than 7 μmol/L)
View a more comprehensive list at popular APOE4 community site apoe4.info.
In this episode, we also discuss...
• 00:00:53 - The defining pathological hallmarks of Alzheimer’s disease, the
imperfectness of these markers, and the overall prevalence of the disease.
• 00:01:56 - How understanding amyloid-beta in the context of a protective response
helps us make sense of asymptomatic deposition of amyloid-beta. Herpes study.
• 00:02:41 - The antimicrobial and metal-binding characterics of amyloid-beta, the
latter of which includes metals like copper, zinc, and iron. Metal-binding study.
• 00:03:32 - The inclusion of inflammation as a special determining factor that seems to
often make the difference between asymptomatic and symptomatic deposition of
amyloid-beta.
• 00:03:50 - The three to four major subtypes that Alzheimer’s disease falls into based
on around 36 different factors identified by Dr. Bredesen’s group. These subtypes
include: inflammation, glycotoxicity (insulin resistance), lack of trophic support, and
an early onset, toxicity-related “cortical” subtype.
• 00:05:08 - The atrophic subtype of Alzheimer’s disease, which Dr. Bredesen
describes as a lack of proper cell signalling as a consequence of long-term reductions
in nerve growth factor, brain-derived neurotrophic factor and other hormones that
result in a fall in synaptoblastic-to-synaptoclastic ratio (in other words, synapsegenerationg versus synapse-destroying activities).
• 00:06:36 - The glycotoxic subtype of Alzheimer’s disease, which is associated with a
loss of trophic support due to insulin resistance even in patients that have otherwise
normal insulin responsiveness in peripheral tissues.
• 00:07:41 - The cortical or “toxic” subtype of Alzheimer’s disease, which presents
earlier in age and less amnestically and may be associated with various environmental
issues outlined by Dr. Bredesen, such as environmental molds or metals. See
also 00:12:30 for an exhaustive description of this unique subtype.
• 00:09:30 - Low serum zinc or high copper-to-zinc ratios, possibly in combination
with low triglycerides, as unique biomarkers associated with the type 3 “cortical”
Alzheimer’s disease pathogenesis.
• 00:10:10 - Zinc deficiency as a downstream effect of changes in gastric acidity,
potentially from the taking of proton pump inhibitors and also as a consequence of
overexposure to copper.
• 00:13:48 - ApoE4 as a risk factor for Alzheimer’s disease and Dr. Bredesen’s
extremely optimistic take on the opportunity for mitigating that risk and even nearelimination of the Alzheimer’s disease phenomena.
• 00:15:48 - The key to Dr. Bredesen’s risk reduction strategy: embracing what he
terms as a “cognoscopy,” the suite of tests, including blood tests and more, that he
believes should be checked and monitored by everyone aged 45+ (in much the same
way we screen for colon cancer with regular colonoscopies in older adults).
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00:17:23 - The MEND protocol and its successor, the ReCODE protocol, which is
now used in over 3,000 patients and stands for “reversal of cognitive decline.” Learn
more about Dr. Bredesen’s ReCODE protocol (or “cognoscopy”) by clicking here.
00:18:06 - The 2014 publication featuring the case reports of 10 patients that
experienced strong reversal of functional decline, returning to work, and even
improved hippocampal volume. 2014 MEND study. Dr. Bredesen also shares some
details on his upcoming publication, namely, that it will include a more substantial 50
patient cohort.
00:18:46 - The problem of trying to treat a disease without knowing the underlying
cause and, similarly, only approaching the condition reactively instead of proactively.
00:19:58 - The role some pathogens may have in Alzheimer’s disease, such as the
Borrelia of lyme disease or it’s many co-infections like Babesia, Borrelia, Bartonella,
and Ehrlichia.
00:20:21 - Some of the key blood-based biomarkers that are useful for tracking and
projecting future cognitive health, including: homocysteine (<7µml/L preferred),
which Dr. Bredesen indicates may be a mediator of cerebral atrophy, and also fasting
insulin (<5% preferred), hemoglobin A1c, fasting glucose, vitamin D, and a number
of other hormones relevant for trophic support.
00:21:54 - The combination of blood markers that defines the Alzheimer’s disease
subtype that Dr. Bredesen refers to as type 1.5 or “glycotoxic” Alzheimer’s.
00:23:00 - The biomarkers, particularly hormones, that make up the “atrophic”
subtype of Alzheimer’s disease, which Dr. Bredesen refers to as type 2
Alzheimer’s. Note: Some of these signaling factors, namely BDNF, are not amenable
to being assayed, but are produced robustly in response to exercise.
00:24:03 - The environmental-historical context behind the prevalence of APOE4 that
might help explain why a gene variant thought to be highly deleterious exists in a
whopping 25% of the population.
00:25:38 - The specific toxins Dr. Bredesen is most concerned with as potential risk
factors for Alzheimer’s disease, particularly the “cortical” variety he refers to as type
3.
00:25:52 - How certain molds may actually increase their toxins in response to
stresses we place on them, like fungicides that are added to treated wood.
00:26:32 - The chronic inflammatory condition associated with water-damaged
buildings called chronic inflammatory response syndrome or “CERS.” CERS study.
00:27:28 - The Bredesen Protocol recommended diet, which Dr. Bredesen refers to as
“Ketoflex 12/3”, so-named to highlight three points of emphasis: 1) mild ketosis, 2) a
“flexitarian” approach that treats meat as a condiment instead of a main course, 3) At
least twelve-hours of daily fasting starting three-hours before bed.
00:29:00 - An interesting clinical example of surprise mercury toxicity, possibly from
diet and other factors, including genetic, associated with early mild cognitive
impairment that was PET scan-positive for amyloid deposition.
00:31:17 - A slightly more aggressive daily time-restricted eating routine for APOE4
carriers, including 14 to 16 hours of daily fasting. See the episodes with Dr. Panda for
a great discussion of daily time-restricted eating.
00:33:53 - Dr. Bredesen’s clinical observation that patients with higher ketone levels,
in the range of 1.5mmol to 4mmol/L beta-hydroxybutyrate, do better as a whole (even
when carriers of APOE4).
00:34:09 - Tips for easing into dietary ketosis, potential pitfalls to look out for, and
biomarkers to keep an eye on for further tailoring after the early adaptation period.
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00:37:16 - Some of the improvements seen in rodent research in terms of healthspan,
but also memory and brain function, from a cyclical ketogenic diet. See the episode
with Dr. Eric Verdin for a discussion on this research.
00:38:42 - A subtle way that utilizing ketones to meet more energetic needs in the
brain may be beneficial: it leaves more glucose to be used by the pentose phosphate
pathway, possibly resulting in increased production of the cellular antioxidant
glutathione.
00:41:20 - How a “leaky gut” may be playing a role in diseases of chronic
inflammation. Note: The term “leaky gut” is a colourful way of describing a gut with
poor protective barrier function, which hypothetically enables translocation of
inflammatory endotoxin from enterobacteria that naturally reside there that would
otherwise be ordinarily benign.
00:42:42 - The propensity of those with cognitive decline to exhibit peripheral
macrophage immune cells that are characteristically poor at phagocytosing and
clearance of amyloid-beta and how this may be affected by omega-3
supplementation. Relevant study.
00:46:29 - The involvement of omega-3 derived signaling molecules
called specialized pro-resolving mediators, including molecules like the resolvins and
maresins, in resolving inflammation.
00:48:50 - Differences in omega-3 DHA transport that may affect APOE4
carriers. Relevant study.
00:50:23 - The reductions in glucose transport in the brain that may occur in the
context of omega-3 DHA-deficiency. Relevant study.
00:50:58 - Some of the recent research into how amyloid-beta is produced as an
antimicrobial response to the Herpes virus and the association this infection seems to
have with Alzheimer’s disease.
00:52:33 - The recent research out of Finland showing frequent sauna use was
associated with a 65% reduction in Alzheimer’s disease and some of the research
showing how induced sweating as a uniquely good method of eliminating certain
metals like cobalt, cadmium, aluminum, and lead. Listen to this episode with Dr. Jari
Laukkanen to learn more about the science of sauna use.
00:54:52 - The challenge in making targeted monotherapeutic approaches work, like
directly targeting amyloid-beta with something like monoclonal antibodies, and the
importance of addressing underlying causes for which amyloid-beta is being produced
in response to.
00:59:57 - Dr. Bredesen’s take on why tau tangles, also called neurofibrillary tangles,
represent generalized synaptoclastic activity that is generated as a response to the
insults targeted by the protocol.

01:00:59 - The subtypes of Alzheimer’s disease Dr. Bredesen encounters most
frequently and why insulin resistance can still be crucial, even if it’s not as obvious
peripherally.
• 01:03:09 - How to find out your ERMI score, which is an index created by the EPA to
assess relative safety based on mold concentration in your home.
• 01:05:39 - The tests Dr. Bredesen recommends for assessing various aspects gut
health.
People mentioned
•

•
•
•

Bruce Ames - episode with Dr. Ames
Eric Verdin - episode with Dr. Verdin
Terry Wahls - episode with Dr. Wahls
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Taken from Dr Bredesen's book The End of Alzheimer's provided for quick reference, refer
to the book for specific information
Critical
tests

Genetics

ApoE

Blood
Tests

Inflammation
vs. cellular
protection

Target values

Negative for
ApoE4

Critical tests

Optional tests

Whole genome, exome,
or SNPs

Target values

Hs-CRP

<0.9

Homocysteine

<7
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Comments

Saliva or
blood

Comments

IL-6,
TNFalpha
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Blood
Tests

Critical tests

Target values

Optional
tests

Comments

60-100 (B6) 500Vit. B6, B12, folate 1500 (B12)10-25
(folate)

Vit. C, D, E

1.3-2.5 (C) 50-80
(D) 12-20 (E)

Omega-6: omega-3
ratio

0.5-3.0

A/G ratio
(albumin:globulin
ratio)

≥ 1.8 > 4.5
(albumin)

Fasting insulin,
glucose,
hemoglobin A1c

≤ 4.5 (fasting
insulin) 70-90
(fasting glucose)
<5.6 (HbA1c.)
Although in a
2019 interview Dr
Bredesen updated
to: fasting insulin
< 5.0, and A1c of
4.5 to 5.2.

Body mass index
(BMI)

18-25

Vit. D is
measured as
25-hydroxycholecalciferol

Neural
exosome
studies (p-tau,
AB42, REST,
cathepsin D,
and IRS-1
phos. Ratio)

LDL-p or sdLDL or 700-1000 (p) <20
oxidized LDL
(sd) <60 (ox)

Cholesterol, HDL,
triglycerides

>150 (cholesterol)
>50 (HDL) <150
(TG)
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Blood
Tests

Critical tests

Glutathione

5.0-5.5

RBC thiamine
pyrophosphate

100-150

Leaky gut, leaky
bloodbrain barrier,
gluten sensitivity,
autoantibodies

Trophic
support

Target values

Critical tests

Optional
tests

Comments

Negative
Test: Cyrex Array
3&4

Target values

Vit D.

50-80

Estradiol (E2),
progesterone (p)

50-250 (E2) 1-20 (p)

Pregnenolone,
cortisol, DHEAsulfate

50-100 (preg) 10-18
(cort) 350-430 (DHEA,
women) 400-500
(DHEA, men)

Testosterone, free
testosterone

1500-1000 6.5-15 (free)

Free T3, free T4,
reverse T3, TSH

3.2-4.2 (fT3) 1.3-1.8
(fT4) <20 (rT3) <2.0
(TSH) Ft3:rt3 ≥20

Optional
tests

Comments

•
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Toxin
related

Critical
tests

Target values

Optional tests

Mercury, lead,
arsenic,
cadmium

<5, <2, <7, <2.5,
respectively

<50th percentile
(Quicksilver)

Copper:zinc
ratio

0.8-1.2

RBC zinc;
ceruloplasmin

C4a, TGF-B1,
MSH

<2830 (C4a)
MMP9, VEGF,
<2380 (TGF-B1) leptin, VIP, ADH,
35-81 (MSH)
osmolality

HLA-DR/DQ

Benign HLADR/DQ

Comments

If abnormal, add
MARCoNS culture
and VCS testing

•

Metals Excluding those
listed above

Critical
tests

Target
values

RBCmagnesium

5.2-6.5

Copper, zinc

90-110
(both)

Selenium

110-150

Potassium

4.5-5.5

Calcium

8.5-10.5
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Cognitive
performance

Critical tests

Target values

Optional
tests

Comments

CNS Vital Signs, >50th percentile
Novel object
BrainHQ, or
for age, improving
recognition
equivalent
w/ practice

Critical
tests

Target values

MRI w/
volumetrics

Hippocampal, cortical volume
percentiles steady (or
increasing) for age, >25th
percentile

Imaging

Sleep

Critical tests

Target values

Sleep study

AHI <5/h

Microbiomes

Optional
tests

Optional tests

Critical tests

Target values

Gut, oral, nasal

No pathogens

Comments

Comments

Optional tests

Comments

This article presents a handy summary of Dr Bredesen’s approach.
https://www.news.com.au/lifestyle/health/groundbreaking-research-into-dementia/newsstory/9b20f91c8751b80199c35671075c329a
Groundbreaking research could unlock the answer to a heartbreaking condition that affects
about 345,000 Australians, Adam MacDougall, The Health Hacker.
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What if I told you that the answer to combating one of the world’s most devastating brain
diseases was not something sitting on the shelf in a pharmacy, but something on the end of
your fork?
That’s the philosophy behind Dr Dale Bredesen’s groundbreaking research into dementia, a
heartbreaking and wide-reaching disease that affects about 447,115 Australians. Up to 70 per
cent of those people likely to develop Alzheimer’s.
Those numbers are climbing, too. Dementia Australia predicts that the number of people
living with dementia will grow to 589,807 by 2028 and 1.07 million by 2058. And that’s
where Dr Bredesen comes in.
Dr Bredesen, the author of the groundbreaking book The End of Alzheimer’s, is in Sydney
this week at the 7th BioCeuticals Symposium to share his amazing research.
Dr Bredesen believes dementia and its associated diseases are not just preventable, but
reversible. The answer, he says, lies in simple lifestyle changes.
“Thing about Alzheimer’s disease is that we always look at the ‘how’ of treatment, but we
never spent enough time focusing on the ‘why’ of it occurring in the first place,” Dr Bredesen
says.
“That’s what I’ve done, and what my book covers. It’s a protocol for preventing, and helping
treat, dementia and Alzheimer’s disease.”
Adam MacDougall with Dr Dale Bredesen.
His research is predictably complex, but can be most easily summarised with idea that three
key factors — lifestyle, diet and sleep — are major contributors to the onset of dementia, and
by making simple changes to the way we live, we can drastically reduce the risk of
developing the disease, and help reduce its impacts in those already suffering.
The idea is that Alzheimer’s disease develops as a response to a build-up of amyloid proteins
in the brain. Dr Bredesen’s work focuses on what causes that build-up and how to avoid it.
“When you produce this amyloid, this is actually a protective response to several problems,”
he said.
“If you have ongoing inflammation, whether it’s from problems with your gut, or problems
with an infection, or whether it’s because of insulin resistance, you’re actually making this
amyloid as a response.
“So, why do you have the amyloid? What we’re looking at is why did you get it?”
The answer, he says, is combination of factors — including gut health, exposure to mercury
through fish or dental work, and poor nutrition — but most link back to the modern diet.
RELATED: Adam MacDougall on how daylight saving messes with your body
“The idea of going after something so complex with one drug makes little sense,” he said.
“We tend to eat a diet that is not the diet we ate thousands of years ago. We have way too
many grains, too much dairy — and the biggest one of all — simple carbohydrates, sugars.
“So this is a protocol to stop this illness developing, and for generations to come,
Alzheimer’s and dementia might be a thing of the past.”
HACKING BRAIN HEALTH
• Diet: Dr Bredesen advocates the Ketoflex 12/3 diet, which induces mild ketosis that forces
the brain to burn fat (which he describes as a “clean fuel”) rather than carbohydrates. It
means fasting for 12 hours after your evening meal, and finishing dinner at least three hours
before bed. He also suggests limiting meat to two or three meals per week, and only eating
SMASH seafood (which stands for salmon, mackerel, anchovies, sardines and herring) and
avoiding tuna.
• Exercise: When training for your brain, Dr Bredesen says you should be exercising four or
five days each week and combine aerobic fitness — including jogging, cycling or brisk
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walking — with weight or resistance training, aiming to hit a minimum of 150 minutes of
exercise every week.
• Sleep: To get the maximum healing benefit of sleep, Dr Bredesen says you should be
aiming to get as near as you can to a full eight hours every night. While any kind of chemicalbased sleeping aid is out, he says you can use melatonin supplements, which also naturally
occur in the brain.
THE QUESTION
Question: Does brain training actually work? Should I be working out my mind just like I
exercise my body?
Answer: Your question arrived at the perfect time, because I was able to ask Dr Bredesen
that very thing for you. He is a big advocate of keeping your mind in shape, and while there
are plenty of mobile phone applications designed to do just that, he also recommends
traditional crosswords and sudoku puzzles to give your mind a healthy workout.
Adam MacDougall is a former NRL player and the creator of The Man Shake. Continue the
conversation @adammacdougall5

The Buck Institute for Research on Aging
… is an independent biomedical research institute that researches aging and age-related
disease. The mission of the Buck Institute is to extend the healthy years of life. The Buck
Institute is one of eleven centres for aging research of the Glenn Foundation for Medical
Research.
We believe it is possible for people to enjoy their lives at 95 as much as they do at 25, and to
achieve that, we’re seeking a more comprehensive understanding of the biology of aging
itself.
Buck Institute for Research on Aging https://www.buckinstitute.org
Note: Dr. Bredesen was the Founding President and CEO of the Buck Institute for Research
on Aging.
---------------------------------------------MoCA brain test
https://www.mybraintest.org/dl2/moca-test-english-7-1.pdf

Brian exercises: The Brain HQ Group - https://www.brainhq.com/why-brainhq/about-thebrainhq-exercises/attention/double-decision/

Also Luminosity (author has used this exercise program for 6 years), Dakim, Cogstate

Souvenaid
A multi-vitamin drink for early stages of CD. Considered to be of some benefit.

