Letter to the Editors

COVID-19, VIRUSES AND DEMENTIA

To the Editors:

COVID-19 pandemic continues testing the stamina of both soci-
eties and health care services. Until now, we have focused on
the acute effects of SARS-CoV-2 but, as more people convalesce
from the infection, our attention is drawn to its more long-term
effects. With increasing frequency, we examine outpatients with
cognitive dysfunction after COVID-19 infection.

SARS-CoV-2—induced increased inflammatory response, brain
vasculature disorders and respiratory difficulties/hypoxia have a
negative impact on the cognitive functions of patients and may
possibly accelerate cognitive decline, even after many years.[1]

Findings from previous epidemics have shown that respiratory
coronaviruses may invade the brain and cerebrospinal fluid, caus-
ing various neurologic symptoms, such as cognitive dysfunction,
and especially affecting anatomic areas and structures, such as
the temporal lobe and hippocampus. Possible hippocampal dam-
age raises the question of whether this could be held responsible
for the acceleration of neurodegenerative processes in Alzheim-
er's dementia or the beginning of disease in previously asymp-
tomatic people.[2]

Many studies have shown that viral infections affect cognitive func-
tions, through direct or indirect mechanisms, contributing especially
to manifestations of minor cognitive impairment and dementia. Both
the high prevalence and the overlap of these conditions underlie the
need to understand better the role viruses, such as SARS-CoV-2,
may play in the pathogenesis of dementia.[1]

There is increasing interest concerning the role of infectious
agents in the pathogenesis of dementia, but current evidence
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is restricted because high-quality population studies are lack-
ing. Systemic infections may trigger brain responses through
microglial activation and release of pro-inflammatory cytokines.
Furthermore, antigenic activation may contribute to age-related
remodeling of the immune system and accelerate neurodegen-
eration in disorders, such as dementia.[2]

The current pandemic could serve as an opportunity to study the
effects of viral infections on cognitive functions and dementia.
Therapeutic approaches toward this way could prove important,
taking into consideration global aging and high prevalence of
dementia. M-

REFERENCES

1. Cothran TP, Kellman S, Singh S, Beck JS, Powell KJ, Bolton CJ, et al. A brew-
ing storm: The neuropsychological sequelae of hyperinflammation due to
COVID-19. Brain Behav Immun. 2020 Aug;88:957-8. https://doi.org/10.1016/
j-bbi.2020.06.008

2. Ritchie K, Chan D, Watermeyer T. The cognitive consequences of the COVID-19
epidemic: collateral damage? Brain Commun. 2020 May 28;2(2):fcaa069.
https://doi.org/10.1093/braincomms/fcaa069

Theocharis Chr. Kyziridis MD (theocharis_kyziridis@yahoo.gr), Consul-
tant Psychiatrist, 3rd University Department of Psychiatry, Aristotle Univer-
sity of Thessaloniki Medical School, AHEPA University General Hospital of
Thessaloniki, Greece. https://orcid-id: 0000-0003-4191-6878

Submitted: August 6, 2022
Disclosures: None

Accepted for publication: September 3, 2022

MEDICC Review, July—October 2022, Vol 24, No 3—4



