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ABSTRACT: DLC-1 (deleted in liver cancer-1) is discovered as an important tumor suppressor gene in recent years. Present study
finds it plays an important role in the occurrence and development of many kinds of tumors. With the rapid development of gene
technology and molecular biotechnology, the research to gene methylation modification and interaction of signaling pathways about
DLC-1 gene as well as the related upstream or downstream target genes will be deeper, more thoroughly and clearly. It can provide us
theoretical basis and practice guidance of clinical treatment to tumor so that we could take various human tumor methylation drug
treatment, analyze experimental results and take the comprehensive evaluation of treatment indications by building up tumor animal

experimental model. It is believed that the research aiming at DLC-1's molecular biology will be a breakthrough of varieties of tumors in

diagnosis and therapy.
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