2020 2021

DNA

Analysis of DNA damage recognition mechanisms on chromatin by cryo-electron
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Our genomic DNA is exposed by various environmental stresses, such as
ultraviolet, ionizing radiation, or reactive oxygen species. Mammalian cells eliminates these DNA
lesions to maintain genome stability. This mechanism is called “ DNA repair,” and previous studies
have reported that the defect of DNA repair pathways causes various diseases, for example, Xeroderma

Pigmentosum (XP). XPC protein is an essential factor to initiate DNA repair against ultraviolet.
Our study revealed that the functions of XPC are affected by the conformational status of DNA, which
suggested that certain regions of DNA have priority to be repaired by DNA repair pathways.
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