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Nutrition & Mental Illness 

Settled groups of !Kung San in the northern Kalahari Desert 
of Namibia show a high prevalence of thiamin deficiency, and 
alcohol abuse seems to be the main factor. 

• Tissue thiamin levels of hospitalized alcoholics before and 
after oral or parenteral vitamins. Baines M; Bligh JG; Madden 
JS. Alcohol and Alcoholism, 1988, 23(1):49-52. 

Oral supplementation of thiamin is effective for most alcoholics. 

• Trace element and vitamin deficiency in alcoholic and control 
subjects. Cook CC; Walden RJ; Graham BR; Gillham C, Davies S; 
Prichard BN. Alcohol and Alcoholism, 1991, 26(5-6):541-8. 

A wide range of trace elements and vitamins was studied in 
alcoholic patients admitted for detoxification and in healthy 
controls. The alcoholics were found to be deficient relative to the 
controls in magnesium and vitamin E, but there was also a 
surprising range of deficiencies in the control group, which points 
to the prevalence of undetected nutritional deficiency in the 
general population. 

• Vitamin A status of alcoholics upon admission and after two 
weeks ofhospitalization. Chapman KM; Prabhudesai M; Erdman 
JW Jr. Journal of the American College of Nutrition, 1993 Feb, 
12(1):77-83. 

Elevated bilirubin levels seen in alcoholics may indicate low 
vitamin A levels. Caution in levels of vitamin A therapy in these 
cases is advised, and consideration should instead be given to 
beta-carotene supplementation. 

• Vitamin B-12 and folate function in chronic alcoholic men 
with peripheral neuropathy and encephalopathy. Gimsing P; 
Melgaard B; Andersen K; Vilstrup H; Hippe E. Journal of 
Nutrition, 1989 Mar, 119(3):416-24. 

Folate deficiency may contribute to the development of nerve 
problems in alcoholics. 

• Vitamin B6 status in cirrhotic patients in relation to apoenzyme 
of serum alanine aminotransferase. Ohgi N; Hirayama C. Clinical 
Biochemistry, 1988 Dec, 21(6):367-70. 

Alcoholic cirrhotic patients have vitamin B6 deficiency. 

• Vitamin K deficiency in chronic alcoholic males. lber FL; 
Shamszad M; Miller PA; Jacob R. Alcoholism, Clinical and 
Experimental Research, 1986 Dec, 10(6):679-81. 

Blood clotting defects are frequently present in alcoholics, 
suggesting vitamin K deficiency. Alcoholics given vitamin K did 
show more normal clotting protein in their blood than those not 
given the vitamin. 

• Zinc and vitamin A status of alcoholics in a medical unit in Sri 
Lanka. Atukorala TM; Herath CA; Ramachandran S. Alcohol 
and Alcoholism, 1986, 21(3):269-75. 

Alcoholics had lower blood levels of zinc and vitamin A than 
did controls, with female alcoholics having levels lower than 
those of males, although they drank less. 

• Zinc nutrition in fetal alcohol syndrome. Keppen LD; Moore 
DJ; Cannon DJ. Neurotoxicology, 1990 Summer, 11(2):375-80. 

Experiments with mice suggest that zinc intake should be 
optimized during pregnancy; the Recommended Daily Allowance 
should not be exceeded. 

Alzheimer's Disease 
• A histochemical study of iron, transferrin, and ferritin in 
Alzheimer's diseased brains. Connor JR; Menzies SL; St. Martin 
SM; Mufson EJ. Journal of Neuroscience Research, 1992 Jan, 
31(1):75-83. 

Iron, and iron-regulating proteins, are abnormally distributed 
in the brains of Alzheimer's disease patients. 

• A natural and broad spectrum nootropic substance for 
treatment of SDAT- the Ginkgo biloba extract. Funfgeld EW. 
Progress in Clinical and Biological Research, 1989, 317:1247-60. 

Ginkgo biloba extract was found to be therapeutic, and without 
side effects, in Parkinson's patients with additional signs of 
Alzheimer's-type dementia. 

