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Research progress on risk factors associated with

radiation-induced lung injury in lung cancer patients"
TU Lijia »ZHENG Taihao ,LIAO Rongxin, TAN Benzu ,ZHANG Xiaoyue ,YANG Zhenzhou™
(Oncology Center sthe Second Affiliated Hospital of Chongqging Medical University ,
Chongqing 400010,China)
[ Abstract ]

any malignant tumor worldwide. Radiotherapy is one of the main treatment options for lung cancer. However,

Lung cancer is one of the most common malignant tumors and has the highest fatality rate of

radiation-induced lung injury (RILI) ,a common and serious complication and dose limiting factor of radiother-
apy for thoracic tumors,occurs at a rate of 5% to 20%. When it occurs,it usually has serious clinical conse-
quences. The risk factors for RILI include clinical factors, treatment modalities, genetic factors and radiation
dose to the functional lung. This article reviewed these risk factors.
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