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- PLASMA N-3 FATTY ACIDS AND THE RISK OF COGNITIVE DECLINE IN OLDER
ADUL TS: THE ATHEROSCLEROSIS RISK IN COMMUNITIES STUDY

Plasma fatty acids may affect the risk of cognitive decline in older adults. Beydoun et al; (1) Noprth
Carolina prospectively studied the association between plasma fatty acids and cognitive decline in adults
aged 50-65y at baseline and conducted a subgroup analysis. From 1987through 1989,the Ather osclerosis
Risk in Communities (ARIC) Study analyzed plasma fatty acids in cholesteryl estersand phospholipids
in whites residing in Minneapolis, MN. From 1990 through 1992 and from 1996 through 1998, 3
neuropsychological testsin the domains of delayed word recall, psychomotor speed, and verbal fluency
were administered. Focusing on n-3 highly unsaturated fatty acids (HUFAS), a subgroup analysis
assessed differential association across potential effect modifiers implicated in oxidative stress and
increased risk of neurodegenerative disease. In the 2251 study subjects, the risk of global cognitive decline
increasedwith elevated palmitic acid in both fractions and with high arachidonic acid and low linoleic
acid in cholesteryl esters.Higher n-3 HUFAs reduced the risk of decline in verbal fluency, particularly in
hypertensive and dyslipidemic subjects. No significant findings were shown for psychomotor speed or
delayed word recall. Authors conclude that: Promoting higher intakes of n-3 HUFAs in the diet of
hypertensive and dyslipidemic persons may have substantial benefits in reducing their risk of cognitive
decline in the area of verbal fluency. However, clinical trials are needed to confirm this finding.

1) Am J Clin Nutr. 2007 Apr;85(4):1103-11.

[1- FISH CONSUMPTION, N-3 FATTY ACIDS, AND SUBSEQUENT 5-Y COGNITIVE
DECLINE IN ELDERL Y MEN: THE ZUTPHEN ELDERL Y STUDY

Indications have been seen of a protective effect of fish consumption and the intake of n-3 fatty
acids on cognitive decline. However, studies are scarce and results inconsistent. The objective of the
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study by van Gelder et al, (1), from Netherlans was to examine the associations between fish
consumption, the intake of the n-3 fatty acids eicosapentaenoicacid (EPA) and docosahexaenoicacid
(DHA) from fish and other foods, and subsequent5-y cognitive decline. Data on fish consumption of
210participants in the Zutphen Elderly Study, who were aged 70-89y in 1990,and data on cognitive
functioning collected in 1990 and 1995 were used in the study. The intake of EPA and DHA
(EPA+DHA) was calculated for each participant. Multivariate linear regression analysis with
multiple adjustments was used to assessassociations. Fish consumers had significantly (P = 0.01)
less 5-y subsequent cognitive decline than did nonconsumers. A linear trend was observed for the
relation between the intake of EPA+DHA and cognitive decline (P = 0.01).An average dif ference of
approximately 380mg/d in EPA+DHA intake was associatedwith a 1.1-point dif ferencein cognitive
decline (P = 0.01). Authors concluded that a moderate intake of EPA+DHA may postpone cognitive
decline in elderly men. Results from other studies are needed befoe definite

1) Am J Clin Nutr. 2007 Apr;85(4):1142-7

[11- ADCS PREVENTION INSTRUMENT PROJECT: THE MAIL-IN COGNITIVE
FUNCTION SCREENING INSTRUMENT (MCFSI) (1)

In future research on the prevention of Alzheimer Disease (AD), a large simple prevention trial
might test a safeintervention (eg, vitamins) in avery large population (eg, 10,000subjects),powered
to detect a modest treatment effect size. In a large, simple design, regular assessmentanust be very
low cost, for example, handled by mail. The Mail-In Cognitive Function Screening Instrument
(MCFSI) was developed for the Alzheimer's Disease Cooperative Study Prevention Instrument
Project (Walsh et al Washington, rel 1)n screening tool can be used as a specific and sensitive trigger
for a diagnostic evaluation in the course of a prevention trial. The MCFSI consists of 2 similar setsof
14 questions mailed separately to the subjectand the study partner, who are askedto complete them
independently. The questions are derived from a standard clinical assessmentof dementia; they ask
about decline in function over the last year. We are currently evaluating the utility of the instrument
in 640 subjects over the course of the "simulated” AD prevention trial. Analysis of baseline data
showed significant differencesin mean MCFSI scores between sex and ethnic groups (for subjects),
age groups (for partners), and Clinical Dementia Rating global score groups (both subject and
partner). In this nondemented population, both subject's and partner's MCFSI responses were
related to cognitive performance. There was no significant association between M CFSl score for
either subjectsor partners and apolipopr otein E genotype. The MCFSI captures information related
to cognitive and functional status in nondemented elderly individuals; the Alzheimer's Disease
Cooperative Study Prevention Instrument Project will determine whether this brief, mail-in
guestionnaire is useful as a trigger for diagnostic evaluation in an AD primary pr evention trial.

1) Alzheimer Dis Assoc Disord. 2006 Oct-Dec;20(4 Suppl 3):S170-8
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