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Research advances in targets of anti-Toxoplasma drugs
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[ Abstract])

significant harm to the birth, the health of immune deficient people,human mental health and animal husbandry industry.

Toxoplasma gondii is one of the most widespread zoonotic parasites in the world, and it has caused

However, there is still no anti-Toxoplasma drugs with high efficacy and low toxicity,specific target and clear mechanism,
resulting in the standard treatment of clinical T. gondii is backward and the prevention of T. gondii is ineffective.

Therefore,in this paper, the novel anti-Toxoplasma drug targets and related compounds reported in recent years are

reviewed.
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