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Protective mechanism of Echinococcus granulosus infection on inflammatory bowel disease in mice
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Objective To observe the protective effect of Echinococcus granulosus (E. g) metacestode infection a-
gainst the symptoms of inflammatory bowel disease (IBD) induced by sodium glucose sulfate (DSS) and the underlying
mechanisms.  Methods a mouse model of secondary E. g infection was established and IBD was induced by DSS. The
contration of cyst fluid antigen in the serum these E. g infected mice was test using ELISA; The protective effect of E. g
infection on IBD was evaluated through body weight changing. colon length after dissection and colon histopathological
score by H&.E staining. The levels of Thl/Th2/Thl7 cytokines in the sera of mice were detected by flow cytometry CBA
method. Results The results showed that all the infected mice were positive in serum antibodies against HCF and
100% of the infected mice had cysts in the addominal cavity. E. g infection reduced the weight loss caused by DSS (P <
0.05) ; The colon length in the infection group was significantly longer than that in the DSS group (P<C0. 05) ; H&.E stai-
ning showed that the inflammatory index of colon tissues in the infected group was lower than that in the DSS group; CBA
showed that E. g infection significantly decreased the serum Thl/Th2 cytokine levels and ratios in IBD mice. Compared
with the normal control group, E. g infection significantly increased the serum cytokines 11.-4,11.-10, IL.-17A, IL.-6 and
IFN-Y(P<C0. 05) and the Th2/Thl cytokine ratio in IBD model group previously infected with E. g metacestode was sig-
nificantly higher than that in the DSS group. Conclusion E. g infection rebalanced the serum cytokine ratio of Thl/
Th2/Thl7 in IBD mice. Infection with E. granulosus causes a relative increased I1.-4 and IL-10 in IBD model mice,and
decreases Thl response induced by DSS,thereby inhibiting the pathological response of 1BD.
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