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Prediction of Genetic Differences in the Susceptibility and

Severity of Radiation Pneumonitis
XU Tang-peng, HU Wei-guo,SONG Qi-bin
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Abstract ; Radiation pneumonitis after radiotherapy for non-small cell lung cancer patients are se-
vere and common complication. Pneumonia susceptibility genes associated with individual ra-
dioactive includes immune related genes,metabolic enzyme genes and DNA repair genes. This
review discusses the research on radiation pneumonitis susceptibility in recent years,summarizes

the defects existing in this field,directing the research of radiation pneumonitis susceptibility.
Subject words : radiation pneumonitis ; genetic polymorphisms ;individual susceptibility
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