MCT oil
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MCT oil is most commonly extracted from coconut oil, can help you stay in the fat-burning
state known as ketosi - Add small amounts of MCTs to any foods. It is referenced and
explained in Dr Bredesen’s recommendations.

Ashwagandha
This is an Indian herb that provides benefits for your body and brain - lower blood sugar
levels, reduce cortisol, boost brain function. It is referenced and explained in Dr Bredesen’s
recommendations.

The APOE gene
Again, referenced at length in Dr Pedesen’s book, it provides instructions for making a
protein called apolipoprotein E. This protein combines with fats (lipids) in the body to form
molecules called lipoproteins. Lipoproteins are responsible for packaging cholesterol and
other fats and carrying them through the bloodstream. APOE4 is the greatest genetic risk
factor for late-onset Alzheimer's disease (AD), increasing the risk of developing the disease
by 3-fold in the 14% of the population that are carriers. There are no approved predictive
genetic tests for this form of the condition.
https://www.apoe4.info/wp/

Redimind mixture / tonic (Nutreance)
The International Shopping List Test, the standard in short-term memory evaluation, was
administered to 50 participants to evaluate the effectiveness versus placebo. Huperzine A
"Compared with [other acetylcholinergic substances], HupA has better penetration through the
blood-brain barrier, higher oral bioavailability, and longer duration of AChE inhibitory action.
HupA has been found to improve cognitive deficits in a broad range of animal models. [...] The
phase IV clinical trials in China have demonstrated that HupA significantly improved memory
deficits in elderly people with benign senescent forgetfulness [...] with minimal peripheral
cholinergic side effects and no unexpected toxicity."
NB Redimind review: https://www.healthinsiders.com/redimind-reviews

Mayo Clinic - Alzheimer's treatments: What's on the horizon?
https://www.mayoclinic.org/diseases-conditions/alzheimers-disease/in-depth/alzheimerstreatments/art-20047780
‘Despite many promising leads, new treatments for Alzheimer's are slow to emerge.’
Current Alzheimer's treatments temporarily improve symptoms of memory loss and problems
with thinking and reasoning. These Alzheimer's treatments boost performance of chemicals
in the brain that carry information from one brain cell to another. However, these treatments
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don't stop the underlying decline and death of brain cells. As more cells die, Alzheimer's
disease continues to progress.

Webmd.com
https://www.webmd.com/alzheimers/guide/alzheimers-disease-treatment-overview#1
Treatments for Alzheimer's Disease
‘Right now, there is no cure for Alzheimer's disease. Once a person starts showing signs
– memory loss and problems with learning, judgment, communication, and daily life -- there
aren’t any treatments that can stop or reverse them. But there are medicines that can ease
some of the symptoms in some people. They can slow down how quickly the disease gets
worse, and help the brain work better for longer. It’s important to talk to your doctor about
which option may work best for you.’

National Institute of Aging
https://www.nia.nih.gov/health/how-alzheimers-disease-treated
How Is Alzheimer's Disease Treated?
Alzheimer’s disease is complex, and it is unlikely that any one drug or other intervention
will successfully treat it. Current approaches focus on helping people maintain mental
function, manage behavioural symptoms, and slow down the symptoms of disease. Several
prescription drugs are currently approved by the U.S. Food and Drug Administration (FDA)
to treat people who have been diagnosed with Alzheimer’s disease. Treating the symptoms of
Alzheimer’s can provide people with comfort, dignity, and independence for a longer period
of time and can encourage and assist their caregivers as well. Most medicines work best for
people in the early or middle stages of Alzheimer’s. For example, they can slow down some
symptoms, such as memory loss, for a time. It is important to understand that none of these
medications stops the disease itself.

Dementia.org – (Editor’s note: worthwhile checking this website)
Preventative Measures: As research for a dementia cure continues, taking preventative
measures to decrease the risk of developing dementia becomes crucial. Certain risk factors
like age or genetic susceptibility cannot be changed or controlled, but there are many other
factors that increase the probability of developing dementia. Alzheimer’s disease is a form
of dementia that can rob people of the ability to think clearly, perform everyday tasks and
ultimately, remember who they even are. Because the disease is so devastating, and since
previous treatments failed to come up with a cure, I’m always on the lookout for Alzheimer’s
natural treatment options and Alzheimer’s news, scouring the medical journals for
Alzheimer’s breakthroughs.
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There’s so much we still don’t know about the human brain, but thankfully, 2016 marks
a year of progress and some pretty significant Alzheimer’s breakthroughs. Let me share some
of them with you. There are several theories including free radical damage, an inability to
use glucose properly, vitamin deficiencies or environmental toxins. This illness affects a third
of people over the age of 85 in the U.S.The good news is that there are Alzheimer’s natural
treatment options that can effectively improve this condition. Recently, scientists are also
uncovering major Alzheimer’s breakthroughs that may, one day, lead us to a cure.

Alzheimer’s Natural Treatment Options & 7 Notable Breakthroughs
by Dr. Josh Axe, DC, DMN, CNS April 5, 2018
Standard sensible day-to-day advice, similar to Dr Bredesen, but no diagnosis
7 Notable Alzheimer’s Breakthroughs
1. What you eat TOTALLY matters
If you’ve spent any time at all on this website, you know my mantra: Food is medicine. It’s
not hocus pocus, either. Hippocrates knew the importance of food in healing the body back in
400 B.C. when he advised people to prevent and treat diseases first and foremost by eating
nutrient-packed foods. Modern science is catching up. Scientists recently found that
the Mediterranean diet seems to be protective against Alzheimer’s disease. A UCLA study
published in the American Journal of Geriatric Psychiatry found that the Mediterranean diet
is one of the main lifestyle factors that seems to keep the brain from developing the toxic
plaques and tangles associated with the development of Alzheimer’s disease. (2)
Plaque is characterized by deposits of a toxic protein called beta-amyloid in the spaces
between nerve cells in the brain. Think of tangles of knotted threads of the tau protein found
within brain cells. Both are considered the key indicators of Alzheimer’s.
The new study used PET imaging to study the brain for changes and is the first to
demonstrate how lifestyle factors directly influence abnormal proteins in people with subtle
memory loss who have not yet been diagnosed with dementia. Healthy lifestyle factors also
have been shown to be related to reduced shrinking of the brain and lower rates of atrophy in
people with Alzheimer’s. (3a)
Food staples of the Mediterranean diet include:
•
•
•
•
•
•
•
•
•
•
•

fresh fruits and vegetables (especially leafy greens like spinach and kale and nonstarchy veggies like eggplant, cauliflower, artichokes, tomatoes and fennel)
olive oil
nuts and seeds (like almonds and sesame seeds used to make tahini)
legumes and beans (especially lentils and chickpeas used to make hummus)
herbs and spices (like oregano, rosemary and parsley)
whole grains
eating wild-caught fish and seafood at least twice a week
high-quality, pasture-raised poultry, eggs, cheese, goat milk, and probiotic-rich kefir or
yogurt consumed in moderation
red meat consumed on special occasions or about once weekly
plenty of fresh water and some coffee or tea
oftentimes a daily glass of red wine
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One study found the MIND diet, a hybrid of the Mediterranean diet and DASH diet,
specifically designed to help reduce cognitive decline through berries, whole grains, leafy,
green vegetables, other vegetables, olive oil, poultry and fish more effectively reduced
incidence of Alzheimer’s disease than the two respective diets did when followed separately.
(3b) Similarly, the ketogenic diet appears to help neurological disease like Alzheimer’s. For
example, in one study clinical improvement was observed in Alzheimer’s patients fed a keto
diet, and this was marked by improved mitochondrial function. (3c)
2. Exercise is a potent Alzheimer’s preventer
That same UCLA-led study also produced some robust results surrounding exercise’s brainprotecting properties. Those who were more physically active on a regular basis also had the
lowest levels of tangles and plaques on the PET scans, meaning they had a much lower risk
of developing Alzheimer’s disease. (2) While any type of exercise is certainly better than
sitting around, if you’re time strapped, Burst training, also known as high-intensity interval
training, or HIIT, is a great option. Here are 3 HIIT workouts to help you get started. Keep
in mind, though, that we need more research on how HIIT impacts the brain. We know that it
does melt away fat faster than traditional steady state cardio (and a lower BMI lowers your
risk of the tangles and plaques associated with Alzheimer’s, according to the latest UCLA
study). However, a previous study did find that steady state cardio creates more brain neurons
compared to weight training or HIIT. (4) More research is needed to see if one form of
exercise is best to prevent Alzheimer’s. For now, just focus on any physical activity and
getting into a healthy BMI range.

New Scientist article
Editor’s note: worth examining in detail.
https://www.newscientist.com/article/2191814-we-may-finally-know-what-causesalzheimers-and-how-to-stop-it/
AFTER decades of disappointment, we may have a new lead on fighting Alzheimer’s
disease. Compelling evidence that the condition is caused by a bacterium involved in gum
disease could prove a game-changer in tackling one of medicine’s biggest mysteries, and lead
to effective treatments or even a vaccine.
Now researchers from Cortexyme and several universities have reported finding the two toxic
enzymes that P. gingivalis uses to feed on human tissue in 99 and 96 per cent of 54 human
Alzheimer’s brain samples taken from the hippocampus – a brain area important for memory
(Science Advances, doi.org/gftvdt). These protein-degrading enzymes are called gingipains,
and they were found in higher levels in brain tissue that also had more tau fragments and thus
more cognitive decline.

UK National Health – (Editor’s note: useless)
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https://www.nhs.uk/conditions/dementia/cure/

There is currently no "cure" for dementia. In fact, because dementia is caused by different
diseases it is unlikely that there will be a single cure for dementia.
Research is aimed at finding cures for dementia-causing diseases, such as Alzheimer's
disease and vascular dementia. Developing new medicines to treat dementia takes many years
and millions of pounds. Repurposing existing drugs used for other conditions is another,
often quicker, way of finding medicines to treat dementia.
------------------------------UCLA research, May 2017
Editor’s note: promising! Focus on life-style changes. Along the lines of Dr Bredesen which
the paper refers to, but without checking body’s chemistry.
https://qz.com/977133/a-ucla-study-shows-there-could-be-a-cure-for-alzheimers-disease/
Last summer, a research group from the University of California, Los Angeles (UCLA)
quietly published the results of a new approach in the treatment of Alzheimer’s disease. What
they found was striking. Although the size of the study was small, every participant
demonstrated such marked improvement that almost all were found to be in the normal range
on testing for memory and cognition by the study’s end. Functionally, this amounts to a cure.
Acknowledging these difficulties, the researchers at UCLA opted for a different approach.
Beginning from the premise that Alzheimer’s disease is a particular manifestation of a highly
complex system in disarray, they sought to optimize the system by changing the inputs. Put
another way, the scientists chose to set aside the molecular box which has proven so vexing,
and to focus instead on the context of the box itself. Although we cannot say
precisely how the intervention worked, on a cellular level, the important thing is that it did
work.
The method isn’t entirely novel. Researchers have already shown that multi-faceted,
comprehensive lifestyle interventions can significantly improve outcomes in cardiovascular
disease, diabetes and hypertension. But it’s difficult for these approaches to gain traction for
two reasons. First, these protocols are more challenging than simply taking a pill at bedtime.
Patients need ongoing education, counselling and support to effect meaningful change. And
second, the pharmaceutical mode of treatment is deeply embedded within our current medical
system. Insurance companies are set up to pay for medication, not lifestyle change; and
physicians are taught pharmacology, not nutrition.

Natural News
https://www.naturalnews.com/2019-01-14-cure-for-alzheimers-disease-found-in-oursynapses.html
This article has several similarities to Dr Bredesen’s
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The CURE for Alzheimer’s Disease can be found in our synapses
Monday, January 14, 2019 by: S.D. Wells
Understanding the neuroscience of Alzheimer’s and Parkinson’s shows us the cause and
the cure at the same time
The point of connection of neurons is called a synapse, and that’s where neurotransmitters are
released and communication happens in the brain. This is where we experience all of our
senses and engage in thought processes, including critical thinking and memory. This is also
exactly where dementia happens.
The synapse is where neurons release hormones, glutamates, and small peptides called
amyloid beta. The amyloid beta are the brain’s “trash” and a prime factor involved in
Alzheimer’s disease, functioning as the main component of plaques that cling to each other
and clog up the neural pathway. These are the plaques found in the brains of Alzheimer’s
patients.
Normally, these amyloid plaques are swept out of the neural pathway (like trash) by the
“custodians of the brain” called microglea. These amazing microglea are the brain’s own
immune cells and are the answer to beating brain diseases. Scientists recently discovered
through sophisticated experiments that these cells constantly search for brain damage, like a
perpetually-running computer virus scan, running surveillance for different levels of damage.
The microglea are literally capable of eating infected and damaged cells before infection
spreads, while clearing out “debris” from dying cells.
Diseases of dementia therefore begin when amyloid beta begins to accumulate, because too
much is released, overwhelming the microglea, and leaving waste in the neural pathways,
blocking communication. The synapse piles up with plaques (trash and waste) that become
sticky and bind to themselves (think of animal fat clogging your sink drain).
At a certain tipping point, when the body and brain have created too much “trash” for too
long, creating massive inflammation and tangles, the microglea become overwhelmed and
enter a hyper-mode, where they actually begin attacking healthy cells. Scientists believe the
microglea may even, at the tipping point, begin clearing away the synapses themselves. Get
it? The cure lives in keeping amyloid plaques from reaching the “tipping point.” Here’s how
you do that.
Stop consuming foods that create plaques in the brain – so your brain’s “custodians”
can clear out the sticky trash that blocks your synapses
Amyloid plaque accumulation may never be “cured” with a chemical drug or vaccine, but
that doesn’t matter, because you can cure the problem yourself. Are you ready to start taking
your preventative medicine? It’s not very difficult you know. Let’s break it down to its
simplest form, then you decide if you can “pull it off.”
You wouldn’t pick up a poisonous snake just to see if it bites you, and then start searching the
internet for the anecdote, would you? You wouldn’t pick some poison ivy and rub it on your
skin on purpose, would you? If you were severely allergic to peanuts, you certainly wouldn’t
eat a handful just to see what happens. That’s just common sense.
So, what if you knew what caused dementia, would you stop eating it? Guess what. Now is
the time to stop marching for the cure and start living it, because knowledge is power. Now
get this.
White foods are known to cause excess plaque build-up in the brain, leading to dementia.
These white foods include white bread, white flour, white rice (except basmati, which is
naturally white), white pasta, and white sugar. Stop eating bleached food.
Processed foods and meats cause excess plaque in the synapses, fuelling dementia. Avoid
processed cheeses (think American cheese especially here), and processed meats, like
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sausages, bacon, hot dogs, and cold cuts (especially smoked deli meats), and even beer.
Nitrosamines in smoked meats cause the liver to produce fats that are toxic to the brain.
Stop eating foods that contain diacetyl, a chemical commonly found in microwave popcorn.
Diacetyl increases amyloid plaques in the brain.
Animal fat and canola oil coagulate in your blood and create tangles of plaque in the
brain
You’ll hear it time and time again, that a plant-based diet cures almost every preventable
disease and disorder known to humans. It’s true. If you’re a heavy meat eater, your body is
struggling to process all that animal fat, creating heart and brain “trash” that your body’s
“janitors” just can’t sweep away fast enough.
If you think organic or “expeller pressed” canola oil means that the oil doesn’t coagulate in
your body, you’d be dead wrong. After about six weeks, any canola oil that your body hasn’t
cleared out looks like a sticky glue you could use to bond cement. Think of all that “trash”
blocking your synapses and causing dementia, because that’s exactly what happens.
Did you know that in the U.S. alone, Alzheimer’s care already costs $2 billion a year (one out
of every five Medicare dollars)? Dementia kills more people than cancer. Did you know that?
Sure, Big Pharma will tell you Alzheimer’s and Parkinson’s are not preventable, but both are,
and the cure lives in prevention. You may begin now.

