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Effects of TMEFF2 promoter methylation on proliferation migration

invasion and apoptosis of bladder cancer
Zhang Wentao' > Zhang Ziwei’ Mao Shiyu® et al
('Dept of Urology Shanghai Clinical College of Anhui Medical University Shanghai 200072;
*Dept of Urology Shanghai Tenth People’s Hospital Shanghai 200072)

Absrtact Objective To study the expression of transmembrane protein with EGFdike and two follistatindikedo—
mains 2 ( TMEFF2) and promoter methylation level in bladder cancer. Methods The methylation level of the pro—
moter region of TMEFF2 gene was analyzed by DNA methylation and gene expression in human cance ( MethHC)
database. The methylation-specific quantitative PCR was used to detect the difference in methylation expression of
TMEFF2 gene in 30 urine samples and the proliferation migration invasion and apoptosis of bladder cancer cell
lines were analyzed after treated with 5-Aza-dc. At the same time the TMEFF2 gene was highly expressed by trans—
fecting the plasmid further verifying its biological role in bladder cancer. Results Apoptosis of bladder cancer
T24 cells was significantly increased after 5-Aza-dc treatment while migration and invasion were significantly inhib—
ited. The same result was obtained by highly expressing TMEFF2 by transfection of the plasmid. Conclusion
TMEFF2 gene promoter methylation may be a potential biomarker of bladder cancer which may play an important
role in the development of bladder cancer.
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Analysis of differentially expressed genes of chemo-resistant

BEL-7402/FU cells in human hepatocellular carcinoma
Zhou Xiehai Zhang Ting Xie Gang et al
( College of Pharmacy Anhui Medical University Hefei 230032)

Abstract Objective To analyze the key genes and signaling pathways that regulate the chemo-resistance BEL-
7402 /FU cells and then explore the possible mechanism and find potential targets for reversing multi-drug resist—
ance in human hepatocellular carcinoma ( HCC) . Methods The total RNA of BEL-7402 cells and chemo-resistant
BEL-7402/FU cells was extracted by Trizol reagent. The digital gene expression profile of the two groups of cells
was detected by RNA=seq sequencing technology and differentially expressed genes ( DEGs) were screened. The
analytical method was used to analyze the enrichment of biological pathways in DEGs. Results The number of
DEGs was up—<egulated by 2 899 and the number of down—-regulated genes was 3 313. The GO enrichment and
KEGG analysis found that the main biological processes involved were single organism process categories cell
types and molecular functional classes. The main signaling pathway was metabolic pathway etc. PPl analysis
showed that the key genes were TP53 EGFR MAPKS BCIL2L1 STATSA STAT5B ABALON FYN CDKNIA
and BCL2 etc. Conclusion Multiple genes and signaling pathways could be involved in the process of chemo-re—
sistance in HCCs. These differentially expressed genes and pathways may become targets for reversing drug resist—
ance in HCC.

Key words multi-drug resistance of hepatocellular carcinoma; RNA-seq technology; differentially expressed

genes



