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Rats Say,             

ñWe Love You 

Too Methyl-B12ò 
ñYouôre 

the best!ò 
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Richard Deth, Ph.D. from Northeastern University in 

Boston, Massachusetts, is a professor of 

neuropharmacology, colleague, and friend of mine 

who deals with the methylation phenomenon.  He is a world-

renowned researcher with a special interest in methionine synthase 

which, as you know, is the enzyme that works hand-in-glove with 

B12. Dr. Deth has published scientific studies on the role of D4 

dopamine receptors in psychiatric disorders, as well as the book, 

Molecular Origins of Human Attention: The Dopamine-Folate 

Connection. Dr. Dethôs work has become an invaluable addition for 

families of children with autism as he has begun to ñconnect the 

dotsò between the methylation pathways, oxidative stress, 

detoxification, vaccines, and mercury. 

 

On March 31, 2010, Dr. Deth commented on the Okada article: 

Dr. Deth Commented On  

The Okada Study 
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does it.  Using neurons from rats, they showed that MeB12 

increases the length of axons, the formation of neurites, and 

increases resistance to apoptosis. Together these effects indicate a 

significant role in development of networks among neurons. MeB12 

was the best form of cobalamin for doing this, óalthough others had 

activity, presumably because they were converted to MeCbl.ô They 

also showed that the effects of MeB12 reflected increased 

methylation, and adding SAM had similar, but weaker effects. MeB12 

increased activation of the MAP kinase and PI3 kinase signaling 

pathways, indicating that it mimics the effects of neurotrophic 

growth factors. Finally, MeB12 improved the repair of transsected 

nerves as well as improved functional recovery of motor activity, in 

conjunction with increased myelination.  All together a pretty 

impressive array of effects.ò 

"Although the article (Okada et al.) is basic science, 

it does provide some important insights into the 

effects of methyl-B12 (MeB12) on neurons and how it 

Dr. Dethôs Summary Of 

The Okada Study Said A Lot 
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The Rats 

Said 
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ñDr. Okada cut us up 
(we signed the release form for food) 

and then he put us back 

together again~!ò 

Exp Neurol. 2010 Apr;222(2):191-203. Epub 2010 Jan 4. 

Okada K, et. al., Methylcobalamin increases é. nerve regenerationé 



1. Only the methyl form 
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2. The best benefits 
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very high dosesò 

3. Surprisingly it was 

the shortest lived so 

ñinjectionsò would 

work better than oral 
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