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Establishment of an animal model for evaluating intracellular
energy-interaction between cancer and immune cells
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Recent studies have reported that the energy metabolism of cancer cells
and immune cells affects the efficacy of anti-cancer therapies. The aim of this study was to
establish ?? animal model that could simultaneously assess the energy metabolism of cancer cells and

immune cells.

First, we established reporter transgenic oncogenic cells. Construct vectors containing the
oncogene BCR-ABL gene, GFP and iuciferase as reporter genes were gene transfected into Ba/F3 cells,
a mouse progenitor B cell line. Furthermore, their cells were transplanted into C3H mice to
establish a mouse model of blood cancer with normal immune function. We also confirmed that this
mouse model can be used to evaluate the efficacy of tyrosine kinase inhibitors.
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