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Anti-tumor Efficacy of Oncolytic Adenovirus
with 11R-p53 Fusion Protein Gene

FENG Zhi-hua', SU Chang-qing?, QIAN Qi-jun'*
(1. Shool of Life Sciences, Zhejiang Sci-Tech University, Hangzhou 310018, China;
2. Laboratory of Viral and Gene Therapy, Eastern Hepatobiliary Surgical Hospital, Shanghai 200438, China)

Abstract: p53, as a most important tumor-associated gene, is studied extensively, it can kill the canc-
er cells through several different ways. Here, the fusion gene of 11R-p53 is cloned into the oncolytic ade-
novirus vector, then generates a recombinant adenovirus SG7605-11R-p53 in HEK293 cells. The authors
measure the expression of the fusion protein 11R-p53 by Western blot., The virus titer was measured by
TCID50 method. With the cell viability test(MTT), the authors compare the inhibition effect of SG7605-
11R-p53 on cancer and normal cell lines. The results show that the expression of 11R-p53 carried by
SG7605-11R-p53 can be detected in different cancer cells. SG7605-11R-p53 can kill the cancer cells more
effectively than SG7605-p53 or Ad5-p53. It is demonstrated that the novel gene-viral therapeutic system
SG7605-11R-p53 holds potential for the treatment of cancer.
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