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ABSTRACT Objective: To assess the role of IL-17 in the colon of mice infected by adherent-invasive Escherichia coli (AIEC) strain
E.coli LF82. Methods: The wild-type (WT) mice and IL-17KO (IL-17 knockout) mice placed in specific pathogen free (SPF) housing
were randomly divided into 4 groups: (1) WT mice + distilled water; (2) WT mice + E. coli LF82 by oral gavage for 10 days; (3)
IL-17KO mice + distilled water; (4) IL-17KO mice + E.coli LF82 by oral gavage for 10 days. Four aspects of the treatment response were
evaluated in each group: (1) histological score; (2) transmission electron microscope (TEM) to explore the ultrastructure; (3) the secretion
of IL-17 detected by immune histochemistry; (4) the relative quantitative analysis of IL-17 in the colon detected by RT-PCR; (5) the
quantitative analysis of IL-17F in the colon detected by ELISA. Results: Compared with non-treatment group, the expression of IL-17
mRNA and the activity of IL-17 were significantly higher than that in WT mice (P<0.05). After E. coli LF82 treatment, compared with
WT mice, the histological score and the ultrastructure in IL-17KO mice improved significantly (P<0.05). Conclusions: IL-17 protects
colonic epithelial integrity in the colon infected by adherent invasive Escherichia coli LF82. IL-17 is an important effector of immunity to
AIEC strain E.coli LF82, suggestting that an increased local production of IL-17 would improve the outcome of infection.
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Fig.1 HE staining of the mouse colon sections

A: WT+ distilled water; B: WT+ E. coli LF82; C: IL-17KO+ distilled water; D: IL-17KO+ E.coli LF82.
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Fig.2 The histological scores
Note: Data are expressed as + SD, n=6."P<0.05 vs WT+ E. coli LF82;
'P<0.01 vs IL-17KO+ E. coli LF82; °P<0.05 vs IL-17KO+ E. coli LF82.
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Fig.3 TEM images of microvilli of epithelial surfaces in the colon colonized E.coli LF82

A: WT+ E.coliLF82; B: IL-17KO+ E.coli LF82.
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Fig.4 TEM images of E.coli LF82 colonized in the colon epithelial surfaces
A: WT+ E.coli LF82; B: IL-17KO+ E.coli LF82
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Fig.5 IL-17 detection of the mouse colon sections

A: WT+ distilled water; B: WT+ E.coli LF82; C: IL-17KO+ distilled water; D: IL-17KO+ E.coli LF82
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Fig.6 The immunoreactive score of IL-17 in colon tissues Fig.7 The expression of IL-17 mRNA in colon tissues

Note: Data are expressed as * SD, n=6. aP<0.01 vs WT+ E coli LF82. Note: Data are expressed as + SD, n=6. aP<0.05 vs WT+ E.coli LF82.
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Fig.8 The expression of IL-17F in colon tissues
Note: Data are expressed as + SD, n=6.aP>0.05 vs WT+ E.coli LF82;
bP>0.05 vs IL-17KO+ E.coli LF82; ¢cP>0.05 vs IL-17KO+ E.coli LF82.
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