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[ Abstract]

In recent years a growing number of studies have shown that the root causes of recurrence after

cancer treatment is the existence of cancer stem cells (CSCs), which can resist various treatments and

ultimately lead to treatment failure. The role and significance of CSCs in the radiotherapy has also become one

of the focus. The specific DNA damage repair mechanisms, special interdependence relationship between CSCs

and its around niche and the open of DNA damage signaling pathway in the tumor all become the source of

radiation resistance and relapse of tumor. Exploring the radiation resistance mechanisms of CSCs will bring

new hope to tumor treatment.
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