• A search for longitudinal variations in trace element levels in 
nails of Alzheimer's disease patients. Vance DE; Ehmann WD; 
Markesbery WR. Biological Trace Element Research, 1990 Jul
Dec, 26-27:461-70. 

Progressive changes in trace-element levels occur in the nails 
of Alzheimer's disease patients, and imbalances a re detected 
even in the earliest stages of the disease. Mercury levels were 
seen to decrease progressively with the level of the disease and 
with age, and potassium and zinc to increase with these same 
factors. 

• Acetyl-L-carnitine: a drug able to slow the progress of 
Alzheimer's disease? Carta A; Calvani M. Annals of the New York 
Academy of Sciences, 1991, 640:228-32. 

Clinical studies suggest that acetyl-L-camitine, which has 
protective effects against aging processes and nerve degeneration, 
may slow the natural course of Alzheimer's disease. 

• Changes in calcium homeostasis during aging and Alzheimer's 
disease. Peterson C; Ratan R; Shelanski M; Goldman J. Annals of 
the New York Academy of Sciences, 1989, 568:262-70. 

Alzheimer's disease patients and normal aged patients had 
altered calcium regulation compared to that of young patients. 

• Cultured cells as a screen for novel treatments of Alzheimer's 
disease. Malow BA; Baker AC; Blass JP. Archives of Neurology, 
1989 Nov. 46(11):1201-3. 

L-carnitine normalized two properties normally measured as 
abnormal in Alzheimer's diseased cells. 

• Double-blind parallel design pilot study of acetyllevocarnitine 
in patients with Alzheimer's disease. Sano M; Bell K; Cote L; 
Dooneief G; Lawton A; Legler L; Marder K; Naini A; Stem Y; 
Mayeux R. Archives of Neurology, 1992 Nov, 49(11):1137-41. 

Acetyl levocarnitine shows the ability to retard the 
deterioration in some cognitive areas in those suffering from 
Alzheimer's disease. 

• Effects of free Ca2+ on the [Ca2++ Mg2+)-dependent 
adenosinetriphosphatase (ATPase) of Alzheimer and normal 
fibroblasts. Rizopoulos E; Chambers JP; Wayner MJ; Martinez 
AO; Armstrong LS.Neurobiology of Aging, 1989 Nov-Dec, 
10(6):717-20. 

Calcium regulation is different in Alzh eimer's disease cells 
than in normal cells. 

• Essential fatty acids in Alzheimer's disease. Corrigan FM; 
Van Rhijn A; Horrobin DF. Annals of the New York Academy of 
Sciences, 1991, 640:250-2. 

Essential fatty acids are abnormal in Alzheimer's disease 
patients. Twenty-week treatment with essential fatty acids 
improved the levels. 
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• Folate, vitamin B12 and cognitive impairment in patients 
with Alzheimer's disease. Levitt AJ; Karlinsky H. Acta 
Psychiatrica Scandinavica, 1992 Oct, 86(4):301-5. 

Nutrition & Mental Illness 
An inverse relationship was found between vitamin B12levels 

and the severity of cognitive impairment in Alzheimer's disease 
patients. 

Vitamin B12 levels were shown to be reduced in the blood of 
Alzheimer's patients and patients with confusional states. 

o Hair aluminum in normal aged and senile dementia of 
Alzheimer type. Kobayashi S; Fujiwara S; Arimoto S; Koide H; 
Fukuda J; Shimode K; Yamaguchi S; Okada K; Tsunematsu T. 
Progress in Clinical and Biological Research, 1989, 317:1095-
109. 

• Magnesium depletion and pathogenesis of Alzheimer's disease. 
Durlach J. Magnesium Research, 1990 Sep, 3(3):217-8. 

In Alzheimer's disease, decreased calcium and magnesium 
levels enhance accumulation of aluminum in the brain. In normal 
aged individuals, cerebral blood flow levels decrease as hair 
aluminum levels increase, suggesting that 

Magnesium depletion in a particular region of the brain, 
along with aluminum incorporation into the brain, is associated 
with Alzheimer's disease. Further research should seek to control 
the alterations of albumin, which may induce the magnesium 
depletion. 

aluminum may contribute to aging of the 
brain. 

