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Overexpression of LncRNA PCA3 Promotes Cell Proliferation and Migration Abilities and Inhibits Apoptosis in Prostate Cancer. Li Dan,

Lan Bo, Kang Nan, et al. State Key Laboratory of Molecular Oncology, Cancer Institute and Hospital, Chinese Academy of Medical Sci-

ences & Peking Union Medical College, Beijing 100021, China

Abstract Objective To exmamin the functions of overexpression IncRNA PCA3 in prostate cancer cells. Methods After trans-

fection with pcDNA3.1 — PCA3 and the control plasmids to PC3 cells, the transfection rates were examined by real time — PCR. MTS as-

say was applied to evaluate the influence of overexpression on cell proliferation. Transwell assay was used to test the effect on cell migra-

tion. Flow cytomet was applied to detect the influence on cell apoptosis. Results The experiments proved that elvated expression of In-

cRNA PCA3 might accelerate the proliferation ability, promote the migration and decline the apoptosis rate in PC3 cells. Conclusion

Overexpression of IncRNA PCA3 promotes the malignancy of PC3 cells.

Key words PCA3;LncRNA ;Prostate cancer; Cell migration; Cell apoptosis
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Effect of Melatonin Combined with Cisplatin on Proliferation and Expression of Apoptotic Proteins in Human Gastric Cancer Cells. Fan
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Abstract Objective To investigate the effect of melatonin combined with cisplatin on treatment and expression of apoptotic pro-

teins in human gastric cancer AGS cells. Methods Human gastric cancer AGS cell strains culture in vitro were divided into four groups,
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