Science Alert
‘New Alzheimer’s Treatment Fully Restores Memory Function’
https://www.sciencealert.com/new-alzheimer-s-treatment-fully-restores-memory-function
BEC CREW, 18 MAR 2015
Australian researchers have come up with a non-invasive ultrasound technology that clears
the brain of neurotoxic amyloid plaques - structures that are responsible for memory loss and
a decline in cognitive function in Alzheimer’s patients.
Publishing in Science Translational Medicine, the team describes the technique as using a
particular type of ultrasound called a focused therapeutic ultrasound, which non-invasively
beams sound waves into the brain tissue. By oscillating super-fast, these sound waves are
able to gently open up the blood-brain barrier, which is a layer that protects the brain against
bacteria, and stimulate the brain’s microglial cells to activate. Microglial cells are basically
waste-removal cells, so they’re able to clear out the toxic beta-amyloid clumps that are
responsible for the worst symptoms of Alzheimer’s.
See also https://stm.sciencemag.org/content/7/278/278ra33

Science Daily
https://www.sciencedaily.com/news/mind_brain/dementia/
An alternate theory for what causes Alzheimer's disease
August 12, 2019, Source: University of California - Riverside
Summary: Alzheimer's disease, the most common cause of dementia among the elderly, is
characterized by plaques and tangles in the brain, with most efforts at finding a cure focused
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on these abnormal structures. But a research team has identified alternate chemistry that could
account for the various pathologies associated with the disease.
"The dominant theory based on beta-amyloid build-up has been around for decades, and
dozens of clinical trials based on that theory have been attempted, but all have failed," said
Ryan R. Julian, a professor of chemistry who led the research team. "In addition to plaques,
lysosomal storage is observed in brains of people who have Alzheimer's disease. Neurons -fragile cells that do not undergo cell division -- are susceptible to lysosomal problems,
specifically, lysosomal storage, which we report is a likely cause of Alzheimer's disease."
"Long-lived proteins become more problematic as we age and could account for the
lysosomal storage seen in Alzheimer's, an age-related disease," Julian said. "If we are correct,
it would open up new avenues for treatment and prevention of this disease."

https://www.sciencedaily.com/releases/2019/09/190916101856.htm
Alzheimer's disease risk gene APOE4 impairs function of brain immune cells
September 16, 2019, Source:University of Eastern Finland
Summary: A study carried out with a new human stem cell-derived model reveals that the
most prevalent genetic risk factor of Alzheimer's disease (AD), apolipoprotein E4 (APOE4),
impairs the function of human brain immune cells, microglia. These findings pave the way
for new, effective treatment approaches for AD.
APOE4 is the strongest genetic risk factor for Alzheimer's disease. Apolipoprotein, APOE,
plays a critical role in the metabolism of lipids, such as cholesterol, and contributes to
repairing neuronal damage in the brain. APOE is present in humans in three isoforms, and
genetics determines which forms an individual carries. Only the APOE4 form predisposes for
Alzheimer's disease, and over half of patients carry this form. In humans, the APOE gene is
abundantly expressed in microglia, but its role specifically in these cells is poorly understood.

Harvard Medical School
https://www.health.harvard.edu/mind-and-mood/protecting-against-cognitive-decline
While there's currently no treatment that can prevent or cure dementia, researchers have
identified some factors that may help protect you from cognitive decline.
Exercise offers an impressive array of health benefits. It helps prevent heart disease and type
2 diabetes; lowers the risk for high blood pressure, colon cancer, and breast cancer; and helps
relieve insomnia, anxiety, and depression. In addition, it may help ward off cognitive decline
and dementia. Plus, some studies have shown that engaging in a program of regular exercise
improved cognitive function in people who already had memory problems. Exercise may be
particularly advantageous for people who carry the APOE4 gene variant, which makes people
more susceptible to Alzheimer's.
A Mediterranean-style diet
Alcohol: There is some evidence that moderate consumption of alcohol reduces the risk for
cognitive decline and dementia. A study in JAMA, for example, found that people over age
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65 who drank up to one alcoholic beverage a day had about half the risk as non-drinkers over
five to seven years. Another study reported that resveratrol, a compound in red wine, broke
down beta-amyloid (abnormal deposits of protein associated with Alzheimer's disease) in
laboratory experiments, suggesting that red wine in particular may be protective, but further
study is needed. In the meantime, experts do not recommend drinking alcohol to fend off
Alzheimer's disease or cognitive decline. However, experts do not recommend drinking
alcohol to prevent cognitive decline. If you enjoy an occasional alcoholic beverage, you
should limit your consumption to no more than two drinks a day if you are a man or one
drink if you are a woman. In the JAMA study, heavy drinkers—defined as more than four
drinks per day or 14 per week for men and more than three drinks per day or seven per week
for women—had a 22% higher Alzheimer's risk than the non-drinkers.
Mental stimulation
Many researchers believe that education level is less important in maintaining a healthy brain
than the habit of staying mentally active as you age. In one study, mentally intact people in
their 70s and 80s were asked how often they did six activities that required active mental
engagement—reading, writing, doing crossword puzzles, playing board or card games,
engaging in group discussions, and playing music. In the following five years, those who
placed in the highest third in terms of how often they engaged in mentally
stimulating activities were half as likely to develop mild cognitive impairment as those in the
lowest third. An earlier report found a similar link between brain-stretching activities and a
lower risk of Alzheimer's.
To learn more about MCI, review the online guide from Harvard Medical
School, Understanding Mild Cognitive Impairment.
NCBI National Centre for Biological Information
https://www.ncbi.nlm.nih.gov/pubmed/29658744
Psychol Aging. 2018 Mar
When does cognitive decline begin? A systematic review of change point studies on
accelerated decline in cognitive and neurological outcomes preceding mild cognitive
impairment, dementia, and death.
Karr JE1, Graham RB1, Hofer SM1, Muniz-Terrera G2.

Author information
Abstract
Older adults who ultimately develop dementia experience accelerated cognitive decline long
before diagnosis. A similar acceleration in cognitive decline occurs in the years before death
as well. To evaluate preclinical and terminal cognitive decline, past researchers have
incorporated change points in their analyses of longitudinal data, identifying point estimates
of how many years prior to diagnosis or death that decline begins to accelerate. The current
systematic review aimed to summarize the published literature on preclinical and terminal
change points in relation to mild cognitive impairment (MCI), dementia, and death,
identifying the order in which cognitive and neurological outcomes decline and factors that
modify the onset and rate of decline. A systematic search protocol yielded 35 studies,
describing 16 longitudinal cohorts, modelling change points for cognitive and neurological
outcomes preceding MCI, dementia, or death. Change points for cognitive abilities ranged
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from 3-7 years prior to MCI diagnosis, 1-11 years prior to dementia diagnosis, and 3-15 years
before death. No sequence of decline was observed preceding MCI or death, but the
following sequence was tentatively accepted for Alzheimer's disease: verbal memory,
visuospatial ability, executive functions and fluency, and last, verbal IQ. Some of the
modifiers of the onset and rate of decline examined by previous researchers included gender,
education, genetics, neuropathology, and personality. Change point analyses evidence
accelerated decline preceding MCI, dementia, and death, but moderators of the onset and rate
of decline remain ambiguous due to between-study modelling differences, and coordinated
analyses may improve comparability across future studies. PsycINFO Database Record.

Medical News Today
https://www.medicalnewstoday.com/articles/324457.php
Study finds new cognitive decline mechanism in Alzheimer's
Published Friday 15 February 2019
People with Alzheimer's disease experience poor blood flow to the brain, which affects
cognitive function. A new study conducted in a mouse model has finally uncovered the
reason behind this reduced blood flow.
Reduced blood flow to the brain contributes to Alzheimer's, but what mechanism leads to this
vascular problem in the first place? For a while now, researchers have been aware
that Alzheimer's disease goes hand in hand with vascular dysfunction, and reduced blood
flow to the brain, in particular. However, it is only recently that investigators have begun to
focus their efforts on understanding just how and why poor vascular health can contribute to
cognitive decline in this type of dementia.
A study published last month in Alzheimer's and Dementia, the journal of the Alzheimer's
Association, calls vascular dysfunction "the disregarded partner of Alzheimer's disease." It
argues that researchers must first fully understand all the factors involved in the pathology of
this type of dementia before they can develop a pluripotent treatment for it.
"Individualized, targeted therapies for [Alzheimer's disease] patients will be successful when
the complexity of [this condition's] pathophysiology is fully appreciated," the study authors
write.
Now, in a study in mice, a team of investigators from Cornell University in Ithaca, NY has
identified a mechanism — tied to poor blood flow to the brain — that directly contributes to
cognitive decline.

TED video - https://www.youtube.com/watch?v=twG4mr6Jov0
What you can do to prevent Alzheimer's | Lisa Genova
Published on May 20, 2017
Alzheimer's doesn't have to be your brain's destiny, says neuroscientist and author of "Still
Alice," Lisa Genova.
Emphasises that exercising the brain can enable people with CD and AD to still function by
stimulating more synapses to operate, even though beta-amyloids are crowding.

Research on cognitive decline and Alzheimer’s

Page 31

Dietitian Amylee Amos talk
ALZHEIMER’S DIET,” APOE 4 + THE BREDESEN PROTOCOL
March 13, 2018 By: Whitney E. RD. 25 min video
We’re talking to brain health expert Amylee Amos MS, RDN about The Bredesen
Protocol, a clinically-tested “Alzheimer’s diet” and how it can potentially slow and
even reverse cognitive decline or prevent disease in APOE4 susceptible
individuals.
https://www.whitneyerd.com/2018/03/alzheimers-diet-bredesen-protocol.html
Note: their approaches to food are very similar to heart program protocol, but worthwhile
focus on Dr Bredesen’s protocol.

7th BioCeuticals Research Symposium7
tBioCeuticals Research Symposium
Date: Fri 03 May 19 - Sun 05 May 19
Location: 488 George St SYDNEY NSW Australia 2000
https://www.bioceuticals.com.au/education/event/7th-BioCeuticals-Research-Symposium
This year, our keynote speakers include:
Dr Dale Bredesen, internationally recognised expert in the mechanisms of
neurodegenerative diseases, who’s research has shown that Alzheimer’s disease stems from
an imbalance in nerve cell signaling and has opened the door to a new therapeutic approach.
Dr Bredesen will cover the mechanisms underlying the neurodegenerative process, and the
translation of this knowledge into effective therapeutics for Alzheimer’s disease and other
neurodegenerative conditions.
Dr Jay Lombard, internationally acclaimed neurologist, author, and keynote speaker who
creates solutions for brain health and intractable neurological disorders. Dr Lombard
integrates biological, psychological, and existential components in his holistic treatment
approach. His discoveries have been regarded by key opinion leaders as fundamentally
shifting the paradigm of psychiatric medicine.
Ms Amanda Archibald, dietitian, nutritionist and public health advocate, who has pioneered
the combination of the science of nutrigenomics with the culinary arts. Amanda will draw
particular attention to the mechanisms of food-gene relationships related to the core issues
known to affect long-term health – inflammation, oxidative stress, blood sugar and fats, and
gut health – while emphatically encouraging taste and enjoyment as culinary treasures in the
process.
Dr Brandon Brock, chiropractic neurologist, family nurse practitioner and nutritionist, has a
passion for providing easy-to-comprehend skills that can be utilised in a clinical setting. He
received the most outstanding functional neurology teacher of the year award from the ACA
Council of Neurology for five years and twice from IAFNR. Dr Brock will present his unique
and integrated understanding of functional neurology blending nutrition, pharmacology,
immunology and endocrinology to provide a comprehensive approach to clinical
presentations.

Research on cognitive decline and Alzheimer’s

Page 32

TED talk. 2015
Editor’s note: compelling viewing
https://www.youtube.com/watch?v=tkIg-SxPzTA – 8 min video
Alzheimer’s Is Not Normal Aging — And We Can Cure It | Samuel Cohen | TED Talks
•Published on Oct 17, 2015
More than 40 million people worldwide suffer from Alzheimer’s disease, and that number is
expected to increase drastically in the coming years. But no real progress has been made in
the fight against the disease since its classification more than 100 years ago. Scientist Samuel
Cohen shares a new breakthrough in Alzheimer’s research from his lab as well as a message
of hope. “Alzheimer’s is a disease,” Cohen says, “and we can cure it.”

Collective Evolution
https://www.collective-evolution.com/2018/04/27/82-year-old-woman-with-dementia-getsher-memory-back-after-changing-her-diet/
Article text includes:
A change in diet, which was comprised of high amounts of blueberries and walnuts, has
proven to have had a strong impact on Sylvia’s condition that her recipes are now being
shared by the Alzheimer’s Society.
Recently, an 82-year-old woman who suffered from dementia, who couldn’t recognize her own
son has miraculously got her memory back after changing her diet.
When his mother’s condition became so severe that for her own safety she had to be kept in
the hospital, Mark Hatzer almost came to terms with losing another parent.
Sylvia had lost her memory and parts of her mind, she had even phoned the police once
accusing the nurse who were caring for her of kidnap.
A change in diet, which was comprised of high amounts of blueberries and walnuts, has proven
to have had a strong impact on Sylvia’s condition that her recipes are now being shared by the
Alzheimer’s Society.
Sylvia also began incorporating other health foods, including broccoli, kale, spinach, sunflower
seeds, green tea, oats, sweet potatoes and even dark chocolate with a high percentage of cacao.
All of these foods are known to be beneficial for brain health.
Mark and Sylvia devised to diet together after deciding that the medication on its own was not
enough, they looked into the research showing that rates of dementia are much lower in
mediterranean countries and copied a lot of their eating habits.
“In certain countries Alzheimer’s is virtually unheard of because of their diet.
“Everyone knows about fish but there are also blueberries, strawberries, Brazil nuts and
walnuts – these are apparently shaped like a brain to give us a sign that they are good for the
brain.” There were also some cognitive exercises that Mark and his mother would do together

Research on cognitive decline and Alzheimer’s

Page 33

like jigsaw puzzles crosswords and meeting people in social situations, Sylvia would also
exercise by using a pedalling device outfitted for her chair.
In an article titled, Strong evidence linking Aluminum to Alzheimer’s, recently published
in The Hippocratic Post website, Exley explained that:
“We already know that the aluminium content of brain tissue in late-onset or sporadic
Alzheimer’s disease is significantly higher than is found in age-matched controls. So,
individuals who develop Alzheimer’s disease in their late sixties and older also accumulate
more aluminium in their brain tissue than individuals of the same age without the disease.

The NeuroDevelopment Center, Providence, Rhone Island, USA
https://www.neurodevelopmentcenter.com/psychological-disorders/cognitivedecline/cognitive-decline-prevention/
You CAN stay sharp as you age: Options for cognitive decline prevention and treatment
The stakes are high. Research clearly shows gradual mental decline with aging, affecting:
•
•
•
•

memory
thinking skills
concentration
problem solving
But research also shows that you can stay sharp as you age. A rapidly growing number of
studies in the neuroscience of brain aging are showing us new methods and techniques to
help you maintain your mental fitness as you age. Cognitive decline prevention is coming
into prominence.
At the NeuroDevelopment Center, we are devoted to helping you maintain your mental
fitness as you age. Our staff professionals comb the cutting edge of this science to uncover
new knowledge and techniques to help you get sharp and stay sharp. Everyday, new studies
are published that point the way toward cognitive decline prevention. We find them and
translate the complexities of advanced brain science into practical approaches you can use to
stay sharp.
The research is increasingly clear: mental fitness protects you from the effects of age related
cognitive decline and from the effects of Alzheimer’s Disease and other forms of dementia.
Mental fitness is a form of cognitive decline prevention.
Choose from these options to prevent or treat age related decline
Cogmed working memory training is a research-supported way to increase concentration and
improve working memory. With this online brain training program, there are a series of
engaging working memory games and challenges. The challenges, like most popular video
games, get progressively harder as your skills improve. Cogmed Working Memory Training
provides scientifically designed working memory exercise and practice. Just like physical
exercise, it leads to improved skill and capacity. Repeated studies show lasting gains. Learn
more.
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Neurofeedback or EEG biofeedback is a research supported way to train the brain to function
better. Advanced neuroscience has shown that feedback-guided brain training can result in
measurable change in brain networks. With neurofeedback, you can activate and exercise
brain networks devoted to memory, attention, and problem solving. Early research is showing
improved mental function and even some benefit for Alzheimer’s disease. Learn more.

