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[ Abstract ]
nisms on gastric cancer development. Methods
miR-1284. The slow virus mediated miR-1284 transfection MGC-803 gastric cancer cells were taken as the miR-1284

Objective To explore the potential target genes of miR - 1284 and its possible molecular mecha-

The bioinformatics software was used to predict the target genes of
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group (LV-miR-1284). The empty carrier slow virus vector transfection cells were taken as the negative control group

and the untransfected slow virus carrier cells as the blank control group. Fluorescence quantitative PCR was used to

detect the expression of target genes EIF4Aland Western blot was used to detect EIF4A1 protein expression and its

target genes were verified by dual luciferase EIF4Al. Results Compared with those in the negative control group and

the blank control group, the expressions of gene and protein of EIF4A1 were decreased in the miR-1284 group, Dual
luciferase test demonstrated that miR-1284 could combine with target genes EIF4A1 3 'UTR. Conclusion miR-1284

plays a role in biological functions by combining with its target gene EIF4Al.
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[ Abstract ]

of minimal benign and malignant hepatic tumors. Methods 178 hepatic lesions less than 2. 0 cm in 164 cases proved

Objective To investigate the value of compression and /or invasion signs in ultrasonic diagnosis

by puncture or operation pathology were examed by the dimensional ultrasonography and color Doppler flow. The com-

pression and /or invasion signs were regarded as a criterion of malignant hepatic tumors. Results The detection rate



