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[ Abstract] Objective This paper attempts to investigate the effect of lentivirus mediated miR-215
over-expression on CD mice and its mechanism. Methods 48 BALB/c mice were randomly divided into
the blank group (Group A with 12 mice) and the model group (36 mice). After successful TNBS
modeling, the model group was further randomly divided into the TNBS group (Group B), the lenti-
scramble group(Group C), and the lenti-miR-215 group(Group D), 10 in each group. The DAI score
was calculated by observing the body weight, fecal characters, and occult blood and stool blood of the
mice every day. The serum 1L-8, I1.-10, and MPO were detected by ELISA. The pathological changes
of colon tissues were observed by HE staining. The real-time PCR was performed to detect the miR-215
and Beclinl mRNA in colon tissues. The Beclinl, TNF-o, and IL.-1 proteins in colon tissues were

detected by Western blotting. Results Compared with Group A, the DAI scores of mice in Groups B,
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C, and D were significantly increased, and the expression of miR-215 mRNA was significantly decreased
(P<<0. 05). Compared with Group A, the IL-8, MPO, TNF-q, and IL.-1 in Groups B and C were
significantly increased, while the I1.-10 and Beclinl were significantly decreased (P<C0. 05). The DAI

score, 11.-8, MPO, TNF-q protein, and IL.-1 protein in Group D were significantly lower than those in
Group B and C (P<C0. 05), whereas the expressions of IL.-10, miR-215 mRNA, Beclinl mRNA, and
Beclinl protein were significantly higher than those in Groups B and C (P<C0. 05). Conclusion The

over-expression of miR-215 has a protective effect on CD mice, which is related to beclinl-mediated

autophagy pathway.
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