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Differential Expression of miRNA in Breast Cancer and the Significance in Prognosis. Ma Yue, Gao Yingjing ,He Lang. Department of Bi-
omedicine ,Chengdu Medical College, Sichuan 610500 ,China

Abstract Objective To explore changes in the expression of MicroRNAs related to prognosis in breast cancer tissue. Methods
Microarray data of breast cancer tissue were downloaded from the GEO database, including MicroRNAs profilings of 10 year distant — re-
lapse free survival and the controls. The differentially — expressed MicroRNAs were identified use GEO2R tool. The upstream transcription
factor(TF) and downstream target genes of differentially — expressed MicroRNAs were investigated with prediction websites. Function and
pathway of target genes were annotated by DAVID. Regulating network of TF — miRNA - target gene were constructed by cytoscape.
Results A total of 5 miRNAs were differentially expressed (3 up — and 2 down - regulated). 5 upstream TFs and 154 downstream target
genes were found respectively. Functional enrichment analysis indicated that negative regulation of BMP signaling pathway, cytoskeleton
organization, signaling by TGF beta, signaling by Rho GTPases were involved. Conclusion hsa — miR — 210, hsa — miR - 33a, hsa -
miR - 32 hsa - miR — 135a,hsa — miR —30a - 3p were the differentially — expressed miRNAs relevant to prognosis of breast cancer. Our

study systemically characterize miRNAs expression changes using bioinformatics methods to the benefit of the diagnosis and treatment for

breast caner prognosis.

Key words Breast cancer; Prognosis; MicroRNAs;Regulating network ; Bioinformatics
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Established Clostridium Difficile Infected C57BL/6 Mouse Model. Lv Zhi,Peng Guoli, Wang Baoya,et al. Clinical Laboratory Center,
Beijing Friendship Hospital, Capital Medical University, Beijing 100050 ,China

Abstract Objective To established a CDI C57BL/6 mouse model for realize the mechanisms and treatments of CDI. Methods
C57BL/6 mice were challenged with C. difficile strain VPI 10463 after treatment with an antibiotic cocktail. Disease activity index, mean
relative weight, pathological scores and toxins A&B in stool samples were measured. Results  After Intragastric administration with antibi-
otics and C. difficile ,mice had signs of CDI,such as diarrhea, weight loss, positive test for feces AB toxins. Colon pathological visible in-

flammatory cells infiltration and tissue necrosis colitis. Disease severity varied from fulminant to minimal in accordance with the challenge
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