Stop stress from killing your memory cells with HRV Biofeedback

Stress contributes to mental decline. The stress hormone cortisol destroys memory neurons.
Research shows that heart rate variability (HRV) biofeedback is an effective way to reduce
stress.
Your heartbeat is a great “stress-o-meter”. When you are stressed or “revved up” or in a
negative emotional state, and your nervous system arousal is high, your heart beats in
lockstep. The amount of time between heart beats changes very little. When you are calm and
stable, and nervous system arousal is lower, the beat to beat interval becomes more flexible.
HRV biofeedback training provides an easy and very concrete way to learn how to reshape
these heart rate rhythms for increased calm and stability. A simple sensor on your ear or
finger picks up your heartbeat. The computer analyzes the interval between heart beats.
During HRV biofeedback sessions we will help you learn to relax your muscles and your
mind and learn to slow and regulate your breathing. As you learn, your heart rate variability
will increase. The image above shows a session in progress, with the more regular signal on
the right half of the top section showing increased HRV. Once you learn the techniques in
sessions in our office, you can also use inexpensive software at home to build your ability to
recognize when you are bothered and rapidly regain your calm.
NeuroTracker is a new technology that isolates and trains attention and working memory,
without medication! Several early studies have shown significant improvements in attention
after seven 15-minute sessions of training with Neurotracker. The training is safe and noninvasive. It engages you in a series of 3D exercises that help improve attention, focus, and
awareness. Neurotracker is used by elite athletes around the world to improve their attention
and movement tracking while in play. Teams from the NFL, NBA, NHL and EPL employ
Neurotracker as do many Olympic and college athletes. New research is showing that
NeuroTracker can help you stay sharp as you age. Learn more.
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Life Extension
- Age-related cognitive decline
Note: this article presents much useful information – worth examining…
https://www.lifeextension.com/Protocols/Neurological/Age-Related-Cognitive-Decline/Page01
All aging humans will develop some degree of decline in cognitive capacity, usually
including the following symptoms:
•
•
•

forgetfulness
decreased ability to maintain focus
decreased problem-solving capacity
If left unchecked, symptoms oftentimes progress into more serious conditions, such as
dementia and depression, or even Alzheimer’s disease.
Fortunately, proactive lifestyle changes, cognitive training, and nutritional interventions such
as phosphatidylserine and glyceryl phosphoryl choline have been shown to decrease the
rate of intellectual decay and potentially reverse age-related cognitive decline.
Causes of Age-Related Cognitive Decline
Many factors contribute to age-related cognitive decline:
•
•
•
•
•
•
•
•

Oxidative stress and free radical damage
Chronic low-level inflammation
Declining hormone levels like estrogen, testosterone, DHEA, pregnenolone
Inner arterial lining (endothelium) dysfunction
Insulin resistance
Excess body weight
Suboptimal nutrition
Loneliness, lack of social network, and high stress
Dietary and Lifestyle Changes
Several dietary and lifestyle changes can help reduce age-related cognitive decline:
•

Switch from a western diet high in simple sugars and saturated fats to a Mediterranean
diet high in mono- and polyunsaturated omega-3 fats, fibre, and polyphenols
• Caloric restriction may improve learning and memory
• Cognitive stimulation and training, including playing chess and speaking more than
one language, can enhance cognitive reserve and convey protection against loss of
brain function
• Exercise is known to increase levels of brain-derived neurotrophic factor, which can
lead to enhanced cognitive function
• Moderate alcohol consumption (up to 2 drinks/day) and caffeinated coffee
consumption (~3 cups/day) may convey protection against cognitive decline
Integrative Interventions
•

Fish Oil: Daily omega-3 supplementation was independently associated with a
dramatic reduction in cognitive decline over a 1.5-year period in an aging study
population.
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•

Phosphatidylserine: Human clinical trials have found that supplementing with
phosphatidylserine improves cognitive function in aging subjects with cognitive
impairment.
• Glyceryl Phosphoryl Choline (GPC): Patients taking GPC showed neurological
improvement and relief of clinical symptoms of chronic cerebral deterioration that was
superior or equivalent to that obtained with prescription drugs.
• Acetyl-L-carnitine: A meta-analysis of data from over 21 studies shows that
supplementation with acetyl-L-carnitine improves cognitive deficits observed during
aging and pathological brain deterioration.
• Huperzine A: Patients with Alzheimer’s disease improved their scores on standard
cognitive tests after supplementing with huperzine A.
Cognitive function appears to peak around age 20 and diminish steadily over the remaining
years of life.1,2 With life expectancies increasing dramatically in the last century, cognitive
decline and dementia have become major contributors to disability and mortality.3,4
Aging is associated with gradual changes in the brain that slow and reduce its function. As a
result of these changes, it is common for elderly people, even those without neurological
disease, to find it takes longer to perform mental tasks and to experience diminished memory,
attention, and abilities to learn, reason, and solve problems.2 Although some cognitive decline
occurs during normal aging, its rate of progression is affected by lifestyle, environmental, and
genetic factors,5 some of which may be modifiable.1,6
Aging is a complex process, and age-related conditions like cognitive decline are
multifactorial. Some factors that likely contribute to age-related cognitive decline are:
•
•
•
•
•
•
•
•
•

stem cell senescence,
brain oxidative stress and mitochondrial dysfunction,
neuroinflammation (inflammation in the brain),
circadian rhythm and metabolic disturbances,
vascular dysfunction,
abnormal protein accumulation,
disordered homocysteine metabolism,
changing hormone levels, and
epigenetic factors—changes in the way genes are expressed.
These same mechanisms also appear to contribute to dementia and neurodegenerative
diseases like Alzheimer disease and Parkinson disease.1
Currently, much is known about lifestyle factors that work together to promote healthy brain
aging, such as eating a nutrient-dense diet (eg, Mediterranean-style diet), being physically
active, reducing stress, getting adequate sleep, and regularly engaging in mentally and
socially stimulating activities.1,4,6 In addition, a number of integrative interventions have been
identified as having protective effects on brain function.7,8
This protocol will review many underlying factors that contribute to cognitive decline, and
describe several novel medical strategies, lifestyle and dietary habits, and integrative
interventions that can support healthy cognitive function and brain health throughout life.
Risk Factors Associated with Cognitive Decline
Older age is the number one risk factor for age-related cognitive decline, as well as mild
cognitive impairment and dementia. Women have a higher risk of dementia than men.
Furthermore, a number of potentially modifiable risk factors for late-life dementia have been
identified, many of which have their strongest impact on late-life cognitive function when
they occur in midlife.21-23 These risk factors include:
• Sedentary lifestyle21,22
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•
•
•
•
•
•
•
•
•
•
•
•
•
•

Low educational attainment21,22
Smoking21,22
Obesity21,22
Insulin resistance and type 2 diabetes21,22
Hypertension21,22
High cholesterol levels21,22
Chronic kidney disease21
Atrial fibrillation (a type of arrhythmia)21
Cardiovascular disease24
Depression21
Sleep disorders25
Sleep apnea26
High homocysteine levels27
Heavy metal toxicity28

Although there are currently no pharmacologic interventions specifically for age-related
cognitive decline, medical approaches to underlying issues such as vascular disease and
systemic inflammation may help prevent progressive cognitive loss. For example, the use of
certain antihypertensive medications to lower high blood pressure may slow cognitive decline
and prevent dementia; however, they also pose a risk of reducing cerebrovascular blood flow
and causing more cognitive harm.105,106
A number of observational studies have noted that patients using cholesterol-lowering drugs
called statins (such as simvastatin [Zocor] and atorvastatin [Lipitor]) have a lower risk of
mild cognitive impairment and dementia than those not using statins107; however, other
studies and case reports suggest statins may impair cognitive function in some
individuals,108 and other studies have found no benefit.109 Large randomized controlled trials
have found statins had no impact on cognitive decline or dementia risk.108,110-114
While once thought to hold promise for patients with mild cognitive impairment, it now
seems that anti-dementia drugs, like the acetylcholinesterase inhibitors donepezil (Aricept),
galantamine (Razadyne), tacrine (Cognex), and rivastigmine (Exelon), have neither been
shown to restore cognitive function nor protect against dementia in this population.115,116 The
use of biological and genetic markers in the future may help researchers identify those most
likely to benefit from certain drug therapies.115
Editor’s note: there is a long list of lifestyle, food, vitamins and medications suggested, and
472 references at the end of the article.

Alzheimers Association
https://www.alz.org/alzheimers-dementia/what-is-dementia/related_conditions/mildcognitive-impairment
Treatment and outcomes
Currently, there are no medications approved by the Food and Drug Administration (FDA)
for the treatment of MCI. Drugs approved to treat symptoms of Alzheimer's disease have
not shown any lasting benefit in delaying or preventing progression of MCI to dementia.
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(Editor’s note: they key here is ‘drugs approved’, as opposed to effective treatment,
which suggests issues with the drug approval process.)
More research is needed on the biological changes associated with normal aging, MCI and
Alzheimer’s and other dementias to better understand the causes of and risk factors for MCI
and the prognosis for those with the condition.
Individuals who have been diagnosed with MCI should be re-evaluated every six months to
determine if symptoms have progressed. Stay informed about research investigating MCI,
Alzheimer’s and other dementias.

UC Berkeley School of Public Health
https://www.healthandwellnessalerts.berkeley.edu/topics/warning-signs-of-mild-cognitiveimpairment/
Article repeating much of the standard views.
World Health Organisation (WHO) 2017
https://www.who.int/mental_health/neurology/dementia/guidelines_risk_reduction/en/
Overview
The WHO Guidelines on risk reduction of cognitive decline and dementia provide evidencebased recommendations on lifestyle behaviours and interventions to delay or prevent
cognitive decline and dementia.
Worldwide, around 50 million people have dementia and, with one new case every three
seconds, the number of people with dementia is set to triple by 2050. The increasing numbers
of people with dementia, its significant social and economic impact and lack of curative
treatment, make it imperative for countries to focus on reducing modifiable risk factors for
dementia. Action area 3 of the Global action plan on the public health response to dementia
2017–2025 is risk reduction.
These WHO Guidelines are an important tool for health care providers as well as governments,
policy-makers and other stakeholders to strengthen their response to the dementia challenge.
A long document detailing WHO’s approach and plans:
https://apps.who.int/iris/bitstream/handle/10665/259615/9789241513487eng.pdf;jsessionid=6850637489F26490003AD56666190CB9?sequence=1
..Vision of a world in which dementia is prevented and people. The goal of the global action plan is
to improve the lives of people with dementia, their carers and families, while decreasing the
impact of dementia on them as well as on communities and countries.
Editor’s note: little mention of finding out how to delay or prevent dementia.
Emory University – ADRC Research Centre
http://alzheimers.emory.edu/healthy_aging/cognitive-skills-normal-aging.html
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A commonly held misconception is that aging results in an inevitable loss of all cognitive
abilities and that nothing can be done to halt this decline. Research, however, does not support
these claims. While certain areas of thinking do show a normal decline as we age, others
remain stable. Moreover, interventions may actually slow some of the changes that do occur.
A previous view was that as we age, brain cells inevitably die off and are not replaced. This
concept led to the belief that nothing could be done to alter the inevitable. We now know that
certain interventions can sharpen cognitive processes. These include:
•

Reducing Stress: Researchers have found that high stress levels impair learning and
memory in both animals and humans. Strategies to reduce stress such as exercise may be
beneficial.

•

Maintaining Good Health: Regular visits to the doctor are critical to make sure that
medical conditions which can themselves impair thinking are under good control. In
addition, possible interactions among medications should be evaluated by letting your
physician know all of the medications you are taking, even if not prescribed by that
particular doctor. A diet rich in fruits and vegetables containing antioxidants such as
blueberries, strawberries, and broccoli as well as certain fats such as olive oil may be
neuroprotective.

•

Keeping Mentally Stimulated: Studies have found that engaging in challenging cognitive
tasks can protect against age-related declines in thinking and the risk of developing
Alzheimer’s disease. It is important to keep oneself stimulated through activities such as
playing bridge, reading, and attending adult education courses.

•

Using Active Strategies: There is evidence that some of the difficulties in storing new
memories are due to the fact that older persons do not spontaneously use strategies to
encode this information. When they do, age differences are weakened. In addition, older
adults demonstrate good recognition of new information when they are helped with cues to
jog their memory. Strategies that can be helpful to facilitate memory include following a
routine (e.g., always putting one’s keys in the same place), using external techniques (e.g.,
a calendar, a pill box), and taking more time to actively process new information (e.g.,
when introduced to someone, pay extra attention and try to come up with an association to
recall that person’s name)

Wikipedia
https://en.wikipedia.org/wiki/Dementia
There is no known cure for dementia.[2] Cholinesterase inhibitors such as donepezil are often
used and may be beneficial in mild to moderate disorder.[7][16][17] Overall benefit, however, may
be minor.

Agency for Healthcare Research and Quality U.S. Department of Health and Human
Services
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Preventing Alzheimer’s Disease and Cognitive Decline
https://www.ahrq.gov/downloads/pub/evidence/pdf/alzheimers/alzcog.pdf
Conclusions: The current research on the list of putative risk or protective factors is largely
inadequate to confidently assess their association with AD or cognitive decline. Further
research that addresses the limitations of existing studies is needed prior to be able to make
recommendations on interventions.

FamilyDoctor.org
https://familydoctor.org/nourish-your-brain/

•

•

•

•

What is cognitive decline?
Cognitive decline is when your brain doesn’t work as well as it used to. For example, a
person who is experiencing cognitive decline may have trouble learning, using language, or
remembering things.
Some cognitive decline is a normal part of growing older. Cognitive decline that happens
quickly or that affects day-to-day activities is called dementia. A head injury, a stroke, or
disease (for example, Alzheimer’s disease) can damage brain cells and lead to dementia.
As your body gets older, so does your brain. You can’t stop normal cognitive decline
[Editor’s note ?????], just as you can’t stop other parts of normal aging. However, you can
maintain your body and brain health by making healthy choices about your lifestyle, diet, and
exercise. Healthy choices can also help prevent disease.
Path to improved health
There isn’t one specific diet that is best for brain health, but eating healthy is important for
your overall health. Choosing foods that nourish your body and brain can help prevent or
delay health problems, including conditions that increase your risks for dementia.
Tips to nourish your body and brain
Manage your weight. Studies show that obesity, diabetes, high blood pressure, and
high cholesterol can all increase your risk for dementia. To lose weight and keep it off, avoid
short-term or “fad” diets. Instead, adopt a healthy way of thinking about and eating food.
Eat fruits, vegetables, and whole grains. A diet that includes lots of fruits, vegetables, and
whole grains can reduce your risk for chronic diseases, including heart disease, diabetes,
and cancer. These same foods may also help protect brain function. The antioxidants in leafy
greens, dark-skinned vegetables, and cruciferous vegetables (broccoli, cabbage, and turnips)
may be especially protective. Vegetables including beets, broccoli, Brussels sprouts,
cauliflower, eggplant, kale, red bell peppers, romaine lettuce, and spinach are good choices.
Avoid unhealthy fats. Try not to eat any trans fats. These are man-made fats that are bad for
you. Trans fats are often used in processed foods and store-bought baked goods. Read food
labels carefully to check for trans fats. They will appear in the ingredient list as
“hydrogenated vegetable oil” or “partially hydrogenated vegetable oil.”
Foods that are high in saturated fats (for example, red meat) can contribute to
high cholesterol levels. Over time, high cholesterol can increase your risk for heart
attack and stroke. When you do eat red meat, reduce your portion size. Choose poultry and
fish more often.
You can also avoid unhealthy fats by using olive oil or canola oil when you are sautéing
foods. Bake, broil, or roast your food instead of frying it.
Get your omega-3 fatty acids. The most common source of omega-3 fatty acids is fatty fish
(sardines, tuna, salmon, mackerel, and herring). Try to eat this type of fish once or twice a
week.
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•

Talk to your doctor about the risks and benefits of taking vitamins or
supplements. Your doctor might suggest a dietary supplement based on your overall health
and the vitamins or minerals your diet lacks. If you are interested in taking another type of
supplement, talk to your doctor about why you want to take it and what you hope it will do
for you. He or she can help you figure out if a dietary supplement will interact with any
medical conditions you have or any prescription or over-the-counter (OTC) medicine you are
taking.
What else can I do to maintain my brain health?
You can stay active physically, socially, and mentally. Physical activity helps prevent disease
and maintain blood flow to the brain. If you don’t already exercise, try to work up to 30
minutes of moderate activity into your schedule 5 times a week. Moderate activities include
anything that gets your heart rate up. Walking, hiking, bicycling, and swimming are all good
options. Choose something you enjoy doing.
Any activity you do with other people helps to stimulate your brain. A social activity can be
as simple as having lunch with a friend or walking around the block with a neighbor.
Volunteer opportunities in your community or church are good ways to be social. Another
option is finding a club or social group that focuses on a sport, hobby, or topic you enjoy.
To keep your brain cells strong and active, it’s important to stay mentally active. Challenge
yourself to learn something new. Read to stay informed and for fun. Enrol in a class at a local
community college or adult education centre. Or, challenge yourself in a different way by
playing games, completing puzzles, or trying memory exercises.

