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Protective effect of praziquantel on acute liver injury induced by lipopolysaccharide in mice with sepsis
DAI Yujie' s HU Tingting', SUN Jierui', QIU Jingfan', MIAO Tingting’, WANG Yong' (1.
Department of Pathogen Biology s Nanjing Medical University s Nanjing 211166, China ; 2. Department of Nuclear
Medicine , The Second Affiliated Hospital of Nanchang University) ="

Objective  To investigate the protective effects of praziquantel (PZQ) on lipopolysaccharide (LPS) -
induced acute liver injury in sepsis mice. Methods 56 C57BL/6 male mice aged 6-8 weeks were randomly divided into 4
groups:normal control group,PZQ control group,LPS model group (LPS group) and PZQ treatment group. The mouse
sepsis model was established with LPS (10 mg/kg) and treated with PZQ (300 mg/kg) for 24 h. The survival of 8 mice
in each group was observed every 12 hours until all mice in the PZQ treatment group died,and the survival curve was
drawn. 6 mice in each group were selected to detect the glutamic oxalotransaminase ( AST) and glutamic pyruvic
transaminase (ALT) levels in serum. The relative expression levels of TNF-a, IL-183,1L-6 and NLRP3 mRNA in liver
were detected by qRT-PCR. RAW264. 7 macrophages were cultured in vitro and stimulated with 1 pg/ml LPS for 4 h and
treated with 30 pg/ml PZQ for 24 h. The mRNA relative expression levels of TNF-a, IL-18,IL.-6 and NLRP3 in each
group were detected by qRT-PCR. The number of macrophages in Ly-6C" subgroup and Ly-6C" subgroup were detected
by flow cytometry. Results The survival curve of each group showed that the survival rate of PZQ group was higher
than that of LPS group. The results of serum AST and ALT detection showed that the levels of ALT and AST in PZQ
group were significantly lower than those in LPS group (P <CT 0. 05). The results of qRT-PCR in mouse liver and
RAW264. 7 macrophage cells in vitro showed that PZQ treatment group was lower than LPS model group (P <C0.05),

and PZQ treatment group was lower than LPS stimulation group (P<C0. 05). Flow cytometry showed that the percentage
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of Ly-6C" subgroup macrophages in PZQ treated group was lower than that in LPS stimulated group (P<C0.05). The

percentage of macrophages in Ly-6C" subgroup was higher than that in LPS stimulated group (P<C0. 05).

Conclusion

PZQ can promote the transformation of Ly-6C" subgroup macrophages into Ly-6C" subgroup macrophages, reduce the

expression of pro-inflammatory factors,relieve liver inflammation in sepsis mice, and improve the survival rate of sepsis

mice.
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Fig. 1 The comparison of survival rate of mice

in different treatment groups
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Fig. 2 The effect of praziquantel treatment on ALT, AST levels
in sepsis mice
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Fig.5 The effects of praziquantel treatment on RAW264.7
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