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Growth Factors and Radiation Induced Lung Injury
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Abstract: As a major dose limiting factor of thoracic radiotherapy, radiationinduced lung
injury has been considered as a serious clinical problem for a long time. In recent
years, much progress has been made in studies on the mechanism of this disease. We
hereby review the literature on the studies of growth factors related to radiationinduced
lung injury,in order to provide a reference for future exploration.
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