Functional Medicine Coaching Academy
Note: this website no longer includes reversing cognitive decline
https://functionalmedicinecoaching.org/reversing-cognitive-decline/

Reversing Cognitive Decline (RCD) for Coaches
The Functional Medicine Coaching Academy and Dr. Dale Bredesen have partnered to create
Reversing Cognitive Decline for Coaches (RCD), the only course that trains Health Coaches
and other healthcare professionals in the Bredesen Protocol for Reversing Cognitive Decline
AND earns you NBHWC Continuing Education Credit.
COURSE CONTENT:
This ground-breaking course is designed by The Functional Medicine Coaching Academy and
Dr. Dale Bredesen, an internationally-recognized expert in the mechanisms of
neurodegenerative diseases. He developed the Bredesen Protocol to address the causes of
cognitive decline in a comprehensive and personalized way that leads to improved outcomes.
The Protocol is one of the few promising treatments currently available for cognitive
impairment, and Dr. Bredesen believes health coaches are the key to helping cognitivelyimpaired clients and their caregivers create changes that stick.
In this course, you’ll build proficiency in a range of skills and topics crucial for working with
cognitively-impaired populations, including but not limited to:
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•
•
•
•
•
•
•
•

Develop skills and knowledge to coach cognitive decline clients and their caregivers
Learn how to best support practitioners who are using the Bredesen Protocol
Effectively coach cognitively-impaired clients and caregivers in the Bredesen approach to
cognitive decline
Demonstrate understanding of ketosis, the recommended nutrition plan, and intermittent
fasting
Describe the importance of accurate assessment and differential diagnosis
Explain how to use Brain HQ
Choose appropriate coaching strategies to effectively partner with cognitively-impaired
clients and caregivers to create goals for initiating and sustaining healthy lifestyle change
Access to recordings of Live Town Hall Meetings where Dr. Bredesen answers questions
from practitioners and patients.
This self-paced online course is presented in 8 modules:

•
•
•
•
•
•
•
•

Introduction
Overview of Cognitive Decline and Bredesen's Approach to Cognitive Decline
Coaching Clients and Caregivers with in the Bredesen Protocol
Nutrition Plan for the Bredesen Protocol
Lifestyle Interventions
Brain Training and Neuropsychological Assessment
Coaching In Action
Conclusion
Why Take this Course?
Cognitive decline, a lapse in cognitive functions like memory and reason associated with
conditions like Alzheimer’s disease, dementia, and other types of mild cognitive impairment,
is becoming a global epidemic. These conditions affect the sufferer’s ability to make good
decisions, recall important information, access and create memories—in short, cognitive
decline impacts every area of the patient’s life. Global incidence of these conditions is growing
at an epidemic pace, yet few effective treatments exist and few healthcare professionals have
sufficient training aimed specifically at reversing cognitive decline. Cognitively impaired
patients and their caregivers need support NOW, and more and more of them are turning to
health coaches looking for results.
In this first-of-its-kind course, health coaches and other healthcare professionals will:

o
o
o
o
o
o

Learn effective strategies and tools to help cognitively-impaired clients and their caregivers
create goals for initiating and sustaining healthy lifestyle change
Build the language and skills to confidently partner with doctors whose patients are undergoing
the Bredesen Protocol
Explore a new potential client base and coaching niche in one of the fastest-growing areas of
healthcare
Build a foundation in a critical skill set that, should you choose to pursue it, will set yourself
apart and differentiate your practice
Start to speak confidently on topics like ketosis, the recommended nutrition plan, intermittent
fasting, Brain HQ, and the importance of accurate assessment and differential diagnosis
Earn 10 NBHWC Continuing Education hours (if eligible)
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Note: cost of course: USD649
Getting Started: Once you purchase Reversing Cognitive Decline for Coaches, you will receive
an email invitation to the course from our educational platform, Canvas. You will have access
to the course material in Canvas for 6 months, and all materials are downloadable as well.
Modules will be completed in sequential order, and students who complete the course will
receive a certificate of completion.

SharpAgainNaturally
Editor’s note: this website and articles reference Dr Bredesen and advocate many similar
protocols.
60- min video - https://www.youtube.com/watch?v=t1XvjeoOK0c
https://sharpagain.org/a-new-approach/
A MULTI-CAUSAL, MULTI-THERAPEUTIC APPROACH
After learning about these causes of dementia, it would be another two years before we
learned about the work of Dr. Dale Bredesen at UCLA and the Buck Institute for Research on
Aging. During the past few years, Dr. Bredesen had been conducting a small study utilizing a
similar multi-causal, multi-therapeutic approach. His ground-breaking results showed a 90%
success rate (nine out of ten subjects) in restoring cognitive function, enabling those who had
to quit or cut back on work to return to their jobs.
What Dr. Bredesen’s research made clear is that dementia has many causes and that treating
all of them simultaneously often produces the best results. He uses a leaky roof with 36 holes
as an analogy for AD: you can patch one hole or even several holes, but the roof will still leak
until all the holes have been repaired.
Dr. Bredesen has continued to work with patients and published a follow-up paper (Reversal
of Cognitive Decline in Alzheimer’s Disease) in 2016. He now trains physicians around the
world to treat memory loss using his protocol.
Another major study, the Finnish Geriatric Intervention Study to Prevent Cognitive
Impairment and Disability (FINGER) from 2009-2011 showed that nutrition, exercise and
mental stimulation alone had a positive and significant impact on cognitive function.

TEN CAUSES OF DEMENTIA
Working with our Medical and Dental Advisory Board, Sharp Again has identified 10 causes
of dementia that can be evaluated and treated, potentially reversing memory loss and
restoring full cognitive function:
1. Nutritional imbalances and deficiencies
2. Toxins in food, water, air, work/home environments
3. Effects of prescription medications
4. Mercury and other heavy metal toxicity
5. Hormonal imbalances (T3 thyroid, HGH, estrogen, testosterone, and others)
6. Inflammation from low-level infections, including oral infections, mould, food
sensitivities, URI’s and Lyme Disease
7. Inadequate physical activity, mental stimulation, and social interaction
8. Prolonged stress

Research on cognitive decline and Alzheimer’s

Page 44

9. Sleep and breathing problems
10.
Physical and emotional trauma
Resources
• Alzheimer’s Disease Facts and Figures
• National Institute on Aging
• Dr. Dale Bredesen, The Omega Institute
• Alzheimer’s Association

Healing Advocates
You Can Heal Chronic Disease
http://healingadvocates.org/
http://healingadvocates.org/alzheimers-disease/

Curing Alzheimer's with Science and Song
Rudy Tanzi & Chris Mann | TEDxNatick
25-minute video, 4 March 2017
Editor’s note: ensure you watch the song at the end ‘Remember Me
https://www.youtube.com/watch?v=iuel1AFKSDo
Alzheimer’s cases are growing at an alarming rate as our lifespan rapidly outpaces our
“brainspan”. There are 5.4 million patients in the USA and as 71 million baby boomers head
toward high risk age, Alzheimer’s could singlehandedly crush our healthcare system. The good
news is that dozens of Alzheimer’s genes have been identified, and the opportunity for stopping
this disease has never been greater. Rudy Tanzi discusses how he and others are doing just that.
He is joined by chart-topping recording artist and actor Chris Mann for a performance of their
anthem of hope, “Remember Me," that blazed the Internet in pursuit of a cure. Dr. Rudy Tanzi,
a Professor of Neurology at Harvard University and Massachusetts General Hospital and was
named one of the TIME100 Most Influential People in the World in 2015 for his groundbreaking research on Alzheimer’s disease. Chris Mann is a critically acclaimed recording artist
and actor who has performed over 700 times as The Phantom in "The Phantom of the Opera"
(Nat'l Tour) and on NBC's "The Voice". This talk was given at a TEDx event using the TED
conference format but independently organized by a local community. Learn more at
http://ted.com/tedx

MCT and coconut oil
18-minute video
Editor’s note: Also mentioned in article on page 18
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Unconventional But Effective Therapy for Alzheimer's Treatment: Dr. Mary T. Newport at
TEDxUSF
https://www.youtube.com/watch?v=Dvh3JhsrQ0w

Dementia is preventable through lifestyle. Start now.
Max Lugavere | TEDxVeniceBeach
20-minute video, 2 November 2019
https://www.youtube.com/watch?v=f0WCb23KPEw
Health and science journalist Max Lugavere has always been close with his mom. When she
began to show signs of dementia in her early fifties, it shook him to his core. Wasn’t dementia
an old person’s disease? And with drug trials having a near 100% failure rate, what was there
to do? In 2017, a leading Alzheimer’s organization recognized for the first time that one third
of dementia cases may be preventable. And so Max decided to devote himself to figuring out
how he and his peers could best avoid the disease. In this illuminating talk, Max discusses the
fascinating diet and lifestyle changes associated with significant risk reduction for Alzheimer’s
disease and dementia, and what that means. For more, pick up his New York Times bestselling
book, GENIUS FOODS. Max Lugavere is a filmmaker, author, and TV personality. He is the
director of the upcoming film BREAD HEAD, the first-ever documentary about dementia
prevention through diet and lifestyle, and is publishing his first book in early 2018 documenting
his findings on how to optimize focus, productivity, mood, and long-term brain health with
food. Lugavere is a regularly-appearing "core expert" on The Dr. Oz Show, has been featured
on NBC Nightly News, in the Wall Street Journal, and has contributed as a health journalist to
Medscape, Vice/Munchies, the Daily Beast, and others. He is a highly sought-after speaker and
has been invited to keynote events such as the Biohacker Summit in Stockholm Sweden, and
esteemed academic institutions like the New York Academy of Sciences. His newest book,
GENIUS FOODS, is a New York Times best seller. This talk was given at a TEDx event using
the TED conference format but independently organized by a local community. Learn more at
https://www.ted.com/tedx

The latest news on Alzheimer’s disease and brain health research
Editor’s note: This website has numerous recent videos and articles on the subject
Tis 52-minute video shows an interview with Dr Bredesen:
https://www.beingpatient.com/dale-bredesen-lifestyle-changes-prevent-alzheimers/

The Being Patient: Brain Talks series brings you answers from top researchers in brain
health, while our Being Patient: Perspectives series features inspiring people living with
dementia. Join the conversation here.
https://www.beingpatient.com/category/video/
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Biogen Revives Aducanumab
Experimental Alzheimer’s Drug, to Submit for FDA Approval
By Phil Gutis | October 22nd, 2019 BeingPatient.com
https://www.beingpatient.com/biogen-alzheimersrevives/?utm_source=Being+Patient+Newsletter&utm_campaign=cd531e5848EMAIL_CAMPAIGN_2019_10_24_04_12&utm_medium=email&utm_term=0_95b92454c1cd531e5848-110587365

In a dizzying reversal, Biogen announced today that it would seek approval from the U.S.
Food and Drug Administration (FDA) to begin marketing its experimental Alzheimer’s drug
that it had abruptly killed nine months ago. In March, saying that the drug had failed a
“futility analysis,” the company stunned the Alzheimer’s community by abruptly ending its
phase three studies. The company said that its new announcement was based on further data
analysis that showed that patients who received aducanumab “experienced significant
benefits” in memory and general cognition. “Patients also experienced benefits on activities
of daily living including conducting personal finances, performing household chores such as
cleaning, shopping and doing laundry and independently traveling out of the home,” the
company said. Aducanumab targets the build-up of amyloid in the brain, which has long been
suspected as a cause of Alzheimer’s. If approved by the FDA, aducanumab would be the first
treatment to demonstrate that removing amyloid from the brain impacts Alzheimer’s.
Editor’s note: 250 previous trials were unsuccessful.

MIT Scientists Reveal Brain Rhythm Role In Alzheimer's Research
http://beforeitsnews.com/health/2019/10/in-alzheimers-research-mit-scientists-reveal-vrainrhythm-role-2987664.html 24 Oct 2019

In the years since her lab discovered that exposing Alzheimer’s disease model mice to light
flickering at the frequency of a key brain rhythm could stem the disorder’s pathology, MIT
neuroscientist Li-Huei Tsai and her team at The Picower Institute for Learning and Memory
have been working to understand what the phenomenon may mean both for fighting the
disease and understanding of how the brain works.The Tsai lab is interested in elucidating the
pathogenic mechanisms underlying neurological disorders that impact learning and memory
by taking a multidisciplinary approach to investigate the molecular, cellular, and circuit basis
of neurodegenerative disorders.
In the years since her lab discovered that exposing Alzheimer’s disease model mice to light
flickering at the frequency of a key brain rhythm could stem the disorder’s pathology, MIT
neuroscientist Li-Huei Tsai and her team at The Picower Institute for Learning and Memory
have been working to understand what the phenomenon may mean both for fighting the
disease and understanding of how the brain works. The Tsai lab is interested in elucidating
the pathogenic mechanisms underlying neurological disorders that impact learning and
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memory by taking a multidisciplinary approach to investigate the molecular, cellular, and
circuit basis of neurodegenerative disorders……..
Tsai’s team has also been working to understand the mechanisms underlying the changes
they see. The research has revealed that brain rhythms appear to exert a great deal of
influence over the activity of multiple cell types in the brain.
Neuroscientists have known about rhythms for more than a century, but they have only
recently begun to acknowledge that they might affect how the brain works. Gamma is
associated with brain functions like sensory processing, working memory and spatial
navigation, but scientists have long debated whether they are consequential or mere byproducts.
The End of Alzheimer’s
67-minute video interview with Dr Michael Fossel
https://www.youtube.com/watch?v=B64U1N-8HkM
The end of Alzheimer's may be only a few years away! That's the bold claim made by Dr.
Michael Fossel, a pioneer in the revolutionary field of telomerase therapy. This groundbreaking technology has the potential to be one of the biggest scientific breakthroughs the
world has ever seen by eradicating deadly diseases while at the same time prolonging the
human lifespan for hundreds of years. Dr Fossel thinks Alzheimers is curable and will be
within 2 years following research on telomerase resulting in a gene therapy that produces
changes within a few months.
Note Dr Fossel strongly disagrees with Dominic D’Gistoni about ketones and the keto diet as
far as its effect on Alzheimers – https://www.ketonutrition.org/

