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Mechanisms of Radiation-induced Lung Injure
MIN Qian,HU Wei-guo,SONG Qi-bin
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Abstract: Radiation pneumonitis and subsequent unreversed radiation pulmonary fibrosis are
two main complications in thoracic tumor radiotherapy,which limits the therapeutic ratio and
complicate the quality of life of long-term survivors. In this article, we review the current under-
standing of mechanisms of radiation-induced lung injure.
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