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Alzheimer’s disease may begin in the mouth — and the bacteria associated with it do 
not require natural dentition to survive. Growing evidence shows that both dentate and 
edentulous patients can harbor pathogens linked to neurodegeneration, including 
Porphyromonas gingivalis, the same organism implicated in aspiration pneumonia.

Porphyromonas gingivalis, long established as a keystone pathogen in chronic 
periodontitis, has been identified directly in the brains of patients with Alzheimer’s 
disease. In a pivotal study, both the bacterium and its virulence factors — gingipains 
— were detected in Alzheimer’s-affected brain tissue, with gingipain levels correlating 
strongly with tau and ubiquitin pathology.1 These findings suggest that oral infection 
may contribute more directly to neurodegenerative processes than previously 
understood.

Animal models reinforce this connection. Oral infection in mice resulted in brain 
colonization and elevated Aβ1-42, a primary component of amyloid plaques. 
Gingipains demonstrated neurotoxic effects by degrading tau proteins essential for 
neuronal stability. When researchers introduced small-molecule gingipain inhibitors, 
they observed reduced bacterial load, decreased Aβ1-42 production, lower 
neuroinflammation, and improved neuronal survival.1

For dentate patients, this emphasizes the urgency of diagnosing and treating 
periodontal disease early. Periodontal pockets provide an ideal anaerobic 
environment for P. gingivalis, making preventive care and periodontal therapy 
essential parts of systemic health protection.

Yet even without dentition, risk persists. Studies show that P. gingivalis can colonize 
the tongue, palatal mucosa, saliva, and denture surfaces in fully edentulous 
patients.2-5 The loss of natural dentition does not eliminate pathogenic oral reservoirs; 
it simply alters their location.

Compounding its clinical importance, P. gingivalis has been implicated in aspiration 
pneumonia, largely due to gingipain-mediated damage to respiratory tissues.6-8 This 
dual relevance — cognitive decline and pulmonary infection —reinforces the need 
for vigilant oral microbial management across all patient populations.

Dentate or not, the mouth stays microbial — so don’t let your brain pay the price.
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