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Effect and mechanism of miR-139-5p in colitis associated cancer
LIU Jie-qiong, LI Ke, Cao Yong-qing
Department of Hematology and Oncology, the First Hospital of Changsha, Changsha, Hunan 410005, China

Abstract: Objective To investigate the effect of miR-139-5p in colitis associated cancer ( CAC) and its mecha-
nism. Methods Twenty-four SPF grade C57BL/6 male were selected, and 12 miR-139-5 p knockout mice of them were
served as miR-139-5 p knockout group,while 12 wild type mice of them were served as control group. CAC animal models
were established by the method of intraperitoneal injection of azoxymethane (AOM) and alternative drinking dextransulfate-
sodium (DSS) water and normal drinking water. The mice were killed after four weeks. The growth situation of colon tumor
was observed ,and quantitative real-time polymerase chain reaction (qRT-PCR) was used to detect the relative expression
levels of proliferating cell nuclear antigen ( PCNA) mRNA and proinflammatory factors mRNAs. Results The number of
tumor in miR-139-5 p knockout group was more than that in control group [ (12.56 £3.61) vs (5.22 £1.30),P <
0.01]. The diameter of tumor in miR-139-5 p knockout group was greater than that in control group [ 3. 51 +0. 82) mm vs
(2.03 £0.96) mm, P <0. 01 ]. Compared with control group, the relative expression quantity of PCNA mRNA in miR-139-
5 p knockout group was higher than that in control group [ (2.71 £0.78) vs(1.06 £0.34) ,P <0.05]. The relative ex-
pression quantities of interleukine-6 (IL-6) ,tumor necrosis factor-a (TNF-a) , cyclooxygenase-2( COX2) and macrophage
inflammatory protein-2 ( MIP2) mRNAs in miR-139-5 p knockout group were higher than those in control group [ (1. 65 +
0.71),(2.13+0.84),(6.56 +1.24),(7.06 +1.16)wvs (0.93 +£0.43),(1.08 £0.75),(1.22 £+0.43),(1.20 =
0.57),P<0.05,P<0.01 ]. Conclusion miR-139-5p plays an important role in the process of CAC occurrence,and it
has the effects inhibiting expressions of inflammatory factors and preventing excessive proliferation of tumor cells.
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