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Mitochondria and tumor development
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Abstract: Tumor development is an extremely complicated biological process. With further research, it is
gradually recognized that mitochondria play an essential role in tumor development not just important
organelles. Mitochondria are highly dynamic organelles, which are related to the following characteristics such
as abnormal energy metabolism of tumor, increasing of reactive oxygen species, ability of tissue invasion and

metastasis and resistance to cell death. This paper reviews the relationship between mitochondria and tumor

development.
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