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Molecular and Immunopathological Mechanisms of TGF-Betas, TG2, Apoptosis, GFAP, NF, P Substance, and Dopamine involved in Cerebral

Neurological Pathology from Mice Infected with Toxocara canis (II)
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Cerebral toxocariasis; Blood-brain-barrier; Alzheimer's disease; Neurodegenerative biomarker
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The purpose of present studies was intended to assess whether presence of blood-brain-barrier (BBB) dysfunction and Alzheimer's disease-like
syndrome in mice infected with Toxocara canis. Results revealed that (1). Increased BBB permeability was found in T. canis-infected mice from 3
days to 8 weeks post-infections (dpi or wpi) due to significantly elevated Evans blue concentration in infected mice as compared to uninfected
mice. In addition, enhanced SP proteins expressions and marked NK-1R mRNA expressions seemed to be highly associated with persistent BBB
impairment in experimental CT. (2). Cerebral toxocariasis may have potential risk to develop an AD-like syndrome due to TGF-betal, S100beta,

GFAP, NF-L, tTG, ubiquitin, AbetaPP, and Tau expressions at protein or mRNA levels enhanced in the brains of infected mice. The abnormal



expression of neurodegenerative biomarkers in experimental CT may be ascribed to ubiquitin-proteasome system dysfunction.



