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Mechanism of Radiation-Induced Cardiovascular Endothelial Cell Injury
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[ Abstract] Radiation-induced heart disease ( RIHD ) has become one of the major causes of non-malignancy death among patients

treated with thoracic radiotherapy. Cardiovascular endothelial cell injury is the initial pathogenesis of RIHD. Therefore, exploring the

mechanism of radiation-induced cardiovascular endothelial cell injury has important clinical value to improve the prognosis of cardiovascular

diseases in radiation-exposed individuals. This article reviews the recent researches on possible mechanism of radiation-induced endothelial

cell injury and potential protective strategies,in order to provide new ideas for clinical prevention or intervention of RIHD.
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