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Summary Radiation-induced myocardial fibrosis is the important pathological characteristic of radiation-in-
duced heart disease(RTHD). It can lead to decreased cardiac function and cardiac remodeling, affecting the life
quality of patients severly. Some researches had been carried out on how irradiation acts on a cellular, molecular,
and genetic levels, etc, It is thought to be the result of interaction of signaling pathways, including abnormal fibro-
blast differentiation, microvascular endothelial injury, inflammation, oxidative stress, TGF-betal signal transduc-
tion, gene expression changes, and so on. But its molecular mechanisms are complex and not to be clarified, and
there are not effective interventions to reverse radiation-induced myocardial fibrosis. This manuscript aims to re-
view the mechanism and clinical interventions of radiation-induced myocardial fibrosis, and overview new progress,

challenges and research prospective direction of the field.
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