KETONUTRITION
THE OFFICIAL WEBSITE OF DR. DOMINIC D’AGOSTINO
https://www.ketonutrition.org/blog/2019/9/30/ketones-and-the-aging-brain
The cause of AD is still a bit of a mystery, but we do know there is an increased risk in
Type-2 diabetics, individuals carrying 1 or 2 APOE4 alleles, and sedentary individuals,
among others. Most of which can be approached by lifestyle interventions, today’s most
promising form of AD prevention.
Ketones to Bypass Impaired Brain Glucose Metabolism
Glucose is the predominant fuel for the brain, but cannot supply adequate fuel to the AD
brain, putting the brain at risk for starvation and exhaustion. However, when ketones
become available, the brain will preferentially take up and utilize them as fuel, even in the
presence of glucose. What’s more is that brain uptake of ketones is in direct proportion to
their plasma concentration, whereas glucose enters in response to the brain’s energy
demands. We know that the brain loves ketones, this has been demonstrated on various
occasions, such as in Dr. Stephen Cunnane’s research. In fact, it was demonstrated much
earlier (1967) in a study of a 40-day starvation period, ketones were supplying two thirds
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of the brain’s energy requirements. This was the first study to show that ketones are an
alternative fuel source to glucose.
We know that brain glucose metabolism is impaired in AD, but ketone bodies appear to
have no issue entering the brain and being metabolized as fuel. What if this impaired brain
glucose uptake was taking place early in life and that it was contributing the development
of AD? Bypassing this impairment and maintaining the brain fuel supply could be an
incredible strategy to prevent or delay the onset of AD. Could ketones fill this gap?
In 1981, it was demonstrated that in AD, brain glucose uptake decreased by 26%, but brain
ketone uptake remained normal (Lying-Tunell U, et al., 1981). Another group later showed
a decrease in brain glucose utilization of 45% in individuals with perceived early stages of
AD (Hoyer et al., 1988). Ketone production and utilization does not appear to be impaired
with age, as studies have shown similar levels of both production and utilization in young
and aged individuals (Freemantle et al., 2009).
It was identified using labelled AcAc PET tracer that ketone uptake and metabolism
remains intact even in early AD (Castellano, et al., 2015). Specifically, this study
confirmed a decrease in brain glucose uptake and identified no difference in ketone uptake
between the early AD individuals and age-matched controls. This same study confirmed
that brain ketone utilization in AD is positively correlated to plasma ketone levels, which
were shown to be the same in control and AD participants, supporting the rationale behind
using ketones to overcome the energy deficit of the deteriorating brain.
A Promising Case Report
A very encouraging case report on the use of ketogenic therapies in AD was published by
Mary Newport and colleagues (Newport et al., 2014). The report addressed a 63-year-old
male, APOE4-positive with younger-onset, sporadic AD, beginning from the age of 51
when he began experiencing noticeable short-term memory loss. By 2006 he was
displaying the telling signs of AD, unable to carry out activities of daily living. From 2004
to 2008 his Mini-Mental State Examination (MMSE) dropped 12 points and an MRI
revealed brain atrophy. In 2008, he began consuming 165mL of a 4:3 mixture of MCT to
coconut oil in 3-4 servings over a course of the day. By day 75 of this treatment, his
MMSE score improved from 12 to 20. MRI scans revealed no change from 2008 to 2010,
suggesting his disease was not progressing. In 2010, he was administered three 28.7g
servings of R-3-hydroxyl R-3-hydroxybutyrate ketone monoester (KME) daily. Within
DAYS the patient regained the ability to complete activities without assistance, write out
the alphabet, and dress himself among other tasks. He even reported for himself improved
mood and more energy. These treatments were all given in combination with a normal
diet. It was noted that his improved cognition and physical activity levels were greatest
with peak plasma ketone concentrations (6-8 mmol/L). What’s more is that over the course
of this 2-year treatment investigation, no adverse side-effects were reported.

The link between diet, exercise and Alzheimer’s
The Australian, 1 November 2019
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https://www.theaustralian.com.au/business/the-wall-street-journal/the-link-between-dietexercise-and-alzheimers/news-story/ff1e3878f5271686b8dd6f0620396606
While researchers struggle to develop a drug to treat or cure Alzheimer’s, some doctors are
recommending lifestyle changes. Dr. Isaacson began developing personalised prevention plans
for patients of all ages in 2013 when he started the Alzheimer’s Prevention Clinic at Weill
Cornell Medicine and New York - Presbyterian, of which he is now director.
Alzheimer’s disease starts in the brain some 20 to 30 years before symptoms emerge, so
intervening early through personalised medicine and lifestyle changes can make a difference,
says Dr. Isaacson.
Based on a battery of blood, genetic and cognitive tests, as well as measurements of their
body fat and muscle mass, patients received a couple of dozen personalised recommendations
ranging from eating specific types of fish and berries, to taking certain vitamins, and tailored
exercise plans.
Eighteen months later, they took a series of very sensitive cognitive tests which may detect
cognitive decline before memory problems outwardly appear, says Dr. Isaacson. The majority
of both groups of patients showed statistically significant improvements when compared with
their baseline, as well as compared with historical control groups.
Most surprising, says Dr. Isaacson, is that the MCI patients who followed at least 60% of
their recommendations showed cognitive improvement. However, MCI patients who
followed less than 60% of the recommendations experienced cognitive declines similar to the
control groups, he notes.
In the larger group of patients, everyone — including those who didn’t follow a large
percentage of recommendations — performed better on the cognitive tests compared with
their baseline and control groups 18 months later. On average, younger people showed more
improvement on the cognitive tests compared with people over 60, says Dr. Isaacson. Patients
in both groups had a family history of Alzheimer’s disease.

Diagnosing Alzheimer’s Disease
87-minutes presentation, Jul 27, 2019
https://www.youtube.com/watch?v=C7NQahSxDkk
Dr. Geroges Naasan explores the principal clinical syndromes of Alzheimer's Disease:
memory, visual, language and frontal/executive. He also discusses neuropathology, genetic
factors and modern biomarkers with colleagues from the UCSF Memory and Aging Centre.

What is Alzheimer disease? A simple explanation
9-minutes video explaining Alzheimers
https://www.youtube.com/watch?v=nPT1nD6Wh6E
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Alzheimer disease, often called Alzheimer's disease by the public, is a neurodegenerative
disease that leads to symptoms of dementia. Progression of Alzheimer disease is thought to
involve an accumulation of beta-amyloid plaque and neurofibrillary tangles in the brain. This
video covers the mechanisms and pathophysiology thought to contribute to Alzheimer disease,
including a definitions of sporadic as well as familial Alzheimer disease, common signs and
symptoms, and diagnosis.
Note: the presenter appears to be unaware of Dr Bredesen’s protocol and successes.

Eight articles that explain how meditation can improve mental health
1. An Introduction to the Transcendental Meditation Technique
http://tm.org John Hagelin, PhD speaks about the Transcendental Meditation technique
https://www.youtube.com/watch?v=ZjT831cjaUY
See diagram at 12 mins 40 secs:

Also: https://www.youtube.com/watch?v=fO3AnD2QbIg
Note: this TM approach insists it is necessary to learn it one-on-one from a qualified
teacher. Otherwise, it just talks around the subject, doesn’t give much of a clue as to the how.
Transcendental Meditation
84K subscribers
SUBSCRIBE
http://tm.org In this introductory video, Bob Roth describes the Transcendental Meditation®
technique in depth. What you'll learn: • What TM is • What TM is not • What happens during
TM • How we know TM really works • TM's effect on the brain • The natural tendency of the
mind • What a mantra is • Where TM came from • How TM is different • Why TM works for
everyone To learn more about the TM® technique, visit http://www.TM.org
https://tm.org.au/introduction-to-tm
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2 Secrets to a longer, healthier life
How modern scientific discoveries and ancient holistic traditions can reverse aging, by Dr.
Robert Schneider May 16, 2017
This article is the first in a series from internationally renowned physician and researcher Dr.
Robert Schneider, who offers a revolutionary approach to living longer and healthier,
combining cutting-edge science and Maharishi AyurVeda®. He is Dean of the College of
Integrative Medicine and Director of the Institute for Natural Medicine and Prevention at
Maharishi University of Management. His research has been supported by $25 million in
grants from the National Institutes of Health and other agencies and published in 150
scientific publications. The article was first published on Enjoy TM News.
TM Reverses the Aging Process. Research conducted in the 1980s was the first to show that
practicing the Transcendental Meditation technique was associated with a younger biological
age—an average of 12 years younger in subjects who practiced TM regularly for five years or
more.6
https://tmhome.com/benefits/secrets-of-longer-healthier-life-reverse-ageing/

3 Why Meditation Should Be Part of Your Anti-Aging Regimen
Research completed January 1983
https://www.dermstore.com/blog/meditation-for-antiaging/

4 THE TRANSCENDENTAL MEDITATION AND TM-SIDID PROGRAMME AND
REVERSAL OF THE AGEING PROCESS
Research completed January 1983
These results indicate a continuing trend of reversal of the physiological ageing process
through the practice of the Transcendental Meditation and TM-Sidhi programme.
https://pdfs.semanticscholar.org/be8f/57f62db6c506de9647baa1b9779ce24d97ad.pdf

5 TruthAboutTM.org
A recent study published in the American Journal of Cardiology found people who regularly
practiced Transcendental Meditation (TM) had an increased life-expectancy of 23%. This
means many additional years of happy, healthy, productive living.
http://www.truthabouttm.org/utility/showArticle/?ObjectID=521&find=aging&happ=siteAd
ministrator

Research on cognitive decline and Alzheimer’s

Page 52

6 An Introduction to Meditation
This article provides descriptions of the various forms of meditation
https://www.ramdass.org/meditation-2/

7 Experience the Benefits of Meditation
The Hearts Centre Community,
What this process looks like is the gentle but persistent return of the attention to the object of
contemplation…repeatedly. Over time, there will be a stilling of the myriad thoughts that
dance and play in our heads. Over time, we will feel the results. Some schools of meditation
urge that the practitioner contemplate nothing, or emptiness. Others urge the contemplation of
something such as a virtue, a colour, one’s breathing, a sound, a feeling or a form. All
methods work.
https://www.heartscenter.org/TeachingsBlogs/Meditation/ExperiencetheBenefitsofMeditat
ion/tabid/359/Default.aspx?gclid=Cj0KCQiA4nuBRCnARIsAHwyuPrlEISiBg46XF8Hl4aHbHxJiC_Oqo0Bu2cdYsg2Bha5KRI7jdxKSRUaAhcDEA
Lw_wcB#.XcOF-zMzaUk

8 Healthline.com
12 Science-Based Benefits of Meditation
The popularity of meditation is increasing as more people discover its benefits.
Meditation is a habitual process of training your mind to focus and redirect your thoughts.
You can use it to increase awareness of yourself and your surroundings. Many people think
of it as a way to reduce stress and develop concentration.
People also use the practice to develop other beneficial habits and feelings, such as a positive
mood and outlook, self-discipline, healthy sleep patterns and even increased pain tolerance.
This article reviews 12 health benefits of meditation.

9. May Reduce Age-Related Memory Loss
Improvements in attention and clarity of thinking may help keep your mind young.
Kirtan Kriya is a method of meditation that combines a mantra or chant with repetitive
motion of the fingers to focus thoughts. It improved participants' ability to perform memory
tasks in multiple studies of age-related memory loss (27Trusted Source).
Furthermore, a review of 12 studies found that multiple meditation styles increased attention,
memory and mental quickness in older volunteers (28Trusted Source).
In addition to fighting normal age-related memory loss, meditation can at least partially
improve memory in patients with dementia. It can also help control stress and improve
coping in those caring for family members with dementia (27Trusted Source, 29Trusted
Source).
https://www.healthline.com/nutrition/12-benefits-of-meditation#section6
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eocinstitute.org
The Ultimate Guide To Anti-Aging, Longevity, & Life Extension
Meditation boosts Telomere, nitric oxide, resveratrol/SIRT1, BDNF, acts as anti-oxidant
https://eocinstitute.org/meditation/4-top-ways-meditation-is-the-best-anti-aging-longevitytool/

Cacao, a power drug for the brain
By Jan Ryan, Jan 15 2017, Elite Daily
Note: this article is similar to many on the subject
https://www.elitedaily.com/wellness/5-health-benefits-cacao-powder-will-make-ditch-chocolategood/1744406

Cacao has one of the highest antioxidants of any food on the planet. This means that it
prevents cell death in your brain while simultaneously encouraging your brain's ability to
create new memories and make new connections (light bulb!). Cacao also increases brain
blood flow, which means more oxygen to your brain. This results in a greater alertness and
cognitive abilities. The flavonoids in cacao—which function as antioxidants—help to prevent
disease in the brain associated with aging, especially Alzheimer's disease and other forms of
cognitive decline.
Also: Note: this article is recommended to be read thoroughly
https://nootropicsexpert.com/cacao/

Cacao flavanols provide numerous health and nootropic benefits including boosting cerebral
blood flow, blood vessel elasticity and reduced blood pressure. And cacao is a strong antiinflammatory. Cacao stimulates the release of several major neurotransmitters. Resulting
in improved mood while boosting learning and memory. Cacao is antiaging, helping prevent
neurodegenerative disease like Alzheimer’s and Parkinson’s. And reduces the risk
of diabetes by decreasing insulin resistance.
Cacao prevents dementia
A study in France followed 1,367 subjects over 65 years old for 5 years to determine if
flavonoid intake influenced neuroprotection. The team concluded that “the intake of
antioxidant flavonoids is inversely related to the risk of dementia”.[xx]
Another double-blind study on cacao, cognition and aging found that 90 subjects with mild
cognitive impairment had significantly better cognitive function including verbal test
scores after consuming cacao flavanols for 8 weeks.
This study confirmed earlier reports that those who consumed higher doses of cocao flavanols
(990 mg and 520 mg daily) did better than those who used less (45 mg).[xxi] And many
experts are now saying that Alzheimer’s Disease is really Type-3 diabetes because insulin
deficiency and insulin resistance is behind Alzheimer’s-type neurodegeneration.[xxii]
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A trial with 15 healthy subjects were assigned to consume 100 grams of dark
chocolate containing about 500 mg polyphenols, or 90 grams of white chocolate which
doesn’t contain polyphenols, for 15 days.
The researchers concluded that dark, but not white chocolate decreases blood pressure and
improves insulin sensitivity in healthy persons.[xxiii]
Dosage Notes
Recommended dose of Cacao flavanols for cognitive benefit is 500 – 1,000 mg per
day.[xxiv]
The challenge is figuring out flavanol levels in the cacao or dark chocolate you are buying. A
few manufacturers declare flavanol amounts in mg per capsule or dose in the ingredients
label.
Cocao nibs and cocao powder are the purest and contain the highest levels of flavanols. But
pure cocao tends to be bitter. So look for capsules if you can’t stand the taste of dark
chocolate or cocao.
Milk negates the advantage of eating chocolate because it interferes with the absorption of the
antioxidants in chocolate. This includes no health benefit from eating milk chocolate.[xxv]

Harvard Medical School. Is my forgetfulness normal?
https://www.health.harvard.edu/promotions/harvard-health-publications/improving-memoryecourse-aug2019test2?utm_source=delivra&utm_medium=email&utm_campaign=EL20191113Memory&utm_id=1712894&dlv-ga-memberid=89944847&dlv-emuid=62e30eb2-84b44663-b2ff-e142b9a5bfbf&dlv-mlid=1712894
‘You’ll discover that while our memories change as we age most “senior moments” we
experience are normal and not signs of dementia. This entertaining, interactive course from
experts at Harvard Medical School brings you the latest information on mind and
memory.
Editor’s note: and all without conducting any individual medical assessments.

Analysis by Dr. Joseph Mercola, 7 November 2019
Trans Fats Linked to Increased Risk for Alzheimer’s
https://articles.mercola.com/sites/articles/archive/2019/11/07/trans-fats-and-alzheimers.aspx
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This long article explores a wide range of views and treatments for Alzheimers, including a
link to an interview with Dr Dale Bredesen:
Novel Treatments Are Being Explored. Diagnostic guidance and core treatment strategies are
detailed in my interview with Dr. Dale Bredesen, featured in “ReCODE: The Reversal of
Cognitive Decline.” (You can also download Bredesen’s full-text case paper,42 which details
his ReCODE treatment program.)

