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Study on Apoptosis of Tumor Cells Treated by Dual-Targeting

Replicated Adenovirus Combined with Oxaliplatin
YANG Geng-bing , HE Qian, HUANG Qing-hong , HU Xu-pang, LIU Li, QIAN Cheng , LUO Jing-jing
(School of Life Sciences, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: To investigate the effect of chemotherapy drug Oxaliplatin combined with AdCN205-11.-24
on human colon carcinoma cells in vitro. MTT method is used to detect inhibition of tumor-specific adeno-
virus AAdCN205-11.-24 with Oxaliplatin on the proliferation of both tumor cells and normal cells. The mor-
phological characteristics of apoptosis tumor cells induced by adenovirus with chemotherapy drug are ob-
served by fluorescence microscopy after Hoechest33342 staining. The results show that the growth inhibi-
tory rate of colon carcinoma cell lines HT-29 and SW620 after 4 days treated with AdCN205-11.-24 and
Oxaliplatin are 23. 17% and 22. 98%, respectively. Besides, the toxicity effect on human normal cell line
1.-02 is not increased after the co-administration of adenovirus and the chemotherapy drug.
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