• Hypothesis regarding amyloid and zinc 
in the pathogenesis of Alzheimer disease: 
potential for preventive intervention. 
Constantinidis, J. Alzheimer Disease and 
Associated Dis., 1991 Spring, 5(1):31-5. 

It is suggested that amyloid production 
in the cerebral cortex causes a zinc 
deficiency in the brain; toxic metals (such 
as iron, aluminum, and mercury) then 
displace the zinc in some enzymes. 
Application of a zinc complex that crosses 
the blood-brain barrier may mitigate these 
effects. 

o Lipid peroxidation and free radical 
scavengers in Alzh eimer's disease. 
Jeandel C; Nicolas MB; Dubois F; Nabet
Belleville F; Penin F; Cuny G. Gerontology, 
1989, 35(5-6):275-82. 

The blood of a group of Alzheimer's 
patients, when compared with that of a 
group of healthy age-matched controls, 
showed lower levels of glutathione 
peroxidase activity in red blood cells, as 
well as lower levels of vitamins E, C, and 
A, and zinc. 

• Long-term acetyl-L-carnitine 
treatment in Alzheimer's disease. 
Spagnoli A; Lucca U; Menasce G; Bandera 
L; Cizza G; Forloni G; Tettamanti M; 
Frattura L; Tiraboschi P; Comelli M. 
Neurology, 1991 Nov, 41(11):1726-32. 

The effects of acetyl-L-carnitine on 
Alzheimer's patients were assessed in a 
double-blind, placebo-controlled study 
over one year. After this period, both the 
treated and placebo groups worsened, but 
the treated group showed a slower rate of 
deterioration in 13 of the 14 outcome 
measures, with statistically significant 
results in 5 of them. No significant side 
effects were seen. 

• Low B 12 levels related to high activity 
of platelet MAO in patients with dementia 
disorders. A retrospective study. Regland 
B; Gottfries CG; Oreland L; Svennerholm 
L. Acta Psychiatrica Scandinavica, 1988 
Oct, 78(4):451-7. 
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• Nutrient intakes and energy expenditures of residents with 
senile Alzheimer 's type. Litchford MD; Wakefield LM. J. Am. 
Diet Assoc., Chicago, Ill.: The Association, Feb 1987. v. 87(2). 

In a study conducted over three days, Alzheimer's patients 
were seen to exhibit lower nutrient intake than did a control 
group. Significant intake differences were noted for vitamin A, 
thiamin, niacin, riboflavin, and calcium, as well as for total 
calories and other factors. 

• Oxidative damage in Alzheimer's dementia, and the potential 
etiopathogenic role of aluminosilicates, microglia and 
micronutrient interactions. Evans PH; Yano E; Klinowski J; 
Peterhans E. Exs, 1992,62:178-89. 

In laboratory experiments, aluminosilicate particles have 
stimulated the generation of tissue-damaging free radicals in 
nervous-system cells. Similar aluminosilicate deposits have been 
found in the brains of Alzheimer's patients, and it is suggested 
that antioxidant micronutrients and pharmacological agents would 
be useful in preventing and treating Alzheimer's disease. 

• Plasma concentrations of vitamins A and E and carotenoids in 
Alzheimer's disease. Zaman Z; Roche S; Fielden P; Frost PG; 
Niriella DC; Cayley AC. Age and Ageing, 1992 Mar, 21(2):91-4. 

Compared to controls, Alzheimer's patients had lower levels 
of vitamins E and A, and of beta-carotene, in their blood. 

• Possible participation of calcium-regulating factors in senile 
dementia in elderly female subjects. Ogihara T; Miya K; Morimoto 
S. Gerontology, 1990, 36 Suppl1:25-30. 

Calcium and calcium-regulating hormones may play several 
roles in senile dementia. 

• Regional distribution of iron and iron-regulatory proteins in 
the brain in aging and Alzheimer's disease. Connor JR; Snyder 
BS; Beard JL; Fine RE; Mufson EJ. Journal of Neuroscience 
Research, 1992 Feb, 31(2):327-35. 

