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Abstract: Gene therapy for cancer is the use of vectors to transfer foreign genes into patients through transgenic technology, and to silence cancer-
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causing genes, modify mutant genes, inhibit cancer cell growth, and improve cancer drug sensitivity. This article reviews the five most commonly used
techniques for cancer gene therapy, namely suicide gene therapy, gene silencing therapy, tumor suppressor gene therapy, immune system therapy, and

anti-angiogenic gene therapy,and security issues in order to provide some reference for related research.
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