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Mitochondrial translocation of DNA damage and repair protein APEl in human os-

teosarcoma cell after ionizing radiation
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and Department of Pathology, *Department of Thoracic Surgery, 'Department 3, Institute of Surgery Research, Daping Hospital, Third Mili-

tary Medical University, Chongqing 400042, China)

Abstract: Objective To investigate mitochondrial localization of apurinic/aprimidinic endonuclease/redox
factor-1 (APEL) in human osteosarcoma cells after ionizing radiation’ (IR) , shedding light on further study of the
role of mitochondrial DNA repair in resistance to radiotherapy for osteosarcoma. Methods The mitochondrial lo-
calization of APE] in untreated human osteoblast sarcoma (HOS) cells and HOS cells exposed to 12 Gy X-ray was
observed by laser confocal microscopy, then confirmed by Western blot. Results  APEl in untreated HOS cells
and HOS cells exposed to 12 Gy X-ray for 1, 2, 3 h could translocate to mitochondria, and the cytoplasm/nucleus
fluorescent intensity values were (0.78 £0.04), (1.04 £0.03), (1.14 £0.05), (1.80 +0.38), respectively.
Mitochondrial APE] protein increasing in time course was also confirmed by Western blot. Conclusion  APEl

can shift from nuclus to mitochondria at early stage after IR treatment, and increase within lime-course , sugges-

ting APE1 may play a crucial role in mitochondrial DNA repair of osteosarcoma cells after TR.
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