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Progress on p73 Variant and Its Possible Application
in Tumor Radiotherapy

DI Cui-xia"" ***, ZHANG Hong" **, WANG Zhen-hua' *"*
(1. Instituteof Modern Physics, Chinese Academy of Sciences, Lanzhou 730000, China;
2. Key Laboratories of Heavy Ion Radiation Biology and Medicine of
Chinese Academy of Sciences s Lanzhou 730000, China;
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Abstract; p73 was the first identified homologue of the tumor suppressor gene, p53. p73 has two groups
of protein isoforms: TAp73 and DNp73. TAp73 can induce cell cycle arrest, resulting in the ability of ap-
optosis, however DNp73 has antagonistic property of a tumor promoting effect. In this paper, the dual
roles of p73 gene and its research progress was reviewed. Finally, combined with heavy ion treatment of
tumor, we explored some new ideas of p73-heavy ion joint therapy.

Key words: p73 variant; alternative splicing; tumor; apoptosis

Received date: 22 Mar. 2011; Revised date: 26 Apr. 2011

Foundation item: Major State Basic Research and Development Program of China(973 Program) (2010CB834202) ; National Natural Sci-
ence Foundation of China(10835011)

Corresponding author;: ZHANG Hong, E-mail: zhangh@impcas. ac. cn





