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[Abstract] Gadd4s gene is one of growth arrest and DNA damage-inducible (Gadd) family. It’s also
a gene induced by ionization radiation. It plays an important role in controlling cell cycle, repairing damaged

DNA and in cell apoptosis. This makes it work as an improtant gene in mainteining genomic stability, but

more importantly it induces cell apoptosis and is a bridge in the cascade process of apoptosis of tumor cell. At

the same time, it takes part in tumorigenesis.
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Progress of microRNAs in molecular radiobiology
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[Abstract] MicroRNAs (miRNAs) are recently identified short non-coding RNAs that down-regulate
gene expression and play an important role in components of the radiation-induced radiobiologic response,
such as apoptosis, radiation tolerance and bystander effects. Accumulating evidence suggests that miRNAs
may be associated with the responses of cells to radiation treatment. MiRNAs may serve as potential new
targets for co-therapies aiming to improve the effects of radiotherapy in cancer patients.
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