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Reversal of cognitive 

decline in Alzheimerôs 

disease, MCI, and SCI 



ñThere is nothing that will prevent, reverse, or 

slow the progress of Alzheimerôs disease.ò 

ñEveryone knows someone who is a cancer 

survivor; no one knows an Alzheimerôs 

survivor.ò 



70 y.o. man with 12-yr history of accelerating memory loss 

ÅApoE4 positive (heterozygote) 

ÅFDG-PET scan typical of AD (temporoparietal reduced 
Glu) 

ÅNeuropsych testing 2003, 2007, 2013  

ÅProgressive loss: CVLT from 84%ile to 3%ile 

ÅUnable to remember lock combination, faces, schedule 

ÅDifficulty at work, and with numbers; Dxðearly AD 

ÅImprovement at 6 months: co-workers, schedule, faces, 
nos. 

ÅWife notes accelerated decline completely stopped. 

 

 







Proof of Improvement on ReCODE Protocol 

71 yo E4/3 2013 2015 (ReCODE 2 

yr) 

CVLT-II B 3%ile 84%ile (3SD) 

Total Recog Hits <1%ile 50%ile 

CVLT-II 54%ile 96%ile 

Auditory delayed 

memory 

13%ile 79%ile 

Reverse digit 

span 

24%ile 74%ile 

Processing 

speed* 

93%ile 98%ile 



Alzheimerôs: A Sad State of Affairs 

ÅPATIENTS often do not seek medical care because they have 

been told there is nothing that can be done, and they fear loss of 

driverôs license, the stigma of a diagnosis, inability to obtain 

long-term care, and ultimately nursing home placement. Thus 

they often present very late in the process.  

 

ÅPRIMARY CARE PROVIDERS often do not refer, since they 

realize that there is no truly effective therapy.  Therefore, they 

typically simply start donepezil (Aricept), often without a firm 

diagnosis. 

 

ÅSPECIALISTS often put the patients through hours of 

neuropsychological testing, expensive imaging, lumbar 

punctures, and then have little or nothing to offer therapeutically.  

 
 

 



20th century evaluation of cognitive decline 

ÅñMRI of the brain and blood for CBC, metabolic panel, 
thyroids, B12.ò 

ÅñI asked the patient and his wife to keep an eye on his 
disabilities to manage money, medications and 
transportation.ò 

ÅñI prescribed donepezil 5mg once per day.ò 

ÅNo genetics (no ApoE status, TREM2, CD33, NALP1, PS1, 
etc.), no hs-CRP or IL-6 or anything re inflammation, no 
homocysteine, no fasting insulin, no hormonal status, 
nothing re toxin status, nothing re innate immune system 
status, nothing on gut health, no microbiome, no blood-brain 
barrier analysis, no MRI volumetrics, etc., etc., etcé   

ÅPrescribing donepezil without diagnosis. 

ÅBMI was 33ðnothing even noted, no plan to address this. 

ÅPre-diabetes, a key risk factorðnothing to address this. 

 

 



So how does one go about developing 

an effective treatment for an incurable 

disease? 



Shrink: 30 years of research in 20 minutes 



The big problem with neurodegenerative disease  
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Chronic illnesses as signaling imbalances 

< Osteoporosis: 

Osteoblastic 

Osteoclastic 

Synaptoblastic 
Synaptoclastic 

< Alzheimerôs: 

Cytoblastic 

> Cancer: 

Cytoclastic 



Synaptic element interdependence 
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