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The research status of exogenous gene treatment tumor mechanism

MENG Yuan ,MA Xiaolet
(Jining Medical University; College of Basic Medicine , Jining Medical University , Jining 272067 , China)

Abstract: The occurrence and development of tumor refer to single or multiple genetic changes. Gene
therapy has become a new research direction. Exogenous gene therapy of tumor research focused on the fol-
lowing three aspects: suicide gene causing change in the phenotype of tumor cells, resulting in drug directly
or killing tumor cells indirectly; small RNA interference and silence mutated gene expression in tumor cells;
exogenous gene enhancing the effect of chemotherapy drugs. We will elaborate the mechanism and research
status of these three aspects in the paper.
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