Alzheimers Disease:

THERAPIES TO SLOW BRAIN AGING

When our brain ages, our body follows. The brain controls all our life systems. Its 10 billion neurons and supporting glial cells define our identity and generate our thoughts and feelings. When our brain cells malfunction or die, our memories fade, our thinking ability disappears, our muscles atrophy, our bones become brittle, our arteries harden, our immune system weakens, our coordination declines, and our life begins to slip away. 

In seeking to derail aging, there's nothing more important than our brain. Therapies that slow brain aging pay multiple dividends; they help to maintain our identity, while preserving the vital functions that enable us to enjoy our lives in good health and vigor. There is considerable evidence that a wide variety of compounds have beneficial effects on brain aging, including vitamin E, selenium, beta-carotene, hydergine, piracetam, centrophenoxine, phosphatidylcholine, and phosphatidylserine. Based upon current evidence however, the two most potent anti-aging therapies for the brain are DEPRENYL and ACETYL-L-CARNITINE. 

ALC AND BRAIN AGING
Researchers have shown that age-dependent brain cell changes can be slowed or prevented by treatment with Acetyl-l-carnitine (ALC). In one study at the University of Tor Vergata in Rome (Arch Gerontol Geriatr, 10:173-185:1 990), scientists used ALC to prevent the age-dependent loss of neurons in certain areas of the rat brain, especially the hippocampus, one of the primary memory centers in the brain. 

The benefits of ALC's ability to protect neurons in the memory center of rats can be seen in a study in which treatment for eight months with ALC prevented the age-related loss of the ability of rats to find their way through a radial maze (Prog Neuro Psychopharmacol & Biol Psychiat, 1 4 :359-369 :1 990). 

NERVE GROWTH FACTOR MAINTAINS YOUTHFUL NEURONS


There is solid evidence that many of the neurodegenerative changes associated with brain aging may be caused, in part, by a decline in the activity of a class of neurochemicals called Nerve Growth Factor (NGF) that provide support for the healthy functioning of brain cells, especially in the hippocampus and frontal cortex of the brain. (Molecular Brain Research, 3:55-60:1987). Further evidence that the decline in NGF is a cause of the degeneration of brain cells comes from studies in which intracere broventricular infusion of NGF was able to reverse both structural and behavioral deficits in aged rats. (Nature, 329:6568:1 987). 

ALC BOOSTS NGF LEVELS
A recent study at the University of Rome in Italy provides striking new evidence to explain the anti-aging benefits of Acetyl-l-carnitine in improving cognitive and behavioral function in aging humans (Experimental Gerontology, 29:55-66:1994). In this study, ALC was dissolved in the drinking water of rats (at a dosage level of 150mg/kg per day) for six months, starting at the advanced age of 21 months. In another part of the study, ALC was injected intraperitoneally (100mg\kg) twice a day for eight consecutive days. 

The scientists found that both short term and long-term administration of ALC increased NGF levels by 39% in the central nervous system (CNS) of aging rats. Moreover,long-term treatment with ALC completely prevented the loss of choline acetyltransferase (CHAT) activity in the brain of these rats. CHAT is the enzyme that helps to transform the nutrient choline into the neurotransmitter acetylcholine, which plays an essential role in learning and memory. 

The scientists concluded that: "These results indicate that short term treatment with ALC is able to induce NGF production and its subsequent utilization in the CNS of aged rats, whereas treatment with ALC which starts at a time when senescence-related CNS impairments are taking place will protect neurons by maintaining NGF activity. This would imply for ALC either curative properties when given to aged subjects, or preventive properties when administered to aging ones".

AN EFFECTIVE ANTI-AGING TREATMENT IN HUMANS
These findings help to explain how ALC can slow down the deterioration of Alzheimer's patients. In one such study at the Institute Mario Negri in Milan, Italy, 130 patients with Alzheimer's Disease were given 2 grams a day of ALC for a year and were compared to patients receiving placebo (Neurology, 41:17261732 1991). The results showed a markedly slower rate of deterioration in patients receiving acetyl-l-carnitine in 13 of the 14 functions measured! 

They also suggest that ALC might be even more beneficial in slowing or preventing cognitive and behavioral deficits in normally-aging persons without overt signs of disease. The evidence suggests that, at a minimum, long-term treatment with Acetyl-l-carnitine could stop us from getting age related neurodegenerative diseases such as Alzheimer's Disease and, at best, could slow normal aging in humans dramatically. 

