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Abstract; [Objective] To observe the expressions of IFN-y, IL-17, and IL-10 of different intestinal segments and peripheral
blood and the effects of changes of those cytokines on intestinal motility and visceral sensitivity in mice with post-infectious irritable
bowel syndrome (PI-IBS). [Methods] Forty female C57BL\6 mice were randomly divided into the PI-IBS group (n = 20) and control
group (n = 20). Mice of the PI-IBS group were infected by gavaging of 350 T. spiralis larvae in 0.2 mL of normal saline, while the
control group received the same volume of saline solution. At week 2, 4, 8 post-infection, tissues of terminal ileum and proximate
colon were collected for pathological examinations. At week 8 post-infection, visceral sensitivity of colorectal distention in mice was
accessed by abdominal withdrawal reflex (AWR). The change of intestinal motility was accessed by intestinal transmission time (ITT)
and water content percentages of feces per 2h. The expressions of IFN-y, [L-17, and IL-10 in different intestinal segments and
peripheral blood were quantified by the method of ELISA.  [Results] At week 8 post-infection, the intestinal acute inflammation
recovered to normal. At distention volumes of 0.35, 0.5 mL, the AWR scores of PI-IBS groups were higher than that in the control
groups (P < 0.01), ITT of the PI-IBS mice was shorter and the water content percentages of feces per 2h were higher than those of the
control mice, and the difference was statistically significant (P < 0.01). Results of ELISA showed that compared to the control mice,
the IFN—y and IL-17 levels were up-regulated in duodenum, ileum and peripheral blood (P < 0.05), while IL-10 levels were
decreased in jejunum, ileum, colon and peripheral blood in PI-IBS group (P < 0.05). [Conclusions] The expression of cytokines of
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different intestinal segments was difference in mice with post—infectious irritable bowel syndrome and the variation trend of cytokine

levels in blood and part of the bowel tissue was synchronous.

hypersensitivity and intestinal motility dysfunction in PI-IBS.

The changes of cytokines may be one of the mechanisms of visceral
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Fig.1 Comparison of pathology scores of the distal ileum

and proximal colon between PI-IBS and control group
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Table 1 Comparison of AWR scores in response to CRD
in PI-IBS group and control group (xxs)

Group n  0.25mL 0.35 mL 0.50 mL. 0.65 mL
Control 8 0.34+0.25 1.64+0.28 2.76 £0.35 3.72+0.28
PI-IBS 8 0.51+0.31 2.30+0.38 3.45+0.43 3.89 £0.25
i -1.207 -3.955 -3.520 -1.281
P 0.247 0.001 0.003 0.221
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Fig.2 Comparison of the intestinal transmit time (A ), water content percentage of feces (B) between control group and
PI-IBS group
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Table 2 Concentration of cytokines of the different

intestinal segments between the control group and PI-IBS

group (¥ +s,pg/mL)
Factors /Group n Duodenum  Jejunum  Ileum Colon
IFN-y
ontrol 8 51+15 357+154 262+16 567 =21
PI-IBS 8 211+11 343+23 457+73 523+ 101
¢ -24.120 0.258 -7.383 1.219
P 0.018 0.800 0.000 0.243
IL-17
Control 8 44+20 16312 144x19 245+17
PI-IBS 8 87+10 17317 214+12 215+55
t -5.413 -1.350  -8.771 1.487
P 0.000 0.198 0.014 0.159
IL-10
Control 8 85+5 171£29 199 +23 213+32
PI-IBS 8 96 + 11 107+15 11616 122 +26
i -2.700 5.316 8.307 6.250
P 0.105 0.000 0.019 0.012

% 3 PI-IBS /MR SMNE M4 Al & F E %4 B8 4B 9 7K S Eb 4%

Table 3  Cytokines level of IFN-y, IL-17, IL-1§, and
IL-10 in blood between the control group and PI-IBS
group (x+s,pg/mlL)
Groups n IFN—y 1L-17 IL-10
Control 8 20.7£4.2 9.1+£2.0 20.6 + 3.4
PI-IBS 8 43.7+79 20.5 £2.8 10.8 +2.3
t -7.284 -9.368 6.735
P 0.000 0.000 0.000
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