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Bystander effect induced by ionizing radiation and its application
CHEN Feng, TU Yu
(' Department of Medical Radioprotection, School of Radiation Medicine and Public Health, Suzhou 215123,
China)
[ Abstract] An indirect effect induced by ionizing radiation called bystander effect is being highly

concentrated. Many domestic and foreign researchers have verified the existence of bystander effect and have

got more understanding of the mechanism with advanced detection techniques and methods. So far, the

research about it has expanded from a single cell to multiple cells, from the in vitro to the whole, and has

extended to in vivo from in vitro, which provides powerful evidence to explain how bystander effects happen

and the regulation mechanism and especially gives scientific evidence to clinical radiation oncology
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application in the future.
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