1. Arch Gerontol Geriatr, 10:173-185:1990 

2. Prog Neuro-Psychopharacol & Biol Psychiat, 14:359-369:1990 

3. Molecular Brain Research, 3:55-66:1987 

4. Nature, 329:65-68:1987 

5. Experimental Gerontology, 29:55-66:1994 

6. Neurology, 41:1726-1732:1991 

ACETYL L-CARNITINE AND L-CARNITINE BOOSTS DNA REPAIR
New research offers strong evidence that L-Carnitine and Acetyl-l-Carnitine can greatly effect the repair of DNA damage in peripheral blood Iymphocytes (white blood cells), suggesting that both compounds can help to prevent the age-related decline of the immune system and, perhaps, other systems as well. DNA repair is at the very heart of all our life functions and any therapy that can aid this process is of great value. 

The DNA in the nucleus of our cells contains the blueprint for the healthy functioning of the entire organism. If the double-stranded DNA molecule-which includes the chromosomes that harbor the genes that control our every function-fails to maintain its structural integrity, the results can be catastrophic cell death, soon resulting in the death of the organism. 

Our DNA is constantly subject to attack from radiation and chemicals in our food, water, and air. These attacks cause frequent structural and sequential damage to one or both DNA strands, which would lead rapidly to massive cell death if it wasn't for nuclear enzymes that constantly repair DNA damage. One of the most studied method of DNA repair is the "cut-and-patch" method in which the damaged components of DNA (nucleotides) are excised by "cutting" enzymes followed by the synthesis of healthy replacem ent nucleotides in the appropriate order. 

DNA repair is an absolutely critical function - it maintains the healthy function of our cells and may play a critical role in the rate of normal aging and the determination of maximum lifespan in different species. It's also been suggested that diminished DNA repair capacity may play an important role in our progressively higher risk of Alzheimer's disease, Parkinson's disease, and other neurodegenerative diseases with increasing age. 

There are several well-documented DNA repair disorders, including Xeroderma Pigmentosum (XP), Cockayne's Syndrome (CS), and Fanconi's Anemia (FA) that are characterized by increased sensitivity to the cell-destroying effects of ultra-violet radiation or agents that cause DNA interstrand cross-linking. Recently, the genes responsible for defective DNA repair in Xeroderma Pigmentosum, Cockayne's Syndrome , and Fanconi's Anemia have been cloned and characterized. 

In addition to the above diseases in which defective DNA repair has been established as a causal factor, it's also been proposed that an altered response to DNA damage may, in part, be responsible for the development of a variety of of neurodegenerative diseases including Alzheimer's disease. Indeed, there is evidence that Peripheral Blood Lymphocytes (PBLs) sampled from patients with Alzheimer's disease are especially defective in the removal of single-strand DNA breaks. 

A recent study conducted by scientists from the U.S., Italy, and The Netherlands sought to determine whether the addition of varying doses of L-Carnitine and Acetyl-L-Carnitine to cultured Peripheral Blood Lymphocytes exposed to several DNA-damaging agents could improve DNA repair in these cells4. 

The study utilized several oxygen-radical generating agents (Xanthine Oxidase (XOD), Hypoxanthine (HYP), and the alkylating agent ENU) to mimic the conditions of DNA strand damage caused by reperfusion following ischemia (loss of oxygenated blood flow). . They discovered that these agents induced a large number of single-strand DNA breaks (SSB) in cultured peripheral blood lymphocytes. They then treated the damaged DNA strands with either L-Carnitine or Acetyl-L-Carnitine. 

The researchers found that treatment with either L-Carnitine or Acetyl-L-Carnitine caused the disappearance of the vast majority of the single-strand breaks that had been induced in the cells. As they put it " . . . at 24 hours after treatment the elution curves of treated cells were practically indistinguishable from elution curves of control cells, indicating complete repair of the induced SSBs." 

The scientists concluded that: "The ability to remove DNA lesions at an increased rate should be of great importance in maintaining correct cellular functioning and in ensuring survival. In particular, those DNA damages that appear to be removed at a slow rate, or seem to persist in the genome may gradually accumulate in target genes and result in the slow deterioration of essential gene functioning until cell death occurs." 

L-Carnitine has been shown to protect heart tissue against ischemia, to improve cardiac performance, and to restore high-energy phosphate pools that contribute to the generation of energy molecules (ATP) in heart cells. Acetyl-l-Carnitine has been shown to increase energy within neurons, to improve learning and cognitive abilities, and to improve the condition of patients suffering from neurodegenerative diseases such as Alzheimer's disease. 

Recently, Kalaria and Harik reported a 25%-to-40% decrease in t he mitochondrial enzyme (carnitine acetyl-transferease) that plays a key role in energy production within brain cells in both the frontal and temporal cortex of patients with Alzheimer's disease5. This enzymatic decrease may explain the benefits for such patients of taking Acetyl-l-Carnitine, as well as its benefits for normally aging persons. 
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ALZHEIMER'S AND OTHER DEMENTIAS 

Though there is no known cure for Alzheimer's disease, a number of studies have indicated certain substances can slow the progression of the disorder & improve functioning. Obviously, the earlier the intervention, the better. 