Levels of blood proteins that regulate the body's use of iron 
are altered in the aging brain, particularly in Alzheimer's disease. 
The decreased availability of iron that results could be important 
in explaining the degenerative changes that occur in the disease. 

• Specific reduction of calcium-binding protein (28-kilodalton 
calbindin-D) gene expression in aging and neurodegenerative 
diseases. Iacopino AM; Christakos S. Proceedings of the National 
Academy of Sciences of the United States of America, 1990 Jun, 
87(11):4078-82. 

In Alzheimer's disease, and in aging in general, decreased 
levels of calcium-binding protein have been observed in humans, 
and in rats. Disturbances in calcium balance within nerves may 
be responsible for some of the degeneration seen in these 
conditions. 

• The hypothesis of zinc deficiency in the pathogenesis of 
neurofibrillary tangles. Constantinidis J. Medical Hypotheses, 
1991 Aug, 35(4):319-23. 

Functional zinc decreases leading to abnormal metals reaching 
the brain may be responsible for a number of conditions, includin'g 
Alzheimer's disease. A nontoxic zinc compound crossing the 
blood-brain barrier may be useful in treating Alzheimer's, which 
is associated with decreased levels of zinc and increased brain 
levels of aluminum and iron. 

• Thiamine and Alzheimer's disease. A pilot study. Blass JP; 
Gleason P; Brush D; DiPonte P; Thaler H. Archives of Neurology, 
1988 Aug, 45(8):833-5. 

In a double-blind, placebo-controlled study, Alzheimer's 
patients showing no signs of thiamine deficiency, but treated 
with thiamine over three months, showed cognitive improvements. 

• Vitamin B12levels in serum and cerebrospinal fluid of people 
with Alzheimer's disease. Ikeda T; Furukawa Y; Mashimoto S; 
Takahaski K; Yamada M.Acta Psychiatrica Scandinavica, 1990 
Oct, 82(4):327-9. 

Low levels of vitamin B12 in the cerebrospinal fluid of 
Alzheimer's patients are characteristic of the disease. 

• Vitamin B12-induced reduction of platelet monoamine oxidase 
activity in patients with dementia and pernicious anaemia. 
Regland B; Gottfries CG; Oreland L. European Archives of 
Psychiatry and Clinical Neuroscience, 1991, 240(4-5):288-91. 

There is a significant connection between vitamin B12 
deficiency and Alzheimer's disease. When Alzheimer's patients 
were treated with B12, their increased platelet monoamine oxidase 
activity (a characteristic of the disease), was significantly reduced. 

• Vitamin E and Alzheimer's disease in subjects with Down's 
syndrome. Jackson CV; Holland AJ; Williams CA; Dickerson JW. 
Journal of Mental Deficiency Research, 1988 Dec, 32 (Pt 6):4 79-
84. 

People with Down's syndrome are at high risk of developing 
Alzheimer's disease; they seem, because of their genetic makeup, 
to be more susceptible to oxidative damage. Blood levels of 
vitamin E in 12 Down's syndrome subjects with Alzheimer's 
disease were lower than those in 12 Down's subjects without the 
disease, suggesting an interaction between risk of Alzheimer's 
and the protective action of vitamin E against oxidative damage. 

Next month: Anorexia 

Direct Correspondence to the Townsend Letter 

Gary Null, Ph.D. has 50 published books on health and nutri
topics as well as numerous articles published in leading 
magazines. He is the publisher of the Natural Living Newsletter, 
a monthly publication on health and nutrition. Null is host and 
health and science reporter on the nationally syndicated Gary 
Null Show on WBAI. Dr. Null holds a B.S. in human nutrition 
from Edison State College and Ph.D. in human nutrition and 
public health science from the Union Graduate School. Dr. Null's 
investigative reporting has won prestigious awards. To listen to 
Gary Null's weekly Saturday/Sunday program in your area, call 
Virtual Network at 800-USA-1718. 

• 
TOWNSEND LETTER for DOCTORS & PATIENTS- OCTOBER 1995 


