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[Abstract] Toxoplasmosis has caused serious harm to human health and the development of animal
husbandry. T cell mediated cellular and humoral immunity plays important roles in the process of anti-Toxo-
plasma gondii infection. However, lots of research suggested that as an important way to evade the host im-

mune system, the infection of Toxoplasma gondii could trigger reduced quantity and impaired function of the

host T cells through T cell apoptosis or exhaustion. This article reviews the impairment of host T cells during

ZRiAs

Toxoplasma gondii infection.
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