Managing this disorder or any dementia involves multiple supplemental agents. Rule out treatable causes of any dementia. Often depression is associated & increasing the symptoms. Rule out medication side effects as adding to the dementia. 

· Select a basic Multi Vitamin Mineral though Life Extension Mix or Regeneraid is preferred at 3 times daily with meals. 

· Cognitex or Omnicholine or Mind Max(now called P.S. Plus) or DNZ-2 

· Sublingual B12/Folic Acid - Chew slightly then dissolve 2 under the tongue twice daily, though injections are preferable to add twice weekly, if possible. 

· Co Enzyme B Complex 

· Vitamin E 2000 units daily is protective against development of Alzheimer's. It delays aging of the brain & the immune system. 

· PS Caps (Phosphatidylserine) 

· Acetyl-L-Carnitine 

· NADH - up to a total of 10 mg/daily in 2-4 divided doses. 

· Ostaderm - Estrogen for women is shown to be protective against the development of Alzheimer's. There is a 3 times greater risk for Alzheimer's in those without estrogen replacement treatment. 

· Pregnenolone or Liposome Pregnenolone Spray and/or DHEA 

· Ginkgo Biloba or DMAE Ginkgo 

· DMAE-Plus 

· SAMe (S-Adenosyl Methionine) 

· Co-Enzyme Q10 100 mg - Total of 200-400 mg daily in divided doses with meals. 

· PRO-hGH 

· Melatonin 3mg or Sublingual Melatonin or Controlled Release Melatonin 

· Cerebral DHA 

· Inositol - Total of 6000 mg daily in divided doses. 

· Glutathione 

This Brit scientist discovered that currently all experts think that the reason for Alzheimer's is this MAGNESIUM LACK in our modern junk bread diet. The autopsy process finds so much aluminum in dead brains today (especially that dead that the rumor started that aluminum deodorant caused senility! Hey it may, as any aluminum is too much for the body!
But the fact is this: if little or no magnesium is available to the brain, it substitutes the next available mineral that will work which is aluminum! THE RECEPTORS will look for this mineral or metal and pull it out of your armpits if need be!
This Ph.D. chemist said that after he started taking magnesium supplements (or for you, eating beets, raw nuts, organic bible bread,) he could easily walk long distances, walk up steps without being exhausted or out of breath. It was like a new lease on life.
He claimed that after we started milling grain (which removed the wheat germ and the vitamin E) and also removed the magnesium, that's when all the heart related problems began when we switched over to white flour. 
Magnesium is a miracle that will prevent so many body problems: melting bones, heart disease, osteoporosis, Alzheimer's.

ALZHEIMERS 
There is another activity found in the Spore Powder, and that is a stimulation of Nerve Cell Growth. The actual chemical(s) responsible for this have not yet been identified. Research is presently being conducted in Shanghai, China by a Professor Dr. Chen, who is one of the technical advisors to Hawaii Health Products. His research seems to indicate that the consumption of Reishi Spore Powder may have a reversing effect on such nerve system degeneration as Alzheimers, Parkinson’s, Hearing Loss, etc. We are presenting this as an informative topic for discussion only. We would like to hear from any other researchers that may have information on this property of Reishi spores so we can exchange test results and information. 
14. Mushroom-derived glucan and polysaccharo-peptides can act as immunomodulators. The ability of these compounds to enhance or suppress immune responses can depend on a number of factors including dosage, route of administration, timing and frequency of administration, mechanism of action or the site of activity. Several mushroom compounds have been shown to potentiate the host’s innate (non-specific) and acquired (specific) immune responses and activate many kinds of immune cells that are important for the maintenance of homeostasis, e.g. host cells (such as cytotoxic macrophages, monocytes, neutrophils, natural killer cells, dendritic cells) and chemical messengers (cytokines such as interleukins, interferon, colony stimulating factors) that trigger complement and acute phase responses. They can also be considered as multi-cytokine inducers able to induce gene expression of various immunomodulatory cytokines and cytokine receptors. Lymphocytes governing antibody production (-cells) and cell-mediated cytotoxicity (T-cells) are also stimulated.


Studies have documented folic acid reduces Alzheimer's. This may be related to its decreasing homocysteine levels, or it may be due to other reasons.

Taking folic acid supplements to prevent Alzheimer's disease is probably not your best first choice. It is far more likely that other phytonutrients in the vegetables that are associated with the folic acid are responsible for the observed benefit. So eating 15-20 pounds of vegetables per week should provide more than enough folic acid and accessory micronutrients to not only prevent Alzheimer's, but most other chronic degenerative conditions.

I am not a huge fan of herbals, but they are clearly far superior to drugs. Ginko Biloba seems to be a very effective agent here, but one needs to make certain a high quality preparation is used.
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