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Introduction and overview of dementia prevention

Kyung-Won Park, MD, PhD

Department of Neurology, Dong-A University College of Medicine, Cognitive Disorders and Dementia Center, Dong-A University

Hospital, Busan, Korea

Due to the progressive aging of the population, Alzheimer's disease (AD) is becoming a healthcare burden of epidemic proportions
for which there is currently no cure. Disappointing results from clinical trials performed in mild-moderate AD dementia combined
with clear epidemiological evidence on AD risk factors are contributing to the development of primary prevention initiatives. In addi-
tion, the characterization of the long asymptomatic stage of AD is allowing the development of intervention studies and secondary
prevention programs on asymptomatic at-risk individuals, before substantial irreversible neuronal dysfunction and loss have oc-
curred, an approach that emerges as highly relevant. With disease-modifying treatment trials unsuccessful at the present time and
only medications to treat symptoms available, an emerging approach is prevention. Advances in diagnostic criteria, biomarker devel-
opment, and greater understanding of the biophysiological basis of AD make these initiatives feasible. Ongoing pharmacological tri-
als using anti-amyloid therapies are underway in sporadic and genetic forms of AD, although a large number of modifiable risk fac-
tors for AD have been identified in observational studies. In this manuscript, we review current strategies for AD prevention, from pri-
mary prevention strategies based on identifying risk factors and risk reduction, to secondary prevention initiatives based on the early
detection of the pathophysiological hallmarks and intervention at the preclinical stage of the disease.
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Figure 1. Optimal stage for prevention of Alzheimer’s disease
(Sci Transl Med. 2011;30;3(111):111cm33)
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Table 1. Recommendations for cognitive health promotion

Healthy lifestyle variables

Evidence level’

Recommendations

Physical activity B
Mo 58 Py

Anti-smoking I
Felght

Social activity A
APl EES Els] YT

Cognitive activity A
429 FHBES Shig

Alcohol drinking in moderation B
Az}

Lean body mass and healthy diet B
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"A: excellent. B: very good, C: good. I msufficient (recommended due to other health effects).
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Figure 2. Time for prevention (Curr Alzheimer Res. 2017; 14: 426-440)
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