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Therapeuticevaluationof nizoxanide oral and subcutaneous administration in mice with acute Toxoplasma
gondii infection

WANG Yu, ZHANG Nan, LI Jian-hua, GONG Peng-tao, WANG Xiao-cen, LI Xin, ZHANG Xu,
ZHANG Xi-chen (Key Laboratory of Zoonosis Research by Ministry of Education s Institute Of Zoonosis s College
of Veterinary Medicine , ] ilin University »Changchun 130062 ,China) * ™

Objective  This study investigated the therapeutic effects of oral and subcutaneous administration of
nitazoxanide administration on acute toxoplasmosis in mice. ~Methods The mouse model of acute toxoplasmosis was
established using Toxoplasma gondii RH strain and treated by two routes: oral administration and subcutaneous
injection. The treatment group was given 100 mg/kg by oral administration,as well as the subcutaneous injection groups
were administered with 100,50,25 mg/kg.respectively. The survival time of mice under two administration routes was
recorded, the parasite loading of lung and liver, cytokine levels and histopathological changes of liver were compared.
Results The survival time of mice was not significantly prolonged by two nitazoxanide routes (P =>0. 05). Oral and
subcutaneous administration at 100 and 50 mg/kg reduced the parasite loading of liver and lung in mice obviously (P <C
0.05). Compared to the untreated group.the parasite loading of liver were reduced by 93.53% ,92.59% and 40. 63 % ,and
the parasite loading of lung were reduced by 97.73%,95.71% and 63. 53 % ,respectively. IFN-7 levels were significantly
(P<C0. 05) increased in nitazoxanide-treated mice, by 169. 81%,348. 24 % ,416. 44% and 472. 24% compared to the
untreated group. IL-12 levels were significantly reduced in mice administered orally and subcutaneously at 100 and 50 mg/
kg (P <C0. 05), by 83. 55%, 61. 62% and 56. 36% respectively compared to the untreated group. Both oral and
subcutaneous administration at a dose of 100 mg/kg reduced inflammatory cell infiltration in the liver of mice.
Conclusion The subcutaneous administration of nitazoxanide was effective in the treatment of acute Toxoplasma gondii
infection in mice, providing a theoretical basis for the treatment of Toxoplasma gondii infection by subcutaneous
administration of nitazoxanide.
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Table 1 The grouping scheme
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Fig. 1 The survival rate of mice
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Fig.2 Parasite burden in the liver and lungs of mice
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Fig.3 The content of cytokines IFN-v,IL-12 in mice
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Fig. 4 Liver histopathology of Toxoplasma gondii-infected mice
(H&E staining,200X)
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