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(1) The main treatment options for NSCLC

Surgery

Radiofrequency ablation (RFA)

Radiation therapy

Chemotherapy

Targeted therapies

Immunotherapy

http://www.cancer.org/



(2) Mortality of NSCLC
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(3) The main treatment options for NSCLC

Surgery

Radiofrequency ablation (RFA)

Radiation therapy Radiosensitivity

Chemotherapy

Targeted therapies

Immunotherapy

http://www.cancer.org/



(4) Mitochondria DNA and Radiosensitivity
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» constant exposure to mutagenic oxygen radicals

> lacks the protective mechanisms of DNA repair
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(4) Mitochondria DNA and Radiosensitivity
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(5) Alteration of Nuclear Gene Expression in p? Cells
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(6) Communication between mitochondria and nucleus
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(7) Mitochondria retrograde signaling, RTG
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2. mtDNA depletion and radiosensitivity in H1299 NSCLC cell line



(1) Establishment of H1299 p° cell line
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(2) Cell growth defects identification
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(3) Radiation response following irradiation
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(4) ATP Assay
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(5) ROS Assay
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(6) Cell cycle change after 6Gy irradiation
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(7) Cell apoptosis

after 6Gy irradiation
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(8) mtDNA depletion accelerated the
repair Kinetics of DNA damage induced by IR
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3. Mitochondrial retrograde pathway related with radiosensitivity



(1) GO enrichment analysis of molecular biological function
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(1) GO enrichment analysis of molecular biological function

Down-regulated genes

Mitochondrial function related genes
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(1) GO enrichment analysis of molecular biological function
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(2) Gene chip real-time PCR validation results
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(3) NFkB /PISBK/AKT2/mTOR retrograde signaling pathway
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4. Summary
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