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Significance of the expression of Tim-3 mMRNA in peripheral blood predict the severity of Crohn's
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[ Abstract] Objective Investigate the dysregulated expression of T-cell immunoglobulin and mucin
molecules -3 (Tim-3) in mice models with different severity of Crohn's disease, Looking for a new type of Crohn's
disease blood marker. Methods the Crohn's disease animal model was made by the anus enema using three
different concentrations of 2, 4, 6 - trinitrobenzene sulfonic acid ethanol solution, 80 mice were randomly divided
into four groups:high concentration group(n=10), moderate concentration group(n=50), low concentration group
(n=10), control group(n=10), the expressions of Tim-3 MRNA in peripheral blood were detected by RT-PCR at
two days, one week, two weeks, three weeks after we got the mice models in moderate concentration group, we did
it two weeks later in the other three groups, At the same time, the content of IL-4 and INF- v in peripheral blood
were measured by ELISEA, and colon section from mice underwent HE staining. Results Models of Crohn's
disease in mice were successfully constructed, The higher concentration result in higher pathology score as well as
more severe disease in mice .the expressions of Tim-3 mRNA in peripheral blood were gradually increased in two
weeks after we made the mice models and remained stable after two weeks. At stationary phase, the expressions of
Tim-3 mRNA were gradually reduced in high concentration group (2.12 &=0.24), moderate concentration
group(1.68£0.18), low concentration group(1.37 £0.12) and Control group (1.0040.00). And the difference was
statistically significant(P<<0.05). Conclusion The expression of Tim-3 mRNA in Peripheral blood of a mice
model with Crohn's Disease was gradually increased during the first 14 days, and then keep stable, at stationary
phase, the expression of Tim-3 mRNA is positively correlated with the severity of the disease. It can be a predictor
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of disease severity and has good stability and sensitivity.
[Keywords] Tim-3; Crohn disease; Models, animal;
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