Eat more citrus fruits & cucumbers
From NaturalNews.com.
21 November 2019
Eating more citrus fruits is an easy way to prevent dementia. A major long-term study in
Japan has demonstrated the eating citrus fruits daily has a major effect on reducing dementia,
and on improvements in other health areas.
https://www.brighteon.com/8a61032d-ad99-4f3a-b250-9a67987e52fb
Similarly, cucumber has many health benefits including ‘preventing memory loss’.
https://www.brighteon.com/9f93b073-9900-4b3b-9512-fe962e24b744
https://www.brighteon.com/26931866-a8c9-4502-9bbe-d089407093fd

Benefits of Ashwagandha
Healthline.com 21 November 2019. Note Ashwagandha is recommended by Dr Bredesen.
Consuming 500–600 mg of ashwagandha root extract per day may boost various aspects of
memory. However, more studies are needed to confirm these effects.
https://www.healthline.com/nutrition/ashwagandha-dosage#memory

Distributed memory: the brain in the heart
Dr Joseph P Farrell, 26 November 2019
https://gizadeathstar.com/2019/11/distributed-memory-the-brain-in-the-heart/
Neurologist Dr. Andrew Armour from Montreal in Canada discovered a sophisticated
collection of neurons in the heart organised into a small but complex nervous system. The
heart’s nervous system contains around 40,000 neurons called sensory neurites that
communicate with the brain. Dr. Armour called it “the Little Brain in the Heart”. It has been
known for many years that memory is a distributive process. You can’t localize memory to a
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neuron or a group of neurons in the brain. The memory itself is distributed throughout the
neural system. So why do we draw a line at the brain?
But it's that "distributed memory" idea and its "holographic" overtones that really appeals, for
lurking deeply within that idea is the idea that memory is not local, existing or concentrated in
this or that area of the brain, or the body. It is rather as if what is implied by that idea is the
opposite: that the body exists within a memory and is imprinted with it like a psychotronic
object. If it's distributed, and non-local, then perhaps it's also an indicator that the body, in order
to be a body, is integrated at the quantum level, by quantum tunnelling, perhaps, and that
memory may be a function of this somehow.

Biogen aducanumab
5 Dec 2019
https://www.beingpatient.com/biogen-reports-drugworks/?utm_source=Being+Patient+Newsletter&utm_campaign=c25ec7f83dEMAIL_CAMPAIGN_2019_12_05_07_44&utm_medium=email&utm_term=0_95b92454c1
-c25ec7f83d-110587365
Patients with mild cognitive impairment (MCI) or early Alzheimer’s who were on a larger dose
of aducanumab for a longer amount of time showed a statistically significant slowing of the
disease. Biogen Reports Drug Effective in Slowing Alzheimer’s Disease: ‘A Milestone
Achievement’. Dr. James Kupiec, Chief Medical Officer of ProMIS Neurosciences, said the
Biogen presentation was “clearly positive.” “This is not the best drug for Alzheimer’s that will
ever be approved,” he said. “It will be the first drug that is approved.”

Sound Therapy
10 December 2019
https://www.collective-evolution.com/2019/12/10/research-shows-we-can-heal-withvibration-frequency-sound/
Research Shows We Can Heal With Vibration, Frequency & Sound. ….. Sound therapy is
getting more popular, and it can have many medical applications, especially within the
psychological and mental health realms.

Drugs That Quell Brain Inflammation Reverse Dementia
15 December 2019
http://beforeitsnews.com/health/2019/12/drugs-that-quell-brain-inflammation-reversedementia-2998502.html
UC Berkeley scientists propose a radical new theory that the memory loss and cognitive
dysfunction of aging is due to a leaky barrier between the blood stream and the brain. Drugs
that tamp down inflammation in the brain could slow or even reverse the cognitive decline that
comes with age.
“We tend to think about the aged brain in the same way we think about neurodegeneration:
Age involves loss of function and dead cells. But our new data tell a different story about
why the aged brain is not functioning well: It is because of this “fog” of inflammatory load,”
said Daniela Kaufer, a UC Berkeley professor of integrative biology and a senior author,
along with Alon Friedman of Ben-Gurion University of the Negev in Israel and Dalhousie
University in Canada. “But when you remove that inflammatory fog, within days the aged
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brain acts like a young brain. It is a really, really optimistic finding, in terms of the capacity
for plasticity that exists in the brain. We can reverse brain aging.”

How to Slow Aging (and even reverse it)
16 November 2019
https://forbiddenknowledgetv.net/how-to-slow-aging-and-even-reverseit/?utm_source=newsletter&utm_medium=email&utm_campaign=How+to+Slow+Aging+%
28and+even+reverse+it%29
According to Professor David Sinclair, aging is not genetic - it's epigenetic and we can
reverse aging by resetting our epigenomes. The epigenome is the system of proteins, like
histones and chemical markers, like methylation that turn our genes on and off. Epigenetics
are what differentiate a brain cell from a skin cell and they're what enable different cell types
to perform their specific functions. With every cell division and with the onslaught of free
radicals and radiation, our DNA is constantly getting broken. Although our cells repair the
damage, the epigenome is not perfectly reset every time. Eventually, "noise" accumulates in
our epigenome, which prevents our cells from functioning optimally, which is what's known
as aging. This degradation of our epigenome can be countered by putting the body under
stress, such as extreme heat and cold, strenuous exercise, fasting and eating less protein.
Reversing aging requires an epigenetic reset or the erasure and remodelling of epigenetic
marks, such as DNA methylation. This may be possible using the four factors identified by
Shinya Yamanaka that won him a Nobel Prize in 2012, where he discovered how to revert an
adult cell into a pluripotent stem cell.
Another Alzheimer’s Vaccine Moves Closer to Human Trials
https://www.beingpatient.com/another-alzheimers-vaccine-moves-closer-to-humantrials/?utm_source=Being+Patient+Newsletter&utm_campaign=b3b4d3d5e3EMAIL_CAMPAIGN_2020_01_02_04_19&utm_medium=email&utm_term=0_95b92454c1
-b3b4d3d5e3-110587365
By Deborah Kan | December 31st, 2019
With repeated drug failures to treat Alzheimer’s disease in recent years, scientists are racing
to find a vaccine to prevent the disease from evolving. The latest study was tested on mice
genetically programmed to get Alzheimer’s disease and was successful in removing betaamyloid plaque and tau protein linked to Alzheimer’s disease in the animals.
This latest vaccine study was conducted by researchers at the University of California Irvine
and used an adjuvant or an immunological agent that boosts the immune response of the
vaccine, formulated by Flinders University in South Australia.
“Our approach is looking to cover all bases and get past previous roadblocks in finding a
therapy to slow the accumulation of amyloid beta/tau molecules and delay Alzheimer’s
disease progression in a the rising number of people around the world,” says Flinders
University Professor Petrovsky, who will work in the US for the next three months.
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The dual vaccine strategy prevents the formation of amyloid plaques and tau neurofibrillary
tangles, two hallmarks associated with the progression of Alzheimer’s disease. Amyloid
plaque are sticky clusters that form in spaces between nerve cells in the brain tissue.
Imaging research in recent years has proved that people can live with plaque in their brains
decades before seeing a symptom of Alzheimer’s. Neurofibrillary tangles are knots of tau
protein threads within the brain tissue. Both are believed to play a significant role in the
pathology of Alzheimer’s disease. However, it remains unclear whether both of these
structures cause Alzheimer’s or are a by-product of the disease.
Researchers say the success of the animal study comes after two decades of working on the
vaccine and could pave the way for human trials to start as early as 2021. Trial centers will be
located in the United States but Professor Petrovsky told Australian media he hopes to make
them available in Australia as well.
This latest study is one of several recent ones attempting to develop a successful vaccine that
works on humans. Earlier this year researchers from the University of New Mexico
announced they successfully engineered a vaccine that prevents the formation of new tau
tangles in the brain and eliminates existing ones in mice. And United Neurosciences, a
Dublin-based biotech firm, announced it was seeing promising results in UB-311, in a
clinical phase 2a human trial.
Earlier studies of anti-amyloid drugs have failed because they have caused brain swelling. It
is hoped that a vaccine could trigger an immune response that doesn’t result in swelling.
Past vaccine studies have targeted people over 60 years old who show signs of mild cognitive
impairment.
Biogen Plans to Buy Early-Stage Alzheimer’s and Parkinson’s Treatment From Pfizer
https://www.beingpatient.com/biogen-alzheimers-treatmentpfizer/?utm_source=Being+Patient+Newsletter&utm_campaign=81088b8f67EMAIL_CAMPAIGN_2020_01_16_06_50&utm_medium=email&utm_term=0_95b92454c1
-81088b8f67-110587365
By Lecia Bushak | January 13th, 2020
Biogen has agreed to buy an experimental Alzheimer’s and Parkinson’s treatment from
Pfizer, the company announced Monday. In the agreed deal, Biogen will pay Pfizer $75
million up front for an early-stage drug that aims to treat Alzheimer’s and Parkinson’s
patients.
The early-stage drug, PF-05251749, is a CNS-penetrant small molecule inhibitor of casein
kinase 1 (CK1). CK1 regulates the body’s “central clock,” which maintains sleep, the
circadian rhythm and metabolism.
Biogen is planning on developing the drug to treat Sundowning in Alzheimer’s, a symptom
affecting 20 percent of Alzheimer’s patients. Sundowning is associated with sleep issues in
Alzheimer’s, and is characterized by patients showing signs of restlessness, agitation or
anxiety later in the day.
CK1 will also be developed as a possible therapy for Irregular Sleep Wake Rhythm Disorder
(ISWRD) in Parkinson’s disease. In ISWRD, patients sleep poorly and irregularly at night,
and experience impairment in daily living due to fatigue and daytime sleepiness.
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“This asset is highly complementary to our existing pipeline of potential disease-modifying
therapies in Alzheimer’s and Parkinson’s diseases,” Dr. Alfred Sandrock, Executive Vice
President, Research and Development and Chief Medical Officer at Biogen, said in a
company news release.
“Many patients with Alzheimer’s and Parkinson’s suffer from debilitating sleep disorders and
agitation, and we believe that the regulation of the circadian rhythm may hold promise in
addressing these challenging behavioral and neurological symptoms,” he continued.
The announcement comes after pharmaceutical company Pfizer removed itself from the
dementia drug development arena in 2018, when it announced it would halt any further
development of Alzheimer’s and Parkinson’s drugs.
Meanwhile, 2019 marked an eventful year for Biogen. In March, Biogen cancelled late-stage
Alzheimer’s trials for its drug, aducanumab, crushing hopes among patients. It reversed itself
in October 2019, when the company announced it would be reviving aducanumab and
submitting the drug for FDA approval after new data analysis showed it was effective.
At the Clinical Trials for Alzheimer’s Disease (CTAD) conference in San Diego in December
2019, Biogen reported that the drug worked in treating Alzheimer’s. Experts called
aducanumab a “milestone achievement.”
But more work is to be done before FDA approves aducanumab to treat Alzheimer’s patients.
And not all of Biogen’s ventures have been successful — at the end of 2019, it cancelled a
Phase 2 clinical trial that was testing a drug that aimed to fight tau build-up in the brain.

How Flavonols, Found in Fruit and Tea, Can Stave Off Alzheimer’s
By Lecia Bushak 31 January, 2020
https://www.beingpatient.com/how-flavonols-stave-offalzheimers/?utm_source=Being+Patient+Newsletter&utm_campaign=f2efa09065EMAIL_CAMPAIGN_2020_02_06_05_44&utm_medium=email&utm_term=0_95b92454c1
-f2efa09065-110587365
It’s been known for a while that flavonoids in general, given their antioxidant and antiinflammatory properties, are considered good for your health.
In the latest study, the researchers examined 921 older people with an average age of 81. The
participants did not have Alzheimer’s or dementia. Each year over the course of six years, the
participants reported on how often they ate particular foods containing flavonols; their levels
of education, physical activity and mental activity were also measured. During the study, 220
people ended up developing Alzheimer’s.
The researchers then divided up all the participants into five groups, depending on how much
flavonol intake they had in their diet—with the lowest group eating about 5.3 milligrams of
flavonol a day, and the highest group consuming 15.3 milligrams a day.
The main takeaway was that people in the highest group were 48 percent less likely to
develop Alzheimer’s, compared to people in the lowest group, even when the researchers
adjusted for genetics, demographics and other lifestyle factors.
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A non-invasive ultrasound technology
https://qbi.uq.edu.au/CJCADR
The Clem Jones Centre for Ageing Dementia Research (CJCADR), housed within the
Queensland Brain Institute at The University of Queensland, is Australia's first and largest
research centre dedicated to the prevention and treatment of dementia. The
Director, Professor Jürgen Götz, is a world leader in conducting cutting-edge research in
Alzheimer’s disease. CJCADR is driven by the insight that fundamental, basic research is
required to provide a solution to the ageing crisis as diseases including Alzheimer's pose an
increasing challenge to our society. The Centre currently has 10 laboratories of researchers.
Dementia is not a single disease but rather a term to describe a number of illnesses that
predominantly affect people over the age of 65. It is important to remember that not all older
people get dementia. Dementia is not a normal part of ageing. Dementia is a progressive
brain disorder that affects a person’s ability to function normally. The condition involves the
degeneration of brain cells, with common symptoms including memory loss, confusion,
personality change, withdrawal and a loss of ability to do everyday tasks.
There are many different forms of dementia. The most common types of dementia are
Alzheimer’s disease, vascular dementia, dementia with Lewy bodies, and fronto-temporal
dementia.
Ageing dementia is one of the country’s most pressing health problems. Alzheimer’s affects
more than two-thirds of dementia patients, and approximately a quarter of a million
Australians. The total number of dementia cases in Australia is expected to rise to 900,000 by
2050. It presents significant challenges to the health care system, which makes directed
research programs aimed at preventing and treating ageing dementia all the more urgent.
Led by Professor Jürgen Götz, CJCADR scientists are developing a non-invasive ultrasound
technology to treat Alzheimer’s disease and restore memory. The approach temporarily opens
the blood-brain barrier, activating mechanisms that clear toxic protein clumps and restoring
memory functions. Research has been conducted in mouse models and is being scaled up in
higher animal models.

The Neuroprotective Effects of Astaxanthin
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6680436/

The Neuroprotective Effects of Astaxanthin: Therapeutic Targets and Clinical Perspective
Sajad Fakhri,1 Ina Yosifova Aneva,2 Mohammad Hosein Farzaei,1,* and Eduardo SobarzoSánchez3,4,*
As the leading causes of human disability and mortality, neurological diseases affect millions
of people worldwide and are on the rise. Although the general roles of several signaling
pathways in the pathogenesis of neurodegenerative disorders have so far been identified, the
exact pathophysiology of neuronal disorders and their effective treatments have not yet been
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precisely elucidated. This requires multi-target treatments, which should simultaneously
attenuate neuronal inflammation, oxidative stress, and apoptosis. In this regard, astaxanthin
(AST) has gained growing interest as a multi-target pharmacological agent against neurological
disorders including Parkinson’s disease (PD), Alzheimer’s disease (AD), brain and spinal cord
injuries, neuropathic pain (NP), aging, depression, and autism. The present review highlights
the neuroprotective effects of AST mainly based on its anti-inflammatory, antioxidative, and
anti-apoptotic properties that underlies its pharmacological mechanisms of action to tackle
neurodegeneration. The need to develop novel AST delivery systems, including
nanoformulations, targeted therapy, and beyond, is also considered.

Viruses and Bacteria Change Our Brains. What Can That Teach Us About
Alzheimer’s?
Being Patient: The latest news on Alzheimer’s disease and brain health research
By Nicholas Chan | June 24th, 2020

https://www.beingpatient.com/viruses-and-bacteria-change-our-brains-what-can-that-teachus-about-alzheimers/?utm_source=Being+Patient+Newsletter&utm_campaign=1207525586EMAIL_CAMPAIGN_2019_07_03_06_14_COPY_01&utm_medium=email&utm_term=0_
95b92454c1-1207525586-110587365
Some brain health researchers are taking a closer look at how viruses and bacteria
affect the brain, and rethinking the villainous role of Alzheimer’s Disease’s best-known
biomarker, beta-amyloid
Almost 30 years ago, a small faction of Alzheimer’s researchers proposed the infectious
theory of Alzheimer’s — the idea that viruses or bacteria may play a role in the
neurodegenerative disease. While the theory failed to catch on, the Alzheimer’s research
community in recent years is revisiting it with fresh eyes.
“We had incredible trouble getting grants and papers published,” Ruth Itzhaki, visiting
professorial fellow at the University of Oxford and Emeritus Professor at University of
Manchester, said of her research on infectious theory. “There was really great opposition for
no scientific reason.”
………………………….
As the Alzheimer’s research community is figuring out how viruses and bacteria like those
involved in gum disease, herpes and coronaviruses interact with neurodegenerative diseases,
they are slowly gaining a better understanding of the relationship between infections and
neurodegeneration.

'Three little pigs': Musk's Neuralink puts computer chips in animal brains
https://news.trust.org/item/20200828231238-ikq23
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Aug 28 (Reuters) - Billionaire entrepreneur Elon Musk's neuroscience startup Neuralink on
Friday unveiled a pig named Gertrude that has had a coin-sized computer chip in its brain for
two months, showing off an early step toward the goal of curing human diseases with the
same type of implant.
Co-founded by Tesla Inc and SpaceX CEO Musk in 2016, San Francisco Bay Area-based
Neuralink aims to implant wireless brain-computer interfaces that include thousands of
electrodes in the most complex human organ to help cure neurological conditions like
Alzheimer's, dementia and spinal cord injuries and ultimately fuse humankind with artificial
intelligence.

