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We investigated the characteristics of mouse lung carcinoma P29mtB82M cells from
the aspect of energy metabolism that produce a low level of ATP in vitro due to a frame-shift mutation in
the mitochondrial ND6 gene and a missense mutation in the COIl ?ene while show high tumor growth and
metastatic potential. The results indicated that P29mtB82M cells produced a higher level of ATP in vivo
through higher levels of glycolysis, lactate production via lactate transporter MCT4, parasitic
metabolism, glucose uptake under hypoxic conditions, and glucose uptake via stimulation of angiogenesis.
In addition, we found that knockdown of MCT4 resulted in cell death of P29mtB82M cells, implying the
strategy to suppress mtDNA-regulated metastasis.
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