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Abstract

Cervical cancer is one of the most common malignant tumors in women around the world, and it is
also the second most common cause of cancer death in women. Radiation therapy can be per-
formed at all stages of cervical cancer patients. Radiation resistance is a key issue in tumor radio-
therapy. Therefore, the study of genes related to DNA damage and repair in the course of cervical
cancer radiotherapy is helpful to find new therapeutic targets to improve further cervical cancer
radiotherapy efficacy.
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