INFECTIONS CONTRIBUTE TO PROTEINOPATHIES IN NEURODEGENERATIVE DISEASES AND IN SOME POST-VIRAL PERSISTENT SYMPTOMS
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TAKE-HOME MESSAGES
1. INFECTIONS HAVE THE POTENTIAL TO CONTRIBUTE TO NEURODEGENERATIVE DISEASES (ND), LIKE ALZHEIMER'’S DISEASE (AD).
2. BOTH NEUROGENESIS AND NEURONS (OR COMPONENTS OF THE NEUROVASCULAR UNITS) MUST BE AFFECTED TO CAUSE A ND.
3. IMMUNOSENESCENCE, IMMUNODEFICIENCY OR INFLAMMATION CAN ACCELERATE INFECTION-RELATED COGNITIVE DECLINE.

BACKGROUND GOAL AND METHODS
* Co-infection with herpes simplex virus type 1 (HSV-1) and cytomegalovirus (CMV) produces an odds ratio of 5.662 for the risk of developing AD*, comparable to that of APOE. | * We propose a simplified theoretical model for proteinopathies and ND that considers the
* Even if infections have long been suspected to contribute to ND, they however are generally not included in prediction models?. contribution of infectious agents, based on a targeted literature review of cellular mechanisms
» Effective treatments already exist for many infections, so some cases of ND could be preventeds. affected by HSV-1, CMV and AD.
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