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ulated into culture dishes at 1 x 10°/ml and each group was given 3 replicate wells. The experiment was divided
into two groups. Group 1: miR25-3p up-regulated ( transfected with miR253p mimics) miR253p down-regula—
ted ( transfected with miR25-3p inhibitor) and NC group; Group 2: NOTCHI up-regulated ( transfected NOTCH1
mimics) NOTCHI down-regulated ( transfected with NOTCHI inhibitor) and NC group. Real-time quantitative
PCR was used to detect the expression levels of miR253p and NOTCHI1 in each group transwell chamber was
used to detect cell invasion ability CCK-8 was used to detect cell proliferation bioinformatics analysis and lucifer—
ase activity assay were used to determine whether NOTCH1 was Target gene of miR253p. Results NOTCHI is
the target gene of miR25-3p. Results revealed that cell invasion and proliferation increased with the overexpression
of miR253p by miRNA mimics and decreased with the suppression of NOTCH1. Conclusion miR253p pro-
motes the invasion and proliferation of human ESCC cells by targeting NOTCH1 and miR253p is expected to be—
come a new target for ESCC treatment.
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Bioinformatics analysis of the promoter region of HNF4x

gene in human hepatocellular carcinoma
Cao Hui' Xu Zhong’ Chen Yanping' et al
('Dept of Oncology *Dept of Gastroenterology Guizhou Provincial People’s Hospital ~Guiyang 550002)

Abstract Objective To predict and analyze the mechanism of downregulation of HNF4a expression in hepatocel—
lular carcinoma ( HCC) by bioinformatics analysis. Methods The promoter sequence of HNF4q gene obtained
from NCBI GenBank was analyzed by transcription factor prediction software including PromotorScan Patch P-
Match and AliBaba2. Meanwhile the down-regulated genes in human HCC were screened by Liveratlas. Then the
intersected genes were analyzed based on the data extracted from TCGA database. Results The promoter of the
corresponding transcript of human HNF4« gene in HCC is about 1 471 bp. After removing duplication the pool of
predicting transcription factor binding sites covers 225 transcription factors by using online software. A total of 2
538 down-regulated genes in HCC were extracted from liveratlas online gene database and 17 transcription factors
were obtained by compared with the transcription factor pool predicted above. The correlation analysis indicated that
HLF (r=0.5534) RREBI1 (r=0.407 9) and RXRA (r=0.424 7) were positively correlated with the expres—
sion of HNF4a. Conclusion Bioinformatics analysis indicates that HLF RREB1 and RXRA may be involved in
the transcriptional regulation of HNF4q expression in liver. The faint expression of one or more of them may be re—
lated to the down-regulation of HNF4a expression in the development of HCC.
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