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Risk Factor Relative risk Prevalence Communality PAF Weighted
for dementia (%) (%) (%) PAF* (%)
Early life
:;:r'::‘:}"’" oD eanpe many 1.6 40.0 64.6 19.1 7.5
Midlife (age 45-65)
Hypertension 1.6 8.9 57.3 5.1 2.0
 Obesity 1.6 3.4 60.4 2.0 0.8
Hearing loss 1.9 3. 46.1 23.0 9.1
Later life {aEe >65)
Smoking 1.6 27.4 511 13.9 5.0
Depression 1.9 13.2 58.6 10.1 4.0
Physical inactivity 1.4 177 26.6 6.5 2.6
Low social contact 1.6 11.0 45.9 5.9 2.3
Diabetes 15 6.4 70.3 3.2 1.2
Total adjusted for communality 35.0

Table 1. Risk factors for dementia; relative risk for dementia, prevalence, communality and

Population Attributable Fraction (PAF) for dementia



Non-modifiable Modifiable
Risk factors Risk factors Protective factors
Advanced age Cerebrovascu lar disease/stroke High education
Crenetic factors (Apo E4) Cardiovascular diseases Physical activity
Family history Hypertension Antihypertensives
Hypercholesterolemia Statins
Obesity Active lifestyle
Diahetes Mediterranean diet (added)
Smoking
Homocy steine
Stress
Depression

Adrial fibrillation (added)

Anticoagulation (added)




Figure 4. Life course model of contribution of modifiable risk factors to dementia
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Aging, genetics

Healthy brain

Aging, risk factors

Fig. 1. Conceptual model of dementla spectrum.

In the upper panel: aglng, genetics, and varlous en-
vironmental factors are key-detorminants of cogni-
thve decline according to a trans-nosographlc di-
mension  encompassing  neurcdegeneratlon  and
cerebrovascular disease. Damage to the neurovas-
cular unit plays a central role potentially leading to
both amylold plague deposits and cerebral hypo-
perfusion. In the lower panel: 3 gradient of mixad
features 15 Interposed between neurodegenerative
and cerebrovascular burden. AD and VaD pure ex-
pressions are represonfed at the left and right side,
respectivelv. AD Indicates Alzheimers disease, Val
vascutar dementla.
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Figure 5. Potential brain mechanisms for preventative strategies in dementia
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