User Reviews & Ratings - donepezil oral
Webmd.com
https://www.webmd.com/drugs/drugreview-14334-donepezil+oral
Editor’s note: Donepezil is approved and is one of the most commonly prescribed drugs to
alleviate Alzheimers.
Survey comprising 70 reviewers, including several carers. Scores out of 5, where 5 is excellent:
Effectiveness: 2.57
Ease of use: 3.86
Satisfaction: 2.36

Colloidal Silver as a cure for many diseases, possibly Alzheimers
https://thesilveredge.com/can-using-colloidal-silver-help-you-prevent-dementia/
Can Using Colloidal Silver Help You Prevent Dementia?
Researchers are discovering that in many cases, dementia can be caused by bacteria that
migrate from the oral cavity into the brain, causing inflammation and brain damage. Can
colloidal silver help? You bet it can!
….For example, in a study titled, “Tooth Loss, Dementia and Neuropathology in the Nun
Study,” published in the Journal of the American Dental Association, it was discovered by
researchers that the more teeth a person loses to periodontal disease during aging, the greater
the incidence of dementia.
…According to Annlia Paganini-Hill, who led the study, which was published in the Journal
of the American Geriatrics Society: “Some studies have also found that people with
Alzheimer’s disease, the most common form of dementia, have more gum disease-related
bacteria in their brains than a person without Alzheimer’s.”

Research on cognitive decline and Alzheimer’s

Page 63

As the use of electrically generated colloidal silver grew during the 1970's, '80's and '90's, the
major pharmaceutical firms began to view it as a distinct threat to their sales of prescription
antibiotic drugs, and began exerting behind-the-scenes pressure on the FDA to ban it. So in
1996 the FDA published their intentions in the Federal Register to ban colloidal silver. This
evoked a firestorm of protest from natural health enthusiasts.

After a three-year investigation during which the FDA could find no grounds to issue an
outright sales ban, they published their "Final Ruling." It stated that, like all nutritional
supplements, colloidal silver could continue to be sold over-the-counter, as long as no claims
were made for it in terms of healing illness or disease.
…..In short, the well-known infection-fighting properties of pure silver could no longer be
listed on the label, or mentioned in the advertising, of colloidal silver products -- unless
millions of dollars worth of FDA-approved testing was undertaken. In the meantime,
colloidal silver could only be sold as a nutritional supplement, and no health claims
whatsoever could be made.
….Then, in the mid-1970's colloidal silver experienced a dramatic resurgence in popularity
after doctors discovered that many pathogens were developing immunity to prescription
antibiotic drugs, but not to electrically-charged ionic silver. According to science writer Jim
Powell in the March 1978 issue of Science Digest, "Thanks to eye-opening research, silver is
re-emerging as a wonder of modern medicine. An antibiotic kills perhaps a half-dozen
different disease organisms, but silver kills some 650. Resistant strains fail to develop.
Moreover, silver is virtually non-toxic."
… However, as news of the FDA's Final Ruling became more widely known, outrage among
natural health enthusiasts grew. The perception that the FDA was acting at the behest of the
major pharmaceutical firms to restrict colloidal silver usage, or to restrict information about
colloidal silver usage, dramatically increased public curiosity about the substance. And the
popularity of colloidal silver quickly soared.
….Industry insiders estimate there are now as many as 10 million regular colloidal silver
users throughout the U.S. and Canada, and millions more throughout Europe, Asia and the
rest of the world. It has also become one of the most popular natural substances used by
missionaries and charitable organizations in Third World countries, where it is openly used to
help control infections among the native poor who cannot afford expensive prescription
drugs.
Also see: https://www.ultimatecolloidalsilvermanual.com/

Anticholinergics Can Quadruple Cognitive Decline Risk

https://www.beingpatient.com/anticholinergic-drugs-tied-to-cognitivedecline/?utm_source=Being+Patient+Newsletter&utm_campaign=c27f33cbf9EMAIL_CAMPAIGN_2019_07_03_06_14_COPY_02&utm_medium=email&utm_term=0_
95b92454c1-c27f33cbf9-110587365
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A study published this month in Neurology confirmed prior findings that a certain type of
drug — anticholinergics — can be problematic, especially for older adults. Further, the new
research found that for those who already had either the biomarkers or genetic risk factors of
Alzheimer’s disease, that risk multiplies several times over.
https://www.drugs.com/drug-class/anticholinergics-antispasmodics.html

Anticholinergics are a broad group of medicines that act on the neurotransmitter,
acetylcholine. They are also called antispasmodics.
By blocking the action of acetylcholine, anticholinergics prevent impulses from the
parasympathetic nervous system from reaching smooth muscle and causing contractions,
cramps or spasms. Anticholinergics are used in the treatment of some gastrointestinal and
bladder conditions. They may also be used in the treatment of some respiratory or movement
disorders.
List of Anticholinergics/antispasmodics: (see article at above link)

THE END OF ALZHEIMER’S PROGRAMME
The Practical Plan to Prevent and Reverse Cognitive Decline at Any Age
EPILOGUE
The Triumph of Twenty-First-Century Medicine I knew her before she was a virgin. —
OSCAR LEVANT, regarding DORIS DAY YOU MAY OR MAY not remember Doris
Day—she was a leading actress and singer in the 1950s and 1960s who projected such a
wholesome image that she was labelled the “World’s Oldest Virgin.” The mordant pianist
Oscar Levant pointed out that he had known her prior to the adoption of that image, and
therefore had known her “before she was a virgin.” Though this may sound like a non
sequitur, that is the way I feel about medicine.
Yes, as bizarre as it may seem, I knew medicine before it was about health! Before it was
about addressing what actually causes disease. It is hard to believe now the horribly
unhealthy things doctors did to themselves and to their patients, things that, sadly, many are
still doing. Doctors not only smoked frequently, they actually did television commercials to
sell cigarettes! They often did not exercise and routinely grew obese and developed early
cardiovascular disease; they regularly adopted horrible nutrition habits and told their patients
that nutrition is unimportant in disease treatment; they often dispensed with sleep despite
their need for discerning judgement; they ignored evaluation of the very processes causing
the diseases they were attempting to treat; they treated chronic complex illnesses with
ineffective drugs; and many focused less on what was needed by the patients and more on
what hospital profit-driven policy demanded or what the sales rep pushed on them.
When I was taught medicine, we studied, we practised, and we taught end-stage medicine—
we learned and looked for signs of cancer metastasis and heart failure and dementia that were
years down the road from when we should be identifying and treating the associated
conditions. As I look back on all of this, it is discomfiting to recall how bad it was. It was like
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training for years to be a meditation instructor, then yelling at your trainees constantly—it
just made no sense.
Worst of all, these antiquated practices have been passed on to each class of new doctors: as
one education leader said, “We know we are lying to the medical students, but they keep
believing our lies, so we keep telling them.” Not a very progressive approach, to be sure! I
grew up in the 1960s, a time of societal upheaval. A time when the president having an extra
scoop of ice cream was not considered news. A time when grassroots movements were
changing social structures, music, art, and wars.
We need such a movement now to effect a tectonic shift in health—the way we think
about it, learn it, practise it, and benefit from it. Thankfully, changes are beginning to
occur, at least in some practices. Indeed, twenty-first-century medicine, focused on disease
causes and contributors, using programmatic treatment instead of monotherapy, represents a
paradigm shift from twentieth-century medicine.
These changes are bringing about better results than ever before—for cognitive decline, type
2 diabetes, hypertension, rheumatoid arthritis, lupus, depression, leaky gut, autism spectrum
disorders, and other chronic illnesses. To the detriment of us all, however, the changes are
being adopted only begrudgingly—despite the improved results, medical schools have
resisted teaching this twenty-first-century medicine. Therefore, the vast majority of
practitioners still practise in-n-out, prescription-pad medicine that ignores the physiology
underlying the disease processes.
Because of these practices, the ongoing medical revolution, although it has been relatively
unadvertised and little discussed to date, is arguably the bloodiest revolution in history, one
that will continue to claim the lives of the billions with chronic illness until we modernize
and optimize our practices, until medicine and technology are seamlessly integrated, until
medicine and health become one, and until practitioners and patients—indeed, until all of
us—take responsibility for global health.
Just as the twentieth century saw the virtual end to the scourges of polio, syphilis, and
leprosy, the twenty-first century will see the virtual end to the scourges of Alzheimer’s,
Parkinson’s, Lewy body disease, multiple sclerosis, autism, schizophrenia, rheumatoid
arthritis, lupus, ulcerative colitis, and other complex chronic illnesses.
These diseases will be recorded historically as twentieth-century diseases, increased
dramatically by a lethal combination of undiagnosed chronic pathogens, a toxin smorgasbord
unlike anything in history, a non-physiological food supply, immune system compromise,
chronically stressful lifestyles, and overall, the futile attempt that nearly our entire species has
made to pursue a life that deviates significantly from our evolutionary design capacity.
Thus the road map is clear. We know what to look for in each person, we know how to
identify the contributors, we know how to deal with each one. Now we need to enact it,
perfect it, and scale it.
Fixing cognition will become as routine as straightening teeth. Our daughter was married
this year, and I could not help thinking about the world in which she had grown up—a world
of emails, social networks, tweets, smart phones, search engines, e-commerce, and cloud
storage. Such a different world from the one in which I grew up. She will raise her children in
a world in which, thankfully, Alzheimer’s disease is not the scourge it has been for my
generation. Each one of us is a unique, N-of-1 experiment. May your experiment be
successful, fulfilling, joyous, and lasting.

UCalgary lab identifies a way to interrupt progression of Alzheimers
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https://libin.ucalgary.ca/news/research-team-discovers-breakthrough-potential-preventreverse-alzheimers
A research team at the University of Calgary’s Cumming School of Medicine (CSM) led by
Dr. S.R. Wayne Chen, PhD, has made an exciting breakthrough with the potential to prevent
and reverse the effects of Alzheimer’s disease.
The team discovered that limiting the open time of a channel called the ryanodine receptor,
which acts like a gateway to cells located in the heart and brain, reverses and prevents
progression of Alzheimer’s disease in animal models. They also identified a drug that
interrupts the disease process.
The effect of giving the drug to animal models was remarkable: After one month of
treatment, the memory loss and cognitive impairments in these models disappeared.
“The significance of identifying a clinically used drug that acts on a defined target to provide
anti-Alzheimer’s disease benefits can’t be overstated,” says Chen, a member of the Libin
Cardiovascular Institute and the Hotchkiss Brain Institute at the CSM. Dr. Jinjing Yao, PhD, a
student of Chen, is the first author of the study.
The results of this groundbreaking study were recently published in the peer-reviewed
journal, Cell Reports.
This work is potentially highly impactful as more than half a million Canadians live with
Alzheimer’s disease and other dementias, suffering memory loss and other cognitive
impairments with a negative impact on quality of life.

The science behind the findings
Previous research has shown that the progression of Alzheimer’s disease is driven by a
vicious cycle of the protein amyloid β (Aβ) inducing hyperactivity at the neuron level.
However, the mechanism behind this wasn’t fully understood nor were there effective
treatments to stop the cycle.
Chen’s team used a portion of an existing drug used for heart patients, carvedilol, to treat
mice models with Alzheimer’s symptoms. After a month of treatment, researchers tested
animal models with very promising results.
“We treated them for a month and the effect was quite amazing,” says Chen, explaining the
drug was successful in reversing major symptoms of Alzheimer’s disease. “We couldn’t tell
the drug-treated disease models and the healthy models apart.”

Link Between Alzheimer’s and Gut Confirmed

https://www.theepochtimes.com/link-between-alzheimers-and-gut-confirmed_3616901.html
Editor’s note: several more relevant articles are available at
https://www.theepochtimes.com/c-aging
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A team of Swiss and Italian researchers has taken the correlation a step further, with research
showing a connection between imbalanced gut microbiota and the development of amyloid
plaques in the brain;3 Alzheimer’s is characterized by an accumulation of beta-amyloid plaques
and neurofibrillary tangles in the brain.

Third FDA Advisory Panel Member Resigns Over Alzheimers Drug Approval

https://principia-scientific.com/third-fda-advisory-panel-member-resigns-over-alzheimers-drugapproval/?utm_source=feedburner&utm_medium=email&utm_campaign=Feed%3A+psintl+%28Prin
cipia+Scientific+Intl+-+Latest+News%29
From the article: Backlash over the U.S. Food and Drug Administration’s controversial approval of a new
Alzheimer’s drug grew late last week with a third member of an agency advisory panel resigning in
protest.
The latest resignation to hit the Peripheral and Central Nervous System Drugs Advisory Committee, as
STAT first reported, came from Dr. Aaron Kesselheim, a Harvard Medical School professor.
His action followed FDA’s “accelerated approval” announced early last week for aducanumab, on which
drug maker Biogen put an annual price tag of $56,000. Administered as a monthly intravenous infusion,
it’s the first drug to treat Alzheimer’s disease that’s been approved in nearly two decades — approval that
came despite the panel’s recommendation against it in light of lack of data showing efficacy.
In his resignation letter, Kesselheim wrote that it “was probably the worst drug approval decision in recent
U.S. history,” CNBC reported.

Also:
Far Reaching Implications of the Aducanumab Debacle, 19 June 2021
By Dale Bredesen, M.D., Chief Science Officer for Apollo Health
Sometimes it takes a slap in the face to wake up to how bad a situation really is, and
when it comes to healthcare, one need look no further than this article from the Atlantic.
In it, two law professors discuss the implications of the recent approval of Aduhelm
(aducanumab) for Alzheimer’s disease, concluding, among other far-reaching effects,
that its gargantuan costs may actually require states to cut their education budgets (Can
you imagine your child coming home and saying, “Mommy, in school today the teacher
said we could only learn our times tables to 3 because of the Aduhelm cuts. But we did
learn to multiply by 56,000 since that’s the annual drug cost …”), and that Medicare’s
bill for this single drug may exceed the total cost of all other drugs combined. These are
truly jaw-dropping implications, and all for something that has never worked, which
was panned 10-0 by the advisory panel, and whose approval incited three resignations
from the advisory panel itself. Sadly, here was a classic example in which the goals of
healthcare and the goals of healthcare business diverged, and business won out over
health.
But what has been missed in all of the many opinion pieces on Aduhelm — and what
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was indeed missed by the FDA itself — is that the approach taken with Aduhelm is
based on a misconception: in the past, it was believed that Alzheimer’s disease was
caused by the buildup of amyloid in the brain, and so removing the amyloid should
remove the Alzheimer’s, right? Unfortunately, that turned out to be wrong, and the
various amyloid-removing drugs — from aducanumab to solanezumab to
bapineuzumab to others — actually proved the misconception. Thus, whereas these
drugs were touted as “disease-modifying agents,” they turned out to be “amyloidmodifying agents” — the amyloid was reduced, but the Alzheimer’s was not improved.
This was the lesson, over and over again, with each drug.
Therefore, the FDA’s explanation of its approval could not have been more
counterfactual: it explained that it was approving aducanumab because there is evidence
that it reduces amyloid, and the amyloid removal is “reasonably expected” to lead to
clinical benefit. But that is exactly what the trials disproved! In fact, removing the
amyloid leads to brain hemorrhage, brain swelling, and other nasty side effects in about
40% of patients (and 50% in the ApoE4+ group, the very group that is at high risk for
Alzheimer’s, and thus especially needy of an effective therapy), but the one thing it
does not do is improve cognition — the only true requirement of an Alzheimer’s
therapy! This is like approving a new drug because everyone who received it died, so
no one who received it is complaining that it didn’t work — it indicates a
misunderstanding that is so fundamental that it would be laughable were it not so
malignant.
I think we can all agree that we want the same thing — better outcomes for patients
with Alzheimer’s disease, and a reduction in the global burden of dementia. That will
require an outcomes-first approach rather than a business-first approach. As the brilliant
physicist Richard Feynman said, “For a successful technology, reality must take
precedence over public relations, for Nature cannot be fooled.” In the aducanumab
trials, Nature was not fooled. Sadly, the FDA was, and we shall all be paying for this —
in taxation, in Medicare, in state budgets, in drug prices, in family bankruptcies, in brain
hemorrhages, and in innumerable other ways — for many years to come.
We can do better, we are doing better — let’s keep addressing the actual causes of
Alzheimer’s disease, and keep improving the outcomes for the many patients in need.
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