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Abstract
Review on association between chronic

periodontitis and Alzheimer’s disease

Lee, Han-Sol
Department of Dentistry
The Graduate School
Seoul National University
1. Objective
In this review, I aimed to determine the association between
chronic periodontitis and Alzheimer’s disease (AD). I selected possible
common risk factors and reviewed the association of each factors

evaluating their association to both disease and the research validity.

2. Method

I searched studies first using “Periodontitis”, “Alzheimer’s disease”,
“Risk factor”, “Inflammation” as keywords then narrowed the results
using the following phrases: “the association between periodontitis
and Alzheimer’s disease”, “Periodontitis as risk factor of Alzheimer’s
disease”, “Role of inflammation in Alzheimer’s disease”. As a result,
I sorted out 11 studies focusing on the common pathogenic
pathways, shared risk factors, a cohort study on the effect on the

progress of AD, cross sectional studies on prevalence.

3. Result

I evaluated studies on the association between AD and
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periodontitis focusing on the role of periodontitis as a risk factor for
AD. As a result, periodontitis has a significant but limited
association with AD. Although all the selected studies showed
association between the two diseases, non were able to provide full
dimension of the association, providing partially significant data or
data with positive relation but lacking significance.

Periodontitis can contribute to AD pathogenesis and progress by
the following mechanisms.

1. Chronic periodontitis increases AD progress rate and cognitive
decline rate. An increase in the level of serum inflammatory
cytokines 1s associated with increased cognitive decline rate in AD
patients and increased levels of antibodies against periodontal
pathogens lead to increased pro-inflammatory cytokines and
decreased anti-inflammatory cytokines.

2. Patients with periodontitis showed upregulated in AD associated
molecules such as amyloid beta precursor protein, Interleukin-1,
complement component 1

3. Periodontitis can cause increase in amyloid beta load in brain.
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