
 

 首页  |  期刊介绍  |  编 委 会  |  期刊订阅  |  杂志稿约  |  广告服务  |  联系我们  |  留言板  |  English

肿瘤防治研究   2012, Vol. 39  Issue (8): 931-935    DOI: 10.3971/j.issn.1000-8578.2012.08.012

基础研究 最新目录 | 下期目录 | 过刊浏览 | 高级检索    |    

miR-663通过靶向TGFB1对肺癌细胞A549增殖的调控

章广玲1,李宏杰1,熊亚南1,王梅梅1,袁丽杰1,朱丽华1,刘志勇2

1.063000河北唐山,河北联合大学基础医学院;2.河北联合大学附属医院

Regulation of Lung Cancer Proliferation by miR-663 through Targeting TGFB1

Zhang Guangling1,Li Hongjie1,Xiong Ya′nan1,Wang Meimei1,Yuan Lijie1,Zhu Lihua1,Liu Zhiyong2

1.School of Basic Medical Sciences,Hebei United University,Tangshan 063000,China;2.The Affiliated

Hospital of Hebei United University

● 摘要  

● 参考文献  

● 相关文章  

 全文: PDF (1515 KB)   HTML (1 KB)   输出: BibTeX | EndNote (RIS)      背景资料 

摘要 

目的  

利用双荧光蛋白报告基因分析系统,验证miR-663的直接靶基因TGFB1,探讨miR-663促进肺癌细胞A549增殖的可能机制  

。方法实时定量RT-PCR检测10对肺癌组织和正常肺组织中miR-663的表达水平;利用细胞计数和集落形成实验来验证  

细胞转染miR-663 ASO后的A549细胞增殖。选取表达绿色荧光蛋白的质粒 pcDNA3/EGFP,将TGFB1 3′UTR的一段特异  

性序列插入该质粒中,并与miR-663及表达红色荧光蛋白质pDsRed2 -N1共同转染肺癌细胞系A549,转染后细胞提取的  

蛋白样品,荧光分光光度计进行定性和定量检测。结果miR-663在肺癌组织中的表达高于在正常肺组织中的表达;miR  

-663表达明显促进了细胞A549的增殖;共转miR-663和pcDNA3/EGFP-TGFB13′UTR质粒后,绿色荧光蛋白的表达量明显  

低于pcDNA3和pcDNA3/EGFP- TGFB 13′UTR共转组。结论miR-663可能通过靶定靶基因TGFB1,促进了肺癌细胞A549的  

增殖。 
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Abstract： 

Objective 

To identify the miR-663 targeted gene TGFB1 using a dual fluorescent protein reporter assay system  

and to reveal the possible mechanism of miR-663 to promote the proliferation of A549 lung cancer 

cells.MethodsThe expression of miR-663 in lung cancer in 10 pairs of lung cancer tissues and in 

their adjacent normal tissues was measured using microRNA specific qRT-PCR.Than the effects of miR-  

663 on the proliferation of A549 cells transfected by miR-663 LNA (locked nucleic acid) was analyzed 

by cell growth curve and colony formation assay.A sequence of TGFB1 3′UTR(untranslated region) was  

inserted into the plasmid which expressed green fluorescent protein (pcDNA3/EGFP).This plasmid 

(pcDNA3/EGFP- TGFB1 3′UTR) and miR-663 and the plasmid expressed red fluorescent protein (pDsRed2 -  

N1) were cotransfected into A549 cells.The cells and the extracted protein had been detected under 

fluorescence microscope and the fluorescence spectrophotometer respectively.ResultsMiR-663 was highly 

expressed in lung cancer tissues and A549 cells.Decreased level of miR-663 could significantly 

inhibit the proliferation of lung cancer cells.After miR-663 and the plasmid of pcDNA3/EGFP- TGFB1 3  

′UTR being cotransfected,the intensity of green fluorescent protein was significantly lower than  

that in the group of cotransfected pcDNA3/EGFP- TGFB1 3′UTR with pcDNA3.ConclusionThis study  

demonstrated that miR-663 contributes to A549 cell proliferation through direct regulating of the 

expression of TGFB1 directly.
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