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Advances on the association between Toxoplasma gondii infection

and Alzheimer’s disease
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(Department of Parasitology , Xinxiang Medical University s, Henan 453003, China)

Abstract: Alzheimer's disease (AD) is a progressive neurodegenerative disease, and the pathogenesis of AD has not been
fully elucidated. Patients with AD had higher seropositivity rates for anti-Toxoplasma gondii (T. gondii) 1gG antibodies com-
pared to healthy controls. T. gondii infection caused AD-like symptoms (cognitive impairment, memory loss) ; infected wild-
type mice showed major signs of AD including A deposition, pTau expression, and neuronal loss. Results of researches indi-
cate a possible link between T. gondii infection and AD. In this review, we summarized recent advances on the association be-
tween T. gondii infection and AD.
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